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every other academic subject. Based on the large discrepancy between Jessica’s 1Q
scores and her low achievement test scores for math, the evaluating psychologist con-
cluded that Jessica suffered from dyscalculia, a learning disorder that pertains specif-
ically to math skills.

Learning disorders are diagnosed when there is a significant discrepancy between
a child’s general intellectual ability and what the child actually achieves in specific ac-
ademic subjects. Jessica’s testing revealed that her overall intelligence is good, yet she
has specific difficulties with age-appropriate math skills. The DSM-IV-TR distinguishes
among three types of learning disorders—one for each of the traditional “three R’s” of
academics: reading disorder, disorder of written expression, and mathematics disorder
(APA, 2000). These diagnostic categories are known respectively as dyslexia, dys-
graphia, and dyscalculia. (Some people who specialize in evaluating learning disor-
ders measure a wider variety of skill deficits, such as problems with speech or physical
coordination, that are not as closely associated with school performance.) Since read-
ing, writing, and arithmetic each involve several interdependent mental skills, the DSM-
IV-TR diagnostic categories for learning disorders are deceptively simple. For example,
performing calculations requires understanding that numbers (2, 3, 4) are symbolic of
values (a conceptual skill), that values can be placed into relationships with each other
(added, subtracted, multiplied, and so on—an abstract reasoning skill), and that the
value of the product of such abstract relationships can, again, be expressed in the form
of a symbol (6, 9, 12) (abstract reasoning, verbal, and memory skills). A deficit in one
or more of the necessary mental skills may produce a learning disorder, or as is often
the case, multiple learning difficulties across a variety of subjects. Children who fall
within the same learning disorder diagnostic category may have little in common with
each other, and children who are not classified within the same category of learning dis-
order may nonetheless share similar cognitive deficits. The DSM-IV-TR is a blunt in-
strument when it comes to diagnosing learning disorders, and, as such, it reminds us of
the core concept of the advantages and limitations of diagnosis.

Explaining and Treating Learning Disorders

Like mental retardation, learning disorders result primarily from biological factors but
can be complicated by psychological components. Indeed, learning disorders highlight
the core concept of the multiple causality because they often result from a complex cy-
cle of factors including cognitive deficits, diminished self-esteem, and reduced moti-
vation and effort (see Figure 13.1).

Biological Components There are two predominant biological factors in learning dis-
orders: genetic influences and brain abnormalities. Family, sibling, and twin studies
indicate that learning disorders often have a genetic component (Plomin & Kovas,
2005). One study found that the concordance rates for reading disorders was 62% for
female identical twins as compared to 15% for female fraternal twins and 63% for
male identical twins as compared to 29% for male fraternal twins (Hawke &
Wadsworth, 2006). The exact genes and chromosomes involved in various learning
disorders have not yet been identified, but available evidence indicates that many dif-
ferent genes are likely involved.

Technological advances, such as magnetic resonance imaging (MRI), allow re-
searchers to study the workings of the living brain and to identify previously unde-
tectable brain anomalies. Recent neuroimaging research on reading disorders has
found a relationship between dyslexia and abnormal functioning in two systems in the
posterior (back) section of the brain’s left hemisphere. Individuals with a reading

Dyslexia A learning disorder in which aca-
demic achievement in reading is substantially
below what would be expected given the
child’s age, intelligence, or education.

Dysgraphia A learning disorder in which
academic achievement in written expression is
substantially below what would be expected
given the child’s age, intelligence, or education.

Dyscalculia A learning disorder in which
academic achievement in mathematics is sub-
stantially below what would be expected given
the child’s age, intelligence, or education.
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Figure 13.1 The Multiple Causality of

Academic Failure Due to Language-related

Learning Disorders Children who suffer
from learning disorders often develop

psychosocial and motivational problems as
they become increasingly frustrated by their

academic difficulties. Not surprisingly,
psychosocial and motivational difficulties
interfere with the ability to manage a

learning disorder. Here we see how cognitive
deficits, linguistic deficits, and psychosocial

problems can combine to produce
academic failure.
Adapted from Gerber, 1993, p. 269.
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tion between two or more different disorders.
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disorder seem to compensate for difficulties in their posterior left hemisphere (a cen-
ter of language processing) by relying instead on the brain’s frontal left hemisphere
and right hemisphere—areas ill-equipped for fluent word recognition (Pugh et al.,
2000). Other researchers have found measurable differences in the brain functioning
of children with other language-related learning impairments as compared to intel-
lectually unimpaired children (Eckert et al., 2005).

To date, there are no biological interventions specifically for learning disorders.
However, learning disorders and attention deficit/hyperactivity disorder (ADHD)
(described in detail below) are highly comorbid, meaning that many children diagnosed
with one disorder are also diagnosed with the other. Indeed, some studies have shown
that as many as 70% of children with ADHD are also diagnosed with a learning disor-
der (Mayes, Calhoun, & Crowell, 2000). As a result, a high percentage of children with
learning disorders are taking medications for ADHD that may help improve academic
performance by increasing attention and focus.

Sociocultural and Family Systems Components Educational psychologist Gerald
Coles proposes an “interactivity theory” of learning difficulties (1989, 1999). Accord-
ing to interactivity theory, families and schools can interact with each other in ways
that contribute to the development of learning deficits. For example, not all families
support early learning experiences by reading stories to their children or actively en-
gaging their children in conversation. When children from educationally and econom-
ically impoverished environments begin school, they are already behind their peers
from more educationally oriented and financially secure families. School systems may
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mistakenly assume that children from impoverished environments are less intelligent
or capable than their well-prepared peers; the school system may then treat these chil-
dren accordingly by placing them in remedial classrooms that may ask and expect less
of them academically. Insofar as the growing brain is shaped by environmental expe-
riences, Coles argues that neurological differences between “learning disordered” and
“normal” children could be the result of environmental factors that caused the learn-
ing disorder, not the cause of the disorder itself. Coles’s arguments are supported by
research indicating that low socioeconomic status is a major risk factor for the devel-
opment of learning disabilities (Blair & Scott, 2002; Margai & Henry, 2003). The
robust connection between low socioeconomic status and high learning disability rates
indicates that prevention measures should be aimed at the level of the community,
family, and individual.

Some clinicians have described cases in which a learning disorder appeared to have
a psychosocial origin (Simpson & Miller, 2004). For example, a child who feels anxi-
ety about “knowing” something at home, such as a situation that the family treats as a
secret (a father’s affair, a mother’s alcoholism) may have difficulty letting herself know
and learn at school. Causal explanations aside, having a learning disorder is an emo-
tionally painful experience for most children, considering that school is the major fo-
cus of a child’s life. Many children with learning disorders feel anxious and depressed
and assume that they are “dumb” and incompetent in general. Family and individual
psychotherapy to address the negative emotional effects of having a learning disorder
can be a crucial component of a multifaceted intervention (Willner, 2005).

Cognitive and Behavioral Components The most common interventions for learning
disorders involve remedial education using behavioral and cognitive principles. Acad-
emic skills are broken down into specific components that are modeled by teachers and
then rewarded when properly executed. As noted, many children with learning disor-
ders feel anxious and depressed about their academic troubles and often manifest their
distress and frustration by misbehaving in school. Behavioral interventions for children
with learning disorders can address both academic and behavioral difficulties simulta-
neously. For example, a child with a learning disorder might be rewarded for complet-
ing a set of math exercises and for staying on-task all morning. Cognitive interventions
for learning disorders help children to identify their problem areas and to develop tech-
niques for tackling specific academic problems. Children are helped to devise new
strategies for problem solving, to assess the effectiveness of whatever strategy they have
chosen, and to try another strategy when needed. This approach to helping children with
learning disorders has been found to be highly effective, especially when combined with
the direct training and rewards typical of a behavioral intervention (Swanson, 2000).

BRIEF SUMMARY

® [earning disorders are specific deficits in academic skills such as reading, mathe-
matics, or written expression.

® [earning disorders are usually caused by genetic and/or neurological abnormali-
ties that interfere with the performance of specific academic tasks.

® Some theorists suggest that learning disorders may also arise from environmental
causes such as an interaction between home and school problems.

® [ earning disorders are most often addressed with remedial education that involves
behavioral and cognitive components.

Critical | How might you design a research study that could distinguish between biologi-

Thinking | c3lly-based learning disorders and environmentally-based learning disorders?
Question



512 I CHAPTER THIRTEEN m Disorders of Childhood

Pervasive developmental disorders Severe
impairment in several areas of development.

Autism A pervasive developmental disorder
characterized by impaired social and
communication skills, and rigid and repetitive
patterns of behavior.

Pervasive Developmental Disorders

As a group, the pervasive developmental disorders are characterized by profound and
persistent impairment in several areas of functioning. In contrast to mild mental retar-
dation and the learning disorders, in which mainly intellectual functions are affected,
children suffering from pervasive developmental disorders fail to develop normal so-
cial and communication skills and fail to engage in typical childhood behaviors, inter-
ests, and activities (APA, 2000). Like mental retardation, the pervasive developmental
disorders are lifelong conditions that are usually diagnosed in childhood. Autism is the
most common diagnosis within the category of pervasive developmental disorders
(see Table 13.5). The other DSM-IV-TR disorders within this category (Rett’s disorder,
childhood disintegrative disorder, and Asperger’s disorder) will be discussed briefly as
they are defined largely by how they differ from autism.

Like Molly (described at the beginning of the chapter), children suffering from
autism are impaired in three major areas: (1) social interaction, (2) communication, and
(3) behaviors, interests, or activities. In terms of social interaction, fluency in nonver-
bal social cues is a subtle but critical component of human relationships. Most inter-
personal interactions rely heavily on eye contact, nodding, facial expressions, and body
posture. Children and adults with autism seem to be unable to send or receive the non-
verbal messages that act as the “glue” that holds social interactions together. Many peo-
ple with autism can be taught some of the basic rules that guide social behavior (such
as greeting people with “Hello, how are you?”” and a handshake), but their interpersonal
styles often seem stiff, scripted, and lacking in spontaneity. Individuals with autism do
not seem to be bothered by their failure to make social contact with others. Indeed, they
often prefer the inanimate world to the animate and treat human beings as if they were
inanimate objects. For example, while playing at blocks with his mother, an autistic
child might pick up his mother’s hand by the wrist and use her hand to lift a block with-
out ever looking at his mother’s face or acknowledging her presence.

Difficulties with communication are pervasive in autism: nearly half of all people
with autism fail to develop useful speech. Those who do speak with some proficiency are
generally considered to be in the “high-functioning” range of autism (Tager-Fliisberg,
Paul, & Lord, 2005). People with autism often sound mechanical or robotic when they

TABLE 13.5 Diagnostic Criteria for Autism

Diagnosis of autism is based on meeting specific criteria for at least six items across
the following three categories (with at least two criteria from the first category, and
at least one criterion from the second and third categories).

® Impaired social interaction, as demonstrated by: absence of nonverbal
behaviors; disinterest in developing age-appropriate friendships with peers;
general lack of interest in relationships; lack of social or emotional exchange
with others.

® |mpaired communication as demonstrated by: delayed or absent spoken
language; when speech is present, inability to maintain a conversation; odd
language, or repetitive use of words; absence of age-appropriate pretend play.

® Rigid and repetitive patterns of behavior, interests, and activities: abnormally
intense and narrow patterns of interest; inflexible adherence to meaningless
routines; odd and repetitive physical movements; preoccupation with parts of
objects.

Adapted from the DSM-IV-TR (APA, 2000)
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talk because their speech usually lacks normal cadence and intonation. Autistic speech is
often limited and repetitive, and people with autism have a tendency to reverse pronouns
(such as saying “you” where “I”’ would be appropriate), or to mimic what they hear—a
behavior known as echolalia.

Individuals with autism often have unusual and narrow areas of interest. For ex-
ample, an autistic child may spend hours rearranging bottle caps into a series of pat-
terns, or stare intently at her fingers as she wiggles them in front of her eyes. Rather
than using a whole object for pretend play, such as dressing up a baby doll and pre-
tending to be a mother, an autistic child might become preoccupied by the snap closure
on the baby doll’s diaper or, like Molly, play only with the wheels of her toy cars. Many
people who suffer from autism rely heavily on sameness and routine, and may become
quite distressed when changes, however insignificant, occur. This aspect of autism was
highlighted in the 1988 movie Rain Man in which Dustin Hoffman plays an autistic
man who becomes hysterical when prevented from watching The People’s Court, his
favorite daily television show.

A common misconception is that all people with autism are savants, meaning that
they each possess some outstanding and unusual intellectual skill. For example, in Rain
Man, Dustin Hoffman’s character was able to execute complex calculations in his head
and to memorize vast amounts of information—thus inspiring his sleazy long-lost
brother, played by Tom Cruise, to take him to Las Vegas to count cards. While not typ-
ical of autism, examples of isolated but highly developed intellectual skills among peo-
ple with autism have been documented by authors such as the neurologist Oliver Sacks
(1985, 1995) (see also Box 13.1). For example, when writing about Steven Wiltshire,
the artist featured at the beginning of this chapter, Sacks comments:

Steven, only thirteen, was now famous throughout England—>but as autistic,
as disabled, as ever. He could draw, with the greatest ease, any street he had
seen, but he could not, unaided, cross one by himself. He could see all London
in his mind’s eye, but its human aspects were unintelligible to him. He could
not maintain a real conversation with anyone, though, increasingly, he now
showed a sort of pseudosocial conduct, talking to strangers in an indiscrimi-
nate and bizarre way.

Sacks, 1995 (p. 203)

Though savant skills are fascinating, they occur in less than 2 out of every 1000
people with pervasive developmental disorders (Saloviita, Ruusila, & Ruusila, 2000),
and even autistic savants tend to score in the mentally retarded range of tests of general
intelligence. Recent research on savant artistic skill has noted that the careful attention
to visual detail, compulsive repetition, and narrow interests often associated with autism
may promote the development of special, but limited, artistic abilities (Hou et al., 2000).

The DSM-IV-TR also classifies Rett’s disorder, childhood disintegrative disor-
der, and Asperger’s disorder as pervasive developmental disorders. Rett’s disorder
shares many of its major features with autism (stereotyped behaviors, social isolation,
language difficulties) but differs from autism in that it occurs only in girls and begins
after a period of apparently normal development. Girls with Rett’s disorder develop nor-
mally for the first six months of life. After that time, a genetic anomaly causes a slow-
ing of head growth, and the loss of previously acquired social skills, motor skills, and
physical coordination (APA, 2000).

Childhood disintegrative disorder is much like Rett’s disorder, but it afflicts both
boys and girls, and occurs after at least two years of normal development (APA, 2000).
Children with childhood disintegrative disorder develop age-appropriate verbal, social,
physical, and play skills until they are at least 2 years old. When the disorder begins,

Echolalia A speech abnormality in which a
person mimics what they have just heard; seen
in autism.

Savant Someone possessing an exceptional
or unusual intellectual skill in one area.

Rett’s disorder A pervasive developmental
disorder that occurs only in girls and begins af-
ter a period of apparently normal development.

Childhood disintegrative disorder A perva-
sive developmental disorder that occurs in
both boys and girls and begins after at least
two years of normal development.

Asperger’s disorder A pervasive develop-
mental disorder characterized by the social
impairments typical of autism and unim-
paired, often superior, language and cognitive
skills.
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Neurobiology of Autism

Major Brain Structures Implicated in Autism

Frontal lobe

Temporal lobe

Cerebellum

Amygdala

Hippocampus

BRAIN FUNCTION POSSIBLE
STRUCTURE/ ABNORMALITIES
REGION IN INDIVIDUALS
WITH AUTISM
Amygdala & The amygdala and hippocampus are involved Postmortem examinations of the brains of

hippocampus

in emotional processing, fear acquisition, and
memory formation.

individuals with autism reveal abnormalities in the
size, density, and dendritic formation of neurons
within the amygdala, hippocampus, and other
limbic system structures (Bauman & Kemper,
1994; Kemper & Bauman, 1998).

Temporal lobe

Many pathways leading to and away from the
amygdala are connected to regions within the
temporal lobe.

These connections play an important role in
perceiving social stimuli (Amaral & Price,
1984), reading facial expressions (Allison et
al., 2000), and understanding social intentions
via eye gaze (Hoffman & Haxby, 2000).

Temporal lobe deficits in individuals with autism
are hypothesized due to their difficulty with
emotional perception, imitating emotional
expressions (Macdonald et al., 1989), and face
recognition tasks (Klin et al., 1999).

fMRI studies have shown that a small area on the
underside of the temporal lobe may be implicated
in some of the aforementioned social and
emotional perception difficulties in individuals with
autism.

Frontal lobe
(Prefrontal
cortex)

The prefrontal cortex (PFC) is important for
social cognition, which involves the capacity to
think about others' thoughts, feelings, and
intentions (Castelli et al., 2002; Schultz et al.,
2003).

PET studies have shown that individuals with
autism have reduced activity in the PFC when
engaging in verbal memory tasks (Haznedar et al.,
2000) and a social theory of mind task (Castelli et
al., 2002).

Cerebellum

The cerebellum aids balance, body
movements, coordination, and the muscles
used in speaking.

Postmortem studies of individuals with autism
have shown a reduced number of cells in the
cerebellum.

Adapted from Schultz, R. T. & Anderson, G. M. (2004). The neurobiology of autism and the pervasive developmental disorders. In D. S.
Charney, & E. J. Nestler (Eds.), Neurobiology of mental illness (pp. 954-967). New York, NY: Oxford University Press
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Neurochemistry

NEUROTRANSMITTER  FUNCTION POSSIBLE ABNORMALITIES IN INDIVIDUALS WITH AUTISM
Norepinephrine NE is a neurotransmitter released Because individuals with autism often become hyperactive and aroused when
(NE) during times of stress. confronted with novel stimuli and routine changes, there is speculation that they may

have some NE abnormalities. Research measuring NE and epinephrine levels
suggests that during times of stress, individuals with autism may have a hyperactive
stress response. Research does not suggest, however, that autistic individuals are in
a chronic state of hyperarousal in the absence of stress.

Dopamine (DA) DA is a neurotransmitter implicated DA may be implicated in autism given that DA blocking drugs are effective in treating
in motor movements. some aspects of autism. However, research on DA levels among autistic individuals
is inconsistent, with some studies suggesting that DA levels in autistic individuals are
comparable to what is found in healthy controls (Minderaa et al., 1989; McBride

et al., 1989).
Serotonin (5-HT) 5-HT is a neurotransmitter There has been consistent research evidence for elevated 5-HT levels in 25% to
implicated in arousal, aggression, 30% of individuals with autism. Paradoxically, SSRIs, which increase serotonin
emotion, and mood. transmission, have been shown to treat some symptoms of autism.

Adapted from Schultz, R. T. & Anderson, G. M. (2004). The neurobiology of autism and the pervasive developmental disorders. In D. S. Charney, & E. J. Nestler (Eds.),
Neurobiology of mental illness (pp. 954-967). New York, NY: Oxford University Press

Brain Growth

Autism case Average normal

Preliminary research (Courchesne, 2003) has found that a sudden and excessive increase in an infant’s head
circumference during his or her first year of life may be linked to the development of autism. This excessive brain growth
may hinder the development of normal neuronal connections thereby leading to social, behavioral, and emotional
impairments.

Courtesy Eric Courchesne, PhD, UC San Diego School of Medicine

515



Box 13.1
THE TALE OF TEMPLE GRANDIN

Thinking in Pictures

Temple Grandin holds a Ph.D. in animal science, sits on the fac-
ulty at Colorado State University, and also happens to be autistic.
Temple Grandin is both like and unlike other people with autism.
Like many people
with autism, she
| feels confused by
y and disconnected
W from interpersonal
interactions. Oliver
Sacks took the title
of his book, An
Anthropologist on
Mars, from Dr.
Grandin’s comment
that she feels as if
she were an ob-
server from another

Caring for animals Temple
Grandin, a high-functioning autistic

woman, credits her success as a designer of

livestock handling systems to her empathy planet who wit-
with animals and her concern about their nesses social inter-
humane treatment. actions  between

people, but lacks an
intuitive understan-
ding of such behavior. Dr. Grandin differs from most people with
autism in that she has enjoyed enormous professional success as a
leading expert on the design of livestock management systems. In
fact, Dr. Grandin’s intellectual abilities have caused several experts
to question whether she truly suffers from autism; her correct diag-
nosis may be Asperger’s disorder, a closely related syndrome that
shares the same social impairments as autism, yet in which lan-
guage and cognitive skills are normal, and sometimes exceptionally
well-developed.
Dr. Grandin attributes the success of her de-

© AP/Wide World Photos

equipment, ranging from corrals for handling cattle on
ranches to systems for handling cattle and hogs during vet-
erinary procedures and slaughter. I have worked for many
major livestock companies. In fact, one third of the cattle
and hogs in the United States are handled in equipment [
have designed. Some of the people I've worked for don’t
even know that their systems were designed by someone
with autism. I value my ability to think visually, and I would
never want to lose it. . .

At [the beginning of graduate school] I still struggled
in the social arena, largely because I didn’t have a concrete
visual corollary for the abstraction known as “getting
along with people.” An image finally presented itself to me
while I was washing the bay windows in the cafeteria. . . .
The bay windows consisted of three glass sliding doors en-
closed by storm windows. To wash the inside of the bay
window, I had to crawl through the sliding door. The door
Jjammed while I was washing the inside panes, and I was
imprisoned between the two windows. . .. While [ was
trapped between the windows, it was almost impossible to
communicate through the glass. Being autistic is like being
trapped like this. The windows symbolized my feelings of
disconnection from other people and helped me cope with

the isolation. Grandin, 1995 (pp. 20-36)

Figure 13.2 Drawing of Cattle Barns by Temple Grandin
Temple Grandin, who has no formal training in drafting uses her
unusual visualization skills to create highly technical drawings of
her architectural and engineering designs. This blueprint of cattle
barns was generated, by hand, in only one try.

From Grandin, T., 1995

signs to two things: her deep empathy for ani-
mals and her extraordinary ability to develop
complex architectural designs in her head (see
Figure 13.2). Here, Dr. Grandin describes her
acute visualization skills as well as her interper-
sonal limitations:

[ think in pictures. Words are like a second
language to me. I translate both spoken and
written words into full-color movies, com-
plete with sound, which run like a VCR tape
in my head. When somebody speaks to me,
his words are instantly translated into pic-
tures. Language-based thinkers often find this
phenomenon difficult to understand, but in
my job as an equipment designer for the live-
stock industry, visual thinking is a tremen-
dous advantage. Visual thinking has enabled
me to build entire systems in my imagination.
During my career I have designed all kinds of
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they abruptly lose language abilities, social skills, and motor skills and develop many
of the characteristics usually associated with autism (social difficulties, impaired com-
munication, rigid and repetitive behavioral patterns). The cause of childhood disinte-
grative disorder is unknown, but several lines of research suggest that it results from
central nervous system pathology (Volkmar, Koenig, & State, 2005). Asperger’s dis-
order differs from autism in that people with Asperger’s disorder have unimpaired and
often superior language and cognitive skills. Individuals with Asperger’s have many
of the social impairments typical of autism but may function well in academic set-
tings due to their verbal skills and intense and narrow focus on specific topics. Many
people with Asperger’s develop an encyclopedic knowledge of specialized subjects,
such as knowing everything there is to know about snakes, or memorizing complex
train schedules.

Explaining and Treating Pervasive Developmental Disorders

We will focus our discussion of the explanations and interventions for pervasive de-
velopmental disorders on autism, the most common and most thoroughly studied of
these disorders.

Biological Components Despite a consensus among experts that autism is caused by
biological factors, the precise causes of autism have not been identified and a cure has
yet to be discovered. However, several important clues about the causes of autism have
emerged in the last few years, leading to hopes for more effective treatments for this
devastating disease.

Genetic Factors Studies of monozygotic (MZ) and dizygotic (DZ) twin pairs show
that autism has an extremely strong genetic component: several researchers report
concordance rates at or above 60% for MZ twins compared with 5% for DZ twins
(Rutter, 2005). Genetic loading studies have found that second- and third-degree rel-
atives of children with pervasive developmental disorders are more likely to demon-
strate autism-like symptoms such as delayed language or marked social difficulties
than nonbiological relatives; this finding is even more pronounced in families where
two children—as opposed to one—suffer from a pervasive developmental disorder
(Szatmari et al., 2000). Further evidence that autism has a genetic basis comes from
studies showing that individuals with autism have unusually high rates of other ge-
netically based disorders such as seizures, Fragile X syndrome, and tuberous sclero-
sis (frequent benign brain and organ tumors) (Filipek, 2005). The linkage between
autism and other genetic disorders is unclear: autism may cause or be caused by other
disorders, or an abnormal genotype (genetic makeup) may express itself in a variety
of phenotypes (observable characteristics) such as autism, seizure disorder, and so on.

A recent large-scale study of maternal and paternal age indicates that autism
may be associated with having an older father. Abraham Reichenberg and his team
at the Mt. Sinai School of Medicine examined the draft board assessment records of
more than 318,000 Israelis born in the 1980s and found that children born to men
over the age of 40 were nearly six times more likely to develop autism than children
born to men under the age of 30 (Reichenberg et al., 2006). The researchers also
found that autism occurred at equal rates in the sons and daughters of men over the
age of 40—a finding that stands in stark contrast to the four or five males to one fe-
male ratio that typically characterizes autism. The factors that contribute to the high
rates of autism in the children of older men remain unclear at present, but re-
searchers are considering several possibilities such as the spontaneous mutation in
sperm-producing cells or changes in the mechanism that controls which genes are
activated during development.
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Serotonin A neurotransmitter associated with
depression and anxiety.

Anatomical Anomalies For some time now, researchers have noted several brain
anomalies that occur in some, but not all, people suffering from autism. The lack of
consistent neuroanatomical findings has undermined efforts to understand the connec-
tions between the symptoms of autism and the brain anatomy of its sufferers. Stun-
ningly, the last few years of research have led to several major neuroanatomical
discoveries that are bringing the once murky picture of the relationship between brain
and behavior into clearer focus.

Several researchers have noted that the brain growth appears to be disrupted in peo-
ple suffering from autism. By measuring head circumference, Dr. Eric Courchesne of
the University of California determined that infants who go on to develop autism are
generally born with smaller heads than average, but then have spurts of brain growth at
1 to 2 months of age, and again between 6 and 14 months of age, resulting in abnor-
mally large brains (Courchesne, Carper, & Akshoomoff, 2003). Brain growth appears
to slow as adolescence approaches, thus leading to smaller-than-normal brains in
teenagers with autism. Interestingly, the most pronounced overgrowth occurs in the
brain’s cerebral, cerebellar, and limbic structures—the parts of the brain responsible for
many of the cognitive, social, and language functions that are disrupted in autism
(Courchesne, 2004). While brain overgrowth might seem to suggest greater ability,
some research indicates that the nerve cells in the overgrown regions are poorly formed
and underdeveloped (Belmonte et al., 2004).

In addition to anomalies in brain size, the white matter of people suffering from
autism grows excessively and asymmetrically (Herbert et al., 2003; 2005). The brain’s
white matter contains nerve fibers that connect different parts of the brain, while the gray
matter contains the neurons where brain “processing” occurs. Normally, the white mat-
ter facilitates communication between distal areas of gray matter, allowing for smooth
and efficient brain functioning. Studies of people suffering from autism indicate that the
white matter is failing to perform its typical role, leading some experts to suggest that
the cognitive and social deficits typical to autism result, at least in part, from deficits in
the coordination of information from different parts of the brain (Just et al., 2007).

Prenatal, Birth, and Neurochemical Factors A wide variety of prenatal and birth
complications have been associated with autism, but none of them have been found to
be a definitive cause of the disorder. Maternal bleeding or rubella during pregnancy,
prematurity, breech birth, and forceps deliveries have all been found to be statistically
associated with autism. In an excellent example of correlation not equaling causation,
a recent study found that a strong genetic loading for autism (as indicated by having a
relatively large number of relatives with autism-like traits) was positively correlated
with high rates of birth complications in the nonautistic siblings of children with autism
(Zwaigenbaum et al., 2002). In other words, autism is positively correlated with birth
and pregnancy complications because both are caused by genetic factors associated
with autism. Neurochemical studies have found that a significant percentage of autis-
tic individuals have unusually high blood levels of the neurotransmitter serotonin
(Anderson & Hoshino, 2005). This finding is poorly understood at present, but it lends
support to the argument that a variety of biological factors interact to cause the various
clinical features of autism.

Biological Interventions Given that the biological causes of autism are still unclear, it
should come as no surprise that an effective biological treatment for the disorder has
yet to be discovered. The current state of the art in the biological treatment of autism
employs various psychotropic medications to treat some of the behavioral symptoms
associated with the disorder. Atypical antipsychotic medications are frequently used to
help calm agitated and aggressive autistic individuals, though this intervention does not
address social and communication deficits (McDougle et al., 2005). Antidepressants,
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anxiolytics (antianxiety medications), stimulants, opiate antagonists, and lithium have
also been used to address the irritability and emotional reactivity sometimes associated
with autism. While some medications help some people with autism, no one medica-
tion works for everyone or treats the primary symptoms of the disorder.

Behavioral Components Behavioral programs are the most effective and widely used
interventions for autism. By employing operant-conditioning principles, behavioral in-
terventions can be used to teach autistic children language and communication skills,
self-care, and community adaptation. For example, an autistic child being taught to ask
for juice would first be rewarded (with candy, hugs, etc.) for making eye contact with
the person responsible for giving out juice. Next, the child would be prompted to say
“juice,” with successive approximations of the word being rewarded (thus shaping the
behavior in the appropriate direction). Next, the child would be taught to say “I want
juice” using the same techniques.

Ivar Lovaas and his colleagues at the University of California, Los Angeles have
used behavioral techniques to develop a comprehensive and intensive intervention pro-
gram for autistic children (Lovaas, Cross, & Revlin, 2006). By employing undergrad-
uate and graduate students, Lovaas developed what he calls the Early Intervention
Project in which young autistic children receive 40 hours of behavioral intervention
each week. They are taught both expressive and receptive language, play behaviors, af-
fectionate behaviors, emotional expression, and school skills. The UCLA program has
been hailed by some as a “cure” for autism, and by others for its ability to help many
autistic children function much more normally than expected. But Lovaas’s interven-
tion program has also been criticized (Schreibman & Ingersoll, 2005). Some critics
wonder whether it is appropriate to subject very young children to 40 or more hours of
behavioral training each week, others point out that many of the behaviors learned us-
ing Lovaas’s techniques fail to generalize to unstructured environments, and still oth-
ers note that Lovaas’s approach interferes with spontaneous uses of behavior.

Other educational programs for autistic children, such as TEACCH (Treatment and
Education of Autistic and related Communication handicapped CHildren), are less in-
tensive than the UCLA model but focus more on promoting home adjustment and com-
munity adaptation (Schopler, 1997). TEACCH is based at the University of North
Carolina, but uses regional centers to work closely with families and vocational train-
ing programs throughout the entire state of North Carolina.

The TEACCH model uses a structured learning approach to help autistic children
function in a variety of different settings. Heavy emphasis is placed on making the
learning environment predictable and understandable, and the learning environment is
modified to accommodate the deficits that characterize autism. For example, difficul-
ties with spoken language are offset by the use of visual cues (such as pictures) to aid
communication and to help autistic children understand daily routines and schedules.
Though verbal communication skills are cultivated, communication is taught through
incidental teaching aimed at promoting overall functioning. For example, a child with
autism might be helped to develop the communication skills needed to locate a rest-
room, purchase food, or seek help when needed. In other words, TEACCH promotes
proficiency in basic living skills over the acquisition of language or the cessation of typ-
ically autistic behaviors (Harris, Handleman, & Jennett, 2005).

As adults, individuals with autism have many of the same living and treatment op-
tions as those available to the mentally retarded. Placement in a group home, super-
vised apartment, family home, or independent living depends largely on the skills of
the autistic individual. People with autism who speak, care for themselves, and perform
skilled or unskilled labor are often able to live independently. However, like Temple
Grandin, even the most high-functioning people with autism continue to be socially im-
paired throughout their lives.

Shaping Operant-conditioning term referring
to a behavioral intervention in which succes-

sive approximations of a desired behavior are
rewarded until the target behavior is achieved.
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Advantages/
limitations
of diagnosis

Attention deficit and disruptive behavior
disorders A broad diagnostic category that
includes attention deficit/hyperactivity
disorder, oppositional defiant disorder, and
conduct disorder.

Psychodynamic Components The psychodynamic perspective has a particularly un-
fortunate history related to autism. For many years, some psychodynamic theorists con-
sidered the parents of autistic children to be the cause of the disorder. Psychodynamic
theorists believed that autistic children were born normal and became autistic only after
withdrawing from painful interactions with their hostile and cold parents (sometimes re-
ferred to as “refrigerator mothers”). This view was articulated in a widely read tract on
autism by Bruno Bettleheim titled The Empty Fortress (1967). Bettleheim argued that
autistic children responded to their disturbed and hostile parents by retreating to a pro-
tected inner world, and that the most hopeful interventions involved separating autistic
children from their parents. This view is widely rejected by contemporary psychody-
namic theorists and clinicians, who now, in combination with other interventions, tend
to focus on helping children and families cope optimally with the disorder.

BRIEF SUMMARY

® Pervasive developmental disorders such as autism, Rett’s disorder, childhood dis-
integrative disorder, or Asperger’s disorder are characterized by severe impairments
in several areas of development.

e Inrecent years, a variety of biological anomalies have been associated with autism,
though no single factor has been identified as the main cause of the disorder.

® Autism is usually treated with behavioral interventions that aim to increase func-
tional skills and promote the use of speech by rewarding appropriate behaviors.

Critical | Clinicians now recognize that the symptoms of autism occur on a broad con-
Thinking * tinuum that includes Asperger’s disorder as well as mild, moderate, and se-
Question | o6 forms of autism. What are the advantages of recognizing autistic
features in people who might have been undiagnosed a generation ago?
What are the potential disadvantages associated with being identified as

having an autistic-spectrum disorder?

Attention Deficit and Disruptive Behavior Disorders

The attention deficit and disruptive behavior disorder category of the DSM-IV-TR
includes three diagnoses: attention deficit/hyperactivity disorder (ADHD), oppositional
defiant disorder (ODD), and conduct disorder (CD). All three of these disorders are
characterized by externalizing behaviors in which children “act out” and fail to con-
form to the behavioral standards of their homes, schools, and/or communities.

Attention Deficit/Hyperactivity Disorder

CASE ILLUSTRATION
Eleven-year-old Mary’s middle school teachers told her par-

ents that Mary’s academic performance did not seem to reflect her high intelligence,
causing them to wonder if she had an undiagnosed learning disability. The results of
diagnostic testing indicated that Mary’s academic skills were strong, but that she had
a great deal of difficulty attending to what was happening around her. When Mary’s
parents were asked about her ability to pay attention at home, they reported that she
always had to be asked to do a task several times before she would remember to com-
plete it. Mary would gladly agree to do things, such as loading the dishwasher, but
would then be found playing with the family cat, having completely forgotten about
the dishes. Mary’s parents also explained that Mary lost things so frequently that the
family joked that “if you want to get rid of something, give it to Mary.”
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Attention deficit/hyperactivity disorder (ADHD) is one of the most frequently diagnosed
childhood disorders (see Table 13.6). Though the DSM-IV-TR estimates that one out of A disrupti S : .
ptive behavior disorder involving
every 20 to 30 children suffers from ADHD (APA, 2000), prevalence rates in several coun- symptoms of inattention, hyperactivity, and
tries exceed these estimates (Rowland, Lesense, & Abramowitz, 2002). The number of impulsivity.
American children diagnosed with ADHD and treated with medications has skyrocketed
since the early 1980s when Ritalin, a psychostimulant drug treatment for ADHD, was
found to have a calming effect on hyperactive and inattentive children. Prescriptions for
Ritalin increased almost threefold during the 1990s, and as many as 6% of American chil-
dren are now treated with psychostimulant medications (Rey & Sawyer, 2003). The sharp
rise in the diagnosis and medical treatment of ADHD is not well understood. Some experts
contend that ADHD was vastly underdiagnosed prior to the 1980s, others say that the phar-
maceutical industry has used massively funded advertising campaigns to pathologize be-
haviors that can be “treated” with their products, while still others argue that some
physicians and parents prefer to use drugs as “chemical restraints™ for difficult children in-
stead of seeking environmental or psychological explanations for a child’s troubles. As the
number of children diagnosed with ADHD and treated with psychostimulant medication
continues to grow, the diagnosis has become increasingly controversial.
Children like Mary may be diagnosed with ADHD, predominantly inattentive type
when they have a great deal of difficulty attending to and remembering what is going on
around them. Other children, like Shane (described at the beginning of the chapter), may
be diagnosed with ADHD, predominantly hyperactive-impulsive type when they are
unable to control their behavior and excessive energy, especially in comparison to other
children of the same age. The diagnosis of ADHD, combined type is the most widely used;
it describes children who have problems with attention, hyperactivity, and impulsivity.

Attention deficit/hyperactivity disorder

Diagnostic Criteria for Attention Deficit/
TABLE 13.6 Hyperactivity Disorder (ADHD)

ADHD involves symptoms of inattention, hyperactivity, and impulsivity. The DSM-IV-
TR identifies three subtypes based on which symptoms predominate. The diagnosis
of ADHD, combined type is made when children exhibit at least six symptoms of
inattention and six symptoms of hyperactivity and/or impulsivity. ADHD, predominantly
inattentive type, is diagnosed when children have at least six symptoms of inattention,
but fewer than six symptoms of hyperactivity-impulsivity; ADHD, predominantly
hyperactive-impulsive type is diagnosed when children have at least six symptoms of
hyperactivity-impulsivity, but fewer than six symptoms of inattention.

® Symptoms of inattention: Missing important details when working; having
trouble paying attention to one thing for a sustained period of time; not
listening to others; forgetting instructions; being disorganized, easily distracted,
and/or forgetful; frequently losing things.

e Symptoms of hyperactivity: Frequent fidgeting or squirming; inability to remain
seated when expected to do so; excessive motor activity; difficulty relaxing
quietly; excessive talking.

e Symptoms of impulsivity: Blurts out answers to questions; can’t wait for his or
her turn; interrupts or bothers others. Some inattentive or hyperactive-impulsive
symptoms must be present and cause impairment before 7 years of age;
impairment from the symptoms must occur in two or more settings (for example,
at school and at home).

Adapted from the DSM-IV-TR (APA, 2000)
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Attention grabbers Not only do
children suffering from attention
deficit/hyperactivity disorders (ADHD) have
difficulty paying attention to their own

work, their hyperactive and impulsive
behaviors often disrupt the studies of other
children in their classrooms.

David Young-Wolff/PhotoEdit

Mind-body

connection

ADHD is often first diagnosed when children enter school and are required to pay
attention to teachers and to sit quietly for extended periods of time (Sax & Kautz, 2003).
The school setting may also be the first in which a child can easily be compared with
his or her age-mates; unusually distracted or hyperactive children start to stand out
when surrounded by their peers. In school, hyperactive and impulsive children tend to
fidget in their seats, get up and roam around the classroom when they should be at their
desks, and shout out answers to questions when they are supposed to be raising their
hands. Inattentive children often daydream when they should be listening to the teacher,
fail to follow simple directions, turn in work that is incomplete or filled with mistakes,
and frequently misplace needed items like pencils and books. Many children with
ADHD also have difficulty getting along with their peers (Pfiffner, Calzada, & McBur-
nett, 2000). The impulsivity associated with ADHD may cause children to act before
thinking—often in ways that annoy their classmates. They may push or cut ahead in
line or take things away from peers without first asking to share. Inattentive children
may also miss out on the subtle social cues that increasingly guide social interactions
between children as they grow up.

In order to warrant a diagnosis of ADHD, a child must exhibit symptoms in at least
two different settings (home, school, during play, etc.). If a child is inattentive or hyper-
active in only one setting, clinicians are inclined to think that the child is having an emo-
tional problem that is exacerbated by being in that particular setting. ADHD symptoms
tend to decline with age: only about 15% of children with ADHD will continue to meet
all of the diagnostic criteria ADHD at age 25. However, 40-60% of children with ADHD
will continue to have at least some symptoms as adults, even if they don’t meet the full
diagnostic criteria for the disorder (Faraone, Biederman, & Mick, 2006). Longitudinal
studies have found that children diagnosed with ADHD are more likely than their peers
to suffer from mood and anxiety disorders as adults and to engage in antisocial behav-
ior and substance abuse (Biederman et al., 2006; Mannuzza & Klein, 2000).

Explaining and Treating Attention Deficit/Hyperactivity Disorder

ADHD is a controversial disorder not only because of the frequency with which it is
diagnosed but also because treatment often involves using a controlled substance to
medicate children. The pervasive use of medication to treat ADHD is often interpreted
to mean that the disorder results largely from biological causes. While this may be true
in many cases of ADHD, the symptoms of ADHD can also be caused by psychologi-
cal factors. Accordingly, ADHD highlights the core concept of the connection between
mind and body because it is one of many disorders in which psychologically based
cases may respond to biological treatment, and, conversely, biologically based cases
can sometimes be treated with psychotherapy.

Biological Components At present, evidence suggests that many cases of ADHD re-
sult, at least in part, from genetic and neurological factors.

Genetic Factors Research from family, adoption, and twin studies indicates that
ADHD is partly inherited. Parents of children with ADHD are 2 to 7.5 times more
likely to have ADHD themselves than parents of children without ADHD (Faraone &
Biederman, 2004). Evidence from adoption studies demonstrates that children who are
adopted take after their biological, not adoptive, parents in terms of ADHD symptoms
(Sprich et al., 2000). A review of 15 ADHD twin studies concluded that genetic factors
account for about 80% of the causation of ADHD (Faraone & Doyle, 2001).

Neurological Factors The search for brain anomalies has been at the center of research
on ADHD since the disorder was originally conceptualized as resulting from “minimal
brain dysfunction” in the 1930s and 1940s. While some children with ADHD are
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known to have experienced brain damage as a result of head trauma or illness, the cur-
rent consensus is that brain damage is not a major cause of the disorder. Instead, recent
research suggests that ADHD is associated with congenital abnormalities in the devel-
opment of the frontal cortex, cerebellum, and striatal regions of the brain that seem to
regulate vigilance and sustained attention (Faraone & Biederman, 2004). Several stud-
ies have found a smaller right prefrontal cortical region and a smaller caudate nucleus
in people with ADHD when compared to control subjects (Filipek et al., 1997) (see Fig-
ure 13.3). Other studies have found diminished blood flow to the same prefrontal and
striate regions of the brain in people with ADHD (Amen & Carmichael, 1997: Sieg et
al., 1995). Studies of brain waves during attentional tasks indicate that the prefrontal
and striate regions of the brain among people with ADHD may be underresponsive or
“asleep on the job” (Kuperman et al., 1996; Rubia et al., 2001). Interestingly, adults and
children who suffer injuries to the prefrontal region of the brain have long been known
to develop difficulties with attention, impulse control, and organization—many of the
same symptoms seen in ADHD (Benton, 1991).

Prenatal Factors The prenatal factors that may be related to ADHD are not as well
documented as the genetic and neurological factors previously described. However,
some preliminary studies indicate that prenatal exposure to alcohol and tobacco smoke
may be causally related to the development of ADHD in children (Connor et al., 1999;
Milberger et al., 1998).

Biological Interventions Medications that stimulate the central nervous system (CNS)
are the most common form of biological intervention for ADHD. Methylphenidate (Ri-
talin, Concerta), dextroamphetamine (Dexedrine), and a combination of amphetamine
and dextroamphetamine (Adderall) are among the most frequently prescribed medica-
tions (Wilens & Spencer, 2000). Although it might seem strange to give a stimulant
medication to children who are frequently hyperactive, stimulants seem to promote ac-
tivity in the prefrontal and striate regions of the brain that help children to focus their
attention. Thus, Ritalin and its analogs effectively calm children down and help them
to focus on one thing at a time. Many children who take Ritalin experience side effects
such as insomnia or reduced appetite. Interestingly, Ritalin and other psychostimulant
drugs improve attention and concentration in anyone who takes them; this being the

Figure 13.3 Brain Anomalies in
Attention Deficit/Hyperactivity Disorder
(ADHD) Some studies suggest that
children suffering from ADHD have
abnormalities in the frontal and striatal
regions of the brain; specifically, they may
have a smaller right prefrontal cortical
region, a smaller caudate nucleus, and
diminished blood flow to the prefrontal and
striate areas of the brain.
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Controversial treatment By some
estimates, two and a half million school-age

children (roughly 8% of the school-age
population) are currently taking
psychostimulants.

Myrleen Ferguson Cate/PhotoEdit

case, a positive reaction to Ritalin should not be taken as “proof” that an ADHD diag-
nosis is accurate or appropriate. There is considerable interest in a relatively new non-
stimulant medication known as atomoxetine (Strattera) which appears to effectively
treat the symptoms of ADHD by selectively inhibiting the reuptake of norepinephrine
(Banaschewski et al., 2004). Although side effects are associated with Strattera (upset
stomach and fatigue being among the most common), parents and physicians are en-
couraged by the prospect of being able to treat ADHD with a drug that, unlike the psy-
chostimulants, is not a controlled substance.

Family Systems Components Some clinicians suggest that ADHD symptoms may de-
velop when parents are unable to help a child develop skills for emotional and behav-
ioral self-regulation, and/or they regularly allow their young child to be overstimulated
or completely ignored (Yaroshevsky & Bakiaris, 2003). Of course, it is difficult to sep-
arate environmental causes (such as parenting style) from genetic or other biological
factors. For instance, the parents of children with ADHD may have ADHD traits them-
selves that affect the quality of their parenting. Furthermore, a child with biologically
based ADHD symptoms might be particularly difficult to parent, and thus elicit less-
than-optimal parenting from an otherwise competent parent (Sagvolden et al., 2005).
Biological influences on families aside, studies indicate that the severity of family dys-
function appears to correlate with the severity of ADHD symptoms. For example, stud-
ies have found that children with symptoms of ADHD are more likely to have mothers
with a history of psychiatric treatment and fathers with a history of excessive alcohol
use, to live in low-income families, and to experience higher levels of family dysfunc-
tion and conflict than children without ADHD symptoms (Scahill et al., 1999; Bieder-
man, Faraone, & Monuteaux, 2002).

Psychodynamic Components The cardinal symptoms of ADHD (inattention, hyper-
activity, and impulsivity) are also behaviors frequently seen in children who are expe-
riencing emotional distress. Accordingly, careful clinicians do not jump to the
conclusion that an inattentive or hyperactive child has biologically based ADHD, but
first try to rule out other possible causes of the symptoms (Gilmore, 2000; Yeschin,
2000). Often this can be done by establishing when the symptoms began and where
they tend to occur. In many cases, a child with biologically based ADHD symptoms
will have displayed inattention, impulsivity, and possibly hyperactivity in most settings
since early childhood, while an emotionally distressed child might misbehave in some
settings and not in others, or the problem behaviors might occur around the time of
stressful life events. For example, psychodynamic authors note that ADHD symptoms
may occur in response to overwhelming or overstimulating events (Rosenblitt, 1996).
When ADHD-like symptoms seem to result from emotional distress, psychodynamic
interventions seek to understand the source of the child’s distress and to help the child
to better cope with his or her conflicts. Single case studies report positive outcomes
from psychodynamic interventions for children with emotionally based ADHD symp-
toms (Cleve, 2004; Gilmore, 2002).

Behavioral and Cognitive Components Russell Barkley, an expert on the diagnosis of
ADHD, has developed a parent training program for the parents of children with ADHD
(Barkley, 2000). An excellent example of theoretical integration, Barkley’s program fo-
cuses on parents, using a family systems perspective, but it also incorporates behavioral
and cognitive components. The behavioral component of the parent training program
works on establishing appropriate reinforcement and punishments in the home envi-
ronment. For example, when making a request, parents are instructed to establish eye
contact with the child, give a simple command, have the child repeat the command back
to the parent, and then praise the child for completing the request. When praise is not
sufficient to reinforce the desired behavior, parents are instructed to use a point and
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TABLE 13.7 Classroom Behavioral Management Worksheet for Children with ADHD
I

On-Task Behavior

Staying Seated: Receive one sticker for every 15 minutes that you remain seated. Getting out of seat with teacher’s
permission is O.K.
8:15 830 845 9:00 9:15  9:30 Snack
10:15 10:30 10:45 11:00 11:30 11:45

Working Quietly: Receive one sticker for every 15 minutes you do not visit with your neighbor or make distracting
noises or gestures. Visiting neighbor with teacher’s permission is O.K.
8:15 8:30 8:45 9:00 9:15 9:30 Snack
10:15 10:30 10:45 11:00 11:30 11:45

Academic Performance

Amount of Work Completed: Receive one sticker for every 15 minutes if you complete assigned work during that
period. During class discussions, stickers will be awarded if you are paying attention to the activity.
8:15 8:30 8:45 9:00 9:15 9:30 Snack
10:15 10:30 10:45 11:00 11:30 11:45

Accuracy of Work: If 90% or more of work is completed accurately and your work is neat, you will receive one
sticker every 15 minutes. During class discussions, stickers will be awarded if contributions are accurate or task-
related.
8:15 8:30 8:45 9:00 9:15 9:30 Snack
10:15 10:30 10:45 11:00 11:30 11:45

Reward

Total stickers possible: 52 Total stickers earned =
47 or more stickers = 90%; reward is computer games
42-46 stickers = 80%; reward is free reading time
36-41 stickers = 70%; reward is study hall

Adapted from Pfiffner, 1996 (p. 103)

reward system to promote desired behaviors and a “time out” system to reduce unde-
sirable behaviors. Cognitive interventions are used throughout the training program to
help parents correct their own problematic assumptions about parenting a child with
ADHD. For example, parents are helped to see that maintaining parental control is a
constructive responsibility that is in the best interest of their child.

There are many ways in which schools can also use behavioral programs to help chil-
dren with ADHD (Pfiffner, Barkley, & DuPaul, 2006) (see Table 13.7). Ideally, behav-
ioral interventions target specific, positive behaviors such as completing assigned work,
increasing homework accuracy, and making appropriate contributions to classroom dis-
cussions. A sample program might give a child with ADHD a sticker chart to keep on her
desk. The classroom teacher would then give the child a sticker for every 15-minute pe-
riod that she stays on-task. Once the child earns a certain number of stickers, she would
be allowed to choose a suitable reward from a “reward menu” (e.g., certain classroom
privileges, special activities, and so on). Such a program would usually start small (re-
quiring only a couple of stickers for a whole morning) and then increase in difficulty as
the child becomes increasingly able to focus her attention. In general, behavioral man-
agement programs have been found to work well in the short term (Fabiano et al., 2004),
but the reduction in ADHD symptoms does not always appear to last beyond the period
of the intervention or to generalize to other settings (Hinshaw, Klein, & Abikoff, 2002).



526 I CHAPTER THIRTEEN m Disorders of Childhood

Evaluating and Comparing Interventions for ADHD In recent years, the National
Institute of Mental Health (NIMH) has undertaken a large-scale clinical trial to com-
pare the effectiveness of various ADHD interventions. The Multimodal Treatment Study
of Children with Attention Deficit Hyperactivity Disorder (known as the MTA study)
randomly assigned nearly 600 children between the ages of 7 and 9 to one of the fol-
lowing treatments: (a) medication management alone, with medications being moni-
tored by an MTA physician; (b) behavioral interventions alone; (c¢) a combination of
both medical and behavioral interventions; or (d) routine community care (usually
meaning medication management by the child’s pediatrician).

In the 14 months of the study, almost all of the children demonstrated some level
of improvement (MTA Cooperative Group, 1999). However, children in the various
treatment groups differed in the nature and degree of symptomatic change. Children in
groups “a” and “c” whose medications were carefully monitored by an MTA physician
(who stayed in close contact with the child and his or her parents and teachers) demon-
strated greater reductions in inattentiveness, hyperactivity, and impulsivity than chil-
dren in the behavioral treatment (group “b”’) or routine community care (group “d”)
groups. However, when it came to also reducing anxiety and oppositional symptoms
and improving academic performance, social skills, and parent-child relations, children
who had both medical and behavioral interventions (group “c”) improved more than
children in the other three groups. Interestingly, both parents and teachers expressed
greater satisfaction with interventions that included behavioral (as opposed to strictly
medical) components. At the end of the study, children with combined medical and be-
havioral interventions (group “c”’) were on lower doses of medication than children in
the medication-only group (group “a”), a finding that will likely be well-received by
parents who have reservations about psychostimulant treatment.

Newer, detailed analyses of the MTA data have yielded some very interesting find-
ings (Owens et al., 2003). For example, having a depressed parent seriously undermined
the efficacy of being in the medication-only group (“a”) but not in the medication and
behavioral intervention group (“c”) causing the researchers to conclude that the parent
support provided as part of the behavioral intervention may be crucial for successful
treatment in some families. Not surprisingly, the researchers also found that children
with very severe ADHD symptoms were the least likely to enjoy a strong response to
any of the treatments. In other words, although children with severe ADHD may be
helped by medical and/or behavioral interventions, “they are less likely to be normal-
ized by treatment” (Owens et al., 2003, p. 549).

BRIEF SUMMARY

e Attention deficit disorders involve symptoms of inattention, impulsivity, and hy-
peractivity.

® Attention deficit/hyperactivity disorder (ADHD) appears to have a significant ge-
netic component; ADHD symptoms appear to be associated with impairments in
the frontal-striatal region of the brain.

e Stimulant medications are the main biological intervention for ADHD. They in-
crease attention and decrease hyperactivity by stimulating the part of the brain that
helps individuals to focus attention.

® The family systems perspective focuses on the connections between parent-child
interactions and ADHD symptoms.

® The psychodynamic perspective emphasizes that many of the behaviors associated
with ADHD can also be caused by emotional distress.

® Parent training and school-based interventions that incorporate behavioral and cog-
nitive components are sometimes used in the treatment of ADHD.
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® Results from large-scale studies suggest that multimodal treatments are most ef-
fective in treating the wide variety of symptoms associated with ADHD.

Critical | Some clinicians take a “try it and see if it helps” attitude toward prescribing
Thinking | stimulant medication to children who have symptoms of ADHD. What are

Question |, potential advantages and disadvantages of this approach?

Oppositional Defiant Disorder

CASE ILLUSTRATION

Alana’s mother consulted a psychologist in the hope that she
could get some advice about how to bring her 12-year-old daughter under control. In
the first meeting, Alana’s mother explained that her daughter had been a hot-tempered
but manageable child until a year ago when she suddenly stopped caring about school,
listening to adults, or being civil toward her little sister. Alana refuses to join her mother
and sister for dinner and insists on spending the evening in her room talking on the
phone with friends. When asked to do chores, she scowls and asks why she should be
expected to help out around the house. Alana especially seems to enjoy tormenting her
little sister: more days than not she hides one of her sister’s favorite toys or books and
then claims that her (usually tearful) sister must have misplaced it. Though Alana is
often quite humorous with her friends, she becomes instantly hostile when her mother
tries to talk to her. She is also so rude with teachers that her mother has received several
phone calls from the school about Alana’s behavior.

Children who meet the diagnostic criteria for oppositional defiant disorder (ODD)
are usually irritable and irritating. The antagonistic behavior associated with ODD re-
minds us of the core concept of the continuum between normal and abnormal behav-
ior, because ODD involves an exaggeration of many normal childhood behaviors.
Negative mood, tantrums, and deliberate defiance are expectable behaviors during tod-
dlerhood and are often revived when older children are emotionally upset. Only when
children or adolescents become chronically oppositional in ways that impede develop-
ment does their behavior cross the threshold from normal to abnormal (see Table 13.8).

Diagnostic Criteria for
TABLE 13.8 Oppositional Defiant Disorder (ODD)

ODD involves consistently negativistic, hostile, and defiant behavior for at least six
months as demonstrated by the presence of at least four of the following
symptoms:

® |osing temper

Arguing with adults

Defying rules and/or refusing to comply with requests from adults

Deliberately annoying people

Blaming others for personal mistakes and misbehavior

Being touchy or reactive

Being angry and resentful

Being spiteful and vindictive

The behavioral symptoms significantly interfere with social, academic, or
occupational functioning.

Adapted from the DSM-IV-TR (APA, 2000)

Oppositional defiant disorder A disruptive
behavior disorder involving consistently nega-
tivistic, hostile, and defiant behavior.

i_[

Normal-
abnormal
continuum
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Conduct disorder A disruptive behavior
disorder involving the consistent violation of
the rights of others and significant age-
appropriate norms.

Advantages/
limitations
of diagnosis

Interestingly, the rate of comorbidity between ODD and ADHD is roughly 50%
(Ishii et al., 2003). Several possible (and not necessarily contradictory) explanations for
the frequent co-occurrence of ODD and ADHD exist: the same environmental or bio-
logical conditions may foster both disorders; children with ADHD may have personal
difficulties at home and school that might contribute to the development of ODD; or
the behaviors associated with both ODD and ADHD may be surface manifestations of
an underlying emotional problem.

The behaviors associated with ODD usually begin in the preschool years and per-
sist at least through adolescence in about 50% of all children diagnosed with the dis-
order. Another 25% of the children diagnosed with ODD appear to “outgrow” their
symptoms, while the remaining 25% go on to develop the next disorder to be discussed:
conduct disorder (Hinshaw & Lee, 2003).

Conduct Disorder

CASE ILLUSTRATION , . :
Phil, age 14, was sentenced to placement in a juvenile de-

tention home after being convicted of arson. He had been experimenting with fire-set-
ting since age 12 when a couple of older boys in his neighborhood asked him to keep
lookout while they set fire to an abandoned car. Phil’s mother works two jobs, leav-
ing Phil with long hours of unsupervised time in which he can make trouble at home
and in the neighborhood. Phil and his mother were kicked out of their apartment af-
ter he twice set fire to the apartment kitchen. By the time he was 13, Phil was roam-
ing the streets and dealing drugs with older boys in his neighborhood. On several
occasions he has engaged in fights, once seriously injuring another boy with a broken
beer bottle. Phil was convicted of arson for setting fire to a storage building at his
school after the school counseling office reported his frequent absences to his mother.

The diagnosis of conduct disorder (CD) essentially describes criminal behavior
when it occurs in children and adolescents (see Table 13.9). Children who meet the di-
agnostic criteria for ODD are often extremely unpleasant, but unlike children and ado-
lescents with CD, they typically do not engage in illegal acts. However, as previously
noted, about 25% of children who are diagnosed with ODD eventually engage in the
behaviors associated with CD. In turn, 25 to 40% of children and adolescents diagnosed
with CD later warrant the diagnosis of antisocial personality disorder, which involves
similar behaviors in adults (Hinshaw & Lee, 2003) (see Chapter 11). Several contro-
versies exist with regard to the diagnosis of CD. One critique of the DSM-IV-TR diag-
nosis of CD highlights the core concept of the advantages and limitations of diagnosis:
the diagnostic criteria for CD describe an extremely wide range of behaviors—from
shoplifting to rape—and may therefore lump together in one diagnostic category indi-
viduals who have little in common. Furthermore, leading researchers John Richters and
Dante Cicchetti have observed that two of Mark Twain’s most lovable characters, Tom
Sawyer and Huckleberry Finn, would have qualified for the diagnosis of CD based on
their behavior, yet neither boy appeared to suffer from an underlying mental disturbance
(Richters & Cicchetti, 1993). A related complaint about the diagnosis of CD is that it
may inappropriately place a mental health label on what is essentially a legal and so-
cial problem. This criticism is particularly salient when one considers that the diag-
nostic criteria for CD apply to the behaviors of many urban youths living in poor
neighborhoods and participating in gang cultures. While many gang members are ex-
tremely troubled, community risk factors such as concentrated poverty and high levels
of violent crime contribute to gang membership. In other words, some urban youths
may join gangs or carry weapons in order to gain a sense of safety in otherwise dan-
gerous inner-city communities (Tolan, Gorman-Smith, & Henry, 2003).
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TABLE 13.9 pyjagnostic Criteria for Conduct Disorder (CD)

CD applies to children or adolescents who consistently violate the rights of others
and significant age-appropriate norms. In order to warrant the diagnosis, three or
more of the following behaviors must have been present within the last year, and at
least one must have been present within the last six months.

® Aggression toward people and animals: Bullying, threatening, or intimidating
others; starting physical fights; using dangerous weapons; physical cruelty to
people or animals; stealing while confronting a victim (mugging, extortion, etc.);
forcing someone into sexual activity.

® Destruction of property: Deliberate fire setting or other forms of major
property destruction.

® Deceitfulness or theft: Breaking and entering into someone else’s house,
building, or car; “conning” others to gain goods or favors or avoid obligations;
stealing without confronting a victim (shoplifting, forgery, etc.).

® Serious violation of rules: Staying out at night before age 13 and despite
parental prohibitions; running away from home overnight at least twice;
frequent truancy from school before age 13.

The behavioral symptoms significantly interfere with social, academic, and/or
occupational functioning.

Adapted from the DSM-IV-TR (APA, 2000)

Explaining and Treating Oppositional Defiant Disorder and Conduct Disorder

ODD and CD differ both in terms of severity and age of onset. ODD usually occurs in
younger children; CD usually occurs in older children and adolescents.

Sociocultural and Family Systems Components Sociocultural and family systems fac- O
tors can significantly contribute to both ODD and CD. Children living in poverty, dan-
gerous neighborhoods, and overcrowded and substandard housing are at increased risk
for developing disruptive behavior disorders (Hinshaw & Lee, 2003). Not all children F] L3
living in poor and dangerous neighborhoods develop ODD or CD, but children living
in highly dysfunctional families in poor and dangerous neighborhoods are especially Multiple
vulnerable to this type of psychopathology, highlighting the principle of multiple causality
causality (Gorman-Smith,Tolan, & Henry, 2005) (see Table 13.10). However, as noted
earlier, engaging in disruptive behavior can be seen as adaptive for some children and
adolescents living in particularly dangerous neighborhoods.
A variety of family systems factors can also contribute to the development of dis-
ruptive behavior. Parental alcoholism, antisocial personality disorder, and/or criminal
behaviors place children at high risk for developing ODD or CD symptoms (Hendren
& Mullen, 2006). Studies of parent-child interactions have also yielded several impor-
tant findings. The parents of children with ODD and CD tend to be harsh and incon-
sistent in their discipline, to abuse their children and otherwise model aggressive
behavior, and to be less supportive, warm, and accepting of their children than other
parents. They are also more likely to reward disruptive behavior with attention and com-
pliance, to ignore positive social behaviors, and to leave their children unsupervised
(Patterson & Yoerger, 2002).
Sociocultural interventions for disruptive behavior disorders take a preventive ap-
proach by teaching positive social behaviors and problem-solving skills to young chil-
dren (see Box 13.2). The effectiveness of such programs has been mixed, but they appear
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M Family Factors Consistently Associated with Conduct Disorders

GENERAL TYPE OF DYSFUNCTION

SPECIFIC ASPECTS OF DYSFUNCTION

SUMMARY OF KEY FINDINGS

Parental psychopathology

Parental depression
Parental substance abuse

Parental antisocial/criminal behavior

Parental depression and substance use have
nonspecific associations with child
psychopathology. That is, they are associated
with many types of child problems including
conduct disorders (Leschied et al., 2005;
Merikangas, Dierker, & Szamari, 1998). Parental
antisocial behavior shows a more specific
relationship with conduct disorders
(Marmorstein & lacomo, 2004), one that may
have a genetic component (lacono et al., 2002).

Parental marital dysfunction

Divorce
Marital dissatisfaction

Marital conflict

The key predictor of child symptoms seems to
be the degree of overt conflict between parents
witnessed by the child (Basarath, 20071).

Dysfunctional parental
socialization practices

Lack of parental involvement

Poor parental supervision and
monitoring

Ineffective discipline practices

Inconsistency

Failure to use positive change
strategies

Harsh discipline

In a meta-analysis of several hundred studies,
Loeber and Stouthamer-Loeber (1986) found
that lack of parental involvement in their child’s
activities and inadequate parental supervision
and monitoring of their child showed the
strongest and most consistent association with
conduct disorders across all areas of family
dysfunction studied. Inadequate parental
discipline exhibited a less consistent relationship

with CD across studies, but discipline is a
critical focus of some of the most successful
interventions for conduct disorders (Kazdin,
2005).

Adapted from Frick, 1998 (p. 224)

to be most useful for children who have already started to have some trouble with ag-
gressive behavior (van Manen, Prins, & Emmelkamp, 2004). Functional family therapy
(FFT) and parent management training (PMT) are the most widely studied interventions
for disruptive behavior disorders (Kazdin, 2005). FFT incorporates family systems, be-
havioral elements, and cognitive principles by focusing on the role the disruptive be-
havior serves in the family, how disruptive behaviors are reinforced, and what
attributions and assumptions the family makes about the behaviors. PMT programs fo-
cus specifically on reversing problematic parenting practices. Parents are taught to be
consistent and predictable, and to discipline their children using rewards and appropri-
ate punishments, not coercion. PMT has been found to have such broad positive effects
that Norway’s Ministry of Child and Family Affairs has implemented a nationwide PMT
intervention program aimed at reducing antisocial behavior in children (Ogden et al.,
2005).

Cognitive Components Children and adolescents with disruptive behavior disorders
tend to have specific distortions and deficiencies in their thinking (Coy et al., 2001).
In general, they make hostile attributions about the behavior of others, come up with



SAVINGS TO SOCIETY

Box 13.2 § Primary, Secondary, and Tertiary Prevention

FOCUS ON

Mental health experts not only clas-
sify and treat various forms of psy-
chopathology, they also aim to
prevent emotional problems from
occurring in the first place or worsening once they’ve begun. Pre-
vention takes one of three forms: primary, secondary, or tertiary.
Primary prevention aims to stop problems before they begin, sec-
ondary prevention aims to identify problems when they are minor
and to keep them from getting worse, and tertiary prevention aims
to prevent significant problems from continuing and worsening.
Here are some examples of successful prevention efforts.

PSYCHOLOGY
IN SOCIETY

Primary Prevention

“Teen Outreach,” a program that focuses on enhancing normative
social development in adolescence, was designed to reduce rates of
teen pregnancy and academic failure among high school students
(Allen et al., 1997). A total of 695 students in 25 different high
schools nationwide were randomly assigned to the Teen Outreach
program or to a control group. Students in the Teen Outreach group
participated in highly structured volunteer programs within their
communities that were coordinated with classroom-based discus-
sions of career and relationship choices. Furthermore, emphasis was
placed on helping students in the Teen Outreach program to develop
positive relationships with their peers in the program, the program

Primary prevention Intervention that aims
to prevent problems before they begin.

Secondary prevention Intervention that aims
to identify problems when they are minor and
to keep them from getting worse.

Tertiary prevention Intervention that aims to
prevent significant problems from continuing
and worsening.

% Students Suspended % Students Failing Courses

% Female Students Pregnant

facilitators, and the adults at their volunteer sites. Students who
were assigned to the control group simply participated in the stan-
dard curricular offerings in Health or Social Studies available at
their high school.

After participating in the study for nine months, students in the
Teen Outreach program had significantly lower rates of teen preg-
nancy, course failure, and school suspension as compared to their
peers in the control group. As you can see in Figure 13.4, even when
controlling for differences in parental education, racial/ethnic mi-
nority status, and prior behavioral problems, students in the control
group were more than twice as likely as their Teen Outreach peers
to become pregnant, fail a course, or be suspended from school.
Given the enormous social and financial costs of teen parenthood
and school failure, programs like Teen Outreach provide an excel-
lent example of how a primary prevention program can have a dra-
matic impact.

Secondary Prevention

The Child Development-Community Policing program in New
Haven, Connecticut, is a model secondary prevention program for
children who have been exposed to violence (Marans, Berkowitz, &
Cohen, 1998). Historically, when police officers have arrived at
crime scenes where children are present, they have ignored the chil-
dren, or interviewed them as witnesses, victims, or perpetrators of
violent acts. Since 1991, the New Haven police department has col-
laborated with child mental health experts at the Yale Child Study
Center to train its officers in the principles of child development and
to help officers respond sensitively to children who have been
traumatized. Since the program’s inception, hundreds of children
who have witnessed, experienced, or committed a violent offense
have been referred to a mental health professional by the police.

(continues)

Figure 13.4 Preventing Teen

Pregnancy and Academic Failure

s . Participants in the Teen Outreach
Control group = e 10 Control group g8 program had significantly lower rates of
23/ : suspension, failed courses, and
pregnancies from the time they began
37.8 the program (entry) until its completion
17 (exit). As you can see, participants in
Teen Outreach .
\ 6.1 the control group worsened, or failed to
g Jeen Outreach significantly improve over the same period
30.3 of time.
Teen Outreach 4.2
Source: Allen et al., 1997 (p. 734).
26.6
Entry Exit Entry Exit Entry Exit
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In addition, the Yale Child Study Center maintains a 24-hour on-
call system so that police can call a clinician to the scene of a vio-
lent crime to address the immediate emotional needs of affected
children and families. Due to the program’s enormous popularity
and success, the United States Department of Justice has funded
similar programs in several communities around the country.

Tertiary Prevention

A team of clinicians at the University of Florida in Gainesville have
developed a program called “Project Back-on-Track™ to improve the
futures of young juvenile offenders (Myers et al., 2000). Children
and adolescents who had already committed violent offenses, or

who met the diagnostic criteria for conduct disorder, were enrolled
in a four-week intensive after-school program. Participants in the
program attended group and family therapies, joined community
service projects, and engaged in empathy-building exercises for a
total of two hours each day, four days each week. Their parents also
participated in parenting groups and educational sessions. When
compared to a matched control sample one year after completing the
program, participants in Project Back-on-Track were significantly
less likely to have committed a criminal offense. By reducing crim-
inal recidivism in young juvenile offenders, the program’s organiz-
ers estimated that Project Back-on-Track resulted in a “savings to

Superego In Freud’s structural theory, the
part of the mind that acts as a censor and
conscience.

society” of approximately $1800 per participant.

primarily aggressive solutions to interpersonal problems, and fail to consider the
consequences of their own actions. For example, imagine that Chris, a boy with con-
duct disorder, is bumped in a busy school hallway by another boy named Scott. Though
several possible explanations of the bump are possible (Scott was just in a hurry; the
hallway is simply too crowded), Chris is likely to assume the worst (“Scott’s trying to
push me around”) and to respond with an aggressive solution, such as giving Scott a
strong shove back. Needless to say, what may have been a meaningless bump could
now turn into a fight. Interestingly, researchers have shown that children who wrongly
attribute hostile intent to others have often been mistreated in their own families
(Dodge, 2006). As a result of having harsh or abusive parents, these children may ex-
pect hostility in other relationships and use aggression to protect themselves.

Cognitive interventions for disruptive behavior disorders focus on helping children
and adolescents: (1) make more accurate attributions about other people’s behaviors;
(2) generate several possible options for how to respond to threatening situations; and
(3) evaluate the likely outcome of each option before acting. Therapists may model
problem-solving behaviors, engage in role-play exercises, and offer constructive criti-
cism and praise to shape skills. Such problem-solving skills training programs have
been found to be effective in modifying the behavior of impulsive and aggressive chil-
dren (Conduct Problems Prevention Research Group, 2002).

Biological Components Evidence indicates that genetic factors may play a role in the de-
velopment of disruptive behavior disorders. Several studies have found higher concordance
rates for delinquency and criminal behavior among monozygotic (MZ) twins as compared
to dizygotic (DZ) twins, and studies of conduct disorder specifically have found concor-
dance rates of 56% for MZ twins compared to 36% for DZ twins (Ehringer et al., 2006).
Interestingly, evidence suggests that some individuals with conduct problems have im-
pairments in a neural circuit system known as the behavior inhibition system (BIS), which
inhibits behaviors that are expected to lead to negative outcomes. Aggressive and impul-
sive actions may be tied to deficiencies in the neurotransmitters that influence the func-
tioning of the BIS, such as serotonin and norepinephrine (Dodge, 2000). Neuroleptic
medications (Chapter 12), stimulants, and antidepressants, many of which increase levels
of serotonin and norepinephrine, are sometimes used to treat children with ODD and CD
(Tcheremissine & Lieving, 2006).

Psychodynamic Components In psychodynamic terms, children who suffer from dis-
ruptive behavior disorders have some deficiency in the development and functioning of
their conscience or superego. Kessler (1988) outlines three levels of superego impair-
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ment. Children with the most extreme superego impairments are aggressive, danger-
ous, and remorseless when they hurt others. Children with less extreme superego im-
pairments do have a conscience, but it is somewhat weak and inconsistent. Children in
the third category have strong impulses and poor impulse control, but feel very guilty
about their misbehavior. These children suffer less from superego impairments than
from impairments in the ego functions of self-control and frustration tolerance. Psy-
chodynamic explanations of disruptive behavior disorders also center on the defense
mechanism called identification with the aggressor. When exposed to terrifying and
traumatizing situations, such as witnessing a shooting or being a victim of abuse, many
children and adolescents try to ward off feelings of helplessness by imitating the ag-
gressive behavior they have seen. When identifying with the aggressor, the child or ado-
lescent exchanges the role of helpless victim for that of seemingly powerful victimizer.
Psychodynamic interventions for disruptive behavior disorders focus on strengthening
superego functioning and helping children to work through feelings of helplessness
without resorting to aggressive behavior as a defense mechanism (Marans, 2000).

BRIEF SUMMARY

® The disruptive behavior disorders—oppositional defiant disorder (ODD) and con-
duct disorder (CD)—are characterized by disobedient and/or dangerous behaviors.

® Poverty, living in a dangerous neighborhood, and disturbed parent-child relations
can contribute to disruptive behavior disorders.

® Family therapy and parent management training have been found to help parents im-
prove their parenting skills and thereby address their children’s disruptive behaviors.

® (Cognitive interventions help children reduce the distortions and deficiencies in their
thinking that promote disruptive behavior. Role-play exercises are often used to
help children practice problem-evaluation and problem-solving skills.

® The aggressive and impulsive behaviors associated with disruptive behavior disor-
ders may be related to impairments of the brain’s behavioral inhibition system (BIS).

® Psychodynamic interventions focus on strengthening superego functioning and
reducing reliance on aggressive behavior as a defense mechanism.

Critical | If you were to design an intervention program for disruptive behavior disor-
Thinking ' ders, would you aim your efforts at the level of the individual child, the fam-

Question ily, or the community? Why?

Separation Anxiety Disorder

CASE ILLUSTRATION

Janel’s parents went through an amicable divorce two years
ago when she was 7 years old. Though she was saddened by the divorce, Janel initially
adapted well to the change and to her new living arrangement in which she spent al-
ternate weeks with each of her parents. Three months ago, Janel stayed with her father
while her mother was away for two weeks on an extended business trip. She had a good
time with her father, but when her mother returned Janel became extremely clingy and
anxious around her mother in a way she had never been before. As time went on,
Janel’s behavior only seemed to get worse. She started to sob every morning before
school, saying that she wanted to go to work with her mother instead of getting on the
school bus. She also started crawling into her mother’s bed at night, complaining that
she was having nightmares in which her mother died. Janel even became reluctant to
go on her regular visits to her father’s house and when she was there would insist on
calling her mother several times each night to check to see if she was okay.

Identification with the aggressor A defense
mechanism in which an individual causes oth-
ers to experience the victimization, powerless-
ness, or helplessness that he or she has
experienced in the past.
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Diagnostic Criteria for
TABLE 13.11 geparation Anxiety Disorder (SAD)

Separation anxiety disorder involves excessive and unwarranted anxiety for at least

four weeks when separated from home or from major attachment figures as

demonstrated by the presence of at least three of the following symptoms:

e Chronic and extreme emotional distress when separations occur or are
anticipated.

® Recurrent fears that major attachment figures will be lost or badly hurt.

Recurrent fears of unusual separation from attachment figures, such as being
kidnapped.

Chronic reluctance or refusal to leave attachment figures, even to go to school.
Extreme fearfulness about being alone, even in familiar places.

Chronic reluctance or refusal to fall asleep if attachment figure is not nearby.

Nightmares involving the theme of separation.

Recurrent complaints of physical symptoms (headaches, stomachaches, etc.)
around separations.

The behavioral and emotional symptoms significantly interfere with social,
academic (occupational), or other important areas of functioning.

Separation anxiety disorder Excessive
anxiety concerning separation from home or
attachment figures, usually parents.

Adapted from the DSM-IV-TR (APA, 2000)

As noted in Chapter 4, symptoms of anxiety occur in individuals of all ages. While
children develop some of the same anxiety disorders seen in adults (such as phobias
and obsessive-compulsive disorders), separation anxiety disorder (SAD) is a diag-
nosis reserved for children and adolescents (see Table 13.11).

Separation anxiety disorder highlights the core concept of the continuum between
normal and abnormal behavior. Many children go through periods of being clingy and
anxious about being alone. However, children and adolescents with SAD exhibit an ex-
treme version of these behaviors. They cannot be reassured that they and their parents
will be safe during a brief separation. Instead of being able to let their parents go, chil-
dren with SAD cling, cry, and beg their parents to stay nearby. Like Janel, many chil-
dren with SAD have nightmares or daydreams about what horrible fate might befall
themselves or their parents, and result in a permanent separation. Some children be-
come so fearful of leaving their parents that they refuse to go to school, spend time with
other children, or sleep in their own beds.

Explaining and Treating Separation Anxiety Disorder

SAD is one of the most common anxiety disorders in children. By most estimates, SAD
affects roughly 1 out of every 25 (4%) children and adolescents (APA, 2000). The high
prevalence rate of this disorder probably results from the fact that a wide variety of
emotional concerns are expressed in childrens’ fearful and clinging behaviors.

Biological Components Considerable evidence suggests that many adult anxiety dis-
orders have a genetic component. Since some cases of SAD lead to adult anxiety dis-

Developmental interference
While many children become upset when

their parents or caretakers leave, children orders such as agorophobia and social anxiety disorder, SAD may share the same
suffering from separation anxiety disorder genetic basis as these adult anxiety disorders (Silove & Manicavasagar, 2001). Genetic
(SAD) become so upset that they experience studies of SAD indicate that different genes may play a role in SAD in males as
significant delays in their social, emotional, opposed to females and that SAD may be more easily inherited by girls than boys
or academic development. (Ehringer et al., 2006). Research also suggests that mothers with high levels of phobic

Dennis MacDonald/PhotoEdit anxiety have children with unusually high rates of SAD (Bernstein et al., 2005).
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Investigations of the genetic basis for childhood anxiety have focused largely on
inborn personality traits, or temperament. Longitudinal research indicates that chil-
dren with temperaments marked by intense shyness in novel situations—a trait known
as behavioral inhibition—are at heightened risk for developing a variety of anxiety
disorders, including SAD (Hirschfeld-Becker, Biederman, & Rosenbaum, 2004).

Benzodiazepines and antidepressants can reduce severe anxiety symptoms in chil-
dren, just as they can for adults. However, benzodiazepines are addictive and may have
undesirable side effects, so they are often used as a short-term intervention to help chil-
dren in the two to three weeks required for antidepressant medications to reach a ther-
apeutic dose. Although both SSRI and tricyclic antidepressants have been employed in
the treatment of SAD, research evidence indicates that the SSRI antidepressants are
safer and more effective for children with anxiety disorders (Bernstein & Layne, 2006).

Sociocultural and Family Systems Components SAD is often linked to psychosocial
stressors. Many children who develop symptoms of the disorder do so in the wake of
traumatic events such as war or natural disasters. In other cases, nervous and overpro-
tective parents may unwittingly contribute to SAD by indicating to their children that
separations are potentially dangerous (Bernstein & Layne, 2006). Parents can help their
children feel comfortable with separations by providing reasonable reassurance to a
child who has been traumatized, and by modeling appropriate separation behaviors such
as saying goodbye in a way that expresses a confidence that they will return as planned.

Psychodynamic Components Psychodynamic explanations of SAD emphasize the
possibility that children who excessively cling to their parents or worry about them are
using the defense mechanism of projection to cope with rejecting or angry feelings to-
ward their parents. Unconscious anger by a child toward a parent may be experienced
consciously as a fear that the parent is in danger from someone or something else (von
Klitzing, 2003). By clinging to his or her parent, a child feels reassured that the parent
is unharmed by the child’s projected aggressive impulses.

A psychodynamic intervention for SAD would aim to explore all of a child’s feel-
ings toward his or her parents (loving, rejecting, caring, aggressive, and so on) and try to
determine why rejecting or angry feelings are warded off through fearful and clinging be-
havior. The source of a child’s anger may be related to family events such as the birth of
a sibling, parental divorce, or overly harsh punishment. Short-term psychodynamic psy-
chotherapy has proven to be a useful treatment for SAD (Muratori et al., 2005).

Cognitive-Behavioral Components Philip Kendall and his colleagues at Temple Uni-
versity in Philadelphia have developed a comprehensive cognitive-behavioral training
program for treating separation anxiety disorders in children (Kendall & Suveg, 2006).
Anxious children are taught to attend to the physical and emotional signs of anxiety and
to use relaxation techniques involving deep breathing and progressive muscle relax-
ation to keep their anxiety at low to moderate levels. Next, children are taught “coping
self-talk” to reduce anxiety and increase tolerance for separations. Children are helped
to attend to the thoughts that increase their anxiety such as “Mommy might never re-
turn” or “something bad might happen to me while my parents are gone.” Then, chil-
dren are coached to develop “self-talk statements” to counteract their anxiety-provoking
thoughts. For SAD, coping self-talk might include statements like “Mom and Dad have
always come back in the past” and “If something goes wrong, I can call my parents and
they’ll come right home.” Finally, children are helped to evaluate how they managed
an anxiety-provoking situation and to reward themselves when appropriate. Research
on cognitive-behavioral interventions for children suggests that these programs effec-
tively treat anxiety in the short term and that reductions in anxiety are sustained over
time (Kendall et al., 2004).

Temperament Innate behavioral tendencies.

Behavioral inhibition A temperamental style
marked by the tendency to be quiet and with-
drawn in novel situations.

Projection A defense mechanism in which
an individual attributes his or her own emo-
tions to someone or something else.

Stories with meaning
Psychodynamic interventions for children are

based on the assumption that children
communicate their emotional conflicts
through imaginative play. Clinicians carefully
observe and comment on their young clients’
games and stories, and sometimes make
direct connections between a child’s pretend
play and the troubles the child is having in
his or her own life.

Michael Newman/PhotoEdit
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Advantages/
limitations
of diagnosis

Reliability The consistency of a test or
category system or the raters using them.

Validity The accuracy of a test or category
system or the raters using them.

BRIEF SUMMARY

®  Children suffering from separation anxiety disorder (SAD) become excessively anx-
ious when required to separate from home or attachment figures, such as their parents.

® Anxiety disorders often run in families and have a genetic component. Children with
SAD sometimes benefit from medications designed to reduce anxiety symptoms.

® Many children who develop SAD do so after a traumatic event has occurred and
can be helped to feel less anxious when reassured appropriately by their parents.

® Psychodynamic explanations of SAD emphasize that clingy children may be re-
acting to projected rejecting or angry feelings about their parents.

® Cognitive-behavioral interventions involving relaxation training, “self-talk,” self-
evaluation, and rewards can help children to manage anxiety symptoms and toler-
ate separations.

Critical | Well-meaning parents sometimes unwittingly reinforce abnormal behaviors

Thinking i their children. How might parents unwittingly reinforce SAD?
Question

The Advantages and Limitations of the DSM-IV-TR
Childhood Diagnoses

The proliferation of DSM diagnostic categories for children has raised a number of
questions about the reliability and validity of childhood diagnoses. First, the reliabil-
ity of some childhood diagnoses depends on the age and sex of the child being assessed
and, interestingly, the source of diagnostic information (parent, teacher, child); a teacher
may see a “problem” child when parents do not, or vice versa (Wolraich et al., 2004).
Second, the childhood DSM-IV-TR disorders have high rates of comorbidity (Kessler
et al., 2005). Several experts have pointed out that high comorbidity rates call into ques-
tion the DSM-IV-TR’s categorical diagnostic system that treats psychological disorders
as distinct syndromes that are either present or absent (Jensen, Hoagwood, & Zitner,
2006). Alternative diagnostic systems, such as those that rate the severity of symptom
clusters on a continuum (a dimensional approach) or those that focus on age-appropri-
ate development (a developmental profile approach) are described below. Third, some
experts have suggested that there are simply too many diagnoses in the DSM-IV-TR
for children and that some typical childhood behaviors (such as oppositionality) or ac-
ademic problems (such as learning disorders) should not be classified as mental disor-
ders at all (Wicks-Nelson & Israel, 2000).

Alternative Diagnostic Systems

The DSM-IV-TR is only one of several diagnostic systems available for classifying
child psychopathology. For example, Anna Freud and her successors constructed a de-
velopmental profile that can be used to organize information about a child’s develop-
ment in a number of psychodynamically relevant areas such as the focus of the child’s
instinctual energies, the maturity of the ego and superego, the nature of interpersonal
relationships, and progress in toilet training and self-care (Freud, 1962; Furman, 1992).
Children are diagnosed in terms of specific areas of developmental regression or fixa-
tion as measured against expectable achievements for children in different develop-
mental phases.

Empirically derived systems based on extensive checklists of behavioral symp-
toms may also be used to classify child psychopathology. The classification systems
most often referred to as “empirically derived” are those that use statistical techniques
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Figure 13.5 Child Behavior Checklist (CBCL)—Parent Report Form, with Profile of
Narrowband Scores The CBCL generates a child behavior profile by asking parents,

teachers, and children to rate 118 behavior problems as 0 if the item is not true, 1 if the item
is somewhat or sometimes true, and 2 if the item is very true or often true. The scores for each

item are organized under eight different behavioral clusters where each child’s total score
can be compared with scores from other children of the same sex and similar age.
From Achenbach & Rescorla, 2001 (p. 23).

to identify clusters of behaviors usually associated with child psychopathology. Typ-
ically, parents, teachers, and in some cases the children themselves are given a long
list of possible symptoms and asked to indicate which symptoms are present and the
severity of the identified symptomatology. Two “broadband” clusters of behaviors
have emerged from years of research using behavioral checklists: externalizing be-
haviors, in which children are usually undercontrolled, impulsive, or violent, and in-
ternalizing behaviors in which children are usually overcontrolled, withdrawn, or
depressed (Izard et al., 2006). As noted subsequently in our discussion on gender, ex-
ternalizing behaviors occur more frequently in boys while internalizing behaviors are
more likely to occur in girls.

The most popular empirically derived classification system, the Child Behavior
Checklist (CBCL) (see Figure 13.5), comes in three different forms: a parent report
form, a teacher report form, and a youth self-report form that can be given to children
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and adolescents between ages 11 and 18. In addition to identifying children with pre-
dominantly internalizing or externalizing problems, the CBCL can also be used to
identify eight “narrowband” clusters of behavioral symptoms: withdrawal, somatic
(bodily) complaints, anxiety/depression, social problems, thought problems, attention
problems, delinquent behavior, and aggressive behavior (Achenbach & Rescorla, 2004).
Areas of clinical concern can be identified by comparing individual broadband and
narrowband scores on the CBCL against established norms for specific behavioral
problems. The CBCL is a popular classification tool because it measures several prob-
lem areas simultaneously and indicates the relative severity of specific difficulties.
Some clinicians treat CBCL results as alternative, independent diagnoses, but the
CBCL is often used as one component of an overall assessment leading to one or more
DSM-IV-TR diagnoses.

BRIEF SUMMARY

® Diagnostic categories for childhood psychopathology have proliferated in recent
editions of the DSM. However, this has raised a number of questions about the reli-
ability and validity of the DSM-IV-TR childhood diagnoses.

® Psychodynamic developmental profiles and empirically derived behavioral checklists
such as the Child Behavior Checklist (CBCL) can be used as alternatives to or in con-
junction with the DSM-IV-TR to describe and categorize child psychopathology.

Critical | What seem to be the advantages and limitations of each of the classification
Thinking © systems for childhood psychopathology described in this section: DSM-IV-

Question TR, psychodynamic, and empirically derived?

Classification in Demographic Context

Like all mental disorders, the psychopathologies of childhood are best understood when
demographic factors are taken into account. Even within the age range of birth through
adolescence, factors such as age, gender, and class shape both the prevalence and char-
acteristics of each disorder.

Age

Many learning disorders and even mild mental retardation may go unnoticed until chil-
dren begin school, and subtle learning disorders may not become obvious until a child
has been in school for several years. Mental retardation, learning disorders, and perva-
sive developmental disorders persist throughout the lifetime, though they may remediate
to a degree with the help of educational and psychotherapeutic interventions. As noted
earlier, ADHD seems to become less severe as children grow older, but effects of the dis-
order, such as delayed academic achievement or social skills, sometimes last well into
adulthood. Symptoms of ODD are usually present before children are 8 years old (APA,
2000), and though many children “outgrow” the diagnosis, aggressive children with ODD
are likely to go on to develop CD symptoms (Hinshaw & Lee, 2003). Finally, it is im-
portant to note that the same psychological problem can be marked by a different set of
symptoms depending on the child’s age. For example, depression may take the form
of listlessness in an infant, distractability in a young child, and irritability in a teenager.

Gender

Four out of the five childhood disorders described in this chapter occur predominantly
in boys, with SAD as the only exception. There are approximately three mentally re-
tarded boys, four or five autistic boys, and four to nine boys with ADHD for every
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girl with the same disorder (APA, 2000). The learning disorders are also diagnosed
more frequently in boys than in girls, perhaps because boys with learning disorders
are likely to have accompanying behavior problems that call attention to a learning
disorder diagnosis (APA, 2000). Oppositional and conduct-disordered behavior oc-
curs more frequently in boys than in girls, though girls are as likely as boys to war-
rant a diagnosis of ODD after the onset of puberty (APA, 2000). Interestingly, the
boys and girls who are diagnosed with ODD and CD tend to display very different
kinds of behaviors: boys usually engage in behaviors that involve aggression against
others (fighting, vandalism), while girls typically show nonviolent forms of delin-
quency (lying, truancy). The different prevalence rates between boys and girls for dis-
orders that are usually present from birth (such as mental retardation and autism) may
also derive from the fact that many inherited disorders are linked to the Y chromo-
some (Stone et al., 2004).

Why do most child psychopathologies appear to be so disproportionately male?
One possibility is that the disparity is an artifact of the tendency for boys to external-
ize distress, while girls often internalize distress (Zahn-Waxler et al., 2006). Exter-
nalizing behaviors (aggression, restlessness, impulsivity) are more likely to upset
adults and thus be brought to clinical attention. In contrast, many of the internalizing
behaviors frequently seen in distressed girls can seem acceptable, even pleasing, to
adults. Parents are less likely to contact a psychologist for help if their previously high-
spirited daughter has suddenly become quieter and extremely compliant than if their
son is suddenly getting into trouble at school, though both are possible signs of emo-
tional trouble.

Class

One major class-related issue in child psychopathology involves cultural-familial re-
tardation. As described earlier, this label reflects the fact that some children and
adults meet the diagnostic criteria for mental retardation (IQ below 70, impairment
in at least two areas of adaptive functioning) without any apparent biological cause
for mental retardation. Cultural-familial retardation tends to be mild and to predom-
inate in poor families and communities where children may receive meager stimula-
tion or educational support from their (usually overwhelmed) parents and thus may
fail to flourish intellectually or to learn age-appropriate adaptive functioning skills
(Stromme & Magnus, 2000).

Perhaps the most dramatic demonstration of the effects of the environment on in-
telligence came from the work of Harold Skeels, an lowa psychologist who studied
the development of institutionalized children in the 1930s and followed the progress
of many of his subjects through adulthood (Skeels, 1966). Skeels noticed that two 1-
year-old girls who appeared to be mentally retarded seemed to blossom intellectually
and emotionally when moved from an orphanage to a home for the mentally im-
paired. Skeels suspected that the girls were improving because they were doted on by
the mildly mentally retarded women housed at the same institution. To test his hy-
pothesis, he moved 10 more children from the orphanage to the institution for the re-
tarded. He followed the development of the transferred children and of a comparison
group of children who remained at the orphanage where busy nurses provided little
stimulation or individualized care. By age 6, the children in the home for the retarded
achieved an average 1Q of 96 while the typical IQ of the orphanage comparison group
was in the low 60s. As adults, the average child raised in the institution for the re-
tarded had completed the twelfth grade and had an income above the Iowa state av-
erage. In stark contrast, the orphanage group had, on average, reached only fourth
grade and many were unskilled laborers.
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BRIEF SUMMARY

® Childhood psychopathology can be properly diagnosed and treated only when the
behaviors of concern are considered within the context of the child’s age.

® Childhood psychopathology occurs disproportionately among males. Aside from
those disorders linked to the Y chromosome, this may be because boys tend to ex-
ternalize distress while girls tend to internalize distress.

® Cultural-familial mental retardation is most likely to occur in poverty-stricken fam-
ilies that are unable to provide adequate intellectual and emotional stimulation for
their children.

Cultural and Historical Relativism in Defining and
Classifying Childhood Disorders

The definition and classification of child psychopathology is highly culturally relative.
When asked to describe their children, American parents often talk in terms of intelli-
gence and school achievement, Dutch parents tend to address their child’s social be-
havior and personal qualities, and Asian Indian parents may describe the degree to
which their children are obedient and respectful (Harkness & Super, 2000). Insofar as
psychopathology partially involves deviations from what is culturally valued, varying
cultural expectations shape culturally unique definitions of child psychopathology. For
example, an Asian child who is viewed by his parents as overtly disrespectful might be
seen, by American standards, as impressively assertive.

The sweeping changes we have described in the diagnostic classification of
childhood psychopathology underscore the core concept of historical relativism:
more of the childhood diagnoses recognized today existed in its same form 50 years
ago. For example, ADHD symptoms were previously associated with mental retar-
dation or labeled as MBD for “minimal brain dysfunction.” In the DSM-II (APA,
1968), the diagnosis for these symptoms changed to “hyperkinetic reaction of child-
hood,” which focused primarily on hyperactivity. This was followed by the DSM-
III, which highlighted the symptom of inattention in the new diagnosis of “attention
deficit disorder” (APA, 1980); finally, this evolved into the current DSM-IV-TR cat-
egory of “attention deficit/hyperactivity disorder” with its three subcategories (see
Table 13.6).

BRIEF SUMMARY

® The definition and diagnosis of child psychopathology is culturally relative inso-
far as different cultures value different qualities in children and therefore have dif-
ferent standards for defining “deviant” behavior.

® The classification of childhood psychopathology is also historically relative as ev-
idenced by major changes in the DSM diagnostic categories for children over the
last five decades.

Critical | Can you imagine a historical era or cultural setting in which Shane or Molly’s

Thinking behavior would not seem to be pathological?
Question
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Molly e Autism

Molly’s parents, Sue and Tom, hoped that she would become
more outgoing and start talking if they signed her up for a play-
group with other 2-year-olds. Rather than helping Molly’s social
skills, the gregarious and chatty children in the playgroup high-
lighted the fact that Molly was starkly unlike other children her
age. Tom made an appointment with Molly’s pediatrician; he and
Sue were upset, but not surprised, when the pediatrician referred
Molly to the local children’s hospital for a complete neurologic
and psychiatric evaluation.

The pediatric psychiatrist who conducted the evaluation con-
cluded that Molly probably had autism and that the diagnosis
would become more certain if she continued to be disinterested
in social interactions. Molly’s parents were devastated by the
news that their daughter had a serious psychiatric illness. They
contacted the local chapter for parents with autistic children to
begin to educate themselves about what they could do to help
Molly. Upon learning that “high-functioning” people with autism
can almost always speak, they committed themselves to doing
everything they could to help Molly learn spoken language. Sue
quit her job and began to spend five hours a day doing “language
time” with Molly. They sat at the kitchen table for an hour at a
time with a bowl of grapes (Molly’s favorite fruit) between them.
Sue started by teaching Molly the word “spoon.” First, she gave
Molly a grape every time she looked toward her mother and at
the spoon. Next, Sue said the word “spoon” and then used her
hand to move Molly’s mouth into the position needed to say the
word. Sue heartily rewarded Molly when she made an “ooh,”

CASE DISCUSSION e Autism

sound, and continued to offer grapes, cheers, and smiles as Molly
gradually made sounds similar to the word “spoon.” After two
weeks of practice, Molly said “spoon” when prompted by her
mother.

Molly and Sue continued to work together for several
months, with each word coming a little quicker than the one be-
fore it. When Sue felt that she wanted to go back to work, she
and Tom hired and trained college students to take over as
Molly’s language teachers. By the time Molly was 6, she had a
vocabulary of about 400 words and was able to form simple sen-
tences like “want soda.” Molly started to spend her days in a spe-
cial education program where she continued to learn words and
basic self-care skills; in the afternoons she kept up her language
training at home or watched television. Though Molly continued
to learn words and simple grammatical structures, she also de-
veloped several odd behaviors such as staring at the palms of her
hands or rocking back and forth from her heels to her toes when
not otherwise occupied.

Molly stayed in special education classes for the duration of
her school years. In some ways, she appeared to become more
social as she grew older. As a teenager, Molly declared that she
would like to have a boyfriend and was fascinated by television
programs about other teenagers and their romantic lives. In real-
ity, Molly never approached other people her age or initiated
conversations. When in a group situation, such as a field trip with
her classmates, Molly wandered along by herself, seemingly in-
different to the people around her.

Molly’s parents created their own intensive behavioral train-
ing program for their daughter. Using operant-conditioning prin-
ciples, Molly’s mother and trained college students taught Molly
how to speak. Like many autistic children, Molly was able to use
the intensive training to make steady progress in acquiring lan-
guage, but she remained autistic. She was unable to maintain a

conversation or to send or receive social cues. When left to her
own devices, she reverted to self-stimulating behaviors, such as
staring at her hands, without any awareness that her behavior was
socially inappropriate. With continued support and training,
Molly should be able to live in a group setting with other autis-
tic adults and to work in a supervised, unskilled job.
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Shane ¢ Attention Deficit/Hyperactivity Disorder

Toward the end of the school year, a standardized assessment
confirmed that Shane was reading and doing math at only a first-
grade level, though he was in the third grade. Interviews and test-
ing by the school psychologist indicated that Shane had an
above-average 1Q, did not have a learning disability, and was not
emotionally troubled; rather, his distractibility and energy level
seemed to be a temperamental trait that interfered with his abil-
ity to learn. The school psychologist recommended that Shane
should not be promoted to the fourth grade with the rest of his
class unless he were prescribed Ritalin to help contain his be-
havior and focus his attention.

Shane’s parents agreed that Shane should try Ritalin but de-
cided that he would use the medication only for the first half of
fourth grade with the hope that he could learn to control his own
behavior and stop taking the medication by Christmas. In con-
junction with the school psychologist, Shane’s parents and teach-
ers also developed a behavioral intervention to help Shane learn
to control his own behavior. At the start of the day, Shane’s
teacher put an empty cup on the corner of his desk. For every
half-hour in which he remained in his seat and did not bother
other children, the teacher put a peg in his cup. Every time Shane

got out of his seat without permission or disrupted a classmate,
a peg was removed. The pegs were counted before morning and
afternoon recess and if Shane had enough pegs, he was allowed
to join his classmates outdoors; if not, he stayed in the classroom
and continued his schoolwork.

The program was successful at the start of the school year,
but Shane’s parents suspected that it was the Ritalin that was re-
ally keeping Shane under control. In mid-October, Shane’s
teacher agreed to try a “Ritalin-free” week to see how he per-
formed. The week was an unmitigated disaster: Shane flew
around the classroom for most of the mornings and then spent
the afternoons grousing about his punishment of having to miss
recess for the next two days. Shane’s teacher and parents agreed
that he could not function adequately in school without medica-
tion. He stayed on Ritalin for the remainder of the fourth-grade
school year and, to his parents’ delight, caught up to his class-
mates in both math and reading. As Shane aged, his self-control
and ability to concentrate grew. By the time he was in high
school, Shane was able to stop taking Ritalin, though he knew
that he would always need to do his studying in a quiet place that
was entirely free of distractions.

CASE DISCUSSION e Attention Deficit/Hyperactivity Disorder

Shane’s symptoms are typical of ADHD: the lifelong na-
ture of the symptoms and the absence of any evidence of
anxiety or emotional conflict suggest that they are primarily
biological in origin. Stimulant medication was highly effec-

tive in reducing Shane’s symptoms, much more so than other
interventions. Treatment allowed Shane to overcome his aca-
demic problems and learn in accordance with his intellectual
ability.
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Chapter Summary

® The study of childhood psychopathology highlights the core concept of the im-
portance of context in defining and understanding abnormality. Definitions of child
psychopathology must take into account what behaviors are developmentally ap-
propriate for a child of a given age.

® When assessing psychopathology in children it is important to consider the confin-
uum between normal and abnormal behavior. Childhood behaviors are considered
abnormal mainly when they begin to interfere with progressive development.

® This chapter describes five of the most prominent DSM-IV-TR categories that re-
late specifically to children and adolescents: mental retardation, learning disorders,
pervasive development disorders, attention deficit and disruptive behavior disor-
ders, and separation anxiety disorder.

® Demographic factors such as age, gender, class, and culture significantly affect
the prevalence and the manifestations of psychopathology in both children and
older adults.

® There are several advantages and limitations of the DSM-IV-TR childhood diagnoses.
While the recent proliferation of child-related diagnostic categories has increased di-
agnostic specificity, it has raised questions about the usefulness of the DSM-IV-TR
childhood diagnoses as compared to those of alternative diagnostic systems.

® Definitions of childhood psychopathology are culturally and historically relative
insofar as different cultures value different qualities in their children and the clas-
sification of childhood disorders changes substantially over time.

® Several childhood disorders point to the connection between mind and body
insofar as psychologically based symptoms may sometimes respond to biological
treatments, and some biologically based symptoms may be helped with psycho-
logical interventions.

® Biological, psychological, family, and community factors contribute to the devel-
opment of many childhood disorders, providing an excellent example of the prin-
ciple of multiple causality.
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Dutch-born Willem de Kooning (1904-1997) was a central figure in New York City Action
Painting movement during the 1940s and 1950s. His paintings are known for their ambiguous
nature, seeming simultaneously to be carefully designed yet impulsively rendered. Though he
suffered from dementia which began sometime in his late 70s, de Kooning continued to create
new art until the end of his life.
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CHAPTER

Cognitive Disorders

CASE Vignette

One morning Joseph, age 80, poured his coffee into his cereal
while eating breakfast with his wife. Though they both thought his behavior was strange,
they wrote it off as “‘one of those crazy things that happen when you get old!”” A few days
later, he surprised his wife again by asking if their grandson Mark had left for boarding
school yet. Only a week before Joseph had driven with his son to drop Mark off at board-
ing school. Over the next several months, Joseph’s memory problems seemed to worsen.
He often asked the same question several times in a row, forgot where he put his shoes
and glasses, and regularly asked his wife what day it was. Joseph also seemed to be for-
getting familiar words like ‘“car” and “couch”—saying instead that he would be clean-
ing “that thing we drive around in” or watching television on that big soft seat.”

DEFINING AND CLASSIFYING COGNITIVE DISORDERS

Cognitive disorders are characterized by a significant disturbance in thinking that rep-
resents a notable change from a previous level of functioning (APA, 2000). The DSM-
IV-TR includes three main cognitive disorders: delirium, dementia, and amnesia.
Delirium and dementia occur largely among older adults while amnestic disorders can
occur in people of any age.

The DSM-IV-TR Categories

In the past, the cognitive disorders associated with aging were often described with the
blanket term senility. Today, the DSM-IV-TR describes two distinct, but sometimes co-oc-
curring, mental disorders: delirium and dementia (Tables 14.1 and 14.2). This chapter also
covers amnesia. There are two different kinds of amnesia: amnesia that results from a phys-
ical condition (such as having a head injury or a physical illness), and dissociative amne-
sia (covered in detail in Chapter 7), which usually results from an emotionally traumatic
experience and, by definition, does not have a biological cause. This chapter will focus on
the amnesias that result from biological, not psychological, causes.

TABLE 14.1 Dyj3onostic Criteria for Delirium

e Disturbed consciousness with difficulty focusing, sustaining, or shifting attention.

® Marked changes in cognitive capacity such as memory loss, disorientation, or
language problems.

e Difficulties develop rapidly over the course of a few hours or days and tend to
be more or less severe at different times during the day.

Adapted from the DSM-IV-TR (APA, 2000)

CASE VIGNETTE

Defining and Classifying Cognitive
Disorders

® The DSM-IV-TR Categories
Explaining and Treating Cognitive
Disorders
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A
I Delirium occurs most often in the
elderly, but can occur in people of any age

whose brains are compromised by toxins,
drugs or alcohol, electrolyte imbalances,
high fevers, or illness.

©Morgan David de Lossy/Corbis

Delirium A transient cognitive disorder in-
volving disruptions in attention, and changes
in cognitive capacity such as memory loss,
disorientation, or language problems.

Dementia A progressive cognitive disorder
involving the development of multiple cogni-
tive deficits, including both memory impair-
ment and aphasia, apraxia, agnosia, or
disturbance in executive functioning.

Aphasia The gradual deterioration of recep-
tive or expressive language skills.

Delirium
CASE ILLUSTRATION .. . . .
Martha, age 74, became delirious while vacationing with her
family at the beach. After a long day in the sun, she went back to her hotel room to
take a shower and get ready for dinner. When Martha’s daughter went to her room,
she found the door unlocked and Martha sitting in a chair, still in her bathing suit.
She yelled at her daughter saying that she “refused to go to the reception because she
did not want to dance with that strange neighbor-boy.” Martha did not seem to rec-
ognize her daughter and was puzzled about why she was wearing a bathing suit.
Martha’s daughter contacted the hotel’s doctor, who diagnosed Martha as having be-
come delirious as a result of fatigue and dehydration. After several hours of rest and
intravenous hydration, Martha was back to behaving normally again. A follow-up visit
to her physician found that Martha had not fully recovered from a bout of pneumo-
nia, leaving her vulnerable to delirium when she became dehydrated.

The mental state of delirium can occur in people of any age as a result of exposure
to toxins, use of or withdrawal from drugs or alcohol, electrolyte imbalances, high body
temperatures, or medical illness. People who are delirious lose track of time, place, and
person. They usually don’t know what day it is or where they are, and they often fail to
recognize familiar people. In addition, people who are delirious often forget recent
events and find that they cannot focus their attention, or they fix their attention on a sin-
gle topic and cannot be induced to think about anything else. If untreated, delirium can
progress to a sustained state of confusion in which recent and distant memories become
permanently impaired. Delirium can appear very suddenly and is usually short-lived
when the underlying cause is treated (APA, 2000).

Dementia

Unlike delirium, which can come and go quickly, dementia usually involves a gradual
and permanent decline in cognitive functioning. Delirium can be likened to a “brain
flu” because its effects, though serious, are usually temporary. In contrast, dementia is
more like “brain decay” because the effects are permanent and progressive. Joseph, de-
scribed at the beginning of this section, suffers from dementia. People who develop de-
mentia always have difficulties with memory. They may have trouble remembering new
information, recalling information that they knew before, or both. Memory impairment
usually increases as dementia worsens over time: in the early stages of dementia, a per-
son might not remember events from the last year, but in the later stages he or she might
not recall what happened during the last 10 years.

TABLE 14.2 Diagnostic Criteria for Dementia

® Development of multiple cognitive deficits including both memory impairment
and one or more of the following cognitive disturbances: aphasia (difficulty
with language), apraxia (impaired motor abilities), agnosia (difficulty
recognizing things), and disturbance in executive functioning (the ability to
plan, initiate, monitor, and stop complex behaviors).

® The cognitive deficits interfere with social or occupational functioning and
represent a significant decline from previous levels of functioning.

Adapted from the DSM-IV-TR (APA, 2000)

A variety of other cognitive deficits are also common in dementia. Aphasia is a
term used to describe the deterioration of language skills. People who become aphasic
forget common words—Ilike Joseph forgetting the words “car” and “couch”—and may
have difficulty expressing themselves to others, or understanding what other people are
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saying to them. In apraxia, the brain has difficulty sending the necessary signals to ex-
ecute common physical actions. A woman with apraxia may find that she can no longer
button or unbutton her clothes even though there may be nothing wrong with her hands
or arms—her brain has simply forgotten how to tell her hands how to make “button-
ing” and “unbuttoning” movements. Agnosia (from the Greek word meaning “not
knowing”) involves losing the ability to recognize familiar objects or people. People in
the early stages of dementia might not recognize distant relatives, but as the disease
progresses they might not recognize their own spouse, children, or even common house-
hold objects such as tables and chairs.

Another major impairment associated with dementia is the loss of executive func-
tioning—the ability to create and execute plans. For example, before going to the gro-
cery store we have to decide what we want to eat, then determine what foods we already
have and what we need to buy, then take our list and money to the store, locate the cor-
rect items, pay for them, and then bring them home. This sounds simple enough, but
people who lose their executive functioning skills lose track of where they are in a se-
quence of tasks. They may get themselves to the store, forget why they came in the first
place, and leave empty-handed.

Amnesia
CASE ILLUSTRATION - . . .

In 1953, Dr. William Scoville undertook a radical brain sur-
gery on a 27-year-old man, Henry, who suffered from debilitating epilepsy. Dr. Scov-
ille removed symmetrical sections of Henry’s right and left temporal lobes (including
the hippocampus and the amygdala) in the hopes of controlling Henry’s seizures.
Though Henry survived the operation, he awoke unable to form any new memories.
Henry could recall information he learned before his surgery and was able—as most
people are—to store small amounts of new information for about 30 seconds. How-
ever, he could not convert short-term memories into long-term memories.

By studying Henry, scientists learned about the critical role of the hippocampus in the
formation of long-term memories. Once long-term memories are formed, they are distrib-
uted throughout the brain and can be retrieved without the hippocampus; however short-
term memories cannot be converted into long-term memories in the absence of the
hippocampus. Henry, now in his eighties, lives in a nursing home in Connecticut. He as-
sumes that he is in his thirties and is always taken aback when he looks in the mirror. He is
newly grief-stricken every time he learns of his mother’s death, and he spends his days vaguely
aware that his sad fate has played a major role in furthering the science of memory.

As you may recall from Chapter 7, people who suffer from dissociative amnesia usu-
ally experience retrograde amnesia, meaning that they cannot remember what happened
before the event that caused their amnesia. In contrast, amnesia caused by physical fac-
tors—sometimes called organic amnesia—is characterized by anterograde amnesia, or
the inability to recall new information, though sometimes retrograde amnesia is also pres-
ent (Table 14.3). Although people who suffer from organic amnesia usually have difficulty

TABLE 14.3 Dyjagnostic Criteria for Amnesia

Loss of function Due to
impairments in executive functioning,

people with severe dementia often need a
great deal of help executing seemingly
simple tasks.

Laura Dwight/Laura Dwight Photography

Apraxia Difficulty executing common physi-
cal actions due to impairments in the brain’s
ability to signal specific physical movements.

Agnosia Loss of the ability to recognize fa-
miliar objects or people.

Executive functioning The ability to develop
and execute complex plans.

Amnesia Memory impairment that results
from a physical cause and occurs in the ab-
sence of other additional cognitive impair-
ments.

® The development of memory impairment, in the form of inability to learn new information, or inability to

recall previously learned information.

® The memory disturbance causes significant impairment in social or occupational functioning and represents

a significant decline from a previous level of functioning.

® The memory disturbance does not occur exclusively during the course of a delirium or dementia.

Adapted from the DSM-IV-TR (APA, 2000)
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learning new information, their working memory (the ability to hold information for sev-
eral seconds) and semantic memory (factual knowledge, understanding of word meanings)
usually remain intact, as in the famous case of Henry, described above. Thus, in contrast
to dementia and delirium, organic amnesia involves memory impairment that occurs in the
absence of other cognitive impairments.

BRIEF SUMMARY

® Delirium and dementia are the two cognitive disorders that occur primarily among
older adults. Amnesia can occur at any age.

® Delirium is usually a temporary condition in which people experience disturbed
consciousness with difficulty focusing, sustaining, or shifting attention.

® Dementia is usually a progressive and permanent condition that impairs memory
and other forms of cognition.

® Organic amnesia involves memory impairment that results from a physical cause
and occurs in the absence of other cognitive impairments.

Critical | Imagine that you began to suffer from dementia and were aware that your
Thinking | mind was sometimes failing you. Would you want to alert your loved ones to
Question | your condition? Why or why not?

EXPLAINING AND TREATING COGNITIVE DISORDERS

As mentioned earlier, delirium and dementia usually result from medical conditions,
but psychological interventions are often an important component of multimodal treat-
ments for these disorders.

Delirium

Older adults are particularly susceptible to delirium because their physical health is of-
ten quite fragile. As many as 10% of people over the age of 65 are delirious when ad-
mitted to the hospital for a general medical condition and another 10 to 15% may
develop delirium while hospitalized (APA, 2000). Unfortunately, delirium is not only
common among older adults in hospital settings, but it is also associated with markedly
worse medical outcomes for these patients (Marcantonio et al., 2003).

Biological Components and Interventions

The list of precipitating causes associated with delirium is long and varied (see Table 14.4
for a summary of causes). Adverse drug reactions are the single most frequent cause of
delirium, especially among older adults whose bodies absorb, respond to, and eliminate
medications differently than the bodies of younger adults (Zarit & Zarit, 2007). While any
one of a variety of risk factors can cause delirium, the likelihood of delirium increases with
the number of risk factors present; one can easily imagine how a visit to the hospital could
expose a person to many of the risk factors for delirium listed in Table 14.4.

The fact that delirium is often wrongly diagnosed as dementia poses a major treat-
ment challenge. A recent study comparing diagnoses made by clinicians in a geriatric
hospital with diagnoses based on a detailed assessment of cognitive capabilities found
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TABLE 14.4 precipitating Causes of Delirium

® Medications/Drugs ® Urinary and fecal retention
Substance intoxication ® Environmental/psychological factors
Substance withdrawal Sensory deprivation
Alcohol Sensory overload
Sedative-hypnotics Psychological stress
Narcotics Sleep deprivation
Anticholinergics Pain
Antipsychotics Physical restraint use
Antiparkinsonians Bladder catheter use
Antidepressants Intensive care unit treatment
® Acute severe illness ® Surgery, anesthesia, and other procedures
® [nfections Orthopedic surgery
Urinary tract infection Cardiac surgery
Pneumonia Length of cardiopulmonary bypass surgery

Noncardiac surgery
High number of procedures in hospital

® Metabolic abnormalities
Hyperglycemia/hypoglycemia
Hypercalcemia/hypocalcemia @ Neurological illness

Thyrotoxicosis/myxedema Subdural hematoma
Adrenal insufficiency Stroke

Hepatic failure Malignancy

Renal failure Cerebral infection
Hypernatremia/hypokalemia Seizures

® Hypoperfusion states and
pulmonary compromise

Hypoxemia
Shock
Anemia
Congestive heart failure
Chronic obstructive pulmonary
disease

Adapted from Rolfson (2002, p. 109)

that hospital clinicians correctly diagnosed delirium in only 40% of the cases where it
was present (Laurila et al., 2004). Sadly, untreated delirium can progress to permanent
brain damage or even death (Zarit & Zarit, 2007).

Properly diagnosed delirium can often be treated easily. Clinicians first aim to address
the cause of the delirium, which is often a medical condition. In Martha’s case, for exam-
ple, her delirium resolved quickly when her dehydration was properly treated with the ad-
ministration of intravenous fluids. However, the medical situation responsible for inducing
delirium cannot always be identified, or, if it is known, cannot be completely treated. Low
doses of antipsychotic medications are sometimes prescribed for delirious patients who
are extremely agitated, but in most cases physicians are reluctant to add medications to
the regimen of a physically compromised older patient (Alao & Moskowitz, 2006).
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Evening support Staff members
who work with elderly populations know
that their clients often experience increased
agitation and confusion around dinnertime.
Interventions such as light treatment can
improve circadian rhythms and reduce the
effects of “sundowning.”
©Everett Kennedy Brown/epa/Corbis

Living with Alzheimer’s Former
President Ronald Reagan and his wife
Nancy became increasingly private as
President Reagan lived out his final days
while suffering from Alzheimer’s disease.
©AP/Wide World Photos

Neuritic plaques Abnormal protein deposits
surrounded by clusters of degenerated nerve
endings, typically found at the end of neuronal
axons in people suffering from Alzheimer’s de-
mentia.

Neurofibrillary tangles Tangled strands of
the fibers that normally make up a cortical
cell’s internal skeleton; typically found in peo-
ple suffering from Alzheimer’s dementia.

Other Interventions

Patients with mild symptoms of delirium may be calmed and reassured by the presence
of a comforting family member or trusted physician. Some delirious patients appear to
be more lucid in the mornings and then become more agitated and cognitively impaired
as the day goes on—a phenomenon known as “sundowning”—which can result when
the normal sleep—wake cycle becomes disrupted. Light treatments—in which “sun-
downing” patients are exposed to pulses of bright light during the evening—have been
found to improve circadian rhythms and reduce afternoon and evening agitation
(Skjerve, Bjorvatn, & Holsten, 2004).

The most innovative approaches to the treatment of delirium aim to prevent delir-
ium from occurring in the first place. Research interventions that minimize controllable
risk factors known to contribute to delirium (e.g., psychological stress, sensory over-
load, sleep deprivation) have been found to decrease the rate and length of delirium
episodes in older hospitalized patients as compared to members of a control group who
received routine hospital care (Inouye, 2004).

Dementia

The symptoms of dementia are usually confusing, exasperating, and devastating to
those with the disorder. Not surprisingly, people with dementia also suffer from high
rates of depression and anxiety, yet the relationships among depression, anxiety, and
dementia are very complex (Burn, 2002; Porter et al., 2003). Some experts suggest that
symptoms of depression and anxiety can be early signs of dementia (Kennedy & Scal-
mati, 2001); others argue that neuroanatomical problems related to dementia may also
contribute to depression and anxiety (McDonald, Richard, & DeLong, 2003); still oth-
ers suggest that depression and anxiety are expectable and understandable reactions to
the psychosocial stress associated with dementia (Orrel & Bebbington, 1996). In any
event, experts in the treatment of older individuals have begun to recognize the impor-
tance of identifying and treating the symptoms of depression and anxiety when they co-
occur with dementia (Burn, 2002; Mintzer et al., 2000).

Dementia can also confuse, exasperate, and devastate the friends and family mem-
bers of the person with the disorder. Thus, psychosocial support for the friends and rel-
atives of the patient with dementia is a critical part of a complete intervention.

Biological Components and Interventions

Dementia arises from the progressive deterioration of the brain. A variety of specific
illnesses are known to produce dementia, though in many cases the cause of an indi-
vidual’s dementia remains unknown.

Alzheimer's Dementia Alzheimer’s disease is the most common cause of dementia,
and the rates of Alzheimer’s disease increase dramatically as people age; roughly 1%
of 60-year-olds suffer from Alzheimer’s as compared to 20-30% of 85-year-olds.
Prevalence studies indicate that 4.5 million Americans suffered from Alzheimer’s dis-
ease in 2000, and experts expect rates of Alzheimer’s to balloon in the coming years as
the population ages (Cummings, 2004). The brains of people with Alzheimer’s shrink
in size due to extensive cell death and reduction in the number of dendrites connecting
neurons to each other. Upon autopsy, the presence in the brain of neuritic plaques and
neurofibrillary tangles confirms the diagnosis of Alzheimer’s disease. Neuritic
plaques are found at axon terminals where abnormal protein deposits are surrounded
by clusters of degenerated nerve endings; neurofibrillary tangles occur when the fibers
that normally make up a cortical cell’s internal skeleton develop tangled strands. Put
simply, neuritic plaques and neurofibrillary tangles “gum up the works” of previously
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healthy cortical cells and synapses. As these physical changes in the brain progress, pa-
tients with Alzheimer’s often become confused, depressed, paranoid, delusional, agi-
tated, or psychotic (see Box 14.1). They experience significant alterations in personality
and are at times aggressive, sexually disinhibited, or prone to wandering away from fa-
miliar places. Eventually, patients with Alzheimer’s lose the ability to speak, walk, or
care for themselves and usually die from medical complications such as pneumonia or
infections that arise from being bed-ridden. Alzheimer’s disease is sometimes confused
with Pick’s disease, a rare degenerative brain disorder that damages the frontal and tem-
poral lobes. Like Alzheimer’s, Pick’s disease cannot be conclusively diagnosed with-
out an autopsy (APA, 2000).

Research into the causes of Alzheimer’s disease focuses on genetic factors, such as
a predisposition toward unusually high levels of the amyloid proteins involved in the for-
mation of neuritic plaques. Evidence for the genetic basis of Alzheimer’s disease comes
from a variety of sources. Family studies of Alzheimer’s indicate that first-degree rela-
tives of people with the disease have a 50% lifetime chance of developing Alzheimer’s,
but these findings need to be considered in the context of indications that 20-30% of all
people over the age of 85 may have Alzheimer’s disease (APA, 2000). Genetic studies
of Alzheimer’s have been further complicated by two facts. First, the disorder can only
be confirmed by autopsy and therefore cannot be definitively detected among living
relatives. Second, Alzheimer’s may not manifest itself until people are of advanced age
and may therefore seem to be absent in a person who dies at a relatively young age from
another cause, even if he or she would have ultimately developed Alzheimer’s.

Box 14.1 JPersonal Reflections
LIFE WITH ALZHEIMER'S DISEASE

Visible deterioration The large,
dark, fluid-filled spaces in this computerized
axial tomography (CAT) scan of the brain of
a 60-year-old woman illustrate the cell
death and resulting cerebral atrophy often
seen in people with Alzheimer’s disease.
ISM/Phototake

Jean, age 71, describes how frustrating and unsettling it can be to live with Alzheimer’s disease. She addresses her own experience

of the disease as well as how it affects those with whom she comes into contact.

I know there are areas that are slipping, but I don’t quite know
offhand what they are. The other day I was going to put some laun-
dry in the laundry room and I had to get the keys to open the door
and get the soap and all that stuff you have to schlep with you. I
found it very difficult to get it all together. But it was of no signif-

icance that day. No one was waiting for me, and I didn’t really care
if it took me another 20 minutes to get it together. I wasn’t func-
tioning well that particular day, and I couldn’t even do the little
stuff. I recognized that and accepted it and thought, “Well, just
keep going till you get it all together and then you’ll go and do the
laundry.” It wasn’t a shame because nobody else was involved.

There are some scary things, like not remembering my name.
I remember the first time it happened: I was in a bank and I had
to tell my name. I always thought I had enough trouble telling
what my mother’s name was! But I couldn’t think of my own
name and I said, “Oh, never mind. I'll come back.” That was re-
ally difficult. It’s like something hit me hard. I’d already indicated
that I was going to give this important material and then all of the
sudden I wasn’t going to. So it’s not being able to meet their ex-
pectations, or even my own. I certainly don’t feel like I have full
control. And some days I don’t feel like I have any!

Quoted in Snyder, 2000 (pp. 63-64)

Social support Here, a staff member at a residential facility
reassures a woman suffering from dementia.
©AP/Wide World Photos
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Brain Abnormalities in Alzheimer’s Disease

Neuritic Plaques Neurofibrillary Tangles
Neuritic plaques are extracellular lesions People with Alzheimer's disease develop neurofibrillary tangles within areas
found at axon terminals. They consist of of the cerebral cortex, particularly within temporal lobe structures.
abnormal protein deposits surrounded by Neurofibrillary tangles are found within nerve cells (intracellular) and consist
clusters of degenerated nerve endings (the of a protein called tau. Normally, tau forms an intracellular structure called a
enlarged spheres shown in images 1a and microtubule which helps transport nutrients and other important substances
1b). These plaques interfere with the to other parts of the cell. In people with Alzheimer's disease, the tau protein

connections between neurons, thus impairing  functions abnormally and causes microtubules to collapse. Neurofibrillary

functioning. Plaques are typically found within  tangles are seen in other degenerative disorders. Thus, they are not as

the association cortex, an area of the cerebral  specific to Alzheimer's disease as are neuritic plaques.

cortex that is highly developed and involved

in complex perception and recognition tasks. Image 2a is a microscopic view of the neurofibrillary tangles seen in a person
with Alzheimer's disease. In the early stages of Alzheimer's disease, tangles
are found within entorhinal cortex, an area of the cerebral cortex that projects
to the hippocampus. As the disease progresses, tangles are found in deeper
brain structures, such as the hippocampus itself (image 2b) and amygdala.

Healthy Brains vs. Alzheimer's Brains

advanced Brain: Normal Ederly
alzheimer's .

4a 4b

Images 4a and 4b depict the tissue atrophy and neuronal degeneration that occur in
Alzheimer's disease as compared to healthy brains.
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Healthy Neurons vs. Alzheimer's Neurons

Normal Neuron

3a

Alzheimer's Neuron

T

—_) il E
. \ Atzhaimer cells.

plaque 2 tangle * healthy cells

3b 3c

Images 3a, 3b, and 3c are visual representations comparing healthy
neurons to Alzheimer's neurons with plaques and tangles.

Progression of Alzheimer's Disease

. Thinkin In mild to moderate stages, plaques and
In the earliest and pIa?‘lning tangles in the areas noted in image 5a become
stages of ' greater in number and result in more
observable changes in memory and thinking.
Thus, many people with Alzheimer's are first
diagnosed at this stage. Plaques and tangles

Body position

Alzheimer's disease,
plaques and tangles
form in the brain
areas involved in

IBarning. momory also form in regions of .the. bra[n important for el
thinking’ Mmemory, ‘ speech and body positioning (image 5b). "~ Speaking and
ke , S— Changes in personality and difficulty understanding
planning. and memory remembering familiar people also occur during speech
this stage.
5a 5b

In the advanced stages of
Alzheimer's disease, most
of the cerebral cortex is
seriously damaged and
widespread cell death
leads to the shrinking of
brain tissue (damaged
areas are highligted in
green in image 5c).
Individuals at this stage
typically require full-time
living assistance.

Credits: Fig. 1a: J.J. Hauw/Phototake; Fig. 1b: Jean-Claude Revy/Phototake; Fig. 2a: H. Finckle/Custom Medical Stock Photo; Fig. 2b: Photo Researchers, Inc.; Fig. 3c: ©2007 Alzheimer's
Association. All rights reserved. lllustration by Stacy Janis; Fig. 4a: ©2007 Alzheimer's Association. All rights reserved. lllustration by Stacy Janis; Fig. 4b: Courtesy University of Kentucky
Alzheimer's Disease Center.
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In terms of proximal causes, the protein found in neuritic plaques and the peptide (beta-
amyloid) responsible for its formation have been carefully studied in recent years, and
their function in the development of Alzheimer’s disease continues to be a major focus
of research (Bell et al., 2007; Bisel, Henkins, & Parfitt, 2007).

There is no known cure for Alzheimer’s disease, but medical interventions that block
or impede neurodegenerative processes have been found to slow or delay cognitive dete-
rioration and, in some cases, improve memory. Medications, like donepezil (trade name
Aricept) and rivastigamine (trade name Exelon), that prevent the breakdown of the neuro-
transmitter acetylcholine may benefit some people with Alzheimer’s (Beier, 2007). How-
ever, initial high hopes for the efficacy of donepezil and drugs like it have been tempered
by studies indicating that the drugs are not always helpful (Courtney et al., 2004). Simi-
larly, early evidence that estrogen therapy could help ward off Alzheimer’s disease in post-
menopausal women has been contradicted by studies indicating that estrogen therapy has
the potential to increase rates of dementia (Henderson, 2006).

Inflammation of the brain may contribute to the degenerative processes seen in de-
mentia, and some evidence suggests that the regular use of anti-inflamatory drugs, such
as aspirin and ibuprofen, may slow the progression or postpone the onset of Alzheimer’s
disease (Klegeris & McGeer, 2005). Although research in this area is still new, early
results suggest that long-term use of anti-inflamatory drugs may be required to achieve
a therapeutic effect (McGeer & McGeer, 2007). Interestingly, the plant extract ginkgo
biloba has shown some promise in the treatment of Alzheimer’s disease. Sold in the
United States as an unregulated dietary supplement, ginkgo biloba has been shown to
reduce cognitive impairment in people suffering from mild to moderate dementia
(Mazza et al., 2006). Antipsychotics, antidepressants, and benzodiazepines are some-
times used to treat the agitation, depression, and/or sleeplessness associated with
Alzheimer’s (Corey-Bloom, 2000).

The last several years have seen major developments in the early detection of
Alzheimer’s disease. Simple approaches, such as reading a series of ten words to non-
demented older adults and then asking them to recall the words after several minutes,
can tell clinicians a lot about who will and won’t develop Alzheimer’s disease. Amaz-
ingly, 83% of people between the ages of 60 and 75 who failed a word recall test went
on to develop Alzheimer’s disease within the next ten years, whereas 74% of the peo-
ple who passed the test remained dementia-free ten years later (Tierney et al., 2005).
Recently, PET and MRI scans have been used to accurately forecast the onset of de-
mentia by detecting early signs of degeneration in the hippocampus, a part of the brain
crucial for memory formation (Modrego, 2006). Though no current treatments can pre-
vent the onset of Alzheimer’s, early detection of the disease may assist in the develop-
ment of new, and hopefully, effective treatments.

Vascular Dementia Vascular dementia results when vascular diseases block blood flow
to areas of the brain—a process generally referred to as “stroke”—resulting in the death
of brain tissue. Symptoms of dementia can result when a large section or several small
areas of brain tissue die. In contrast to the gradual progression of cognitive problems
in Alzheimer’s, vascular dementia often comes on suddenly and proceeds in a step-wise
deteriorating course. High blood pressure and coronary artery disease are among sev-
eral vascular diseases that increase the risk of developing vascular dementia. Control-
ling high blood pressure, lowering cholesterol levels, and ceasing smoking have been
associated with improved cognitive functioning in patients with vascular dementia
(Mendez & Cummings, 2003).

Parkinson’s Disease Parkinson’s disease involves the gradual deterioration of the substantia
nigra, an area of dark cells within the brain that produces the neurotransmitter dopamine.
Muscle tremors, rigidity, and difficulty initiating movements are among the physical symp-
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toms of Parkinson’s disease caused by the decrease in dopamine. Research has shown that
Parkinson’s disease results from genetic factors in some cases and environmental factors in
others. One large-scale study found a 100% concordance rate
in monozygotic (MZ) twins diagnosed with Parkinson’s dis-
ease before age 50, compared to a 16.7% concordance rate in
dizygotic (DZ) twins. After age 50, concordance rates for MZ
and DZ twins were 15.5% and 11.1%, respectively (Tanner et
al., 1999). These findings indicate that genetics play the de-
terminative role in early-onset Parkinson’s, as diagnosed in
former heavyweight boxing champion Muhammed Ali and
actor Michael J. Fox, while as-yet-undetermined environmen-
tal causes are crucial when Parkinson’s begins after age 50.

As treatment with synthetic dopamine has helped peo-
ple with Parkinson’s to live longer, we have learned that
symptoms of dementia frequently occur in the later stages of
the disease. Patients with Parkinson’s who develop dementia
become forgetful and slow in their thinking, but usually re-
tain their language skills (Murray, 2000). Deep brain stimu-
lation (DBS), a relatively new treatment for Parkinson’s disease, involves surgically
implanting a battery-operated device that delivers electrical impulses to targeted areas of
the brain. DBS effectively disrupts the electrical signals responsible for the debilitating mo-
tor symptoms of Parkinson’s disease and has proven to be a highly promising intervention
(Rodriguez-Oroz et al., 2005).

Huntington’s Disease Huntington’s disease results from the gradual degeneration of
specific areas of the brain, including the caudate nucleus, which helps to inhibit phys-
ical movements. Irritability and depression are early signs of the disease. As Hunting-
ton’s progresses, symptoms of dementia increase, while speech, emotional control, and
balance also become increasingly impaired. Most people with the disorder develop
jerky, involuntary movements known as Huntington’s chorea (or dance). The disorder
is caused by a single dominant gene located on the fourth chromosome, meaning that
every child born to someone with Huntington’s has a 50% chance of developing the dis-
ease (APA, 2000). Genetic testing can predict who will develop Huntington’s disease;
Box 14.2 focuses on the painful realities of knowing one’s fate.

HIV HIV, which causes AIDS, enters the brain shortly after the virus is contracted. As
the disease progresses, and the immune system becomes compromised, the virus repli-
cates rapidly within the central nervous system and can cause a wide range of demen-
tia symptoms by killing areas of the central white matter, the basal ganglia, the
thalamus, and the brain stem.

Family Systems Interventions

Many people who develop dementia live with severe cognitive impairment for years, if
not decades. Professionally staffed residential care facilities can provide safe housing
for those needing constant care and supervision, but nearly 70% of the roughly 5 mil-
lion Alzheimer’s sufferers in the U.S. live at home where they are cared for by their
children and spouses (Kantrowitz & Springen, 2007). As the older adult population
grows and the average life span increases, more attention is being paid to the stresses
placed upon the “sandwich generation”—middle-aged adults who are sandwiched be-
tween the needs of their own children and their aging parents. Although supportive
group therapies have proved to be useful for the children of people suffering from
dementia, members of the sandwich generation are often too taxed by the demands of
caring for their children and parents to attend. Indeed, studies of dementia caregivers

STEM CELL RESEARCH
Providing Hope for New Cures
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Michael J. Fox, a film and television
actor, suffers from early-onset Parkinson's
disease. Since going public with his
diagnosis in 1998, Fox has been a staunch
advocate for stem cell research which many
believe has the potential to treat, or even
cure, Parkinson's disease.
©AP/Wide World Photos

A personal choice Nancy Wexler,
Ph.D., a leading expert in Huntington’s

disease, played a critical role in developing a
test to detect the gene that causes
Huntington’s. Though Dr. Wexler’s mother
died of the disease in 1978, Dr. Wexler has
chosen not to take the genetic test for
Huntington’s that she helped to develop.
Acey Harper/Time Inc. /Picture Collection/
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sox 14.2 || Facing Life with a Lethal Gene by Amy Harmon

Genetic testing predicts with 100% accuracy whether a person will develop Huntington’s disease. The availability of a fool-proof test
for Huntington’s presents a complex and potentially painful option for healthy young adults who know that the disease runs in their

families. The article below describes the journey of one young woman who elected to be tested for the Huntington’s gene.

The test, the counselor said, had come back positive.

Katharine Moser inhaled sharply. She thought she was as
ready as anyone could be to face her genetic destiny. She had at-
tended a genetic counseling session and visited a psychiatrist, as
required by the clinic. She had undergone the recommended neu-
rological exam. And yet, she realized in that moment, she had
never expected to hear those words.

“What do I do now?”” Ms. Moser asked.

“What do you want to do?” the counselor replied.

“Cry,” she said quietly.

Her best friend, Colleen Elio, seated next to her, had already
begun.

Ms. Moser was 23. It had taken her months to convince the
clinic at New York-Presbyterian Hospital/Columbia University
Medical Center in Manhattan that she wanted, at such a young
age, to find out whether she carried the gene for Huntington’s
disease.

Huntington’s, the incurable brain disorder that possessed her
grandfather’s body and ravaged his mind for three decades, typi-
cally strikes in middle age. But most young adults who know the
disease runs in their family have avoided the DNA test that can
tell whether they will get it, preferring the torture—and hope—of
not knowing.

Ms. Moser is part of a vanguard of people at risk for Hunt-
ington’s who are choosing to learn early what their future holds.
Facing their genetic heritage, they say, will help them decide how
to live their lives.

Yet even as a raft of new DNA tests are revealing predispo-
sitions to all kinds of conditions, including breast cancer, depres-
sion and dementia, little is known about what it is like to live with
such knowledge.

“What runs in your own family, and would you want to
know?” said Nancy Wexler, a neuropsychologist at Columbia and
the president of the Hereditary Disease Foundation, which has pi-
oneered Huntington’s research. “Soon everyone is going to have
an option like this. You make the decision to test, you have to live
with the consequences.”

On that drizzly spring morning two years ago, Ms. Moser
was feeling her way, with perhaps the most definitive and dis-
turbing verdict genetic testing has to offer. Anyone who carries
the gene will inevitably develop Huntington’s.

She fought her tears. She tried for humor.

Don’t let yourself get too thin, said the clinic’s social worker.
Not a problem, Ms. Moser responded, gesturing to her curvy
frame. No more than two drinks at a time. Perhaps, Ms. Moser
suggested to Ms. Elio, she meant one in each hand.

Then came anger.

“Why me?” she remembers thinking, in a refrain she found
hard to shake in the coming months. “I’'m the good one. It’s not
like I'm sick because I have emphysema from smoking or I did
something dangerous.”

The gene that will kill Ms. Moser sits on the short arm of
everyone’s fourth chromosome, where the letters of the genetic
alphabet normally repeat C-A-G as many as 35 times in a row. In
people who develop Huntington’s, however, there are more than
35 repeats.

No one quite knows why this DNA hiccup causes cell death
in the brain, leading Huntington’s patients to jerk and twitch un-
controllably and rendering them progressively unable to walk,
talk, think and swallow. But the greater the number of repeats, the
earlier symptoms tend to appear and the faster they progress.

Ms. Moser’s “CAG number” was 45, the counselor said. She
had more repeats than her grandfather, whose first symptoms—
loss of short-term memory, mood swings and a constant ticking
noise he made with his mouth—surfaced when he turned 50. But
it was another year before Ms. Moser would realize that she could
have less than 12 years until she showed symptoms.

Immediately after getting her results, Ms. Moser was too
busy making plans.

“I’m going to become super-strong and super-balanced,” she
vowed over lunch with Ms. Elio, her straight brown hair pulled
into a determined bun. “So when I start to lose it I'll be a little
closer to normal.”

In the tumultuous months that followed, Ms. Moser often
found herself unable to remember what normal had once been.
She forced herself to renounce the crush she had long nursed on
a certain firefighter, sure that marriage was no longer an option
for her. She threw herself into fund-raising in the hopes that some-
one would find a cure. Sometimes, she raged.

She never, she said, regretted being tested. But at night, cry-
ing herself to sleep in the dark of her lavender bedroom, she
would go over and over it. She was the same, but she was also dif-
ferent. And there was nothing she could do.

The New York Times, 1, 1. March 18, 2007
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find that they are plagued by high levels of stress and depression (Gallagher-Thomp-
son et al., 2006). These findings should come as no surprise given that caregivers often
find that the parent they once knew has been replaced by a demanding, confused, emo-
tionally volatile, and sometimes physically violent stranger.

In the absence of an effective treatment for dementia, caregivers are often faced
with needing to provide 24-hour-care for a profoundly impaired family member who
may survive for many years. Some activists hope to ease the burden on caregivers by
pressing Congress to pass bills that will dramatically increase research funding for
Alzheimer’s disease and offer tax credits to dementia caregivers. The heavy emotional
toll of caring for someone with dementia is often matched by the enormous financial
demand of doing so; caregivers often have to leave their jobs or hire expensive help in
order to manage the care of their ailing parent or spouse.

The fact that Alzheimer’s disease has become the focus of major medical and leg-
islative efforts serves as an excellent example of cultural and historical relativism.
High rates of dementia have become a crisis in recent decades for two reasons: the av-
erage life span has expanded and created a larger population of older adults than ever
before and there has been a cultural shift away from extended family living arrange-
ments. All signs indicate that this crisis will grow, especially as the enormous number
of Americans born between 1946 and 1964 (commonly referred to as “baby boomers™)
continues to age. According to current calculations, Alzheimer’s disease will strike
more than 7 million Americans and cost Medicare $400 billion—nearly the size of the
entire current Medicare budget—by the year 2030 (Kantrowitz & Springen, 2007).

Amnesia

The characteristics and treatment of amnesia depend heavily on the cause of the amnesia
and the extent of any damage to the brain. The DSM-IV-TR refers to amnesias that last
less than one month as fransient, and more than one month as chronic (APA, 2000).

Biological Components and Interventions

By definition, organic amnesias result from biological causes. Some organic amnesias,
such as those caused by exposure to toxins, can resolve completely as soon as the toxic
substance leaves the body. Other amnesias, like those described below, may involve per-
vasive and/or lasting brain damage and may take weeks to years to resolve, if recovery
is to occur at all.

Encephalitis Encephalitis, or inflammation of the brain, can be caused by various
infectious agents and lead to amnesia. The nature and extent of memory loss associ-

Cultural
and historical
relativism

Encephalitis Infectious inflammation of the
brain.

Occupational hazard Unlike dissociative
amnesias, organic amnesias result from
physical trauma to the brain. Here, third
baseman Chris Donnels is attended to by the
manager and trainer of the Arizona
Diamondbacks after he experienced a
concussion while fielding a bunt.
Concussions and other head injuries often
result in some degree of memory loss.

Getty Images News and Sport Services

ated with encephalitis can vary widely depending on
the severity of the viral infection. Some people are
temporarily disoriented and then recover completely,
while others suffer from marked and persistent mem-
ory loss (O’Connor & Verfaellie, 2002).

Physical Trauma Physical trauma of the coconut-hits-
someone-on-the-head variety can, indeed, cause am-
nesia. The severity of amnesia depends on the severity
of the head injury. Amnesia caused by mild head in-
juries usually resolves quickly and spontaneously.
More severe head injuries, such as those caused by
automobile or motorcycle accidents, often cause
irreversible damage to memory and to other brain
functions such as speech and motor coordination.

v
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Korsakoff’s syndrome A form of antero-
grade amnesia caused by chronic alcoholism.

Confabulating The act of making up stories
or fabricating events to hide gaps in memory;
typically seen in people suffering from Kor-
sakoff’s syndrome.

The

importance
of context

However, head injuries are not responsible for all forms of brain damage that lead to
amnesia. Blood clots and other vascular impairments that damage areas of the brain
(known as “‘strokes”), severe nutritional deficiencies, loss or reduction of oxygen flow
to the brain, and exposure to some toxins have also been known to interfere with mem-

ory.

Korsakoff’s Syndrome Korsakoff’s syndrome is a form of anterograde amnesia caused
by chronic alcoholism (Chapter 9). Alcohol interferes with the body’s ability to metabo-
lize vitamin B (thiamine), causing serious deficiencies to accrue after years of heavy drink-
ing. Not surprisingly, poor nutritional habits often go hand-in-hand with chronic alcoholism
and only exacerbate the problem. Thiamine deficiencies damage the diencephalon, a part
of the brain made up of the thalamus and hypothalamus, and lead to difficulty recalling
newly acquired information. People suffering from Korsakoft’s syndrome seem to be
highly forgetful, yet they may deny the extent of their amnesia to themselves and others
by confabulating,—creating stories or telling lies to hide their confusion. Interestingly,
thiamine administered to recovering alcoholics improves the functioning of working mem-
ory within a matter of days (Ambrose, Bowden, & Whelan, 2001). This phenomenon led
one clinician from the Health Department of Western Australia to argue that thiamine
should be added to the Australian beer supply (Finlay-Jones, 1986).

BRIEF SUMMARY

® Delirium is caused by a wide variety of medical conditions or other factors that
temporarily compromise cognitive functions. Treatment involves addressing the
underlying cause and providing social support until the delirium has passed.

® Dementia usually results from the death of brain cells and is most commonly caused
by Alzheimer’s disease, vascular problems, or Parkinson’s, Huntington’s, or HIV dis-
ease. Some medications seem to slow brain cell death or reduce the negative effects of
neurological degeneration. Deep brain stimulation (DBS) has recently emerged as a
useful treatment for the motor symptoms associated with Parkinson’s disease. Resi-
dential treatment centers for people with dementia and support groups for their family
members are important components of the treatment of dementia.

® Depending upon the cause, amnesia can be transient or chronic. Persistent organic
amnesias tend to result from viral infections, physical trauma to the brain, or
chronic substance abuse.

Classification in Demographic Context

Demographic factors such as age, gender, class, and culture significantly affect the fre-
quency and intensity of delirium and dementia. Demographic factors do not appear to
play a major role in the prevalence or presentation of organic amnesia.

Age

Normal physical processes associated with aging predispose older adults to age-related
mental disorders such as delirium and dementia. Neural cells die, and the brain shrinks
in size and decreases in weight as a function of aging (Heden & Gabrieli, 2004). At the
neurochemical level, studies have found that healthy humans lose about 50% of D2
dopamine and acetylcholine receptors and about 20 to 40% of serotonin receptors over
the course of their lifetimes (Morgan, 1992). However, the core concept of the contin-
uum between normal and abnormal behavior is relevant here: the degree of cognitive
impairment in dementia and delirium is much more severe than the mild forgetfulness
normally associated with aging.
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Alzheimer’s disease, a prominent cause of dementia, rarely
develops before age 50, occurs in 2 to 4% of people over 65, be-
comes increasingly prevalent among people over age 75, and, as
noted, may occur in as many as 20-30% of all people over age
85 (APA, 2000). In contrast, the early symptoms of Huntington’s
disease may appear in people who are in their 40s and 50s. Delir-
ium occurs primarily in older adults suffering from medical ill-
nesses, though, as mentioned, it can occur in younger people
with high fevers, certain medical illnesses, or other brain-altering
conditions. Organic amnesia can occur in people of any age.

Gender

Dementia and delirium, disorders typically associated with ag-
ing, are more likely to occur among women because women con-
sistently outlive men. Women outnumber men by 127 to 100
between the ages of 65 and 69 and by 220 to 100 after age 85.
Some theorists have proposed that the hormonal changes asso-
ciated with menopause contribute to the higher rates of
Alzheimer’s disease in women, but studies that compare the incidence of Alzheimer’s
disease in men and women of equal age find no sex differences in terms of prevalence
(Gatz et al., 2003). Men are more likely to suffer from vascular dementia than women,
especially before the age of 75, and nearly twice as likely to suffer from Parkinson’s
disease (Romén, 2003; Van Den Eeden et al., 2003). Epidemiological studies of tran-
sient amnesia have found that the disorder occurs at equivalent rates in women and men
(Laurila et al., 2004).

Class and Culture

Increasing evidence suggests that assessment measures often used to assess cognitive
impairments may be biased against people who have little formal education. For
example, the Mini-Mental Status Examination and the Short Portable Mental Status
Questionnaire—both widely used to measure cognitive impairment—have items that
require basic literacy skills and calculation abilities and thus may falsely indicate a cog-
nitive impairment in a healthy, but poorly educated, person (Teresi et al., 2001).

Interestingly, educational activity may have a preventative effect when it comes to de-
mentias that involve a reduced number of interneuronal connections in the brain (Gatz et
al., 2001). In an example of the connection between mind and body, research indicates
that people who are engaged in lifelong learning (academic or otherwise) continuously cre-
ate new interneuronal connections. Through constant learning they add more branches—
which are technically known as dendrite arbors—to their neural dendrites and thus suffer
less cognitive impairment when affected by diseases, like Alzheimer’s, that “cut” dendrite
arbors.

Alzheimer’s disease appears to occur at equal rates among people of various eth-
nic backgrounds but to begin earlier in certain populations. A study comparing
Alzheimer’s onset in Hispanic and Caucasian Americans found that people of Hispanic
descent developed the disease nearly seven years earlier than Caucasians, even when
sex and years of education were taken into account (Clark et al., 2005). Vascular de-
mentia occurs more often in people of Asian, African, or Hispanic descent than in Cau-
casian populations (Romén, 2003). Hypertensive small-vessel disease is especially
prevalent among Asian populations, leading to high rates of stroke and, accordingly,
vascular dementia. Some studies suggest that African Americans are at higher risk for

Let me call you sweetheart
Marriage prevents a whole host of health

and psychological problems in older
individuals, especially men. Compared to
widows, widowers have more health
problems, fewer social ties, and are less
likely to have a close companion.

Christian Steinhausen/Getty Images, Inc

Mind-body

connection

Dendrite arbors Neuronal branches that al-
low neurons to communicate with each other
by sending chemical messengers (neurotrans-
mitters).
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Use it or lose it Lifelong learning
increases the number of interneuronal
connections in the brain and wards off the
effects of diseases that cause dementia.

Tim Hall/Getty Images, Inc. Critical

developing vascular dementia because they tend to have higher rates
of hypertension and diabetes than whites, but other studies have not
confirmed this association (Zarit & Zarit, 2007). The incidence of
Parkinson’s disease varies by race and ethnicity. Parkinson’s disease
occurs most frequently among members of Hispanic populations fol-
lowed by non-Hispanic whites, Asians, and people of African de-
scent (Van Den Eeden et al., 2003).

BRIEF SUMMARY

® Normal physical processes associated with aging, such as the
death of brain cells, predispose older adults to delirium and de-
mentia.

® More women than men suffer from delirium and dementia, but
only because women tend to outlive men. When age is taken into
account, women and men suffer from Alzheimer’s disease at equal
rates. Men are more likely to suffer from vascular dementia and
Parkinson’s disease than women. Amnesia occurs at equal rates in
men and women.

Assessment measures of cognitive ability may be unfairly biased
against those with little formal education, while lifelong learning
appears to reduce the effects of late-life neurological deterioration.
The various forms of dementia occur at different rates among peo-
ple from different racial and ethnic backgrounds.

What do you think are some of the most profound ways in which demo-

Thinking | graphic context variables—such as age, gender, class, and culture—shape

Question

CASE Vignette

Treatment

cognitive disorders?

Joseph e Alzheimer’s Dementia

Joseph, who had forgotten the entire trip in which he helped take
his grandson to boarding school, continued to have trouble with his
memory. He often forgot the names of his children and grandchil-
dren, and his wife was particularly distressed one afternoon when
Joseph asked her how they happened to know each other. Early one
morning Joseph’s wife woke up and found herself alone in bed. She
searched the house, and then the neighborhood for her husband,
finding him several blocks from home, still wearing his pajamas.
At that point, she knew that it was time to take her husband to the
doctor, though she felt scared of what they might learn. The physi-
cian said that Joseph was suffering from dementia, most likely due
to Alzheimer’s disease. She prescribed medications to improve
Joseph’s memory and asked if they had considered moving Joseph
into a supervised living arrangement.

Joseph’s children were strongly supportive of placing their
father in residential care because they had become increasingly
worried about what their father might do or forget next, and they
did not want their mother to be solely responsible for his care.
After Joseph had two more incidents of wandering and also
threw a temper tantrum, his wife reluctantly agreed to move him
out of their house but was insistent that she be able to move with
him. After a great deal of searching the family found a facility
that had apartments and a full-time staff that was available to
provide whatever supervision and care Joseph required. Joseph
did not seem to understand the move but accepted his new living
arrangement. His wife hated giving up their house and found it
extremely painful to watch her husband of 60 years continue to
deteriorate both cognitively and physically.



Chapter Summary I 561

CASE DISCUSSION e Alzheimer’s Dementia

Like many people suffering from Alzheimer’s disease,  was also evident in his strange behavior, such as wandering away
Joseph’s difficulties came on slowly. The initial stages of his dis-  from home in his pajamas and in the lack of inhibition that likely
ease were easy to ignore, but over time his cognitive symptoms  contributed to his temper tantrums. Joseph’s wife and children
worsened significantly. His memory failed him frequently and he ~ faced many dilemmas when making decisions about his care. They
developed agnosia (failure to recognize familiar things or people)  were initially reluctant to move him out of his house and into resi-
and aphasia (language difficulties). Joseph’s cognitive impairment ~ dential care despite evidence that he was not safe at home.

Chapter Summary

@ Delirium is usually a temporary condition in which people experience disturbed
consciousness with difficulty focusing, sustaining, or shifting attention. Dementia
is usually a progressive and permanent condition that impairs memory and other
forms of cognition. Organic amnesia involves memory impairment that results from
a physical cause and occurs in the absence of other additional cognitive impair-
ments.

® Some mild forgetfulness is normally associated with aging, but the degree of cog-
nitive impairment in dementia and delirium is much more severe than normal for-
getting and falls on the extreme end of the continuum between normal and
abnormal behavior.

® Delirium is caused by a wide variety of medical conditions or other factors that
temporarily compromise cognitive functions. Treatment involves addressing the
underlying cause and providing social support until the delirium has passed. Delir-
ium that goes untreated because it is mistaken for dementia can progress to per-
manent brain damage or even death.

® Dementia usually results from the death of brain cells and is most commonly
caused by Alzheimer’s disease, vascular problems, or Parkinson’s, Huntington’s,
or HIV disease.

® The fact that Alzheimer’s disease has become the focus of major medical and leg-
islative efforts serves as an example of cultural and historical relativism. High
rates of dementia have become a crisis in recent decades as the average life span
has expanded and created a larger population of older adults than ever before.

® Amnesia can be transient or chronic. Persistent organic amnesias tend to result
from viral infections, physical trauma to the brain, or chronic substance abuse.

® Demographic context shapes the cognitive disorders in a variety of ways: the nor-
mal physical processes associated with aging, such as the death of brain cells, pre-
dispose older adults to delirium and dementia; more women than men suffer from
delirium and dementia because women tend to outlive men; and the various forms
of dementia occur at different rates among people from different racial and ethnic
backgrounds.

® In a profound example of the connection between mind and body, research indi-
cates that lifelong learning promotes ongoing neural development and reduces the
effects of late-life neurological deterioration.
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A

Abnormal psychology/psychopathology The subfield of psy-
chology devoted to the study of mental disorders.

Active phase The second phase of schizophrenia, involving
psychotic symptoms.

Acute stress disorder Significant posttraumatic anxiety symp-
toms that occur within one month of a traumatic experience.

Adoption studies Studies designed to compare the concor-
dance rates for a given disorder of biological versus nonbiolog-
ical parent-child pairs.

Affective flattening A reduction or an absence of normal emotion.

Agnosia Loss of the ability to recognize familiar objects or
people.
Agonists Drugs that increase neurotransmission.
Agoraphobia A fear of wide open spaces or crowded places.
Alcoholism  Another term for alcohol dependence.

Alexithymia Profound difficulty in identifying and verbaliz-
ing emotions.

Alogia or poverty of speech Minimal or absent verbal com-
munication.

Amenorrhea The cessation of the menstrual cycle.

Amnesia Memory impairment that results from a physical
cause and occurs in the absence of other additional cognitive im-
pairments.

Amphetamines Synthetic stimulants with a chemical structure
similar to the neurotransmitters dopamine and norepinephrine.

Amplification The anxious magnification of minor physical
sensations, such as in people with hypochondriasis.

Amygdala A brain structure which registers the emotional sig-
nificance of sensory signals and contributes to the expression of
emotion.

Anabolic steroids A synthetic subtype of steroids resembling
testosterone that tend to increase muscle mass and are often abused
with the aim of enhancing athletic performance or physique.

Analgesia The effect of pain relief.
Anhedonia Loss of a sense of pleasure.
Animism Belief in the existence and power of a spirit world.

Anorexia nervosa A disorder involving extreme thinness, of-
ten achieved through self-starvation.

Antagonists
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Drugs that reduce or block neurotransmission.

Anterograde amnesia The inability to recall events that oc-
curred after a trauma.

Antigens Foreign substances, such as viruses or bacteria, that
typically trigger an immune system response.

Antipsychotic medications Medications that reduce psychotic
symptoms.

Antisocial personality disorder Personality traits involving
profound disregard for, and violation of, the rights of others.

Anxiety An unpleasant emotion characterized by a general
sense of danger, dread, and physiological arousal.

Anxiolytic An anxiety-reducing effect.

Aphasia The gradual deterioration of receptive or expressive
language skills.

Apraxia Difficulty executing common physical actions due to
impairments in the brain’s ability to signal specific physical
movements.

Asperger’s disorder A pervasive developmental disorder
characterized by the social impairments typical of autism and
unimpaired, often superior, language and cognitive skills.

Assertive community treatment (ACT) A treatment program
for schizophrenia that offers frequent and coordinated contact
with a wide variety of professionals in an effort to decrease re-
lapses and rehospitalizations.

Assessment The process of gathering information in order to
make a diagnosis.

Asthma A medical condition in which the airways to and from
the lungs become periodically constricted.

Ataque de nervios A term used in some Latino cultures to de-
scribe an episode of intense anxiety.

Attention deficit and disruptive behavior disorders A broad
diagnostic category that includes attention deficit/hyperactivity
disorder, oppositional defiant disorder, and conduct disorder.

Attention deficit/hyperactivity disorder A disruptive behav-
ior disorder involving symptoms of inattention, hyperactivity,
and impulsivity.

Attributions
Atypical or second-generation antipsychotics Newer an-

tipsychotic medications that target both positive and negative
symptoms of schizophrenia.

People’s beliefs about the causes of events.

Autism A pervasive developmental disorder characterized by
impaired social and communication skills, and rigid and repeti-
tive patterns of behavior.



Autonomic nervous system (ANS) The part of the peripheral
nervous system that regulates involuntary bodily systems, such
as breathing and heart rate; it is made up of the sympathetic and
parasympathetic nervous system.

Auto-suggestive disorder Disorder in which an individual
convinces themselves, through a process akin to self-hypnosis,
that they have lost some form of physical functioning.

Aversion therapy Behavioral technique involving pairing an
unwanted behavior with an aversive stimulus in order to classi-
cally condition a connection between them.

Avoidant personality disorder Personality traits involving so-
cial inhibition, feelings of inadequacy, and hypersensitivity to
negative evaluation.

Avolition Reduced or absent motivation.

Azaspirones Drugs that treat anxiety by regulating serotonin.
B
Barbiturates Sedative drugs formerly used to treat anxiety.

Basal ganglia A subcortical brain structure involved in the reg-
ulation of movement.

Beck Depression Inventory-I1 (BDI-II) A widely used de-
pression symptom questionnaire.

Behavioral inhibition A temperamental style marked by the
tendency to be quiet and withdrawn in novel situations.

Behaviorism The theoretical perspective that emphasizes the
influence of learning, via classical conditioning, operant condi-
tioning, and modeling, on behavior.

Benzodiazepines Sedative drugs that treat anxiety by increas-
ing the activity of gamma-aminobutyric acid (GABA).
Beta-blockers Drugs that treat anxiety by decreasing the ac-
tivity of norepinephrine.

Binge drinking A dangerous practice of rapid alcohol con-

sumption, defined as four or more drinks in a row for a woman
or five or more drinks in a row for a man.

Binge eating disorder A diagnostic category currently under
study that describes recurrent episodes of binge eating not fol-
lowed by compensatory behaviors.

Binge-eating/purging type anorexia Anorexia in which the
individual loses weight by bingeing and purging.
Biofeedback training Training people to attend to and par-

tially control autonomic physiological functions with the help of
visual feedback.

Biopsychosocial model A perspective in abnormal psychology
that integrates biological, psychological, and social components.
Bipolar disorders Mood disorders in which an individual ex-
periences both abnormally low and high moods.
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Bipolar I disorder Combination of major depressive episodes
and manic episodes.

Bipolar II disorder Combination of major depressive
episodes and hypomanic episodes.

Body dysmorphic disorder Preoccupation with an imagined
or exaggerated defect in physical appearance.

Borderline personality disorder Personality traits involving
instability in interpersonal relationships, self-image, and emo-
tions, impulsivity, and self-destructive behavior.

Brief psychotic disorder DSM-IV-TR diagnosis involving a
psychotic episode that has all the features of schizophrenia but
lasts less than one month.

Bulimia nervosa A disorder involving repeated binge eating
followed by compensatory measures to avoid weight gain.

C
Caffeine A mild stimulant found in many foods and beverages.

Cancer A disease characterized by the uncontrolled growth of
malignant cells in some part of the body.

Catastrophes Extreme and unusual negative events that in-
variably cause significant stress.

Catastrophizing A cognitive distortion involving the tendency
to view minor problems as major catastrophes.

Catatonia Psychomotoric symptoms ranging from extreme
immobility and unresponsiveness to extreme agitation.

Catatonic schizophrenia Subtype marked by psychomo-
toric symptoms, such as rigid physical immobility and unre-
sponsiveness (catatonic stupor) or extreme behavioral agitation
(catatonic excitement), muteness, and, occasionally, echolalia
and echopraxia.

Categorical system A diagnostic system, like the DSM sys-
tem, in which individuals are diagnosed according to whether or
not they fit certain defined categories.

Central nervous system (CNS) The control center for trans-
mitting information and impulses throughout the body, consist-
ing of the brain and the spinal cord.

Chemical castration A biological intervention for some para-
philias designed to suppress testosterone levels.

Childhood disintegrative disorder A pervasive developmen-
tal disorder that occurs in both boys and girls and begins after at
least two years of normal development.

Chronic stress  Ongoing stress related to difficult everyday life
circumstances such as poverty or long-term family strife.
Clang associations
sounding words.

Nonsense sequences of rhyming or like-

Classical conditioning Learning that takes place via automatic
associations between neutral stimuli and unconditioned stimuli.
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Client-centered therapy A humanistic treatment approach de-
veloped by Carl Rogers.

Cocaine A powerful stimulant derived from the leaves of the
coca plant.

Codependency A relationship in which family member(s) un-
consciously collude with the substance misuse of another mem-
ber even though they may consciously oppose it.

Cognitive appraisal An individual’s perception of a poten-
tially stressful event which weighs the event’s potential threat
against resources available for managing the event.

Cognitive distortions Irrational beliefs and thinking processes.

Cognitive restructuring Therapy techniques that focus on
changing irrational and problematic thoughts.

Cognitive schemas Mental models of the world that are used
to organize information.

Cognitive triad In cognitive theory, the triad consisting of
one’s self, one’s future, and one’s world.

Cognitive-behavioral
behavioral principles.

Approaches that combine cognitive and

Cognitive-behavioral stress management An intervention
designed to enhance or maintain adaptive coping strategies and
decrease maladaptive coping strategies.

Communication deviance Odd or idiosyncratic communica-
tions in families.

Comorbid When 2 or more disorders are present in one person,
or a general association between 2 or more different disorder.

Comorbidity The presence of two or more disorders in one
person, or a general association between two or more different
disorders.

Compulsions Irrational rituals that are repeated in an effort to
control or neutralize the anxiety brought on by obsessional
thoughts.

Concordance rate In a group of twins, the percentage who
both have the same disorder.

Conditioned response The response elicited by a conditioned
stimulus.

Conditioned stimulus A previously neutral stimulus that ac-
quires the ability to elicit a response through classical condi-
tioning.

Conduct disorder A disruptive behavior disorder involving
the consistent violation of the rights of others and significant age-
appropriate norms.

Confabulating The act of making up stories or fabricating
events to hide gaps in memory; typically seen in people suffer-
ing from Korsakoff’s syndrome.

Conscious Descriptively, mental contents that are within
awareness; also, the rational part of the mind in Freud’s topo-
graphic theory.

Contingency management The use of reinforcements and
punishments to shape behavior in adaptive directions.
Continuous amnesia Loss of memory that begins at a specific

time, continues through to the present, and prevents the retention
in memory of new experiences.

Controlled outcome research Studies that systematically ex-
amine groups of clients being treated for the same disorder.
Conversion disorder Specific symptoms or deficits in volun-
tary motor or sensory functions with no physiological cause.
Correlation A statistical term for a systematic association be-
tween variables.

Cortex The folded matter on the outside of the brain that con-
trols humans’ advanced cognitive functions.

Cortisol
to stress.

A hormone released by the pituitary gland in response

Countertransference The therapist’s feelings about the client.

Covert desensitization Behavioral desensitization interven-
tion for phobias in which the client practices relaxation tech-
niques while imagining being confronted with the feared
stimulus.

Covert response prevention Exposure and response preven-
tion in obsessive-compulsive disorder for clients whose compul-
sions are mental processes (not behaviors).

Covert sensitization Behavioral intervention involving pair-
ing unpleasant emotional images with unwanted behaviors, such
as drug use.

Cross-tolerance Tolerance extending across drugs within a
class.

Cyclothymic disorder Two years or more of consistent mood
swings between hypomanic highs and dysthymic lows.

D

D, receptors Receptors involved in dopamine transmission
that are thought to play a role in symptoms of schizophrenia.

Daily hassles Minor stresses of everyday life.

Defense mechanisms Unconscious, automatic mental processes
that reduce anxiety by warding off unacceptable thoughts and
feelings.

Deinstitutionalization The social policy, beginning in the
1960s, of discharging large numbers of hospitalized psychiatric
clients into the community.

Delirium A transient cognitive disorder involving disruptions
in attention, and changes in cognitive capacity such as memory
loss, disorientation, or language problems.



Delusional disorder DSM-IV-TR diagnosis involving non-
bizarre delusions lasting at least one month.

Delusions Fixed, false, and often bizarre beliefs.

Dementia A progressive cognitive disorder involving the de-
velopment of multiple cognitive deficits, including both memory
impairment and aphasia, apraxia, agnosia, or disturbance in ex-
ecutive functioning.

Dementia praecox An early term for schizophrenia, from the
Greek for “premature dementia.”

Dendrite arbors Neuronal branches that allow neurons to
communicate with each other by sending chemical messengers
(neurotransmitters).

Denial A defense mechanism in which an individual fails to
acknowledge an obvious reality.

Dependent personality disorder Personality traits involving
submissive and clinging behavior related to an excessive need to
be cared for by others.

Depersonalization disorder Persistent and distressing feelings
of being detached from one’s mind or body.

Depressants Substances that slow CNS functions.

Depression State of abnormally low mood, with emotional,
cognitive, motivational, and/or physical features.

Descriptive Design Collection of quantitative and/or qualita-
tive data that can be organized to present an accurate overview
or detailed example of a phenomenon of interest.

Design Statistical examination of the systematic associations
between two or more variables of interest.

Devaluation A defense mechanism in which someone or
something external is disparaged in order to protect against neg-
ative feelings about oneself.

Developmental psychopathology A subfield within abnormal
psychology that considers abnormal behavior in light of devel-
opmental processes.

Diagnoses Categories of disorders or diseases according to a
classification system.

Diathesis-stress model The view that the development of a
disorder requires the interaction of a diathesis (predisposing
cause) and a stress (precipitating cause).

Dichotomous reasoning A cognitive distortion involving
thinking in terms of extremes and absolutes.

Dimensional system A diagnostic system in which individu-
als are rated for the degree to which they exhibit traits along cer-
tain dimensions.

Disengaged families Families in which relationships tend to
be distant and unemotional.
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Disorganized schizophrenia Typically the most severe sub-
type, characterized by the prominence of disorganized speech,
disorganized behavior, and flat or inappropriate affect.

Disorganized speech Severe disruptions in the process of
speech.

Disorganized speech or thought Severe disruptions in the
process of speaking or thinking.

Displacement A defense mechanism in which feelings about
someone or something are unconsciously shifted onto someone
or something else.

Dissociation A significant disruption in one’s conscious expe-
rience, memory, sense of identity, or any combination of the
three, without a physical cause.

Dissociative amnesia Psychogenic loss of ability to recall im-
portant personal information, usually of a traumatic or stressful
nature.

Dissociative fugue Sudden and unexpected travel away from
home accompanied by forgetting of one’s past and personal identity.

Dissociative identity disorder Presence of two or more dis-
tinct personalities or identity states that recurrently control an in-
dividual’s behavior.

Dopamine A neurotransmitter thought to be specifically re-
lated to positive symptoms of schizophrenia and to pleasure reg-
ulation.

Dopamine hypothesis The hypothesis that excess dopamine
transmission causes the psychotic symptoms of schizophrenia.

Double-bind communication Contradictory messages such as
Be independent!” but “Never leave me!” that put the child in a
“damned if you do, damned if you don’t” position.

Down syndrome A form of mental retardation caused by hav-
ing three twenty-first chromosomes; characterized by mild men-
tal retardation and distinctive physical features.

Downward drift The decline in socioeconomic status of indi-
viduals with schizophrenia relative to their families of origin.

Draw-A-Person Test (DAP) A projective test in which clients
are asked to draw pictures of themselves and other people.

Dual diagnosis The coexistence of a substance use diagnosis
and another Axis I or II diagnosis for a client.

Dyscalculia A learning disorder in which academic achieve-
ment in mathematics is substantially below what would be ex-
pected given the child’s age, intelligence, or education.

Dysgraphia A learning disorder in which academic achieve-
ment in written expression is substantially below what would be
expected given the child’s age, intelligence, or education.

Dyslexia A learning disorder in which academic achievement
in reading is substantially below what would be expected given
the child’s age, intelligence, or education.
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Dyspareunia Persistent genital pain associated with sexual in-
tercourse, causing distress or interpersonal difficulty.

Dysthymic disorder Two years or more of consistently de-
pressed mood and other symptoms that are not severe enough to
meet criteria for a major depressive episode.

E

Eating disorder not otherwise specified The DSM-IV-TR di-
agnosis for eating behaviors which are disordered but do not
meet diagnostic criteria for either anorexia or bulimia.

Echolalia A speech abnormality in which a person mimics
what they have just heard; seen in autism.

Echopraxia Repeating the gestures of others.

Ecstasy (MDMA) A synthetic amphetamine/stimulant with
some hallucinogenic properties.

ECT (electroconvulsive therapy) A biological intervention
for severe depression involving sending electric current through
the skull to produce seizures.

Ego In Freud’s structural theory, the part of the mind that is ori-
ented to the external world and mediates the demands of the id
and superego.

Ego-dystonic Behaviors, thoughts, or feelings that are experi-
enced by an individual as distressing and unwelcome.

Ego-dystonic homosexuality A DSM-III diagnosis, since
eliminated, that referred to homosexuality that was distressing
and unwanted by the client.

Ego-syntonic Behaviors, thoughts, or feelings that are experi-
enced by an individual as consistent with their sense of self.

Electroconvulsive therapy (ECT) A treatment for severe de-
pression that involves passing electric current through the brain
to induce seizures.

Electrolytes Charged molecules that regulate nerve and mus-
cle impulses throughout the body.

Empirically supported treatments (ESTs) Specific forms of
therapy that have been shown, by certain standards, to be help-
ful for specific disorders.

Encephalitis Infectious inflammation of the brain.

Endocrine system The system of glands that controls the pro-
duction and release of hormones.

Endogenous Internal or natural.

Endorphins Brain chemicals that reduce pain and produce
pleasurable sensations; sometimes referred to as the body’s “nat-

ural opioids.”
Enkephalins The first endogenous opioids to be discovered.

Enmeshed Families in which boundaries between members
are weak and relationships tend to be intrusive.

Escape into fantasy A defense mechanism in which an individ-
ual avoids unpleasant feelings by focusing on pleasant daydreams.

Essential hypertension Hypertension for which no physio-
logical cause can be found.

Executive functioning The ability to develop and execute
complex plans.

Exhibitionism Recurrent, intense sexually arousing fantasies,
sexual urges, or behaviors involving the exposure of one’s geni-
tals to an unsuspecting stranger.

Experimental Design Isolation and manipulation of a limited
number of variables under highly controlled conditions in order
to test specific causal hypotheses.

Explanatory style The patterned ways (such as pessimism) in
which people perceive and explain the causes of life events.

Exposure Technique of deliberately confronting a conditioned
stimulus (such as a feared object) in order to promote extinction.

Exposure and response prevention A behavioral intervention
in which clients are encouraged to confront a frightening thought
or situation and then prevented from engaging in anxiety-
reducing behaviors.

Expressed emotion (EE) High levels of criticism and overin-
volvement in families.

Extinction The weakening of a connection between a condi-
tioned stimulus and a conditioned response.

F

Factitious disorders Physical disorders that are intentionally pro-
duced, or faked, because the person wants to be perceived as sick.

Family pedigree studies Studies designed to investigate
whether a disorder runs in families.

Family systems The theoretical perspective that focuses on the
importance of family dynamics in understanding and treating
mental disorders.

Fear hierarchy In systematic desensitization, a list of feared
situations ranging from least to most terrifying.

Female orgasmic disorder Persistent delay in, or absence of,
orgasm following a normal sexual excitement phase, causing dis-
tress or interpersonal difficulty.

Female sexual arousal disorder Persistent inability to attain,
or maintain, an adequate lubrication-swelling response of sexual
excitement, causing distress or interpersonal difficulty.

Fetal alcohol syndrome Mental retardation and a variety of

physical abnormalities that result from prenatal exposure to al-
cohol.

Fetishism Recurrent, intense sexually arousing fantasies, sex-
ual urges, or behaviors involving the use of nonliving objects.



Fight-or-flight response Extreme sympathetic nervous system
arousal that prepares animals to flee or attack when faced with
danger.

Flashback A vivid and often overwhelming recollection of a
past traumatic experience.

Flipped switch theory The hypothesis that continued use of a
substance can precipitate a biologically based switch from con-
trolled use to addiction.

Flooding Intensive exposure to a feared stimulus.
Fragile X syndrome A chromosomal disorder resulting in

learning disabilities or mental retardation, distinctive physical fea-
tures such as long faces and large ears, and behavioral difficulties.

Frotteurism Recurrent, intense sexually arousing fantasies,
sexual urges, or behaviors involving touching and rubbing
against a nonconsenting person.

G

Gamma-aminobutyric acid (GABA) A neurotransmitter that
inhibits nervous system activity.

Gender

Gender identity disorder (GID or transsexualism) A DSM-
IV-TR disorder involving intense discomfort with one’s biolog-
ical sex and the desire to change sexes.

A person’s psychological sense of being male or female.

General Adaptation Syndrome According to some theories,
a three-stage response—alarm, resistance, and exhaustion—that
occurs when animals (including humans) are faced with chroni-
cally stressful circumstances.

General paresis A disease, due to a syphilis infection, that can
cause psychosis, paralysis, and death.

Generalized amnesia Loss of memory for events and infor-
mation, including information pertaining to personal identity,
from the time both before and after a traumatic event.

Generalized anxiety disorder Chronic, pervasive, and debil-
itating nervousness.

Genetic linkage Studies looking for the specific genetic ma-
terial that may be responsible for the genetic influence on par-
ticular disorders.

Genogram Diagram of the structure of a family.

GHB Gamma-hydroxybutyrate, a so-called natural bodybuild-
ing and sleep aid that has become a popular club drug.

Global Assessment of Functioning (GAF) A scale rating an in-
dividual’s level of functioning used for Axis V of the DSM-IV-TR.

Glutamate A neurotransmitter involved in schizophrenic
symptoms and many other functions.

Grossly disorganized behavior Bizarre or disrupted behav-
ioral patterns, such as dishevelment, extreme agitation, uncon-
trollable childlike silliness, or an inability to perform simple
activities of daily living.
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H

Half-life The amount of time it takes for half of a substance to
be eliminated from the body.

Hallucinations Abnormal sensory experiences, such as hear-
ing or seeing nonexistent things.

Hallucinogens Substances that produce hallucinatory changes
in sensory perception.

Hippocampus A brain structure involved in the formation of

memories.

Histrionic personality disorder Personality traits involving
excessive, superficial emotionality and attention seeking.

Homeostasis The tendency of systems, such as family sys-
tems, to maintain a stable pattern.

Hormones Chemicals released by the endocrine system that
regulate sexual behavior, metabolism, and physical growth.

HPA axis A brain system involving the hypothalamus, pitu-
itary gland, and adrenal cortex that regulates the release of stress
hormones into the bloodstream.

Humours Four bodily fluids believed, by Hippocrates and
Greek doctors, to control health and disease.

Hypertension Chronically elevated blood pressure.

Hypnotics Substances used to promote sleep.

Hypoactive sexual desire Persistently deficient sexual fan-
tasies and deficient desire for sexual activity, causing distress or
interpersonal difficulty.

Hypochondriasis Preoccupation with the fear of contracting,
or the mistaken idea that one has, a serious disease.

Hypofrontality A general decrease in activity in the prefrontal
cortex.

Hypomanic episode A less extreme version of a manic
episode that is not severe enough to significantly interfere with
functioning.

Hypothalamus A subcortical brain structure that controls the
endocrine, or hormonal, system.

Hysteria A term used for centuries to describe a syndrome of
neurological-seeming symptoms without a neurological cause,
now classified as conversion disorder.

I

Iatrogenic (eye-at-row-GEN-ick) A disorder unintentionally
caused by a treatment.

Id In Freud’s structural theory, the part of the mind containing
instinctual urges.

Idealization A defense mechanism in which someone or
something is seen as being perfect or wonderful in order to pro-
tect against negative feelings.
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Ideas of reference Idiosyncratic beliefs that normal events
contain “special” meanings.

Identification Taking on the traits of someone else; sometimes
used as a defense mechanism.

Identification with the aggressor A defense mechanism in
which an individual causes others to experience the victimiza-
tion, powerlessness, or helplessness that he or she has experi-
enced in the past.

Identified patient The member of the family identified by the
family as having problems; family systems theorists see this as a
manifestation of a problem in the family system, not in an indi-
vidual member.

Immunosuppression Sub-normal functioning of the immune
system.

Impaired sensory gating Difficulty processing sensory input.

In vivo desensitization Behavioral desensitization training
in which the client is actually confronted with the feared
stimulus.

Inclusion classrooms Classrooms where children with special
academic needs (learning impairments, mental retardation) are
taught alongside normally functioning children rather than in
special education settings.

Information bias Bias based on researchers only studying
variables already believed to be related to the phenomena in
question.

Inhalants Chemicals that produce a “high” when inhaled.

Insulin coma The deliberate induction of a seizure and coma
using insulin; formerly used to treat certain mental disorders.

Intellectualization A defense mechanism in which a de-
tached rational approach is used to protect against upsetting
emotions.

Intelligence quotient (IQ) A measurement, obtained by intel-
ligence tests, of overall intellectual ability.

Interjudge reliability Consistency or agreement between mul-
tiple judges.

Interoceptive exposure Deliberate induction of the physio-
logical sensations typically associated with a panic attack.

Interpersonal psychotherapy (IPT) An influential current
treatment for depression that integrates psychodynamic, cogni-
tive, and behavioral components.

Investigator bias Bias based on the influence of the re-
searchers’ expectations or preferences on the study’s results.

Isolation of affect A defense mechanism in which thoughts
occur without associated feelings.

K

Ketamine A shorter-acting derivative of PCP still used as an
anesthetic.

Korsakoff’s syndrome A form of anterograde amnesia caused
by chronic alcoholism.

L

Labeling A cognitive distortion in which people or situations
are characterized on the basis of global, not specific, features.

Law of effect Thorndike’s principle that behaviors followed by
pleasurable consequences are likely to be repeated while behav-
iors followed by aversive consequences are not.

Learned helplessness Cognitive-behavioral theory in which
animals give up adaptive responding after prior experience with
inescapable punishments.

Learning disorders Deficits in specific academic skills com-
pared to what would be expected given a child’s age, schooling,
and intelligence.

Life events Life changes, both positive and negative, that re-
quire adaptation.

Limbic system A group of subcortical structures involved in
the experience and expression of emotions and the formation of
memories.

Lithium A naturally occurring salt that is the main mood sta-
bilizing medication for bipolar disorders.

Localized amnesia Loss of memory for all of the events that
occurred within a circumscribed period of time.

Locus coeruleus A part of the brain stem associated with ac-
tivation of the sympathetic nervous system.
Longitudinal Research that studies subjects over time.

Loose associations
thoughts.

A sequence of logically disconnected

LSD Lysergic acid diethylamide, a potent synthetic hallucinogen.

M

Magical thinking Believing that one’s thoughts influence ex-
ternal events.

Major depressive disorder The occurrence of one or more
major depressive episodes.

Major depressive episode A two-week or longer period of
depressed mood along with several other significant depressive
symptoms.

Major tranquilizers
tions.

Another name for antipsychotic medica-

Maladaptive emotional scheme A humanistic term for pat-
terns of thought and feeling that emerge around salient emotional
experiences (usually in childhood) and are activated in similar
situations during adulthood.

Male erectile disorder Persistent inability to attain, or main-
tain, an adequate erection, causing distress or interpersonal dif-
ficulty.



Male orgasmic disorder Persistent delay in, or absence of, or-
gasm following a normal sexual excitement phase, causing dis-
tress or interpersonal difficulty.

Malingering The act of purposely feigning illness in order to
get out of an obligation.

Mania State of abnormally high mood, with emotional, cog-
nitive, motivational, and/or physical features.

Manic episode A one-week or longer period of manic symp-
toms causing impairment in functioning.

MAO inhibitors (monoamine oxidase inhibitors) A “first-
generation” antidepressant; they inhibit the enzymes that oxidize
monoamines, thus enhancing neurotransmission.

Marijuana The world’s most widely used illegal substance;
derived from the cannabis plant.

Masturbatory satiation (orgasmic reconditioning) A be-
havioral treatment for paraphilias in which the client masturbates
to “normal” sexual stimuli to reinforce this behavior.

Maturationist A theory of child development in which spe-
cific developmental stages are believed to unfold in a natural and
predictable fashion.

Melancholia An early historical term for depression.

Mental health parity A political movement advocating that
mental disorders should be covered by health insurance on par
with physical disorders.

Mental retardation Severely impaired intellectual function-
ing and adaptive behavior.

Mental Status Exam A series of questions designed to assess
whether a client has major problems with cognitive functions and
orientation to reality.

Mescaline A hallucinogenic substance found in peyote.

Meta-analysis A re-analysis of the combined results of many
previous research studies.

Migraine headaches Painful headaches that result from the
constriction of blood vessels in the cranium and are often her-
alded by extreme sensitivity to light and sound, dizziness, nau-
sea, or vomiting.

Milieu treatment An institutional treatment philosophy in
which clients take active responsibility for decisions, about the
management of their environment and their therapies.

Minnesota Multiphasic Personality Inventory-2 (MMPI-2)
A widely used personality questionnaire.

Modeling Learning based on observing and imitating the be-
havior of others.

Monoamine hypothesis The hypothesis that depression is par-
tially caused by insufficient neurotransmission of monoamines.

Monoamines A class of neurotransmitters involved in mood
disorders, including norepinephrine, dopamine, and serotonin.
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Mood episodes Periods of abnormal mood that are the build-
ing blocks of the DSM-IV-TR mood disorders.

Motivational interviewing A multimodal therapy method for
enhancing motivation to change by exploring and resolving am-
bivalence.

Multi-modal A treatment strategy that integrates a variety of
theoretical perspectives.

N

Narcissistic personality disorder Personality traits involving
extreme grandiosity, need for admiration, and lack of empathy.

Narcosynthesis The use of medication to promote therapeutic
remembering; used during World War II to help soldiers re-
member forgotten traumatic incidents.

Narcotics Another term for opioids.

Natural categories Categories that usually work reasonably
well in everyday life despite their lack of precision.

Natural selection The evolutionary theory and process by
which organisms, over generations, tend to change and develop
traits and behaviors that enhance survival and reproduction.

Negative automatic thoughts
negative cognitive schemas.

Negative thoughts generated by

Negative cognitive triad Irrationally negative thinking about
the self, the world, and the future.

Negative reinforcement Increasing the probability of a behavior
by removing an unpleasant stimuli when the behavior occurs.

Negative or Type II symptoms of schizophrenia Symptoms
that represent pathological deficits, such as flat affect, loss of
motivation, and poverty of speech.

Neologisms Made-up words, like “headvise” for headache.

Nervios A term used by Latino populations in Latin America
and in the United States to describe a range of symptoms of nerv-
ous distress.

Network therapy A treatment for substance misuse that em-
phasizes engagement of the client’s social network of friends and
family in treatment.

Neuritic plaques Abnormal protein deposits surrounded by
clusters of degenerated nerve endings, typically found at the
end of neuronal axons in people suffering from Alzheimer’s
dementia.

Neurofibrillary tangles Tangled strands of the fibers that
normally make up a cortical cell’s internal skeleton; typically
found in people suffering from Alzheimer’s dementia.

Neuroleptic Another name for an antipsychotic medication.
Neuron An individual nerve cell.

Neurotransmitters Chemicals that allow neurons in the brain
to communicate by traveling between them.
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Nicotine A mild stimulant found in the leaves of the tobacco
plant.

Non-purging type bulimia Bulimia in which the individual
tries to avoid weight gain from binges by burning off calories,
usually through fasting or engaging in excessive exercise.

Norepinephrine A neurotransmitter associated with the acti-
vation of the sympathetic nervous system; involved in depression
and panic attacks.

Normalization An intervention approach for people suffering
from mental retardation that aims to promote the most normal
functioning possible by teaching academic, language, social, and
daily living skills.

(0]

Obesity The condition of being twenty percent or more over
ideal weight.

Obsessions Unwanted and upsetting thoughts or impulses.

Obsessive-compulsive disorder An anxiety disorder in which
distressing and unwanted thoughts lead to compulsive rituals that
significantly interfere with daily functioning.

Obsessive-compulsive personality disorder Personality traits
involving preoccupation with orderliness, perfectionism, and
control at the expense of spontaneity, flexibility, and enjoyment.

Oedipus complex A phase during normal development when
children desire an exclusive loving relationship with the parent
of the opposite sex.

Operant conditioning A form of learning in which behaviors
are shaped through rewards and punishments.

Opioids All of the derivatives—natural and synthetic—of the
opium poppy.

Oppositional defiant disorder A disruptive behavior disorder
involving consistently negativistic, hostile, and defiant behavior.
Optimism In cognitive terms, the tendency to make external,

specific, and unstable explanations of negative events; associated
with good health.

P
Pain disorder Physical pain without a physiological explanation.

Panic attack Discrete episode of acute terror in the absence of
real danger.

Panic disorder Panic attacks that cause ongoing distress or
impairment.

Paradigms Overall scientific worldviews, which, according to
philosopher of science Thomas Kuhn, radically shift at various
points in history.

Paranoid personality disorder Personality traits involving ex-
treme distrust and suspiciousness.

Paranoid schizophrenia The most common subtype, charac-
terized by predominant symptoms of delusions and auditory
hallucinations, with relatively intact cognitive and emotional
functioning.

Paraphilias DSM-IV-TR disorders involving persistent sexual
desires or preferences that are considered abnormal.

Parasympathetic nervous system The part of the autonomic
nervous system that regulates the body’s calming and energy-
conserving functions.

Parkinsonism The stiffness and tremors associated with
Parkinson’s disease.

PCP Phencyclidine, a substance of abuse originally developed
as an animal anesthetic.

Pedophilia Recurrent, intense sexually arousing fantasies, sex-
ual urges, or behaviors involving sexual activity with a prepu-
bescent child or children.

Peripheral nervous system (PNS) Network of nerves
throughout the body that carries information and impulses to and
from the CNS.

Personal therapy An adjunctive therapy for schizophrenia that
combines cognitive, behavioral, psychodynamic, and humanis-
tic principles and helps clients solve the practical problems of
daily life.

Personality An individual’s unique and stable way of experi-
encing the world that is reflected in a predictable set of reactions
to a variety of situations.

Personality disorders Disorders characterized by extreme and
rigid personality traits that cause distress or impairment.
Personality traits Behavioral tendencies that are relatively sta-
ble across time and place.

Personalization A cognitive distortion in which one wrongly
assumes that he or she is the cause of a particular event.

Pervasive developmental disorders
several areas of development.

Severe impairment in

Pessimism In cognitive terms, the tendency to make internal,
global, and stable explanations of negative events; associated
with depression.

Pessimistic explanatory (attributional) style The tendency
to make internal, global, and stable explanations of negative
events.

Peyote A small, carrot-shaped cactus containing mescaline
found mostly in Mexico and Central America.

Phallometric assessment Measurement of penile responses to
various stimuli.

Phenothiazines Chemical name for the first-generation an-
tipsychotic medications.



Phenylketonuria A genetic disorder in which the liver fails to
produce an enzyme that metabolizes phenylalanine; it can cause
retardation, hyperactivity, and seizures in humans.

Phobia An intense, persistent, and irrational fear and avoid-
ance of a specific object or situation.

Polygenic Involving multiple genes.
Polysubstance abuse The misuse of three or more substances.

Polythetic Diagnostic criteria sets in which a person is re-
quired to meet a minimum number of predetermined diagnostic
criteria in order to warrant a diagnosis—no one criterion is crit-
ical to the overall diagnosis.

Positive or Type I symptoms of schizophrenia Symptoms
that represent pathological excesses, exaggerations, or distortions
from normal functioning, such as delusions, hallucinations, and
disorganized speech, thought, or behavior.

Posttraumatic model A theory of dissociative identity disor-
der that argues that it results from traumatic childhood experi-
ences.

Posttraumatic stress disorder Significant posttraumatic anx-
iety symptoms occurring more than one month after a traumatic
experience.

Precipitating cause The immediate trigger or precipitant of an
event.

Preconscious In Freud’s topographic model, mental contents
that are not the focus of conscious attention but are accessible be-
cause they are not repressed.

Predisposing cause The underlying processes that create con-
ditions making it possible for a precipitating cause to trigger an
event.

Prefrontal lobotomy The surgical destruction of brain tissue
connecting the prefrontal lobes with other areas of the brain.

Premature ejaculation Persistent ejaculation with minimal sex-
ual stimulation before, on, or shortly after penetration and before
the person wishes it, causing distress or interpersonal difficulty.

Prepared conditioning Classical conditioning based on an
evolutionarily derived sensitivity to certain stimuli that were
dangerous in an ancestral environment.

Primary gain The relief of anxiety that occurs when an emo-
tional conflict is converted into a physical symptom.

Primary prevention Intervention that aims to prevent prob-
lems before they begin.

Primary process thought The illogical, childlike mode of
thinking that is associated with the unconscious mind.
Prodromal phase The first stage of schizophrenia in which
symptoms are developing.
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Projection A defense mechanism in which an individual at-
tributes his or her own unacceptable emotions to someone or
something else.

Projective tests Tests designed to measure client characteris-
tics based on clients’ responses to and interpretations of am-
biguous stimuli.

Prolonged imaginal exposure A behavioral intervention in
which clients suffering from posttraumatic stress disorder are
encouraged to describe the traumatizing experience(s) in
detail.

Prospective Research based on data that is collected as the
events being studied are occurring, rather than recalling them ret-
rospectively.

Psilocybin The active ingredient found in mushrooms with
hallucinogenic properties.

Psychodynamic The theoretical perspective that began with
Freud’s work and is associated with emphasis on unconscious
mental processes, emotional conflict, and the influence of child-
hood on adult life.

Psychoneuroimmunology A field that investigates the inter-
action between emotional phenomena and immune system func-
tioning.

Psychophysiological disorders Medical illnesses caused or

exacerbated by stress.

Psychophysiology The study of physical disorders caused or
exacerbated by stress or emotional factors.

Psychosis A state of being profoundly out of touch with reality.
Psychosocial dwarfism A rare disorder in which the physical
growth of children deprived of emotional care is stunted.

Psychotic A state of being profoundly out of touch with reality.
Psychotropic Medications designed to affect mental functioning.

Punishment In operant conditioning theory, any environmen-
tal response to a behavior that decreases the probability that the
behavior will be repeated.

Purging type bulimia Bulimia in which the individual tries to
avoid weight gain from binges by physically removing ingested
food from her body, usually through vomiting or the use of
laxatives.

R

Reaction formation A defense mechanism in which an un-
wanted impulse or emotion is turned into its opposite.

Recall bias
events.

Bias based on distortion in memories for past

Receptors The areas of a neuron that receive neurotransmit-
ters from adjacent neurons.
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Reductionism Explaining a disorder or other complex phe-
nomenon using only a single idea or perspective.

Regression A defense mechanism that involves a return to
childlike behavior in order to avoid anxieties associated with pro-
gressive development.

Reinforcement In operant conditioning theory, any environ-
mental response to a behavior that increases the probability that
the behavior will be repeated.

Relaxation training Technique for teaching people to calm
themselves by regulating their breathing and attending to bodily
sensations.

Reliability The consistency of a test or category system or the
raters using them.

Repression A defense mechanism consisting of the forgetting
of painful or unacceptable mental content.

Repressive coping A coping style characterized by general
suppression of negative emotions.

Residual phase The third stage of schizophrenia, in which the
individual is no longer psychotic but still shows signs of the
disorder.

Residual schizophrenia Subtype in which clients have
clearly met the criteria for schizophrenia in the past, and there
is ongoing evidence of the disorder but without current psy-
chotic symptoms.

Restricting type anorexia Anorexia in which the individual
loses weight by severely restricting food intake.

Retrograde amnesia The inability to recall events that occurred
before a trauma.

Retrospective Research based on participants’ recall of infor-
mation about events that occurred in the past.

Rett’s disorder A pervasive developmental disorder that oc-
curs only in girls and begins after a period of apparently normal
development.

Reverse anorexia A condition, usually affecting men, that in-
volves excessive worry that muscles are too small and underde-
veloped.

Rorschach test A projective test in which clients’ responses to
inkblots are interpreted and scored.

Rumination bias Bias based on the fact that thinking about
past events enhances the memory of such events.

S

Savant Someone possessing an exceptional or unusual intel-
lectual skill in one area.

Schema-focused cognitive therapy Therapy for dissociative

disorders that focuses on changing cognitive schemas that are
based on traumatic childhood experiences.

Schizoaffective disorder DSM-IV-TR diagnosis involving
symptoms of both a mood disorder and schizophrenia.

Schizoid personality disorder Personality traits involving de-
tachment from social relationships and a restricted range of emo-
tional expression.

Schizophrenia A disorder marked by psychosis and a decline
in adaptive functioning.

Schizophrenic spectrum A group of related and overlapping
disorders that may have a common etiological basis.

Schizophreniform disorder DSM-IV-TR diagnosis involving
a psychotic episode that has all the features of schizophrenia but
has not lasted six months.

Schizotaxia A latent vulnerability for developing schizophre-
nia that may or may not progress into full-blown schizophrenia.

Schizotypal personality disorder Personality traits involving
eccentricities of behavior, cognitive or perceptual distortions, and
acute discomfort in close relationships.

Secondary gain The desired attention and concern from oth-
ers that results from the “sick” role.

Secondary prevention Intervention that aims to identify prob-
lems when they are minor and to keep them from getting worse.

Secondary process thought Logical, reality-oriented thinking.

Sedatives Substances used to promote relaxation.

Selection bias Bias based on researching non-representative
samples, such as when studies only investigate research subjects
who already have the disorder in question and do not investigate
a comparison group without the disorder.

Selective amnesia Loss of memory for some, but not all, of the
events from a specific period of time.

Selective serotonin reuptake inhibitors (SSRIs) A “second
generation” class of antidepressant medications that block the re-
uptake of serotonin from the synapse; used in the treatment of
depression and other disorders.

Self-actualization In humanistic theory, the pursuit of one’s
true self and needs.

Self-hypnosis The ability to put oneself in a trance state; may
contribute to dissociative disorders according to some experts.

Self-medication The abuse of substances to compensate for
deficiencies in neurochemistry or to soothe unpleasant emotional
states.

Separation anxiety disorder Excessive anxiety concerning
separation from home or attachment figures, usually parents.

Serotonin A neurotransmitter associated with depression, anxiety,
and schizophrenia.



Sex change (sex reassignment) A treatment for gender iden-
tity disorder in which the client’s body is altered through various
means to conform with his or her gender identity.

Sexual aversion Persistent extreme aversion to, and avoidance
of, genital sexual contact with a sexual partner, causing distress
or interpersonal difficulty.

Sexual dysfunctions DSM-IV TR disorders involving persist-
ent problems with sexual interest, sexual response, or orgasm.

Sexual masochism Recurrent, intense sexually arousing fan-
tasies, sexual urges, or behaviors involving the act of being hu-
miliated, beaten, bound, or otherwise made to suffer.

Sexual sadism Recurrent, intense sexually arousing fantasies,
sexual urges, or behaviors involving acts in which a victim’s psy-
chological or physical suffering is sexually exciting.

Shaken baby syndrome Severe bruising of the brain and
heavy bleeding within the skull that can result when an infant is
shaken violently.

Shaping Operant-conditioning term referring to a behavioral
intervention in which successive approximations of a desired be-
havior are rewarded until the target behavior is achieved.

Shared delusional disorder or folie 8 deux DSM-IV-TR di-
agnosis involving delusions that develop in the context of a close
relationship with a psychotic person.

Sheltered workshops Supervised work settings for people suf-
fering from mental retardation or other impairments.

Shenjing shuairuo An anxiety syndrome recognized in China
including symptoms of physical or mental exhaustion, difficulty
sleeping and concentrating, physical pains, dizziness, headaches,
and memory loss.

Single-case design Studies that evaluate individual treatments
but utilize standardized research measures.

Social phobia A phobia in which fears are focused on social
situations or other activities where there is a possibility of being
observed and judged.

Social Readjustment Rating Scale A scale used to rate stress
by quantifying the amount of adaptation required by a variety of
life events.

Social skills training The use of operant conditioning tech-
niques and modeling in order to improve social skills.

Sociocognitive model A theory of dissociative identity disor-
der that argues that it is iatrogenic and/or the disorder results
from socially reinforced multiple role enactments.

Sociocultural The theoretical perspective that focuses on the
influence of large social and cultural forces on individual func-
tioning.

Somatic nervous system Connects the central nervous system
with the sensory organs and skeletal muscles.
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Somatization disorder Recurrent pain, gastrointestinal, sexual,
and pseudoneurological symptoms without a physiological cause.

Somatoform disorders Disorders in which physical symp-
toms are caused by psychological factors.

Special education Classes tailored to people with learning im-
pairments or mental retardation.

Specific phobia Any phobia that is not a social phobia or ago-
raphobia.

Splitting A defense mechanism in which one views oneself or
others as all-good or all-bad in order to ward off conflicted or
ambivalent feelings.

SSRI antidepressants Medications that block the reuptake of
serotonin from the synapse; used in the treatment of depression
and other disorders.

SSRIs (selective serotonin reuptake inhibitors) A “second-
generation” class of antidepressant medications that block the re-
uptake of serotonin from the synapse; used in the treatment of
depression and other disorders.

Stanford-Binet The first widely used intelligence test.

State anxiety An individual’s level of anxiety at a specific time.
Stimulants Substances that increase CNS functions.
Stressors Stressful events, ranging from minor annoyances to
traumatic experiences.

Structural model Freud’s final model of the mind, divided
into the id, the ego, and the superego.

Subclinical The presence of symptoms at levels below the full
diagnostic criteria for a disorder.

Substance abuse The DSM-IV-TR diagnosis for substance use
that has negative consequences.

Substance dependence The DSM-IV-TR diagnosis for sub-
stance use that is compulsive, out of control, and has negative
consequences, including physical dependence on the substance.

Substance withdrawal Physical or psychological symptoms
that occur when substance use is decreased or stopped.

Substitution (or maintenance) therapy The practice of pro-
viding opioid addicts with a substitute opioid in a safe, medically
monitored setting.

Suggestion The physical and psychological effects of mental
states such as belief, confidence, submission to authority, and hope.

Superego In Freud’s structural theory, the part of the mind that
contains moral judgments and evaluates the self.

Sympathetic nervous system The part of the autonomic nerv-
ous system that activates the body’s response to emergency and
arousal situations.
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Symptom and personality questionnaires Tests designed to
measure symptoms or personality traits based on clients’ re-
sponses to structured questions.

Symptom disorders Disorders characterized by the unpleas-
ant and unwanted forms of distress and/or impairment.

Synapse Point of connection between neurons.

Synaptic cleft The tiny gap between one neuron and the next
at a synapse.

Synergistic The multiplication of effects when two or more
drugs of the same class are taken together.

Systematic desensitization Intervention involving gradually

increased exposure to a conditioned stimulus (such as a feared
object) while practicing relaxation techniques.

Systematized amnesia The loss of memory for a certain cat-
egory of information.

T

Taijin kyofusho An anxiety disorder recognized in Japan char-
acterized by worry that one’s body or aspects of one’s body will
be displeasing or offensive to others.

Tay-Sachs disease A genetic disorder that leads to the pro-
gressive deterioration of the nervous system and usually results
in childhood death.

Temperament Innate behavioral tendencies.

Temporal contiguity Two events occurring closely together in
time.

Tension reduction A behavioral explanation of substance mis-
use based on the ability of drugs to relieve distress (negative re-
inforcement).

Tertiary prevention Intervention that aims to prevent signifi-
cant problems from continuing and worsening.

Test-retest reliability Consistency or agreement between mul-
tiple administrations of the same test.

Thalamus A subcortical brain structure involved in routing
and filtering sensory input.

Thematic Apperception Test (TAT) A projective test in
which clients are asked to make up stories about pictures of peo-
ple in ambiguous situations.

Therapeutic alliance A positive, collaborative partnership be-
tween client and therapist.

Thought blocking Inability to talk despite trying to do so.

Token economy The systematic use of coinlike tokens as re-
wards in an operant conditioning treatment program.

Tolerance The body’s adaptation to a substance as indicated
by the need for increased amounts of the substance to achieve the

desired effect or obtaining less effect in response to using the
same amount over time.

Topographic theory Freud’s first model of the mind, divided
into the unconscious, conscious, and preconscious parts.

Trait anxiety An individual’s tendency to respond to a variety
of situations with more or less anxiety.

Transvestic fetishism (transvestism) Recurrent, intense sex-
ually arousing fantasies, sexual urges, or behaviors involving
cross-dressing in a heterosexual male.

Trauma An emotionally overwhelming experience in which
there is a real or perceived possibility of death or serious injury
to oneself or a loved one.

Tricyclic antidepressants A “first generation” class of anti-
depressant medications which increases the availability of both
serotonin and norepinephrine.

Trisomy 21 The phenomenon of having three, not two, twenty-
first chromosomes, causing Down syndrome.

Turning passive into active (identification with the aggressor)
A defense mechanism involving doing unto others what was
done to oneself.

Twelve-step method A popular self-help approach to sub-
stance misuse problems based on the twelve-step recovery
process of Alcoholics Anonymous.

Twin studies Studies which compare concordance rates for
identical and nonidentical twins for a given disorder.

U

Unconditional positive regard In humanistic theory, the pro-
vision of unconditional love, empathy, and acceptance in rela-
tionships.

Unconditioned response The natural reflex response elicited
by an unconditioned stimulus.

Unconditioned stimulus A stimulus that automatically elicits
a response through a natural reflex.

Unconscious Descriptively, mental contents that are outside of
awareness; also, the irrational, instinctual part of the mind in
Freud’s topographic theory.

Uncontrolled clinical reports
dividual treatments.

Descriptive case studies of in-

Undifferentiated schizophrenia Subtype in which clients
clearly meet the general criteria for schizophrenia, yet do not fit
into any of the other three subtypes.

Undoing A defense mechanism in which one action or thought
is used to “cancel out” another action or thought.



Unipolar disorders Mood disorders in which an individual ex-
periences only abnormally low moods.

\Y%

Vaginismus Persistent involuntary spasm of the musculature
of the outer third of the vagina that interferes with sexual inter-
course, causing distress or interpersonal difficulty.

Validity The accuracy of a test or category system or the raters
using them.

Viral challenge studies Studies in which research participants
are deliberately exposed to an infectious agent in order to assess
their immune system response.

Voyeurism Recurrent, intense sexually arousing fantasies, sex-
ual urges, or behaviors involving the act of observing an unsus-
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pecting person who is naked, in the process of disrobing, or en-
gaging in sexual activity.

W

Waxy flexibility Catatonic symptom in which clients’ limbs,
often held in rigid posture for hours, can be bent and reshaped as
though made of wax.

Wechsler Adult Intelligence Test (WAIS) Currently, the most

widely used intelligence test.

Withdrawal A defense mechanism in which an individual re-
treats from emotional engagement with others.

Word salad A seemingly random collection of disorganized
words.
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