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Identifying Psychological Disorders: What Is Abnormal?

psychological disorders have been feared and ridiculed, and often treated as criminals—
punished, imprisoned, or put to death for their “crime” of deviating from the normal.

Over the past 200 years, these ways of looking at psychological abnormalities have
largely been replaced in industrialized areas of the world by a medical model, the
c'oncegtua{izati(.)n of psychological disorders as diseases thai:‘, ® What's the first step in
like biological diseases, have symptoms and causes and possi- . .
bl . L helping someone with a

e cures. Treating abnormal behavior in the way we treat hological disorder?
illness suggests that a first step is to determine the nature psychological disoraer:
of the problem through diagnosis. In diagnosis, clinicians
seek to determine the nature of the patient’s mental disease by assessing symptoms—
behaviors, thoughts, and emotions suggestive of an underlying abnormal syndrome, a
coherent cluster of symptoms usually due to a single cause. So, for example, just as a fever,
sniffles, and cough are symptoms of a cold, Margaret’s delusions, paranoia and irrational
beliefs can be viewed as symptoms of her schizophrenia.

Asuseful as the medical model can be, it should nonetheless be viewed with some skep-
ticism. Every action or thought suggestive of abnormality cannot be traced to an underly-
ing disease (American Psychiatric Association, 2000; Keisler, 1999; Persons, 1986). And, as
you will discover in Chapter 13, some of the most successful treatments for abnormal be-
havior or thought focus on simply eliminating the behavior or thought; no effort is made
to treat the root “syndrome.” Nevertheless, the medical model is still a vast improvement
over older alternatives—such as viewing psychological disorders as the work of witchcraft
or as punishment for sin. Viewing psychological disorders as medical problems reminds us
that people who are suffering deserve care and treatment, not condemnation.

To understand how psychological disorders are defined and diagnosed, we’ll first
consider definitions of normal and abnormal behavior. Then we’ll look at how mental
disorders are categorized into groups, how the causes and cures of disorders are viewed
in the medical model, and what consequences can occur—for better or for worse—when
such disorders are diagnosed.

According to the theory of physiognomy, e e ¢ |[8fe e e e e'®
mental disorders could be diagnosed from

facial features. This fanciful theory is now

discredited as superstition but was popular

from antiquity until the early 20th century.

Interior of a Madhouse, Francisco de Goya e ¢ ¢le'e e @'e &'®
(1746-1828), 1815-1819. Early treatment of

mental disorders amounted to little more

than imprisonment.







Identifying Psychological Disorders: What Is Abnormal?

Main DSM-/V-TR Categories of Mental Disorders

1. Disorders usually first diagnosed in infancy, childhood, or early adolescence: These include
mental retardation, bed-wetting, etc.

2. Delirium, dementia, amnestic, and other cognitive disorders: These are disorders of thinking
caused by Alzheimer’s, human immunodeficiency virus (HIV) and acquired immunodeficiency
syndrome (AIDS), Parkinson’s disease, etc.

3. Mental disorders due to a general medical condition not elsewhere classified: These include
problems caused by physical deterioration of the brain due to disease, drug use, etc.

4. Substance-related disorders: These problems are caused by dependence on alcohol, cocaine,
tobacco, and so forth [see Chapter 8].

5. Schizophrenia and other psychotic disorders: This is a group of disorders characterized by major
disturbances in perception, language and thought, emotion, and behavior [this chapter].

6. Mood disorders: These are problems associated with severe disturbances of mood, such as
depression, mania, or alternating episodes of both [this chapter].

7. Anxiety disorders: These include problems associated with severe anxiety, such as phobias and
obsessive-compulsive disorder [this chapter], and posttraumatic stress disorder [see Chapter 15].

8. Somatoform disorders: These are problems related to unusual preoccupation with physical health
or physical symptoms with no physical cause [see Chapter 15].

9. Factitious disorders: These are disorders that the individual adopts to satisfy some economic or
psychological need [see Chapter 15].

10. Dissociative disorder: In these types of disorders, the normal integration of consciousness, memory,
or identity is suddenly and temporarily altered, such as amnesia and dissociative identity disorder
[this chapter].

1. Sexual and gender identity disorders: These include problems related to unsatisfactory sexual
activity, finding unusual objects or situations arousing, gender identity problems, and so forth.

12. Eating disorders: These are problems related to food, such as anorexia nervosa and bulimia
nervosa [see Chapter 10].

13. Sleep disorders: These include serious disturbances of sleep, such as insomnia, sleep terrors, or
hypersomnia [see Chapter 8].

14. Impulse control disorder not elsewhere classified: These problems include kleptomania,
pathological gambling, and pyromania.

15. Adjustment disorders: These problems are related to specific stressors such as divorce, family
discord, and economic concern.

16. Personality disorders: These problems are related to lifelong behavior patterns such as self-
centeredness, overdependency, and antisocial behaviors [this chapter].

17. Other conditions that may be a focus of clinical attention: These include problems related to
physical or sexual abuse, relational problems, and occupational problems.

Source: From the DSM-IV-TR (American Psychiatric Association, 2000).

diagnosis continues to focus on patient self-reports (which are susceptible to censorship
and distortion). Levels of agreement among different diagnosticians can vary depending
on the diagnostic category (Bertelsen, 1999; Nathan & Lagenbucher, 1999). Agreement
among diagnosticians on, say, whether a patient has schizophrenia may even depend
on the clinic setting. Such disagreement may not reflect differences in the prevalence
of schizophrenia in various localities but rather in the array of symptoms that the
clinicians were trained to expect in people with the disease (Keller et al., 1995).
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rats, snakes, spiders); (2) natural environments
(e.g., heights, darkness, water, storms); (3) situations
(e.g., bridges, elevators, tunnels, enclosed places);
(4) blood, injections, and injury; and (5) other pho-
bias, including illness and death. Approximately
11% of people in the United States will develop a
specific phobia during their lives and—for unknown
reasons—the risk seems to be increasing in younger
generations (Magee et al., 1996). With few excep-
tions (e.g., fear of heights), specific phobias are
much more common among women than among
men, with a ratio of about 4 to 1 (Kessler et al.,
1994, 1996).

The second major class of phobic disorder is so-
cial phobia, which is an irrational fear of being pub-
licly humiliated or embarrassed. Social phobia can be
restricted to situations such as public speaking, eat-
ing in public, or urinating in a public bathroom,
or the fear can be generalized to a variety of social
situations that involve being observed or interacting with unfamiliar people. Individuals
with social phobia try to avoid situations where unfamiliar people might evaluate them,
and they experience intense anxiety and distress when public exposure is unavoidable.
Social phobia can develop in childhood, but it typically emerges between early adoles-
cence and the age of 25 (Schneier et al., 1992). Many people experience social phobia;
about 11% of men and 15% of women qualify for diagnosis at some time in their lives
(Kessler et al., 1994). Even higher rates are found among people who are undereducated,
have low incomes, or both (Magee et al., 1996).

Why are phobias so common? The high rates of both specific and social phobias
suggest a predisposition to be fearful of certain objects and situations. Indeed, most of
Y WhU mi ght we be t}ﬁe situations and objects Qf people’s ph.obias could pose? areal

. reat—for example, falling from a high place or being

predisposed to attacked bv a vicious d : N d

. . y a vicious dog or poisonous snake or spider.
certain phOblaS? Social situations have their own dangers. A roomful of
strangers may not attack or bite, but they could form im-
pressions that affect your prospects for friends, jobs, or marriage. And of course, in
some very rare cases, they could attack or bite.

Observations such as these are the basis for the preparedness theory of phobia,
which maintains that people are instinctively predisposed toward certain fears (Seligman,
1971). The preparedness theory is supported by research showing that both humans and
monkeys can quickly be conditioned to have a fear response for stimuli such as snakes
and spiders but not for neutral stimuli such as flowers or toy rabbits (Cook & Mineka,
1989; Ohman, Dimberg, & Ost, 1985). This research raises the possibility that phobias
can be classically conditioned: thus, for example, a person might develop an irra-
tional fear of all dogs after experiencing a bite from one dog. However, conditioning
isn’t a complete explanation of phobias: Not everyone bitten by a dog develops a
phobia, and people who do have phobias are no more likely than people without
phobias to recall personal experiences with the feared object (Craske, 1999; McNally
& Steketec, 1985).

Other factors must also predispose individuals to develop phobias. Genetics prob-
ably plays a role; for example, over 30% of first-degree relatives (parents, siblings, or
children) of patients with specific phobias also have a phobia (Fryer et al., 1990).
Temperament may also play a role in vulnerability to phobias: infants who display
excessive shyness and inhibition are at an increased risk for developing a phobic be-
havior later in life (Hirschfeld et al., 1992; Morris, 2001; Stein, Chavira, & Jang,
2001). And neurobiological factors may also play a role: Abnormalities in the
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No fear of heights here. Construction e e
workers eat their lunches atop a steel
beam 800 feet above ground during the
1932 construction of the RCA Building
(now the GE Building) in Rockefeller
Center in Manhattan.

To someone with a phobia of dogs, e
there are no best friends in the park.

BETTMANN/CORBIS
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Anxiety Disorders: When Fears Take Over

item (say, a box of cereal) on a shelf, something terrible would happen to her oldest
child. If she selected the second item, some unknown disaster would befall her second
child, and so on for the four children. Karen’s preoccupation with numbers extended
to other activities, most notably the pattern in which she smoked cigarettes and drank
coffee: if she had one, she felt that she had to have at least four in a row or one of her
children would be harmed in some way. She acknowledged that her counting rituals
were irrational, but she found that she became extremely anxious when she tried to
stop (Oltmanns et al., 1991).

Karen’s symptoms are typical of obsessive-compulsive disorder (OCD), in which
repetitive, intrusive thoughts (obsessions) and ritualistic behaviors (compulsions) designed to
fend off those thoughts interfere significantly with an individual’s functioning. Anxiety plays
arole in this disorder because the obsessive thoughts typically produce anxiety, and the
® How effective is willful .compul'sive behaviors are performed to reduce this'anx-

effort at curin g 0cD? ¥ety. Ij[ is not uncommon for pef)ple .to' have ocFa51onal

intrusive thoughts that prompt ritualistic behavior (e.g.,
double- or triple-checking to be sure the garage door is
closed or the oven is off), but the obsessions
and compulsions of OCD are intense, frequent,
and experienced as irrational and excessive. At-
tempts to cope with the obsessive thoughts by
trying to suppress or ignore them are of little or
no benefit. In fact (as discussed in Chapter 8),
thought suppression can backfire, increasing
the frequency and intensity of the obsessive
thoughts (Wegner, 1994a; Wenzlaff & Wegner,
2000).

Approximately 2.5% of people will develop
OCD sometime in their lives, with similar rates
across different cultures (Gibbs, 1996; Karno &
Golding, 1991; Robins & Regier, 1991). Women
tend to be more susceptible than men, but the
difference is not large (Karno & Golding, 1991).
The most common obsessions involve contami-
nation, aggression, death, sex, disease, orderliness,
and disfigurement ( Jenike, Baer, & Minichiello,
1986; Rachman & DeSilva, 1978). Compulsions
typically take the form of cleaning, checking, repeating, ordering/arranging, and
counting (Antony, Downie, & Swinson, 1998). Although compulsive behavior is al-
ways excessive, it can vary considerably in intensity and frequency. For example, fear
of contamination may lead to 15 minutes of hand washing in some individuals, while
others may need to spend hours with disinfectants and extremely hot water, scrub-
bing their hands until they bleed.

Family studies indicate a moderate genetic heritability for OCD: Identical twins show
a higher concordance than do fraternal twins. Relatives of individuals with OCD may
not have the disorder themselves, but they are at greater risk for other types of anxiety
disorders than are members of the general public (Billet, Richter, & Kennedy, 1998). Re-
searchers have not determined the biological mechanisms that may contribute to OCD,
but some evidence implicates heightened neural activity in the caudate nucleus of the
basal ganglia (discussed in Chapter 3), a brain region known to be involved in the ini-
tiation of intentional actions (Kronig et al., 1999). Drugs that increase the activity of the
neurotransmitter serotonin in the brain can inhibit the activity of the caudate nucleus
and relieve some of the symptoms of obsessive-compulsive disorder (Hansen et al.,
2002). However, this finding does not indicate that overactivity of the caudate nucleus
is the cause of OCD. It could also be an effect of the disorder: Patients with OCD often
respond favorably to psychotherapy and show a corresponding reduction in activity in
the caudate nucleus (Baxter et al., 1992).

STEVE SMITH/SUPERSTOCK
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panicdisorder A disorder characterized by
the sudden occurrence of multiple psycho-
logical and physiological symptoms that
contribute to a feeling of stark terror.

agoraphohia An extreme fear of venturing
into public places.

ohsessive-compulsive disorder (0CD)

A disorder in which repetitive, intrusive
thoughts (obsessions) and ritualistic behav-
iors (compulsions) designed to fend off
those thoughts interfere significantly with
an individual’s functioning.

Hand washing is a good idea whether you e e
are an employee or not. But the feeling that
one “must wash hands” can come to mind
many dozens of times a day in some people

with obsessive-compulsive disorder, leading
to compulsive washing and even damage to
the skin.

@ ONLY HUMAN

YOU NEVER KNOW WHEN YOU MIGHT
NEED ONE OF THESE In May 1996,
Stanford University won the right over the
University of California at Berkeley to house
the literary legacy of the late Pulitzer- and
Oscar-winning writer William Saroyan, appar-
ently because it also agreed to take custody
of Saroyan’s nonliterary property. Because
Saroyan was a compulsive collector, his non-
literary archives include, among other things,
hundreds of boxes of rocks, matchbook cov-
ers, old newspapers (numbering in the thou-
sands), labels peeled off cans, and a plastic
bag filled with about 10,000 rubber bands.
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treatment of his diabetes, is fairly typical. During the visit, he mentioned difficulties
falling asleep and staying asleep that left him chronically fatigued. He complained
that over the past 6 months, he’d stopped exercising and gained 12 pounds and had
lost interest in socializing. Nothing he normally enjoyed,
including sexual activity, could give him pleasure any-
more; he had trouble concentrating and was forgetful,
and sadness? irritable, impatient, and frustrated (Lustman, Caudle, &
Clouse, 2002). R. A.’s sense of hopelessness and weariness

and his lack of normal pleasures goes far beyond normal sadness; it is also different

@ What is the difference
between depression

The Blue Devils. George Cruikshank (1806-1877) e e e of@'® e e e @
portrays a depressed man tormented by demons

offering him methods of suicide, appearing as bill

collectors, and making a funeral procession.

A time for seasonal affective disorder. o o ¢fo e ere o e

from the normal responses of sorrow and grief that accompany a tragic situation such When the sun goes away, sadness can play.

as the death of a loved one (Bowlby, 1980). Instead, depressive mood disorders
are dysfunctional, chronic, and fall outside the range of socially or culturally
expected responses.

Major depression, also known as unipolar depression, is characterized by a
severely depressed mood that lasts 2 or more weeks and is accompanied by feelings of
worthlessness and lack of pleasure, lethargy, and sleep and appetite disturbances. The
bodily symptoms in major depression may seem contrary—sleeping too much
or sleeping very little, for example, or overeating or failing to eat. Great sadness
or despair is not always present, although intrusive thoughts of failure or ending
one’s life are not uncommon. Dysthymia is a related condition in which the
same cognitive and bodily problems as in depression are present, but they are less
severe and last longer—persisting for at least 2 years. Patients who suffer from dys-
thymia punctuated by periods of major depression are said to have double de-
pression. Another variant, seasonal affective disorder (SAD), involves recurrent
depressive episodes in a seasonal pattern; usually, the episodes begin in fall or win-
ter and remit in spring, although recurrent summer depressive episodes are not
unknown.

On average, an episode of major depression lasts about 6 months (Beck,
1967; Robins & Guze, 1972). However, without treatment, approximately 80%
of individuals will experience at least one recurrence of the disorder (Judd,
1997; Mueller et al., 1999). Compared with people who have a single episode,
individuals with recurrent depression have more severe symptoms, higher rates
of depression in their families, more suicide attempts, and higher rates of di-
vorce (Merikangas, Wicki, & Angst, 1994). The median lifetime risk for depres-
sion of about 16% seems to be increasing in younger generations (Lavori et al.,
1987; Wittchen, Knauper, & Kessler, 1994). For example, a large international

IAN SANDERSON/GETTY IMAGES
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® Actress Brooke Shields experienced
severe postpartum depression and wrote
a book about it.

DESIREE NAVARRO/GETTY IMAGES

CHAPTER 12 coeeee Psychological Disorders

study found evidence of a substantial global increase in the risk for depression across
the past century (Cross-National Collaborative Research Group, 1992).

This situation is especially dire for women because they are diagnosed with depres-
sion at a rate twice that of men (Kessler et al., 1996; Lavori et al., 1987; Robins et al.,
@ What are some reasons }11984; Wi'tt(:hen et al., 1994). Sc')cioeconomic ’stan.ding

as been invoked as an explanation for women'’s height-
more women than n:len ened risk: Their incomes are lower than those of men,
€xperience depresswn? and poverty could cause depression. Sex differences in
hormones are another possibility: Estrogen, androgen,
and progesterone influence depression; some women experience postpartum depression
(depression following childbirth) due to changing hormone balances. It is also possible
that the higher rate of depression in women reflects greater willingness by women to
face their depression and seek out help, leading to higher rates of diagnosis.

A number of factors probably contribute to development of depression. One factor
is genetics. Heritability estimates for major depression typically range from 33% to 45%
(Plomin et al., 1997; Wallace, Schnieder, & McGuffin, 2002), and heritability is probably
much higher for “severe” major depression (defined as three or more episodes) than for
“less severe” major depression (defined as one or two episodes) (Bertelsen, Harvald, &
Hauge, 1977; Katz & McGuffin, 1993; Plomin et al., 1997; Roth & Mountjoy, 1997).

Biological factors also play a role. Drugs that increase levels of the neurotransmitters
norepinephrine and serotonin can sometimes reduce depression, which might suggest
that depression may be caused by a depletion of these neurotransmitters. But some stud-
ies have found increases in norepinephrine activity among depressed patients (Thase &
Howland, 1995). Moreover, even though the antidepressant medications change neu-
rochemical transmission in less than a day, they typically take at least 2 weeks to relieve
depressive symptoms. So biochemistry cannot be the whole story. Brain abnormalities
may also play a role. Individuals with major depression often show diminished activity
in the left prefrontal cortex and increased activity in the right prefrontal cortex (see
FIGURE 12.2)—areas of the brain involved in the processing of emotions (Davidson, 2004;
Davidson et al., 2002). But again, the story is complicated.

Left dorsolateral
prefrontal cortex

These abnormal activity patterns may be effects of the
Right dorsolateral mood disturbance, or they may cause people to be more
prefrontal cortex susceptible to depression in the face of stress or trauma.
Psychological factors may also predispose individuals to
develop depression. One of the first theorists to emphasize
the role of thought in depression, Aaron Beck (1967), noted
that his depressed patients distorted perceptions of their
experiences and embraced dysfunctional attitudes that pro-
moted and maintained negative mood states. Elaborating
on this idea, helplessness theory maintains that individuals
who are prone to depression automatically attribute negative ex-
periences to causes that are internal (i.e., their own fault), stable
(i.e., unlikely to change), and global (i.e., widespread) (Abram-
son, Seligman, & Teasdale, 1978). For example, a student
at risk for depression might view a bad grade on a math test
as a sign of low intelligence (internal) that will never
change (stable) and that will lead to failure in all his or her
future endeavors (global). In contrast, a student without

this tendency might have the opposite response, attribut-
ing the grade to something external (poor teaching), unstable (a missed study

eeecccccccecceece FIGUREI2.2 session), and/or specific (boring subject). . >
Brain and Depression Reduced activation in the Under normal conditions, individuals at risk ® What is hEIp]essness theorg :
left dorsolateral prefrontal cortex (blue) and in- for depression may work hard to suppress

creased activation in the right dorsolateral pre-
frontal cortex (red) have been found to be linked

such thoughts that threaten their emotional well-being. But when cognitive de-

with depression in several studies. mands arise (time pressures, distraction, stress, etc.), individuals who are at risk

for depression often display heightened levels of negative thinking (Wenzlaff &









Mood Disorders: At the Mercy of Emotions 383

contribute to the emotional roller coaster that characterizes bipolar disorder (Whybrow,
1997). This notion is not well substantiated and doesn’t explain why lithium, a chemical
unrelated to these neurotransmitters, often helps stabilize both the depressive and
manic symptoms associated with bipolar disorder (see Chapter 14). Psychological factors
may also contribute. Stressful life experiences often precede manic and depressive
episodes (Ellicot et al., 1990; Hammen, 1995). One ® How does stress relate to
study found that seyerely stressed patients took manic depressive episodes?
an average of three times longer to recover from an
episode than did patients not affected by stress
(Johnson & Miller, 1997). Personality characteristics such as neuroticism and conscien-
tiousness have also been found to predict increases in bipolar symptoms over time
(Lozano & Johnson, 2001). Finally, patients living with family members who are hostile
toward or critical of the patient are more likely to relapse than patients with supportive
families (Miklowitz et al., 1988). These data are consistent with a stress-diathesis model,
in which environmental stressors can trigger the disorder in persons with preexisting
vulnerability.

[12.4]

11. Major depression is characterized by , Whereas bipolar disorder is
characterized by

a. mania only; alternating periods of mania and depression

b. alternating periods of mania and depression; mania and depression occurring
at the same time

c. depression only; alternating periods of mania and depression

d. alternating periods of mania and depression; depression only

12. The condition in which the same cognitive and bodily problems as in
depression are present, but are less severe and last longer, is called
a. dysthymia.
b. double depression.
c. seasonal affective disorder.
d. bipolar disorder.

13. Which is true of depression in women and men?
a. Men are twice as likely as women to be diagnosed with depression.
b. Women are twice as likely as men to be diagnosed with depression.

c. Among young adults, women are more depressed than men; among older
adults, men are more depressed than women.

d. Women and men are equally likely to be diagnosed with depression.

14. Which of the following is true regarding factors associated with mood

disorders?

a. People with mood disorders show abnormally high levels of norepinephrine
and serotonin.

b. People who attribute their failures to external and unstable causes are more
prone to depression.

c. People with major depression often show increased activity in the left frontal
cortex and diminished activity in the right prefrontal cortex.

d. Close relatives of individuals with mood disorders have a heightened risk
for developing mood disorders themselves, indicating that heredity
plays a role.







Schizophrenia: Losing the Grasp on Reality

sometimes scolding or commanding or ridiculing. One patient reported a voice
saying, “He’s getting up now. He’s going to wash. It’s about time” (Frith & Fletcher,
1995). British psychiatrist Henry Maudsley (1886) long ago proposed that these
voices are in fact produced in the mind of the schizophrenic individual, and recent
research substantiates his idea. In one PET imaging study, auditory hallucinations
were accompanied by activation in Broca's area—the part of the brain (as discussed
in Chapters 3 and 7) associated with the production of language (McGuire, Shah, &
Murray, 1993).

= Disorganized speech is a severe disruption of verbal communication in which ideas
shift rapidly and incoherently from one to another unrelated topic. The abnormal speech
patterns in schizophrenia reflect difficulties in organizing thoughts and focusing
attention. Responses to questions are often irrelevant, ideas are loosely associated,
and words are used in peculiar ways. For example, asked by her doctor, “Can you
tell me the name of this place?” one patient with schizophrenia responded, “I have
not been a drinker for 16 years. I am taking a mental rest after a ‘carter’ assignment
of ‘quill.” You know, a ‘penwrap.’ I had contracts with Warner Brothers Studios and
Eugene broke phonograph records but Mike protested. I have been with the police
department for 35 years. I am made of flesh and blood—see, Doctor” [pulling up
dress] (Carson et al., 2000, p. 474).

= Grossly disorganized behavior is behavior that is inappropriate for the situation or
ineffective in attaining goals, often with specific motor disturbances. A patient might
exhibit constant childlike silliness, improper sexual behavior (e.g., masturbating
in public), disheveled appearance, or loud shouting or swearing. Specific motor
disturbances might include strange movements, rigid posturing, odd mannerisms,
bizarre grimacing, or hyperactivity. Some patients show catatonic behavior, a
marked decrease in all movement or an increase in muscular rigidity and overactivity.
These patients may actively resist movement (when someone is trying to move
them) or become completely unresponsive and unaware of their surroundings.

= Negative symptoms of schizophrenia include emotional and social withdrawal;
apathy; poverty of speech; and other indications of the absence or insufficiency of normal
behavior, motivation, and emotion. These negative symptoms refer to things missing
in people with schizophrenia; in contrast, the other symptoms (e.g., hallucinations
and delusions) are called “positive symptoms,” because they appear more in people
with schizophrenia than in other people.

The various symptoms of schizophrenia do not all occur in every case. Recent
editions of the DSM have identified five subtypes of schizophrenia (see TABLE 12.2 on
page 386). Three of these types—paranoid, catatonic, and disorganized—depend prima-
rily on the relativ%e promigence of various sylpp- ® What are the characteristics
toms. The paranoid type involves preoccupation of schiz ophr enia?
with delusions and hallucinations; the catatonic ‘
type involves immobility and stupor or agitated,
purposeless motor activity; the disorganized type is often the most severe, featuring
disorganized speech and behavior and flat or inappropriate emotion. The DSM-IV-TR
reserves the undifferentiated type for cases that do not neatly fall into these three cat-
egories and the residual type for individuals who have substantially recovered from at
least one schizophrenic episode but still have lingering symptoms.

Schizophrenia occurs in about 1% of the population and is about equally common in
men and women (Gottesman, 1991; Jablensky, 1997). The first episode typically occurs
during late adolescence or early adulthood (Gottesman, 1991), although females usually
have a later onset than do males (Iacono & Beiser, 1992; Marcus et al., 1993). Despite its
relatively low frequency, schizophrenia is the primary diagnosis for nearly 40% of all ad-
missions to state and county mental hospitals; it is the second most frequent diagnosis for
inpatient psychiatric admission at other types of institutions (Rosenstein, Milazzo-Sayre,
& Manderscheid, 1990). The disproportionate rate of hospitalization for schizophrenia is
a testament to the devastation it causes in people’s lives.

385

A patient suffering from catatonic e e e @
schizophrenia may assume an unusual
posture and fail to move for hours.

disorganized speech A severe disruption of
verbal communication in which ideas shift
rapidly and incoherently from one to another
unrelated topic.

grossly disorganized hehavior Behavior
that is inappropriate for the situation or
ineffective in attaining goals, often with
specific motor disturbances.

catatonic hehavior A marked decrease in all
movement or an increase in muscular rigidity
and overactivity.

negative symptoms Emotional and social
withdrawal; apathy; poverty of speech; and
other indications of the absence or insuffi-
ciency of normal behavior, motivation, and
emotion.
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Offspring (of two parents
with schizophrenia)
MZ twins
(1]
E First— Parents
‘-g'_ deg_ree DZ twins
2 relatives o ]
N Siblings (with one
§ schizophrenic parent)
S Siblings
E Children
2
° Half-siblings
o
2  second- Grandchildren
-_2' degree
a relatives Nephews/Nieces
o
& Uncles/Aunts
[7)
® First cousins
Third-
degree Spouses of patients
relatives
General population
0 10 20 30 40
Risk (in percent)

50

critical period for brain development may contribute to the risk of
schizophrenia (Rothermundt, Arolt, & Bayer, 2001). Further support

FlGURElz.s.............................

Average Risk of Developing Schizophrenia The risk of
schizophrenia among biological relatives is greater for those with

for this idea comes from studies showing that maternal influenza greater degrees of relatedness. An identical (MZ) twin of a twin
in the second trimester of pregnancy is associated with an in- with schizophrenia has a 48% risk of developing schizophrenia,
creased risk of schizophrenia (Wright et al., 1995). for example, and offspring of two parents with schizophrenia

As with other psychological disorders, biochemical factors may
play a role in schizophrenia. During the 1950s, major tranquilizers
were discovered that could reduce the symptoms of schizophrenia
by lowering levels of the neurotransmitter dopamine. This finding suggested the
dopamine hypothesis, the idea that schizophrenia involves an excess of dopamine activity.
The hypothesis is attractive, but considerable evidence suggests that things are not quite
so simple (Csermansky & Grace, 1998; Grace & Moore, 1998). For example, many in-
dividuals with schizophrenia do not respond favorably to dopamine-blocking drugs
(e.g., major tranquilizers), and those who do seldom show a complete remission of
symptoms. Moreover, the drugs block dopamine receptors very rapidly, yet individuals
with schizophrenia typically do not show a beneficial response for weeks. Finally, re-
search has implicated other neurotransmitters in schizophrenia, suggesting that the dis-
order may involve a complex interaction among a host of different biochemicals (Benes,
1998; Lewis et al., 1999; Sawa & Snyder, 2002). In sum, the precise role of neurotrans-
mitters in schizophrenia has yet to be determined.

Finally, recent neuroimaging studies provide evidence of a variety of brain abnor-
malities in schizophrenia. Paul Thompson and his colleagues (2001) examined changes
in the brains of adolescents whose MRI scans could be traced sequentially from the
onset of schizophrenia. Over the years, the brains showed progressive tissue loss
beginning in the parietal lobe and eventually encompassing much of the brain (see
FIGURE 12.4 on page 388). All adolescents lose some gray matter over time in a kind of nor-
mal “pruning” of the brain, but in the case of those developing schizophrenia, the loss
was dramatic enough to seem pathological. Of course, because these brain scans were
obtained from adolescents who had already been diagnosed with schizophrenia, it isn’t
clear whether these biological changes are a cause, or an effect, of the disease.

have a 46% risk of developing the disorder. (Adapted from
Gottesman, 1991.)

dopamine hypothesis The idea that schizo-
phrenia involves an excess of dopamine
activity.
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Srain T|s§ue it Ado!escent S_chlzophrema With all these potential biological contributors to schizophrenia,
MRI scan composites reveal brain tissue loss in adolescents

diagnosed with schizophrenia. Normal brains (top) show minimal you might think there would be few psychological or social causes
loss due to “pruning.” Early deficit scans (middle) reveal loss in of the disorder. However, several studies do suggest that environ-
UEEEEIEICEER N G CE PSS /WA ment plays a role in the development of and recovery from the con-
toms such as hallucinations or bizarre thoughts. Scans 5 years dition. One large-scale study compared the risk of schizophrenia in
later (bottom) reveal extensive tissue loss over much of the . . . .
cortex. Patients at this stage are likely to suffer from delusions, children adopted into healthy families and those adopted into se-
disorganized speech and behavior, and negative symptoms such verely disturbed families (Tienari et al., 2004). (Disturbed families
as social withdrawal. (From Thompson et al., 2001.) were defined as those with extreme conflict, lack of communication,
or chaotic relationships.) Among children whose biological mothers
had schizop.hre_nia, the disturbe.d envi.ronrnent. in- ® What are the roles of
creased the likelihood of developing schizophrenia— . .
an outcome that was not found among children who ,ge“e",cs and E!’IVI ronment
were also reared in disturbed families but whose bio- n schlzophrenla?
logical mothers did not have schizophrenia. This find-
ing provides support for the diathesis-stress model described earlier. However,
conclusions about the role of family functioning in the risk of schizophrenia must be
tempered by the realization that the studies in this area are correlational and that a
basic association between characteristics does not indicate that one causes the other
(see Chapter 2). Thus, although dysfunction in families may contribute to schizophre-
nia, the reverse may also be true. The dysfunctional and bizarre behavior of a family
member with schizophrenia may in itself be a source of stress that promotes dysfunc-
tional communications and interactions among family members.




