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PLEASE READ—IMPORTANT INFORMATION

The Gale Encyclopedia of Mental Health is a
health reference product designed to inform and
educate readers about mental health, mental disor-
ders and psychiatry. The Gale Group believes the
product to be comprehensive, but not necessarily
definitive. It is intended to supplement, not replace,
consultation with a physician or other healthcare
practitioners. While The Gale Group has made sub-
stantial efforts to provide information that is accurate,
comprehensive, and up-to-date, The Gale Group
makes no representations or warranties of any kind,

including without limitation, warranties of merchant-
ability or fitness for a particular purpose, nor does it
guarantee the accuracy, comprehensiveness, or time-
liness of the information contained in this product.
Readers should be aware that the universe of medical
knowledge is constantly growing and changing, and
that differences of opinion exist among authorities.
Readers are also advised to seek professional diagno-
sis and treatment for any medical condition, and to
discuss information obtained from this book with
their healthcare provider.
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INTRODUCTION

The Gale Encyclopedia of Mental Health is a val-
uable source of information for anyone who wants to
learn more about mental health, disorders, drugs and
treatments. This collection of approximately 450
entries provides in-depth coverage of specific dis-
orders recognized by the American Psychiatric
Association (as well as some disorders not formally
recognized as distinct disorders), diagnostic pro-
cedures and techniques, therapies, psychiatric medi-
cations, and biographies of several key people who
are recognized for their important work in the field
of mental health. In addition, entries have been
included to facilitate understanding of related topics,
such as Advance directives, Crisis housing, and
Neurotransmitters.

This encyclopedia minimizes medical jargon and
uses language that laypersons can understand, while
still providing thorough coverage that will benefit
health science students as well.

Entries follow a standardized format that pro-
vides information at a glance. Rubrics include:

Disorders
* Definition
* Description
* Causes and symptoms
* Demographics
* Diagnosis
* Treatments
* Prognosis
* Prevention
* Resources
Medications
* Definition
* Purpose

* Description

* Recommended dosage
* Precautions

* Side effects

« Interactions

* Resources

INCLUSION CRITERIA

A preliminary list of mental disorders and related
topics was compiled from a wide variety of sources,
including professional medical guides and textbooks,
as well as consumer guides and encyclopedias. The
advisory board, made up of professionals from a vari-
ety of health care fields including psychology, psychia-
try, pharmacy, and social work, evaluated the topics
and made suggestions for inclusion. Final selection of
topics to include was made by the advisory board in
conjunction with the Gale editors.

ABOUT THE CONTRIBUTORS

The essays were compiled by experienced medical
writers, including physicians, pharmacists, and psy-
chologists. The advisors reviewed the completed
essays to ensure that they are appropriate, up-to-
date, and accurate.

HOW TO USE THIS BOOK

The Gale Encyclopedia of Mental Health has been
designed with ready reference in mind.

* Straight alphabetical arrangement of topics allows
users to locate information quickly.

* Bold-faced terms within entries direct the reader to
related articles.

* Cross-references placed throughout the encyclopedia
direct readers from alternate names, drug brand
names, and related topics to entries.
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Introduction

+ A list of key terms is provided
where appropriate to define
unfamiliar terms or concepts. A
glossary of key terms is also
included at the back of Volume
II.

* The Resources sections direct
readers to additional sources of
information on a topic.

xiv

* Valuable contact information for
organizations and support groups
is included with many of the disor-
der entries.

* A comprehensive general index
guides readers to all topics men-
tioned in the text.

GRAPHICS

The Gale Encyclopedia of
Mental Health contains approxi-
mately 120 illustrations, photos,
and tables.
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I Abnormal involuntary
movement scale

Definition

The Abnormal Involuntary Movement Scale
(AIMS) is a rating scale that was designed in the
1970s to measure involuntary movements known as
tardive dyskinesia (TD). TD is a disorder that some-
times develops as a side effect of long-term treatment
with neuroleptic (antipsychotic) medications.

Purpose

Tardive dyskinesia is a syndrome characterized
by abnormal involuntary movements of the patient’s
face, mouth, trunk, or limbs, which affects 20-30% of
patients who have been treated for months or years
with neuroleptic medications. Patients who are older,
are heavy smokers, or have diabetes mellitus are at
higher risk of developing TD. The movements of the
patient’s limbs and trunk are sometimes called chor-
eathetoid, which means a dance-like movement that
repeats itself and has no rhythm. The AIMS test is
used not only to detect tardive dyskinesia but also to
follow the severity of a patient’s TD over time. It is a
valuable tool for clinicians who are monitoring the
effects of long-term treatment with neuroleptic medi-
cations and also for researchers studying the effects of
these drugs. The AIMS test is given every three to six
months to monitor the patient for the development of
TD. For most patients, TD develops three months after
the initiation of neuroleptic therapy; in elderly patients,
however, TD can develop after as little as one month.

Precautions

The AIMS test was originally developed for admin-
istration by trained clinicians. People who are not
health care professionals, however, can also be taught
to administer the test by completing a training seminar.

Description

The entire test can be completed in about 10
minutes. The AIMS test has a total of twelve items
rating involuntary movements of various areas of the
patient’s body. These items are rated on a five-point
scale of severity from 0—4. The scale is rated from 0
(none), 1 (minimal), 2 (mild), 3 (moderate), 4 (severe).
Two of the 12 items refer to dental care. The patient
must be calm and sitting in a firm chair that does not
have arms, and the patient cannot have anything in his
or her mouth. The clinician asks the patient about the
condition of his or her teeth and dentures, or if he or
she is having any pain or discomfort from dentures.

The remaining 10 items refer to body movements
themselves. In this section of the test, the clinician or
rater asks the patient about body movements. The
rater also looks at the patient in order to note any
unusual movements first-hand. The patient is asked
if he or she has noticed any unusual movements of the
mouth, face, hands or feet. If the patient says yes, the
clinician then asks if the movements annoy the patient
or interfere with daily activities. Next, the patient is
observed for any movements while sitting in the chair
with feet flat on the floor, knees separated slightly with
the hands on the knees. The patient is asked to open
his or her mouth and stick out the tongue twice while
the rater watches. The patient is then asked to tap his
or her thumb with each finger very rapidly for 10-15
seconds, the right hand first and then the left hand.
Again the rater observes the patient’s face and legs for
any abnormal movements.

After the face and hands have been tested, the
patient is then asked to flex (bend) and extend one
arm at a time. The patient is then asked to stand up so
that the rater can observe the entire body for move-
ments. Next, the patient is asked to extend both arms
in front of the body with the palms facing downward.
The trunk, legs and mouth are again observed for signs
of TD. The patient then walks a few paces, while his or
her gait and hands are observed by the rater twice.

GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION 1



Abuse

KEY TERMS

Choreathetoid movements—Repetitive dance-like
movements that have no rhythm.

Clozapine—A newer antipsychotic medication
that is often given to patients who are developing
signs of tardive dyskinesia.

Neuroleptic—Another name for the older antipsy-
chotic medications, such as haloperidol (Haldol)
and chlorpromazine (Thorazine).

Syndrome—A group of symptoms that together
characterize a disease or disorder.

Tardive dyskinesia—A condition that involves
involuntary movements of the tongue, jaw, mouth
or face or other groups of skeletal muscles that
usually occurs either late in antipsychotic therapy
or even after the therapy is discontinued. It may be
irreversible.

Results

The total score on the AIMS test is not reported to
the patient. A rating of 2 or higher on the AIMS scale,
however, is evidence of TD. If the patient has mild TD
in two areas or moderate movements in one area, then
he or she should be given a diagnosis of TD. The AIMS
test is considered extremely reliable when it is given by
experienced raters.

If the patient’s score on the AIMS test suggests the
diagnosis of TD, the clinician must consider whether
the patient still needs to be on an antipsychotic med-
ication. This question should be discussed with the
patient and his or her family. If the patient requires
ongoing treatment with antipsychotic drugs, the dose
can often be lowered. A lower dosage should resultina
lower level of TD symptoms. Another option is to
place the patient on a trial dosage of clozapine (Clo-
zaril), a newer antipsychotic medication that has fewer
side effects than the older neuroleptics.

See also Medication-induced movement disor-
ders; Schizophrenia.
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Susan Hobbs, M.D.

I Abuse
Definition

Abuse is a complex psychosocial problem that
affects large numbers of adults as well as children
throughout the world. It is listed in the Diagnostic
and Statistic Manual of Mental Disorders, the fourth
edition, text revision (DSM-IV-TR) under the heading
of “Other Conditions That May Be a Focus of Clinical
Attention.” Although abuse was initially defined with
regard to children when it first received sustained
attention in the 1950s, clinicians and researchers now
recognize that adults can suffer abuse under a number
of different circumstances. Abuse refers to harmful
or injurious treatment of another human being that
may include physical, sexual, verbal, psychological/
emotional, intellectual, or spiritual maltreatment.
Abuse may coexist with neglect, which is defined as
failure to meet a dependent person’s basic physical and
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medical needs, emotional deprivation, and/or deser-
tion. Neglect is sometimes described as passive abuse.

The costs of abuse to society run into billions of
dollars annually in the United States alone. They
include not only the direct costs of immediate medical
and psychiatric treatment of abused people but also
the indirect costs of learning difficulties, interrupted
education, workplace absenteeism, and long-term
health problems of abuse survivors.

Types of abuse
Physical

Physical abuse refers to striking or beating another
person with the hands or an object, but may include
assault with a knife, gun, or other weapon. Physical
abuse also includes such behaviors as locking someone
in a closet or other small space, depriving someone of
sleep, and burning, gagging, or tying someone up.
Physical abuse of infants or children may include shak-
ing them, dropping them on the floor, or throwing
them against the wall or other hard object.

Sexual

Sexual abuse refers to inappropriate sexual con-
tact between a child or adult and a person who has
some kind of family or professional authority over
that child or adult. Sexual abuse may include verbal
remarks, fondling or kissing, or attempted or com-
pleted intercourse. Sexual contact between a child
and a biological relative is known as incest, although
some therapists extend the term to cover sexual con-
tact between a child and any trusted caregiver, includ-
ing relatives by marriage. Girls are more likely than
boys to be abused sexually. According to a conserva-
tive estimate, 38% of girls and 16% of boys are sex-
ually abused before their eighteenth birthday.

Verbal

Verbal abuse refers to regular and consistent belit-
tling, name-calling, labeling, or ridicule of a person. It
may also include spoken threats. It is one of the most
difficult forms of abuse to prove because it does not
leave physical scars or other evidence, but it is none-
theless hurtful. Verbal abuse may occur in schools or
workplaces as well as in families.

Emotional|psychological

Emotional/psychological abuse covers a variety
of behaviors that hurt or injure others even though
no physical contact may be involved. In fact, emo-
tional abuse is a stronger predictor than physical

abuse of the likelihood of suicide attempts in later
life. One form of emotional abuse involves the destruc-
tion of someone’s pet or valued possession in order
to cause pain. Another abusive behavior is emotional
blackmail, such as threatening to commit suicide
unless the other person does what is wanted. Other
behaviors in this category include the silent treatment,
shaming or humiliating people in front of others, or
punishing them for receiving an award or honor.

Intellectual|spiritual

Intellectual/spiritual abuse refers to such behav-
iors as punishing people for having different intellec-
tual interests or religious beliefs from others in the
family, preventing them from attending worship serv-
ices, ridiculing their opinions, and the like.

Child abuse

Child abuse first attracted national attention in
the United States in the 1950s, when a Denver pedia-
trician named C. Henry Kempe began publishing his
findings regarding x-ray evidence of intentional inju-
ries to small children. Kempe’s research was followed
by numerous investigations of other signs of child
abuse and neglect, including learning disorders, mal-
nutrition, failure to thrive, conduct disorders, emo-
tional retardation, and sexually transmitted diseases
in very young children.

Experts believe that child abuse in the United
States is still significantly underreported. In 2004,
there were an estimated 1,490 child deaths from abuse
or neglect in the United States, indicating a rate of two
children for every 100,000 in the population. In recent
years, the rate of maltreatment and child abuse appears
to have decreased and was reported in 2004 to be 11.9
children for every thousand in the United States. The
forms of abuse included neglect, physical abuse, sexual
abuse, and emotional or psychological abuse. Of the
children who survive abuse, an estimated 20% have
permanent physical injury. Children with birth defects,
developmental delays, or chronic illnesses are at higher
risk of being abused by parents or other caregivers.

Abused adults

The women’s movement of the 1970s led not only
to greater recognition of domestic violence and other
forms of abuse of adults, but also to research into the
factors in the wider society that perpetuate abusive
attitudes and behaviors. Women are more likely than
men to be the targets of abuse in adult life, and one in
four women will experience domestic violence in her
lifetime.
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Domestic violence

Domestic violence refers to the physical, emo-
tional, and sexual abuse of a spouse or domestic part-
ner. Early research into the problem of wife battering
focused on middle-class couples, but it has since been
recognized that spouse abuse occurs among couples of
any socioeconomic status. In addition, domestic vio-
lence also occurs among gay and lesbian couples. It is
estimated that four million women in the United
States are involved in abusive marriages or relation-
ships; moreover, a significant percentage of female
murder victims are killed by their spouses or partners
rather than by strangers.

Domestic violence illustrates the tendency of abu-
sive people to attack anyone they perceive as vulner-
able: most men who batter women also abuse their
children; some battered women abuse their children;
and abusive humans are frequently cruel to animals.

Elder abuse

Elder abuse has also become a subject of national
concern in the last two decades. As older adults live
longer, many become dependent for years on adult
caregivers, who may be either their own adult children
or nursing home personnel. Care of the elderly can be
extremely stressful, especially if the older adult has
dementia. Elder abuse may include physical hitting or
slapping; withholding food or medications; tying them
to a chair or bed; neglecting to bathe them or help them
to the toilet; taking their personal possessions, includ-
ing money or property; and restricting or cutting off
their contacts with friends and relatives.

Abusive professional relationships

Adults can also be abused by sexually exploitative
doctors, therapists, clergy, and other helping profes-
sionals. Although instances of this type of abuse were
dismissed prior to the 1980s as consensual participa-
tion in sexual activity, most professionals now recog-
nize that these cases actually reflect the practitioner’s
abuse of social and educational power. About 85% of
sexual abuse cases in the professions involve male
practitioners and female clients; another 12% involve
male practitioners and male clients; and the remaining
3% involve female practitioners and either male or
female clients. Ironically, many of these abusive rela-
tionships hurt women who sought professional help in
order to deal with the effects of childhood abuse.

Stalking

Stalking, or the repeated pursuit or surveillance of
another person by physical or electronic means, is now

defined as a crime in all 50 states. Many cases of
stalking are extensions of domestic violence, in that
the stalker (usually a male) attempts to track down a
wife or girlfriend who left him. However, stalkers may
also be casual acquaintances, workplace colleagues, or
even total strangers. Stalking may include a number
of abusive behaviors, including forced entry into a
person’s home, destruction of cars or other personal
property, anonymous letters to a person’s friends or
employer, or repeated phone calls, letters, or e-mails.
About 80% of stalking cases reported to police involve
men stalking women.

Workplace bullying

Workplace bullying is, like stalking, increasingly
recognized as interpersonal abuse. It should not be
confused with sexual harassment or racial discrimina-
tion. Workplace bullying refers to verbal abuse of
other workers, interfering with their work, withhold-
ing equipment or other resources they need to do their
job, or invading their personal space, including touch-
ing them in a controlling manner. Half of all work-
place bullies are women, and the majority (81%) are
bosses or supervisors.

Causes of abuse

The causes of interpersonal abuse are complex
and overlapping. Some of the most important factors
are:

. early learning experiences: This factor is sometimes
described as the “life cycle” of abuse. Many abusive
parents were themselves abused as children and have
learned to see hurtful behavior as normal childrear-
ing. At the other end of the life cycle, some adults
who abuse their elderly parent are paying back the
parent for abusing them in their early years.

ignorance of developmental timetables: Some parents
have unrealistic expectations of children in terms of
the appropriate age for toilet training, feeding them-
selves, and similar milestones; they may attack their
children for not meeting these expectations.

economic stress: Many caregivers cannot afford
part-time day care for children or dependent elderly
parents, which would relieve some of their emotional
strain. Even middle-class families can be financially
stressed if they find themselves responsible for the
costs of caring for elderly parents before their own
children are financially independent.

lack of social support or social resources: Caregivers
who have the support of an extended family, reli-
gious group, or close friends and neighbors are less
likely to lose their self-control under stress.
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« substance abuse: Alcohol and mood-altering drugs do
not cause abuse directly, but they weaken or remove a
person’s inhibitions against violence toward others.
In addition, the cost of a drug habit often gives a
person with a substance addiction another reason
for resenting the needs of the dependent person. A
majority of workplace bullies are substance addicts.

mental disorders: Depression, personality disorders,
dissociative disorders, and anxiety disorders can all
affect parents’ ability to care for their children appro-
priately. A small percentage of abusive parents or
spouses are psychotic.

belief systems: Many men still think that they have a
“right” to a relationship with a woman; and many
people regard parents’ rights over children as absolute.

the role of bystanders: Research in the social sciences
has shown that one factor that encourages abusers
to continue their hurtful behavior is discovering
that people who know about or suspect the abuse
are reluctant to get involved. In most cases, bystand-
ers are afraid of possible physical, social, or legal
consequences for reporting abuse. The result, how-
ever, is that many abusers come to see themselves as
invulnerable.

Aftereffects

Abuse affects all dimensions of human develop-
ment and existence.

Physical and neurobiological

In addition to such direct results of trauma as
broken bones or ruptured internal organs, physically
abused children often display retarded physical growth
and poor coordination. Malnutrition may slow the
development of the brain as well as produce such diet-
ary deficiency diseases as rickets. In both children and
adults, repeated trauma produces changes in the neuro-
chemistry of the brain that affect memory formation.
Instead of memories being formed in the normal way,
which allows them to be modified by later experiences
and integrated into a person’s ongoing life, traumatic
memories are stored as chaotic fragments of emotion
and sensation that are sealed off from ordinary con-
sciousness. These traumatic memories may then erupt
from time to time in the form of flashbacks.

Cognitive and emotional

Abused children develop distorted patterns of
cognition (knowing) because they are stressed emo-
tionally by abuse. As adults, they may experience
cognitive distortions that make it hard for them to
distinguish between normal occurrences and abnor-

mal ones, or between important matters and relatively
trivial ones. They often misinterpret other people’s
behavior and refuse to trust them. Emotional distor-
tions include such patterns as being unable to handle
strong feelings, or being unusually tolerant of behav-
ior from others that most people would protest.

Social and educational

The cognitive and emotional aftereffects of abuse
have a powerful impact on adult educational, social,
and occupational functioning. Children who are
abused are often in physical and emotional pain at
school; they cannot concentrate on schoolwork, and
consequently fall behind in their grades. They often
find it hard to make or keep friends, and may be
victimized by bullies or become bullies themselves. In
adult life, abuse survivors are at risk of repeating
childhood patterns through forming relationships
with abusive spouses, employers, or professionals.
Even though survivors may consciously want to
avoid further abuse, they are often unconsciously
attracted to people who remind them of their family
of origin. Abused adults are also likely to fail to com-
plete their educations, or they accept employment that
is significantly below their actual level of ability.

Treatment

Treatment of the aftereffects of abuse must be
tailored to the needs of the specific individual, but
usually involves a variety of long-term considerations
that may include legal concerns, geographical reloca-
tion, and housing or employment as well as immediate
medical or psychiatric care.

Medical and psychiatric

In addition to requiring immediate treatment for
physical injuries, abused children and adults often
need long-term psychotherapy in order to recover
from specific mental disorders and to learn new ways
of dealing with distorted thoughts and feelings. This
approach to therapy is known as cognitive restructur-
ing. Specific mental disorders that have been linked to
childhood abuse include major depression, bulimia
nervosa, social phobia, Munchausen syndrome by
proxy, generalized anxiety disorder, post-traumatic
stress disorder, borderline personality disorder, dis-
sociative amnesia, and dissociative identity disorder.
Abused adults may develop post-traumatic stress dis-
order, major depression, or substance abuse disorders.
At present, researchers are focusing on genetic factors
as a partial explanation of the fact that some people
appear to react more intensely than others to being
abused.
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Cognitive restructuring—An approach to psycho-
therapy that focuses on helping patients examine
distorted patterns of perceiving and thinking in
order to change their emotional responses to peo-
ple and situations.

Dementia—A group of symptoms (syndrome) asso-
ciated with a progressive loss of memory and
other intellectual functions that is serious enough
to interfere with a person’s ability to perform
the tasks of daily life. Dementia impairs memory,
alters personality, leads to deterioration in personal
grooming, impairs reasoning ability, and causes
disorientation.

Flashback—The reemergence of a traumatic mem-
ory as a vivid recollection of sounds, images, and
sensations associated with the trauma. Those hav-
ing the flashbacks typically feel as if they are reliv-
ing the event.

Incest—Unlawful sexual contact between people
who are biologically related. Many therapists, how-
ever, use the term to refer to inappropriate sexual
contact between any members of a family, includ-
ing stepparents and stepsiblings.

Stalking—The intentional pursuit or surveillance of
another person, usually with the intent of forcing
that person into a dating or marriage relationship.
Stalking is now punishable as a crime in all 50 states.

Legal considerations

Medical professionals and, increasingly, religious
professionals, are required by law to report child abuse
to law enforcement officials, usually a child protection
agency. Physicians are granted immunity from law-
suits for making such reports.

Adults in abusive situations may encounter a vari-
ety of responses from law enforcement or the criminal
justice system. In general, cases of spouse abuse, stalk-
ing, and sexual abuse by professionals are taken more
seriously than they were two or three decades ago.
Many communities now require police officers to
arrest aggressors in domestic violence situations, and
a growing number of small towns as well as cities have
shelters for family members fleeing violent households.
All major medical, educational, and legal professional
societies, as well as mainstream religious bodies, have
adopted strict codes of ethics, and have procedures in
place for reporting cases of abuse by their members.

Prevention

Prevention of abuse requires long-term social
changes in attitudes toward violence, gender roles,
and the relationship of the family to other institutions.
Research in the structure and function of the brain
may help to develop more effective treatments for
the aftereffects of abuse and possibly new approaches
to help break the intergenerational cycle of abuse.
At present, preventive measures include protective
removal of children or elders from abusive house-
holds, legal penalties for abusive spouses and profes-
sionals, and education of the public about the nature
and causes of abuse.
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Acne excoriee see Dermatotillomania
Acupressure see Bodywork therapies

I Acupuncture
Definition

Acupuncture, one of the main forms of therapy in
traditional Chinese medicine (TCM), has been prac-
ticed for at least 2,500 years. In acupuncture, certain
points on the body associated with energy channels or
meridians are stimulated by the insertion of fine nee-
dles. Unlike the hollow hypodermic needles used in
mainstream medicine to give injections or draw blood,
acupuncture needles are solid. The points can be
needled between 15 and 90 degrees in range relative
to the skin’s surface, depending on treatment.

Acupuncture is thought to restore health by remov-
ing energy imbalances and blockages in the body.
Practitioners of TCM believe that there is a vital force
or energy called ¢gi (pronounced “chee”) that flows
through the body, and between the skin surface and
the internal organs, along channels or pathways called
meridians. There are 12 major and eight minor meri-
dians. Qi regulates the spiritual, emotional, mental, and
physical harmony of the body by keeping the forces of
yin and yang in balance. Yang is a principle of heat,
activity, brightness, outwardness, while yin represents
coldness, passivity, darkness, interiority, etc. TCM does
not try to eliminate either yin or yang, but to keep them
in harmonious balance. Acupuncture may be used to
raise or lower the level of yin or yang in a specific part of
the body in order to restore the energy balance.

Acupuncture was virtually unknown in the
United States prior to President Nixon’s trip to
China in 1972. A reporter for the New York Times
named James Reston wrote a story for the newspaper
about the doctors in Beijing who used acupuncture to
relieve his pain following abdominal surgery. By 1993,
Americans were making 12 million visits per year to
acupuncturists, and spending $500 million annually
on acupuncture treatments. By 1995, there were an
estimated 10,000 certified acupuncturists practicing
in the United States; as of 2000, there were 20,000.
About a third of the credentialed acupuncturists in the
United States are MDs.

Acupuncture’s record of success has been suffi-
ciently impressive to stimulate a number of research
projects investigating its mechanisms as well as its effi-
cacy. Research has been funded not only by the National
Center for Complementary and Alternative Medicine
(NCCAM), but also by the National Institute on Alco-
hol Abuse and Alcoholism (NIAAA), the National
Institute of Dental Research, the National Institute of
Neurological Disorders and Stroke (NINDS), and the
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National Institute on Drug Abuse. In 1997 a consensus
panel of the National Institutes of Health (NIH) pre-
sented a landmark report in which it described acupunc-
ture as a sufficiently promising form of treatment to
merit further study. In 2000, the British Medical Asso-
ciation (BMA) recommended that acupuncture should
be made more readily available through the National
Health Service (NHS), and that family doctors should be
trained in some of its techniques.

Purpose

The purpose of acupuncture in TCM is the reba-
lancing of opposing energy forces in different parts of
the body. In Western terms, acupuncture is used most
commonly as an adjunctive treatment for the relief of
chronic or acute pain. In the United States, acupunc-
ture is most widely used to treat pain associated with
musculoskeletal disorders, but it has also been used in
the treatment of substance abuse, and to relieve nau-
sea and vomiting. A study done in 2001 showed that
acupuncture was highly effective in stopping the
intense vomiting associated with a condition in preg-
nant women known as hyperemesis gravidarum. In
the past several years, acupuncture has been tried
with a new patient population, namely children with
chronic pain syndromes. One study of 30 young
patients with disorders ranging from migraine head-
aches to endometriosis found that 70% felt that their
symptoms had been relieved by acupuncture, and
described themselves as “pleased” by the results of
treatment. In addition to these disorders, acupuncture
has been used in the United States to treat asthma,
infertility, depression, anxiety, HIV infection, fibro-
myalgia, menstrual cramps, carpal tunnel syndrome,
tennis elbow, pitcher’s shoulder, chronic fatigue syn-
drome, and postoperative pain. It has even been used in
veterinary medicine to treat chronic pain and prevent
epileptic convulsions in animals. As of 2002, NCCAM
is sponsoring research regarding the effectiveness of
acupuncture in the rehabilitation of stroke patients.

The exact Western medicine mechanism by which
acupuncture works is not known. Western researchers
have suggested three basic explanations of acupunc-
ture’s efficacy in pain relief:

« Western studies have found evidence that the tradi-
tional acupuncture points conduct electromagnetic
signals. Stimulating the acupuncture points causes
these signals to be relayed to the brain at a higher
than normal rate. These signals in turn cause the
brain to release pain-relieving chemicals known as
endorphins, and immune system cells to weak or
injured parts of the body.

« Other studies have shown that acupuncture activates
the release of opioids into the central nervous
system. Opioids are also analgesic, or pain-relieving
compounds.

« Acupuncture appears to alter the chemical balance
of the brain itself by modifying the production and
release of neurotransmitters and neurohormones.
Acupuncture has been documented to affect certain
involuntary body functions, including immune reac-
tions, blood pressure, and body temperature.

In addition to its efficacy in relieving pain and
other chronic conditions, acupuncture has gained in
popularity because of several additional advantages:

« It lacks the side effects associated with many medi-
cations and surgical treatments in Western medicine.

« It is highly cost-effective; it may be used early in the
course of a disease, potentially saving the patient the
cost of hospitalizations, laboratory tests, and high-
priced drugs.

« It can easily be combined with other forms of ther-
apy, including psychotherapy.

. It is noninvasive.

« It carries relatively few risks.

Precautions

Although the risk of infection in acupuncture is
minimal, patients should make sure that the acupunc-
turist uses sterile disposable needles. In the United
States, the Food and Drug Administration (FDA)
mandates the use of sterilized needles made from non-
toxic materials. The needles must be clearly labeled as
having their use restricted to qualified practitioners.

Patients should also inquire about the practi-
tioner’s credentials. Since acupuncture is now taught
in over forty accredited medical schools and osteo-
pathic colleges in the United States, patients who
would prefer to be treated by an MD or an osteopath
can obtain a list of licensed physicians who practice
acupuncture in their area from the American Acad-
emy of Medical Acupuncture. With regard to non-
physician acupuncturists, 31 states have established
training standards that acupuncturists must meet in
order to be licensed in those states. In Great Britain,
practitioners must qualify by passing a course offered
by the British Acupuncture Accreditation Board.

Patients seeking acupuncture treatment should
provide the practitioner with the same information
about their health conditions and other forms of treat-
ment that they would give their primary care doctor.
This information should include other alternative and
complementary therapies, especially herbal remedies.
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Acupuncture should not be used to treat severe
traumatic injuries and other emergency conditions
requiring immediate surgery. In addition, it does not
appear to be useful in smoking cessation programs.

As is true with other forms of medical treatment, a
minority of patients do not respond to acupuncture.
The reasons for nonresponsiveness are not known at
the present stage of research.

Description

In traditional Chinese medicine, acupuncture
treatment begins with a thorough physical examination
in which the practitioner evaluates the patient’s skin
color, vocal tone, and tongue color and coating. The
practitioner then takes the patient’s pulse at six loca-
tions and three depth levels on each wrist. These 36
pulse measurements will tell the practitioner where the
qi in the patient’s body might be blocked or unbal-
anced. After collecting this information, the acupunc-
turist will then identify the patterns of energy
disturbance and the acupuncture points that should
be stimulated to unblock the qi or restore harmony.
Up to 10 or 12 acupuncture needles will be inserted at
strategic points along the relevant meridians. In tradi-
tional Chinese practice, the needles are twirled or
rotated as they are inserted. Many patients feel nothing
at all during this procedure, although others experience
a prickling or mild aching sensation, and still others a
feeling of warmth or heaviness.

The practitioner may combine acupuncture with
moxibustion to increase the effectiveness of the treat-
ment. Moxibustion is a technique in which the acu-
puncturist lights a small piece of wormwood, called a
moxa, above the acupuncture point above the skin.
When the patient begins to feel the warmth from the
burning herb, it is removed. Cupping is another tech-
nique that is a method of stimulation of acupuncture
points by applying suction through a metal, wood, or
glass jar, and in which a partial vacuum has been
created. Producing blood congestion at the site, the
site is thus stimulated. The method is used for lower
back pain, sprains, soft tissue injuries, as well as reliev-
ing fluid from the lungs in chronic bronchitis.

In addition to the traditional Chinese techniques
of acupuncture, the following are also used in the
United States:

« Electroacupuncture. In this form of acupuncture, the
traditional acupuncture points are stimulated by an
electronic device instead of a needle.

. Japanese meridian acupuncture. Japanese acupunc-
ture uses thinner, smaller needles, and focuses on the
meridians rather than on specific points along their
course.

« Korean hand acupuncture. Traditional Korean med-
icine regards the hand as a “map” of the entire body,
such that any part of the body can be treated by
stimulating the corresponding point on the hand.

« Western medical acupuncture. Western physicians
trained in this style of acupuncture insert needles into
so-called trigger points in sore muscles, as well as into
the traditional points used in Chinese medicine.

« Ear acupuncture. This technique regards the ear as
having acupuncture points that correspond to other
parts of the body. Ear acupuncture is often used to
treat substance abuse and chronic pain syndromes.

A standard acupuncture treatment takes between
45 minutes to an hour and costs between $40 and $100,
although initial appointments often cost more. Chronic
conditions usually require 10 treatment sessions, but
acute conditions or minor illnesses may require only
one or two visits. Follow-up visits are often scheduled
for patients with chronic pain. About 70-80% of
health insurers in the United States reimbursed patients
for acupuncture treatments.

Preparation

Apart from a medical history and physical exami-
nation, no specific preparation is required for an acu-
puncture treatment. In addition to using sterile
needles, licensed acupuncturists will wipe the skin
over each acupuncture point with an antiseptic solu-
tion before inserting the needle.

Aftercare

No particular aftercare is required, as the needles
should not draw blood when properly inserted. Many
patients experience a feeling of relaxation or even a
pleasant drowsiness after the treatment. Some patients
report feeling energized.

Risks

Several American and British reports have
concluded that the risks to the patient from an acu-
puncture treatment are minimal. Most complications
from acupuncture fall into one of three categories:
infections, most often from improperly sterilized
needles; bruising or minor soft tissue injury; and inju-
ries to muscle tissue. Serious side effects with sterilized
needles are rare, although cases of pneumothorax
and cardiac tamponade have been reported in the
European literature. One American pediatrician esti-
mates that the risk of serious injury from acupuncture
performed by a licensed practitioner ranges between
1:10,000 and 1:100,000—or about the same degree of
risk as a negative reaction to penicillin.
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Cardiac tamponade—A condition in which blood
leaking into the membrane surrounding the heart
puts pressure on the heart muscle, preventing com-
plete filling of the heart’s chambers and normal
heartbeat.

Electroacupuncture—A variation of acupuncture in
which the practitioner stimulates the traditional acu-
puncture points electronically.

Endorphins—A group of peptide compounds
released by the body in response to stress or trau-
matic injury. Endorphins react with opiate receptors
in the brain to reduce or relieve pain.

Hyperemesis gravidarum—Uncontrollable nausea
and vomiting associated with pregnancy. Acupunc-
ture appears to be an effective treatment for women
with this condition.

Meridians—In traditional Chinese medicine, a net-
work of pathways or channels that convey qi (also
sometimes spelled “ki”), or vital energy, through the

body.

Normal results

Normal results from acupuncture are relief of pain
and/or improvement of the condition being treated.

Abnormal results

Abnormal results from acupuncture include infec-
tion, a severe side effect, or worsening of the condition
being treated.
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Emperor to Magnetic Resonance Imaging (MRI).”
Chapter 5 in The Best Alternative Medicine. New Y ork:
Simon and Schuster, 2002.
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Shambhala, 1993.

Svoboda, Robert, and Arnie Lade. Tao and Dharma:
Chinese Medicine and Ayurveda. Twin Lakes, WI:
Lotus Press, 1995.
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Cerrato, Paul L. “New Studies on Acupuncture and Emesis
(Acupuncture for Relief of Nausea and Vomiting
Caused by Chemotherapy).” Contemporary OB/GYN
46 (April 2001): 749.

Moxibustion—A technique in traditional Chinese
medicine that involves burning a Moxa, or cone of
dried wormwood leaves, close to the skin to relieve
pain. When used with acupuncture, the cone is
placed on top of the needle at an acupuncture
point and burned

Neurotransmitter—A chemical in the brain that
transmits messages between neurons, or nerve cells.

Opioids—Substances that reduce pain and may
induce sleep. Some opioids are endogenous, which
means that they are produced within the human
body. Other opioids are produced by plants or for-
mulated synthetically in the laboratory.

Pneumothorax—A condition in which air or gas is
present in the chest cavity.

Qi—The Chinese term for energy, life force, or vital
force.

Yin and yang—In traditional Chinese medicine and
philosophy, a pair of opposing forces whose harmo-
nious balance in the body is necessary to good health.

Kemper, Kathi J., and others. “On Pins and Needles?
Pediatric Pain: Patients” Experience with Acupunc-
ture.” Pediatrics 105 (April 2000): 620—633.

Kirchgatterer, Andreas. “Cardiac Tamponade Following
Acupuncture.” Chest 117 (May 2000): 1510-1511.

Nwabudike, Lawrence C., and Constantin Ionescu-
Tirgoviste. “Acupuncture in the Treatment of
Diabetic Peripheral Neuropathy.” Diabetes 49 (May
2000): 628.

Silvert, Mark. “Acupuncture Wins BMA Approval (British
Medical Association).” British Medical Journal 321
(July 1, 2000): 637-639.

Vickers, Andrew. “Acupuncture (ABC of Complementary
Medicine).” British Medical Journal 319 (October 9,
1999): 704-708.

ORGANIZATIONS

American Academy of Medical Acupuncture/Medical
Acupuncture Research Organization. 5820 Wilshire
Boulevard, Suite 500, Los Angeles, CA 90036. Tele-
phone: (800) 521-2262 or (323) 937-5514. Fax: (323)
937-0959. <www.medicalacupuncture.org>.

American Association of Oriental Medicine. 433 Front
Street, Catasaqua, PA 18032. Telephone: (610) 266-
1433. Fax: (610) 264-2768. <www.aaom.org>.

National Center for Complementary and Alternative Medicine
(NCCAM) Clearinghouse. P.O. Box 7923, Gaithersburg,
MD 20898. Telephone: (888) 644-6226. TTY: (866)
464-3615. Fax: (866) 464-3616. <www.nccam.nih.gov>.
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National Center for Complementary and Alternative Med-
icine (NCCAM). Fact Sheets. Acupuncture Information
and Resources. <www.nccam.nih.gov/fcp/factsheets/
acupuncture>.

Rebecca J. Frey, Ph.D.

I Acute stress disorder
Definition

Acute stress disorder (ASD) is an anxiety disorder
characterized by a cluster of dissociative and anxiety
symptoms that occur within a month of a traumatic
stressor. It is a relatively new diagnostic category and
was added to the fourth edition of the Diagnostic and
Statistical Manual of Mental Disorders (DSM-1V) in
1994 to distinguish time-limited reactions to trauma
from the farther-reaching and longer-lasting post-
traumatic stress disorder (PTSD). Published by the
American Psychiatric Association, the DSM contains
diagnostic criteria, research findings, and treatment
information for mental disorders. It is the primary refer-
ence for mental health professionals in the United States.

Description

ASD, like PTSD, begins with exposure to an
extremely traumatic, horrifying, or terrifying event.
Unlike PTSD, however, ASD emerges sooner and
abates more quickly; it is also marked by more disso-
ciative symptoms. If left untreated, however, ASD is
likely to progress to PTSD. Because the two share many
symptoms, some researchers and clinicians question the
validity of maintaining separate diagnostic categories.
Others explain them as two phases of an extended
reaction to traumatic stress.

Causes and symptoms
Causes

The immediate cause of ASD is exposure to
trauma—an extreme stressor involving a threat to
life or the prospect of serious injury; witnessing an
event that involves the death or serious injury of
another person; or learning of the violent death or
serious injury of a family member or close friend.
The trauma’s impact is determined by its cause,
scope, and extent. Natural disasters (floods, earth-
quakes, hurricanes, etc.) or accidents (plane crashes,
workplace explosions) are less traumatic than human

acts of intentional cruelty or terrorism. Terrorist-
inflicted trauma appears to produce particularly high
rates of ASD and PTSD in survivors and bystanders.

Although most people define trauma in terms of
events such as war, terrorist attacks, and other events
that result in vast loss of life, the leading cause of
stress-related mental disorders in the United States is
motor vehicle accidents. Most Americans will be
involved in a traffic accident at some point in their
lives, and 25% of the population will be involved in
accidents resulting in serious injuries. The National
Comorbidity Survey of 1995 found that 9% of survi-
vors of serious motor vehicle accidents developed
ASD or PTSD.

Several factors influence a person’s risk of devel-
oping ASD after trauma:

« Age—Older adults are less likely to develop ASD,
possibly because they have had more experience cop-
ing with painful or stressful events.

« Previous exposure—People who were abused or
experienced trauma as children are more likely to
develop ASD (or PTSD) as adults, because these
may produce long-lasting biochemical changes in
the central nervous system.

Biological vulnerability—Twin studies indicate that
certain abnormalities in brain hormone levels and
brain structure are inherited, and that these increase
a person’s susceptibility to ASD following exposure
to trauma.

Support networks—People who have a network of
close friends and relatives are less likely to develop
ASD.

Perception and interpretation—People who feel
inappropriate responsibility for the trauma, regard
the event as punishment for personal wrongdoing, or
have generally negative or pessimistic worldviews are
more likely to develop ASD than those who do not
personalize the trauma or are able to maintain a
balanced view of life.

Symptoms

Acute stress disorder may be diagnosed in patients
who lived through or witnessed a traumatic event to
which they responded with intense fear, horror, or
helplessness, and are currently experiencing three or
more of the following dissociative symptoms:

« psychic numbing

. being dazed or less aware of surroundings
« derealization

« depersonalization

« dissociative amnesia
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Acute stress disorder

Other symptoms that indicate ASD are:

« Reexperiencing the trauma in recurrent dreams,
images, thoughts, illusions, or flashbacks; or intense
distress when exposed to reminders of the trauma.

. A marked tendency to avoid people, places, objects,
conversations, and other stimuli reminiscent of the
trauma (many people who develop ASD after a traf-
fic accident, for example, refuse to drive a car for a
period of time).

« Hyperarousal or anxiety, including sleep problems,
irritability, inability to concentrate, an unusually
intense startle response, hypervigilance, and physical
restlessness (pacing the floor, fidgeting, etc.).

« Significantly impaired social functions and/or the
inability to do necessary tasks, including seeking help.

« Symptoms last for a minimum of two days and a
maximum of four weeks, and occur within four
weeks of the traumatic event.

« The symptoms are not caused by a substance (med-
ication or drug of abuse) or by a general medical
condition; do not meet the criteria of a brief psy-
chotic disorder; and do not represent the worsening
of a mental disorder that the person had before the
traumatic event.

People with ASD may also show symptoms of
depression including difficulty enjoying activities
that they previously found pleasurable; difficulty in
concentrating; and survivor’s guilt at having survived
an accident or escaping serious injury when others did
not. The DSM-IV-TR (revised edition published in
2000) notes that people diagnosed with ASD “often
perceive themselves to have greater responsibility for
the consequences of the trauma than is warranted,”
and may feel that they will not live out their normal
lifespans. Many symptoms of ASD are also found in
patients with PTSD.

Demographics

Acute responses to traumatic stressors are far
more widespread in the general United States popula-
tion than was first thought in 1980, when PTSD was
introduced as a diagnostic category in the DSM-III.
The National Comorbidity Survey, a major epidemio-
logical study conducted between 1990 and 1992,
estimated that the lifetime prevalence among adult
Americans is 7.8 %, with women (10.4%) twice as likely
asmen (5%) to be diagnosed with trauma-related stress
disorders at some point in their lives. These figures
represent only a small proportion of adults who have
experienced at least one traumatic event—60.7% of
men and 51.2% of women respectively. More than

10% of the men and 6% of the women reported expe-
riencing four or more types of trauma in their lives.

The prevalence of ASD by itself in the general
United States population is not known. A few studies
of people exposed to traumatic events found rates of
ASD between 14% and 33%. Some groups are at greater
risk of developing ASD or PTSD, including people living
in depressed urban areas or on Native American reser-
vations (23%) and victims of violent crimes (58%).

Diagnosis

ASD symptoms develop within a month after the
traumatic event; it is still unknown, however, why some
trauma survivors develop symptoms more rapidly than
others. Delayed symptoms are often triggered by a
situation that resembles the original trauma.

ASD is usually diagnosed by matching the
patient’s symptoms to the DSM-IV-TR criteria. The
patient may also meet the criteria for a major depres-
sive episode or major depressive disorder. A person
who has been exposed to a traumatic stressor and
has developed symptoms that do not meet the criteria
for ASD may be diagnosed as having an adjustment
disorder.

There are no diagnostic interviews or question-
naires in widespread use for diagnosing ASD, although
screening instruments specific to the disorder are being
developed. A group of Australian clinicians has devel-
oped a 19-item Acute Stress Disorder Scale, which
appears to be effective in diagnosing ASD but fre-
quently makes false-positive predictions of PTSD.
The authors of the scale recommend that its use should
be followed by a careful clinical evaluation.

Treatments

Therapy for ASD requires the use of several treat-
ment modalities because the disorder affects systems of
belief and meaning, interpersonal relationships, and
occupational functioning as well as physical well-being.

Medications

Medications are usually limited to those necessary
for treating individual symptoms. Clonidine is given
for hyperarousal; propranolol, clonazepam, or alpra-
zolam for anxiety and panic reactions; fluoxetine
for avoidance symptoms; and trazodone or topira-
mate for insomnia and nightmares. Antidepressants
may be prescribed if ASD progresses to PTSD. These
medications may include selective serotonin reuptake
inhibitors (SSRIs), monoamine oxidase inhibitors
(MAOIs), or tricyclic antidepressants.
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Psychotherapy

Cognitive behavioral therapy, exposure therapy,
therapeutic writing (journaling), and supportive ther-
apy have been found effective in treating ASD. One
variant of cognitive behavioral therapy called psycho-
educational therapy appears to be three to four times
as effective as supportive therapy in preventing ASD
from progressing to PTSD. This treatment combines
cognitive restructuring of the traumatic event with
exposure to disturbing images and techniques for
anxiety management. In addition, it can help patients
identify and reinforce positive aspects of their experi-
ence. For example, some people find new strengths or
talents within themselves in times of crisis, or discover
new spiritual resources.

Group and family therapies also appear to help
patients with ASD reinforce effective strategies for cop-
ing with the trauma, and may reduce the risk of social
isolation as a reaction to the trauma. They give patients
opportunities to describe what happened and how they
responded; they also let patients receive warmth and
caring from their listeners, and help put memories of
the event into a coherent narrative, allowing them to
integrate the trauma into their overall lives.

Critical incident stress management (CISM) is a
comprehensive crisis-intervention system in which a
team of specially trained practitioners comes to the
site of a traumatic event and provides several different
forms of assistance, including one-on-one crisis sup-
port; crisis management briefing, which is a 45-75-
minute intervention for groups of people affected by
the traumatic event; and critical incident stress debrief-
ing, which is a structured group discussion of the event.
CISM appears to be particularly helpful in preventing
burnout and ASD in emergency service personnel,
rescue personnel, police, and other caregivers who are
involved in treating survivors of a traumatic event.

Alternative and complementary treatments

Many mainstream practitioners recommend
holistic or naturopathic approaches to recovery from
ASD, including good nutrition with appropriate diet-
ary supplements and regular exercise. Yoga and some
forms of body work or massage therapy are helpful in
treating the muscular soreness and stiffness that is
often a side effect of the anxiety and insomnia related
to ASD. Hydrotherapy is often helpful for post-
traumatic muscular aches and cramps. A skilled natur-
opath may also recommend peppermint or other
herbal preparations to calm the patient’s digestive
tract. In addition, prayer, meditation, or counseling
with a spiritual advisor have been found to be helpful

in treating patients with ASD whose belief systems
have been affected by the traumatic event.

Diagnosis and treatment of ASD in children

Very little is known about the prevalence of
ASD or PTSD in children, and even less is known
how effectively medications and psychotherapy treat
these disorders in this age group. There are as yet no
standardized screens or diagnostic interviews in wide-
spread use for assessing either ASD or PTSD in chil-
dren, although a Child Post-traumatic Stress Reaction
Index was published in 1992. One preliminary study
recommends the cautious use of low doses of imipr-
amine for treating children with ASD, but notes that
research in this area has barely begun.

Prognosis

Untreated ASD is highly likely to progress to
PTSD in children as well as in adults. One team of
Australian researchers found that 80% of persons
diagnosed with ASD met criteria for PTSD six months
later; 75% met criteria for PTSD two years after the
traumatic event.

Clinicians in Norway have compiled a list of four
“early response” variables that appear to be effective
predictors of ASD’s progressing to PTSD:

« the degree of the patient’s sleep disturbance
« a strong startle reaction
« the degree of the patient’s social withdrawal

. fear or phobia related to the site of the traumatic
event

In addition to developing PTSD, people diag-
nosed with ASD are at increased risk of developing a
major depressive disorder, particularly if their emo-
tional responses to the trauma were marked by intense
despair and hopelessness. Other sequelae may include
neglect of personal needs for health or safety; and
impulsive or needlessly risky behavior.

Prevention

Some forms of trauma, such as natural disasters
and accidents, can never be completely eliminated
from human life. Traumas caused by human intention
would require major social changes to reduce their
frequency and severity, but given the increasing prev-
alence of trauma-related stress disorders around the
world, these long-term changes are worth the effort. In
the short run, educating people—particularly those in
the helping professions—about the signs of critical
incident stress may prevent some cases of exposure to
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Acute stress disorder

KEY TERMS

Adjustment disorder—A disorder defined by the
development of significant emotional or behavioral
symptoms in response to a stressful event or series of
events. Symptoms may include depressed mood,
anxiety, and impairment of social and occupational
functioning.

Depersonalization—A dissociative symptom in
which the patient feels that his or her body is unreal,
changing, or dissolving.

Derealization—A dissociative symptom in which
the external environment is perceived as unreal or
dreamlike.

Dissociation—A reaction to trauma in which the
mind splits off certain aspects of the traumatic
event from conscious awareness. Dissociation can
affect the patient’'s memory, sense of reality, and
sense of identity.

Dissociative amnesia—A dissociative disorder char-
acterized by loss of memory for a period or periods of
time in the patient’s life. May occur as a result of a
traumatic event.

Exposure therapy—A form of cognitive-behavioral
therapy in which patients suffering from phobias are
exposed to their feared objects or situations while
accompanied by the therapist. The length of expo-
sure is gradually increased until the association
between the feared situation and the patient’s expe-
rienced panic symptoms is no longer present.

Flashback—The re-emergence of a traumatic mem-
ory as a vivid recollection of sounds, images, and
sensations associated with the trauma. The person
having the flashback typically feels as if he or she is
reliving the event.

Hyperarousal—A symptom of traumatic stress char-
acterized by abnormally intense reactions to stimuli.

trauma from developing into ASD and progressing to
full-blown PTSD.

Resources

BOOKS

“Acute Stress Disorder.” Section 15, Chapter 187. In The
Merck Manual of Diagnosis and Therapy, edited by
Mark H. Beers, MD, and Robert Berkow, MD.
Whitehouse Station, NJ: Merck Research Laborato-
ries, 2001.

American Psychiatric Association. Diagnostic and Statistical
Manual of Mental Disorders. 4th edition, text revised.

A heightened startle response is one sign of
hyperarousal.

Hypervigilance—A state of abnormally intense
wariness or watchfulness that is found in survivors
of trauma or long-term abuse. Hypervigilance is
sometimes described as “being on red alert all the
time.”

Personalization—The tendency to refer large-scale
events or general patterns of events to the self in
inappropriate ways. For example, a person who
regards the loss of a friend or relative in an accident
as punishment for having quarreled with them before
the accident is said to be personalizing the event.
Personalization increases a person’s risk of develop-
ing ASD or PTSD after a traumatic event.

Psychic numbing—An inability to respond emo-
tionally with normal intensity to people or situa-
tions; this affects positive emotions as well as fear
or anger.

Sequela (plural, sequelae)—An abnormal condition
resulting from a previous disease or disorder. An
episode of depression is a common sequela of
acute stress disorder.

Supportive—An approach to psychotherapy that
seeks to encourage the patient or offer emotional
support to him or her, as distinct from insight-
oriented or educational approaches to treatment.

Survivor’s guilt—A psychological reaction in trauma
survivors that takes the form of guilt feelings for hav-
ing survived or escaped a trauma without serious
injury when others did not.

Therapeutic writing—A treatment technique in
which patients are asked to set down in writing an
account of the traumatic event and their emotional
responses to it.
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Adapin see Doxepin

I Addiction
Definition

Most definitions refer to addiction as the compul-
sive need to use a habit-forming substance, or an
irresistible urge to engage in a behavior. Two other
important defining features of addiction are tolerance,
the increasing need for more of the substance to obtain
the same effect, and withdrawal, the unpleasant symp-
toms that arise when an addict is prevented from using
the chosen substance or engaging in the behavior.
Relapse and mood modification are also features.

Description

The term addiction has come to refer to a wide
and complex range of behaviors. While addiction most
commonly refers to compulsive use of substances,
including alcohol, prescription and illegal drugs, ciga-
rettes, and food, it is also associated with compulsive
behaviors involving activities such as work, exercise,
shopping, sex, using the Internet, and gambling.

Causes and symptoms
Causes

The most prevalent model of addiction today is
the so-called disease model. This model, first intro-
duced in the late 1940s by E. M. Jellinek, was adopted
in 1956 by the American Medical Association. Since
that time, the disease model of alcoholism and drug
addiction has been well accepted throughout the
world. Some experts argue that addiction is better
understood as learned behavior and is modifiable
through “unlearning” the negative behaviors and
then learning new, positive behaviors.

Disease model adherents believe that the compul-
sion to use is genetically and physiologically based
and that, while the disease can be arrested, it is pro-
gressive and chronic, and fatal if unchecked. Twin
studies have shown that there is a strong heritable
component to addiction, although, as with most dis-
eases, environmental factors can also play a role.

Symptoms

The initial positive consequences of substance use
or a potentially addictive behavior are what initially
“hook” a person, who may then become addicted.
People with substance use disorders or behavioral
addiction describe feelings of euphoria or release of
tension when using the substance or engaging in the
activity of choice. Many experts believe that these
substances and activities affect neurotransmitters in
the brain. The primary pathway involved in the
development and persistence of these disorders of
addiction is the brain reward pathway, or mesolimbic
pathway, which operates via a neurotransmitter called
dopamine. The dopamine pathways may interact with
other neurotransmitters, including opioid pathways.
These neuronal pathways have been identified as
underlying both substance use disorders and behavio-
ral addictions.

As a person with an addiction continues to use a
substance or engage in a behavior, his or her body
adjusts to the substance and tolerance develops.
Increasing amounts of the substance are needed to
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produce the same effect. In some case, levels of sub-
stances that a person with a substance use disorder
routinely ingests might be lethal to someone who has
not built up a tolerance.

Over time, physical symptoms of dependence
strengthen. Failure to use a substance or engage in a
behavior can lead to withdrawal symptoms, which can
vary depending on the substance or behavior involved.
For some drugs, these symptoms can include flu-like
aches and pains, digestive upset, and, in severe cases,
seizures, and hallucinatory sensations, such as the
feeling of bugs crawling on the skin. Organ damage,
including the brain and liver, can lead to serious and
even fatal illness as well as mental symptoms such as
dementia. Severe disruption of social and family rela-
tionships, and of the ability to maintain a steady job,
are also symptoms of the addictive process.

Demographics

According to a 2006 national survey of adoles-
cents, 14.9% of the high-school students surveyed
reported having used an illicit drug in the previous
month. A 2003 report showed that adolescents and
young adults were most likely to have engaged in illicit
drug use in the previous month, with the peak occur-
ring 18- to 20-year-old age range; however, drug use
among adolescents declined by 17% from 2001 to
2004. In spite of the decline, 19.5 million Americans,
about 8.2% of the population, were current users of an
illicit drug in 2003. Drugs used included marijuana/
hashish, cocaine (including crack), heroin, hallucino-
gens, inhalants, or prescription-type psychotherapeu-
tics used nonmedically, and the opiates Vicodin and
OxyContin have emerged as drugs of concern for their
use among high-school students. The most commonly
used illicit drug in the United States is marijuana.

Addiction is more common among men than
women, and the ratio of men to women using drugs
other than alcohol is even higher. Substance abuse is
higher among the unemployed and the less educated.
Most illicit drug users are white.

Diagnosis

Substance abuse and dependence are among the
psychological disorders categorized as major clinical
syndromes (known as “Axis 17) in the American
Psychiatric Association’s Diagnostic and Statistical
Manual of Mental Disorders (DSM-IV-TR). Alcohol,
classified as a depressant, is the most frequently
abused psychoactive substance. Alcohol abuse and
dependence affect more than 20 million Americans—
about 13% of the adult population. An alcoholic has

been defined as a person whose drinking impairs his or
her life adjustment, affecting health, personal relation-
ships, and/or work.

When blood alcohol level reaches 0.08%, a person
is considered legally intoxicated in most states. Judg-
ment and other rational processes are impaired, as are
motor coordination, speech, and vision. Alcohol
abuse, according to the DSM-IV-TR, progresses
through a series of stages from social drinking to
chronic alcoholism. Danger signs that indicate the
probable onset of a drinking problem include frequent
desire to drink, increasing alcohol consumption, mem-
ory lapses (blackouts), and morning drinking. Other
symptoms include attempts to hide alcohol from fam-
ily and colleagues, and attempts to drink in secret.
Among the most acute reactions to alcohol are four
conditions referred to as alcoholic psychoses: alcohol
idiosyncratic intoxication (an acute reaction in per-
sons with an abnormally low tolerance for alcohol);
alcohol withdrawal delirium (delirium tremens); hal-
lucinations; and Korsakoff’s psychosis, an irreversible
brain disorder involving severe memory loss.

Other substance abuse disorders are diagnosed by
looking for patterns of compulsive use, frequency of
use, increasing tolerance, and withdrawal symptoms
when the substance is unavailable or the individual
tries to stop using.

Treatments
Pharmacologic

Addictions are notoriously difficult to treat. Phys-
ical addictions alter a person’s brain chemistry in ways
that make it difficult to be exposed to the addictive
substance again without relapsing. Some medications,
such as Antabuse (disulfiram), have shown limited
effectiveness in treating alcohol addiction. Substitute
medications, such as methadone, a drug that blocks
the euphoric effect of opiates, have also shown mixed
results. When an addicted individual is using a sub-
stance to self-medicate for depression, anxiety, and
other psychological symptoms, prescription medica-
tions can be an effective treatment.

Psychological and psychosocial

Itis a commonly held belief by many professionals
that people with addictive disorders cannot be treated
effectively by conventional outpatient psychotherapy.
Substance abusers are often presumed to have severe
personality problems and to be very resistant to treat-
ment, to lack the motivation to change, or to be just
too much trouble in an outpatient office setting.
Unfortunately, these beliefs may create a self-fulfilling
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prophecy. Many of the negative behaviors and person-
ality problems associated with chronic substance use
disappear when use of the substance stops. While some
substance abusers do, in fact, have other mental dis-
orders, they represent only a minority of the addicted
population.

Most treatment for addictive behaviors is provided
not by practicing clinicians (psychiatrists, psychologists,
and social workers), but rather by specialized addiction
treatment programs and clinics. These programs rely
upon confrontational tactics and re-education as their
primary approaches, often employing former or recov-
ering addicts to treat newly admitted addicts.

Some addicts are helped by the combination of
individual, group, and family treatment. In family
treatment (or family therapy), “enabling behaviors”
can be addressed and changed. Enabling behaviors
are the actions of family members who assist the
addict in maintaining active addiction, including pro-
viding money, food, and shelter. Residential settings
may be effective in initially assisting the addicted
individual to stay away from the many “cues,” includ-
ing people, places, and things, that formed the setting
for their substance use.

During the past several decades, alternatives to the
complete abstinence model (the generally accepted
model in the United States) have arisen. Controlled
use programs allow addicted individuals to reduce
their use without committing to complete abstinence.
This alternative is highly controversial. The generally
accepted position is that only by complete abstinence
can an addicted individual recover. The effectiveness of
addiction treatment based on behavioral and other psy-
chotherapeutic methods, however, is well documented.
Among these are motivation-enhancing strategies,
relapse-prevention strategies using cognitive-behavioral
approaches, solution-oriented and other brief therapy
techniques, and harm-reduction approaches.

Self-help groups such as Alcoholics Anonymous
and Narcotics Anonymous have also developed wide-
spread popularity. The approach of one addict helping
another to stay “clean,” without professional inter-
vention, has had tremendous acceptance in the United
States and other countries.

Prognosis

Relapse and recidivism are, unfortunately, very
common. Interestingly, a classic study shows that peo-
ple addicted to different substances show very similar
patterns of relapse. Whatever the addictive substan-
ces, data show that about two-thirds of all relapses
occur within the first 90 days following treatment.

Many consider recovery to be an ongoing, lifelong
process. Because the use of addictive substances alters
brain chemistry, cravings can persist for many years.
For this reason, the prevailing belief is that recovery is
only possible by commitment to complete abstinence
from all substance use.

Prevention

Prevention approaches are most effectively tar-
geted at young teenagers between the ages of 11 and
13. It is during these years that most young people are
likely to experiment with drugs and alcohol. Hence,
reducing experimentation during this critical period
holds promise for reducing the number of adults with
addictive disease. Effective prevention programs focus
on addressing the concerns of young people with
regard to the effects of drugs. Training older adoles-
cents to help younger adolescents resist peer pressure
has shown considerable effectiveness in preventing
experimentation.

See also Alcohol and related disorders; Amphet-
amines and related disorders; Antianxiety drugs and
abuse-related disorders; Barbiturates; Caffeine and
related disorders; Cannabis and related disorders;
Denial; Disease concept of chemical dependency;
Dual diagnosis; Hypnotics and related disorders;
Internet addiction disorder; Nicotine and related dis-
orders; Opioids and related disorders; Relapse and
relapse prevention; Sedatives and related drugs; Self-
help groups; Substance abuse and related disorders;
Support groups; Wernicke-Korsakoff syndrome.
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I Adjustment disorders
Definition

Adjustment disorders are a group of disorders in
which a person’s psychological response to a stressor
elicits symptoms that warrant clinical attention. This
uniting feature of the adjustment disorders can mani-
fest as emotional distress that exceeds what is an
expected norm or by notable impairment of the per-
son’s functioning in the world, socially, academically,
and/or occupationally.

Description

Often, a person experiences a stressful event as
one that changes his or her world in some fundamental
way. An adjustment disorder represents significant
difficulty in adjusting to the new reality. Subsets of
this disorder make up the most frequent psychiatric
diagnoses among mentally ill populations, with fea-
tures that include depression and anxiety. Many clini-
cians believe that it is difficult to discern a difference
between a reaction to stress that falls within a popu-
lation norm and when the line has been crossed into
symptoms warranting a diagnosis of adjustment dis-
order. This difficulty, according to some experts, lics
in the presentation of disorders in the Diagnostic and

Statistical Manual of Mental Disorders-1V, Text Revi-
sion (also known as the DSM-IV-TR) as a dichotomy
between what happens in the mind and what occurs
physically in the body. Research results increasingly
support that the dichotomy may not be tenable.

The DSM-IV-TR lists six subtypes of adjustment
disorder, generally based on what feature best charac-
terizes the person’s symptoms. These six subtypes are
adjustment disorder with depressed mood, with anxi-
ety, with mixed anxiety and depressed mood, with
disturbance of conduct, with disturbance of emotions
and conduct, or adjustment disorder unspecified. This
last subtype is applied when one of the other five
simply does not fit the manifestations.

The criteria for these disorders also include time
parameters. One of the criteria for diagnosing an
adjustment disorder is that it is an acute response,
lasting six or fewer months. However, in some special
cases, the response can be chronic, lasting longer
than six months, usually when the stressor has lasting
consequences.

The stressful events that precipitate an adjustment
disorder vary widely. They may include the loss of a
job; the end of a romantic relationship; a life transition
such as a career change or retirement; or a serious
accident or sickness. Some are acute “one-time” stres-
sors, such as relocating to a new area, while others
are chronic, such as caring for a child with mental
retardation.

In spite of the disagreement among professionals
about the validity of the diagnosis of adjustment dis-
order, many researchers consider the category useful
for two reasons: (1) an adjustment disorder may be
an early sign of a major mental disorder and allow for
early treatment and intervention; and (2) adjustment
disorders are “situational” or “reactive” and do not
imply that the patient has an underlying brain disease.

Causes and symptoms

Causes

In the initial edition of the DSM-IV, the identifi-
able stressor was described as being “psychosocial,” a
category that excludes physical illnesses and natural
disasters. In the DSM-IV-TR, the word “psychoso-
cial” was deleted to make the point that any stressful
event can lead to an adjustment disorder. It is impor-
tant to recognize, however, that while adjustment
disorders are triggered by external stressors, the symp-
toms result from the person’s interpretation of and
adaptation to the stressful event or circumstances.
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Beliefs, perceptions, fears, and expectations influence
the development of an adjustment disorder.

People with chronic physical illnesses appear to
have an increased risk of developing adjustment dis-
orders, particularly one with depressed mood. This
connection has been demonstrated among cancer
patients. The relationship between chronic pain (as is
commonly experienced by cancer patients) and
depressive symptoms is still being studied.

Symptoms

Unlike many other disorders categorized in the
DMS-IV-TR, adjustment disorders do not have an
accompanying clearly delineated symptom profile,
which has led to its being perceived as a “transitional”
diagnosis, awaiting the manifestation of symptoms
more clearly related to some other, better-defined
disorder. This ambiguity arises from the difficulty in
establishing what defines a reaction within the norms
of a population. The DSM-IV-TR states that the
symptoms of an adjustment disorder must appear
within three months of a stressor; and that they must
meet at least one of the following criteria: (1) the
distress is greater than what would be expected in
response to that particular stressor; or (2) the patient
experiences significant impairment in social relation-
ships or in occupational or academic settings. More-
over, the symptoms cannot represent bereavement, as
normally experienced after the death of a loved one
and cannot be an exacerbation of another, preexisting
disorder and does not meet the criteria for another
disorder.

Each of the six subtypes of adjustment disorder is
characterized by its own predominant symptoms:

« With depressed mood: The chief manifestations are
feelings of sadness and depression, with a sense of
accompanying hopelessness. The patient may be
tearful and have uncontrollable bouts of crying.

. With anxiety: The patient is troubled by feelings of
apprehension, nervousness, and worry. He or she
may also feel jittery and unable to control his or her
thoughts of doom. Children with this subtype may
express fears of separation from parents or other
significant people, and refuse to go to sleep alone or
attend school.

With mixed anxiety and depressed mood: The

patient has a combination of symptoms from the

previous two subtypes.

With disturbance of conduct: This subtype involves
such noticeable behavioral changes as shoplifting,
truancy, reckless driving, aggressive outbursts, or
sexual promiscuity. The patient disregards the rights

of others or previously followed rules of conduct
with little concern, guilt or remorse.

« With mixed disturbance of emotions and conduct:
The patient exhibits sudden changes in behavior
combined with feelings of depression or anxiety. He
or she may feel or express guilt about the behavior,
but then repeat it shortly thereafter.

« Unspecified: This subtype covers patients who are
adjusting poorly to stress but who do not fit into the
other categories. These patients may complain of
physical illness and pull away from social contact.

Adjustment disorders may lead to suicide or sui-
cidal thinking. They may also complicate the treat-
ment of other diseases when, for instance, a sufferer
loses interest in taking medication as prescribed or
adhering to diets or exercise regimens.

An adjustment disorder can occur at any stage of
life.

Demographics

Even though this disorder is so commonly diag-
nosed, there have been few large-scale epidemiological
studies targeting adjustment disorders. Adjustment
disorder appears to be fairly common in the American
population; recent figures estimate that 5-20% of
adults seeking outpatient psychological treatment
have one of the subtypes of this disorder. As many as
70% of children in psychiatric inpatient settings may
be diagnosed with an adjustment disorder. In a ques-
tionnaire sent to child psychiatrists in the early 1990s,
55% admitted to giving children the diagnosis of an
adjustment disorder to avoid the stigma associated
with other disorders.

Women are diagnosed with adjustment disorder
twice as often as men, and diagnosis is also more
frequent in females among adolescents.

There are no current studies of differences in the
frequency of adjustment disorder in different racial
or ethnic groups. There is, however, some potential
for bias in diagnosis, particularly when the diagnostic
criteria concern abnormal responses to stressors. The
DSM-IV-TR specifies that clinicians must take a
patient’s cultural background into account when eval-
uating his or her responses to stressors.

Diagnosis

Adjustment disorders are almost always diag-
nosed as the result of an interview with a psychiatrist.
The psychiatrist will take a history, including identi-
fication of the stressor that has triggered the adjust-
ment disorder, and evaluate the patient’s responses to
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the stressor. The patient’s primary physician may give
him or her a thorough physical examination to rule
out a previously undiagnosed medical illness.

The American Psychiatric Association considers
adjustment disorder to be a residual category, meaning
that the diagnosis is given only when an individual does
not meet the criteria for a major mental disorder. For
example, if a person fits the more stringent criteria for
major depressive disorder, the diagnosis of adjustment
disorder is not given. If the patient is diagnosed with an
adjustment disorder but continues to have symptoms
for more than six months after the stressor and its
consequences have ceased, the diagnosis is changed to
another mental disorder. The one exception to this time
limit is situations in which the stressor itself is chronic
or has enduring consequences. In that case, the adjust-
ment disorder would be considered chronic and the
diagnosis could stand beyond six months.

The lack of a diagnostic checklist distinguishes
adjustment disorders from either post-traumatic stress
disorder or acute stress disorder. All three require the
presence of a stressor, but the latter two define the
extreme stressor and specific patterns of symptoms.
With adjustment disorder, the stressor may be any
event that is significant to the patient, and the disorder
may take very different forms in different patients.

Adjustment disorders must also be distinguished
from personality disorders, which are caused by
enduring personality traits that are inflexible and
cause impairment. A personality disorder that has
not yet surfaced may be made worse by a stressor
and may mimic an adjustment disorder. A clinician
must separate relatively stable traits in a patient’s
personality from passing disturbances. In some cases,
however, the patient may be given both diagnoses.
Again, it is important for psychiatrists to be sensitive
to the role of cultural factors in the presentation of the
patient’s symptoms.

If the stressor is a physical illness, diagnosis is
further complicated. It is important to recognize the
difference between an adjustment disorder and the
direct physiological effects of a general medical con-
dition (e.g. the usual temporary functional impair-
ment associated with chemotherapy). This distinction
can be clarified through communication with the
patient’s physician or by education about the medical
condition and its treatment. For some individuals,
however, both may occur and reinforce each other.

Treatments

There have been few research studies of significant
scope to compare the efficacy of different treatments

for adjustment disorder. The relative lack of outcome
studies is partially due to the lack of specificity in the
diagnosis itself. Because there is such variability in the
types of stressors involved in adjustment disorders, it
has proven difficult to design effective studies. As a
result, there is no consensus regarding the most effec-
tive treatments for adjustment disorder.

Psychological and social interventions

There are, however, guidelines for effective treat-
ment of people with adjustment disorders. Effective
treatments include stress-reduction approaches; thera-
pies that teach coping strategies for stressors that can-
not be reduced or removed; and those that help
patients build support networks of friends, family,
and people in similar circumstances. Psychodynamic
psychotherapy may be helpful in clarifying and inter-
preting the meaning of the stressor for a particular
patient. For example, if the person has cancer, he or
she may become more dependent on others, which
may be threatening for people who place a high value
on self-sufficiency. By exploring those feelings, the
patient can then begin to recognize all that is not lost
and regain a sense of self-worth.

Therapies that encourage the patient to express
the fear, anxiety, rage, helplessness, and hopelessness
of dealing with the stressful situation may be helpful.
These approaches include journaling, certain types of
art therapy, and movement or dance therapy. Support
groups and group therapy allow patients to gain per-
spective on the adversity and establish relationships
with others who share their problem. Psychoeducation
and medical crisis counseling can assist individuals
and families facing stress caused by a medical illness.

Such types of brief therapy as family therapy,
cognitive-behavioral therapy, solution-focused ther-
apy, and interpersonal therapy have all met with some
success in treating adjustment disorder.

Medications

Clinicians do not agree on the role of medications
in treating adjustment disorder. Some argue that med-
ication is not necessary for adjustment disorders
because of their brief duration. In addition, they main-
tain that medications may be counterproductive by
undercutting the patient’s sense of responsibility
and his or her motivation to find effective solutions.
At the other end of the spectrum, other clinicians
maintain that medication by itself is the best form of
treatment, particularly for patients with medical con-
ditions, those who are terminally ill, and those resist-
ant to psychotherapy. Others advocate a middle
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ground of treatment that combines medication and
psychotherapy.

Alternative therapies

Spiritual and religious counseling can be helpful,
particularly for people coping with existential issues
related to physical illness.

Some herbal remedies appear to be helpful to
some patients with adjustment disorders. For adjust-
ment disorder with anxiety, a randomized controlled
trial found that the 91 patients receiving Euphytose
(an herbal preparation containing a combination of
plant extracts including Crataegus, Ballota, Passiflora,
Valeriana, Cola, and Paullinia) showed significant
improvement over the 91 patients taking a placebo.
There have been no reported follow-up studies con-
firming these findings.

Prognosis

Most adults who are diagnosed with adjustment
disorder have a favorable prognosis. For most people,
an adjustment disorder is temporary and will either
resolve by itself or respond to treatment. For some,
however, the stressor will remain chronic and the symp-
toms may worsen. Still other patients may develop a
major depressive disorder even in the absence of an
additional stressor.

Studies have been conducted to follow up on
patients five years after their initial diagnosis. At that
time, 71% of adults were completely well with no
residual symptoms, while 21% had developed a
major depressive disorder or alcoholism. For children
aged 8-13, adjustment disorder did not predict
future psychiatric disturbances. For adolescents, the
prognosis is grimmer. After five years, 43% had devel-
oped a major psychiatric disorder, often of far greater
severity. These disorders included schizophrenia,
schizoaffective disorder, major depression, substance
use disorders, or personality disorders. In contrast
with adults, the adolescents’ behavioral symptoms
and the type of adjustment disorder predicted future
mental disorders.

Researchers have noted that once an adjustment
disorder is diagnosed, psychotherapy, medication, or
both can prevent the development of a more serious
mental disorder. Effective treatment is critical, as
adjustment disorder is associated with an increased
risk of suicide attempts, completed suicide, substance
abuse, and various unexplained physical complaints.
Patients with chronic stressors may require ongoing
treatment for continued symptom management. While

KEY TERMS

Cognitive-behavioral therapy—An approach to
psychotherapy that emphasizes the correction of
distorted thinking patterns and changing one’s
behaviors accordingly.

Group therapy—Group interaction designed to
provide support, correction through feedback, con-
structive criticism, and a forum for consultation and
reference.

Interpersonal therapy—An approach that includes
psychoeducation about the sick role, and emphasis
on the present and improving interpersonal dynam-
ics and relationships. Interpersonal therapy is effec-
tive in treating adjustment disorders related to
physical illness.

Psychosocial—A term that refers to the emotional
and social aspects of psychological disorders.

Solution-focused therapy—A type of therapy that
involves concrete goals and an emphasis on future
direction rather than past experiences.

Stressor—A stimulus or event that provokes a stress
response in an organism. Stressors can be catego-
rized as acute or chronic, and as external or internal
to the organism.

Support group—A group whose primary purpose is
the provision of empathy and emotional support for
its members. Support groups are less formal and
less goal-directed than group therapy.

patients may not become symptom-free, treatment can
halt the progression toward a more serious mental dis-
order by enhancing the patient’s ability to cope.

Prevention

In many cases, there is little possibility of prevent-
ing the stressors that trigger adjustment disorders.
One preventive strategy that is helpful to many
patients, however, is learning to be proactive in man-
aging ordinary life stress, and maximizing their prob-
lem-solving abilities when they are not in crisis. In
addition, the general availability of counseling follow-
ing a large-scale stressful event may ameliorate some
stress responses.

See also Anxiety-reduction techniques; Bodywork
therapies; Cognitive retraining techniques; General-
ized anxiety disorder; Cognitive problem-solving skills
training.
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I Adrenaline
Definition

Adrenaline (also known as epinephrine) is a hor-
mone and neurotransmitter the sympathetic nervous
system releases as part of the body’s “fight-or-flight”
response. Adrenaline increases blood and oxygen flow
to the muscles, releases stored energy from the liver
and fat cells, and prepares the body for quick action.

Synthesis

Epinephrine is an amine hormone. It is produced
and released by a region in the central part of the
adrenal gland called the adrenal medulla. In a multi-
step process, enzymes convert the amino acid tyrosine
into the chemical L-dopa, which is converted to
dopamine and then converted to norepinephrine. Epi-
nephrine is synthesized from norepinephrine (noradre-
naline) and released into the bloodstream.

Together, epinephrine and norepinephrine are
known as the catecholamines. Epinephrine makes up
about 80% of the catecholamines that are released as
part of the body’s stress response.

Mechanisms of action

When the body is confronted with a dangerous or
stressful situation (such as a test for which someone
has not studied or an encounter with a dangerous-
looking individual), the fight-or-flight response is ini-
tiated. In order to act quickly, the body diverts energy
away from areas where it is not needed to those where
it is most required, such as the heart and muscles.

When the body senses a threat, the hypothalamus
in the brain releases nerve signals to the adrenal
medulla to release epinephrine and norepinephrine.

When released, the epinephrine circulates around
the body through the bloodstream until it reaches
its target organs—the heart, blood vessels, liver, and
fat cells. The hormone binds to two different types
of receptors: alpha-adrenergic and beta-adrenergic
receptors. Each of these receptors triggers a different
action within cells. Alpha receptors initiate smooth
muscle contraction and blood vessel constriction,
whereas beta receptors stimulate the heart muscle.

The release of epinephrine causes the following
reactions in the body:

« The heart beats faster, pumping additional blood
throughout the body, and especially to the muscles,
in preparation for action.

« Blood vessels constrict, raising the blood pressure.
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« Small tubes in the lungs called bronchioles dilate to
send more oxygen throughout the body.

« Glycogen (the stored form of glucose) is broken
down into glucose in the liver and released.

. Fat stores are released from adipose tissue to be used
for energy.

« Blood flow slows to the digestive tract, skin, and
kidneys, where it is not needed as much.

History

The first people to identify the effects of epinephr-
ine were British physician George Oliver (1841-1915)
and endocrinologist Edward Albert Sharpey-Schafer
(1850-1935). In 1894, they discovered that injecting
an extract from the adrenal gland into the blood-
stream of an animal raised its blood pressure. Then
in 1901, Japanese chemist Jokichi Takamine (1854—
1922) isolated and purified epinephrine from the
adrenal medulla and patented it. British pharmacolo-
gist Henry Dale (1875-1968) began using the name
adrenaline for the hormone.

Medication and adrenaline

Epinephrine can be isolated from the adrenal glands
of animals and used for medical purposes. It can be
injected into the heart to restart the heartbeats of people
who are experiencing cardiac arrest. It can open the
bronchioles of the Iungs in people with asthma, or in
those who have had severe allergic responses to food,
medications, or other substances. Drugs called beta-
blockers are often given to patients to reduce anxiety.
These drugs block beta-adrenergic receptors, slowing
the heart rate and lowering blood pressure.

Adrenaline addiction

Some people may experience a drug-like high
from participating in behaviors that trigger the body’s
fight-or-flight response. These people are sometimes
referred to as “adrenaline junkies” or “adrenaline
addicts”. For example, people who seck thrills, such
as skydivers, mountain climbers, and extreme skiers,
experience a rush of adrenaline from the knowledge
that their actions could result in severe injury or even
death. Compulsive gamblers often cite the reason for
their addiction as less the desire to win than the phys-
ical rush they get from playing. Some people who steal
feel that same type of adrenaline rush from the idea
that they might be apprehended. The heightened sense
of awareness, increased heartbeat, and rapid breathing
that occur when the adrenal medulla releases adrena-
line is similar to the high people experience when taking
drugs, and it can be similarly addictive.

KEY TERMS

auljeudpy

Adrenaline (epinephrine)—A hormone and neuro-
transmitter released by the adrenal gland as part of
the body’s fight-or-flight response.

Adrenaline addiction—A drug-like response some
people experience from participating in activities
(such as skydiving or gambling) that trigger adrena-
line release.

Beta-blockers—Drugs that block beta-adrenergic
receptors to reduce the actions of epinephrine,
thereby lowering the heart rate and blood pressure.

Bronchioles—Tiny tubes in the lungs.

Catecholamines—A class of hormones that
includes epinephrine and norepinephrine, which
are involved in the fight-or-flight response.

Enzymes—Proteins that trigger chemical reactions
in the body.

Glycogen—The form of the sugar, glucose, that is
stored in the liver and muscles.

Norepinephrine (noradrenaline)—A hormone pro-
duced by the adrenal gland, along with epinephr-
ine, as part of the fight-or-flight response.

Tyrosine—The amino acid from which epinephr-
ine is synthesized.
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I Advance directives
Definition

An advance directive is a written document in
which people clearly specify how medical decisions
affecting them are to be made if they are unable to
make them or authorize a specific person to make such
decisions for them. These documents are sometimes
called “living wills.” Psychiatric advance directives
serve the same purpose as general medical advance
directives, but are written by mental health consumers
as a set of directions for others to follow prior to the
onset of a period in which their decision making is
impaired or an incapacitating crisis arises.

Description

According to the National Mental Health Associ-
ation (NMHA), it has become increasingly accepted
over the past 30 years that consumers of mental health
services know which treatments work best for them,
and their opinions have become increasingly valued
by those providing services. However, when mental
health consumers become unable to make decisions
or to give informed consent for treatments offered,
others (including family, friends, judges, or care pro-
viders) make the decisions for them in crisis. In these
kinds of crisis situations, advance directives may be
beneficial for people receiving care, because the
advance directive is a legal document that may protect
them from unwanted treatment or involuntary hospi-
talization. Many states have passed laws related to
advance directives and psychiatric advance directives.
In some cases, the laws detail the content of these
psychiatric advance directives, which may include
instructions about antipsychotic medication, electro-
convulsive therapy, or hospital admission, and the
naming of people who can act as surrogate decision
makers if necessary.

Psychiatric advance directives usually fall into
two categories: instruction directives and agent-driven
directives.

Instruction directives

An instruction directive is a written document
that specifies which treatments individuals do and do
not want, in the case that they become unable to make
decisions about their care. These documents may indi-
cate the affected individual’s preferences about many
aspects of treatment, including:

« people who should be contacted at a time of psychi-
atric crisis

. activities that reduce (and heighten) anxiety for the
individual

. effective alternatives to restraint or seclusion for the
individual

. acceptable and unacceptable medications and
dosages

. other interventions that might be considered during a
time of crisis (such as electroconvulsive therapy)

Agent-driven directives

An agent-driven directive may also be called a
durable power of attorney. This directive is a signed,
dated, and witnessed document that authorizes a des-
ignated person (usually a family member or close
friend) to act as an agent or proxy. This empowers
the proxy to make medical decisions for patients when
they are deemed unable to make these decisions for
themselves. Such a power of attorney frequently
includes the person’s stated preferences in regard to
treatment. Several states do not allow any of the fol-
lowing people to act as a person’s proxy:

. the person’s physician, or other health care provider

. the staff of health care facilities that is providing the
person’s care

. guardians (often called conservators) of the person’s
financial affairs

. employees of federal agencies financially responsible
for a person’s care

. any person that serves as agent or proxy for 10
people or more. The person who is to act as the
proxy should be familiar with the individual’s
expressed wishes about care, and should understand
how to work within the mental health system.

These two distinct documents may, in some cases,
be combined into one form.

Special concerns

In the United States, each state has laws about
general medical advance directives and how those
laws apply to psychiatric advance directives; a few
states exclude psychiatric advance directives from their
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statutes. The specific form the advance directive should
take, the language it should use, and the number of
witnesses required to make the document legal and
binding vary from state to state. In general, according
to the National Mental Health Association, physicians
and other health care professionals are expected to
comply with the instructions of an advance directive,
as long as those instructions are within the guidelines
of accepted medical practice. It is recommended that
people speak to their attorneys or physicians to ensure
that their wishes are communicated in a form that is
legally acceptable in their state.

Some other considerations associated with advance
directives center on how they are implemented and
whether or not a person who wants to complete one
actually does so. Various solutions have been proposed
to address these problems, including a proposal for
video-based advance directives in which patients would
produce videotapes documenting their directives. In
addition, even though as many as two-thirds of people
with mental illness report that they would complete a
psychiatric advance directive, only 4-13% of outpa-
tients receiving mental health treatment through public
sector resources report having done so. One proposal
put forward to address this disconnect is the implemen-
tation of facilitated psychiatric advance directives
involving a guided discussion and review of choices
for completing an advance directive. One study assess-
ing the efficacy of this approach found that completion
of psychiatric advance directives in the group that
received the facilitated intervention was 61%, compared
to the 3% of participants who did not receive facilitated
intervention.
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I Affect
Definition

Affect is a psychological term for an observable
expression of emotion.

Description

A person’s affect is the expression of emotion or
feelings displayed to others through facial expressions,
hand gestures, voice tone, and other emotional signs
such as laughter or tears. Individual affect fluctuates
according to emotional state. What is considered a
normal range of affect, called the broad affect, varies
from culture to culture, and even within a culture.
Certain individuals may gesture prolifically while
talking, and display dramatic facial expressions in reac-
tion to social situations or other stimuli. Others may
show little outward response to social environments or
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interactions, expressing a narrow range of emotions to
the outside world.

People with psychological disorders may display
variations in their affect. A restricted or constricted
affect describes a mild restriction in the range or inten-
sity of display of feelings. As the reduction in display
of emotion becomes more severe, the term blunted
affect may be applied. The absence of any exhibition
of emotions is described as flat affect where the voice is
monotone, the face expressionless, and the body
immobile. Labile affect describes emotional instability
or dramatic mood swings. When the outward display
of emotion is out of context for the situation, such as
laughter while describing pain or sadness, the affect is
termed “inappropriate.”

See also Borderline personality disorder; Depres-
sion and depressive disorders; Major depressive disor-
der; Schizophrenia.

I Agoraphobia
Definition

Agoraphobia is an anxiety disorder characterized
by intense fear related to being in situations from which
escape might be difficult or embarrassing (i.e., being on
a bus or train), or in which help might not be available in
the event of a panic attack or panic symptoms. Panic is
defined as extreme and unreasonable fear and anxiety.

According to the handbook used by mental
health professionals to diagnose mental disorders,
the Diagnostic and Statistical Manual of Mental Dis-
orders, fourth edition, text revision, also known as the
DSM-IV-TR, patients with agoraphobia are typically
afraid of such symptoms as feeling dizzy, having an
attack of diarrhea, fainting, or “going crazy.”

The word “agoraphobia” comes from two Greek
words that mean “fear” (phobos) and “marketplace”
(agora). The anxiety associated with agoraphobia
leads to avoidance of situations that involve being
outside one’s home alone, being in crowds, being on
a bridge, or traveling by car or public transportation.
Agoraphobia may intensify to the point that it inter-
feres with a person’s ability to take a job outside the
home or to carry out such ordinary errands and activ-
ities as shopping for groceries or going out to a movie.

Description

The close association in agoraphobia between fear
of being outside one’s home and fear of having panic

Example of a crowd situation, which may cause anxiety,
perhaps leading to agoraphobia. (bildgentur-online/begsteiger/
Alamy)

symptoms is reflected in DSM-IV-TR classification of
two separate disorders: panic disorder (PD) with ago-
raphobia, and agoraphobia without PD. PD is essen-
tially characterized by sudden attacks of fear and
panic. There may be no known reason for the occur-
rence of panic attacks; they are frequently triggered by
fear-producing events or thoughts, such as driving or
being in an elevator. PD is believed to be due to an
abnormal activation of the body’s hormonal system,
causing a sudden “fight-or-flight” response.

The chief distinction between PD with agorapho-
bia and agoraphobia without PD is that patients who
are diagnosed with PD with agoraphobia meet all
criteria for PD; in agoraphobia without PD, patients
are afraid of panic-like symptoms in public places,
rather than full-blown panic attacks.

People with agoraphobia appear to have two dis-
tinct types of anxiety—panic, and the anticipatory
anxiety related to fear of future panic attacks. Patients
with agoraphobia are sometimes able to endure being
in the situations they fear by “gritting their teeth,” or
by having a friend or relative accompany them.

In the United States’ diagnostic system, the symp-
toms of agoraphobia can be similar to those of specific
phobia and social phobia. In agoraphobia and specific
phobia, the focus is fear itself; with social phobia, the
person’s focus is on how others are perceiving him/her.
Patients diagnosed with agoraphobia tend to be
more afraid of their own internal physical sensations
and similar cues than of the reactions of others per se.
In cases of specific phobia, the person fears very spe-
cific situations, whereas in agoraphobia, the person
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generally fears a variety of situations (being outside of
the home alone or traveling on public transportation,
for example). An example of a patient diagnosed with
a specific phobia rather than agoraphobia would be
the person whose fear is triggered only by being in a
bus, rather than a car or taxi. The fear of the bus is
more specific than the fear of traveling on public trans-
portation in general, which may be experienced by a
person with agoraphobia. The DSM-1V-TR remarks
that the differential diagnosis of agoraphobia “can be
difficult because all of these conditions are character-
ized by avoidance of specific situations.”

Causes and symptoms
Causes

Currently, the causes of agoraphobia are complex
and not completely understood. Research indicates
several factors can contribute to the condition.

GENETIC. It has been known for some years that
anxiety disorders tend to run in families. Recent
research has confirmed earlier hypotheses that there
is a genetic component to agoraphobia, and that it can
be separated from susceptibility to PD. In 2001, a team
of Yale geneticists reported the discovery of a genetic
locus on human chomosome 3 that governs a person’s
risk of developing agoraphobia. PD was found to be
associated with two loci: one on human chromosome 1
and the other on chromosome 11q. The researchers
concluded that agoraphobia and PD are common;
they are both inheritable anxiety disorders that share
some, but not all, of their genetic loci for susceptibility.

INNATE TEMPERAMENT. A number of researchers
have pointed to inborn temperament as a broad vul-
nerability factor in the development of anxiety and
mood disorders. In other words, a person’s natural
disposition or temperament may become a factor in
developing a number of mood or anxiety disorders.
Some people seem more sensitive throughout their
lives to events, but upbringing and life history are
also important factors in determining who will
develop these disorders. Children who manifest what
is known as “behavioral inhibition” (a group of behav-
iors that are displayed when the child is confronted
with a new situation or unfamiliar people) in early
infancy are at increased risk for developing more
than one anxiety disorder in adult life—particularly
if the inhibition remains over time. These behaviors
include moving around, crying, and general irritabil-
ity, followed by withdrawing, seeking comfort from a
familiar person, and stopping what one is doing when
one notices the new person or situation. Children of

depressed or anxious parents are more likely to
develop behavioral inhibition.

PHYSIOLOGICAL REACTIONS TO ILLNESS. Another
factor in the development of PD and agoraphobia
appears to be a history of respiratory disease. Some
researchers have hypothesized that repeated episodes
of respiratory disease would predispose a child to PD
by making breathing difficult and lowering the thresh-
old for feeling suffocated. It is also possible that res-
piratory diseases could generate fearful beliefs in the
child’s mind that would lead him or her to exaggerate
the significance of respiratory symptoms.

LIFE EVENTS. About 42% of patients diagnosed
with agoraphobia report histories of real or feared
separation from their parents or other carctakers in
childhood. This statistic has been interpreted to mean
that agoraphobia in adults is the aftermath of unre-
solved childhood separation anxiety. The fact that
many patients diagnosed with agoraphobia report
that their first episode occurred after the death of a
loved one, and the observation that other people with
agorophobia feel safe in going out as long as someone
is with them, have been taken as supportive evidence
of the separation anxiety hypothesis.

LEARNED BEHAVIOR. There are also theories about
human learning that explain agoraphobia. It is
thought that a person’s initial experience of panic-
like symptoms in a specific situation—for example,
being alone in a subway station—may lead the person
to associate physical symptoms of panic with all sub-
way stations. Avoiding all subway stations would then
reduce the level of the person’s discomfort. Unfortu-
nately, the avoidance strengthens the phobia because
the person is unlikely to have the opportunity to test
whether subway stations actually cause uncomfort-
able physical sensations. One treatment modality—
exposure therapy—is based on the premise that pho-
bias can be “unlearned” by reversing the pattern of
avoidance.

SOCIAL FACTORS RELATED TO GENDER. Gender role
socialization has been suggested as an explanation for
the fact that the majority of patients with agoraphobia
are women. One form of this hypothesis maintains
that some parents still teach girls to be fearful and
timid about venturing out in public. Another version
relates agoraphobia to the mother-daughter relation-
ship, maintaining that mothers tend to give daughters
mixed messages about becoming separate individuals.
As a result, girls grow up with a more fragile sense of
self, and may stay within the physical boundaries of
their home because they lack a firm sense of their
internal psychological boundaries.
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Symptoms

The symptoms of an episode of agoraphobia may
include any or all of the following:

. trembling

. breaking out in sweat

« heart palpitations

« paresthesias (tingling or “pins and needles” sensa-
tions in the hands or feet)

. nausea

. fatigue

. rapid pulse or breathing rate

. a sense of impending doom

In most cases, the person with agoraphobia feels
some relief from the symptoms after he or she has left
the precipitating situation or returned home.

Demographics

In general, phobias are the most common mental
disorders in the general United States population,
affecting about 7% of adults, or 6.4 million Ameri-
cans. Agoraphobia is one of the most common pho-
bias, affecting between 2.7% and 5.8% of American
adults. The onset of symptoms is most likely to occur
between age 15 and age 35. The lifetime prevalence of
agoraphobia is estimated at 5%—12%. Like most pho-
bias, agoraphobia is two to four times more common
in women than in men.

The incidence of agoraphobia appears to be
similar across races and ethnic groups in the United
States.

Diagnosis

The differential diagnosis of agoraphobia is
described differently in DSM-IV-TR and in ICD-10,
the European diagnostic maunual. The U.S. diagnos-
tic manual specifies that agoraphobia must be defined
in relation to PD, and that the diagnoses of specific
phobias and social phobias are the next to consider.
The DSM-IV-TR also specifies that the patient’s
symptoms must not be related to substance abuse;
and if they are related to a general medical condition,
they must have excessive symptoms usually associated
with that condition. For example, a person with
Crohn’s disease has realistic concerns about an attack
of diarrhea in a public place and should not be diag-
nosed with agoraphobia unless the fear of losing bowel
control is clearly exaggerated. The DSM-IV-TR does
not require a person to experience agoraphobia within
a set number of circumstances in order to meet the
diagnostic criteria.

In contrast, the European diagnostic manual pri-
marily distinguishes between agoraphobia and delu-
sional or obsessive disorders, and depressive episodes.
In addition, ICD-10 specifies that the patient’s anxiety
must be restricted to or occur primarily within two out
of four specific situations: in crowds, in public places,
while traveling alone, or while traveling away from
home. The primary area of agreement between the
American and European diagnostic manuals is that
both specify avoidance of the feared situation as a
diagnostic criterion.

Diagnosis of agoraphobia is usually made by a
physician after careful exclusion of other mental dis-
orders and physical conditions or diseases that might
be related to the patient’s fears. Head injury, pneumo-
nia, and withdrawal from certain medications can
produce some of the symptoms of a panic attack. In
addition, the physician may ask about caffeine intake
as a possible dietary factor. Currently, there are no
laboratory tests or diagnostic imaging studies that can
be used to diagnose agoraphobia.

Furthermore, there are no widely used diagnostic
interviews or screening instruments specifically for
agoraphobia. Dutch researchers have developed a
self-report questionnaire that promises to be helpful
to doctors treating people with agoraphobia. The test
is called the Agoraphobic Self-Statements Question-
naire, or ASQ, and is intended to evaluate thinking
processes in patients with agoraphobia, as distinct
from their emotional responses.

Treatments

Treatment of agoraphobia usually consists of med-
ication plus cognitive-behavioral therapy (CBT). The
physician may also recommend an alternative form
of treatment for the anxiety symptoms associated
with agoraphobia. Some patients may be advised to
cut down on or give up coffee or tea, as the caffeine
in these beverages can be contribute to their panic
symptoms.

Medications

Medications that have been used with patients
diagnosed with agoraphobia include the benzodiaze-
pine tranquilizers, the MAO inhibitors (MAOIs), tri-
cyclic antidepressants (TCAs), and the selective
serotonin uptake inhibitors, or SSRIs. In the past few
years, the SSRIs have come to be regarded as the first-
choice medication treatment because they have fewer
side effects. The benzodiazepines have the disadvant-
age of increasing the symptoms of agoraphobia when
they are withdrawn, as well as interfering with CBT.
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KEY TERMS

Associationism—A theory about human learning
that explains complex psychological phenomena in
terms of coincidental relationships. For example, a
person with agoraphobia who is afraid of riding in a
car may have had a panic attack in a car on one
occasion and has learned to associate cars with the
physical symptoms of a panic attack.

Ayurvedic medicine—The traditional medical sys-
tem of India. Ayurvedic treatments include diet,
exercises, herbal treatments, meditation, massage,
breathing techniques, and exposure to sunlight.

Behavioral inhibition—A set of behaviors that
appear in early infancy that are displayed when the
child is confronted with a new situation or unfamiliar
people. These behaviors include moving around,
crying, and general irritability, followed by with-
drawing, and seeking comfort from a familiar person.
These behaviors are associated with an increased
risk of social phobia and panic disorder in later life.
Behavioral inhibition in children appears to be
linked to anxiety and mood disorders in their
parents.

(Benzodiazepines can decrease mental sharpness,
making it difficult for patients taking these medica-
tions to focus in therapy sessions.) The MAOIs require
patients to follow certain dietary guidelines. For
example, they must exclude aged cheeses, red wine,
and certain types of beans. TCAs may produce such
side effects as blurred vision, constipation, dry mouth,
and drowsiness.

Psychotherapy

CBT is regarded as the most effective psychother-
apeutic treatment for agoraphobia. The specific CBT
approach that seems to work best with agoraphobia is
exposure therapy. Exposure therapy is based on
undoing the association that the patient originally
formed between the panic symptoms and the feared
situation. By being repeatedly exposed to the feared
location or situation, the patient gradually learns that
he or she is not in danger, and the anxiety symptoms
fade away. The therapist typically explains the proce-
dure of exposure therapy to the patient and reassures
him or her that the exposure can be stopped at any
time that his or her limits of toleration have been
reached. The patient is then exposed in the course of
a number of treatment sessions to the feared situation,

Cognitive restructuring—An approach to psycho-
therapy that focuses on helping the patient examine
distorted patterns of perceiving and thinking in order
to change their emotional responses to people and
situations.

Exposure therapy—A form of cognitive-behavioral
therapy in which patients with phobias are exposed
to their feared objects or situations while accompa-
nied by the therapist. The length of exposure is grad-
ually increased until the association between the
feared situation and the patient’s experienced panic
symptoms is no longer present.

Paresthesia—An abnormal sensation of tingling or
“pins and needles.” Paresthesia is a common panic-
like symptom associated with agoraphobia.

Phobia—Irrational fear of places, things, or situa-
tions that lead to avoidance.

Simple phobia—An older term for specific phobia.
Specific phobia—A type of phobia in which the
object or situation that arouses fear is clearly identi-

fiable and limited. An older term for specific phobia
is simple phobia.

usually for a slightly longer period each time. A typical
course of exposure therapy takes about 12 weeks.

On the other hand, one group of German research-
ers reported good results in treating patients with
agoraphobia with individual high-density exposure
therapy. The patients were exposed to their respective
feared situations for an entire day for two to three
weeks. One year later, the patients had maintained
their improvement.

Exposure treatment for agoraphobia may be com-
bined with cognitive restructuring. This form of cog-
nitive behavioral therapy teaches patients to observe
the thoughts that they have in the feared situation,
such as, “I’ll die if I have to go into that railroad
station,” and replace these thoughts with positive
statements. In this example, the patient with agora-
phobia might say to him- or herself, “I’ll be just fine
when I go in there to buy my ticket.”

Although insight-oriented therapies have gener-
ally been considered relatively ineffective in treating
agoraphobia, a recent trial of brief psychodynamic
psychotherapy in patients with PD with agoraphobia
indicates that this form of treatment may also be
beneficial. Of the 21 patients who participated in the
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24-session course of treatment (twice weekly for 12
weeks), 16 experienced remission of their agorapho-
bia. There were no relapses at six-month follow-up.

Alternative and complementary treatments

Patients diagnosed with agoraphobia have
reported that alternative therapies, such as hypnother-
apy and music therapy, were helpful in relieving symp-
toms of anxiety and panic. Ayurvedic medicine, yoga,
religious practice, and guided imagery meditation
have also been helpful.

Prognosis

The prognosis for untreated agoraphobia is con-
sidered poor by most European as well as most Amer-
ican physicians. The DSM-1V-TR remarks that little is
known about the course of agoraphobia without PD,
but that anecdotal evidence indicates that it may per-
sist for years with patients becoming increasingly
impaired. The ICD-10 refers to agoraphobia as “the
most incapacitating of the phobic disorders,” to the
point that some patients become completely house-
bound. With proper treatment, however, 90% of
patients diagnosed with agoraphobia can recover and
resume a normal life.

Prevention

The genetic factors that appear to be implicated in
the development of agoraphobia cannot be prevented.
On the other hand, recent recognition of the link
between anxiety and mood disorders in parents and
vulnerability to phobic disorders in their children may
help to identify children at risk and to develop appro-
priate preventive strategies for them.
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AIMS see Abnormal involuntary movement
scale

Akineton see Biperiden

Alcohol-induced persisting amnestic disor-
der see Wernicke-Korsakoff syndrome

I Alcohol and related disorders
Definition

Alcoholism is defined as alcohol-seeking and -
consumption behavior that is harmful. Long-term
and uncontrollable harmful consumption can cause
alcohol-related disorders that include antisocial per-
sonality disorder, mood disorders (bipolar and major
depression) and anxiety disorders.

Description

Alcoholism is the popular term for the disorder
recognized by the American Psychiatric Association
(APA) as alcohol dependence. The hallmarks of this
disorder are addiction to alcohol, inability to stop
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An Alcoholics Anonymous meeting. (Hank Morgan/Photo Researchers, Inc)

drinking, and repeated interpersonal, school, or work-
related problems that can be directly attributed to the
use of alcohol. Alcoholism can have serious conse-
quences, affecting an individual’s health and personal
life, as well as affecting society at large.

Alcohol dependence is a complex disorder that
includes the social and interpersonal issues mentioned
above, and includes biological elements, as well. These
elements are related to tolerance and withdrawal, cog-
nitive (thinking) problems that include craving, and
behavioral abnormalities including the impaired abil-
ity to stop drinking. Withdrawal is a term that refers to
the symptoms that occur when a person dependent on
a substance stops taking that substance for a period of
time; withdrawal symptoms vary in type and severity
depending on the substance, but alcohol withdrawal
symptoms can include shaking, irritability, and nau-
sea. Tolerance is a reduced response to the alcohol
consumed and can be acute or chronic. Acute toler-
ance occurs during a single episode of drinking and is
greater when blood alcohol concentration rises.
Chronic tolerance occurs over the long term when
there is greater resistance to the intoxicating effects

of alcohol, and, as a result, the affected person has to
drink more to achieve the desired effect.

The APA also recognizes another alcohol-use dis-
order called alcohol abuse. Alcohol abuse is similar to
dependence in that the use of alcohol is impairing the
affected person’s ability to achieve goals and fulfill
responsibilities, and his or her interpersonal relation-
ships are affected by the alcohol abuse. However,
unlike a person with dependence, a person diagnosed
with alcohol abuse does not experience tolerance or,
when not drinking, withdrawal symptoms. People
who abuse alcohol can become dependent on the sub-
stance over time.

Alcohol-related disorders are groups of disorders
that can result in persons who are long-term users of
alcohol. These disorders can affect the person’s metab-
olism, gastrointestinal tract, nervous system, bone
marrow (the matter in bones that forms essential
blood cells) and can cause endocrine (hormone) prob-
lems. Additionally, alcoholism can result in nutri-
tional deficiencies. Some common alcohol-related
medical disorders include vitamin deficiencies, alter-
ations in sugar and fat levels in blood, hepatitis, fatty
liver, cirrhosis, esophagitis (inflammation of the
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esophagus), gastritis (inflammation of the lining of
the stomach), dementia, abnormal heart rates and
rhythms, lowered platelets (cells important for form-
ing a clot), leukopenia (decrease in the number of
white blood cells that are important for body defenses
and immunity), and testicular atrophy (shrinking of
the testicles). Persons with anxiety, depression, or
bipolar disorder may consume alcohol for temporary
relief from their symptoms. Others, such as persons
with antisocial personality disorder, may use alcohol
in a way that may become part of a dual diagnosis of
criminality and substance dependence.

Demographics

The lifetime prevalence of alcohol abuse in the
general population is thought to be between 13.7%
and 23.5%. The disorder is more common in males
than in females. Alcoholism and alcohol abuse affect
20% or more of adult hospitalized and ambulatory
patients (those receiving care on an outpatient basis).
Alcoholism can develop in people of all races and
socioeconomic classes. Approximately two-thirds of
Americans 18 years and older drink alcohol. The
annual cost of alcohol abuse in the United States is
$185 billion. Alcoholism ranks third in the United
States as a preventable disease, and alcohol is related
to approximately 20,000 deaths each year.

Causes and symptoms
Causes

The cause of alcoholism is related to behavioral,
biological, and genetic factors.

Behaviorally, alcohol consumption is related to
internal or external feedback. Internal feedback is the
internal state a person experiences during and after
alcohol consumption. External feedback is made up of
the cues that other people send the person when he or
she drinks. Internal states pertaining to alcohol can
include shame or hangover. Alcohol-related external
cues can include reprimands, criticism, or encourage-
ment. People may drink to the point of dependence
because of peer pressure, acceptance in a peer group,
or because drinking is related to specific moods (easy-
going, relaxed, calm, sociable) that are related to the
formation of intimate relationships.

Biologically, repeated use of alcohol can impair
the brain levels of a “pleasure” neurotransmitter called
dopamine. Neurotransmitters are chemicals in the
brain that pass impulses from one nerve cell to the
next. When a person is dependent on alcohol, his or
her brain areas that produce dopamine become
depleted and the individual can no longer enjoy the

pleasures of everyday life—his or her brain chemistry
is rearranged to depend on alcohol for transient
euphoria (state of happiness).

Genetic studies have suggested that the GABA-A
receptor alpha2 subunit gene (GABRA?2) and alcohol
dehydrogenase (ADH) genes increase the risk for
alcohol dependence. The GABRA genes are related
to a receptor for gamma-amino butyric acid (GABA),
a chemical in the central nervous system that is
believed to mediate some of the physiological effects
of alcohol. ADH is a chemical involved in the oxida-
tion of alcohol in the body. These genes related to
alcohol abuse can be passed from parents to their
children.

Other genetic studies have demonstrated that
close relatives of an alcoholic are four times more
likely to become alcoholics themselves. Furthermore,
this risk holds true even for children who were adopted
away from their biological families at birth and raised
in a non-alcoholic adoptive family, with no knowledge
of their biological family’s difficulties with alcohol.

Symptoms

ALCOHOL DEPENDENCE. Individuals who are alco-
hol-dependent compulsively drink ethanol (the chem-
ical name for alcohol) to the level of intoxication.
Intoxication occurs at blood alcohol levels of 50 to
150 mg/dl and is characterized by euphoria at first,
and then if blood concentrations of alcohol continue
to rise, a person can become explosively combative.
Neurologically, acute intoxication causes impaired
thinking, lack of coordination, slow or irregular eye
movements, and impaired vision. As the person repeat-
edly drinks, the body develops a reduced response to
ethanol called tolerance.

People with chronic tolerance may appear to be
sober (not intoxicated) even after consumption of
alcohol that could cause death in non-drinkers. People
with alcohol dependence may also develop alcoholic
blackouts after large amounts of ethanol consump-
tion. These blackouts are typically characterized by
amnesia (loss of memory) lasting several hours with-
out impaired consciousness. In other words, people
experiencing blackouts appear to be conscious, but
will not remember their actions during the blackouts
after the intoxication has worn off.

People with alcohol dependence also develop
alcohol withdrawal (a state of non-drinking) syn-
drome. The nervous system adapts to chronic ethanol
exposure by increasing the activity of nerve-cell mech-
anisms that counteract alcohol’s depressant effects.
Therefore, when drinking is abruptly reduced, the
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affected person develops disordered perceptions, seiz-
ures, and tremor (often accompanied by irritability,
nausea, and vomiting). Tremor of the hands known as
“morning shakes,” usually occurs in the morning due
to overnight abstinence. The most serious manifesta-
tion of alcohol withdrawal syndrome is delirium tre-
mens, which occurs in approximately 5% of people
dependent on alcohol. Delirium tremens consists of
agitation, disorientation, insomnia, hallucinations,
delusions, intense sweating, fever, and increased
heart rate (tachycardia). This state is a medical emer-
gency because it can be fatal, and affected persons
must be immediately hospitalized and treated with
medications that control vital physiological functions.

The APA publishes a manual for mental health
professionals called the Diagnostic and Statistical
Manual of Mental Disorders, also known as the
DSM. This manual lists criteria that each disorder
must meet for diagnosis. The criteria are symptoms
that must be present so that the diagnosis can be made.
Alcohol dependence can be diagnosed if three or more
of the following symptoms are present within a 12-
month period:

. tolerance

« withdrawal

« drinking alcohol in larger amounts and over a longer
period of time than was planned

« Continued desire or attempts to stop alcohol use

« preoccupation with, and great deal of time spent
seeking alcohol

« drinking is the focal point of person’s life (using takes
up most of the person’s time)

. continued use despite health problems related to
drinking (such as liver damage)

ALCOHOL ABUSE. In order for a person to be diag-
nosed with alcohol abuse, one of the following four
criteria must be met within a 12-month period.
Because of drinking, a person repeatedly:

« fails to live up to his or her most important responsi-
bilities at home, school, or work

« physically endangers him- or herself, or others (for
example, by drinking and driving)

« gets into trouble with the law

« experiences difficulties in relationships or jobs

Diagnosis

The diagnosis of alcoholism can either be based
on medical and/or psychological conditions. With a
long-term history of abusive drinking, medical condi-
tions can result, and these could lead the physician to

suspect a patient’s alcoholism. These medical condi-
tions may include organ complications such as: cir-
rhosis (liver), hepatitis (liver), pancreatitis (pancreas),
peripheral neuropathy (nervous system), or cardiomy-
opathy (heart). Additionally, recurrent trauma, result-
ing in bone fractures, fatigue, depression, sexual
dysfunction, fluctuating blood pressure, and sleep dis-
orders may prompt the clinician to further assess for
alcoholism.

Psychological diagnosis can be accomplished
through a clinical interview and history (biopsychoso-
cial assessment), and from a choice of many stand-
ardized alcohol wuse tests. The biopsychosocial
assessment is an extensive interview conducted by the
clinician. During the interview, the clinician will ask
the patient about many areas of life, including child-
hood, education, and medical history. One very simple
tool for beginning the diagnosis of alcoholism is called
the CAGE questionnaire. It consists of four questions,
with the first letters of each key word spelling out the
word CAGE:

« Have you ever tried to Cut down on your drinking?

« Have you ever been Annoyed by anyone’s comments
about your drinking?

« Have you ever felt Guilty about your drinking?

« Do you ever need an Eye-opener (a morning drink of
alcohol) to start the day?

Other, longer lists of questions exist to help deter-
mine the severity and effects of a person’s alcohol use.
Given the recent research pointing to a genetic basis
for alcoholism, the doctor will also attempt to ascer-
tain whether anyone else in the person’s family has
ever suffered from alcoholism.

Diagnosis is sometimes facilitated when family
members call the attention of a physician to a loved
one’s difficulties with alcohol.

Treatments

Comprehensive treatment for alcohol dependence
has two components: detoxification and rehabilitation.

Detoxification

The goal of detoxification is to rid the patient’s
body of the toxic effects of alcohol. Because the per-
son’s body has become accustomed to alcohol, the
person will need to be supported as he or she goes
through withdrawal. Withdrawal will be different for
different patients, depending on the severity of the
alcoholism, as measured by the quantity of alcohol
ingested daily and the length of time the patient has
been dependent on alcohol. Withdrawal symptoms
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Alcohol and related disorders

can range from mild to life-threatening. Mild with-
drawal symptoms include nausea, achiness, diarrhea,
difficulty sleeping, sweatiness, anxiety, and trembling.
This phase begins between five and eight hours after
the last drink, and is over in about three to five days.
More severe effects of withdrawal can include halluci-
nations (in which a patient sees, hears, or feels some-
thing that is not actually real), seizures, a strong
craving for alcohol, confusion, fever, fast heart rate,
high blood pressure, and delirium (a fluctuating
level of consciousness). Severe withdrawal can involve
delirium tremens, which involve fever, delirium,
intense sweating, and tremors. Patients at highest
risk for delirium tremens are those with other medical
problems, including malnutrition, liver disease, or
Wernicke’s encephalopathy. Delirium tremens usually
begins about three to five days after the patient’s last
drink, progressing from the more mild symptoms to
the more severe, and may last a number of days.

Patients going through mild withdrawal are sim-
ply monitored carefully to make sure that more severe
symptoms do not develop. No medications are neces-
sary, however. Treatment of a patient with more
severe effects of withdrawal may require the use of
sedative medications to relieve the discomfort of with-
drawal and to avoid the potentially life-threatening
complications of high blood pressure, fast heart rate,
and seizures. Benzodiazapines are medications that
ease tension by slowing down the central nervous
system and may be helpful in those patients experienc-
ing hallucinations. Because of the patient’s nausea,
fluids may need to be given through a vein (intrave-
nously), along with some necessary sugars and salts. It
is crucial that thiamine be included in the fluids,
because thiamine is usually quite low in patients with
alcohol dependence, and deficiency of thiamine is
responsible for Wernick’s encephalopathy.

Rehabilitation

After cessation of drinking has been accom-
plished, the next steps involve helping the patient
stay healthy and avoid relapsing. (Relapse occurs
when a patient returns to old behaviors that he or
she was trying to change.) This phase of treatment is
referred to as rehabilitation. The best programs incor-
porate the family into the therapy, because the family
has undoubtedly been severely affected by the
patient’s drinking. Some therapists believe that family
members, in an effort to deal with their loved one’s
drinking problem, sometimes develop patterns of
behavior that unintentionally support or “enable”

the patient’s drinking. This situation is referred to as
“co-dependence,” and must be addressed in order to
treat a person’s alcoholism successfully.

PSYCHOLOGICAL THERAPIES. Psychotherapy helps
affected persons to anticipate, understand, recognize,
and prevent relapse. Behavioral therapy approaches
typically include community-centered support groups,
meetings such as Alcoholics Anonymous (AA),
cognitive-behavioral therapy (CBT), and Motivated
Enhancement Therapy (MET). CBT focuses on teach-
ing alcoholics recognition and coping skills for craving
states and high-risk situations that precipitate or trig-
ger relapsing behaviors. MET can motivate patients to
use their personal resources to initiate changes in
behavior. Many people recovering from substance
dependence find peer-led support groups helpful in
helping them avoid relapse.

MEDICATIONS. Two medications, naltrexone (ReVia)
and acamprosate (Campral), can help decrease crav-
ing states in alcoholics. A version of naltrexone, called
vivitrol, can be injected by a healthcare professional
once a month to help reduce an individual’s urge to
drink. In combination with psychotherapy, these med-
ications can help reduce relapse. Another medication
called disulfiram (Antabuse) affects the metabolism of
alcohol and causes unpleasant effects in patients who
consume alcohol while taking the medication. Anta-
buse should only be taken by people who are commit-
ted to recovery and understand that they are to avoid
all contact with alcohol or alcohol-containing prod-
ucts. People who have alcohol dependence along with
other disorders, such as depression, can work with
their physicians to determine if medication might be
a feasible treatment option for them.

ADDITIONAL TREATMENTS. Alternative treatments
can be a helpful adjunct for the alcoholic patient, once
the medical danger of withdrawal has passed. Because
many alcoholics have very stressful lives (whether
because of or leading to the alcoholism is sometimes
a matter of debate), many of the treatments for alco-
holism involve managing and relieving stress. These
include massage, meditation, and hypnotherapy. The
malnutrition of long-term alcohol use is addressed by
nutrition-oriented practitioners and dietitians with
careful attention to a healthy diet and the use of nutri-
tional supplements such as vitamins A, B complex,
and C, as well as certain fatty acids, amino acids,
zinc, magnesium, and selenium. Acupuncture is
believed to decrease both withdrawal symptoms and
to help improve a patient’s chances for continued
recovery from alcoholism.
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Antisocial personality disorder—Disorder charac-
terized by behavior pattern of disregard for others’
rights. People with this disorder often deceive and
manipulate, or their behavior might include aggres-
sion to people or animals or property destruction,
for example. This disorder has also been called
sociopathy or psychopathy.

Blackout—A period of loss of consciousness or
memory.

Delirium tremens—Serious alcohol withdrawal
symptoms that must be treated in a hospital and
that may include shaking, delirium, and
hallucinations.

Detoxification—A process in which the body is
allowed to free itself of a drug while the symptoms
of withdrawal are treated. It is the primary step in
any treatment program for drug or alcohol abuse.

Euphoria—A feeling or state of well-being or elation.
Intoxication—Condition of being drunk.

Relapse—A person experiences a relapse when he or
she re-engages in a behavior that is harmful and that
he or she was trying to change or eliminate. Relapse
is @ common occurrence after treatment for many
disorders, including addictions and eating disorders.

Thiamine—A B-vitamin that is essential to normal
metabolism and nerve function, and whose absorp-
tion is affected by alcoholism.

Tolerance—Progressive decrease in the effective-
ness of a drug with long-term use.

Wernicke’s encephalopathy—Group of symptoms
that appears in people who are dependent on alco-
hol. The syndrome is due to a thiamine deficiency,
and severely affects one’s memory, preventing new
learning from taking place.

Withdrawal—Symptoms experienced by a person
who has become physically dependent on a drug,
experienced when the drug use is discontinued.

Prognosis

Most persons who use alcohol start to drink during
adolescence or early adulthood. Approximately 50% of
male drinkers have alcohol-related problems such as
fighting, blackouts, or legal problems during their
early drinking years, usually late teens or early twenties.
People who cannot control their drinking behaviors will
tend to accumulate drinking-related problems and

become dependent on alcohol. Although many alco-
holics can maintain sobriety with psychotherapeutic
interventions alone, research indicates that medications
such as disulfiram, in combination with psychotherapy,
can be very effective for achieving sobriety.

Prevention

Good prevention includes education and a knowl-
edge of family (genetic) propensity. If alcohol depend-
ence is present in a close family member, then relatives
should know and be discouraged to drink beverages
that contain alcohol. Education of older children and
young teenagers concerning the negative effects and
consequences of drinking alcohol may help to decrease
or recognize problems before start or worsen.

Resources
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Johnson, Bankole A., Pedro Ruiz, and Marc Galanter, eds.
Handbook of Clinical Alcoholism Treatment. Baltimore,
MD: Lippincott Williams & Wilkins 2003.

ORGANIZATIONS

Alcoholics Anonymous. P.O. Box 459, New York, NY 10163.
Telephone: (212) 870-3400. <http://www.alcoholics-
anonymous.org/>

National Institute on Alcohol Abuse and Alcoholism. National
Institutes of Health. 5635 Fishers Lane Bethesda, MD
20892-9304. <http://www.niaaa.nih.gov/>

Substance Abuse and Mental Health Services Administration
(SAMHSA). 1 Choke Cherry Road, Rockville, MD, 20857.
Telephone: (800) 729-6686. <http://ncadi.samhsa.gov/>

Laith Farid Gulli, MD

Michael Mooney, M.A.,CAC,CCS
Tanya Bivins, B.S.N.,RN

Bill Asenjo, MS,CRC
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Alcoholics Anonymous see Self-help groups

I Alprazolam
Definition

Alprazolam is a tranquilizer. It belongs to a group
of drugs called benzodiazepines. In the United States
alprazolam is sold under brand name Xanax.
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Alprazolam

Purpose

The United States Food and Drug Administra-
tion (FDA) has approved alprazolam to treat anxiety,
panic disorder, and anxiety associated with depres-
sion. Occasionally alprazolam is used to treat alcohol
withdrawal, but it is not FDA-approved for this use,
and is not normally the first drug tried in treating
alcohol withdrawal symptoms.

Description

Alprazolam is classified as a benzodiazepine.
Benzodiazepines are sedative-hypnotic drugs that help
to relieve nervousness, tension, and other anxiety
symptoms by slowing the central nervous system. To
do this, they block the effects of a specific chemical
involved in the transmission of nerve impulses in the
brain, decreasing the excitement level of the nerve cells.

All benzodiazepines cause sedation, including
drowsiness and reduced mental alertness. However,
one benefit of alprazolam is that it causes somewhat
less drowsiness than many other benzodiazepine drugs.

Alprazolam comes in 0.25-mg, 0.5-mg, 1-mg and
2-mg tablets, and 1-mg/ml solution.

Recommended dosage

The recommended initial adult dose for anxiety is
0.25-0.5 mg taken three times daily. This dosage may
be increased every three to four days to a maximum
total of 4 mg daily. Dosage for alcohol withdrawal
usually totals from 2-2.5 mg daily given in several
small doses throughout the day.

The starting dose for treating panic disorder is 0.5
mg three times daily. This dosage may be increased
every three to four days until the total daily dosage
ranges from 2-10 mg. The total amount should be
divided in at least three even daily doses. Average
doses for anxiety associated with depression range
from 2.5-3 mg daily divided into even doses.

Precautions

Alprazolam should not be used by patients who
are pregnant, have narrow angle glaucoma, take keto-
conazole or itraconazole, or those who are allergic to
this or any other benzodiazepine drug. The dose of
alprazolam must be carefully regulated and individu-
alized in the elderly (over age 60), people with liver or
kidney disease, and those taking other medications
used to treat mental disorders.

Because alprazolam is a nervous system and res-
piratory depressant, it should not be taken with other

similar depressants, such as alcohol, other sedatives,
sleeping pills, or tranquilizers. People taking this drug,
should not drive, operate dangerous machinery, or
engage in hazardous activities that require mental alert-
ness at least until they see how the drug affects them.

Alprazolam should be used under close physician
supervision in patients with history of substance
abuse. Like other benzodiazepines, alprazolam can
be habit-forming. Risk and severity of dependence
appears greater in patients taking doses larger than 4
mg daily. However, smaller doses may cause depend-
ence if alprazolam is taken longer than 12 weeks.

Suddenly discontinuing alprazolam after several
weeks may cause uncomfortable symptoms of with-
drawal. Withdrawal symptoms in people who have
taken alprazolam three months or longer may include
seizures, anxiety, nervousness, and headache. Patients
should discuss with their doctor how to gradually
discontinue alprazolam use to avoid such symptoms.

Side effects

The most common side effects of alprazolam
include sedation, dizziness, drowsiness, insomnia, and
nervousness. The intensity of these side effects usually
declines gradually and subsides in about eight weeks. A
drop in blood pressure and an increase in heart rate
may also occur in people who are taking alprazolam.

Decreased sex drive, menstrual disorders, and
both weight gain and weight loss has been associated
with use of alprazolam. People who experience the side
effects of stomach upset, nausea, vomiting, and dry
mouth should eat frequent, small meals and/or chew
sugarless gum. Alprazolam has been associated with
both diarrhea and constipation, as well as tremor,
muscle cramps, vision disturbances, and rash.

Interactions

Alprazolam interacts with a long list of other med-
ications. Anyone starting this drug should review the
other medications they are taking with their physician
and pharmacist for possible interactions. The most
severe interactions occur with antifungal medications,
such as ketoconazole, itraconazole, and fluconazole.
These are associated with alprazolam toxicity (exces-
sive sedation, fatigue, slurred speech, slowed reactions
and other types of psychomotor impairment).

Estrogens (female hormones), erythromycin (an
antibiotic), fluoxetine (Prozac, Sarafem), cimetidine
(Tagamet), isoniazid, and disulfiram (Antabuse) can
increase the effects of alprazolam. Carbamazapine can
make alprazolam less effective. When alprazolam is
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KEY TERMS

Benzodiazepines—A group of central nervous sys-
tem depressants used to relieve anxiety or to induce
sleep.

Glaucoma—A group of eye diseases characterized
by increased pressure within the eye significant
enough to damage eye tissue and structures. If
untreated, glaucoma results in blindness.

combined with other sedative drugs (tranquilizers,
sleeping pills) or alcohol, its depressants effects are
more intense. These combinations should be avoided.

Resources
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Essentials. Philadelphia: W. B. Saunders Company, 2000.
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Pharmacia and Upjohn Company Staff. Product Informa-
tion: Xanax, alprazolam. Kalamazoo, MI: Pharmacia
and Upjohn Company, 1999.
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I Alzheimer’s disease
Definition

Alzheimer’s disease, or AD, is a progressive,
incurable disease of the brain caused by the degener-
ation and eventual death of neurons (nerve cells) in
several areas of the brain.

Description

Patients with AD first lose such mental functions
as short-term memory and the ability to learn new
things. In the later stages of AD they gradually lose
control over their sense of orientation, their emotions,
and other aspects of behavior. End-stage AD is char-
acterized by loss of control of body functions, an
increased likelihood of seizures, loss of the ability to
eat or swallow, and eventual death from infection or
malnutrition. Alzheimer’s disease is the most common
cause of dementia (loss of cognitive abilities) in people
aged 65 and older; it is thought to be responsible for
50%—70% of cases of dementia in the United States.

A nurse works with a patient with Alzheimer’s (AP Images)

Alzheimer’s disease was first identified in 1906 by
a German psychiatrist and neuroanatomist named
Alois Alzheimer. He was studying slides prepared
from the brain of a fifty-one-year-old woman, known
as Frau D., who had died after several years of demen-
tia with symptoms that did not fit the definition of any
brain disorder known at the time. Alzheimer was the
first to describe the plaques and neurofibrillary tangles
that are now used to identify AD at autopsy. Plaques
are clumps or clusters of dead or dying nerve cells and
other cellular debris found in the brains of patients
with Alzheimer’s disease. Neurofibrillary tangles are
the accumulations of twisted protein fragments found
inside nerve cells in the brains of patients with AD.
Because dementia had been associated with elderly
people and Frau D. had been middle-aged, AD was
first known as presenile dementia, and was thought to
be a very rare disorder. It was not until the early 1950s
that researchers at St. Elizabeth’s Hospital in Wash-
ington, D.C., came to recognize that AD is the single
most common cause of dementia in adults.

Alzheimer’s disease is now considered a very seri-
ous public health problem because of the growing num-
bers of people who are affected by it, the increasing
length of their lives, and the direct and indirect costs
of their care. It is estimated that 4.5 million people in
the United States had AD as of 2006. About 5% of
people between the ages of 65 and 74, and almost 50%
of people aged 85 and older, have AD. The number of
cases of AD is expected to more than triple by 2050. The
direct and indirect costs of caring for Americans with
AD is estimated to be at least $100 billion annually.
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Alzheimer’s disease

Types of Alzheimer’s disease

There are two different types of Alzheimer’s disease.

FAMILIAL AD. Familial AD is a rare form of Alz-
heimer’s disease found in fewer than 10% of AD
patients. It develops before the age of 65, and is caused
by gene mutations on chromosomes 1, 14 or 21.

SPORADIC OR LATE-ONSET AD. Sporadic or late-
onset AD is the most common form of the disease;
its symptoms usually begin to appear after age 65. The
cause of this type of AD is unknown. Having a partic-
ular form of the APOE gene, located on chromosome
19, increases the risk of this type of AD.

Stages

Health care professionals use the term “insidious”
to describe AD, which means that it is very gradual in
onset. Many times people recognize the first symp-
toms of the disorder in a friend or family member
only in hindsight. In addition, the present generation
of people old enough to be at risk for AD is the first
generation in history to know what the diagnosis
means; there are therefore very powerful emotional
reasons for attributing the early signs of AD to normal
aging, job stress, adjusting to retirement, and other
less troubling factors. The insidious onset of AD is a
characteristic, however, that allows doctors to distin-
guish it from other causes of dementia, including vas-
cular dementia.

EARLY-STAGE ALZHEIMER’S. Early-stage Alzheimer’s
disease may begin almost imperceptibly. The first
symptoms usually include short-term memory loss,
temporary episodes of spatial disorientation, groping
for words while one is speaking, minor problems with
arithmetic, and small errors of judgment. For exam-
ple, the person may light a stove burner under a sau-
cepan before noticing that he has forgotten to put the
food or water in the pan first, or he may have difficulty
balancing a checkbook as quickly as he used to. At this
stage in the disease, however, the patient can usually
keep up with most activities of daily life. Although
some persons at this point can still operate a motor
vehicle safely, it is advisable to consult a physician
about possible impairment behind the wheel. Many
patients with early-stage AD voluntarily give up their
driver’s licenses for their own safety and that of other
drivers on the roads.

MIDDLE-STAGE ALZHEIMER’S. In the middle stage,
which typically begins two to three years after onset,
the person begins to lose awareness of his or her cog-
nitive deficits. Memory lapses are more frequent and
the person begins to have more severe problems with
language. Unlike early-stage AD, the problems caused

by loss of cognitive functioning are impossible to
ignore. The middle stage of AD is the point at which
the behavioral and psychiatric symptoms that are so
stressful to caregivers often begin—the agitation, wan-
dering, temper outbursts, depression, and disorienta-
tion. The patient is at high risk for falls and similar
accidents. In addition, the patient becomes increas-
ingly unable to understand simple instructions or to
follow a conversation, and begins to lose his or her
basic sense of personal identity.

END-STAGE ALZHEIMER’S. End-stage Alzheimer’s
disease is marked by the loss of the ability to walk
and eventually even to sit up. Patients may be able to
use a wheelchair for awhile, but eventually become
completely bedridden. They lose bladder and bowel
control. When the disease begins to affect the patient’s
brain stem, the basic processes of digestion, respiration,
and excretion shut down. Patients usually stop eating
at this point and sleep most of the time. The hands and
feet begin to feel cold, the breathing becomes shallow,
and the patient is generally unresponsive to caregivers.
Eventually the patient’s breathing simply stops.

Causes and symptoms
Causes

Evidence has accumulated that Alzheimer’s dis-
ease is multifactorial—that is, it is caused by a combi-
nation of several genetic and environmental factors.

GENETIC. Early-onset AD is caused by a defect in
one of three genes known as APP, presenilin-1 (PS1),
and presenilin-2 (PS2). The APP gene is found on
chromosome 21. People with Down syndrome, who
have three copies of chromosome 21, develop an Alz-
heimer’s type dementia if they live longer than 40 years
of age. A family history of Down syndrome is associ-
ated with a greater risk of developing early-onset AD.
Mutations of the APP gene are associated with an
onset of AD between the ages of 55 and 60.

The PS1 gene is found on chromosome 14, and the
PS2 gene is found on chromosome 1. Mutations in
these genes are associated with an onset of AD
between 30 and 50 years.

The APP, PS1 and PS2 gene mutations are very
rare, and only account for about 5% of all cases of AD.

Genetic research indicates that late-onset Alz-
heimer’s disease is a polygenic disorder; that is, its
development is influenced by more than one gene. It
has been known since 1993 that a specific form of a
gene for apolipoprotein E (APOE4) on human chro-
mosome 19 is a genetic risk factor for late-onset AD.
People who inherit the APOE4 gene from both parents
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have a greater chance of developing AD than those
who inherit the gene from only one parent. About 65%
of people with AD have at least one copy of the APOE4
gene. One of the remaining puzzles about this particular
gene, however, is that it is not a consistent marker
for AD. In other words, some people who have the
APOE4 gene do not develop AD, and some who do
not have the gene do develop the disorder. Researchers
are working on identifying other genes that may also
influence people’s susceptibility to AD.

Familial Alzheimer’s disease appears to be related
to abnormal genes on human chromosomes 21 and 14.

NEUROBIOLOGICAL. Investigators since Alois Alz-
heimer’s time have studied the abnormalities found at
autopsy in the brains of patients with AD. One abnor-
mality is plaques, or clumps, of a sticky protein called
beta amyloid. Beta amyloid is formed when a substance
called amyloid precursor protein, or APP, fails to be
metabolized properly in the body. After beta amyloid is
formed, pieces of it then stick to one another and
gradually build up into plaques. The other abnormal
finding is neurofibrillary tangles, which are twisted
threads of a protein called tau that form inside nerve
cells. If the tau protein is damaged by the addition of
molecules of phosphorus, a process called hyperphos-
phorylation, it forms filaments that twist around each
other to form the neurofibrillary tangles. Research
suggests that the abnormal tau protein may be caused
by increases in amyloid. As the plaques and tangles
accumulate in the brain, they cause the nerve cells to
wither and eventually die. As the nerve cells die, the
affected parts of the brain start to shrink in size. It is
still not known, however, whether the plaques and
tangles are causes of AD or results of it.

Another nervous system abnormality in AD is the
lowered level of neurotransmitters produced by the
cells in the brain. Neurotransmitters are chemicals that
carry nerve impulses across the small gaps (synapses)
between nerve cells. The neurotransmitters affected by
Alzheimer’s include serotonin, norepinephrine, and ace-
tylcholine. Many of the behavioral and psychiatric prob-
lems associated with AD are thought to result from the
inadequate supply of these neurotransmitters.

ENVIRONMENTAL. Researchers have been studying
the possibility that certain chemicals or other toxins in
the environment may have a role in causing or trigger-
ing AD. The environmental factors that have been
considered include aluminum, zinc, toxins in contami-
nated food, viruses, and a history of head trauma.

RISK FACTORS. A number of factors have been
identified that increase a person’s risk of developing
Alzheimer’s:

« Age. The risk of developing AD rises after age 65,
and rises sharply after age 75. While 1% of the
population has AD at age 65, almost 50% of those
over 85 have it.

Sex. Women are more likely to develop AD than
men. However, it is not known whether women are
more susceptible to the disorder or more likely to
develop it because they live longer than men, on
average.

Family history of AD.
Having Down syndrome.

History of head injury.

Substances in the environment. Higher-than-average
amounts of aluminum have been found in the brains
of patients with AD. Some researchers in the late
1990s thought that exposure to aluminum might be
a risk factor for the disorder. It now appears that the
levels of aluminum in the brains of patients are a
result rather than a cause of AD.

Low occupational attainment and education level.
Studies have found a clear correlation between
employment in jobs that are not mentally challenging
and an increased risk of AD. In addition, taking less
rather than more challenging jobs as one grows older
is associated with a higher risk of AD.

High systolic blood pressure.

High blood cholesterol levels. When both high sys-
tolic blood pressure and high cholesterol are present,
the risk of developing AD increases by a factor of 3.5.

Mild cognitive impairment (MCI). Mild cognitive
impairment is a transitional decline in cognitive func-
tioning that precedes the onset of AD. MCI is char-
acterized primarily by memory loss while other
cognitive functions remain intact. Persons with
MCI are at higher risk for AD than people who do
not develop the condition; 12% of people with mild
cognitive impairment develop Alzheimer’s disease
each year, compared with 1-2% per year of people
without MCI. After four years, 40% of people diag-
nosed with mild cognitive impairment have clear
symptoms of Alzheimer’s disease.

Diet. Researchers suspect that a high-cholesterol,
high-fat diet may be implicated in the onset of AD.
High levels of an amino acid called homocysteine
may also be a risk factor for late-onset AD.

Symptoms

The symptoms of AD can be grouped into three
categories: cognitive deficits, or losses of brain func-
tion related to memory and learning; behavioral and
psychiatric symptoms of dementia, or BPSD; and
problems with activities of daily life, or ADLs.

GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION 39

IseasIp s, JWIRYZ|Y



Alzheimer’s disease

COGNITIVE DEFICITS. There are four major symp-
toms of loss of cognitive capacities in AD:

. Amnesia. Amnesia refers to memory impairment;
however, loss of short-term memory also means
that the patient loses his or her sense of time as well.

« Aphasia. Aphasia refers to loss of language function.
The person may not remember the names of objects
and may use words like “thing” or “it” instead; they
may echo what other people say or repeat a word or
phrase over and over. On occasion the person may
lose the ability to speak except for curse words.

Apraxia. Apraxia is the loss of the ability to perform
voluntary movements in the absence of paralysis.
For example, person with apraxia may have trouble
putting on a hospital gown or brushing his or her
teeth.

Agnosia. Agnosia comes from a Greek word that
means “to not know”, and refers to inability to rec-
ognize familiar places and people. Patients with agno-
sia may even fail to recognize their own face in a
mirror.

NEUROPSYCHIATRIC SYMPTOMS. Symptoms asso-
ciated with BPSD include:

« Depression. Depression associated with AD is
thought to result from the lowered production of
the neurotransmitter serotonin. Depression in AD
can be treated with medication, usually with one of
the selective serotonin reuptake inhibitors, or SSRIs.

« Delusions. A delusion is a false belief that a person
maintains even when presented with contrary evi-
dence. For example, patients with AD may say that
a person is stealing their things when they cannot
remember where they have put them. Suspicions of
other people caused by delusions can sometimes be
treated with medication.

« Wandering. This behavior may result from becoming
disoriented and getting lost, but sometimes people
with AD wander for no apparent reason. The Alz-
heimer’s Association in Chicago has a Safe Return
Hotline that can be contacted for information about
registering a patient with AD. If the registered
patient should wander from home, the Safe Return
Hotline can help identify the patient and return him
or her to their family or nursing home.

Hallucinations. Like delusions, hallucinations in AD
patients are thought to be related to the deterioration
of the patient’s brain tissue. In a hallucination, the
patient has a sensory experience that is real to him or
her but not to other people. Hallucinations can affect
any of the senses, but most are either visual or audi-
tory. For example, a patient with AD may say that he
or she sees little Martians in the corner of the room,

or that he or she hears the voice of a long-dead parent
calling to them. Hallucinations are sometimes caused
by medications that the patient may be taking.

. Aggression. Aggression refers to hitting, shoving,
pushing, or threatening behavior.

. Agitation. Agitation refers to emotionally excited
behavior (screaming, shouting, cursing, pacing, fidg-
eting, etc.) that is disruptive or unsafe. Agitation may
result from the changes in the patient’s brain tissue,
or it may be a symptom of depression associated with
Alzheimer’s disease.

For most of the twentieth century, studies of
patients with AD focused on the cognitive symptoms
of the disorder. It was not until the 1980s and 1990s
that researchers began to look more closely at the
behavioral and psychiatric symptoms of AD. Such
methods of standardized assessment of these symp-
toms as the neuropsychiatric inventory are very recent
developments.

PROBLEMS WITH ACTIVITIES OF DAILY LIVING
(ADLS). Needing help with ADLs, or personal care
activities that are part of everyday living, is among
the earliest symptoms of AD. The functions that are
often affected include:

. eating, including simple cooking and washing dishes

. bathing, showering, or shaving

. grooming and dressing in clothing appropriate to the
weather and activity

. toileting

. other aspects of personal hygiene (brushing teeth or
cleaning dentures, washing hair, etc.)

. shopping for groceries and other necessary items

Health care professionals usually assess the ADLs
of a patient diagnosed with AD in order to determine
what type of care is needed.

Demographics

Some demographic statistics in the developed
countries have already been cited in the context of
risk factors for AD and public health concerns related
to the disorder.

AD is thought to be less prevalent in non-Western
developed countries such as Japan, and in less indus-
trialized countries such as India and Nigeria. How-
ever, relatively little is known about the demographics
of AD and other forms of dementia in the developing
countries. Alzheimer’s Disease International, which is
based in London, supports a group of researchers
called the 10/66 Dementia Research Group. The 10/
66 group is trying to correct the global imbalance of

40 GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION



AD research; as of 2001, fewer than 10% of all pop-
ulation-based research studies of AD and related
forms of dementia have been directed toward the
66% of people with these disorders who live outside
the developed countries.

Diagnosis

Currently, the diagnosis of AD is essentially a
process of exclusion. A skilled physician can diagnose
probable AD with 90% accuracy, but the diagnosis
can only be confirmed post mortem (after death), by
performing an autopsy and examining the patient’s
brain tissue.

Diagnostic evaluation of AD

At present, the diagnostic process includes the
following components:

« Clinical interview. In the absence of laboratory tests
or imaging studies that can provide definite diagno-
ses, the physician must rely on his or her clinical
judgment. In evaluating the patient, the doctor will
assess signs of cognitive impairment other than short-
term memory loss. In most cases, the doctor will ask a
family member or close friend of the patient about
the suddenness of symptom onset and the length of
time that the patient seems to have been impaired.
Physical examination. The patient will be given a
complete physical and have blood and urine samples
taken to rule out vitamin deficiencies, head trauma,
tertiary syphilis, thyroid disorders, and other possi-
ble causes of dementia. The doctor will also review
all the medications that the patient is taking (includ-
ing alternative remedies) in order to exclude reversi-
ble dementia caused by drug interactions.

Neurological examination. In early AD, the neuro-
logical findings are usually normal. If the patient
appears to have had a stroke, he or she will be referred
for a more thorough assessment by a neurologist.

Tests of cognitive function. The patient will be given
the mini-mental status examination (MMSE) and
such other tests of cognitive function as the clock
test or verbal fluency tests. The MMSE is a screening
test and should not be used by itself to make the
diagnosis of AD. In addition, the MMSE is not
very sensitive in detecting cognitive impairment in
people who previously functioned at a high level and
were well educated. It is possible for a well-educated
person to score a perfect 30 on the MMSE and still
have cognitive impairment. The clock test is a test in
which patients are asked to draw a clock face. Some-
times, patients will also be asked to include a specific

time on the clock, such as 3:20. Patients with AD
often draw the face of the clock with numbers out of
order, or all of the hour markers in a portion of the
clock face instead of evenly spaced around the face,
and often have difficulty adding the clock hands.

Neuropsychiatric evaluation. A neuropsychiatric
examination may be given to determine the pattern
of the patient’s cognitive impairment and probe his
or her level of functioning more deeply. The patient
may be asked to write a sample check, to describe
how they answer the phone, to interpret sample traf-
fic signs, and to look at a shopping list and pick out
the items on the list from a display.

Diagnostic imaging. Imaging studies are useful in
detecting such causes of dementia as a previously
undiagnosed brain tumor or abnormal brain struc-
ture. Scans can show doctors that certain areas of the
brain have lost tissue (as happens in AD), and can
strengthen a physician’s suspicion of a patient’s AD
diagnosis, but scans cannot diagnose AD on their
own. Scans are used more to rule out other possible
diagnoses and to confirm a suspected diagnosis. CT
(computed tomography) scans are commonly per-
formed, as well as MRI (magnetic resonance imag-
ing) scans in patients who are having problems
with gait or balance. PET (positron emission tomogra-
phy) and SPECT (single photon emission computed
tomography) scans can be used to evaluate patterns of
glucose (sugar) metabolism in the brain and to differ-
entiate the patterns that are characteristic of Alz-
heimer’s from those associated with vascular dementia
and Pick’s disease. PET scans are more precise than
SPECT scans, but their cost may be prohibitive.

Ethical considerations

A blood test can determine whether a person has
the APOE4 gene. However, since APOE4 is only a risk
factor for AD rather than a cause, the test cannot
determine whether a person will develop AD. The
National Institute on Aging does not recommend
using the test to screen people for AD. One reason is
that the test results are not conclusive—some people
who eventually develop AD do not carry this gene, and
some people who carry the gene do not develop AD.
Another important reason is that there are ethical impli-
cations of testing for a disease that presently has no
cure, in terms of the psychological consequences for
patients and their families and the possible loss of health
insurance and job opportunities for people found to be
carrying the gene. These considerations may change,
however, if researchers discover better treatments for
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KEY TERMS

Acetylcholine—A naturally occurring chemical in
the body that transmits nerve impulses from cell to
cell. Generally, it has opposite effects from dopa-
mine and norepinephrine; it causes blood vessels to
dilate, lowers blood pressure, and slows the heart-
beat. Central nervous system well-being is depend-
ent on a balance among acetylcholine, dopamine,
serotonin, and norepinephrine.

Agitation—Excessive restlessness or emotional dis-
turbance that is often associated with anxiety or
psychosis. Agitation may be associated with mid-
dle-stage Alzheimer’s disease.

Agnosia—Loss of the ability to recognize familiar
people, places, and objects.

Amygdala—An almond-shaped brain structure in the
limbic system that is activated in stressful situations to
trigger the emotion of fear. It is thought that the emo-
tional overreactions in Alzheimer’s patients are related
to the destruction of neurons in the amygdala.

Amyloid—A waxy translucent substance composed
mostly of protein, that forms plaques (abnormal
deposits) in the brain during the progression of Alz-
heimer’s disease.

Aphasia—Loss of language abilities.

Apolipoprotein E—A protein that transports choles-
terol through the body. One form of this protein,
APOE4, is associated with a 60% risk of late-onset AD.

Apraxia—Inability to perform purposeful movements
that is not caused by paralysis or loss of feeling.

primary dementia, more effective preventive methods,
or more reliable genetic markers for AD.

Treatments

At present the mainstay of Alzheimer’s treatment is
medication, both to slow symptom progression and to
manage the behavioral and psychiatric symptoms of AD.

Medications to slow symptom progression

The medications most commonly given to delay
the progression of symptoms in AD are a group of
drugs called cholinesterase inhibitors. These drugs
were approved by the FDA over a decade ago. They
work by slowing down the body’s destruction of the
neurotransmitter acetylcholine.

The cholinesterase inhibitors include:

« Tacrine (Cognex). This drug is the oldest cholinester-
ase inhibitor in use. It is used less often than newer

Beta amyloid protein—A starchy substance that
builds up in the brains of people with AD to form
the plaques that are characteristic of the disease.
Beta amyloid is formed when amyloid precursor
protein, or APP, is not broken down properly by the
body.

Bleomycin hydrolase—An enzyme involved in the
body’s processing of amyloid precursor protein. If
the gene that governs production of BH mutates,
the APP accumulates, producing the plaques in the
brains of patients with AD.

Brain stem—The part of the brain that is continuous
with the spinal cord and controls most basic life
functions. It is the last part of the brain that is
destroyed by Alzheimer’s disease.

Cholinesterase inhibitors—A group of medications
given to slow the progression of Alzheimer’s disease.

Delirium—A disturbance of consciousness marked
by confusion, difficulty paying attention, delusions,
hallucinations, or restlessness. It can be distin-
guished from dementia by its relatively sudden
onset and variation in the severity of the symptoms.

Dementia—A group of symptoms (syndrome) asso-
ciated with a progressive loss of memory and other
intellectual functions that is serious enough to inter-
fere with a person’s ability to perform the tasks of daily
life. Dementia impairs memory, alters personality,
leads to deterioration in personal grooming, impairs
reasoning ability, and causes disorientation.

agents because it must be taken four times a day and
may cause liver damage.

« Donepezil (Aricept). This drug is the one used most
commonly as of 2002 to treat AD. It has fewer side
effects than tacrine and can be given in one daily dose.

« Rivastigmine (Exelon). This drug is taken twice daily.

« Galantamine (Reminyl). This is the newest cholines-
terase inhibitor, approved in late 2001. It acts on an
additional acetylcholine receptor.

None of these medications provides more than
modest benefits to patients with AD: they slow the
progression of symptoms for about six months to a
year in one-third to one-half of patients with AD. In
addition, the cholinesterase inhibitors have side
effects, most commonly nausea, vomiting, diarrhea,
muscle cramps, and sleep disturbances.

Another medication that has recently been
approved for AD is memantine (Namenda). Meman-
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Down syndrome—A genetic disorder characterized
by an extra chromosome 21 (trisomy 21), mental
retardation, and susceptibility to early-onset Alz-
heimer’s disease.

Gingko—A shade tree native to China with fan-
shaped leaves and fleshy seeds with edible ker-
nels. Gingko extract is being studied as a possible
complementary or adjunctive treatment for Alz-
heimer’s disease.

Hallucination—False sensory perceptions. A person
experiencing a hallucination may “hear” sounds or
“see’”” people or objects that are not really present.
Hallucinations can also affect the senses of smell,
touch, and taste.

Hippocampus—A part of the brain that is involved in
memory formation and learning. The hippocampus
is shaped like a curved ridge and belongs to an organ
system called the limbic system.

Insidious—Proceeding gradually and inconspicu-
ously but with serious effect.

Mild cognitive impairment (MCI)—A transitional
phase of memory loss in older people that precedes
dementia or Alzheimer’s disease.

Neurofibrillary tangles—Accumulations of twisted
protein fragments found inside the nerve cells
in the brains of patients with Alzheimer’s
disease.

Neurotransmitters—Chemicals that carry nerve
impulses from one nerve cell to another. Alzheimer’s

tine is thought to regulate the activity of a neurotrans-
mitter called glutamate. When used alone or together
with donezapil, it appears to help AD patients to func-
tion better cognitively.

Because brain inflammation may contribute to
AD, researchers are studying nonsteroidal anti-inflam-
matory drugs, such as celecoxib (Celebrex) and nap-
roxen (Aleve), to see whether they can slow the onset of
AD. Recent studies have shown that naproxen and
another anti-inflammatory nonsteroid drug, rofecoxib
(Vioxx) do not, however, slow the progression of AD in
people who have already developed AD.

Medications for BPSD

Medications are also prescribed to manage the
behavioral and psychiatric symptoms of AD, which
are often quite stressful for caregivers if the patient is

disease causes a drop in the production of several
important neurotransmitters.

Plaques—Clumps or clusters of beta amyloid frag-
ments, dead or dying nerve cells, and other cellular
debris, found in the brains of patients with Alz-
heimer’s disease.

Polygenic—A trait or disorder that is determined
by a group of genes acting together. Most human
characteristics, including height, weight, and general
body build, are polygenic. Schizophrenia and late-
onset Alzheimer’s disease are considered polygenic
disorders.

Post mortem—After death. The definitive diagnosis
of Alzheimer’s disease can be made only after the
patient’s death.

Presenile dementia—An older name for Alzheimer’s
disease.

Pseudodementia—A term for a depression with
symptoms resembling those of dementia. The term
“dementia of depression” is now preferred.
Systolic—Referring to the rhythmic contraction of
the heart (systole), when the blood in the cham-
bers of the heart is forced out. Systolic blood
pressure is blood pressure measured during this
phase.

Tau protein—A protein that is involved in main-
taining the internal structure of nerve cells.
The tau protein is damaged in Alzheimer’s dis-
ease and ends up forming the neurofibrillary
tangles.

being cared for at home. These medications are usually
prescribed for specific symptoms:

« Delusions: Antipsychotic drugs, usually haloperidol
(Haldol) or risperidone (Risperdal).

« Agitation: Short-term anti-anxiety drugs, usually
lorazepam (Ativan) or buspirone (BuSpar).

« Depression: One of the selective serotonin reuptake
inhibitors (SSRIs), at half the dosage for a young adult.

« Pain: Acetaminophen or a very low dose of codeine.

In general, older patients require lower dosages
than those given to younger adults. Patients with AD
are also more susceptible to the side effects of medi-
cations. For these reasons, physicians often recom-
mend making changes in the patient’s environment
to reduce the behavioral symptoms before trying
medications.
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Alternative and complementary treatments

Some complementary therapies have been shown
to benefit patients with Alzheimer’s.

NATUROPATHY. A naturopathic approach to AD
includes supplementing antioxidant vitamins (vita-
mins A, E, and C) in the patient’s diet, along with
adding carotenoids, small amounts of selenium and
zinc, and thiamine. Research shows that vitamin E can
slow the progression of some symptoms of AD by
about seven months. Currently, research is being
done to find out whether vitamin E can prevent or
delay AD in patients who have MCI. Botanical sup-
plements that have been said to improve cognitive
function include an extract made from Gingko biloba,
a tree that is native to China. GBE, or gingko biloba
extract, is the most frequently used herbal medicine in
Europe. It is available in Germany by prescription and
in an over-the-counter form, and has been approved
by the German Commission E for dementia-related
memory loss. Gingko extract is thought to work in a
manner similar to the cholinesterase inhibitors. At
present, the National Center for Complementary and
Alternative Medicine (NCCAM) is conducting studies
of gingko extract as a treatment for Alzheimer’s.

MUSIC THERAPY. Music therapy has been found
to calm agitated patients with AD, to improve mood,
and to enhance long-term memory. Old familiar songs
are particularly effective in improving recall. In other
studies, music therapy has been shown to reduce sen-
sations of chronic pain in patients with AD.

Prognosis

There is no cure for Alzheimer’s disease. The
prognosis is progressive loss of mental and bodily
functions leading to death within seven to ten years.
Some patients, however, die within three years of
diagnosis and others may survive for as long as fifteen.

Prevention

Researchers are considering several different
strategies to prevent AD. A vaccine to prevent the
formation of beta amyloid plaques was initially tested
in animals, but clinical trials in humans were stopped
because of dangerous side effects. Research on new
treatment approaches continues.

See also Dementia; Mini mental state examination
(MMSE).
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the Alzheimer’s Association as a means of identification
in the event that he or she wanders away from home.

Rebecca Frey, Ph.D.
Ruvanee Pietersz Vilhauer, PhD

I Amantadine
Definition

Amantadine is a synthetic antiviral agent that also
has strong antiparkinsonian properties. It is sold in the
United States under the brand name Symmetrel, and is
also available under its generic name.

Purpose

Amantadine is used to treat a group of side effects
(called parkinsonian side effects) that include tremors,
difficulty walking, and slack muscle tone. These side
effects may occur in patients who are taking antipsy-
chotic medications used to treat mental disorders such
as schizophrenia. An unrelated use of amantadine is
in the treatment of viral infections of some strains of
influenza A.

Description

Some medicines, called antipsychotic drugs, that
are used to treat schizophrenia and other mental dis-
orders can cause side effects similar to the symptoms
of Parkinson’s disease. The patient does not have
Parkinson’s disease, but may experience shaking in
muscles while at rest, difficulty with voluntary move-
ments, and poor muscle tone.

One way to eliminate these undesirable side effects
is to stop taking the antipsychotic medicine. Unfortu-
nately, the symptoms of the original mental disorder
usually come back, so in most cases simply stopping
the antipsychotic medication is not a reasonable
option. Some drugs that control the symptoms of Par-
kinson’s disease such as amantadine also control the
parkinsonian side effects of antipsychotic medicines.

Amantadine works by restoring the chemical bal-
ance between dopamine and acetylcholine, two neuro-
transmitter chemicals in the brain. Taking amantadine
along with the antipsychotic medicine helps to control
symptoms of the mental disorder, while reducing
parkinsonian side effects. Amantadine is in the same
family of drugs (commonly known as anticholinergic
drugs) as biperiden and trihexyphenidyl.
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Amantadine

Recommended dosage

Amantadine is available in 100-mg tablets and
capsules, as well as a syrup containing 50 mg of aman-
tadine in each teaspoonful. For the treatment of drug-
induced parkinsonian side effects, amantadine is usu-
ally given in a dose of 100 mg orally twice a day. Some
patients may need a total daily dose as high as 300 mg.
Patients who are taking other antiparkinsonian drugs
at the same time may require lower daily doses of
amantadine (e.g., 100 mg daily).

People with kidney disease or who are on hemo-
dialysis must have their doses lowered. In these
patients, doses may range from 100 mg daily to as little
as 200 mg every seven days.

Precautions

Amantadine increases the amount of the neuro-
transmitter dopamine (a central nervous system stimu-
lant) in the brain. Because of this, patients with a
history of epilepsy or other seizure disorders should
be carefully monitored while taking this drug. This
is especially true in the elderly and in patients with
kidney disease. Amantadine may cause visual distur-
bances and affect mental alertness and coordination.
People should not operate dangerous machinery or
motor vehicles while taking this drug.

Side effects

Five to ten percent of patients taking amantadine
may experience the following nervous system side effects:
« dizziness or lightheadedness
. insomnia
. nervousness or anxiety
. impaired concentration

One to five percent of patients taking amantadine
may experience the following nervous system side
effects:

. irritability or agitation

« depression

. confusion

« lack of coordination

« sleepiness or nightmares
. fatigue

« headache

In addition, up to 1% of patients may experience
hallucinations, euphoria (excitement), extreme forget-
fulness, aggressive behavior, personality changes, or

seizures. Seizures are the most serious of all the side
effects associated with amantadine.

KEY TERMS

Acetylcholine—A naturally occurring chemical in
the body that transmits nerve impulses from cell to
cell. Generally, it has opposite effects from dopa-
mine and norepinephrine; it causes blood vessels to
dilate, lowers blood pressure, and slows the heart-
beat. Central nervous system well-being is depend-
ent on a balance among acetylcholine, dopamine,
serotonin, and norepinephrine.

Anticholinergic—Related to the ability of a drug to
block the nervous system chemical acetylcholine.
When acetylcholine is blocked, patients often
experience dry mouth and skin, increased heart
rate, blurred vision, and difficulty in urinating. In
severe cases, blocking acetylcholine may cloud
thinking and cause delirium.

Dopamine—A chemical in brain tissue that serves
to transmit nerve impulses (is a neurotransmitter)
and helps to regulate movement and emotions.

Neurotransmitter—A chemical in the brain that
transmits messages between neurons, or nerve cells.

Parkinsonian—Related to symptoms associated
with Parkinson’s disease, a nervous system disorder
characterized by abnormal muscle movement of
the tongue, face, and neck, inability to walk or
move quickly, walking in a shuffling manner, rest-
lessness, and/or tremors.

Gastrointestinal side effects may also occur in
patients taking amantadine. Up to 10% of people
taking this drug experience nausea and up to 5%
have dry mouth, loss of appetite, constipation, and
vomiting. In most situations, amantadine may be con-
tinued and these side effects treated symptomatically.

Between 1% and 5% of patients taking amanta-
dine have also reported a bluish coloring of their skin
(usually on the legs) that is associated with enlargement
of the blood vessels (called livedo reticularis). This side
effect usually appears within one month to one year of
starting the drug and subsides within weeks to months
after the drug is discontinued. People who think they
may be experiencing this or other side effects from any
medication should tell their physicians.

Interactions

Taking amantadine along with other drugs used
to treat parkinsonian side effects may cause increased
confusion or even hallucinations. The combination
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of amantadine and central nervous system stimulants
(e.g., amphetamines or decongestants) may cause
increased central nervous stimulation or increase the
likelihood of seizures.

Resources
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Drug Information 2002. Bethesda, MD: American
Society of Health-System Pharmacists, 2002.
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pine.” American Journal of Psychiatry 162. 9 (Septem-
ber 2005): 1744-46.

Martinez-Martin, Pablo, and others. “Impact of Fatigue in
Parkinson’s Disease: The Fatigue Impact Scale for
Daily Use (D-FIS).” Quality of Life Research: An
International Journal of Quality of Life Aspects of
Treatment, Care and Rehabilitation 15. 4 (May 2006):
597-606.

Silver, Henry, and others. “A Double-Blind, Cross-Over
Comparison of the Effects of Amantadine or Placebo
on Visuomotor and Cognitive Function Medicated
Schizophrenia Patients.” International Clinical Psycho-
pharmacology 20. 6 (November 2005): 319-26.

OTHER

Endo Pharmaceuticals, Inc. SYMMETREL (Amantadine
Hydrochloride, USP) Tablets and Syrup: Package
Insert. <http://www.endo.com/PDF/symmetrel
pack_insert.pdf>.

Jack Raber, Pharm.D.
Ruth A. Wienclaw, PhD

Ambien see Zolpidem

I Amitriptyline
Definition

Amitriptyline is a medication used to treat various
forms of depression, pain associated with the nerves
(neuropathic pain), and to prevent migraine head-
aches. It is sold in the United States under the brand
names Elavil and Endep.

Purpose

Amitriptyline helps relieve depression and pain.
This medication, usually given at bedtime, also helps
patients sleep better.

Description

This medication is one of several tricyclic antide-
pressants, so-called because of the three-ring chemical
structure common to these drugs. Amitriptyline acts
to block reabsorption of neurotransmitters (chemicals
that transmit nerve messages in the brain). Amitripty-
line and the other tricyclic antidepressants are primar-
ily used to treat mental depression but are increasingly
being replaced by a newer and more effective group of
antidepressant drugs called selective serotonin reup-
take inhibitors (SSRIs). Amitriptyline is sometimes
prescribed to help treat pain associated with cancer.
In addition, it is sometimes prescribed for various
types of chronic pain. Tablets are available in 10, 25,
50, 70, and 150 mg.

Recommended dosage

The usual adult dose for pain management ranges
from 10 mg to 150 mg at bedtime. Patients are gener-
ally started on a low dose and the amount may be
increased as needed. Side effects, such as a dry
mouth and drowsiness, may make it difficult to
increase the dose in older adults. Bedtime dosing
helps the patient sleep. Doctors generally prescribe
75-150 mg for depression. It is given at bedtime or in
divided doses during the day. It may take 30 days for
the patient to feel less depressed. Pain relief is usually
noticed sooner than the mood change. Teens and older
adults usually receive a lower dose. If the nightly dose
is missed, it should not be taken the next morning.
Taking amitriptyline during waking hours could result
in noticeable side effects. Patients should check with
their doctors if the daily dose is missed. Those on more
than one dose per day should take a missed dose as
soon as it is remembered but should not take two doses
at the same time. While amitriptyline is usually admin-
istered orally, injectable amitriptyline is available. It
should not be used in this form long-term; patients
should switch to tablets as soon as possible.

Precautions

Patients should not stop taking this medication
suddenly. The dose should gradually be decreased,
then discontinued. If the drug is stopped abruptly,
the patient may experience headache, nausea, or dis-
comfort throughout the body, and a worsening of
original symptoms. The effects of the medication last
for three to seven days after it has been stopped, and
older patients usually are more prone to some side
effects such as drowsiness, dizziness, mental confu-
sion, blurry vision, dry mouth, difficulty urinating,
and constipation. Taking a lower dose may help
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Amitriptyline

resolve these problems. Patients may need to stop this
medication before surgery.

Amitriptyline should not be given to anyone with
allergies to the drug or to patients recovering from a
heart attack. Patients taking the monoamine oxidase
inhibitors (MAOIs), Parnate (tranylcypromine) and
Nardil (phenelzine)—different types of antidepres-
sants—should not use amitriptyline in combination.
It should be administered with caution to patients
with glaucoma, seizures, urinary retention, overactive
thyroid, poor liver or kidney function, alcoholism,
asthma, digestive disorders, enlarged prostate, seizures,
or heart disease. This medication should not be given
to children under 12 years of age. Pregnant women
should discuss the risks and benefits of this medication
with their doctors, as fetal deformities have been asso-
ciated with taking this drug during pregnancy. Women
should not breastfeed while using amitriptyline.

Side effects

Common side effects include dry mouth, drowsi-
ness, constipation, and dizziness or lightheadedness
when standing. Patients can suck on ice cubes or sug-
arless hard candy to combat the dry mouth. Increased
fiber in the diet and additional fluids may help relieve
constipation. Dizziness is usually caused by a drop in
blood pressure when suddenly changing position.
Patients should slowly rise from a sitting or lying
position if dizziness is noticed. Amitriptyline may
increase the risk of falls in older adults. Patients should
not drive or operate machinery or appliances while
under the influence of this drug. Alcohol and other
central nervous system depressants can increase
drowsiness. Amitriptyline may also produce blurry
vision, irregular or fast heartbeat, high or low blood
pressure, palpitations, and an increase or decrease in a
diabetic patient’s blood sugar levels. Patients’ skin
may become more sensitive to the sun and thus direct
sunlight should be avoided by wearing protective
clothing and the application of sunscreen with a pro-
tective factor of 15 or higher.

Amitriptyline may increase appetite, cause weight
gain, or produce an unpleasant taste in the mouth.
It may also cause diarrhea, vomiting, or heartburn.
Taking this medication with food may decrease diges-
tive side effects. Other less likely side effects include
muscle tremors, nervousness, impaired sexual func-
tion, sweating, rash, itching, hair loss, ringing in the
ears, or changes in the makeup of the patient’s blood.
Patients with schizophrenia may develop an increase
in psychiatric symptoms.

KEY TERMS

Glaucoma—A group of eye diseases characterized
by increased pressure within the eye significant
enough to damage eye tissue and structures. If
untreated, glaucoma results in blindness.

Methylphenidate—A mild central nervous system
stimulant that is used to treat hyperactivity.

Monoamine oxidase inhibitors (MAOIs)—A group
of antidepressant drugs that decreases the activity
of monoamine oxidase, a neurotransmitter found in
the brain that affects mood.

Urinary retention—Excessive storage of urine in
the body.

Interactions

Patients should always tell all doctors and dentists
that they are taking this medication. It may decrease
the effectiveness of some drugs used to treat high
blood pressure and should not be taken with other
antidepressants, epinephrine and other adrenaline-
type drugs, or methylphenidate. Patients should not
take over-the-counter medications without checking
with their doctors. For instance, amitriptyline should
not be taken with Tagamet (cimetidine) or Neosy-
nephrine. Patients taking amitriptyline should avoid
the dietary supplements St. John’s wort, belladonna,
henbane, and scopolia. Black tea may decrease the
absorption of this drug. Patients should ingest the
drug and tea at least two hours apart.

See also Depression and depressive disorders;
Pharmacotherapy.
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sants and Their Effect on Sleep.” Human
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Ruth A. Wienclaw, PhD

I Amnesia
Definition

Amnesia is a partial or total loss of memory.

Description

There are numerous causes of amnesia, including
stroke, injury to the brain, surgery, alcoholism, ence-
phalitis (inflammation of the brain), and electrocon-
vulsive therapy. (Electroconvulsive therapy, or ECT,
is a treatment for various mental disorders in which
electricity is sent to the brain through electrodes.)

Contrary to the popular notion of amnesia—in
which a person suffers a severe blow to the head, for
example, and cannot recall his or her past life and
experiences—the principal symptom of amnesia is
the inability to retain new information, beginning at
the point at which the amnesia began. The capacity to

recall past experiences may vary, depending on the
severity of the amnesia.

There are two types of amnesia: retrograde and
anterograde. Retrograde amnesia refers to the loss of
memory of one’s past and can vary from person to
person. Some sufferers retain virtually full recall of
things that happened prior to the onset of amnesia;
others forget only their recent past, and still others lose
all memory of their past lives. Anterograde amnesia
refers to the inability to recall events or facts intro-
duced since the amnesia began.

The diagnostic manual used by clinicians, called
the Diagnostic and Statistical Manual of Mental Dis-
orders (DSM), lists three classifications of amnestic
disorders, described below.

Amnestic disorder due to a general medical
condition

The memory loss of amnestic disorder due to a
general medical condition can be transient or chronic.
This disorder can manifest as retrograde or anterog-
rade loss. For diagnosis, the person must experience
impairment of social or occupational functioning that
differs from their normal levels, and the memory loss
cannot occur as part of dementia or delirium. The
medical condition responsible must be confirmed by
patient history or by physical exam or lab results.

Substance-induced persisting amnestic disorder

Substance-induced persisting amnestic disorder
can occur with use of alcohol, sedatives, hypnotics,
or anxiolytics. Methotrexate, a chemotherapy drug,
can induce it, as can some toxins, including lead, mer-
cury, carbon monoxide, insecticides, or industrial sol-
vents. There are subtypes, including alcohol-induced
persisting amnestic disorder. In the alcohol-induced
form, the symptoms of Wernicke-Korsakoff syndrome
may manifest as a result of the thiamine deficiency.
Full recovery is not the norm with alcohol-induced
amnestic disorder but is possible when caused by
other drugs. The diagnostic criteria for the sub-
stance-induced form of amnestic disorder are similar
to those for that induced by a general medical condi-
tion, except that the history should show exposure to
the substance involved.

Amnestic disorder not otherwise specified

If the characteristics of the amnesia do not fit
either of the above categories, the disorder is then
classified as amnestic disorder not otherwise specified,
generally because the causative agent/event is not
known.
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Amnestic disorders

Dissociative amnesia

Dissociative amnesia is part of a different group of
disorders, the dissociative disorders. It manifests as an
inability to remember information that is personally
important, but possibly traumatic or stressful. It was
previously called Psychogenic amnesia. The memory
impairment in this disorder is reversible, and memory
loss can be of several types. It can be localized, in which
the missing memory covers a defined period of time, or
it can be selective, so that only bits and pieces of a
situation are recalled. There are also three less common
types: generalized (memories covering a lifetime are
missing); continuous (memories are missing from a
specific time period up to the present); and systematized
(only memories from specific categories of information
are missing, such as the names of family members). This
disorder can arise in a person of any age.

Amnesia is not always obvious to the casual
observer—motor skills such as tying shoelaces and bike
riding are retained, as is the ability to read and compre-
hend the meaning of words. Because of this phenom-
enon, researchers have suggested that there is more
than one area of the brain used to store memory. General
knowledge and perceptual skills may be stored in a mem-
ory separate from the one used to store personal facts.

Childhood amnesia, a term coined by Anna Freud
in the late 1940s, refers to the fact that most people
cannot recall childhood experiences during the first
three to five years of life. It has been suggested that
this type of amnesia occurs because children and
adults organize memories in different ways. The differ-
ences are based on the brain’s physical development
and communication among the different areas of the
brain involved in developing memory. Others believe
children begin remembering facts and events once they
have accumulated enough experience to be able to
relate experiences to each other.

See also Amnestic disorders; Dissociative amne-
sia; Dissociative fugue.
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National Institute on Alcohol Abuse and Alcoholism.
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National Institute of Neurological Disorders and Stroke.
“Wernicke-Korsakoff Syndrome Information Page.”
<http://www.ninds.nih.gov/disorders/wernicke_
korsakoff/wernicke-korsakoff.htm>.
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I Amnestic disorders
Definition

The amnestic disorders are a group of disorders
that involve loss of memories previously established,
loss of the ability to create new memories, or loss of
the ability to learn new information. As defined by
the mental health professional’s handbook, the Diag-
nostic and Statistical Manual of Mental Disorders,
fourth edition, text revision (2000), also known as
DSM-IV-TR, the amnestic disorders result from two
basic causes: general medical conditions that produce
memory disturbances; and exposure to a chemical
(drug of abuse, medication, or environmental toxin).
An amnestic disorder whose cause cannot be definitely
established may be given the diagnosis of amnestic
disorder not otherwise specified.

Description

The amnestic disorders are characterized by prob-
lems with memory function. There is a range of symp-
toms associated with the amnestic disorders, as well as
differences in the severity of symptoms. Some people
experience difficulty recalling events that happened or
facts that they learned before the onset of the amnestic
disorder. This type of amnesia is called retrograde
amnesia. Other people experience the inability to learn
new facts or retain new memories, which is called ante-
rograde amnesia. People with amnestic disorders do
not usually forget all of their personal history and
their identity, although memory loss of this degree of
severity occurs in rare instances in patients with disso-
ciative disorders.

Causes and symptoms
Causes

In general, amnestic disorders are caused by struc-
tural or chemical damage to parts of the brain. Prob-
lems remembering previously learned information vary
widely according to the location and the severity of
brain damage. The ability to learn and remember new
information, however, is always affected in an amnestic
disorder.
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Amnestic disorder due to a general medical con-
dition can be caused by head trauma, tumors, stroke,
or cerebrovascular disease (disease affecting the blood
vessels in the brain). Substance-induced amnestic
disorder can be caused by alcoholism, long-term
heavy drug use, or exposure to such toxins as lead,
mercury, carbon monoxide, and certain insecticides.
In cases of amnestic disorder caused by alcoholism, it
is thought that the root of the disorder is a vitamin
deficiency that is commonly associated with alcohol-
ism, known as Korsakoff’s syndrome. The causes of
transient global amnesia, or TGA, are unclear.

Symptoms

In addition to problems with information recall and
the formation of new memories, people with amnestic
disorders are often disoriented with respect to time and
space, which means that they are unable to tell an exam-
iner where they are or what day of the week it is. Most
patients with amnestic disorders lack insight into their
loss of memory, which means that they will deny that
there is anything wrong with their memory in spite of
evidence to the contrary. Others will admit that they
have a memory problem but have no apparent emo-
tional reaction to their condition. Some persons with
amnestic disorders undergo a personality change; they
may appear apathetic or bland, as if the distinctive fea-
tures of their personality have been washed out of them.

Some people experiencing amnestic disorders con-
fabulate, which means that they fill in memory gaps
with false information that they believe to be true.
Confabulation should not be confused with inten-
tional lying. It is much more common in patients
with temporary amnestic disorders than it is in people
with long-term amnestic disorders.

Transient global amnesia (TGA) is characterized
by episodes during which the patient is unable to
create new memories or learn new information, and
sometimes is unable to recall past memories. The epi-
sodes occur suddenly and are generally short. Patients
with TGA often appear confused or bewildered.

Demographics

The overall incidence of the amnestic disorders is
difficult to estimate. Amnestic disorders related to
head injuries may affect people in any age group.
Alcohol-induced amnestic disorder is most common
in people over the age of 40 with histories of prolonged
heavy alcohol use. Amnestic disorders resulting from
the abuse of drugs other than alcohol are most com-
mon in people between the ages of 20 and 40. Tran-
sient global amnesia usually appears in people over 50.
Only 3% of people who experience transient global
amnesia have symptoms that recur within a year.

Diagnosis

Amnestic disorders may be self-reported, if the
patient has retained insight into his or her memory
problems. More often, however, the disorder is diag-
nosed because a friend, relative, employer, or acquaint-
ance of the patient has become concerned about the
memory loss or recognizes that the patient is confab-
ulating, and takes the patient to a doctor for evalua-
tion. Patients who are disoriented, or whose amnesia is
associated with head trauma or substance abuse, may
be taken to a hospital emergency room.

The doctor will first examine the patient for signs
or symptoms of traumatic injury, substance abuse, or
a general medical condition. He or she may order
imaging studies to identify specific areas of brain
injury, or laboratory tests of blood and urine samples
to determine exposure to environmental toxins or
recent consumption of alcohol or drugs of abuse. If
general medical conditions and substance abuse are
ruled out, the doctor may administer a brief test of the
patient’s cognitive status, such as the mini-mental
state examination or MMSE. The MMSE is often
used to evaluate a patient for dementia, which is char-
acterized by several disturbances in cognitive func-
tioning (speech problems, problems in recognizing a
person’s face, etc.) that are not present in amnestic
disorders. The doctor may also test the patient’s abil-
ity to repeat a string of numbers (the so-called digit
span test) in order to rule out delirium. Patients with
an amnestic disorder can usually pay attention well
enough to repeat a sequence of numbers whereas
patients with delirium have difficulty focusing or shift-
ing their attention. In some cases the patient may also
be examined by a neurologist (a doctor who specializes
in disorders of the central nervous system).

If there is no evidence of a medical condition or
substance use that would explain the patient’s memory
problems, the doctor may test the patient’s memory
several times in order to rule out malingering or a
factitious disorder. Patients who are faking the symp-
toms of an amnestic disorder will usually give incon-
sistent answers to memory tests if they are tested more
than once.

DSM-IV-TR specifies three general categories of
amnestic disorders. These are: amnestic disorder due
to a general medical condition, substance-induced per-
sisting amnestic disorder, and amnestic disorder not
otherwise specified. The basic criterion for diagnosing
an amnestic disorder is the development of problems
remembering information or events that the patient
previously knew, or inability to learn new information
or remember new events. In addition, the memory
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Amnestic disorders

KEY TERMS

Anterograde amnesia—Amnesia for events that
occurred after a physical injury or emotional trauma
but before the present moment.

Confabulation—In psychiatry, the filling-in of gaps
in memory with false information that the patient
believes to be true. It is not deliberate telling of lies.

Delirium—A disturbance of consciousness marked
by confusion, difficulty paying attention, delusions,
hallucinations, or restlessness.

Dementia—A group of symptoms (syndrome) asso-
ciated with a progressive loss of memory and other
intellectual functions that is serious enough to inter-
fere with a person’s ability to perform the tasks of
daily life. Dementia impairs memory, alters person-
ality, leads to deterioration in personal grooming,
impairs reasoning ability, and causes disorientation.

Dissociation—A reaction to trauma in which the
mind splits off certain aspects of the traumatic
event from conscious awareness. Dissociation can
affect the patient’'s memory, sense of reality, and
sense of identity.

Factitious disorder—A type of mental disturbance in
which patients intentionally act physically or men-

disturbance must be sufficiently severe to affect the
patient’s social and occupational functioning, and to
represent a noticeable decline from the patient’s pre-
vious level of functioning. DSM-IV-TR also specifies
that the memory problems cannot occur only during
delirium, dementia, substance use or withdrawal.

Treatments

There are no treatments that have been proved
effective in most cases of amnestic disorder. Many
patients recover slowly over time, and sometimes recover
memories that were formed before the onset of the
amnestic disorder. Patients generally recover from
transient global amnesia without treatment. In people
judged to have the signs that often lead to alcohol-
induced persisting amnestic disorder, treatment with
thiamin may stop the disorder from developing.

Prognosis

Amnestic disorders caused by alcoholism do not
generally improve significantly over time, although in
a small number of cases the patient’s condition
improves completely. In many cases the symptoms
are severe, and in some cases warrant long-term care

tally ill without obvious benefits. It is distinguished
from malingering by the absence of an obvious
motive, and from conversion disorder by intentional
production of symptoms.

Hypnotic—A type of medication that induces sleep.

Korsakoff’s syndrome—A disorder of the central
nervous system resulting from long-term thiamin
deficiency. It is characterized by amnesia, confu-
sion, confabulation, and unsteady gait; and is most
commonly seen in alcoholics.
Malingering—Knowingly pretending to be physi-
cally or mentally ill to avoid some unpleasant duty
or responsibility, or for economic benefit.

Orientation—In psychiatry, the ability to locate one-
self in one’s environment with respect to time, place
and people.

Retrograde amnesia—Amnesia for events that
occurred before a traumatic injury.

Thiamin—A B-vitamin that is essential to normal
metabolism and nerve function, and whose absorp-
tion is affected by alcoholism.

for the patient to make sure his or her daily needs are
met. Other substance-induced amnestic disorders
have a variable rate of recovery, although in many
cases full recovery does eventually occur. Transient
global amnesia usually resolves fully.

Prevention

Amnestic disorders resulting from trauma are not
generally considered preventable. Avoiding exposure to
environmental toxins, refraining from abuse of alcohol
or other substances, and maintaining a balanced diet
may help to prevent some forms of amnestic disorders.

See also Dissociative amnesia.
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Amobarbitol see Barbiturates

I Amoxapine
Definition

Amoxapine is an oral dibenzoxazepine-derivative
tricyclic antidepressant. Formerly sold in the United
States under the brand name Asendin, it is now man-
ufactured and sold only under its generic name.

Purpose

Amoxapine is used primarily to treat depression
and to treat the combination of symptoms of anxiety
and depression. Like most antidepressants of this chem-
ical and pharmacological class, amoxapine has also been
used in limited numbers of patients to treat panic dis-
order, obsessive-compulsive disorder, attention deficit/
hyperactivity disorder, enuresis (bed-wetting), eating
disorders such as bulimia nervosa, cocaine dependency,
and the depressive phase of bipolar (manic-depressive)
disorder. It has also been used to support smoking ces-
sation programs.

Description

Tricyclic antidepressants act to change the bal-
ance of naturally occurring chemicals in the brain
that regulate the transmission of nerve impulses
between cells. Amoxapine acts primarily by increasing
the concentration of norepinephrine and serotonin
(both chemicals that stimulate nerve cells) and, to a
lesser extent, by blocking the action of another brain
chemical, acetylcholine. Amoxapine shares most of

the properties of other tricyclic antidepressants, such
as amitriptyline, clomipramine, desipramine, imipr-
amine, nortriptyline, protriptyline, and trimipr-
amine. Studies comparing amoxapine with these
other drugs have shown that amoxapine is no more
or less effective than other antidepressants of its type.
Its choice for treatment is as much a function of
physician preference as any other factor.

The therapeutic effects of amoxapine, like other
antidepressants, appear slowly. Maximum benefit is
often not evident for at least two weeks after starting
the drug. People taking amoxapine should be aware of
this and continue taking the drug as directed even if
they do not see immediate improvement.

Recommended dosage

As with any antidepressant, amoxapine must be
adjusted by the physician to produce the desired
therapeutic effect. Amoxapine is available as 25-mg,
50-mg, 100-mg, and 150-mg oral tablets. Therapy is
usually started at 100 to 150 mg per day and increased
to 200 to 300 mg daily by the end of the first week. If
no improvement is seen at this dose after two weeks,
the physician may increase the dose up to 400 mg per
day in outpatients and up to 600 mg per day in hospi-
talized patients. Doses up to 300 mg may be given in
single or divided doses. Doses of more than 300 mg per
day should be divided in two or three doses daily.

Because of changes in drug metabolism of older
patients, starting at about age 60, the initial dose of
amoxapine should be adjusted downward to 50 to 75
mg per day and increased to 100 to 150 mg daily by the
end of the first week. Some older patients may require
up to 300 mg daily, but doses should never be
increased beyond that.

Precautions

Like all tricyclic antidepressants, amoxapine should
be used cautiously and with close physician supervision
in people, especially the elderly, who have benign pro-
static hypertrophy, urinary retention, and glaucoma,
especially angle-closure glaucoma (the most severe
form). Before starting treatment, people with these con-
ditions should discuss the relative risks and benefits of
treatment with their doctors to help determine if amox-
apine is the right antidepressant for them.

A common problem with tricyclic antidepressants
is sedation (drowsiness, lack of physical and mental
alertness). This side effect is especially noticeable early
in therapy. In most patients, sedation decreases or
disappears entirely with time, but until then patients
taking amoxapine should not perform hazardous
activities requiring mental alertness or coordination.
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The sedative effect is increased when amoxapine is
taken with other central nervous system depressants,
such as alcoholic beverages, sleeping medications,
other sedatives, or antihistamines. It may be danger-
ous to take amoxapine in combination with these
substances. Amoxapine may increase the possibility
of having seizures. Patients should tell their physician
if they have a history of seizures, including seizures
brought on by the abuse of drugs or alcohol. These
people should use amoxapine only with caution and be
closely monitored by their physician.

Amoxapine may increase heart rate and stress on
the heart. It may be dangerous for people with cardi-
ovascular disease, especially those who have recently
had a heart attack, to take this drug or other antide-
pressants in the same pharmacological class. In rare
cases where patients with cardiovascular disease must
receive amoxapine, they should be monitored closely
for cardiac rhythm disturbances and signs of cardiac
stress or damage.

Side effects

Amoxapine shares side effects common to all tri-
cyclic antidepressants. The most frequent of these are
dry mouth, constipation, urinary retention, increased
heart rate, sedation, irritability, dizziness, and
decreased coordination. As with most side effects
associated with tricyclic antidepressants, the intensity
is highest at the beginning of therapy and tends to
decrease with continued use.

Dry mouth, if severe to the point of causing diffi-
culty speaking or swallowing, may be managed by
dosage reduction or temporary discontinuation of
the drug. Patients may also chew sugarless gum or
suck on sugarless candy in order to increase the flow
of saliva. Some artificial saliva products may give
temporary relief.

Men with prostate enlargement who take amox-
apine may be especially likely to have problems with
urinary retention. Symptoms include having difficulty
starting a urine flow and more difficulty than usual
passing urine. In most cases, urinary retention is man-
aged with dose reduction or by switching to another
type of antidepressant. In extreme cases, patients may
require treatment with bethanechol, a drug that
reverses this particular side effect. People who think
they may be experiencing any side effects from this or
any other medication should tell their physicians.

Interactions

Dangerously high blood pressure has resulted
from the combination of tricyclic antidepressants,

KEY TERMS

Acetylcholine—A naturally occurring chemical in
the body that transmits nerve impulses from cell to
cell. Generally, it has opposite effects from dopa-
mine and norepinephrine; it causes blood vessels to
dilate, lowers blood pressure, and slows the heart-
beat. Central nervous system well-being is depend-
ent on a balance among acetylcholine, dopamine,
serotonin, and norepinephrine.

Anticholinergic—Related to the ability of a drug to
block the nervous system chemical acetylcholine.
When acetylcholine is blocked, patients often
experience dry mouth and skin, increased heart
rate, blurred vision, and difficulty urinating. In
severe cases, blocking acetylcholine may cloud
thinking and cause delirium.

Benign prostate hypertrophy—Enlargement of the
prostate gland.

Norepinephrine—A neurotransmitter in the brain
that acts to constrict blood vessels and raise blood
pressure. It works in combination with serotonin.

Serotonin—A widely distributed neurotransmitter
that is found in blood platelets, the lining of the
digestive tract, and the brain, and that works in
combination with norepinephrine. It causes very
powerful contractions of smooth muscle, and is
associated with mood, attention, emotions, and
sleep. Low levels of serotonin are associated with
depression.

such as amoxapine, and members of another class of
antidepressants known as monoamine oxidase inhib-
itors (MAOI). Because of this, amoxapine should
never be taken in combination with MAOIs. Patient
taking any MAOISs, for example Nardil (phenelzine
sulfate) or Parmate (tranylcypromine sulfate), should
stop the MAOI then wait at least 14 days before start-
ing amoxapine or any other tricyclic antidepressant.
The same holds true when discontinuing amoxapine
and starting an MAOL.

Amoxapine may decrease the blood pressure—
lowering effects of clonidine. Patients who take both
drugs should be monitored for loss of blood-pressure
control and the dose of clonidine increased as needed.

The sedative effects of amoxapine are increased by
other central nervous system depressants such as alco-
hol, sedatives, sleeping medications, or medications
used for other mental disorders such as schizophrenia.
The anticholinergic effects of amoxapine are additive

54 GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION



with other anticholinergic drugs such as benztropine,
biperiden, trihexyphenidyl, and antihistamines.

See also Neurotransmitters.
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I Amphetamines
Definition

Amphetamines are a group of drugs that stimulate
the central nervous system. Some of the brand names
of amphetamines sold in the United States are Dexe-
drine, Biphetamine, Dexampex, Ferndex, Oxydess II,
Spancap No. 1, Desoxyn, and Methampex. Some
generic names of amphetamines include amphet-
amine, dextroamphetamine, and methamphetamine.

Purpose

Amphetamines stimulate the nervous system and
are used in the treatment of depression, obesity, atten-
tion deficit disorders such as attention deficit/hyper-
activity disorder (ADHD), and narcolepsy, a disorder
that causes individuals to fall asleep at inappropriate
times during the day. Amphetamines produce consid-
erable side effects and are especially toxic in large
quantities. Amphetamines are commonly abused as
recreational drugs and are highly addictive.

Description

Amphetamines are usually given orally and their
effects can last for hours. Amphetamines produce
their effects by altering chemicals that transmit nerve
messages in the body.

Recommended dosage

Stimulants approved by the U.S. Food and Drug
Administration (FDA) for treatment of ADHD are
methylphenidate (which occurs under several trade
names, including Ritalin), mixed amphetamine salts
(trade name Adderall), and dextroamphetamine (trade

Amphetamine sulfate. (David Hoffman Photo Library/Alamy)

name Dexedrine). These comparatively short-acting
stimulants necessitate several doses through the day to
maintain appropriate levels. Some long-acting forms are
available, such as Ritalin LA and Adderall XR, and
there is also a transdermal patch (trade name Daytrana)
for delivery of methylphenidate through the skin.

The typical dose for amphetamines in the treat-
ment of narcolepsy in adults ranges from 5 mg to 60
mg per day. These daily doses are usually divided into
at least two small doses taken during the day. Doses
usually start on the low end of the range and are
increased until the desired effects occur. Children
over the age of 12 years with narcolepsy receive 10
mg per day initially. Children between the ages of six
and 12 years start with 5 mg per day. The typical dose
for adults with obesity ranges from 5 mg to 30 mg per
day given in divided doses. The medication is usually
given about one-half hour to one hour before meals.

Precautions

Stimulant use in children with ADHD has been
associated in some studies with sudden death in a
small number of cases, leading to widespread concern;
however, subsequent studies have found no difference
in sudden death rates among children taking stimu-
lants for ADHD and the general population using no
medication. Use of these medications is not recom-
mended for people who have known heart disease.

Another stimulant-related concern is the effects of
these drugs on growth rate. Studies do indicate that
while a child is taking stimulants, growth rate can
slow. Some practitioners may recommend “drug hol-
idays,” in which the child stops taking the drug when
circumstances require less focus or self-discipline, such
as over a summer vacation. Studies indicate that the
adverse effects on growth rate are eliminated by these
drug holidays.
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One of the drugs that has been used to treat
ADHD, pemoline (trade name Cylert) is not recom-
mended as a first-line approach to ADHD because of
the potential for serious side effects related to the liver.

People who are taking amphetamines should not
stop taking these drugs suddenly. The dose should be
lowered gradually and then discontinued. Amphet-
amines should only be used while under the super-
vision of a physician. People should generally take
the drug early in the day so that it does not interfere
with sleep at night. Hazardous activities should be
avoided until the person’s condition has been stabi-
lized with medication. The effects of amphetamine can
last up to 20 hours after the medication has last been
taken. Amphetamine therapy given to women for
medical reasons does not present a significant risk of
congenital disorders to the developing fetus. In such
cases, a mild withdrawal in the newborn may occur.
However, illicit use of amphetamines for nonmedical
reasons presents a significant risk to the fetus and the
newborn because of uncontrolled doses. Methamphet-
amine use during pregnancy, for example, has been
associated with fetal growth retardation, premature
birth, and heart and brain abnormalities.

Amphetamines are highly addictive and should be
used only if alternative approaches have failed. They
should be used with great caution in children under
three years of age, in anyone with a history of slightly
elevated blood pressure, people with neurological tics,
and in individuals with Tourette’s syndrome. Individ-
uals with a history of an overactive thyroid should
not take amphetamines, nor should those with mod-
erate-to-severe high blood pressure, the eye disease
called glaucoma, severe arteriosclerosis (hardening of
the arteries), or psychotic symptoms (hallucinations
and delusions). Individuals with a history of drug
abuse, psychological agitation, or cardiovascular sys-
tem disease should also not receive amphetamine ther-
apy. In addition, patients who have taken a type of
antidepressant called monoamine oxidase inhibitors
(MAOIs) within the last 14 days should not receive
amphetamines. MAOIs include phenelzine (Nardil)
and tranylcypromine (Parnate).

Side effects

The most common side effects that are associated
with amphetamines include the development of an
irregular heartbeat, increased heart rate or blood
pressure, dizziness, insomnia, restlessness, headache,
shakiness, dry mouth, metallic taste, diarrhea, consti-
pation, and weight loss. Other side effects can include

KEY TERMS

Anticonvulsant drugs—Medications that relieve or
prevent seizures.

Arteriosclerosis—A thickening, hardening, and
loss of elasticity of the walls of the arteries.

Attention deficit disorder—A condition that
mostly affects children and involves the inability
to concentrate on various tasks.

Congenital—Present at birth.

Glaucoma—A group of eye diseases characterized
by increased pressure within the eye significant
enough to damage eye tissue and structures. If
untreated, glaucoma results in blindness.

Monoamine oxidase inhibitors (MAOIls)—A group
of antidepressant drugs that decreases the activity
of monoamine oxidase, a neurotransmitter in the
brain that affects mood.

Tic—A sudden involuntary behavior that is difficult
or impossible for the person to suppress. Tics may
be either motor (related to movement) or vocal, and
may become more pronounced under stress.

Tourette’s syndrome—A neurological disorder
characterized by multiple involuntary movements
and uncontrollable vocalizations called tics that
come and go over years, usually beginning in child-
hood and becoming chronic. Sometimes the tics
include inappropriate language.

Tricyclic antidepressants—Antidepressant medi-
cations that have the common characteristic of a
three-ring nucleus in their chemical structure.
Imipramine and amitriptyline are examples of tri-
cyclic antidepressants.

changes in sexual drive, nausea, vomiting, allergic
reactions, chills, depression, irritability, and other
problems involving the digestive system. High doses,
whether for medical purposes or illicit ones, can cause
addiction, dependence, increased aggression, and, in
some cases, psychotic episodes.

Interactions

Patients taking amphetamines should always tell
their physicians and dentists that they are using this
medication. Patients should consult their physicians
before taking any over-the-counter medications while
taking amphetamines. The interaction between over-
the-counter cold medications with amphetamine, for
instance, is particularly dangerous because this
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combination can significantly increase blood pressure.
Such cold medications should be avoided when using
amphetamines unless a physician has carefully ana-
lyzed the combination.

The combination of amphetamines and antacids
slows down the ability of the body to eliminate the
amphetamine. Furazolidone (Furoxone) combined
with amphetamine can significantly increase blood
pressure. Sodium bicarbonate can reduce the amount
of amphetamine eliminated from the body, thereby
dangerously increasing amphetamine levels in the
body. Certain medications taken to control high
blood pressure, including guanadrel (Hylorel) and
guanethidine (Ismelin), MAOIs, and selegiline (Eld-
epryl) should not be used in conjunction with amphet-
amines. In addition, antihistamines, anticonvulsant
drugs, and tricyclic antidepressants including desipr-
amine (Norpramin) and imipramine (Tofranil) should
not be combined with amphetamines.

See also Attention deficit/hyperactivity disorder;
Tic disorders.
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I Amphetamines and related
disorders

Definition

Amphetamines are a group of powerful and
highly addictive substances that dramatically affect
the central nervous system. They induce a feeling of
well-being and improve alertness, attention, and per-
formance on various cognitive and motor tasks.
Closely related are the so-called substitute amphet-
amines, which include MDMA, also known as ecstasy
and methamphetamine. Finally, some over-the-coun-
ter drugs used as appetite suppressants also have
amphetamine-like action. Amphetamine-related dis-
orders refer to the effects of abuse, dependence, and
acute intoxication stemming from inappropriate
amphetamine and amphetamine-related drug usage.

Description

Several amphetamines are currently available in
the United States, including dextroamphetamine
(Dexedrine) and methylphenidate (Ritalin). These
Schedule IT stimulants (those the U.S. Drug Enforce-
ment Agency considers to have medical usefulness and
a high potential for abuse), known to be highly addic-
tive, require a triplicate prescription that cannot be
refilled. Amphetamines are also known as sympatho-
mimetics, stimulants, and psychostimulants. Metham-
phetamine, the most common illegally produced
amphetamine, goes by the street name of “speed,”
“meth,” or “chalk.” When it is smoked, it is called
“ice,” “crystal,” “crank,” or “glass.” Methamphet-
amine is a white, odorless, bitter-tasting crystalline
powder that dissolves in water or alcohol.

The leaves of the East African bush Catha edulis can
be chewed for their stimulant effects. This drug, cath-
inone or Khat, has an effect on most of the central
nervous system, in addition to providing the other
properties of amphetamines. Also, manufacture of
methamphetamine in illegal laboratories has increased
dramatically in recent years, leading to stricter laws
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governing the sale of products containing ephedrine or
pseudoephedrine, the primary components of this drug.

Amphetamines intended for medical use were first
used in nasal decongestants and bronchial inhalers.
Early in the 1900s, they were also used to treat several
medical and psychiatric conditions, including atten-
tion-deficit disorders, obesity, depression, and narco-
lepsy (a rare condition in which individuals fall asleep
at dangerous and inappropriate moments and cannot
maintain normal alertness). They are still used to treat
these disorders today.

In the 1970s, governmental agencies initiated restric-
tions increasing the difficulty of obtaining amphetamines
legally through prescription. During this same time
period, a drug chemically related to the amphetamines
began to be produced. This so-called designer drug, best
known as “ecstasy,” but also as MDMA, XTC, and
Adam, has behavioral effects that combine amphet-
amine-like and hallucinogen-like properties.

The structure of amphetamines differs signifi-
cantly from that of cocaine, even though both are
stimulants with similar behavioral and physiological
effects. Like cocaine, amphetamine results in an accu-
mulation of the neurotransmitter dopamine in the
prefrontal cortex. It is this excessive dopamine con-
centration that appears to produce the stimulation
and feelings of euphoria experienced by the user.
Cocaine is much more quickly metabolized and
removed from the body, whereas amphetamines have
a much longer duration of action. A large percentage
of the drug remains unchanged in the body, leading to
prolonged stimulant effects.

The handbook that mental health professionals
use to diagnose mental disorders is the Diagnostic
and Statistical Manual of Mental Disorders, also
known as the DSM. The 2000 edition of this manual
(the fourth edition, text revision, also known as DSM-
IV-TR) describes four separate amphetamine-related
disorders. These are:

. amphetamine dependence: Refers to chronic or epi-
sodic binges (known as “speed runs”), with brief
drug-free periods of time in between use.

. amphetamine abuse: Less severe than dependence.
Individuals diagnosed with amphetamine abuse
have milder but nevertheless still substantial prob-
lems due to their drug usage.

. amphetamine intoxication: Refers to serious malad-
aptive behavioral or psychological changes that
develop during, or shortly after, use of an amphet-
amine or related substance.

. amphetamine withdrawal: Refers to symptoms that
develop within a few hours to several days after

reducing or stopping heavy and prolonged amphet-
amine use. Withdrawal symptoms are, in general,
opposite to those seen during intoxication, and
include fatigue, vivid and unpleasant dreams, insom-
nia or hypersomnia (too much sleep), increased
appetite, and agitation or slowing down.

Causes and symptoms
Causes

All amphetamines are rapidly absorbed when
taken orally, and even more rapidly absorbed when
smoked, snorted, or injected. Tolerance develops with
both standard and designer amphetamines, leading to
the need for increasing doses by the user.

Amphetamines, such as dextroamphetamine,
methamphetamine, and methylphenidate, produce
their primary effects by causing the release of catechol-
amines, especially the nerve-signaling molecule or neu-
rotransmitter dopamine, in the brain. These effects are
particularly strong in areas of the brain associated
with pleasure, specifically, the cerebral cortex and the
limbic system, known as the “reward pathway.” The
effect on this pathway is probably responsible for the
addictive quality of the amphetamines.

MDMA causes the release of the neurotransmit-
ters dopamine and serotonin and the neurohormone
norepinephrine. Serotonin is responsible for produc-
ing the hallucinogenic effects of the drug.

Symptoms

According to the DSM-IV-TR, symptoms of
heavy, chronic, or episodic use of amphetamine,
known as amphetamine dependence, can be very seri-
ous. Amphetamine dependence is characterized by
compulsive drug-seeking and drug use, leading to func-
tional and molecular changes in the brain. Aggressive
or violent behavior may occur, especially when high
doses are ingested. Individuals may develop anxiety or
paranoid ideas, also with the possibility of experiencing
terrifying psychotic episodes that resemble schizophre-
nia, with visual or auditory hallucinations, delusions
such as the sensation of insects creeping on the skin
(known as “formication”), hyperactivity, hypersexual-
ity, confusion, and incoherence. Amphetamine-induced
psychosis differs from true psychosis in that despite
other symptoms, the disorganized thinking that is a
hallmark of schizophrenia tends to be absent. Amphet-
amine dependence consistently affects relationships at
home, school, and/or work.

Amphetamine abuse is less serious than depend-
ence, but can cause milder versions of the symptoms

58 GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION



described above, as well as problems with family, school,
and work. Legal problems may stem from aggressive
behavior while using, or from obtaining drugs illegally.
Individuals may continue to use despite the awareness
that usage negatively impacts all areas of their lives.

Acute amphetamine intoxication begins with a
“high” feeling that may be followed by feelings of
euphoria. Users experience enhanced energy, becoming
more outgoing and talkative, and more alert. Other
symptoms include anxiety, tension, grandiosity, repet-
itive behavior, anger, fighting, and impaired judgment.

In both acute and chronic intoxication, individu-
als may experience dulled feelings, along with fatigue
or sadness, and social withdrawal. These behavioral
and psychological changes are accompanied by other
signs and symptoms including increased or irregular
heartbeat, dilation of the pupils, elevated or lowered
blood pressure, heavy perspiring or chills, nausea and/
or vomiting, motor agitation or retardation, muscle
weakness, respiratory depression, chest pain, and
eventually confusion, seizures, coma, or a variety of
cardiovascular problems, including stroke. With
amphetamine overdoses, death can result if treatment
is not received immediately. Long-term abuse can lead
to memory loss as well, and contributes to increased
transmission of hepatitis and HIV/AIDS. Impaired
social and work functioning is another hallmark of
both acute and chronic intoxication.

Following amphetamine intoxication, a “crash”
occurs with symptoms of anxiety, shakiness, depressed
mood, lethargy, fatigue, nightmares, headache, perspir-
ing, muscle cramps, stomach cramps, and increased
appetite. Withdrawal symptoms usually peak in two
to four days and are gone within one week. The most
serious withdrawal symptom is depression, possibly
very severe and leading to suicidal thoughts.

Use of so-called designer amphetamines, such as
MDMA, leads to similar symptoms. Users also report
a sense of feeling unusual closeness with other people
and enhanced personal comfort. They describe seeing
an increased luminescence of objects in the environ-
ment, although these hallucinogenic effects are less
than those caused by other hallucinogens, such as
LSD. Some psychotherapists have suggested further
research into the possible use of designer amphet-
amines in conjunction with psychotherapy. This idea
is highly controversial, however.

As with other amphetamines, use of MDMA pro-
duces cardiovascular effects of increased blood pres-
sure, heart rate, and heart oxygen consumption.
People with pre-existing heart disease are at increased
risk of cardiovascular catastrophe resulting from
MDMA use. MDMA is not processed and removed

from the body quickly and remains active for a long
period of time. As a result, toxicity may rise dramati-
cally when users take multiple doses over brief time
periods, leading to harmful reactions such as dehydra-
tion, hyperthermia, and seizures.

MDMA tablets often contain other drugs, such as
ephedrine, a stimulant, and dextromethorphan, a cough
suppressant with PCP-like effects at high doses. These
additives increase the harmful effects of MDMA. They
also appear also to have toxic effects on the brain’s
serotonin system. In tests of learning and memory, peo-
ple who use MDMA perform more poorly than people
who do not use. Research with primates shows that
MDMA can cause long-lasting brain damage. Exposure
to MDMA during the period of pregnancy in which the
fetal brain is developing is associated with learning def-
icits that last into adulthood.

Demographics

Amphetamine dependence and abuse occur at all
levels of society, most commonly among 18- to 30-
year-olds. Intravenous use is more common among
individuals from lower socioeconomic groups, and
has a male-to-female ratio of three or four to one.
Among people who do not use intravenously users,
males and females are relatively equally divided.

Of greatest recent concern has been the rise in the
use of methamphetamine, although in some areas, this
increase has leveled off in recent years. The lifetime
prevalence of methamphetamine abuse among U.S.
students in grade 12 fell from 6.2% of respondents to
4.5% over two years in one recent government survey.
However, in some metropolitan areas, including
Atlanta, Denver, Honolulu, and Phoenix, use has
increased, and there was a 15% increase in metham-
phetamine treatment admissions in St. Louis from
2004 to 2005. In some parts of Texas, this drug has
replaced crack as a drug of choice. Another national
survey found that 10.4 million Americans age 12 or
older had tried methamphetamine at least once in their
lives. The problem seems to be particularly concerning
in Western states, although it is spreading quickly in
the South and Midwest, being reported as the fastest-
growing problem in metropolitan Atlanta in 2006.

Diagnosis
Classic amphetamines

Four classic amphetamine-related diagnostic cat-
egories are listed in the DSM-IV-TR. These are:

. amphetamine dependence
. amphetamine abuse
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. amphetamine intoxication
. amphetamine withdrawal

Amphetamine dependence refers to chronic or
episodic use of amphetamines, involving drug binges
known as “speed runs.” These episodes are punctu-
ated by brief, drug-free periods. Aggressive or violent
behavior is associated with amphetamine dependence,
particularly when high doses are ingested. Intense but
temporary anxiety may occur, as well as paranoid
ideas and psychotic behavior resembling schizophre-
nia. Increased tolerance and withdrawal symptoms are
part of the diagnostic picture. Conversely, some indi-
viduals with amphetamine dependence become sensi-
tized to the drug, experiencing increasingly greater
stimulation, and other negative mental or neurological
effects, even from small doses.

Amphetamine abuse, while not as serious as
amphetamine dependence, can also cause multiple
problems. Legal difficulties are common, in addition
to increased arguments with family and friends. If
tolerance or withdrawal occur, amphetamine depend-
ence is diagnosed.

Amphetamine intoxication refers to serious
behavioral or psychological changes that develop dur-
ing, or shortly after, use of amphetamine. Intoxication
begins with a “high” feeling, followed by euphoria,
enhanced energy, talkativeness, hyperactivity, restless-
ness, hypervigilance indicated by an individual’s
extreme sensitivity, and closely observant of every-
thing in the environment. Other symptoms are anxi-
ety, tension, repetitive behavior, anger, fighting, and
impaired judgment. With chronic intoxication, there
may be fatigue or sadness and withdrawal from others.
Other signs and symptoms of intoxication are
increased heart rate, dilation of the pupils, elevated
or lowered blood pressure, perspiration or chills, nau-
sea or vomiting, weight loss, cardiac irregularities,
and, eventually, confusion, seizures, coma, or death.

During amphetamine withdrawal, intense symp-
toms of depression are typical. Additional diagnostic
symptoms are fatigue, vivid and unpleasant dreams,
insomnia or sleeping too much, increased appetite,
and agitation.

Treatments

According to the National Institute on Drug
Abuse (NIDA), the most effective treatments for
amphetamine addiction are cognitive-behavioral inter-
ventions. These are psychotherapeutic approaches that
help individuals learn to identify and change their
problematic patterns of thoughts and beliefs. As a
result of changed thoughts and beliefs, feelings become

more manageable and less painful. Interventions also
help individuals increase their skills for coping with
life’s stressors. Amphetamine recovery groups, and
Narcotics Anonymous also appear to help.

No specific medications are known to exist that are
helpful for treating amphetamine dependence. On occa-
sion, antidepressant medications can help combat the
depressive symptoms frequently experienced by people
who are newly abstinent from amphetamine use.

Overdoses of amphetamines are treated in estab-
lished ways in emergency rooms. Because hyperther-
mia (elevated body temperature) and convulsions are
common, emergency room treatment focuses on
reducing body temperature and administering anti-
convulsant medications.

Acute methamphetamine intoxication is often
handled by observation in a safe, quiet environment.
When extreme anxiety or panic is part of the reaction,
treatment with antianxiety medications may be help-
ful. In cases of methamphetamine-induced psychoses,
short-term use of antipsychotic medications is usually
successful.

Prognosis
Classic amphetamines

According to the DSM-IV-TR, some individuals
who develop abuse or dependence on amphetamines
initiate use in an attempt to control their weight. Others
become introduced through the illegal market.
Dependence can occur very quickly when the substance
is used intravenously or is smoked. The few long-term
data available show a tendency for people who have
been dependent on amphetamines to decrease or stop
using them after 8 to 10 years. This may result from the
development of adverse mental and physical effects
that emerge with long-term dependence. Few data are
available on the long-term course of abuse.

Designer amphetamines

The NIDA reports that studies provide direct evi-
dence that chronic use of MDMA causes brain damage
in humans. Using advanced brain imaging techniques,
one study found that MDMA harms neurons that
release serotonin. Serotonin plays an important role
in regulating memory and other mental functions.

In a related study, researchers found that people
who heavily use MDMA have memory problems that
persist for at least two weeks after stopping use of the
drug. Both studies strongly suggest that the extent of
damage is directly related to the amount of MDMA
used.
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Amphetamine abuse—An amphetamine problem in
which the user experiences negative consequences
from the use, but has not reached the point of
dependence.

Amphetamine dependence—The most serious type
of amphetamine problem.

Amphetamine intoxication—The effects on the body
that develop during or shortly after amphetamine
use.

Amphetamine withdrawal—Symptoms that develop
shortly after reducing or stopping heavy amphet-
amine use.

Amphetamines—A group of powerful and highly
addictive substances that stimulate the central nerv-
ous system. Amphetamines may be prescribed for
various medical conditions, but are often purchased
illicitly and abused.

Catecholamine—A group of neurotransmitters syn-
thesized from the amino acid tyrosine and released
by the hypothalamic-pituitary-adrenal system in the
brain in response to acute stress. The catecholamines
include dopamine, serotonin, norepinephrine, and
epinephrine.

Catha edulis—Leaves of an East African bush that
can be chewed for their stimulant effect.

Designer amphetamines—Substances close in
chemical structure to classic amphetamines that pro-
vide both stimulant and hallucinogenic effects.

Prevention

In 1999, NIDA began a program known as the
“Club Drug Initiative” in response to recent increases
in abuse of MDMA and other drugs used in similar
environments. This ongoing program seeks to increase
awareness of the dangers of these drugs among teens,
young adults, parents, and community members.

Research indicates a pervasive perception among
users that MDMA is a “fun” drug with minimal risks.
This myth might point to the main reason for the
widespread increase in the drug’s abuse. The Club
Drug Initiative seeks to make the dangers of
MDMA use far better known. Evidence of the pro-
gram’s initial success with this initiative might be seen
in what is considered a growing perception by high
school seniors that MDMA is a dangerous drug.

See also Addiction; Appetite suppressants; Cog-
nitve-behavioral therapy; Disease concept of chemical

Dopamine—A chemical in brain tissue that serves to
transmit nerve impulses (is a neurotransmitter) and
helps to regulate movement and emotions. Large
amounts of dopamine are released following inges-
tion of amphetamines.

Ecstasy—Best known of the so-called designer
amphetamines, also known as MDMA. It produces
both stimulant and hallucinogenic effects.

Ephedrine—An amphetamine-like substance used
as a nasal decongestant.

Formication—The sensation of bugs creeping on the
skin.

Hyperthermia—Elevated body temperature result-
ing from ingestion of amphetamines.

Methamphetamine—The most common illegally
produced amphetamine.

Serotonin—A widely distributed neurotransmitter
that is found in blood platelets, the lining of the
digestive tract, and the brain, and that works in com-
bination with norepinephrine. It causes very power-
ful contractions of smooth muscle, and is associated
with mood, attention, emotions, and sleep. Low lev-
els of serotonin are associated with depression. Large
amounts of serotonin are released after ingestion of
MDMA.

“Speed run”—The episodic bingeing on amphet-
amines.

dependency; Narcolepsy; Obesity; Relapse and relapse
prevention; Self-help groups; Support groups.
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Anafranil see Clomipramine

I Anorexia nervosa
Definition

Anorexia nervosa (AN) is an eating disorder char-
acterized by an intense fear of gaining weight and
becoming fat. Because of this fear, the affected indi-
vidual starves herself or himself, and the person’s
weight falls to about 85% (or less) of the normal
weight for age and height.

Description

AN affects females more commonly than males—
90% of those affected are female. Typically, the dis-
order begins when an adolescent or young woman of
normal or slightly overweight stature decides to diet.
As weight falls, the intensity and obsession with diet-
ing increases. Affected persons may also increase
physical exertion or exercise as weight decreases to

lose more pounds. An affected person develops pecu-
liar rules concerning exercise and eating. Weight loss
and avoidance of food is equated in these patients with
a sense of accomplishment and success. Weight gain
is viewed as a sign of weakness (“succumbing to eat-
ing”) and as failure. Eventually, the affected person
becomes increasingly focused on losing weight and
devotes most efforts to dieting and exercise.

Anorexia nervosa is a complex eating disorder
that has biological, psychological, and social conse-
quences for those who suffer from it. When diagnosed
early, the prognosis for AN is good.

Demographics

AN is considered to be a rare illness. The preva-
lence even in high-risk groups and high-risk situations
is approximately 0.5-1%. Partial disorders (diagnosed
when symptoms are present, but do not meet the full
criteria as established in the DSM) are more com-
monly seen in psychological practice. The incidence
(number of new cases) of AN has increased during the
last 50 years due to increased societal concerns regard-
ing body shape, weight, and appearance. Some occu-
pations such as ballet dancing and fashion modeling
may predispose persons to develop AN, due to preoc-
cupation with physical appearance. This disorder usu-
ally affects women more than men in a ratio of about
one to 10.

Causes and symptoms
Causes

The exact causes of AN are not currently known,
but the current thinking about AN is that it is caused
by multiple factors. There are several models that can
identify risk factors and psychological conditions that
predispose persons to develop AN. The predisposing
risk factors include:

. female gender

« perfectionism

. personality factors, including being eager to please
other persons and high expectations for oneself

. family history of eating disorders
. living in an industrialized society

. difficulty communicating negative emotions such as
anger or fear

« difficulty resolving problems or conflict
. low self-esteem

Research indicates that genetic factors play a role
in more than half of anorexia cases. Genetic factors
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Self-portrait done by a girl while in treatment for anorexia nervosa. (Photo Researchers, Inc.)

can also predispose an individual to behaviors that
make her susceptible to AN, such as perfectionism,
obsessive-compulsive disorder, and anxiety.

Specialists in family therapy have demonstrated
that dysfunctional family relationships and impaired
family interaction can contribute to the development
of AN. Mothers of persons with AN tend to be intru-
sive, perfectionistic, overprotective, and have a fear of
separation. Fathers of AN-affected individuals are
often described as passive, withdrawn, moody, emo-
tionally constricted, obsessive, and ineffective. Socio-
cultural factors include the messages given by society
and the culture about women’s roles and the thinness
ideal for women’s bodies. Developmental causes can
include adolescent “acting out” or fear of adulthood
transition. In addition, there appears to be a genetic
correlation, because AN occurs more commonly in
biological relatives of persons who have this disorder.

Precipitating factors are often related to the devel-
opmental transitions common in adolescence. The
onset of menstruation may be threatening in that it
represents maturation or growing up. During this time
in development, females gain weight as part of the
developmental process, and this gain may cause a
decrease in self-esteem. Development of AN could be
a way that the adolescent retreats back to childhood so
as not to be burdened by maturity and physical con-
cerns. Autonomy and independence struggles during
adolescence may be acted out by developing AN.
Some adolescents may develop AN because of their
ambivalence about adulthood or because of loneli-
ness, isolation, and abandonment they feel.

Symptoms

Most of the physical symptoms associated with AN
are secondary to starvation. The brain is affected—there
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is evidence to suggest alterations in brain size, neuro-
transmitter balance, and hormonal secretion signals
originating from the brain. Neurotransmitters are the
chemicals in the brain that transmit messages from
nerve cell to nerve cell. Hormonal secretion signals
modulate sex organ activity. Thus, when these signals
are not functioning properly, the sex organs are affected.
Significant weight loss (and loss in body fat, in partic-
ular) inhibits the production of estrogen, which is neces-
sary for menstruation. AN patients experience a loss of
menstrual periods, known as amenorrhea. Additionally,
other physiologic systems are affected by the starvation.
AN patients often have electrolyte (sodium and potas-
sium ion) imbalance and blood cell abnormalities affect-
ing both white and red blood cells. Heart function is also
compromised and a person affected with AN may
develop congestive heart failure (a chronic weakening
of the heart due to work overload), slow heart rate
(bradycardia), and abnormal rates and rhythms
(arrhythmias). The gastrointestinal tract is also affected,
and a person with AN usually exhibits diminished gas-
tric motility (movement) and delayed gastric emptying.
These abnormalities may cause symptoms of bloating
and constipation. In addition, bone growth is affected
by starvation, and over the long term, AN patients can
develop osteoporosis, a bone loss disease.

Physically, persons with AN can exhibit cold hands
and feet, dry skin, hair loss, headaches, fainting, dizzi-
ness, and lethargy (loss of energy). Individuals with AN
may also develop lanugo (a fine downy hair normally
seen in infants) on the face or back. Psychologically,
these persons may have an inability to concentrate,
due to the problems with cognitive functioning caused
by starvation. Additionally, they may be irritable,
depressed, and socially withdrawn, and they obsessively
avoid food. Persons affected with AN may also have
lowered body temperature (hypothermia), and lowered
blood pressure, heart rate, glucose and white blood cells
(cells that help fight against infection). They may also
have a loss of muscle mass.

In order to diagnose AN, a patient’s symptoms
must meet the symptom criteria established in the
professional’s handbook, the Diagnostic and Statisti-
cal Manual of Mental Disorders, also called the DSM.
These symptoms include:

. refusal to maintain normal body weight, resulting in
a weight that is less than 85% of the expected weight

. an intense fear of gaining weight, even if the affected
person is underweight.

. distorted body image, obsession with body weight as
key factor in self-evaluation, or denial of the serious-
ness of the low body weight

. amenorrhea

Diagnosis

Initial assessment usually includes a careful inter-
view and history (clinical evaluation). A weight his-
tory, menstrual history, and description of daily food
intake are important during initial evaluation. Risk
factors and family history are also vital in suspected
cases. Laboratory results can reveal anemia (low red
blood cell count in the blood), lowered white blood
cells, pulse, blood pressure, and body temperature.
The decreased temperature in extremities may cause
a slight red-purple discoloration in limbs (acrocyna-
nosis). There are two psychological questionnaires
that can be administered to aid in diagnosis, called
the Eating Attitudes Test (EAT) and Eating Disorders
Inventory (EDI). The disadvantage of these tests is
that they may produce false-positive results, which
means that a test result may indicate that the test
taker has anorexia, when, actually, she or he does not.

Treatments

Persons affected with AN are often in denial, in
that they do not see themselves as thin or in need of
professional help. Education is important, as is
engagement on the part of the patient—a connection
from the patient to her treatment, so that she agrees to
be actively involved. Engagement is a necessary but
difficult task in the treatment of AN. If the affected
person’s medical condition has deteriorated, hospital-
ization may be required. Initially, treatment objectives
are focused on reversing behavioral abnormalities and
nutritional deficiencies. Emotional support and reas-
surance that eating and caloric restoration will not
make the person overweight are essential components
during initial treatment sessions. Psychosocial (both
psychological and social) issues and family dysfunc-
tion are also addressed, which may reduce the risk of
relapsing behaviors. (Relapsing behaviors occur when
an individual goes back to the old patterns that he or
she is trying to eliminate.) At present, there is no
standardized psychotherapeutic treatment model to
address the multifactorial problems associated with
AN. Cognitive-behavioral therapy (CBT) may help
to improve and modify irrational perceptions and
overemphasis of weight gain. Current treatment usu-
ally begins with behavioral interventions and should
include family therapy (if age appropriate). Psychody-
namic psychotherapy (also called exploratory psy-
chotherapy) is often helpful in the treatment of AN.
There are no medications to treat AN. Treatment for
this disorder is often long term.

Prognosis

If this disorder is not successfully diagnosed or
treated, the affected person may die of malnutrition
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Amenorrhea—Absence of menstrual periods.

Anemia—Condition that results when there is a
deficiency of oxygen in the blood. Can cause
fatigue and impair mental functions.

False-positive—A test result that is positive for a
specific condition or disorder, but this result is
inaccurate.

Lanugo—Downy hair, usually associated with
infants, that sometimes develops on the face and
back of people affected by anorexia nervosa.

and multi-organ complications. The mortality rate
among anorexia patients is between 6% and 20%.
However, early diagnosis and appropriate treatment
interventions are correlated with a favorable outcome.

Research results concerning outcome of specific
AN treatments are inconsistent. Some results, how-
ever, have been validated. The prognosis appears to be
more positive for persons who are young at onset of
the disorder, and/or who have experienced a low num-
ber of disorder-related hospitalizations. The prognosis
is not as positive for persons with long duration illness,
very low body weight, and persistent family dysfunc-
tion. Additionally, the clinical outcome can be com-
plicated by comorbid, or co-occurring or concurrent,
disorders (without any causal relationship to AN)
such as depression, anxiety, and substance abuse.

Prevention

A nurturing and healthy family environment dur-
ing developing years is particularly important. Recog-
nition of the clinical signs with immediate treatment
can possibly prevent disorder progression, and, as
stated, early diagnosis and treatment are correlated
with a favorable outcome.
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I Anosognosia
Definition

Anosognosia is a disorder in which a person who
has suffered brain injury or damage is unaware of sen-
sory, perceptual, motor, affective, or cognitive deficits.

Description

The term anosognosia was first adopted by
J. Babinski in 1914, to refer to a lack of knowledge,
awareness, or recognition, of deficits, observed in
patients with neurological impairments. The term is
derived from the roots a (without), noso (illness), and
gnosia (knowledge). The terms anosognosia, impaired
awareness, unawareness of deficits, and lack of insight
are sometimes used interchangeably in the scientific
literature. Some researchers also use the term anosog-
nosia interchangeably with the term denial of illness,
which is a condition in which patients do not acknowl-
edge that they have a deficit or disease. Others, how-
ever, distinguish anosognosia from denial of illness
based on its primary etiology. Anosognosia is thought
to be due primarily to a neurological lesion. Denial of
illness, on the other hand, is thought to be due primar-
ily to a psychological process in which a patient tries to
manage the distressing emotions related to having the
illness or disability.

Some researchers have suggested that denial of
illness and anosognosia can co-occur in patients
with brain injury. Efforts to distinguish between the
two syndromes have revealed that brain injury
patients with denial of illness and brain injury patients
with anosognosia react differently when confronted
with information about their deficits. Patients who
deny their deficits show an implicit or partial awareness
of these deficits, become angry or resistant when con-
fronted with information about the deficits, and strug-
gle actively when asked to perform tasks after being
confronted with such information. Patients with ano-
sognosia, on the other hand, do not have information
about their deficits, are perplexed when given feedback
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about their functional or behavioral deficits, and are
cautiously willing or indifferent when asked to perform
tasks with this new information about themselves.

Anosognosia can include unawareness of many
different kinds of deficits, such as blindness, aphasia,
amnesia, paralysis, and weakness of limbs. The first
detailed description of anosognosia, provided by C.
von Monakow in 1885, was of a man who was
unaware of being blind after damage to the cortex of
the brain. In 1889, G. Anton described a case of a man
who, after damage to the right side of his brain, was
unaware of that he was unable to move his left limbs,
that he was blind in his left eye, and that he could not
feel anything on his left side.

Patients with anosognosia often appear unaware
of deficits even when these deficits are clearly evident.
Anosognosic patients with hemiplegia (paralysis on
one side of the body) might, for example, reply in the
affirmative when asked if they can walk. When asked
to raise their arms, they might raise only the unim-
paired arm, but insist that both arms are raised. When
confronted with the truth, they often admit to it, but
then shortly afterwards, appear once again unaware of
their deficits. Patients with anosognosia sometimes
fabricate information to explain their deficits. For
example, when a patient with paralysis of the left side
is asked to move his left arm, he might explain his
inability to do so by stating that because he is right-
handed, his left side is weaker than his right. Confab-
ulations can sometimes be illogical or bizarre. For
example, a patient, when shown his paralyzed left
arm, might insist that the arm belongs to someone
else. Patients with anosognosia may not be motivated
to engage in rehabilitation therapy because they do
not recognize that they have deficits.

Anosognosia can be seclective. A patient may
admit to one kind of deficit, such as blindness in one
visual field, but appear unaware of another deficit,
such as paralysis of a limb. Anosognosia can also
vary in degree. In its most extreme form, patients
may completely deny a deficit, or fail to recognize it.
In less extreme forms, patients may minimize the def-
icit or appear unconcerned about it, a condition
referred to as anosodiaphoria.

Causes and symptoms
Causes

Scientists still have a poor understanding of ano-
sognosia and its causes. Many different kinds of theo-
ries have been proposed to account for anosognosia.
For many years after ansosognosia was first described,
researchers thought of it as a psychological phenom-

KEY TERMS

Aphasia—The loss of the ability to speak or under-
stand language, due to brain injury or disease.

Amnesia—Memory loss.

Confabulation—The filling in of gaps in memory
with false or imagined details.

Hemiplegia—Paralysis of one side of the body.
Lesion—An injured, diseased, or damaged area.

Vestibular system—The body system that helps to
maintain balance and orient the body.

enon arising from, for example, an attempt to cope
with the stress of having a disability. However, other
researchers pointed out that a psychological account
does not explain why most cases of anosognosia are
seen in patients with damage to the right hemisphere,
and why ansosognosic patients sometimes deny one
kind of disability but admit to being aware of others.
Another kind of theory suggests that anosognosia may
be the result of damage to areas and processes in the
brain that represent the position, movement and sen-
sation of different parts of the body. According to this
type of theory, if, for example, a part of the brain
that represents the left arm is damaged, the person
may no longer be aware of an inability to move the
left arm. Attentional theories, posed by some research-
ers, propose that anosognosia is due, not to a problem
with representing a particular body area, but an inabil-
ity to direct attention to a particular part of the body.
Other theories focus on the fact that damage to the
right hemisphere of the brain affects the ability to per-
ceive and express emotions, and suggest that such dam-
age may in part explain why anosognosic patients
appear unconcerned about their deficits. Yet others
have suggested that anosognosia arises when normal
connections between the two hemispheres of the brain
are lost.

Demographics

Although there are no reports of exact percentages,
the majority of patients with acquired brain injuries are
thought to show some unawareness of their deficits.
Most research, however, has not attempted to distin-
guish between anosognosia and denial of illness in these
patients. Lesions in the right hemisphere of the brain
appear to be more likely to result in anosognosia than
lesions in the left hemisphere.
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Treatments

Cases of anosognosia often resolve themselves
over time. In long-term cases, cognitive therapy may
help patients cope with their impaired function, but
may not relieve the anosognosia. Researchers have
found that caloric reflex testing—stimulating the ves-
tibular system by squirting cold water into one ear—
temporarily removes the anosognosia in some patients.
The reasons for this temporary effect are unknown.

See also Anton’s syndrome; Confabulation; Uni-
lateral neglect.
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Antabuse see Disulfiram

I Anti-anxiety drugs and abuse
Definition

Anti-anxiety drugs, or “anxiolytics,” are powerful
central nervous system (CNS) depressants that can
slow normal brain function. They are often prescribed
to reduce feelings of tension and anxiety, and/or to
bring about sleep. Anti-anxiety medications are
among the most abused drugs in the United States,
obtained both legally, via prescription, and illegally,
through the black market. These drugs are also known
as sedatives.

Rohypnol tablets. (David Hoffman Photo Library/Alamy)

Description

The drugs associated with this class of substance-
related disorders are the benzodiazepines (e.g. diaze-
pam [Valium], chlordiazepoxide [Librium], alprazo-
lam [Xanax], triazolam [Halcion], and estazolam
[ProSom]), the barbiturates (e.g., Seconal and pento-
barbital [Nembutal]), and barbiturate-like substances
including Quaalude, Equanil, and Doriden. Any of
these drugs is capable of producing either wakeful
relief from tension, or sleep, depending upon dosage.
Some nonpsychiatric uses of anti-anxiety medications
include treatment and prevention of seizures, or as
muscle relaxants, anesthetics, and drugs to make
other anesthetics work more effectively (known as
“adjuvants”).

Although the types of central nervous system
depressants work differently, they all produce a pleas-
ant drowsy or calming effect. If used over a long
period of time, tolerance develops, and larger doses
are needed to achieve the initial effects. Continued use
can lead both to physical dependence, and when use is
reduced or stopped to withdrawal symptoms. When
combined with each other or other CNS depressants,
such as alcohol, the effects are additive.

In addition to the drugs available in the United
States by prescription, there are three other drugs that

are predominantly central nervous system depressants
with significant potential for abuse. These are:

. gamma hydroxybutyrate (GHB)
« flunitrazepam (Rohypnol)
« ketamine

GHB has been abused in the United States since
about 1990, for its euphoric, sedative, and anabolic
(bodybuilding) effects. It was widely available over the
counter in health food stores until 1992. Bodybuilders
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used it to aid in reducing percentage of body fat, and to
build muscle. Street names for GHB include “Liquid

ecstasy,” “soap,” “easy lay,” and “Georgia home boy.”

Rohypnol has been of particular concern during
the last few years because of its abuse in date rape.
When mixed with alcohol, Rohypnol can incapacitate
its victims and prevent them from resisting sexual
assault. It can also lead to anterograde amnesia, in
which individuals cannot remember what they experi-
enced while under the influence. Rohypnol can be
lethal when mixed with alcohol and/or other depres-
sants. Rohypnol is not available by prescription in the
United States, and it is illegal to import it. Even so,
illegal use of Rohypnol started appearing in the
United States in the early 1990s, where it became
known as “rophies,” “roofies,” “roach,” and “rope.”

EEINT3

Ketamine is an anesthetic used predominately by
veterinarians to treat animals. It can be injected or
snorted. Ketamine goes by the street names of “Special
K.,” or “Vitamin K.” At certain doses, ketamine can
cause dreamlike states and hallucinations. It has
become particularly common in club and rave (large,
all-night dance marathon) settings, and has also been
used as a date-rape drug. At high doses, it can cause
delirium, amnesia, impaired motor functioning, high
blood pressure, and depression. It can also cause
potentially fatal respiratory problems.

Causes and symptoms
Causes

Anti-anxiety drugs can be taken orally to bring
about a general calming or drowsy effect, usually
experienced as pleasant. Abuse of anti-anxiety medi-
cation can develop with prolonged use, as tolerance
grows relatively quickly. Increasing amounts of the
drug are then needed to produce the initial effect. It
is possible to become addicted to anti-anxiety drugs
even when they are medically prescribed.

A second cause of anti-anxiety drug abuse is the
use of anti-anxiety drugs when combined with other
drugs, such as cocaine. It is not uncommon for an
addict to pair the use of a stimulant, such as cocaine or
methamphetamine, with a CNS depressant. This
allows the user to feel alert for an extended period of
time, and then be able to “come down” from the high,
and even fall asleep.

Symptoms

Even when prescribed for medical reasons, an
individual taking central nervous system depressants

usually feels sleepy and uncoordinated during the first
few days of treatment. As the body adjusts to the
effects of the drug, these feelings begin to disappear.
If the drug is used long term, the body develops toler-
ance, and increasing doses are needed to obtain the
desired effect of general calming or drowsiness.

The use of anti-anxiety drugs can pose extreme
danger when taken along with other medications that
cause CNS depression, such as prescription pain med-
icines, some over-the-counter cold and allergy medi-
cations, or alcohol. Use of additional depressants can
slow breathing and respiration, and can even lead to
death.

Withdrawal from anti-anxiety medications can be
dangerous if not done under medical supervision. The
safest method of withdrawal involves a gradual reduc-
tion of dosage. Abrupt withdrawal from these medi-
cations can lead to seizures due to sudden increase in
brain activity.

Demographics

According to the 2005 National Survey on Drug
Use and Health, 20% of people 12 years of age and
older have at some point in their life used prescription-
type psychotherapeutic drugs (including anti-anxiety
medications) for recreational purposes, although only
6.2% admitted to having done so in the month before
the survey was taken. Of these, the highest rate of
abuse occurred in people 18-25 (30.3%), followed by
those in the 26 and older age bracket (19.3%). In
general, males were more likely to abuse prescrip-
tion-type drugs than females (21.9% versus 18.3%).
By race, American Indians or Alaska natives were the
most likely to engage in this form of drug abuse
(29.0%), while African Americans were the least likely
to do so (12.6%).

Diagnosis

The manual used by mental health professionals
to diagnose mental illnesses, the Diagnostic and Stat-
istical Manual of Mental Disorders, (the fourth edi-
tion, text revision or DSM-IV-TR,) includes specific
diagnostic criteria for four types of anti-anxiety med-
ication abuse. These are:

. dependence
. abuse
. intoxication
« withdrawal
Substance dependence, the more severe form of

addiction, is a group of cognitive, behavioral, and
physiological symptoms associated with the continued
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use of the substance, and includes both tolerance and
withdrawal symptoms. Abuse is a less severe form of
addiction that may also result in risky behavior, such
as driving while under the influence. For example, an
individual with an abuse disorder may miss work or
school, or get into arguments with parents or spouse
about substance use. Such problems can easily escalate
into full-blown dependence.

Intoxication refers to the presence of clinically sig-
nificant problem behaviors or psychological changes,
such as inappropriate sexual or aggressive behavior,
mood swings, impaired judgment, or impaired social
or work functioning, that develop during or shortly
after use of an anti-anxiety medication. As with other
CNS depressants such as alcohol, these behaviors may
be accompanied by slurred speech, unsteady gait, mem-
ory or attention problems, poor coordination, and
eventually, stupor or coma. Memory impairment is
relatively common, especially a kind known as ante-
rograde amnesia that resembles alcoholic blackouts.

Withdrawal is a characteristic syndrome that devel-
ops when use of anti-anxiety medication is severely
reduced or stopped abruptly. It is similar to abrupt
cessation of heavy alcohol use. Symptoms may include
increases in heart rate, respiratory rate, blood pressure
or body temperature, sweating, hand tremor, insomnia,
anxiety, nausea, and restlessness. Seizures may occur
in perhaps as many as 20-30% of individuals under-
going untreated withdrawal. In the more severe forms
of withdrawal, hallucinations and delirium can occur.
Withdrawal symptoms are generally the opposite of the
acute effects experience by first-time users of the drugs.
Length of withdrawal varies depending upon the drug,
and may last as few as 10 hours, or as long as three to
four weeks. The longer the substance has been taken,
and the higher the dosages used, the more likely that
withdrawal will be severe.

Treatments

According to the National Institute on Drug Abuse
(NIDA), successful treatment for anti-anxiety medica-
tion addiction needs to incorporate several components.
Counseling, particularly cognitive-behavior counseling,
focuses on helping addicted individuals identify and
change behaviors, attitudes, and beliefs that contributed
to their drug usage. Combined with prescribed medica-
tions to make withdrawal safer and easier, counseling
can help the addicted individual eventually make a full
recovery. Often, it takes multiple courses of treatment
before full recovery can be achieved. Various levels of
care, from outpatient to residential care for up to 18
months, are available, depending upon need. Narcotics
Anonymous also offers ongoing recovery support.

Prognosis

The most typical course, according to the DSM-
IV-TRinvolves teens or young people in their early 20s
who may escalate occasional use of anti-anxiety med-
ications to the point at which they develop problems
such as abuse or dependence. This is particularly likely
for individuals who also abuse other substances. An
initial pattern of use at parties can eventually lead to
daily use and high degrees of tolerance.

A second course, observed somewhat less fre-
quently, involves individuals who initially obtain med-
ications by prescription, usually for treatment of
anxiety or insomnia. Though the vast majority of
people who use medications as prescribed do not go
on to develop substance abuse problems, a small
minority do. Again, tolerance develops and the need
for higher dosages to reach the initial effects occurs.
Individuals may justify their continued use on the
basis of the original symptoms, but active substance
seeking becomes increasingly part of the picture.
Others at higher risk are those with alcohol depend-
ence who might be given prescription anti-anxiety
medications to reduce their anxiety or insomnia.

Prevention

Health-care professionals play a very important
role in preventing and detecting abuse of prescription
drugs. Primary care physicians, nurse practitioners
and pharmacists can all play a role.

It is estimated by NIDA that approximately 70%
of all Americans visit a health-care provider at least
once every two years. Thus, health-care providers
are in a unique position not only to prescribe medica-
tions as appropriate, but also to identify prescription
drug abuse when it exists and recommend appropriate
treatment for recovery. Screening for substance abuse
should be incorporated into routine history-taking, or
if a patient presents with symptoms associated with
problem drug use.

Over time, providers should be alert to any
increases in the amount of medication being used,
which may be a sign of tolerance. They should also
be aware that individuals addicted to prescription
medications may engage in “doctor shopping,” that
is, going from provider to provider in an effort to
obtain multiple prescriptions of their abused drug.

Pharmacists can play a role in preventing prescrip-
tion drug abuse as well. They should provide informa-
tion and advice about the correct way to take prescribed
medications, and be alert to drug interactions. They
can also play a role in detecting prescription fraud by
noticing suspicious-looking prescription forms.
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KEY TERMS

Abuse—Substance abuse is a milder form of addic-
tion than substance dependence. Generally, peo-
ple who have been diagnosed with substance
abuse do not experience the tolerance or with-
drawal symptoms—the signs of physiological
dependence—that people dependent on a sub-
stance experience.

Anxiolytic—A preparation or substance given to
relieve anxiety; a tranquilizer.

Barbiturates—A class of medications (including
Seconal and Nembutal) that causes sedation and
drowsiness. They may be prescribed legally, but
may also be used as drugs of abuse.

Benzodiazepines—A group of central nervous sys-
tem depressants used to relieve anxiety or to induce
sleep.

Dependence—The adaptation of neurons and
other physical processes to the use of a drug, fol-
lowed by withdrawal symptoms when the drug is
removed; physiological and/or psychological
addiction.

GHB—GHB, or gamma hydroxybutyrate, is a cen-
tral nervous system depressant that has been
abused in the United States for euphoric, sedative,
bodybuilding, and date-rape purposes.

Intoxication—The presence of significant problem
behaviors or psychological changes following
ingestion of a substance.

Ketamine—An anesthetic used predominately by
veterinarians to treat animals that can be used as a
date-rape drug.

Rohypnol—Rohypnol, or flunitrazepam, is a cen-
tral nervous system depressant that is not legal in
the United States, but is used as a date-rape drug.

Sedative—A medication that induces relaxation
and sleep.

Tranquilizer—A medication that induces a feeling
of calm and relaxation.

Withdrawal—Symptoms experienced by a person
who has become physically dependent on a drug,
experienced when the drug use is discontinued.

See also Addiction; Anxiety and anxiety disor-
ders; Anxiety-reduction techniques; Barbiturates;
Buspirone; Chlordiazepoxide; Clonazepam; Cloraza-
pine; Cognitive-behavioral therapy; Diazepam; Dis-
ease concept of chemical dependency; Estazolam;

Flurazepam; Fluvoxamine; Hypnotics and related dis-
orders; Insomnia; Lorazepam; Sedatives and related
drugs; Substance abuse and related disorders; Support
groups; Triazolam; Zolpidem.
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I Antidepressants
Definition

Antidepressants are medications that are used
primarily to treat depression. Antidepressant drugs
are also sometimes used to treat other psychological
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disorders, such as anxiety disorders and eating disor-
ders. Because they are thought to increase the effec-
tiveness of some pain medications, they are sometimes
used in the treatment of migraine-type headaches.
They are also used as a component of smoking cessa-
tion programs, and in the treatment of fibromyalgia
and some types of sleep disorders.

Description

Antidepressant drugs can be used to treat depres-
sion and other disorders. A person with depression
has symptoms that last for at least two weeks. These
symptoms can include feelings of sadness, emptiness,
guilt, or worthlessness, loss of interest in previously
pleasurable activities, changes in eating and sleeping
patterns, fatigue, lethargy or agitation, difficulty con-
centrating, and suicidal thoughts. Antidepressant drugs
are not the only treatment for depression; psychother-
apy and other treatments are also independently effec-
tive in alleviating depression. Antidepressant drugs, if
prescribed, are often used in combination with these
other treatments.

The type of antidepressant medication prescribed
depends on the particular array of symptoms a patient
displays or reports. There are several different types of
antidepressant drugs. All of them work by altering the
level or activity of neurotransmitters in the brain.
Neurotransmitters are chemicals that are released by
neurons, or nerve cells. They attach to other neurons
and activate them in various ways. Although antide-
pressant drugs affect communication between neurons
within hours after these drugs are ingested, symptoms of
depression usually improve only after a few weeks of
taking the medication. Some people notice improve-
ment in symptoms after only two weeks, but many
people notice a benefit only after six to eight weeks of
using the medication. The reason for this delayed effect
of antidepressants is not entirely clear. One theory is
related to the finding that the changes in neurotransmit-
ter activity caused by antidepressants increase the
release of other chemicals, called neurotrophins, in the
brain. In the normal brain, neurotrophins help neurons
to grow and connect to other neurons. People with
depression sometimes have shrinkage of neurons in
parts of the brain. When more neurotrophins are
present, neurons in these areas of the brain can grow.

The main classes of antidepressant drugs are tricy-
clics, monoamine oxidase inhibitors (MAOISs), selec-
tive serotonin reuptake inhibitors (SSRIs), and atypical
antidepressants. A patient who does not improve with
one type of antidepressant drug may sometimes be
helped by another type of antidepressant, because dif-
ferent drugs work in different ways.

Tricyclic antidepressants

The first class of drugs used to treat depression,
from the 1960s through the 1980s, was that of tricyclic
antidepressants. Tricyclic antidepressants work by
preventing neurons from reabsorbing the neurotrans-
mitters serotonin, dopamine, and norepinephrine,
after they are released. This means that the neuro-
transmitters are able to remain in the gaps between
neurons for a longer period of time, thus continuing to
activate the neurons that receive them. Tricyclic anti-
depressants can have side effects because they can
prevent nerve cells from functioning normally, and
because they can prevent additional neurotransmitters
from working effectively. For example, they block
the activity of histamine, a neurotransmitter that
is involved in keeping people alert and awake. They
also block the activity of acetylcholine, a neurotransmit-
ter that is involved in many automatic bodily activities.
Tricyclic antidepressants include imipramine (trade
name Tofranil), amitriptyline (trade names Elavil,
Endep), clomipramine (trade name Anafranil), doxepin
(trade names Sinequan, Adapin), desipramine (trade
name Norpramin), nortriptyline (trade name Pamelor),
protriptyline (trade name Vivactil), and trimipramine
(trade name Surmontil).

MAOIs

The monoamine oxidase inhibitors are drugs that
prevent neurotransmitters such as dopamine, seroto-
nin and norepinephrine from being broken down into
inactive chemicals. This means that, when MAOIs are
used, more of these neurotransmitters are available to
send messages in the brain. MAOIs can have poten-
tially serious side effects because they also prevent
the amino acid tyramine from being broken down.
Tyramine is a chemical that the body needs, and it is
found in foods like aged cheese, smoked and pickled
meats and fish, and raisins. If tyramine that is ingested
cannot be broken down, it can accumulate in the body,
causing increased blood pressure and possibly strokes.
The MAOIs include isocarboxazid (trade name Mar-
plan), phenelzine (trade name Nardil), and tranylcy-
promine (trade name Parnate).

SSRIs

The selective serotonin reuptake inhibitors are
drugs that work by preventing neurons from reabsorb-
ing serotonin after it is released, so that the effect of
serotonin on adjoining neurons is prolonged. The
SSRIs include citalopram (trade name Celexa), escita-
lopram (trade name Lexapro), fluoxetine (trade name
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Prozac), fluvoxamine (trade name Luvox), paroxetine
(trade name Paxil), and sertraline (trade name Zoloft).

Atypical antidepressants

The atypical antidepressants are a miscellaneous
collection of drugs. One of these drugs, bupropion
(trade name Wellbutrin), prevents dopamine, and to
some extent, norepinephrine, from being reabsorbed
by neurons, so that these neurotransmitters are able to
have a more prolonged effect. Another drug, venla-
faxine (trade name Effexor), prevents serotonin, and
to a smaller extent, norepinephrine and dopamine,
from being reabsorbed. Other atypical antidepressants
include mirtazapine (trade name Remeron), trazodone
(trade name Desyrel) and duloxetine (trade name
Cymbalta).

Recommended dosage

The dosage of antidepressants depends on the
particular drug being prescribed, and other factors
such as the age of the patient, the patient’s body
chemistry, and the patient’s body weight. Patients
are usually started on a low dose to minimize side
effects, and the dose is gradually increased over time
to a level that is therapeutic. Newer antidepressants,
however, may be started at the therapeutic dosage
level.

Precautions

In 2005, the U.S. Food and Drug Administration
warned that SSRI drugs may increase suicidal
thoughts in children and adolescents. It urged health-
care practitioners and families of patients to carefully
monitor people, of any age, who take these drugs. The
National Institutes of Health is currently carrying out
research to study the nature of the association between
suicidal thoughts and antidepressant drugs. Canadian
researchers at McGill University also found that
adults over age 50 who take SSRIs are at double the
risk of bone fractures.

Antidepressants can precipitate mania in people
who are susceptible to bipolar disorder. Therefore, a
health-care practitioner typically takes a detailed his-
tory of a patient before prescribing antidepressants.
Various medical problems may affect the effectiveness
or risks of antidepressants. These include, but are not
limited to, angina, headaches, epilepsy, recent heart
attacks or stroke, kidney disease, and diabetes. Some
antidepressants may affect a fetus, therefore pregnant
women should inform their doctors about their con-
dition before antidepressants are prescribed. Patients
taking tricyclic antidepressants should carefully

KEY TERMS

Anxiety disorder—A type of psychological disor-
der characterized by unrealistic, irrational fear or
intense anxiety.

Eating disorder—A type of psychological disorder
characterized by disturbances in eating patterns,
extreme concern about weight gain and unhealthy
efforts to control weight.

Sleeping disorders—Disorders in which people
experience disturbances of sleep.

Fibromyalgia—A condition in which a person
experiences chronic pain in the muscles and soft
tissues around joints.

Mania—A state in which a person experiences
intense excitement and euphoria.

Stroke—A temporary loss of normal blood flow to
an area of the brain, caused by blockage or rupture
of a blood vessel.

adhere to the dietary restrictions provided by their
doctor, in order to avoid potentially serious side
effects. Patients who stop taking antidepressants may
experience withdrawal symptoms if the drugs are
abruptly discontinued.

Side effects

People who take antidepressants may experience
side effects. Different people experience different side
effects. Such side effects may include dry mouth, con-
stipation, nausea, bladder problems, sexual problems,
blurred vision, dizziness, daytime drowsiness, insom-
nia, increased heart rate, headache, nervousness, and
agitation. The newer antidepressants are thought to
have fewer and less troublesome side effects than the
tricyclic antidepressants and the MAOIs.

Interactions

Antidepressants may result in dangerous side
effects if taken in combination with other medications.
There can also be dangerous side effects if different
types of antidepressants are combined with each other.
Patients should inform their doctor about all other
medications and herbal supplements they are taking
before antidepressant drugs are prescribed. Alcohol or
other recreational drugs may decrease the effective-
ness of antidepressants. Antidepressants may increase
the intoxicating effect of alcohol.
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I Antisocial personality disorder
Definition

Also known as psychopathy, sociopathy, or dis-
social personality disorder, antisocial personality dis-
order (APD) is a diagnosis applied to persons who
routinely behave with little or no regard for the rights,
safety, or feelings of others. This pattern of behavior is
seen in children or young adolescents and can persist
into adulthood.

The most recent edition of the Diagnostic and
Statistical Manual of Mental Disorders, (the fourth
edition, text revision or DSM-IV-TR) classifies APD
as one of four “Cluster B Personality Disorders” along
with borderline, histrionic, and narcissistic personal-
ity disorders.

Description

Men or women diagnosed with this personality
disorder demonstrate few emotions beyond contempt
for other people. Their lack of empathy is often com-
bined with an inflated sense of self-worth and a super-
ficial charm that tends to mask an inner indifference to
the needs or feelings of others. Some studies indicate
that people with APD can only mimic the emotions
associated with committed love relationships and
friendships that most people feel naturally.

People reared by parents with antisocial person-
ality disorder or substance abuse disorders are more
likely to develop APD than members of the general
population. People with the disorder may be homeless,
living in poverty, suffering from a concurrent sub-
stance abuse disorder, or piling up extensive criminal
records, as antisocial personality disorder is associated
with low socioeconomic status and urban back-
grounds. Highly intelligent individuals with APD,
however, may not come to the attention of the crimi-
nal justice or mental health care systems and may be
underrepresented in diagnostic statistics.

Some legal experts and mental health professionals
do not think that APD should be classified as a mental
disorder on the grounds that the classification appears
to excuse unecthical, illegal, or immoral behavior.
Despite these concerns, juries in the United States
have consistently demonstrated that they do not regard
a diagnosis of APD as exempting a person from pros-
ecution or punishment for crimes committed.

Furthermore, some experts disagree with the cate-
gorization by the American Psychiatric Association
(APA) of antisocial personality disorder. The APA
considers the term “psychopathy” as another, synon-
ymous name for APD. However, some experts make a
distinction between psychopathy and APD. Dr. Robert
Hare, an authority on psychopathy and the originator
of the Hare Psychopathy Checklist, claims that all
psychopaths have APD but not all individuals diag-
nosed with APD are psychopaths. Recent reports have
made this distinction even clearer, suggesting that there
is emotional deficit component of psychopathy that is
not necessarily present in people with APD. One expert
review comments that only 25% of people diagnosed
with APD or the putatively related “conduct disorder”
will show psychopathic tendencies.

Causes and symptoms
Causes

Studies of adopted children indicate that both
genetic and environmental factors influence the
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development of APD, with heritability estimates rang-
ing from 44% to 72%. Both biological and adopted
children of people diagnosed with the disorder have an
increased risk of developing it. Children born to
parents diagnosed with APD but adopted into other
families resemble their biological more than their
adoptive parents in this regard. The environment of
the adoptive home, however, may lower the child’s
risk of developing APD.

Researchers have linked antisocial personality
disorder to childhood physical or sexual abuse, neuro-
logical disorders (which are often undiagnosed), and
low IQ. Some experts have recently questioned the link
between psychopathy, which these experts distinguish
from APD, and early environmental trauma. As with
other personality disorders, no one has identified
any specific cause or causes of antisocial personality
disorder. Indeed, one group with the U.S. National
Institute of Mental Health has stated that “there are
many developmental routes to an elevated risk for
antisocial behavior.” Persons diagnosed with APD
also have an increased incidence of somatization dis-
order and substance-related disorders.

The DSM-IV-TR adds that persons who show signs
of conduct disorder with accompanying attention-
deficit/hyperactivity disorder before the age of 10 have
a greater chance of being diagnosed with APD as adults
than do other children. The manual notes that abuse or
neglect combined with erratic parenting or inconsistent
discipline appears to increase the risk that a child diag-
nosed with conduct disorder will develop APD as an
adult.

Brain imaging studies have identified some spe-
cific characteristics in the brains of people diagnosed
with APD that suggest dysfunction of structures in the
frontal and temporal lobes of the brain.

Symptoms

The central characteristic of antisocial personality
disorder is an extreme disregard for the rights of other
people. Individuals with APD lie and cheat to gain
money or power. Their disregard for authority often
leads to arrest and imprisonment. Because they have
little regard for others and may act impulsively, they
are frequently involved in fights. They show loyalty to
few if any other people and are likely to seek power
over others in order to satisfy sexual desires or eco-
nomic needs.

People with APD often become effective “con
artists.” Those with well-developed verbal abilities
can often charm and fool their victims, including
unsuspecting or inexperienced therapists. People with

APD have no respect for what others regard as societal
norms or legal constraints. They may quit jobs on
short notice, move to another city, or end relationships
without warning and without what others would con-
sider good reason. Criminal activities typically include
theft, selling illegal drugs, and check fraud. Because
persons with antisocial personality disorder make
“looking out for number one” their highest priority,
they are quick to exploit others. They commonly
rationalize these actions by dismissing their victims
as weak, stupid, or unwary.

Some work has been done on the relationship
between what are called “minor physical anomalies”
and the presence of various disorders, including
aggression disorders and psychopathy. The presence
of these features—which include low-seated ears and
adherent ear lobes—is associated with developmental
derailments in the fetus at the end of the third trimester
of pregnancy, and they have been linked with the
development of conduct disorder and violence in
adulthood. Studies directly examining their associa-
tion, if any, with psychopathy or APD are lacking.
Birth complications are known risk factors for violent,
antisocial behaviors.

Demographics

APD is estimated to affect 3% of males and 1% of
females in the general population of the United States.
Mental health professionals may diagnose 3-30% of
the population in clinical settings as having the disor-
der. The percentages may be even higher among
prison inmates or persons in treatment for substance
abuse. By some estimates, three-quarters of the prison
population may meet the diagnostic criteria for APD.

Diagnosis

The diagnosis of antisocial personality disorder is
usually based on a combination of a careful medical as
well as psychiatric history and an interview with the
patient. The doctor will look for recurrent or repetitive
patterns of antisocial behavior. He or she may use a
diagnostic questionnaire for APD, such as the Hare
Psychopathy Checklist-Revised or the self-reporting
Psychopathic Personality Inventory, if the patient’s
history suggests the diagnosis. A person aged 18 years
or older with a childhood history of disregard for the
rights of others can be diagnosed as having APD if he
or she gives evidence of three of the following seven
behaviors associated with disregard for others:

« Fails to conform to social norms, as indicated by
frequently performing illegal acts or pursuing illegal
occupations.
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« Deceives and manipulates others for selfish reasons,
often in order to obtain money, sex, drugs, or power.
This behavior may involve repeated lying, conning,
or the use of false names.

« Fails to plan ahead or displays impulsive behavior, as
indicated by a long succession of short-term jobs or
frequent changes of address.

. Engages in repeated fights or assaults as a conse-
quence of irritability and aggressiveness.

« Exhibits reckless disregard for safety of self or others.

« Shows a consistent pattern of irresponsible behavior,
including failure to find and keep a job for a sus-

tained length of time and refusal to pay bills or honor
debts.

« Shows no evidence of sadness, regret or remorse for
actions that have hurt others.

To meet DSM-IV-TR criteria for APD, a person
must also have had some symptoms of conduct disor-
der before age 15. An adult 18 years or older who does
not meet all the criteria for APD may be given a
diagnosis of conduct disorder.

Antisocial behavior may appear in other mental
disorders as well as in APD. These conditions must be
distinguished from true APD. For instance, it is not
uncommon for a person with a substance abuse dis-
order to lie to others in order to obtain money for
drugs or alcohol. But unless indications of antisocial
behavior were present during the person’s childhood,
he or she would not be diagnosed with antisocial
personality disorder. People who meet the criteria for
a substance abuse disorder as well as APD would be
given a dual diagnosis.

Treatments

Antisocial personality disorder is highly unre-
sponsive to any form of treatment, in part because
persons with APD rarely seek treatment voluntarily.
If they do seek help, it is usually in an attempt to find
relief from depression or other forms of emotional
distress. Although there are medications that are effec-
tive in treating some of the symptoms of the disorder,
noncompliance with medication regimens or abuse of
the drugs prevents the widespread use of these medi-
cations. The most successful treatment programs for
APD are long-term structured residential settings in
which the patient systematically earns privileges as he
or she modifies behavior. In other words, if a person
diagnosed with APD is placed in an environment in
which they cannot victimize others, their behavior
may improve. It is unlikely, however, that they
would maintain good behavior if they left the disci-
plined environment.

KEY TERMS

Attention-deficit/hyperactivity disorder—A learn-
ing and behavioral disorder characterized by diffi-
culty in sustaining attention, impulsive behavior,
and excessive activity.

Conduct disorder—A behavioral and emotional
disorder of childhood and adolescence in which
children display physical aggression and infringe
on or violate the rights of others. Youths diagnosed
with conduct disorder may set fires, exhibit cruelty
toward animals or other children, sexually assault
others, or lie and steal for personal gain.

Psychopathy—A psychological syndrome that
includes lack of a conscience or sense of guilt, lack
of empathy, egocentricity, pathological lying, repeated
violations of social norms, disregard of the law,
shallow emotions, and a history of victimizing others.

Somatization disorder—A type of mental disorder
in which the patient has physical complaints that
serve as coping strategies for emotional distress.

Substance abuse disorder—Disorder that is char-
acterized by: an individual’s need for more of a
drug or alcohol than intended, an inability to stop
using by choice, and an ongoing difficulty in recov-
ering from the effects of the substance.

If some form of individual psychotherapy is pro-
vided along with behavior modification techniques,
the therapist’s primary task is to establish a relation-
ship with the patient, who has usually had very few
healthy relationships in his or her life and is unable to
trust others. The patient should be given the opportu-
nity to establish positive relationships with as many
people as possible and be encouraged to join self-help
groups or prosocial organizations.

Unfortunately, these approaches are rarely if ever
effective. Many persons with APD use therapy ses-
sions to learn how to turn “the system” to their
advantage. Their pervasive pattern of manipulation
and deceit extends to all aspects of their life, including
therapy. Generally, their behavior must be controlled
in a setting where they know they have no chance of
getting around the rules.

Prognosis

APD can follow a chronic and unremitting course
from childhood or early adolescence into adult life.

GALE ENCYCLOPEDIA OF MENTAL HEALTH, SECOND EDITION 75

1apJosip Ajjeuosiad [erosnpuy



Anxiety and anxiety disorders

The impulsiveness that characterizes the disorder
often leads to a jail sentence or an early death through
accident, homicide, or suicide. There is some evidence
that the worst behaviors that define APD diminish by
midlife; the more overtly aggressive symptoms of the
disorder occur less frequently in older patients. This
improvement is especially true of criminal behavior
but may apply to other antisocial acts as well.

Prevention

Measures intended to prevent antisocial person-
ality disorder must begin with interventions in early
childhood, before youths are at risk for developing
conduct disorder. Preventive strategies include educa-
tion for parenthood and other programs intended to
lower the incidence of child abuse; Big Brother/Big
Sister and similar mentoring programs to provide chil-
dren at risk with adult role models of responsible and
prosocial behavior; and further research into the
genetic factors involved in APD.
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I Anxiety and anxiety disorders
Definition

Anxiety is a mood characterized by apprehension
and associated bodily symptoms of tension (e.g., tense
muscles, fast breathing, rapid heart beat). When anx-
ious, the individual anticipates threat, danger, or mis-
fortune. Such fears may be real or imagined, come
from either an internal or external source, and may
be identifiable or vague. Anxiety is a prominent fea-
ture in a group of disorders collectively called anxiety
disorders, including panic disorder (with or without
agoraphobia), agoraphobia without panic disorder,
specific phobias, social phobia, obsessive-compulsive
disorder (OCD), post-traumatic stress disorder
(PTSD), acute stress disorder, generalized anxiety
disorder, anxiety disorder due to a general medical
condition, and substance-induced anxiety disorder.

Description

Stimulated by real or imagined dangers, anxiety
afflicts people of all ages and social backgrounds.
When the anxiety results from irrational fears, it can
disrupt or disable normal life. Some researchers
believe anxiety is synonymous with fear, occurring in
varying degrees and in situations in which people feel
threatened by some danger. Others describe anxiety as
an unpleasant emotion caused by unidentifiable dan-
gers or dangers that, in reality, pose no threat. Unlike
fear, which is caused by realistic, known dangers,
anxiety can be more difficult to identify and to
alleviate.

Rather than attempting to formulate a strict def-
inition of anxiety, most psychologists simply make the
distinction between normal anxiety and neurotic anxi-
ety, or anxiety disorders. Normal (sometimes called
objective) anxiety occurs when people react appropri-
ately to the situation causing the anxiety. For example,
many people experience stage fright—the fear of
speaking in public in front of large groups of people.
And most people feel anxious on the first day at a new
job for any number of reasons. They are uncertain
how they will be received by coworkers, they may be
unfamiliar with their duties, or they may be unsure
they made the correct decision in taking the job. There
is little, if any, real danger posed by either situation,
yet each can stimulate intense feelings of anxiety that
can affect or derail a person’s desires or obligations.
However, despite these feelings and any accompany-
ing physiological responses, most people carry on and
eventually adapt. In contrast, anxiety that is charac-
teristic of anxiety disorders is disproportionately
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intense. Anxious feelings interfere with a person’s abil-
ity to carry out normal or desired activities. Sigmund
Freud described neurotic anxiety as a danger signal. In
his id-ego-superego scheme of human behavior, anxi-
ety occurs when unconscious sexual or aggressive ten-
dencies conflict with physical or moral limitations.

According to the most recent edition of the Diag-
nostic and Statistical Manual of Mental Disorders, (the
fourth edition, text revision or DSM-IV-TR), the fol-
lowing disorders are considered anxiety disorders:

« Panic disorder without agoraphobia—A person with
this disorder has recurrent panic attacks and worries
about experiencing more attacks, but agoraphobia is
not present. Panic attacks are sudden attacks of
intense fear or apprehension during which the person
may experience shortness of breath, increased heart
rate, choking, and/or a fear of losing control. Ago-
raphobia is anxiety about places or situations from
which escape might be difficult, or in which help
might not be available.

Panic disorder with agoraphobia—A person with
this disorder experiences recurrent panic attacks but
also has agoraphobia. The anxiety about certain
places or situations may lead to avoidance of those
places or situations.

Agoraphobia without history of panic disorder—
The person with this disorder has agoraphobia and
experiences paniclike symptoms but does not experi-
ence recurring panic attacks.

Specific phobias—A person diagnosed with a spe-
cific phobia experiences extreme anxiety when he or
she is exposed to a particular object or situation. The
feared stimuli may include: particular animals (dogs,
spiders, snakes, etc.), situations (crossing bridges,
driving through tunnels), storms, heights, and many
others.

Social phobia—A person with social phobia fears
social situations or situations in which he or she is
expected to perform. These situations may include
eating in public or speaking in public, for example.

Obsessive-compulsive disorder—A person with this
disorder feels anxiety in the presence of a certain
stimulus or situation, and feels compelled to perform
an act (a compulsion) to neutralize the anxiety. For
example, upon touching a doorknob, a person may
feel compelled to wash his or her hands four times, or
more.

Post-traumatic stress disorder—This disorder may
be diagnosed after a person has experienced a trau-
matic event, and long after the event, the person still
mentally reexperiences the event along with the same
feelings of anxiety that the original event produced.

« Acute stress disorder—Disorder with similar symp-
toms to post-traumatic stress disorder, but is experi-
enced immediately after the traumatic event. If this
disorder persists longer than one month, the diagno-
sis may be changed to post-traumatic stress disorder.

« Generalized anxiety disorder—A person who has
experienced six months or more of persistent and
excessive worry and anxiety may receive this
diagnosis.

« Anxiety due to a general medical condition—Anxi-
ety that the clinician deems is caused by a medical
condition.

« Substance-induced anxiety disorder—Symptoms of
anxiety that are caused by a drug, a medication, or a
toxin.

« Anxiety disorder not otherwise specified—This diag-
nosis may be given when a patient’s symptoms do not
meet the exact criteria for each of the above disorders
as specified by DSM-IV-TR.

Currently, there is debate over the conceptualiza-
tion and diagnostic criteria for several specific anxiety
disorders. The diagnostic criteria of the DSM-IV-TR
assume that the cluster of disorders characterized as
“anxiety disorders” all have in common a pathological
anxiety. However, not all clinicians and theorists agree
that this is true. In addition, some believe that anxiety
disorders can be further broken down into subtypes or
that other the category should be widened to include
other disorders (e.g., hypochondriasis, avoidant per-
sonality disorder).
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Anxiety reduction techniques

I Anxiety reduction techniques
Definition

Anxiety reduction techniques are learned skills
that can be used by an individual to help overcome
anxiety and its associated mental and physical symp-
toms, including tension, worry, and nervousness.
These techniques include relaxation, visualization
and imagery, diaphragmatic breathing, stress inocula-
tion, and meditation.

Relaxation or progressive relaxation

This anxiety reduction technique is based on the
premise that anxiety and stress are associated with
muscle tension. When one achieves deep muscle relax-
ation, muscle tension is reduced, and this relaxed state
is incompatible with anxiety.

Visualization and imagery

This anxiety reduction technique aids the person
in making a mental image of what he or she wants to
accomplish. For example, an individual might wish to
release worries or concerns, or create a relaxing image
to escape momentarily from a stressful event.

Diaphragmatic breathing

This technique involves teaching a person to
breathe sufficient amounts of air to help his or her
blood fill with oxygen and be purified properly. In
this technique, the individual breathes deeply from
the diaphragm, which is located low in the chest,
near the abdomen.

Stress inoculation

Self-talk, or the things that people tell themselves
about stressful situations, can be habitual. For exam-
ple, a person may take an ordinary event and auto-
matically magnify its importance. Stress inoculation
training is a type of therapy that teaches clients to cope
with anxiety and stressful situations by learning more
functional patterns of self-talk.

Meditation

In this anxiety reduction technique, an individual
is trained to focus his or her attention on one thing ata
time.

Purpose

The goal of learning and implementing anxiety
reduction techniques is to help reduce the intensity of

anxiety that an individual feels. These techniques are
also helpful in teaching people how to relax and man-
age stress. Many of the techniques are used in combi-
nation with each other. For example, a person may be
taught diaphragmatic breathing while also engaging in
relaxation techniques, a visualization and imagery
exercise, and/or meditation.

Relaxation or progressive relaxation

Relaxation has been used to help women during
childbirth and people with chronic pain. Relaxation
has also been used to treat muscle tension, muscle
spasms, neck and back pain, and to decrease perspi-
ration and respiratory rates. Furthermore, relaxation
can help with fatigue, depression, insomnia, irritable
bowel syndrome, high blood pressure, mild phobias,
and stuttering.

Visualization and imagery

Visualization and imagery techniques have been
helpful in treating general or specific anxiety, head-
aches, and muscle tension and spasms. They are also
useful in reducing or eliminating pain, and in the
recovery from illnesses and injuries. Visualization
and imagery techniques have also been used by ath-
letes to help them achieve peak performance.

Diaphragmatic breathing

Diaphragmatic breathing has been found to help
people reduce anxiety, depression, irritability, muscle
tension, circulation, and fatigue.

Stress inoculation

Stress inoculation has been helpful in reducing
interpersonal and general anxiety. For example,
these techniques may be used when a person has an
upcoming job interview, speech, or test. Stress inocu-
lation has also been used to treat phobias, fear of
heights, and chronic anger problems.

Meditation

Meditation has been used to treat and prevent
high blood pressure, heart disease, strokes, migraine
headaches, immunization diseases, obsessive thinking,
attention problems, anxiety, depression, and anger
difficulties.

Description

These various techniques are often practiced and
demonstrated in therapy sessions with a trained profes-
sional. In addition, the person learning the techniques
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would need to continue to practice them on a regular
basis, outside of the therapy sessions.

Relaxation or progressive relaxation

In progressive relaxation, an individual is instructed
to tighten and then relax various muscles. He or she
either lies down or sits in a chair with his/her head
supported. Each muscle group (such as face muscles,
arm muscles, leg muscles, etc.) is tensed for five to
seven seconds and then relaxed for 20 to 30 seconds.
This helps the person recognize the feeling of tense and
relaxed muscles. This entire procedure is repeated
one to five times, and usually starts with the face
muscles and moves downward to the foot muscles.
When relaxation is used with chronic pain and child-
birth, the techniques focus the person’s attention on
breathing and relaxing muscles as a distraction from
the pain. For mastery, relaxation techniques are typ-
ically practiced every day for one to two weeks. A
person may engage in these techniques anywhere
from 15 minutes to an hour per session. Sometimes,
the individual will record and replay instructions on
tightening and relaxing various muscle groups until
he or she becomes familiar with the muscle groups
and establishes a comfortable routine.

Visualization and imagery

The basic premise behind visualization and
imagery is that one’s thoughts become reality. For
example, if an individual thinks anxious thoughts,
then he or she will become tense. The principle of
visualization and imagery is that a person can use his
or her imagination to be persuaded to feel a certain
way or do anything that is physically possible to do.
There are three basic types of visualization: pro-
grammed, receptive, and guided visualization.

In programmed visualization, the person creates a
vivid image including sight, taste, sound, and smell. The
individual then imagines a goal he or she wants to attain
or some type of healing that is desired. In the visual-
ization, the goal is achieved, or the healing occurs.

An idea underlying both receptive visualization
and guided visualization is that the person is seeking
an answer to a life question or resolution to an issue,
and the answer or resolution is within the person, but
is buried or inaccessible because of fear, doubt, or
anxiety. These techniques are similar to dream inter-
pretation and free association techniques used in psy-
choanalysis or psychodynamic therapy. For example,
an individual may wonder whether he should remain
in his current job. A proponent of these techniques
would maintain that “deep down,” below the level of

conscious thought, the man knows what he really
wants to do, but he is not allowing himself to listen
to his desires or to act—he is blocking the message his
subconscious is sending him. The goal of these techni-
ques is to enable the person to relax and focus enough
to receive that message, so that he or she can do what
needs to be done. In receptive visualization, the indi-
vidual creates a peaceful scene in his or her mind. After
the image is formed, the person asks a question and
waits for the answer. To continue the example above,
the man imagines a beach, and he asks himself the
question, “Should I leave my job?” He continues to
relax and remain in the scene, and he may “hear” an
answer blowing in the breeze or “see” a boat sailing
away, which may be symbolic of his wish to leave his job.

In guided visualization, the person creates a very
vivid image, as in programmed visualization, but omits
some important elements. The person then waits for
the subconscious to supply the missing pieces. For
example, a computer programmer may wonder if she
should stay in her present job or return to school for an
advanced degree. In engaging in guided visualization,
she may visualize her cubicle at work, the pictures on
her desk, the feel of her desk chair, the sounds of people
outside her cubicle typing and talking, but she will omit
an element from the scene. In this case, she may omit
her computer. She will then wait to see what her sub-
conscious uses to replace her computer. This woman
may find in her visualization that her computer has
been replaced by books, which may represent her desire
to return to school.

Visualization and imagery exercises work best
when a person is relaxed. Visualization and imagery
exercises are typically practiced two to three times a
day for 10 to 20 minutes at a time. How quickly an
individual will see results can vary. Many times people
report immediate symptom relief. However, the per-
sonal goals a person sets, the power of a his or her
imagination, and willingness to practice can all influ-
ence how rapidly benefits can be obtained. Some peo-
ple find it helpful to tape record and replay detailed
descriptions of what they want to visualize or imagine.

Diaphragmatic breathing

Diaphragmatic breathing can typically be learned
in minutes; however, the benefits may not be recog-
nized until after several months of persistent practice.
When breathing from the diaphragm, clients are often
told to lie down on a rug or blanket, with their legs
slightly apart, arms to the sides not touching the body,
with their eyes closed. Attention is brought to the
breathing by placing one hand on the chest and the
other hand on the abdomen area. The client is then
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instructed to breathe in through the nose and exhale
out the mouth. Each time the client breathes in, he or
she should try to breathe deeper. This should be prac-
ticed for a minimum of five minutes once or twice a
day. Over a few weeks of practice, the time period
engaged in diaphragmatic breathing should be
increased to 20 minutes and the activity can be per-
formed while lying down, sitting, or standing.

Stress inoculation

As people go about their daily lives, they often
have thoughts in which they are talking to themselves.
Stress inoculation involves this self-talk in helping
clients decrease their anxiety and stress. Stress inocu-
lation therapy works on the basis of turning the cli-
ent’s own thought patterns into a “vaccine” against
stress-induced anxiety. The first step is to develop a list
of stressful situations and arrange them from least to
most stressful. Once anxiety-producing situations are
identified, the client is taught to curb the anxiety-
provoking thoughts and replace them with more pos-
itive coping thoughts. Once these new thoughts are
learned, they can be tried out in real situations. The
time it takes to replace old habitual thoughts with new
thoughts can vary depending on the amount of prac-
tice and commitment to make this change.

Meditation

There are various forms of meditation. Depend-
ing on the type used, the individual focuses his or her
attention in slightly different ways. For example, Zen
meditation focuses on breathing, whereas in transcen-
dental meditation, the person makes a sound or says a
mantra selected to keep all other images and problems
from intruding on his or her thoughts. With practice, a
person can reach a meditative state and obtain its
benefits within a few minutes.

Aftercare

After a person has learned and practiced anxiety
reduction techniques, he or she may need additional
instruction from a trained professional. Having a
trained professional review these techniques can help
reinforce what the person has already learned and
been practicing. Furthermore, the person may identify
aspects of the techniques that he or she is doing incor-
rectly, areas that need more attention or focus, and
alternative methods of engaging in the techniques.

Risks

There are minimal risks associated with these tech-
niques, but some physical problems have occurred. For

example, precautions should be taken when doing pro-
gressive relaxation and tensing the neck and back.
Excessive tightening can create muscle or spinal dam-
age. Additionally, tightening various muscle groups,
such as the toes or feet, could result in muscle cramps.
If physical problems occur, such as difficulty taking
deep breaths, unusual muscle pain, or an increased
level of anxiety, then the individual should seek assis-
tance from a physician.

Normal results

In general, after engaging in these anxiety reduc-
tion techniques, many people report an increased
sense of well-being and relaxation. People have a
greater sense of control, and confidence in their coping
abilities. This results in a decreased need to fear or
avoid stressful situations.

Relaxation or progressive relaxation

Progressive relaxation can be useful in reducing
muscle tension. Engaging in relaxation may help to
improve a person’s energy level, depression, and anxi-
ety, as well as the ability to retrieve information from
memory.

Visualization and imagery

By engaging in the positive thinking often associ-
ated with visualization and imagery, a person can cre-
ate a clearer image of what he or she wants to
accomplish. By repeating the image again and again,
the individual comes to expect what he or she wants
will occur. As a result, the person will often begin to act
in a way more consistent with accomplishing the goal.

Diaphragmatic breathing

Sufficient amounts of air reach the lungs, which
purifies and oxygenates the blood. Waste products in
the blood are removed, and organs and tissues become
nourished.

Stress inoculation

A person will have more realistic views of stressful
and anxiety-producing situations in his or her life. The
individual will be able to relax away tension by effec-
tively thinking useful coping thoughts rather than
negative interpretations of situations.

Meditation

As people learn to meditate, they often discover
that they have some control over the thoughts that
come to their minds, as opposed to feeling as though
thoughts “pop” into their heads. Many people begin
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ROLLO MAY (1909-1994)

Rollo May was the second of six children and the
eldest son of Earl Tuttle, a Young Men’s Christian Associ-
ations field secretary, and Matie Boughton May, a home-
maker. May grew up in Michigan in a family that had
“more than its share of troubles.” He later described his
parents as “austere disciplinarians and anti-intellectuals”
and portrayed their relationship as “discordant” and the
precursor for his interest in psychology and counseling.
His oldest sister was frequently psychotic and spent time
in mental hospitals.

His lectures on counseling and personality adjust-
ment were published as his first book, The Art of
Counseling: How to Gain and Give Mental Health
(1939), which was well regarded. May studied psychol-
ogy at Columbia University in New York City. While
working on his dissertation in 1942 and still counsel-
ing, May was diagnosed with tuberculosis. His per-
sonal struggle against death solidified his views on
existentialism. While recuperating in upstate New
York for almost two years, May wrote The Meaning of
Anxiety (1950), which he considered the “watershed”
event of his career. He stressed that anxiety can be a
positive, motivating force for social and personal devel-

to recognize dysfunctional patterns of thought and
perceptions that have influenced their lives. Addition-
ally, many people report a greater ability to manage
their emotions and gain a greater sense of stability.
When a person meditates, he or she often suppresses
the activity of the sympathetic nervous system, the
part of the nervous system that activates the body for
emergencies and activities. Meditation also lowers a
person’s metabolism, heart, and breathing rates.
Additionally, meditation decreases the chemical in
the body often associated with stress.

Abnormal results

Once a person begins to implement these anxiety
reduction techniques effectively, he or she may dis-
cover old or hidden psychological pain. The individual
may feel angry, frightened, or depressed, and it may be
beneficial for him or her to talk to a friend, mental
health professional, or meditation teacher.

Some people have difficulty with various aspects of
the different techniques. For example, an individual
may feel restless when first learning how to meditate,
ormay feel as though a thousand thoughts are running
through his or her mind. However, with practice and
assistance from a trained professional, these difficulties
will subside. People who feel frustrated or discouraged

opment, and that people can use their inner resources
for life choices. In 1953 May published his second
book, Man’s Search for Himself. Written in laymen’s
terms, it was a popular and critical success and estab-
lished May as a leader of American existentialism.

By the early 1960s May had become a leader in
challenging behaviorism and psychoanalysis. He
“defected” from biological determinism by stressing
unique conscious elements in individual psychology.
After moving to California in 1975, he resumed his private
practice as a therapist. He also served in various capacities
at the Saybrook Institute of the California School of Pro-
fessional Psychology. More books and ideas followed:
Power and Innocence: A Search for the Sources of Vio-
lence (1972), The Courage to Create (1975), My Quest for
Beauty (1985), and The Cry for Myth (1991). May was a
prolific writer and thinker who wrote more than fifteen
books, many of which are directly related to his personal
life and growth as a person. He was the recipient of the
American Psychological Association’s Gold Medal for his
distinguished career in psychology, Phi Beta Kappa's
Ralph Waldo Emerson Award, and the Whole Life Human-
itarian Award.

may simply need to find ways to make the practice of
these techniques more comfortable. As is the case with
many other skills, effectively reducing anxiety with
these techniques requires patience and practice. If an
individual does not consistently practice these techni-
ques, the benefits will probably not be obtained.
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I Apathy
Definition

Apathy can be defined as an absence or suppres-
sion of emotion, feeling, concern or passion. Further,
apathy is an indifference to things generally found to
be exciting or moving.

Description

A strong connection exists between apathy and
mental disorders. Apathy is one of the hallmark symp-
toms of schizophrenia. Many people with schizophre-
nia express little interest in the events surrounding
them. Apathy can also occur in depression and
depressive disorders. For example, people who are
depressed and have major depressive disorder or dys-
thymic disorder often feel numb to events occurring
around them, and do not derive pleasure from experi-
ences that they once found enjoyable.

The World Health Organization (WHO) defines
health as an optimal state of being that maximizes
one’s potential for physical, mental, emotional and
spiritual growth. It does not confine health to physical
parameters or measures. Passion, interest and action
are needed for optimal mental and emotional health.
Persons who are apathetic would seem to fall short of
the WHO definition of health.

All people may experience periods of apathy. Dis-
appointment and dejection are elements of life, and
apathy is a normal way for humans to cope with such
stresses—to be able to “shrug off” disappointments
enables people to move forward and try other activ-
ities and achieve new goals. When the stresses pass, the
apparent apathy also disappears. A period of apathy
can also be viewed as a normal and transient phase
through which many adolescents pass.

It is important to note, however, that long-term
apathy and detachment are not normal.

Treatment

Transient apathy can be overcome. Friends and
professionals may be able to assist individuals to
develop an interest in their surroundings. Attitude is
important. Persons who desire to overcome apathy
have much higher odds of succeeding than do persons
lacking a positive attitude.

Other than support, no specific treatment is
needed for apathy associated with adolescence, unless
other, more troubling disorders are also present.

The treatment of more persistent apathy (in a
depressive disorder, for example), or the apathy that
is characteristic of schizophrenia, may respond to
treatment for the primary disorder.

DEPRESSION. For depressive disorders, a number of
antidepressants may be effective, including tricyclic anti-
depressants, monoamine oxidase inhibitors (MAOISs)
and selective serotonin reuptake inhibitors (SSRIs).
The tricyclic antidepressants include amitriptyline (Ela-
vil), imipramine (Tofranil), and nortriptyline (Aventyl,
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Pamelor). MAOIs include tranylcypromine (Par-
nate) and phenelzine (Nardil). The most commonly
prescribed SSRIs are fluoxetine (Prozac), sertraline
(Zoloft), paroxetine (Paxil), fluvoxamine (Luvox),
and citalopram (Celexa).

SCHIZOPHRENIA. For schizophrenia, the primary
goal is to treat the more prominent symptoms (pos-
itive symptoms) of the disorder, such as the thought
disorder and hallucinations that patients experience.
Atypical antipsychotics are newer medications intro-
duced in the 1990s that have been found to be effective
for the treatment of schizophrenia. These medications
include clozapine (Clozaril), risperidone (Risperdal),
quetiapine (Seroquel), ziprasidone (Geodon), and
olanzapine (Zyprexa). These newer drugs are more
effective in treating the negative symptoms of schizo-
phrenia (such as empathy) and have fewer side effects
than the older antipsychotics. Most atypical antipsy-
chotics, however, do have weight gain as a side effect;
and patients taking clozapine must have their blood
monitored periodically for signs of agranulocytosis, or
a drop in the number of white blood cells.
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I Appetite suppressants
Definition

Appetite-suppressant medications are drugs that
promote weight loss by decreasing appetite or increas-
ing the sensation of fullness.

Description

Obesity is a disease that affects millions of Amer-
ican adults, adolescents, and children, posing serious
health risks. Medical professionals generally consider
obesity to be a chronic illness requiring life-long treat-
ment and management. It is often grouped with other
chronic conditions, such as high blood pressure and
diabetes, as a condition that can be controlled but not
cured. One is considered obese if 20% over ideal body
weight, according to standard height-weight charts, or
if one’s Body Mass Index, or BMI, (a ratio of height to
weight, indicaating the amount of fat tissue in the
body) exceeds 30%.

The most important strategies for managing obe-
sity are not medications but rather, a healthy diet
coupled with moderate exercise. As in other chronic
conditions, the use of prescription medications may
assist in managing the condition for some individuals
but it is never the sole treatment for obesity, nor is it
ever considered a cure.

The class of medications used most often for weight
loss are commonly referred to as “appetite suppressants.”
These medications promote weight loss by helping to
diminish appetite, and/or by increasing the subjective
feeling of fullness. They work by increasing serotonin
or catecholamines, two neurotransmitters (chemicals) in
the brain that affect both mood and appetite.

Several prescription medications are currently
approved for treatment of obesity. In general, the effects
of these medications are modest, leading to an average
initial weight loss of between 5 and 22 1bs (2.3-10 kg);
though studies show that weight returns after cessation
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of the drugs. There is considerable individual difference
in response to these medications; some people experi-
ence greater weight loss than others. The goal of pre-
scribing weight loss medication is to help the medically
at-risk obese patient “jump-start” their weight loss
effort and lose 10% or more of their starting body
weight. When this can be accomplished, it usually
leads to a reduction in risk for obesity-related illnesses,
such as high blood pressure, heart disease and diabetes.
Weight loss tends to be greatest during the first few
weeks or months of treatment, leveling off after about
six months. Research suggests that if a patient does not
lose at least four pounds during the first four weeks on a
particular medication, that medication is unlikely to be
effective over the long run. Few studies have addressed
safety or effectiveness of medications taken for more
than a few months at a time. Little data exists on the
long term effectiveness of the drugs.

All but two of the prescription appetite suppres-
sants in the United States have been approved by the
U.S. Food and Drug Administration (FDA), for
short-term use only. Short-term use generally means
a few weeks or months at the longest. One appetite
suppressant medication was approved for longer-term
use within the past decade, but that drug, dexfenflur-
amine (Redux) was withdrawn from the market
because of unacceptable risks associated with its use.

Another medication was approved within the past
few years for longer-term use, up to a year and possi-
bly longer, in significantly obese patients. This drug,
an appetite suppressant, is called sibutramine (Meri-
dia). Individuals with a history of heart disease, irreg-
ular heartbeat, high blood pressure, or history of
stroke should not take sibutramine. All patients tak-
ing this medication should have their blood pressure
monitored regularly.

A relatively new drug, orlistat (Xenical), was
approved in 1999 by the FDA for at least a year or
longer, as well. Orlistat is not an appetite suppressant,
but rather, a member of a new class of anti-obesity
drugs known as “lipase inhibitors.” These medications
work by preventing enzymes in the gastrointestinal
tract from breaking down dietary fats into smaller
molecules that can be absorbed by the body. The result
is that fat absorbed from food is decreased by about
30%. This effectively reduces the calories absorbed by
the body by 30%, aiding in weight loss.

While the FDA regulates how a medication can be
advertised or promoted by the manufacturer, these
regulations do not constrain physicians from prescrib-
ing them as they believe appropriate. This practice of
prescribing medications for conditions other than those

for which they were approved, or at different dosages,
or for different lengths of time, is known as “off-label”
use. Many of the prescription medications available for
weight management are used in an “off-label” manner.

Most of the side effects of prescription medica-
tions for weight loss are mild; but some very serious
complications have been reported in recent years.
They were so serious that two medications were vol-
untarily removed from the market by the manufac-
turers in 1997. These two medications, fenfluramine
(Pondimin), and dexfenfluramine (Redux), were
shown to be associated with a rare but very serious
and potentially fatal disorder known as primary pul-
monary hypertension (PPH), a disease of the lungs.
Forty-five percent of patients with PPH die within
four years of diagnosis.

Medications for weight loss
Prescription medications

Prescription medications currently prescribed for
weight loss include:

« Generic name: Dexfenfluramine (Trade name:
Redux) (withdrawn)

« Generic name: Diethylpropion (Trade names: Ten-
uate, Tenuate dospan)

« Generic name: Fenfluramine (Trade name: Pondi-
min) (withdrawn)

« Generic name: Mazindole (Trade name: Sanorex)

« Generic name: Orlistat (Trade name: Xenical)

« Generic name: Phendimetrazine (Trade names: Bon-
tril, Plegine, Prelu-2, X-Troxine)

« Generic name: Phentermine (Trade name: Adipex-P,
Fastin, Ionamin, Oby-trim)

« Generic name: Sibutramine (Trade name: Meridia)

Some antidepressant medications have been
studied for use as possible appetite depressants,
because they frequently depress appetite in the early
weeks and months of use. Research indicates, how-
ever, that while individuals may lose weight initially
during antidepressant treatment, a tendency to lose
only modest amounts of weight arises after six
months. Furthermore, most patients who lose weight
early in antidepressant medication treatment tend to
regain the weight while still using the medication.

Amphetamines and similar medications were fre-
quently prescribed in the United States, during the
1960s and 70s, as appetite suppressants. However,
because of their addictive potential, they are not pre-
scribed today for weight control, except by a remain-
der of “diet doctors” who defy political correctness
and continue to distribute them.
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SINGLE DRUG TREATMENT. The medications listed
are currently used, except where noted, to treat obesity.
In general, these medications are modestly effective,
especially when used in conjunction with a healthy
diet and moderate exercise. Average weight losses
between five to 22 lbs (2.3-10 kg) can be expected
beyond those seen with non-drug obesity treatments,
when only a low calorie and exerise regimen are fol-
lowed. There is considerable individual variation in
response to weight-loss medications; some people expe-
rience more weight loss than others.

COMBINED DRUG TREATMENT. Combined drug
treatment using fenfluramine and phentermine (“fen/
phen”) is no longer available due to the withdrawal of
fenfluramine from the market. There is little information
about the safety or effectiveness of other prescription
drug combinations for weight loss. Until further research
is conducted on safety or effectiveness, using combina-
tions of medications for weight loss is not advised unless
a patient is participating in a research study.

POTENTIAL BENEFITS OF APPETITE SUPPRESSANT
TREATMENT. Short-term use of appetite suppressant
medications has been shown to modestly reduce health
risks for obese individuals. Studies have found that
these medications can lower blood pressure, blood
cholesterol, blood fats (triglycerides), and decrease
insulin resistance (the body’s ability to utilize blood
sugar). Long-term studies need to be conducted to
determine if weight loss assisted by appetite suppres-
sant medications can improve health long-term.

POTENTIAL RISKS OF APPETITE SUPPRESSANT TREAT-
MENT. All prescription medications used to treat obe-
sity, with the exception of orlistat, are controlled
substances. This means that doctors need to follow
rigid guidelines when prescribing them. Although
abuse and dependence are uncommon with non-
amphetamine appetite suppressant medications, doctors
need to exercise caution when prescribing them, espe-
cially for patients with a history of alcohol or drug abuse.

DEVELOPMENT OF TOLERANCE. Studies of appetite
suppressant medications indicate that an individual’s
weight tends to level off after four to six months of
treatment. While some patients and doctors may be
concerned that this indicates growing tolerance to the
medications, the leveling off may indicate that the
medication has reached its limit of effectiveness. Cur-
rent research is not clear regarding whether weight
gained with continued medication is due to drug tol-
erance, or to reduced effectiveness of the medication
over time.

SIDE EFFECTS. Because obesity is a condition affect-
ing millions of Americans, many of whom are basically

healthy, the side effects of using powerful medications
such as appetite suppressants are of great concern.
Most side effects of these medications are mild and
diminish as treatment continues. Rarely, serious and
even fatal outcomes have been reported. The FDA
approved appetite suppressant medications that affect
serotonin (fenfluramine and dexfenfluramine) have
been withdrawn from the market. Medications that
affect catecholamine levels (such as phentermine, die-
tylpropion, and mazindol) may cause symptoms of
sleeplessness, nervousness, and euphoria.

Primary pulmonary hypertension (PPH) is a rare
but potentially fatal disease that affects the blood
vessels in the lungs and causes death within four
years in 45% of its victims. Patients who use the
appetite suppressant medications that are prescribed
for a use of three months are at increased risk of
developing this condition if used longer. Estimates
are that between one in 22,000 and one in 44,000
individuals will develop the disorder each year. While
the risk of developing PPH is very small, doctors and
patients should be aware of this potentially deadly
complication when they consider the risks and benefits
of using appetite suppressant medications for long-
term treatment of obesity. Patients taking appetite
suppressants should contact their doctors if they expe-
rience shortness of breath, chest pain, faintness, or
swelling in the lower legs and ankles. The vast majority
of cases of PPH related to appetite suppressant use
have occurred in patients taking fenfluarmine or dex-
fenfluramine, either alone or in combination with each
other or other drugs, such as phentermine. There have
been only a few cases of PPH reported among patients
taking phentermine alone, although the possibility
that phentermine alone may be associated with PPH
cannot be ruled out at this time.

Animal research has suggested that appetite sup-
pressant medications affecting the neurotransmitter
serotonin, such as fenfluramine and dexfenfluramine,
can damage the central nervous system. These findings
have not been reported in humans. Some patients have
reported depression or memory loss when using appe-
tite suppressant medications alone or in combination,
but it is not known if these problems are actually
caused by the medications or by other factors.

Over-the-counter appetite suppressants

In addition to the numerous prescription medica-
tions for weight loss, a few over-the-counter agents
are marketed for weight loss. The most common,
phenylpropanalomine, is an appetite suppressant
that is distantly related to the amphetamines. Like
the amphetamines, this drug has the side effect of
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KEY TERMS

“Fen/phen”—The commonly used name for a
combination of fenfluramine and phentermine
that is no longer available due to the withdrawal
of fenfluramine from the market.

Appetite suppressants—Medications that assist in
weight loss by reducing appetite or increasing the
sensation of fullness

Dexfenfluramine (Redux)—A prescription appetite
suppressant for weight loss that was withdrawn
from the market due to unacceptable health risks.

Diethylpropion (Tenuate, Tenuate dospan)—A
prescription appetite suppressant currently on the
market for weight loss.

Fenfluramine (Pondimin)—A prescription appetite
suppressant for weight loss that was withdrawn
from the market due to unacceptable health risks.

Insulin resistance—The body’s inability to utilize
blood sugar, at times leading to diabetes

Mazindol (Sanorex, Mazanor)—A prescription
medication for weight loss currently on the market.

Orlistat (Xenical)—A prescription medication for
weight loss currently on the market.

Phendimetrazine (Bontril, Plegine, Prelu-2, X-Tro-
zine)—A prescription appetite suppressant for
weight loss currently on the market.

Phentermine (Adipex-P, Fastin, lonamin, Oby-
trim)—A prescription appetite suppressant cur-
rently on the market for weight loss.

Primary pulmonary hypertension (PPH)—A rare
but potentially fatal disorder that affects the blood
vessels in the lungs

Triglycerides—Fats in the blood

increased blood pressure and heart rate, and thus
should not be used by anyone with hypertension or
heart disease. Other over-the-counter medications
contain fiber or bulking agents, and presumably
work by increasing the sensation of fullness. Some
preparations contain the anesthetic benzocaine. This
agent numbs the mouth and may make eating less
appealing temporarily. No evidence exists that any of
these medications is effective in producing significant
weight loss.

See also Amphetamines and related disorders;
Diets; Anorexia nervosa; Bulemia nervosa; Obesity;
Self-help groups; Support groups.
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I Aprepitant
Purpose

Aprepitant (brand name Emend) is a drug used to
prevent stomachaches and vomiting in persons receiv-
ing cancer-killing medicines (chemotherapy) or who
have received medicines to prevent pain during sur-
gery (anesthesia). The drug also affects substances in
the part of the brain also associated with emotions,
which has led scientists to question whether aprepitant
could be used to treat certain mental disorders, partic-
ularly major depression.

Description

Aprepitant is classified as a substance P neurokin-1
(NK-1) receptor antagonist. This means it blocks
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proteins called NK-1 receptors, which sit on cells in the
brain region linked to gastrointestinal problems and
the body’s response to stress, anxiety, and depression.
The receptors attach or bind to a naturally occurring
chemical called substance P, which is found in higher
amounts in persons with depression. Blocking the NK-1
receptors causes a decrease in the normal action of sub-
stance P that would be mediated by the NK-1 receptor

Scientists have theorized that aprepitant could
possibly become a unique antidepressant. In 1998,
researchers reported that more than half of patients
with depression who took aprepitant had an improve-
ment in mood. The study involved 213 people who
took the drug for six weeks. The scientists also discov-
ered that the medicine worked as well as paroxetine
(Paxil) in reducing anxiety.

In 2001, however, a larger trial involving 700
patients with mild to moderate depression failed to
show that aprepitant worked any better than existing
antidepressant medications. Additional studies also
failed. In 2003, Merck & Company, the manufacturer
of aprepitant, said it would no longer pursue the drug
as a treatment for depression. The decision came just a
few months after aprepitant received United States
Food and Drug Administration (FDA) approval as a
preventive for chemotherapy-related stomach upset.

Some researchers still investigate aprepitant as a
possible treatment for depression, but the results con-
tinue to be disappointing. In 2006, research concluded
that aprepitant did not reduce depression symptoms
any better than the placebo.

Recommended dosage

Aprepitant is only approved to prevent nausea
and vomiting in persons receiving chemotherapy or
who have just had surgery. It comes in capsule form,
and is taken by mouth with or without food.

Chemotherapy-related nausea and vomiting

Those receiving chemotherapy take aprepitant for
three days, in combination with other drugs. The gen-
eral recommended dose is as follows:

« Day 1: 125 mg by mouth one hour before receiving
chemotherapy

. Day 2: 80 mg by mouth in the morning

. Day 3: 80 mg by mouth in the morning

Post-operative nausea and vomiting

Aprepitant is given alone to prevent upset stom-
ach and vomiting that can occur after surgery. The
recommended dosage is 40 mg, taken by mouth,
within three hours before receiving anesthesia.

Precautions

Aprepitant is well tolerated in those with mild to
moderate liver disease. No aprepitant studies have
been conducted in persons with severe liver disease.
The drug has not been tested in people under age 18.

The FDA classifies a drug according to how it
may affect a developing fetus. Aprepitant is in cate-
gory B. Animal studies have shown that the drug does
not harm a developing fetus, but the drug has not been
studied in pregnant women. It is unclear whether the
drug passes into breast milk. Women who are preg-
nant or breastfeeding should talk to their doctor
before taking this drug.

Side effects

Studies of more than 3,000 people show that apre-
pitant is generally well tolerated. The most common
side effects in persons taking 80125 mg aprepitant to
prevent chemotherapy-related nausea and vomiting are:
. constipation
« diarrhea
« dizziness
« extreme tiredness
« hair loss
« headache
« hiccups
« loss of appetite
« stomachaches and pains
« weakness

The most common side effects in persons taking
40 mg aprepitant to prevent nausea and vomiting after
an operation are:

. constipation

« headache

« itching

« fever

« low blood pressure
« stomachaches

The following symptoms are rare, but require

immediate medical attention:

« breathing difficulty

« hives

« hoarseness (rough, scratchy voice)
« skin rash

. swelling of the face, throat, tongue, lips, hands, or
lower legs and feet

« trouble swallowing
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KEY TERMS

Anesthesia—Medicines that block pain signals
from traveling along the nerves to the brain. Anes-
thesia is often given before surgery so the patient
does not feel any pain during the procedure.

Chemotherapy—The use of medicines to kill can-
cer cells.

Receptor—A molecule, such as a protein, on a
cell’s surface that attaches to a specific substance.

Substance P—A naturally occurring chemical
found throughout the brain, spinal cord, and nerv-
ous system.

Aprepitant has been linked to tumor development
in laboratory animals. It is unclear if the medicine
increases the risk of tumors in humans.

Interactions

Serious, life-threatening reactions can occur if
aprepitant is taken with any of the following drugs:
. astemizole (Hismanal)

. cisapride (Propulsid)
« pimozide (Orap)
. terfenadine (Seldane)

Aprepitant can increase levels of certain chemo-
therapy drugs in the blood. Patients who take aprepi-
tant with any of the following drugs should be very
carefully monitored by a doctor:

. docetaxel (Taxotere)

« etoposide (Etopophos, Vepesid)
. ifosfamide (Mitoxana)

. imatinib (Gleevec)

« irinotecan (Campto)

« paclitaxel (Taxol)

. vinblastine (Velbe)

« vincristine (Oncovin)

. vinorelbine (Navelbine)

Aprepitant may make birth control pills less effec-
tive. An additional form of birth control should be

used when taking aprepitant and for a month after the
last dose.

Those who take aprepitant with the blood thinner
warfarin should be closely monitored by a doctor.
Taking the two drugs together can affect blood-clot-
ting time. Blood tests are needed to determine whether
the dosage of warfarin needs to be adjusted.

Aprepitant can cause increased levels of dexame-
thasone (Decadron) and methylprednisolone (Medrol)
in the blood. Patients may need their dosages decreased
if taken with aprepitant.

Aprepitant should be used with caution when
taking the following drugs, which can increase the
risk of side effects:

. alprazolam (Xanax)
. midazolam (Versed)
. triazolam (Halcion)

Resources

BOOKS
Karch, Amy M. 2007 Lippincott’s Nursing Drug Guide.
Philadelphia: Lippincott Williams & Wilkins, 2007.

ORGANIZATIONS

Mental Health America. 2000 N. Beauregard Street,
6th Floor. Alexandria, VA 22311. Telephone: (800)
969-6MHA (6642). <http://www.nmha.org>.

National Alliance on Mental Illness. 2107 Wilson Boule-
vard, Suite 300, Arlington, VA 22201-3042. Telephone:
(703) 524-7600. <http://www.nami.org>.

National Institute of Mental Health. 6001 Executive
Boulevard, Room 8184, MSC 9663, Bethesda, MD
20892-9663. Telephone: (301) 443-4513. <http://
www.nimh.nih.gov>.

Kelli Miller Stacy

Aricept see Donepezil

I Aripiprazole
Purpose

Aripiprazole (brand name Abilify) is a newer gen-
eration antipsychotic medication. It was approved by
the U.S. Food & Drug Administration (FDA) in 2002
to treat schizophrenia symptoms. The symptoms of
schizophrenia include hallucinations, delusions, para-
noia, and social withdrawal.

The drug is also FDA—approved as a therapy for
people with bipolar disorder who have had episodes of
acute mania or mixed episodes of mania and depres-
sion, but who have subsequently been stabilized for at
least six weeks.

Aripiprazole can be used short-term to treat
acute psychotic and manic states and agitation in demen-
tia, as well as long-term to treat chronic psychotic disor-
ders, such as schizophrenia. In the past, these conditions
were typically treated with conventional antipsychotic
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drugs, such as phenothiazine, thioxanthene, and butyr-
ophenone neuroleptics.

Although aripiprazole is primarily indicated for
the treatment of adults, some studies have indicated
that it also may be effective for children and adoles-
cents with bipolar disorder. In the few studies that
have been conducted, the drug was well tolerated in
this population; however, researchers say that a lower
dose is appropriate in younger patients.

Description

Aripiprazole is part of a class of drugs called
atypical antipsychotics. This class, which also includes
clozapine, olanzapine, quetiapine, risperidone, and
ziprasidone, are called “atypical” because of their
relatively lower risk of certain types of adverse side
effects compared to traditional antipsychotic drugs.

The exact mechanism by which aripiprazole and
other atypical antipsychotic drugs work is unknown.
Scientists believe that schizophrenia is caused by an
imbalance of dopamine in the brain. Dopamine is a
neurotransmitter that affects movement and balance.
The theory is that aripiprazole acts as a partial agonist
and antagonist, meaning that it binds to dopamine
receptors in the brain and partially activates these
receptors, while preventing dopamine from binding
to them and fully activating them. Conventional anti-
psychotic drugs, by comparison, act as full antago-
nists. These drugs completely block dopamine
receptors and significantly interfere with dopamine
transmission, which can cause severe movement side
effects. Aripiprazole also affects another neurotrans-
mitter, serotonin, which is involved in regulating
mood, and which is also imbalanced in people with
schizophrenia.

Although studies suggest that aripiprazole works
well to treat psychotic conditions such as schizophre-
nia, very little research has been conducted comparing
its effectiveness with that of conventional antipsy-
chotic drugs.

Recommended Dosage

Aripiprazole is only available by prescription. It is
taken once a day by mouth as either a tablet or an oral
solution. The oral solution is designed for older
patients who have difficulty swallowing a tablet. Tab-
lets range from 2 mg to 30 mg strengths. The oral
solution is available in a 1-mg/mL solution. Aripipra-
zole can be taken with or without food. Some patients
start out on a low dose, and then their doctor increases
the dose after approximately two weeks.

Precautions

Women who are pregnant, who intend to become
pregnant, or who are nursing should ask their doctor
before taking this drug. Aripiprazole may increase the
risk for diabetes, and people who develop extreme
thirst, frequent urination, or other diabetes symptoms
while taking the drug should see a doctor for
assessment.

Because of potential interactions, people who are
taking aripiprazole should tell their doctor if they have
or are taking medications for any of the following
conditions:

« Alzheimer’s disease

« Anxiety

« Depression

« Diabetes

« Heart disease or heart failure
« High or low blood pressure

« Human immunodeficiency virus (HIV)
« Irritable bowel disease

« Mental illness

« Parkinson’s disease

« Seizures

« Stroke or mini—stroke

« Surgery

« Ulcers

Because this medication may cause drowsiness
and can impair judgment and motor skills, people
who take it should take precautions when operating
a motor vehicle or machinery. Alcohol can increase
the sedative effects, and is not advised for people who
are taking aripiprazole. Also, people who take this
drug should use caution when exercising, because
aripiprazole can affect the body’s ability to regulate
temperature, potentially leading to overheating and
dehydration.

Side Effects

Aripiprazole and other atypical antipsychotic
drugs tend to cause fewer neurological side effects
than the older antipsychotic drugs. In particular,
they have a lower risk of extrapyramidal symptoms,
a group of involuntary muscle movement disorders.
However, the drug does have side effects.

The most common side effects with aripiprazole
are:

« anxiety
« constipation
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KEY TERMS

Atypical antipsychotic—A class of newer-genera-
tion antipsychotic medications that are used to treat
schizophrenia and other psychotic disorders.

Bipolar disorder—A brain disorder that causes
extreme emotional shifts, or mood swings.

Delusions—A condition in which a person experi-
ences beliefs that are untrue.

Dementia—A loss of mental ability, often occur-
ring with age, that can interfere with a person’s
ability to think clearly and function independently.

Dopamine—A chemical messenger in the brain
that regulates movement and balance.

Extrapyramidal—Related to the motor system in
the brain. Extrapyramidal symptoms affect move-
ment and coordination.

Hallucinations—Seeing, hearing, feeling, smell-
ing, or tasting things that do not exist.

Mania—A mood disorder in which a person may
become impulsive or irritable, and may exercise
extremely poor judgment.

Neuroleptic malignant syndrome—A  rare
response to certain antipsychotic drugs, which
can raise the body temperature to potentially life-
threatening levels.

Serotonin—A chemical messenger in the brain that
affects mood and emotion.

Paranoia—Condition in which a person has an irra-
tional suspicion about another person or situation.

Partial agonist—A substance that partially acti-
vates a receptor in the brain, while blocking
the neurotransmitter for that receptor from binding
to it.

Schizophrenia—A mental disorder in which a per-
son experiences hallucinations and delusions, and
displays unusual behavior.

« difficulty sleeping
« dizziness

« drowsiness

« headache

. nausea

« NErvousness

. numbness

. tremor

« vomiting
. weight gain

This drug can increase the risk for a rare condition
called neuroleptic malignant syndrome (NML). This
condition, which is sometimes caused by drugs that
interfere with the dopamine pathway, can raise body
temperatures to potentially life-threatening levels.

Aripiprazole is not approved for the treatment of
psychosis in elderly patients with dementia. The FDA
in 2005 released a public health advisory warning
patients and doctors against using aripiprazole and
other atypical antipsychotics off-label. In studies,
these drugs significantly increased the risk of death in
older patients with dementia compared to placebo.
Most of the deaths were associated with heart failure
or infections such as pneumonia. Atypical antipsy-
chotics also have been associated with an increased
risk for stroke in elderly patients with dementia-
related psychosis.

Interactions

Aripiprazole can have potentially dangerous
interactions with the following drugs:

. famotidine

. valproate

« lithium

« dextromethorphan
« warfarin

» omeprazole

. lorazepam

Resources

BOOKS

Beers, Mark H. The Merck Manual of Medical Information:
2nd Home Edition. New York, NY: Pocket, 2004.

Mondimore, Francis Mark. Bipolar Disorder: A Guide for
Patients and Families, 2nd edition. Baltimore, MD: The
Johns Hopkins University Press, 2006.

Stahl, Stephen M. Essential Psychopharmacology: The
Prescriber’s Guide: Antipsychotics and Mood Stabilizers.
New York, NY: Cambridge University Press, 2006.

Torrey, E. Fuller. Surviving Schizophrenia: A Manual for
Families, Patients, and Providers. 5th edition. New
York, NY: Harper Collins Publishers, 2006.

ORGANIZATIONS

American Psychiatric Association. 1000 Wilson Boulevard,
Suite 1825, Arlington, VA 22209-3901. Telephone:
(703) 907-7300. < http://www.psych.org/>.

National Alliance on Mental Illness. 2107 Wilson Blvd.,
Suite 300, Arlington, VA 22201-3042. Telephone: (800)
950-6264. <http://www.nami.org>.
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National Institute of Mental Health. 6001 Executive Boule-
vard, Room 8184, MSC 9663 Bethesda, MD 20892-
9663. Telephone: (866)615-6464. <http://www.nimh.
nih.gov/>.

The Mental Health Research Association. 60 Cutter Mill
Road, Suite 404, Great Neck, NY 11021. Telephone:
(800) 829-8289. <narsad.org>.

Stephanie N. Watson

I Aromatherapy
Definition

Aromatherapy is a holistic treatment based on the
external use of essential aromatic plant oils to main-
tain and promote physical, physiological, and spiritual
well-being. The essential oils may be used in massage,
added to a warm bath, used to moisten a compress that
is applied to the affected part of the body, added to a
vaporizer for inhalation, or diffused throughout a
room.

The term aromatherapy (aromatherapie in the
original French) was coined in 1928 by a French
chemist, René Maurice Gattefossé, to describe the
therapeutic use of aromatic substances (essential oils)
in wound healing. Gattefossé discovered the healing
properties of essential plant oils accidentally; after
burning his hand in a laboratory accident, he found
that lavender oil healed his burns in a very short time.
He then experimented with plant oils in treating
soldiers wounded in World War I, and found that
there were several essential oils that speeded physical
healing. As the practice of aromatherapy expanded, it
came to incorporate a holistic emphasis on healing or
invigorating all levels of a person’s being. In the
United States and Great Britain, the contemporary
practice of aromatherapy is often associated with
naturopathy and Western herbal medicine. In Great
Britain, aromatherapy is one of the most frequently
used forms of alternative medicine; in the United States,
many hospital-affiliated centers for the study of com-
plementary and alternative medicine (CAM) offer aro-
matherapy as well as other alternative approaches.
Aromatherapy has also been added to holistic nursing
board examinations in the United States within the last
few years.

Purpose

One of the basic concepts of mind/body medicine
is that a positive frame of mind helps to keep people in

good health. Aromatherapists maintain that essential
oils derived from plants help people to slow down,
relax from stress, and enjoy the sensory experiences
of massage, warm water, and pleasant smells. Aroma-
therapy is thought to improve a person’s mental out-
look and sense of well-being by affecting the limbic
system via the olfactory nerve, or the sense of smell.
The limbic system is the area of the brain that regulates
emotions. Relaxing and pleasant smells stimulate
emotional responses of pleasure and relaxation.
From a holistic perspective, aromatherapy is a form
of preventive health care. Most aromatherapists
believe that aromatherapy should not be used as a
substitute for mainstream medical or psychiatric
care, but as an adjunct to it.

Aromatherapy is considered to be a useful com-
plementary treatment for the relief of depression,
anxiety, insomnia, panic disorder, stress-related phys-
ical disorders, menstrual cramps, and some gastroin-
testinal complaints. For example, peppermint oil
calms gastrointestinal spasms when ingested, or
taken by mouth. A recent Scottish study found that
aromatherapy has a measurably calming effect on the
symptoms of dementia in elderly people.

Aromatherapy can be used by itself, or combined
with Swedish massage, shiatsu, acupressure, reflexol-
ogy, or light therapy to reinforce the positive results of
these treatments.

Although there are professional aromatherapists
as well as practitioners of holistic medicine who offer
aromatherapy among their other services, people can
also use aromatherapy at home as part of self-care.
There are many guides to the various techniques of
aromatherapy and the proper use of essential plant
oils available in inexpensive paperback editions.

Precautions

People who are interested in using essential oils at
home should be careful to purchase them from reliable
sources. The U. S. Food and Drug Administration
(FDA) does not regulate the manufacture of essential
plant oils. Consequently, instances of consumer fraud
have been reported. In the case of essential oils, the
most common form of fraud is substitution of syn-
thetic compounds for natural essential oils, which are
expensive to produce.

Another precaution is to avoid applying essential
oils directly to the skin as a form of perfume. Some
essential oils such as oil of orange or oil of peppermint
are irritating to the skin if applied full-strength. When
essential oils are used in massage, they are always
diluted in a carrier oil.
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A final precaution is to avoid taking essential oils
internally without a consultation with a physician or
naturopathist. Possible exceptions may be peppermint
oil and aloe vera.

Description

Essential plant oils are prepared for use in aroma-
therapy in several different ways. Most are prepared
by steam distillation, a process in which the flowers,
leaves, or other plant parts are heated by steam from
boiling water. The vapors that result then pass
through a condenser that separates the scented water
from the essential oil, which is siphoned off into a
separate container. Other methods of extracting essen-
tial oils include expression, or squeezing, which is
limited to citrus oils; enfleurage, in which flower petals
are placed on a bed of purified fat that soaks up the
essential oils; and maceration, in which the plant parts
are crushed and covered with warm vegetable oil that
absorbs the essential oils.

There are several different techniques for the use
of essential oils in aromatherapy:

« Massage: This is the technique that most people
associate with aromatherapy. For use in massage,
essential oils are mixed with a vegetable carrier oil,
usually wheatgerm, avocado, olive, safflower, grape-
seed, or soya bean oil. A ratio that is commonly
recommended is 2.5-5% essential oil to 95-97.5%
carrier oil.

Full-body baths: In this technique, the essential oil is
added to a tubful of warm (but not hot) water as the
water is running. The dosage of essential oil is usually
5-10 drops per bath.

Hand or foot baths: These are often recommended to
treat arthritis or skin disorders of the hands or feet as
well as sore muscles. The hands or feet are soaked for
10—-15 minutes in a basin of warm water to which 5-7
drops of essential oil have been added.

Inhalations: This technique is used to treat sinus
problems or such nasal allergies as hay fever. Two
cups of water are brought to a boil and then allowed
to cool for 5-10 minutes. Two to five drops of essen-
tial oil are added to the steaming water, and the
person leans over the container and inhales the fra-
grant vapors for 5-10 minutes.

Diffusion: This technique requires the use of a special
nebulizer to disperse microscopic droplets of essen-
tial oil into the air, or a clay diffuser that allows the
oil to evaporate into the air when it is warmed by a
small votive candle or electric bulb. Diffusion is rec-
ommended for treating emotional upsets.

« Compresses: These are made by soaking four or five
layers of cotton cloth in a solution of warm water and
essential oil, wringing out the cloth so that it is moist
but not dripping, and applying it to the affected part
of the body. The compress is then covered with a
layer of plastic wrap, followed by a pre-warmed
towel, and kept in place for one or two hours. Aro-
matherapy compresses are used to treat wounds,
sprains, bruises, sore muscles, menstrual cramps,
and respiratory congestion.

Aromatic salves: Salves are made by melting together
1 1/4 cup of vegetable oil and 1 oz of beeswax in a
double boiler over medium heat, and adding the
desired combination of essential oils.

Internal use: Some essential oils such as oil of pep-
permint and cinnamon can be used to make teas or
mouthwashes, or mixed with a glass of honey and
water. The dose depends on the oil, but a physician,
naturopathist, or other practitioner should be
consulted.

Preparation

Aromatherapists recommend the use of fresh oils
and oil mixtures in the techniques described above.
Both essential oils and vegetable carrier oils deterio-
rate over time and should not be kept longer than one
or two months; thus, it is best to mix only small
quantities of massage oils or salves at any one time.

No special preparation for an aromatherapy
treatment is required on the patient’s part.

Aftercare

Aromatherapy does not require any particular
form of aftercare, although many patients like to rest
quietly for a few minutes after a bath or massage with
essential oils.

Risks

There are no risks involved in external aromather-
apy when essential oils are diluted as recommended.
Not all essential oils, however, should be taken inter-
nally. Benzoin and other essential oils derived from
tree resins should not be used internally.

A few cases have been reported of dissociative
episodes triggered by fragrances associated with trau-
matic experiences. Patients in treatment for post-
traumatic stress disorder (PTSD) or any of the dis-
sociative disorders should consult their therapist before
they use aromatherapy.
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Carrier—A vegetable oil such as safflower, olive,
grapeseed, or wheatgerm oil used to dilute essen-
tial oils for massage.

Enfleurage—A technique for extracting essential
oils from flower petals by placing them on a layer
of purified fat.

Essential oil—The product of special ducts or cells
in the tissues of aromatic plants (or the sap of cer-
tain trees) that gives the plant its characteristic
aroma and therapeutic properties. Essential oils
are sometimes called volatile oils because they
evaporate readily at room temperature.

Limbic system—A group of structures in the brain
that includes the amygdala, hippocampus, olfac-
tory bulbs, and hypothalamus. The limbic system is
associated with homeostasis and the regulation and
arousal of emotions.

Maceration—A technique for extracting essential
oils from plant leaves and stems by crushing the
plant parts and soaking them in warm vegetable oil.

Olfactory nerve—The cranial nerve that regulates
the sense of smell.

Normal results

Normal results from aromatherapy include a
sense of relaxation, relief from tension, and improved
well-being.

Abnormal results

Abnormal results include skin irritations or other
allergic reactions to essential oils, and the develop-
ment of traumatic memories associated with specific
smells.

Resources

BOOKS

Pelletier, Kenneth R., M.D. The Best Alternative Medicine.
New York: Simon and Schuster, 2002.

Price, Shirley. Practical Aromatherapy. Second edition,
revised. London, UK: Thorsons, 1994.

PERIODICALS

Buckle, J. “The Role of Aromatherapy in Nursing Care.”
Nursing Clinics of North America 36 (March 2001): 57-72.

IImberger, 1., E. Heuberger, C. Mahrhofer, and others. “The
Influence of Essential Oils on Human Attention:
Alertness.” Chemistry and the Senses 3 (March 2001):
239-245.

Simpson, N., and K. Roman. “Complementary Medicine
Use in Children: Extent and Reasons.” British Journal
of General Practice 51 (November 2001): 914-916.

Smallwood, J., R. Brown, F. Coulter, and others. “Aroma-
therapy and Behaviour Disturbances in Dementia: A
Randomized Controlled Trial.” International Journal of
Geriatric Psychiatry 16 (October 2001): 1010-1013.

ORGANIZATIONS

American Association of Naturopathic Physicians. 601
Valley Street, Suite 105, Seattle, WA 98109. Telephone:
(206) 298-0126. <www.naturopathic.org>.

International Aromatherapy and Herb Association. 3541
West Acapulco Lane. Phoenix, AZ 85053-4625. Tele-
phone: (602) 938-4439. <www.aztec.asu.edu./iaha/>.

National Association for Holistic Aromatherapy (NAHA).
4509 Interlake Avenue North, #233, Seattle, WA
98103-6773. Telephone: (888) ASK-NAHA or (206)
547-2164. <www.naha.org>.

Rebecca J. Frey, Ph.D.

Art therapy see Creative therapies
Artane see Trihexyphenidyl
Asendin see Amoxapine

I Asperger’s disorder
Definition

Asperger’s disorder, which is also called Asperg-
er’s syndrome (AS) or autistic psychopathy, belongs
to a group of childhood disorders known as pervasive
developmental disorders (PDDs) or autistic spectrum
disorders. The essential features of Asperger’s disor-
der are severe social interaction impairment and
restricted, repetitive patterns of behavior and activ-
ities. It is similar to autism, but children with AS do
not have the same difficulties in acquiring language
that children with autism have.

In the mental health professional’s diagnostic
handbook, the Diagnostic and Statistical Manual of
Mental Disorders fourth edition text revised, or DSM-
IV-TR, Asperger’s disorder is classified as a develop-
mental disorder of childhood.

Description

AS was first described by Hans Asperger, an
Austrian psychiatrist, in 1944. Asperger’s work was
unavailable in English before the mid-1970s; as a
result, AS was often unrecognized in English-speaking
countries until the late 1980s. Before DSM-IV
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(published in 1994) there was no officially agreed-
upon definition of AS. In the words of ICD-10, the
European equivalent of the DSM-IV, AS is “a disor-
der of uncertain nosological validity.” (Nosological
refers to the classification of diseases.) There are
three major reasons for this lack of clarity: differences
between the diagnostic criteria used in Europe and
those used in the United States; the fact that some of
the diagnostic criteria depend on the observer’s inter-
pretation rather than objective measurements; and the
fact that the clinical picture of AS changes as the child
grows older.

Asperger’s disorder is one of the milder pervasive
developmental disorders. Children with AS learn to
talk at the usual age and often have above-average
verbal skills. They have normal or above-normal intel-
ligence and the ability to feed or dress themselves and
take care of their other daily needs. The distinguishing
features of AS are problems with social interaction,
particularly reciprocating and empathizing with the
feelings of others; difficulties with nonverbal commu-
nication (such as facial expressions); peculiar speech
habits that include repeated words or phrases and a
flat, emotionless vocal tone; an apparent lack of “com-
mon sense” a fascination with obscure or limited sub-
jects (for example, the parts of a clock or small
machine, railroad schedules, astronomical data, etc.)
often to the exclusion of other interests; clumsy and
awkward physical movements; and odd or eccentric
behaviors (hand wringing or finger flapping; swaying
or other repetitious whole-body movements; watching
spinning objects for long periods of time).

Causes and symptoms
Causes

There is some indication that AS runs in families,
particularly in families with histories of depression
and bipolar disorder. Asperger noted that his initial
group of patients had fathers with AS symptoms.
Knowledge of the genetic profile of the disorder, how-
ever, is quite limited as of 2002.

In addition, about 50% of AS patients have a
history of oxygen deprivation during the birth process,
which has led to the hypothesis that the disorder is
caused by damage to brain tissue before or during
childbirth. Another cause that has been suggested is
an organic defect in the functioning of the brain.

As of 2002, there is no known connection between
Asperger’s disorder and childhood trauma, abuse or
neglect.

Symptoms

In young children, the symptoms of AS typically
include problems picking up social cues and under-
standing the basics of interacting with other children.
The child may want friendships but find him- or her-
self unable to make friends.

Most children with AS are diagnosed during the
elementary school years because the symptoms of the
disorder become more apparent at this point. They
include:

« Poor pragmatic language skills. This phrase means
that the child does not use the right tone or volume of
voice for a specific context, and does not understand
that using humorous or slang expressions also
depends on social context.

« Problems with hand-eye coordination and other vis-
ual skills.

« Problems making eye contact with others.

« Learning difficulties, which may range from mild to
severe.

. Tendency to become absorbed in a particular topic
and not know when others are bored with conversa-
tion about it. At this stage in their education, chil-
dren with AS are likely to be labeled as “nerds.”

« Repetitive behaviors. These include such behaviors
as counting a group of coins or marbles over and
over; reciting the same song or poem several times;
buttoning and unbuttoning a jacket repeatedly; etc.

Adolescence is one of the most painful periods of
life for young people with AS, because social interac-
tions are more complex in this age group and require
more subtle social skills. Some boys with AS become
frustrated trying to relate to their peers and may
become aggressive. Both boys and girls with the dis-
order are often quite naive for their age and easily
manipulated by “street-wise” classmates. They are
also more vulnerable than most youngsters to peer
pressure.

Little research has been done regarding adults
with AS. Some have serious difficulties with social
and occupational functioning, but others are able to
finish their schooling, join the workforce, and marry
and have families.

Demographics

Although the incidence of AS has been variously
estimated between 0.024% and 0.36% of the general
population in North America and northern Europe,
further research is required to determine its true rate of
occurrence—especially because the diagnostic criteria
have been defined so recently. In addition, no research
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regarding the incidence of AS has been done on the
populations of developing countries, and nothing is
known about the incidence of the disorder in different
racial or ethnic groups.

With regard to gender differences, AS appears to
be much more common in boys. Dr. Asperger’s first
patients were all boys, but girls have been diagnosed
with AS since the 1980s. One Swedish study found the
male/female ratio to be 4:1; however, the World
Health Organization’s ICD-10 classification gives the
male to female ratio as 8 to 1.

Diagnosis

As of early 2002, there are no blood tests or brain
scans that can be used to diagnose AS. Until DSM-IV
(1994), there was no “official” list of symptoms for the
disorder, which made its diagnosis both difficult and
inexact. Although most children with AS are diag-
nosed between five and nine years of age, many are
not diagnosed until adulthood. Misdiagnoses are com-
mon; AS has been confused with such other neuro-
logical disorders as Tourette’s syndrome, or with
attention-deficit disorder (ADD), oppositional defi-
ant disorder (ODD), or obsessive-compulsive disor-
der (OCD). Some researchers think that AS may
overlap with some types of learning disability, such
as the nonverbal learning disability (NLD) syndrome
identified in 1989.

The inclusion of AS as a separate diagnostic cat-
egory in DSM-IV was justified on the basis of a large
international field trial of over a thousand children
and adolescents. Nevertheless, the diagnosis of AS is
also complicated by confusion with such other diag-
nostic categories as “high-functioning (IQ higher than
70) autism” or HFA, and “schizoid personality disor-
der of childhood.” Unlike schizoid personality disor-
der of childhood, AS is not an unchanging set of
personality traits—AS has a developmental dimen-
sion. AS is distinguished from HFA by the following
characteristics:

. later onset of symptoms (usually around three years
of age).

. early development of grammatical speech; the AS
child’s verbal 1Q (scores on verbal sections of stand-
ardized intelligence tests) is usually higher than per-
formance IQ (how well the child performs in school).
The reverse is usually true for autistic children.

« less severe deficiencies in social and communication
skills.

« presence of intense interest in one or two topics.
« physical clumsiness and lack of coordination

. family is more likely to have a history of the
disorder.

« lower frequency of neurological disorders.
. more positive outcome in later life.

DSM-IV-TR criteria for Asperger’s disorder

The DSM-1V-TR specifies the following diagnos-
tic criteria for AS:

« The child’s social interactions are impaired in at least
two of the following ways: markedly limited use of
nonverbal communication (facial expressions, for
example); lack of age-appropriate peer relationships;
failure to share enjoyment, interests, or accomplish-
ment with others; lack of reciprocity (turn-taking) in
social interactions.

The child’s behavior, interests, and activities are
characterized by repetitive or rigid patterns, such as
an abnormal preoccupation with one or two topics,
or with parts of objects; repetitive physical move-
ments; or rigid insistence on certain routines and
rituals.

The patient’s social, occupational, or educational
functioning is significantly impaired.

The child has normal age-appropriate language
skills.

The child has normal age-appropriate cognitive
skills, self-help abilities, and curiosity about the
environment.

« The child does not meet criteria for another specific
PDD or schizophrenia.

To establish the diagnosis, the child psychiatrist
or psychologist would observe the child, and would
interview parents, possibly teachers, and the affected
child (depending on the child’s age), and would gather
a comprehensive medical and social history.

Other diagnostic scales and checklists

Other instruments that have been used to identify
children with AS include Gillberg’s criteria, a six-item
list compiled by a Swedish researcher that specifies
problems in social interaction, a preoccupying narrow
interest, forcing routines and interests on the self or
others, speech and language problems, nonverbal
communication problems, and physical clumsiness;
and the Australian Scale for Asperger’s Syndrome, a
detailed multi-item questionnaire developed in 1996.

Brain imaging findings

As of 2002, only a few structural abnormalities of
the brain have been linked to AS. Findings include
abnormally large folds in the brain tissue in the left
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frontal region, abnormally small folds in the opercu-
lum (a lid-like structure composed of portions of
three adjoining brain lobes), and damage to the left
temporal lobe (a part of the brain containing a sen-
sory area associated with hearing). The first single
photon emission tomography (SPECT) study of an
AS patient found a lower-than-normal supply of
blood to the left parietal area of the brain, an area
associated with bodily sensations. Brain imaging
studies on a larger sample of AS patients is the next
stage of research.

Treatments

There is no cure for AS and no prescribed treat-
ment regimen for all AS patients. Specific treatments
are based on the individual’s symptom pattern.

Medications

Many children with AS do not require any
medication. For those who do, the drugs that are
recommended most often include psychostimulants
(methylphenidate, pemoline), clonidine, or one of
the tricyclic antidepressants (TCAs) for hyperactivity
or inattention; beta blockers, neuroleptics (antipsy-
chotic medications), or lithium (lithium carbonate)
for anger or aggression; selective serotonin reuptake
inhibitors (SSRIs) or TCAs for rituals (repetitive
behaviors) and preoccupations; and SSRIs or TCAs
for anxiety symptoms. One alternative herbal remedy
that has been tried with AS patients is St. John’s wort.

Psychotherapy

AS patients often benefit from individual psycho-
therapy, particularly during adolescence, in order to
cope with depression and other painful feelings related
to their social difficulties. Many children with AS are
also helped by group therapy, which brings them
together with others facing the same challenges.
There are therapy groups for parents as well.

Therapists who are experienced in treating chil-
dren with Asperger’s disorder have found that the
child should be allowed to proceed slowly in forming
an emotional bond with the therapist. Too much
emotional intensity at the beginning may be more
than the child can handle. Behavioral approaches
seem to work best with these children. Play therapy
can be helpful in teaching the child to recognize social
cues as well as lowering the level of emotional tension.

Adults with AS are most likely to benefit
from individual therapy using a cognitive-behavioral
approach, although many also attend group therapy.
Some adults have been helped by working with speech

therapists on their pragmatic language skills. A rela-
tively new approach called behavioral coaching has
been used to help adults with AS learn to organize
and set priorities for their daily activities.

Educational considerations

Most AS patients have normal or above-normal
intelligence, and are able to complete their education
up through the graduate or professional school level.
Many are unusually skilled in music or good in sub-
jects requiring rote memorization. On the other hand,
the verbal skills of children with AS frequently cause
difficulties with teachers, who may not understand
why these “bright” children have social and commu-
nication problems. Some AS children are dyslexic;
others have difficulty with writing or mathematics.
In some cases, AS children have been mistakenly put
in special programs either for children with much
lower levels of functioning, or for children with con-
duct disorders. AS children do best in structured learn-
ing situations in which they learn problem-solving and
social skills as well as academic subjects. They fre-
quently need protection from the teasing and bullying
of other children, and often become hypersensitive to
criticism by their teenage years. One approach that has
been found helpful at the high-school level is to pair
the adolescent with AS with a slightly older teenager
who can serve as a mentor. The mentor can “clue in”
the younger adolescent about the slang, dress code,
cliques, and other “facts of life” at the local high
school.

Employment

Adults with AS are productively employed in a
wide variety of fields, including the learned profes-
sions. They do best, however, in jobs with regular
routines or occupations that allow them to work in
isolation. In large companies, employers or supervi-
sors and workplace colleagues may need some infor-
mation about AS in order to understand the new

employee’s “eccentricities.”

Prognosis

AS is a lifelong but stable condition. The prog-
nosis for children with AS is generally good as far
as intellectual development is concerned, although
few school districts as of 2002 are equipped to meet
the special social needs of this group of children.
Adults with AS appear to be at greater risk of
depression than the general population. In addition,
some researchers believe that people with AS have
an increased risk of a psychotic episode (a period of
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KEY TERMS

Autistic psychopathy—Hans Asperger’s original
name for the condition now known as Asperger’s
disorder. It is still used occasionally as a synonym
for the disorder.

DSM—Abbreviation for the Diagnostic and Statis-
tical Manual of Mental Disorders, a handbook for
mental health professionals that includes lists of
symptoms that indicate specific diagnoses. The
text is periodically revised, and the latest version
was published in 2000 and is called DSM-IV-TR,
for Fourth Edition, Text Revised.

Gillberg’s criteria—A six-item checklist for AS
developed by Christopher Gillberg, a Swedish
researcher. It is widely used in Europe as a diag-
nostic tool.

High-functioning autism (HFA)—A subcategory of
autistic disorder consisting of children diagnosed
with 1Qs of 70 or higher. Children with AS are often
misdiagnosed as having HFA.

Nonverbal learning disability (NLD)—A learning
disability syndrome identified in 1989 that may
overlap with some of the symptoms of AS.

Pervasive developmental disorders (PDDs)—A
category of childhood disorders that includes
Asperger’s syndrome and Rett’s disorder. The
PDDs are sometimes referred to collectively as
autistic spectrum disorders.

Semantic-pragmatic disorder—A term that refers
to the difficulty that children with AS and some
forms of autism have with pragmatic language
skills. Pragmatic language skills include knowing
the proper tone of voice for a given context, using
humor appropriately, making eye contact with a
conversation partner, maintaining the appropriate
volume of one’s voice, etc.

time during which the affected person loses touch
with reality) in adolescence or adult life.

Prevention

Effective prevention of Asperger’s disorder awaits
further genetic mapping together with ongoing
research in the structures and functioning of the
brain. The only practical preventive strategy as of
2002 is better protection of the fetus against oxygen
deprivation during childbirth.

Resources

BOOKS

American Psychiatric Association. Diagnostic and Statistical
Manual of Mental Disorders. 4th edition, text revised.
Washington, DC: American Psychiatric Association,
2000.

“Psychiatric Conditions in Childhood and Adolescence.”
Section 19, Chapter 274. In The Merck Manual of
Diagnosis and Therapy, edited by Mark H. Beers, M.D.,
and Robert Berkow, M.D. Whitehouse Station, NJ:
Merck Research Laboratories, 1999.

Thoene, Jess G., ed. Physicians’ Guide to Rare Diseases.
Montvale, NJ: Dowden Publishing Company, 1995.

World Health Organization (WHO). The ICD-10 Classifi-
cation of Mental and Behavioural Disorders. Geneva:
WHO, 1992.

PERIODICALS

Bishop, D. V. M. “Autism, Asperger’s Syndrome &
Semantic-Pragmatic Disorder: Where Are the Boun-
daries?” British Journal of Disorders of Communication
24 (1989): 107-121.

Gillberg, C. “The Neurobiology of Infantile Autism.” Journal
of Child Psychology and Psychiatry 29 (1988): 257-266.

ORGANIZATIONS

Autism Research Institute. 4182 Adams Avenue, San Diego,
CA 92116.

Families of Adults Afflicted with Asperger’s Syndrome
(FAAAS). P.O. Box 514, Centerville, MA 02632.
<www.faaas.org>.

National Association of Rare Disorders (NORD). P.O. Box
8923, New Fairfield, CT 06812-8923. Telephone: (800)
999-NORD or (203) 746-6518.

Yale-LDA Social Learning Disabilities Project. Yale Child
Study Center, New Haven, CT. The Project is looking
for study subjects with PDDs between the ages of 8
and 24, including AS patients. Contact person: Sanno
Zack at (203) 785-3488 or Sanno.Zack@yale.edu.
<www.info.med.Yale.edu/chldstdy/autism>.

OTHER

American Academy of Child & Adolescent Psychiatry
(AACAP). “Asperger’s Disorder.” AACAP Facts For
Families Pamphlet #69. Washington, DC: American
Academy of Child & Adolescent Psychiatry, 1999.

Rebecca J. Frey, Ph.D.

I Assertive community
treatment
Definition

Assertive community treatment (ACT) combines
multiple types of help—including medication, counsel-
ing, education, legal and financial support—provided
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Assertive community treatment

by community-based, mobile teams to people with
severe mental illnesses.

Purpose

ACT is aimed at older teenagers and adults with a
severe mental illness that greatly impacts their ability
to care for themselves and function at home and at
work. The intensive program is designed to help those
with serious, long-term mental illness including, but
not limited to, schizophrenia. ACT combines medica-
tion, counseling, rehabilitation, education, legal and
financial support, and family assistance.

Description

Arnold Marx, MD, Leonard Stein, MD, and Mary
Ann Test, Ph.D., pioneered the ACT program in the
late 1960s in Madison, Wisconsin, as an alternative to
admission to a psychiatric institution. While working at
Mendota State Hospital, the trio noticed that patients
who got better in the hospital often became sick again
when reentering the community. They proposed that a
round-the-clock program outside the hospital could
provide the same ongoing support and therapy. In
1972, they put their theory to the test and formally
launched ACT. Today, the program is offered in certain
U.S. states and throughout Canada and England.

Because ACT provides care outside of the doctor’s
office, usually in the comfort of the patient’s home, the
community-based program is sometimes referred to as
a hospital without walls. The cornerstone of each ACT
program is a diverse team of nearly a dozen different
health care specialists, including doctors, nurses, and
counselors. The program provides support and care 24
hours a day, seven days a week, all year long.

Project leaders, called case managers, usually have
fewer than 10 patients, which allows for highly individ-
ualized care. A patient is considered a client of the ACT
team. ACT is different from other community mental
health center (CMHC) services. The ACT team comes
to the client, while CMHC patients must go to a clinic.
Those who participate in ACT receive more personal-
ized attention, and may be in contact with the ACT
team daily, as opposed to weekly or monthly. The
ACT team provides all necessary care, including sub-
stance abuse treatment and rehabilitation. CMHC
services often refer clients to an outside specialist.

Key features

ACT has three key features: treatment, rehabilita-
tion, and support services.

. Treatment may involve antipsychotic and antide-
pressant medicines, substance abuse therapy, coun-

seling, and possible admission to a hospital for closer
monitoring.

The rehabilitation arm of the program helps the
patient find volunteer work and paid employment
and provides support for continuing education. Spe-
cialists teach patients new behaviors, such as how to
structure schedules and perform daily activities.

The support services advise patients on how to find
legal and financial support, housing, transportation,
and other services. Family members are taught how to
cope with their loved one’s illness and are provided
with education materials. According to the Schizo-
phrenia Patient Outcomes Research Team (PORT)
study, funded by the National Institute of Mental
Health and the Agency for Health Care Policy and
Research, fewer than one in 10 families of persons with
schizophrenia receives such education and support.

ACT may also be referred to as the Program of
Assertive Community Treatment or PACT. Many
organizations use the terms interchangeably. Other
names for ACT include community support programs
(CSP) and mobile treatment teams (MTT).

Goals

ACT may benefit those with schizophrenia, schiz-
oaffective disorder, and bipolar disorder. PORT rec-
ommends ACT as an effective treatment for
schizophrenia and persons with serious mental illness.

ACT is targeted to persons with very severe men-
tal illness that has led to repeated hospital and emer-
gency room visits, homelessness, or jail time.
According to the National Jail Association, about
700,000 persons with mental illness are incarcerated
every year. ACT programs have helped such criminal
offenders meet their legal obligations while providing
medical support and rehabilitation services.

The ACT program has several goals:

« relieve or cure symptoms of the disorder.

. reduce or prevent repeated, severe episodes associ-
ated with the disorder.

. enhance the quality of life.

. improve functioning at work and in social settings.

. encourage independence and teach necessary self-
care skills.

. reduce the burden of care on a patient’s family by
providing education and support.

Effectiveness

Studies have shown that ACT and similar pro-
grams greatly reduce the number of hospital stays
among those with severe mental illness. One study
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KEY TERMS

Antidepressant—A drug used to treat depression.

Antipsychotic—A drug used to treat serious mental
disorders that cause hallucinations or delusions.

Bipolar disorder—A mental illness marked by
alternating periods of excitement and depression.
Also called manic-depressive disorder.

Delusion—A false belief that persists.

Hallucination—Seeing or hearing something that
does not really exist.

Substance abuse—Overuse of a drug or alcohol,
which leads to addiction.

found that ACT not only reduced overall hospital
admissions, it also decreased the length of the hospital
stays. ACT has been shown to improve patient func-
tioning and encourage patients to stick to their treat-
ment routines. The benefits are reported to be
particularly marked among those with a coexisting
mental disorder and substance abuse problem, per-
haps because such patients are at higher risk of hospi-
talization and complications.

Compared to those who are admitted to an insti-
tution, ACT clients have fewer symptoms, more pos-
itive social interactions, and spend less time
unemployed. Experts say anywhere between 20-40%
of people with the most severe and persistent mental
illnesses would benefit from ACT.

Availability

There are a limited number of ACT teams in the
United States. As of January 2007, only Delaware,
Idaho, Missouri, Rhode Island, Texas, and Wisconsin
offered statewide programs. However, 19 other states
offered test, or pilot, programs.

Because there are so many specialists on an ACT
team, it can be costly. Some argue that the expense is
justified, particularly when compared to the cost of an
extended hospital stay. According to the National
Alliance on Mental Illness, ACT costs each partici-
pant between $9,000 and $14,000 a year, while hospital
costs for an extended stay can exceed $100,000.

Resources

ORGANIZATIONS

Assertive Community Treatment Association. Suite 102, 810
E. Grand River Avenue, Brighton, M1 48116. Telephone:
(810) 227-1859. <http:// www.actassociation.org>.

National Alliance on Mental Illness. 2107 Wilson Blvd.,
Suite 300, Arlington, VA 22201-3042. Telephone: (703)
524-7600. <http://www.nami.org>.

National Mental Health Information Center. P.O. Box
42557, Washington, DC 20015. Telephone: (800)
789-2647. <http://mentalhealth.samhsa.gov>.

Kelli Miller Stacy

I Assertiveness training
Definition

Assertiveness training is a form of behavior ther-
apy designed to help people stand up for themselves—
to empower themselves, in more contemporary terms.
Assertiveness is a response that seeks to maintain an
appropriate balance between passivity and aggression.
Assertive responses promote fairness and equality in
human interactions, based on a positive sense of
respect for self and others.

Assertiveness training has a decades-long history
in mental health and personal growth groups, going
back to the women’s movement of the 1970s. The
approach was introduced to encourage women to
stand up for themselves appropriately in their interac-
tions with others, particularly as they moved into
graduate education and the workplace in greater num-
bers. The original association of assertiveness training
with the women’s movement in the United States grew
out of the discovery of many women in the movement
that they were hampered by their inability to be asser-
tive. Today, assertiveness training is used as part of
communication training in settings as diverse as
schools, corporate boardrooms, and psychiatric hos-
pitals, for programs as varied as substance abuse
treatment, social skills training, vocational programs,
and responding to harassment.

Purpose

The purpose of assertiveness training is to teach
persons appropriate strategies for identifying and act-
ing on their desires, needs, and opinions while remain-
ing respectful of others. This form of training is
tailored to the needs of specific participants and the
situations they find particularly challenging. Asser-
tiveness training is a broad approach that can be
applied to many different personal, academic, health
care, and work situations.

Learning to communicate in a clear and honest
fashion usually improves relationships within one’s
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Assertiveness training

Recruits at a police training school act out a scenario. Role play is one form of assertiveness training. (Homer Sykes/Alamy)

life. Women in particular have often been taught to
hide their real feelings and preferences, and to try to
get their way by manipulation or other indirect means.
Specific areas of intervention and change in assertive-
ness training include conflict resolution, realistic goal-
setting, and stress management. In addition to emo-
tional and psychological benefits, taking a more active
approach to self-determination has been shown to
have positive outcomes in many personal choices
related to health, including being assertive in risky
sexual situations; abstaining from using drugs or alco-
hol; and assuming responsibility for self-care if one has
a chronic illness like diabetes or cancer.

Precautions

There are a few precautions with assertiveness
training. One potential caution would be to remain
within assertive responses, rather than become aggres-
sive in standing up for oneself. Some participants in
assertiveness training programs who are just learning
the techniques of appropriate assertiveness may
“overdo” their new behaviors and come across as
aggressive rather than assertive. Such overcompensa-

100

tion would most likely disappear with continued prac-
tice of the techniques.

One additional precaution about assertiveness
training is that it should not be regarded as the equiv-
alent of martial arts training or similar physical self-
defense techniques. It is important to distinguish
between contexts or situations in which verbal asser-
tiveness is appropriate and useful, and those in which
it is irrelevant. In some situations, a person’s decision
to leave the situation or seek help because they sense
danger is preferable to an encounter with a criminal.

Description

Assertiveness training is often included within
other programs, but “stand-alone” programs in self-
assertion are often given in women’s centers or college
counseling centers. Corporate programs for new per-
sonnel sometimes offer assertiveness training as part
of communication or teamwork groups, or as part of a
program on sexual harassment.

Assertiveness training typically begins with an
information-gathering exercise in which participants
are asked to think about and list the areas in their life
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in which they have difficulty asserting themselves.
Very often they will notice specific situations or pat-
terns of behavior that they want to focus on during the
course. The next stage in assertive training is usually
role-plays designed to help participants practice clearer
and more direct forms of communicating with others.
The role-plays allow for practice and repetition of the
new techniques, helping each person learn assertive
responses by acting on them. Feedback is provided to
improve the response, and the role-play is repeated.
Eventually, each person is asked to practice assertive
techniques in everyday life, outside the training setting.
Role-plays usually incorporate specific problems for
individual participants, such as difficulty speaking up
to an overbearing boss; setting limits to intrusive friends;
or stating a clear preference about dinner to one’s
spouse. Role-plays often include examples of aggressive
and passive responses, in addition to the assertive
responses, to help participants distinguish between
these extremes as they learn a new set of behaviors.

Assertiveness training promotes the use of “I”
statements as a way to help individuals express their
feelings and reactions to others. A commonly used
model of an “I” statement is “when you 1
feel ”, to help the participant describ
what they see the other person as doing, and how
they feel about that action. “I” statements are often
contrasted with “you” statements, which are usually
not received well by others. For example, “When you
are two hours late getting home from work, I feel
both anxious and angry,” is a less accusing communi-
cation than “You are a selfish and inconsiderate jerk
for not telling me you would be two hours late.”
Prompts are often used to help participants learn
new communication styles. This approach helps par-
ticipants learn new ways of expressing themselves as
well as how it feels to be assertive.

Learning specific techniques and perspectives,
such as self-observation skills, awareness of personal
preferences and assuming personal responsibility are
important components of the assertiveness training
process. Role-play and practice help with self-obser-
vation, while making lists can be a helpful technique
for exploring personal preferences for those who may
not have a good sense of their own needs and desires.
Participants may be asked to list anything from their
ten favorite movies or pieces of music to their favorite
foods, places they would like to visit, subjects that
interest them, and so on.

Preparation

Preparation for assertiveness training varies from
person to person. For some participants, no prepara-

tion is needed before practicing the techniques; for
others, however, individual counseling or therapy
may help prepare the individual for assertiveness
training. For participants who may be more shy and
feel uncomfortable saying “no” or speaking up for
themselves, a brief course of individual therapy will
help to prepare them psychologically and emotionally
to use assertive techniques.

Aftercare

Aftercare can involve ongoing supportive ther-
apy, again based on the individual’s level of comfort
in using the assertive techniques. For those who are
comfortable using the techniques on their own, a sup-
portive social network or occasional participation in a
support group will be enough to help maintain the new
behavioral patterns. The ultimate goal is for each
participant to self-monitor effectively his or her use
of assertive techniques on an ongoing basis.

Risks

There are minimal risks associated with assertive-
ness training. Personal relationships may be affected if
those around the participant have difficulty accepting
the changes in their friend or family member. This risk,
however, is no greater than that associated with any
other life change.

Another potential risk is that of overcompensat-
ing in the early stages of training by being too aggres-
sive. With appropriate feedback, participants can
usually learn to modify and improve their responses.

People who are very shy or self-conscious, or who
were harshly treated as children, may also experience
anxiety during the training as they work toward
speaking up and otherwise changing their behaviors.
The anxiety may be uncomfortable, but should
decrease as the person becomes more comfortable
with the techniques and receives encouragement
from others in the program.

Normal results

An enhanced sense of well-being and more posi-
tive self-esteem are typical results from assertiveness
training. Many participants report that they feel better
about themselves and more capable of handling the
stresses of daily life. In addition, people who have
participated in assertiveness training have a better
sense of boundaries, and are able to set appropriate
and healthy limits with others. Being able to set appro-
priate limits (such as saying “no”) helps people to
avoid feeling victimized by others.
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Assessment and diagnosis

KEY TERMS

Assertive—Confidently  self-assured; able to
express oneself constructively and directly.

Overcompensation—An attempt to overcome or
correct a behavior by going too far in the opposite
direction.

Role-playing—A technique used in assertiveness
training and other forms of therapy in which par-
ticipants act out roles relevant to real-life situations
in order to change their attitudes and behaviors.

A healthy sense of self-determination and respect
for others is the ultimate outcome of assertiveness train-
ing. Such a balance helps each person work better with
others, and make appropriate decisions for themselves.

Abnormal results

Unusual results may include becoming too
aggressive in setting boundaries, as if the individual
is overcompensating. With appropriate training, role-
play, and feedback, this response can be re-learned.
Alternatively, for very shy individuals, a heightened
sense of anxiety may be experienced when using the
techniques initially. The nervousness or anxiety is usu-
ally due to the individual’s concern about others’ reac-
tions to their assertive responses. Over time, the
anxiety will usually decrease.

See also Behavior modification; Gender issues in
mental health.

Resources

BOOKS

Alberti, R., and M. Emmons. Your Perfect Right: Asser-
tiveness and Equality in Your Life and Relationships. 8th
edition. Atascadero, CA: Impact Publishers, Inc., 2001.

Butler, Pamela E., Ph.D. Self-Assertion for Women. Second
edition, revised. New York: HarperCollins, 1992.

de Becker, Gavin. The Gift of Fear.: Survival Signals That
Protect Us from Violence. New York: Little, Brown,
and Company, 1998.

Shaevitz, Marjorie Hansen. The Confident Woman: Learn the
Rules of the Game. New York: Harmony Books, 1999.

Smith, M. When I Say No, I Feel Guilty. Bantam, 1975.

PERIODICALS

Weinhardt, L. S., M. P. Carey, K. B. Carey, and R. N.
Verdecias. “Increasing assertiveness skills to reduce
HIV risk among women living with a severe and per-
sistent mental illness.” Journal of Consulting & Clinical
Psychology Vol. 66, no. 4 (Aug. 1998): 680-684.

Deanna Pledge, Ph.D.
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I Assessment and diagnosis
Definition

Psychological assessment is the process of gather-
ing and evaluating data about a patient’s symptoms,
mental state, behaviors, and background. Using these
data, a diagnosis of the disease or disorder is made.

Purpose

The purpose of psychological assessment is to
reduce and organize the data concerning a patient so
that a diagnosis and recommendation for a course of
treatment can be made. The psychological assessment
(also called the biopsychosocial or psychiatric assess-
ment) gathers information to diagnose any mental
disorder that the person may have; it is the first step
in treating a diagnosed disorder. The process typically
starts with a chief complaint or presenting problem—
this is usually what prompts the person to seek help. A
complete psychological assessment should include:

« biopsychosocial history

. neurological assessment

. psychological testing (if applicable)

« physical examination (if required by a psychiatrist)
. brain imaging (if necessary)

Once complete, the assessment will help establish
either a tentative or definitive diagnosis. With this
information, the clinician can inform the patient of
the results, and treatment can begin.

Precautions

Accurate information gathering and objective
notes are essential for psychological assessment. How-
ever, these can be difficult to obtain if the person is not
willing to disclose all necessary information, either out
of embarrassment or through denial that symptoms of
a mental problem even exist.

Description

The American Psychological Association Code of
Ethics states that a psychologist’s assessments must be
based on evidence “sufficient to substantiate their
findings,” usually including a direct examination of
the patient. If an examination of the patient is not
possible, the psychologist must note this explicitly in
his or her conclusions or recommendations.

The psychological assessment, an extremely effec-
tive and accepted diagnostic tool, is a structured inter-
view that has several parts:
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. identifying information

« chief complaint (presenting problem)

« history of present illness

« past medical and psychological history
« personal history

« family history

« substance abuse history

. mental status examination (MSE)

Before beginning, the clinician should introduce
himself or herself and attempt to make the person
comfortable in a professional setting. A common flu-
ency in language or competent translator is essential
for information gathering and questioning.

Identifying information

These are general and emotionally neutral ques-
tions that usually include name, age, occupation, and
marital status.

Chief complaint (presenting problem)

This consists of questions such as “Why are you
seeking psychological help today?” that reveal past
mental disorders and/or the symptoms that made the
person seek psychotherapy. The patient’s responses
can also help the clinician ask pertinent questions
during other parts of the interview, and can help clar-
ify the presence of symptoms.

History of present illness

The patient describes the onset of signs and symp-
toms that comprise the current mental problem.

Past medical and psychological history

Because medical problems—including thyroid
disease, Parkinson’s disease, head trauma, and brain
infections—can cause psychological symptoms, a
thorough medical history must be taken. The inter-
viewer also asks about previous psychological/psychi-
atric treatment, including hospitalization, outpatient
or substance abuse treatment, and medication pre-
scribed for mental disorders. The treatment’s dura-
tion, effectiveness, and outcome is also noted.

Personal history

This portion of the assessment provides informa-
tion on the patient’s entire life, beginning with prenatal
development, including maternal abortions, nutrition,
and drug use during pregnancy; birth trauma; and
birth order. The patient’s life is then discussed in dis-
tinct phases:
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EARLY CHILDHOOD (INFANCY-THREE YEARS).
Questions include information about temperament,
walking, talking, toilet training, nutrition and feeding,
family relationships, behavioral problems, hospitaliza-
tion, and separation from early childhood caregivers.

MIDDLE CHILDHOOD (THREE-11 YEARS). Pertinent
information will be gathered concerning learning,
relationship with peers and family, behavioral prob-
lems, and general personality development.

ADOLESCENCE (12-18 YEARS). Information typi-
cally includes school history, behavioral problems,
and sexual development.

ADULTHOOD. This section details the patient’s
education, sexual history, relationships and/or mar-
riages, peer relationships, occupation, and current
circumstances.

Family history

Family history is crucially important since many
mental disorders can be inherited genetically. Addi-
tionally, family interactions may affect the patient’s
symptoms and disorder.

Substance use history

This portion of the psychological assessment details
information on the patient’s use of both illicit drugs
(opiates, cocaine, alcohol, marijuana, hallucinogens,
and depressants) and legally prescribed medications, as
well as nicotine and caffeine. Questions usually focus on
age of first use, age of last use, period of heaviest use,
usage within the past 30 days, frequency, quantity, and
route of usage. Tolerance and dependence, if present,
are noted, as are the patient’s treatment history, any
medical complications (e.g., AIDS), and legal problems
associated with usage (e.g., driving or operating a vehicle
or machine while impaired).

Mental Status Examination (MSE)

This assesses the patient’s mental state, and begins
by evaluating:

« Appearance: hygiene, general appearance, groom-
ing, and attire.

« Behavior: abnormal movements, hyperactivity and
eye contact with the interviewer.

« Speech: fluency, rate, clarity, and tone, all of which
may indicate the patient’s mental state. A fast-talk-
ing person, for example, may be anxious. Speech can
also reveal intoxication or impairment as well as
problems in the mouth (e.g., dentures, cleft palate)
or speech impairment.
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Assessment and diagnosis

KEY TERMS

Affect—The expression of emotion displayed to
others through facial expressions, hand gestures,
tone of voice, etc. Types of affect include flat (inan-
imate, no expression), blunted (minimally respon-
sive), inappropriate (incongruous expressions of
emotion relative to the content of a conversation),
and labile (sudden and abrupt changes in type and
intensity of emotion).

Assessment—In the context of psychological assess-
ment (a structured interview), assessment is informa-
tion-gathering to diagnose a mental disorder.

Biopsychosocial history—A history of significant
past and current experiences that influence client
behaviors, including medical, educational, employ-
ment, and interpersonal experiences. Alcohol or drug
use and involvement with the legal system are also
assessed in a biopsychosocial history.

Delusion—A false belief that is resistant to reason or
contrary to actual fact. A patient may be convinced,
for example, that someone is trying to poison him or

The examiner then goes on to assess other aspects
of the patient’s mental state, such as mood, thought
process, and cognition, beginning with a question such
as that suggested in the Merck Manual of Geriatrics. “1
would like to ask you some questions about your feel-
ings, your thinking, and your memory as a routine
part of the examination. Is that all right with you?”

Mood and affect

These outward manifestations of the patient’s
mental state are important indicators. The clinician
can ask the patient to describe his or her current
mood (“How do you feel? Are you happy? Sad?
Angry?”). The patient’s affect, or emotional state,
however, is observed and interpreted by the clinician
throughout the interview, and described in standar-
dized terms, such as excitable, flat, inappropriate, or
labile (rapidly shifting).

Thought process and content

Thought process (or form) indicates whether or
not the interviewee is properly oriented to time and
place. Thought content reveals how connected, coher-
ent, and logical the patient’s thoughts are. The inter-
viewer may ask the patient to identify themselves
and loved ones, to name the current date, and/or to
describe the route taken to the examiner’s location. The
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her, or that he or she has a fatal illness despite evi-
dence to the contrary.

Dependence—The adaptation of neurons and other
physical processes to the use of a drug, followed by
withdrawal symptoms when the drug is removed;
physiological and/or psychological addiction.

Hallucinations—False sensory perceptions. A per-
son experiencing a hallucination may “hear” sounds
or “see” people or objects that are not really present.
Hallucinations can also affect the senses of smell,
touch, and taste.

Phobia—Irrational fear of places, things, or situa-
tions that lead to avoidance.

Psychotropic drug—Medication that has an effect on
the mind, brain, behavior, perceptions, or emotions.
Psychotropic medications are used to treat mental
illnesses because they affect a patient’s moods and
perceptions.

Tolerance—Progressive decrease in the effective-
ness of a drug with long-term use.

patient’s responses to questions can indicate disturban-
ces in thought, such as circumstantial thinking (circu-
itous, persistent storytelling), tangential thinking
(response not pertinent to the question) black/white
(extreme) thinking, and impoverished (minimally
responsive) thinking. Disturbed thought content can
also indicate delusions, hallucinations, phobias, and
obsessions. In addition, the examiner may question
the patient about suicidal and/or homicidal thoughts.

Cognition

Cognition refers to the patient’s attention, aware-
ness, memory (long-, intermediate-, and short-term),
general knowledge, abstract thinking ability, insight,
and judgment. The interviewer may ask the patient to
spell a word forward and backward, identify the current
president, read and/or write something, compare two
objects, and explain the meaning of common sayings.

Preparation

An evaluation session appointment is made with a
qualified mental health practitioner. A specialist (some-
one specializing in anxiety/depressive disorders, pain
management, hypnotherapy, or chemical dependency,
for example) may be sought or recommended. A pri-
vate, quiet, nonthreatening, environment is recom-
mended to ensure comfort and confidentiality.
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Aftercare

Aftercare depends on the results of the evaluation.
Treatment may be initiated and/or further tests may
be required to confirm the diagnosis.

Risks

There are no known risks involved. A person seek-
ing a mental health evaluation does so for a reason and
may learn of an existing or potential mental problem.

Normal results

The patient does not require psychological ther-
apy or psychotropic drug (medications beneficial to
treat certain mental disorders) treatment.

Abnormal results

The person has a mental disorder that may
require psychotherapy or a combination of psycho-
therapy and medications.

Resources

BOOKS

Andreasen, Nancy C., and Donald W. Black.Introductory
Textbook of Psychiatry. 3rd ed. Washington, D.C.:
American Psychiatric Publishing, 2001.
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Washington, D.C.: American Psychological Associa-
tion, 2007.
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Ativan see Lorazepam

Attachment disorder see Reactive attach-

ment disorder of infancy or early
childhood

I Attention deficit/hyperactivity
disorder

Definition

Attention deficit/hyperactivity disorder (ADHD)
is a developmental disorder characterized by distract-
ibility, hyperactivity, impulsive behaviors, and the
inability to remain focused on tasks or activities.
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Description

ADHD was first described in 1845. The estimated
prevalence of ADHD, also known as hyperkinetic
disorder (HKD) outside of the United States, is 8%
to 10% of children. Although difficult to assess in
infancy and toddlerhood, signs of ADHD may begin
to appear as early as age two or three, but the symp-
tom picture changes as adolescence approaches. Many
symptoms, particularly hyperactivity, diminish in
early adulthood; however, up to 70% of individuals
with ADHD experience persistent impulsivity and
problems focusing attention throughout their adult
lives. Inattention is the most frequent persistent symp-
tom in adults with ADHD.

Causes and symptoms
Causes

The causes of ADHD are thought to be an inter-
action of environment and genes. Heredity plays a
major role in the development of ADHD. A number
of genes considered to confer susceptibility to ADHD
have been identified, and some researchers have sug-
gested that ADHD may arise from several different
combinations of these susceptibility genes and envi-
ronmental factors. These genes primarily involve the
signaling proteins active in the brain’s dopamine
(a nerve-signaling molecule) pathways, supporting
the prevailing theory that the signaling of dopamine
and other neurotransmitters is responsible for the
symptoms of the disorder. Brain imaging results also
support this idea. These studies have identified distinct
differences in dopamine processing and uptake in the
brains of people with ADHD compared to those of
people without the disorder. Some researchers see a
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Attention deficit/hyperactivity disorder

link between ADHD and obsessive-compulsive dis-
order (OCD) in heredity studies of families, and chil-
dren with an ADHD parent or sibling are more likely
to develop the disorder themselves. Studies of identical
twins point to a heritability rate as high as 91%.

Some environmental factors have been strongly
linked to ADHD. Studies have found that maternal
smoking during pregnancy can increase a child’s over-
all risk of ADHD by two-and-a-half times, and if the
child is a girl, the risk can be as much as 4.6 times
higher. Low birth weight also has been identified as a
risk factor, and lead exposure has been linked to
ADHD; lead levels above a predetermined cutoff in
one study were linked to a fourfold increase in the risk
of having ADHD. Traumatic brain injury or neuro-
logical disorders may also trigger ADHD symptoms.

Symptoms

The diagnosis of ADHD requires the presence of
at least six of the following symptoms of inattention,
or six or more symptoms of hyperactivity and impul-
sivity combined:

Inattention:

. fails to pay close attention to detail or makes careless
mistakes in schoolwork or other activities

. has difficulty sustaining attention in tasks or
activities

. does not appear to listen when spoken to

. does not follow through on instructions and does not
finish tasks

. has difficulty organizing tasks and activities

. avoids or dislikes tasks that require sustained mental
effort (e.g., homework)

. is easily distracted
. is forgetful in daily activities

Hyperactivity:

. fidgets with hands or feet or squirms in seat
« does not remain seated when expected to

. runs or climbs excessively when inappropriate (in
adolescents and adults, feelings of restlessness)

« has difficulty playing quietly
. is constantly on the move
. talks excessively

Impulsivity:

« blurts out answers before the question has been
completed

« has difficulty waiting turns

« interrupts and/or intrudes on others
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Further criteria to establish a diagnosis also
require that some symptoms develop before age
seven, and that they significantly impair functioning
in two or more settings (e.g., home and school) for a
period of at least six months.

Many individuals with ADHD have symptoms
from all three of the above categories. Some children,
however, have behavior patterns in which inattention
dominates, or hyperactivity and impulsivity dominate.
For this reason, ADHD can be further categorized, or
subdivided, into three subtypes. Children who have at
least six symptoms from both of the inattention and
hyperactivity—-impulsivity categories may be diag-
nosed with ADHD, combined type. Children who
meet the symptom criteria for inattention, but not
for hyperactivity-impulsivity, are diagnosed with
attention deficit/hyperactivity disorder, predomi-
nantly inattentive type, commonly called attention
deficit disorder (ADD). Children with predominantly
attentive type may go undiagnosed until negative aca-
demic consequences arise; children who daydream are
much less noticeable than children who are in con-
stant, impulsive motion. Children who experience
more symptoms from the hyperactivity and impulsiv-
ity categories, but fewer than six symptoms of inatten-
tion may be diagnosed with ADHD, predominantly
hyperactive—impulsive type.

Diagnosis

The first step in determining if a child has ADHD
is to consult with a pediatrician. The pediatrician can
make an initial evaluation of the child’s developmental
maturity compared to other children in the same age
group, using guidelines for the diagnosis and evalua-
tion of ADHD provided by the American Academy of
Pediatrics. The physician should also perform a com-
prehensive physical examination to rule out any
organic causes of ADHD symptoms, such as an over-
active thyroid or vision or hearing problems.

If no organic problem can be found, a psycholo-
gist, psychiatrist, neurologist/pediatric neurologist,
neuropsychologist, developmental pediatrician, or
learning specialist is typically consulted to perform a
comprehensive ADHD assessment. A complete medi-
cal, family, social, psychiatric, and educational history
is compiled from existing medical and school records
and from interviews with parents and teachers. Inter-
views may also be conducted with the children,
depending on their age. Along with these interviews,
several clinical questionnaires may also be used, such
as the Conners’ Rating Scales (Teacher’s Question-
naire and Parent’s Questionnaire), Child Behavior
Checklist (CBCL), and the Achenbach Child Behavior
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Checklist. These inventories provide valuable infor-
mation on the child’s behavior in different settings
and situations. In addition, the Wender Utah Rating
Scale has been adapted for use in diagnosing ADHD
in adults, as has the Conners’ Adult ADHD rating
scale.

It is important to note that mental disorders such
as depression and anxiety disorder can cause symp-
toms similar to ADHD: Depression can cause atten-
tion problems, and anxiety can cause symptoms
similar to hyperactivity. A complete and comprehen-
sive psychological assessment is critical to differentiate
ADHD from other possible mood and behavioral dis-
orders. Bipolar disorder, for example, may be mis-
diagnosed as ADHD.

Federal law requires a public school to assess
children when ADHD is suspected and there are
observable effects on their schoolwork and interac-
tions with peers. A pediatrician can also provide a
referral to a psychologist or pediatric specialist for
ADHD assessment. Parents should check with their
insurance plans to see if these services are covered if
they choose to pursue a private evaluation.

Treatment

Therapy that addresses both psychological and
social issues (called psychosocial therapy), usually
combined with medications, is the treatment approach
of choice to alleviate ADHD symptoms. This combi-
nation has proved to be the most effective treatment
approach to ADHD.

Medications

For 70 years, psychostimulant medication has
been used to treat symptoms of ADHD, and stimu-
lants are still considered the first-line medication for
treatment of ADHD. It may seem paradoxical to treat
a disorder of hyperactivity with a stimulant medica-
tion, but people with ADHD typically experience a
calming effect from stimulants. Stimulants approved
by the U.S. Food and Drug Administration (FDA) for
treatment of ADHD are methylphenidate (which
occurs under several trade names, including Ritalin),
mixed amphetamine salts (trade name Adderall), and
dextroamphetamine (trade name Dexedrine). These
stimulants are comparatively short acting, requiring
several doses during a day to maintain appropriate
levels. Some long-acting forms are available, such as
Ritalin LA and Adderall XR, and a transdermal patch
(trade name Daytrana) is also available for delivery of
methylphenidate through the skin.
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Stimulant use in children with ADHD has been
associated in some studies with sudden death in a
small number of cases, leading to widespread concern;
however, subsequent studies have found no difference
in sudden death rates among children taking stimu-
lants for ADHD and the general population using no
medication. Use of these medications is not recom-
mended for people who have known heart disease.

Another stimulant-related side effect of concern is
the effect these drugs have on growth rate. Studies do
indicate that while a child is taking stimulants, growth
rate can slow. Some practitioners may recommend
“drug holidays,” in which the child stops taking the
drug when circumstances require less focus or self-
discipline, such as over a summer vacation. Studies
indicate that the adverse effects on growth rate are
eliminated by these drug holidays.

One of the drugs that has been used to treat
ADHD, pemoline (trade name Cylert) is not recom-
mended as a first-line approach to ADHD because of
the potential for serious side effects related to the liver.

More minor side effects associated with stimulant-
based treatment include decreased appetite, insomnia,
increased anxiety, and irritability.

Some newer drugs for treating ADHD have also
come on the market. Among these is atomoxetine
(trade name, Strattera), which inhibits reuptake of
noradrenaline, a nerve-signaling molecule. This drug
is the only nonstimulant drug treatment for ADHD
that is approved by the FDA. It is suggested as an
alternative for children who cannot tolerate standard
psychostimulant therapy.

Another drug, modafinil, had stirred up a great
deal of interest because it was effective in treating
ADHD in a couple of double-blind, placebo-con-
trolled trials, but the FDA recently declined approval
of the drug for clinical use.

Other prescription drugs used in the treatment of
ADHD are not FDA-approved for that purpose and
therefore their use in treating this disorder is “off-
label.” These drugs include tricyclic antidepressants
such as imipramine, the antidepressant buproprion,
and guanfacine, a mimic of a specific form of neuro-
transmitter (nerve-signaling molecule). All of these
drugs have shown some effectiveness in various studies
but are not specifically approved for treatment of
ADHD.

Psychosocial therapies

Drug therapy may control the symptoms of
ADHD, but most experts recommend that drug

107

13piosip ApAnoesadAy/1oyap uonuany



Attention deficit/hyperactivity disorder

therapy accompany concerted efforts involving behav-
ioral therapy to address the underlying causes. Behav-
ior modification therapy uses a reward system to
reinforce good behavior and task completion and
can be implemented both in the classroom and at
home. A tangible reward such as a sticker may be
given to children every time they complete a task or
behave in an acceptable manner. A chart may be used
to display the stickers and visually illustrate their
progress. When a certain number of stickers are col-
lected, the child may trade them in for a bigger reward
such as a trip to the zoo or a day at the beach. The
reward system stays in place until the good behavior
becomes ingrained. Behavioral therapy is often the
first-line approach to treatment in preschool-age chil-
dren diagnosed with ADHD.

A variation of this technique, cognitive-behavio-
ral therapy, may work for some children to decrease
impulsive behavior by getting the child to recognize
the connection between thoughts and behavior, and to
change behavior by changing negative thinking
patterns.

Individual psychotherapy can help children with
ADHD build self-esteem, provide a place to discuss
worries and anxieties, and help them to gain insight
into behavior and feelings.

Family therapy may also be beneficial to help
parents and family members develop coping skills
and to work through feelings of guilt or anger they
may be experiencing.

Children with ADHD perform better within a
familiar, consistent, and structured routine with pos-
itive reinforcements for good behavior and real con-
sequences for bad behavior. Family, friends, and
caretakers should all be educated on the special
needs and behaviors of children with ADHD so that
they can act consistently. Communication between
parents and teachers is especially critical to ensuring
that children with ADHD have appropriate learning
environments.

Other important therapies for children with
ADHD can include social skills training, in which
the children learn appropriate social interactions
from behaviors that are modeled for them.

Alternative treatment

A number of alternative treatments exist for
ADHD. Although there is a lack of controlled studies
to prove their efficacy, proponents report that they are
successful in controlling symptoms in some ADHD
patients. Some of the more popular alternative treat-
ments include:
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KEY TERMS

Antisocial personality disorder—A disorder char-
acterized by the behavior pattern of disregard for
others’ rights. People with this disorder often
deceive and manipulate, or their behavior might
include aggression to people, animals, property, for
example. This disorder has also been called socio-
pathy or psychopathy.

Conduct disorder—A behavioral and emotional
disorder of childhood and adolescence in which
children display physical aggression and infringe
on or violate the rights of others. Youths diagnosed
with conduct disorder may set fires, exhibit cruelty
toward animals or other children, sexually assault
others, or lie and steal for personal gain.

« EEG (electroencephalograph) biofeedback. By
measuring brain wave activity and teaching patients
with ADHD which type of brain wave is associated
with attention, EEG biofeedback attempts to train
patients to generate the desired brain wave activity.

. limited sugar intake. However, data indicate that this
method does not actually reduce symptoms.

. relaxation training.

Prognosis

If untreated, ADHD negatively affects the social
and educational performance of children with ADHD
and can seriously damage their sense of self-esteem.
Children with ADHD have impaired relationships
with their peers and may be looked upon as social
outcasts. They may be perceived as slow learners or
troublemakers in the classroom. Siblings and even
parents may develop resentful feelings toward a child
with ADHD.

Some children with ADHD also develop conduct
disorder problems. For those adolescents who have
both ADHD and a conduct disorder, up to 25% go on
to develop antisocial personality disorder and crimi-
nal behavior, substance abuse, and a high rate of
suicide attempts that can be symptomatic of that dis-
order. Children diagnosed with ADHD are also more
likely to have a learning disorder, a mood disorder
such as depression, or an anxiety disorder.

Approximately 70-80% of patients with ADHD
treated with stimulant medication experience signifi-
cant relief from symptoms, at least in the short term.
Approximately half of children with ADHD seem to
“outgrow” the disorder in adolescence or early
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adulthood; the other half will retain some or all symp-
toms of ADHD as adults. With early identification
and intervention, careful compliance with a treat-
ment program, and a supportive and nurturing home
and school environment, children with ADHD can
and do flourish socially and academically.
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I Autism
Definition

The term “autism” refers to a cluster of conditions
appearing early in childhood. All involve severe
impairments in social interaction, communication,
and patterns of rigid, repetitive behaviors. To be con-
sidered a manifestation of an autistic disorder, some of
these impairments must be exhibited before the age of
three.

The reference book used by mental health profes-
sionals to diagnose mental disorders is the Diagnostic
and Statistical Manual of Mental Disorders, also
known as the DSM. The 2000 edition of this reference
book (the Fourth Edition Text Revision known as
DSM-1V-TR) places autism in a category called per-
vasive developmental disorders. All of these disorders
are characterized by ongoing problems with mutual
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Autism

social interaction and communication, or the presence
of stereotyped, repetitive behaviors and unusual inter-
ests, and activities. People diagnosed with these disor-
ders are affected in many ways for their entire lives.

Description

Because autism is a spectrum disorder, each child
diagnosed with an autistic disorder differs from every
other in the suite of symptoms they display and the
characteristics and intensity of those symptoms; thus,
general descriptions of autistic behavior and charac-
teristics do not apply equally to every child. Still, the
common impairments in social interaction and com-
munication, and patterns of rigid, repetitive behaviors
can make it possible to recognize children with these
disorders, who may differ markedly from neurotypical
children in many ways.

Many parents of autistic children sense that some-
thing is not quite right even when their children are
infants. The infants may have feeding problems, dis-
like being changed or bathed, or fuss over any change
in routine. They may hold their bodies rigid, making it
difficult for parents to cuddle them. Or, they may fail
to anticipate being lifted, lying passively while the
parent reaches for them, rather than holding their
arms up in return. Most parents of autistic children
become aware of the atypicality of these and other
behaviors only gradually.

Impairments in social interaction are usually
among the earliest symptoms to develop. The most
common social impairment is a kind of indifference
to other people, or aloofness, even towards parents
and close caregivers. The baby may fail to respond to
his or her name being called and may show very little
facial expression unless extremely angry, upset, or
happy. Babies with autism may resist being touched
and appear to be lost in their own world. Between
seven and 10 months of age, most infants often resist
being separated from a parent or well-known care-
giver, but these infants who are later diagnosed with
autism may show no emotion when picked up by a
stranger.

Other children with autism may be very passive,
although less resistant to efforts by others to interact.
However, they may not initiate social interaction
themselves. Still others may attempt to engage with
adults and peers but in ways that strike others as
inappropriate or odd.

Because autistic children can be extremely sensi-
tive to change, any change within the family situation
can be potentially traumatic to the autistic child. A
move, divorce, birth of a sibling, or other stressors that

occur in the lives of most families may evoke a more
extreme reaction from an autistic child.

In adolescence and adulthood, some higher-func-
tioning people with autistic disorders may appear
overly formal and polite. They may appear to react
with little spontaneity, as if social interaction does not
come naturally or easily to them, as though they are
trying to follow a pre-determined set of rules.

Some people with autism have normal intelli-
gence, and some may exhibit special talents in areas
such as music or memory. However, persons people
with autism can have mental or emotional problems
that co-exist with their autism. Some of these other
disorders include impulse control disorders, obses-
sive-compulsive disorder, mood and anxiety disor-
ders, and mental retardation.

Causes and symptoms
Causes

PSYCHOLOGICAL AND FAMILY FACTORS. Although
Henry Maudsley, in the late 1800s, was the first psy-
chiatrist to focus on very young children with mental
disorders, it was the psychiatrist Leo Kanner who
coined the phrase “early infantile autism” in 1943.
Kanner believed that the parents of children with
autistic behaviors were emotionally cold and intellec-
tually distant. He coined the term “refrigerator
parents” to describe them. His belief that parental
personality and behavior played a powerful role in
the development of autistic behaviors left a devastat-
ing legacy of guilt and self-blame among parents of
autistic children that continues to this day. Recent
studies are unequivocal, however, in demonstrating
that parents of autistic children are no different from
parents of healthy children in their personalities or
parenting behaviors. In fact, many families with an
autistic child also have one or more neurotypical
children.

NEUROLOGICAL AND BIOLOGICAL FACTORS.
While there is no single neurological abnormality
found in children with autistic disorders, some
research using non-invasive brain imaging techniques
such as magnetic resonance imaging (MRI) has dem-
onstrated notable differences between the brains of
people with autism and neurotypical brains. Several
of the brain areas being researched are known to con-
trol emotion and the expression of emotion. These
areas include the temporal lobe (large lobe of each
side of the brain that contains a sensory area associ-
ated with hearing), the limbic system, the cerebellum,
the frontal lobe, the amygdala, and the brain stem,
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which regulates homeostasis (body temperature and
heart rate). Among other findings, the brains of some
but not all children with autism are abnormally large,
and abnormalities in head growth may be manifest
even in infancy. Studies also have identified differen-
ces between people with and without autism and brain
chemical concentrations, volume, and distribution of
gray and white matter (nerve cell bodies and their
axons), and hemispheric connectivity. There are still
no imaging techniques that can be used as definitive
diagnostic approaches. Recent research has focused
particularly on the temporal lobe because of the find-
ing that previously healthy people who sustain tempo-
ral lobe damage may develop autistic-like symptoms.
In animal research, when the temporal lobe is dam-
aged, social behavior declines, and restless, repetitive
motor behaviors are common.

Although some research initially indicated an asso-
ciation between many events at birth and autism, sub-
sequent studies have not supported many of these
findings. There also has not been substantiation of a
finding that meconium (the product of the fetal bowel)
in amniotic fluid might have linked to autism. Some
studies have found a link between maternal age over 35
years and autism and use of medication during preg-
nancy and autism. Factors related to intrauterine
growth and fetal distress (Apgar score lower than 5)
may be related to the development of autism. Many
studies suggest that in utero (i.e., prenatal) events and
genetics play a mixed role in the development of autism.

ALLERGIES, INFECTIONS, AND IMMUNIZATIONS.
Some professionals believe that autistic symptoms
may be caused by allergies to particular fungi, viral
infections, and various foods. No controlled studies
have supported these beliefs, but some parents and
professionals report improvement when allergens
and/or certain foods are eliminated from the diet.

Viral infections of the mother, such as rubella, or of
the young child, such as encephalitis, mumps, and mea-
sles, occasionally appear to cause autistic disorders.
The common childhood immunization series known
as MMR (measles, mumps, rubella) has recently come
under scrutiny as a possible cause of some autistic con-
ditions; however, no further clinical, animal, or epide-
miological studies have supported this finding.

Very rarely, autism is associated with hereditary
disorders, such as tuberous sclerosis or fragile X syn-
drome, which is the leading cause of mental retardation.

Symptoms

DSM-IV-TR specifies three diagnostic categories,
each with four components, that are used to make a

diagnosis of autistic disorder. These diagnostic cate-
gories are impairments in social interaction, commu-
nication, and particular patterns of behavior. More
information about the individual diagnostic categories
and components follows.

SOCIAL INTERACTION. Qualitative impairment in
social interaction, as demonstrated by at least two of
the following:

« impairment in the use of nonverbal behaviors such as
eye contact, facial expression, body posture, and
gestures used for social interaction

. failure to develop age-appropriate peer relationships

« lack of attempts to share pleasure, activities, inter-
ests, or achievements with other people (e.g., by fail-
ing to bring items of interest to a parent, or pointing
out animals or objects)

« inability to respond to social situations or other peo-
ple’s emotions with empathy or a concerned attitude

COMMUNICATION. Qualitative impairments in
communicating in at least one of the following four
areas:

« lack of, or delay in development of spoken language,
without attempts to communicate through alterna-
tive means such as gestures or mime

. in individuals who do speak, severe impairment in
the ability to initiate or sustain a conversation with
others

« repetitive and stereotyped use of language, or use of
words in unusual, idiosyncratic ways

. failure to show imaginative play, such as make-
believe or social imitative play appropriate to devel-
opmental level

BEHAVIOR. Restricted, repetitive, and stereotyped
patterns of behavior, interests, and activities, as dem-
onstrated by at least one of the following:

. unusual and overly absorbing preoccupation with
one or more interests or activities

. a need for rigid adherence to specific routines or
rituals in daily life

« stereotyped and repetitive motor behaviors using
parts of the body such as fingers, hands, or the
whole body

« persistent preoccupation with parts of objects

Demographics

Autistic disorders strike families of all ethnic and
socioeconomic backgrounds. Men are affected more
frequently than women by a ratio as high as 4:1. In
recent years, autism rates appear to have spiked,
according to some reports by as much as several
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hundred percent. It is difficult for epidemiologists to
determine whether or not this rise is attributable to
better diagnosis and greater general awareness of
symptoms or to a genuine increase in cases. Some
recent studies have concluded that there is not a true
increase in the incidence of autism and that broader
criteria and increased awareness on the part of doctors
explain the increase. Early studies suggested a preva-
lence rate of four to 10 cases per 10,000 children. The
most recent studies have suggested a much higher
prevalence, as high as 60 cases for every 10,000 chil-
dren, or between three and six cases per 1,000. Rates
reported in different studies can vary based on the
population being assessed.

Autism recurs in siblings at a rate of 2-8%, higher
than its prevalence in the general population but con-
siderably less than would be expected if it were attrib-
utable to a single gene. Studies of monozygotic
(identical) and dizygotic (fraternal) twins show a
60% concordance rate for identical twins and a rate
of 0% for fraternal twins, indicating that autism has a
strong heritable element.

Diagnosis

Because young infants are so limited in their range
of behavior, autistic disorders are generally discovered
gradually, and rarely diagnosed before the age of two
or three. Parents may not realize that their baby’s
behavior is different from that of other infants until
he or she reaches an age where a wide range of behav-
iors are typically displayed. Most doctors may attempt
to reassure concerned parents of infants under two
years that their children are “normal,” or will “grow
out of” a disturbing behavior, because many children
do. At the time that speech and language usually
develop, parents are more likely to observe that their
autistic child is not at the same level as other children
the same age. Once the child is old enough to play with
other children, it becomes more apparent that the
autistic child either is not interested in doing so, or
does so in unusual ways that differ from most children
of the same age. Motor development may also appear
unusual, with repetitive motions such as spinning, self-
injurious behaviors such as headbanging, and rocking
back and forth, giving the parents strong clues that
their child behaves differently from others.

The child who continues to display unusual
behaviors at about the age of two years would most
likely receive a referral from the pediatrician to a child
psychiatrist, developmental pediatrician, or early
intervention program with a multi-disciplinary staff
including psychiatrists, psychologists, and social
workers. These professionals would be the ones to

diagnose autistic disorder, and, ideally, offer an early
intervention program simultaneously. To reach a
diagnosis, the professional(s) would observe the child
both with and without parents present, interview the
parents about the pregnancy, birth, siblings, family
history, and early behaviors, and possibly administer
an assessment like the Bayley scales of infant
development.

Differential diagnosis

Differential diagnosis is the process of distinguish-
ing one disorder from other similar disorders. Because
there are currently no medical tests (such as a blood
test) to detect autism, the diagnosis is often established
by ruling out other disorders and clarifying the distin-
guishing characteristics of autism disorder versus
other pervasive developmental disorders, such as
Asperger syndrome.

MENTAL RETARDATION. Mental retardation is
present with autism in about 70% of cases. What
distinguishes children with mental retardation who
do not have autistic symptoms from those who do is
evenness of development. Children with mental retar-
dation tend to exhibit a more even level of functioning
in all areas, whereas autistic children tend to exhibit
extreme variability within areas and between areas.
Children with autistic disorders show uneven develop-
ment in areas such as motor, language, and social
skills. A child with autism may have high-level cogni-
tive functioning in one area, but low-level cognitive
functioning in another area, for example. Or a child
with autism may exhibit delayed cognitive develop-
ment, but normal motor skills development. For this
reason, autism is often referred to as a “spectrum
disorder” because of the large spectrum or range of
variability in symptoms and functioning. Also, many
children with mental retardation relate well to people
and enjoy social connection, which is rare for autistic
children.

LANGUAGE DISORDER. Children with autistic dis-
orders may appear similar in some ways to children
with language disorders. Unlike autistic children,
however, children with language disorders exhibit
neurotypical responses to most people, situations,
and objects. They make eye contact and show interest
in peer and adult relationships.

CHILDHOOD SCHIZOPHRENIA. Schizophrenia is a
disturbance of emotion and thought processes that
rarely occurs in young children. When it does, it is
characterized by hallucinations and delusions—seeing
and hearing things that are not there, for example.
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These are not symptoms that appear among autistic
children.

DEGENERATIVE ORGANIC BRAIN DISORDER. This is
an extremely rare condition that may at first appear
similar to autistic disorders. In degenerative organic
brain disorder, the child begins to develop normally,
but over time, speech, language, motor skills and other
age-appropriate behaviors disintegrate and do not
return. The disintegration is progressive. In children
with autistic disorders, some children may begin to
develop words and language and then lose them at
around eighteen months. However, with appropriate
education, these skills can be relearned and surpassed
by the autistic child.

Treatments

Autistic disorders cannot be cured, but children
who have these disorders can make considerable prog-
ress in all areas of life. Depending upon the level of
intellectual function, it is possible for some children
with autism to become functioning, semi-independent
or independent adults capable of working and enjoy-
ing some social relationships. Parenting a child with
autism can be extremely challenging, however, and
many families find support groups to be helpful.
Both medication and psychosocial therapies (thera-
pies that address both psychological and social issues)
can help ameliorate troubling symptoms. Education is
key for helping these children learn socially acceptable
behaviors, decreasing odd mannerisms and behaviors,
and increasing appropriate verbal and non-verbal lan-
guage skills.

Education

Most educational programs for children with
autistic disorders involve small, specialized classes
with teachers specially trained to work with autistic
children, although schools generally make efforts to
“mainstream” children with special needs as much as
possible, using classrooms aides and other resources.
Research has shown that autistic children need regu-
lar, daily structure and routine, and they maintain
their skills best when there are not frequent disrup-
tions of their daily school program.

One method that has been used extensively both
within the classroom and at home is a behavior mod-
ification method known as Applied Behavior Analy-
sis, or ABA. Specially trained teachers break down
large goals into small steps that are taught and
repeated until the child masters each one. Slowly,
step by step, more appropriate patterns of behavior
and communication are formed or shaped in this way.

Positive reinforcement is used in many forms, such as
praise (for those children who are motivated by it),
time permitted to engage in a favorite activity, or a
small favored food item. For ABA to be most effec-
tive, parents need to be trained to use these same skills
to continue the work at home.

Medications

Although no one drug is helpful to children with
autistic disorders, several medications are currently
used, along with education, to reduce severe temper
tantrums and destructive aggression, self-injurious
behaviors, hyperactivity, and unusual, repetitive behav-
iors. Medications may also help the autistic child
become more receptive to learning and relating to
others. Some of the medications commonly used
include risperidone (Risperdal), and haloperidol (Hal-
dol). Although there are side effects associated with
these medications, careful dosing and use of other med-
ications to counteract side effects often enable the autis-
tic child to function more effectively.

Non-conventional treatments

One non-conventional and experimental treat-
ment for autism is the use of secretin, a hormone
produced in the small intestine that stimulates the
pancreas to release sodium bicarbonate and other
digestive enzymes. Studies have found no improve-
ment from secretin administration in autism in gen-
eral, although it may effect some improvement in a
specific population subset.

Another experimental treatment involves Candida
albicans, the technical term for a common yeast that is
found in the human body. Some scientists believe that
an overgrowth of this yeast may cause or worsen
autism. Some reports indicate that children treated
with anti-yeast medications improve in eye contact,
social abilities, language skills, concentration, and
sleep, and that they show a reduction in aggressive
and hyperactive behavior.

An additional non-conventional treatment being
researched for autism is a nutritional supplement,
vitamin Bg. Some experts believe that vitamin Bg
holds promise for reducing autistic symptoms and
helping autistic children progress in all areas. It may
be combined with magnesium and the combination
appears to have no known side effects. Improvements
attributed to these supplements in some studies
include enhanced language, eye-contact, and behav-
iors, as well as more normal brain activity and
improved immune system functioning.
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Aversion therapy

KEY TERMS

Impulse control disorders—Group of disorders
characterized by impulsive behavior, such as stealing.

Obsessive-compulsive disorder—Disorder in which
the affected individual has an obsession (such as a
fear of contamination, or thoughts he or she does
not like to have and cannot control) and feels com-
pelled to perform a certain act to neutralize the
obsession (such as repeated handwashing).

Temporal lobe—Large lobe of each side of the
brain that contains a sensory area associated with
hearing.

These treatments remain outside mainstream med-
icine, however, and research is ongoing as to their
efficacy. Parents interested in these therapies may
wish to discuss them with their child’s health care team.

Prognosis

Autistic disorders follow a continuous course
throughout life. Autistic individuals with higher levels
of intelligence may become able to work and live inde-
pendently or, more frequently, semi-independently.
This is especially true for those with IQ scores of 70
or higher. One in six children with autism becomes a
well-adjusted adult. Another one out of six achieves a
fair degree of adjustment in adult life. Others may
never be able to leave the structured environment of
home or, later, special group home placement. During
adolescence, sexual feelings emerge that a teen with
autism may find difficult to handle appropriately.
Supervision throughout life is needed for the majority
of individuals diagnosed with these disorders.

Prevention

At present, no specific means of preventing autis-
tic disorders exist. Because of an elevated likelihood of
giving birth to more than one autistic child exists,
genetic counseling is recommended.
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I Aversion therapy
Definition

Aversion therapy is a form of behavior therapy in
which an aversive stimulus (causing a strong feeling of
dislike or disgust) is paired with an undesirable behav-
ior in order to reduce or eliminate that behavior.
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Purpose

As with other behavior therapies, aversion ther-
apy is a treatment grounded in learning theory—one
of its basic principles being that all behavior is learned
and that undesirable behaviors can be unlearned
under the right circumstances. Aversion therapy is an
application of the branch of learning theory called
classical conditioning. Within this model of learning,
an undesirable behavior, such as a deviant sexual act,
is matched with an unpleasant (aversive) stimulus. The
unpleasant feelings or sensations become associated
with that behavior, and the behavior will decrease in
frequency or stop altogether. Aversion therapy differs
from those types of behavior therapy based on princi-
ples of operant conditioning. In operant therapy, the
aversive stimulus, usually called punishment, is pre-
sented after the behavior rather than together with it.

The goal of aversion therapy has been to decrease
or eliminate undesirable behaviors. Treatment focuses
on changing a specific behavior itself, unlike insight-
oriented approaches that focus on uncovering uncon-
scious motives in order to produce change. The behav-
iors for which aversion therapy has been tried as a
treatment include such addictions as alcohol abuse,
drug abuse, and smoking; pathological gambling;
paraphilias; and more benign habits—including writ-
er’s cramp. Most controversially, this approach has
been attempted as a way to “cure” homosexuality.
Both the type of behavior to be changed and the
characteristics of the aversive stimulus influence the
treatment—which may be administered in either out-
patient or inpatient settings as a self-sufficient inter-
vention or as part of a multimodal program. Under
some circumstances, aversion therapy may be self-
administered.

Precautions

A variety of aversive stimuli have been used as part
of this approach, including chemical and pharmacolog-
ical stimulants, as well as electric shock. Foul odors,
nasty tastes, and loud noises have been employed as
aversive stimuli somewhat less frequently. The chem-
icals and medications generate very unpleasant and
often physically painful responses. This type of aversive
stimulation may be risky for people with heart or lung
problems because of the possibility of making the med-
ical conditions worse. Patients with these conditions
should be cleared by their doctors first. Often, however,
the more intrusive aversive stimuli are administered
within inpatient settings under medical supervision.
An uncomfortable but safe level of electric (sometimes
called faradic) shock is often preferred to chemical and
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pharmacological aversants because of the risks that
these substances involve.

In addition to the health precautions mentioned
above, there are ethical concerns surrounding the use
of aversive stimuli. There are additional problems with
patient acceptance and negative public perception of
procedures using aversants. Aversion treatment that
makes use of powerful substances customarily (and
intentionally) causes extremely uncomfortable conse-
quences, including nausea and vomiting. These effects
may lead to poor compliance with treatment, high
dropout rates, potentially hostile and aggressive
patients, and public relations problems. Social critics
and members of the general public alike often consider
this type of treatment punitive and morally objection-
able. Although the scenes were exaggerated in the dis-
turbing parts of the Stanley Kubrick film A Clockwork
Orange, they depicted the use of aversion therapy to
reform the criminal protagonist and provide a powerful
example of society’s perception of this treatment.

Parents and other advocates for people with men-
tal retardation and developmental disabilities have
been particularly vocal in their condemnation of
behavior therapy that uses aversive procedures in gen-
eral. Aversive procedures are used within a variety of
behavior modification strategies and the term is some-
times confused with the more specific technique of
aversion therapy. Aversive procedures are usually
based on an operant conditioning model that involves
punishment. Advocates for special patient popula-
tions believe that all aversive procedures are punitive,
coercive, and use unnecessary amounts of control and
manipulation to modify behavior. They call for thera-
pists to stop using aversive stimuli, noting that posi-
tive, nonaversive, behavioral-change strategies are
available. These strategies are at least as, if not more,
effective than aversive procedures.

In general, there are not very many studies in the
scientific literature that produce strong evidence of the
effectiveness of aversion therapy. Some studies indi-
cate that aversion therapy for smokers may be some-
what effective, but a significant problem with the
approach in smokers is compliance with the therapy,
as is the case with most attempts at aversion therapy.
Overall, in programs addressing substance use disor-
ders, the results with aversion therapy do not compare
favorably with therapies focusing on positive reward.

Description

According to the American Psychiatric Associa-
tion, aversion therapy should be practiced only in very
specialized centers.
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Aversion therapy

KEY TERMS

Aversion—A strong feeling of dislike or disgust.
Aversion therapy makes use of this feeling to
reduce or eliminate an undesirable behavior.
Chemicals or medications used to produce
unpleasant effects are called aversants.

Classical conditioning—A process used in psychol-
ogy in which a previously neutral stimulus eventu-
ally produces a specific response by being paired
repeatedly with another stimulus that produces that
response. The best-known example of classical
conditioning is Pavlov’s dogs, who were condi-
tioned to salivate when they heard a bell ring (the
previously neutral stimulus) because the sound had
been paired repeatedly with their feeding time.

Compliance—In medicine or psychiatry, coopera-
tion with a treatment plan or schedule of
medications.

Detoxification—A process in which the body is
allowed to free itself of a drug while the symptoms
of withdrawal are treated. It is the primary step in
any treatment program for drug or alcohol abuse.

Emetic—A medication intended to cause vomiting.
Emetics are sometimes used in aversion therapy in
place of electric shock. Their most common use in
mainstream medicine is in treating accidental
poisoning.

Faradic—A type of discontinuous alternating elec-
tric current sometimes used in aversion therapy. It
is named for Michael Faraday, an eminent British
physicist.

Stimulus—Something that incites or moves a per-
son to thought, emotion, or action. In mainstream
psychotherapy, a stimulus can be anything from a
certain picture or image to smell, sound, word, or
idea. In aversion therapy, the stimulus is typically a
mild electric shock or a medication that produces
unpleasant results.

Risks

Patients with cardiac, pulmonary, or gastrointes-
tinal problems may experience a worsening of their
symptoms, depending upon the characteristics and
strength of the aversive stimuli. Some therapists have
reported that patients undergoing aversion therapy,
especially treatment that uses powerful chemical or
pharmacological aversive stimuli, have become nega-
tive and aggressive.
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Outcomes

Depending upon the objectives established at the
beginning of treatment, patients successfully complet-
ing a course of aversion therapy may see a reduction or
cessation of the undesirable behavior.

Some clinicians have reported that patients under-
going aversive treatment using electric shocks have
experienced increased anxiety and anxiety-related
symptoms that may interfere with the conditioning
process, as well as lead to decreased acceptance of
the treatment. As indicated above, a few clinicians
have reported a worrisome increase in hostility
among patients receiving aversion therapy, especially
those undergoing treatment using chemical aversants.
Although aversion therapy has some adherents, lack
of rigorous outcome studies demonstrating its effec-
tiveness, along with the ethical objections mentioned
earlier, have generated numerous opponents among
clinicians as well as the general public. These oppo-
nents point out that less intrusive alternative treat-
ments, such as covert sensitization, are available.
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I Avoidant personality disorder
Definition

Avoidant personality disorder is characterized by
hypersensitivity to rejection and criticism, desire for
uncritical acceptance by others, social withdrawal
despite a desire for affection and acceptance, and low
self-esteem. The behavior patterns associated with
avoidant personality disorder are persistent and
severe, impairing the ability to work with others or
maintain social relationships.

Description

People who are diagnosed with avoidant person-
ality disorder desire to be in relationships with others
but lack the skills and confidence that are necessary in
social interactions. In order to protect themselves
from anticipated criticism or ridicule, they withdraw
from other people. This avoidance of interaction tends
to isolate them from meaningful relationships, and
serves to reinforce their nervousness and awkwardness
in social situations.

The behavior of people with avoidant personality
disorder is characterized by social withdrawal, shy-
ness, distrustfulness, and emotional distance. These
people tend to be very cautious when they speak, and
they convey a general impression of awkwardness in
their manner. Most are highly self-conscious and self-
critical about their problems relating to others.

Avoidant personalities can be categorized into
four types:

« Shy/social phobic avoidants: Use withdrawal mech-
anisms to manage social anxiety. Shy avoidants have
difficulty forming relationships with others and may
be seriously isolated. Social phobic avoidants fre-
quently are more symbolic in their withdrawal, and
tend to express their avoidance particularly in situa-
tions where they are asked to perform in public. Shy/
social phobic avoidants are usually perceived as self-
conscious or introverted by others.

“Mingles” avoidants: Appear to be “normal” and
well-related in most situations. Although they can
form new relationships, they find it difficult to sus-
tain them over time for a variety of reasons including
fear of success, desire to fail, and inability to settle
down.

“Seven year itch” avoidants: Although this type is
able to form relationships, they are unable to main-
tain them over time. They may be able to commit
fully at first, but become restless over time and leave
the relationship.
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« Dependent/codependent avoidants: This type of
avoidant appears to want to start new relationships
but are unable to sever ties to old relationships (e.g.,
living with one’s parents) that are necessary to make
that possible.

Causes and symptoms
Causes

The cause of avoidant personality disorder is not
clearly defined, and may be influenced by a combina-
tion of social, genetic, and biological factors. Avoi-
dant personality traits typically appear in childhood,
with signs of excessive shyness and fear when the child
confronts new people and situations. These character-
istics are also developmentally appropriate emotions
for children, however, and do not necessarily mean
that a pattern of avoidant personality disorder will
continue into adulthood. When shyness, unfounded
fear of rejection, hypersensitivity to criticism, and a
pattern of social avoidance persist and intensify
through adolescence and young adulthood, a diagno-
sis of avoidant personality disorder is often indicated.

Many persons diagnosed with avoidant person-
ality disorder have had painful early experiences of
chronic parental criticism and rejection. The need to
bond with the rejecting parents makes the avoidant
person hungry for relationships but their longing
gradually develops into a defensive shell of self-pro-
tection against repeated parental criticisms. Ridicule
or rejection by peers further reinforces the young per-
son’s pattern of social withdrawal and contributes to
their fear of social contact.

Symptoms

The most recent edition of the Diagnostic and
Statistical Manual of Mental Disorders, (the fourth
edition, text revision or DSM-IV-TR) specifies seven
diagnostic criteria for avoidant personality disorder:

« The person avoids occupational activities that
require significant interpersonal contact. Job inter-
views or promotions may be turned down because
the person’s own perceptions of his or her abilities do
not match the job description.

« The person is reluctant to participate in social
involvement without clear assurance that he or she
will be accepted. People with this disorder assume
other people are not safe to trust until proven other-
wise. Others must offer repeated support and encour-
agement in order to persuade them to participate in a
social event.
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« The person fears being shamed or ridiculed in close
relationships. As a result, people with this disorder
become overly alert to behavioral cues that may
indicate disapproval or rejection. They will flee a
situation in which they believe that others might
turn against them.

The person is preoccupied with being criticized or
rejected. Much mental and physical energy is spent
brooding about and avoiding situations perceived as
“dangerous.”

The person is inhibited in unfamiliar social situations
due to feelings of inadequacy. Low self-esteem
undermines his or her confidence in meeting and
conversing with new acquaintances.

The person regards him- or herself as socially inept.
This self-disparagement is especially apparent when
the person must make social contacts with strangers.
People with avoidant personality disorder perceive
themselves as unappealing or inferior to others.

The person is reluctant to take social risks, in order
to avoid possible humiliation. Avoidant people seek
interactions that promise the greatest amount of
acceptance while minimizing the likelihood of
embarrassment or rejection. They might go to a
school dance, for example, but remain in one corner
chatting with close friends rather than going out on
the dance floor with someone they do not know well.

Demographics

Avoidant personality disorder appears to be as
frequent in males as in females. It affects between
0.5% and 1.0% of adults in the general North Amer-
ican population, but it has been diagnosed in approx-
imately 10% of clinical outpatients.

Diagnosis

Many individuals exhibit some avoidant behaviors
at one point or another in their lives. Occasional feel-
ings of self-doubt and fear in new and unfamiliar social
or personal relationships are not unusual, nor are they
unhealthy, as these situations may trigger feelings of
inadequacy and the wish to hide from social contact in
even the most self-confident individuals. An example
would be the anxious hesitancy of a new immigrant in a
country with a different language and strange customs.
Avoidant characteristics are regarded as meeting the
diagnostic criteria for a personality disorder only when:
they begin to have a long-term negative impact on the
affected person; they lead to functional impairment by
significantly altering occupational choice or lifestyle, or
otherwise impinging on quality of life; and cause sig-
nificant emotional distress.
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Avoidant personality disorder can occur in con-
junction with other social phobias, mood and anxiety
disorders, and personality disorders. The diagnosis
may be complicated by the fact that avoidant person-
ality disorder may be either the cause or result of other
mood and anxiety disorders. For example, individuals
who have major depressive disorder may begin to
withdraw from social situations and experience feel-
ings of worthlessness, symptoms that are also prom-
inent features of avoidant personality disorder. On the
other hand, the insecurity and isolation that are symp-
toms of avoidant personality disorder can trigger feel-
ings of depression.

The characteristics of avoidant personality disor-
der may resemble those found in both schizoid and
schizotypal personality disorders. Persons with these
disorders are prone to social isolation. Those diag-
nosed with avoidant personality disorder, however,
differ from those with schizoid or schizotypal disor-
der, because they want to have relationships with
others but are prevented by their social inadequacies.
Persons diagnosed with schizoid and schizotypal per-
sonality disorders, on the other hand, usually prefer
social isolation.

Personality disorders are usually diagnosed fol-
lowing a complete medical history and an interview
with the patient. Although there are no laboratory
tests for personality disorders, the doctor may give
the patient a physical examination to rule out the
possibility that a general medical condition is affecting
the patient’s behavior. For example, people with dis-
orders of the digestive tract may avoid social occasions
for fear of a sudden attack of diarrhea or the need to
vomit. If the interview with the patient suggests a
diagnosis of avoidant personality disorder, the doctor
may administer a diagnostic questionnaire or another
type of assessment tool.

Assessment tools helpful in diagnosing avoidant
personality disorder include:

« Minnesota
(MMPI)

« Millon Clinical Multiaxial Inventory (MCMI)
« Rorschach Psychodiagnostic Test
« Thematic Apperception Test (TAT)

Multiphasic  Personality Inventory

In diagnosis, it is important to distinguish
between the fear of relating that characterizes avoi-
dant personality disorder from the inability to form
relationships that characterizes schizoid patients. Sim-
ilarly, it is important to distinguish between the fear of
relationship characteristic of the avoidant personality
and a healthy, natural desire to be alone.
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Treatments

The general goal of treatment in avoidant person-
ality disorder is improvement of self-esteem and con-
fidence. As the patient’s self-confidence and social
skills improve, he or she will become more resilient
to potential or real criticism by others.

Psychodynamically oriented therapies

These approaches are usually supportive; the
therapist empathizes with the patient’s strong sense
of shame and inadequacy in order to create a relation-
ship of trust. Therapy usually moves slowly at first
because persons with avoidant personality disorder
are mistrustful of others. Treatment that probes into
their emotional state too quickly may result in more
protective withdrawal by the patient. As trust is estab-
lished and the patient feels safer discussing details of
his or her situation, he or she may be able to draw
important connections between their deeply felt sense
of shame and their behavior in social situations.

Cognitive-behavioral therapy

Cognitive-behavioral therapy (CBT) may be
helpful in treating individuals with avoidant person-
ality disorder. This approach assumes that faulty
thinking patterns underlie the personality disorder,
and therefore focuses on changing distorted cognitive
patterns by examining the validity of the assumptions
behind them. If a patient feels he is inferior to his
peers, unlikable, and socially unacceptable, a cogni-
tive therapist would test the reality of these assump-
tions by asking the patient to name friends and family
who enjoy his company, or to describe past social
encounters that were fulfilling to him. By showing
the patient that others value his company and that
social situations can be enjoyable, the irrationality of
his social fears and insecurities are exposed. This proc-
ess is known as “cognitive restructuring.”

Group therapy

Group therapy may provide patients with avoi-
dant personality disorder with social experiences that
expose them to feedback from others in a safe, con-
trolled environment. They may, however, be reluctant
to enter group therapy due to their fear of social
rejection. An empathetic environment in the group
setting can help each member overcome his or her
social anxieties. Social skills training can also be incor-
porated into group therapy to enhance social aware-
ness and feedback.
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KEY TERMS

Cognitive restructuring—An approach to psycho-
therapy that focuses on helping patients examine
distorted patterns of perception and thought in
order to change their emotional responses to peo-
ple and situations.

Monoamine oxidase inhibitors (MAOIls)—A group
of antidepressant drugs that decreases the activity
of monoamine oxidase, a neurotransmitter found in
the brain that affects mood. MAOIs are also used in
the treatment of avoidant personality disorder.

Supportive—An approach to psychotherapy that
seeks to encourage the patient or offer emotional
support to him or her, as distinct from insight-ori-
ented or educational approaches to treatment.

Family and marital therapy

Family or couple therapy can be helpful for a
patient who wants to break out of a family pattern
that reinforces the avoidant behavior. The focus of
marital therapy would include attempting to break the
cycle of rejection, criticism or ridicule that typically
characterizes most avoidant marriages. Other strat-
egies include helping the couple to develop construc-
tive ways of relating to one another without shame.

Medications

The use of monoamine oxidase inhibitors
(MAOIs) has proven useful in helping patients with
avoidant personality disorder to control symptoms of
social unease and experience initial success. The major
drawback of these medications is limitations on the
patient’s diet. People taking MAOIs must avoid foods
containing a substance known as tyramine, which is
found in most cheeses, liver, red wines, sherry, ver-
mouth, beans with broad pods, soy sauce, sauerkraut,
and meat extracts.

Prognosis

Higher-functioning persons with avoidant per-
sonality disorder can generally be expected to improve
their social awareness and improve their social skills to
some degree. But because of the significant social fear
and deep-seated feelings of inferiority, these patterns
usually do not change dramatically. Lower-function-
ing persons are likely to drop out of treatment if they
become too anxious.
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Prevention

Since avoidant personality disorder usually origi-
nates in the patient’s family of origin, the only known
preventive measure is a nurturing, emotionally stimu-
lating, and expressive family environment.
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