Schizophrenia: The Edge of Reality and Consciousness

The term schizophrenia, which in Greek means split mind, was first used to describe a
psychological disorder by Eugen Bleuler (1857-1939), a Swiss psychiatrist who was studying
patients who had very severe thought disorders. Schizophrenia is a serious psychological
disorder marked by delusions, hallucinations, loss of contact with reality, inappropriate affect,
disorganized speech, social withdrawal, and deterioration of adaptive behaviour (Figure 13.13,
“Schizophrenia”).

Figure 13.13 Schizophrenia.
People with schizophrenia may exhibit disorganized behaviour, as this person does.

Schizophrenia is the most chronic and debilitating of all psychological disorders. It affects men
and women equally, occurs in similar rates across ethnicities and across cultures, and affects at
any one time approximately 350,000 people in Canada (Public Health Agency of Canada,
2012). Onset of schizophrenia is usually between the ages of 16 and 30 and rarely after the age
of 45 or in children (Mueser & McGurk, 2004; Nicolson, Lenane, Hamburger, Fernandez,
Bedwell, & Rapoport, 2000).

Symptoms of Schizophrenia

Schizophrenia is accompanied by a variety of symptoms, but not all patients have all of them
(Lindenmayer & Khan, 2006). As you can see in Table 13.4, “Positive, Negative, and Cognitive
Symptoms of Schizophrenia,” the symptoms are divided into positive symptoms, negative
symptoms, and cognitive symptoms (American Psychiatric Association, 2008; National Institute
of Mental Health, 2010). Positive symptoms refer to the presence of abnormal behaviours or
experiences (such as hallucinations) that are not observed in normal people, whereas negative
symptoms (such as lack of affect and an inability to socialize with others) refer to the loss or
deterioration of thoughts and behaviours that are typical of normal functioning. Finally, cognitive
symptoms are the changes in cognitive processes that accompany schizophrenia (Skrabalo,
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2000). Because the patient has lost contact with reality, we say that he or she is experiencing
psychosis, which is a psychological condition characterized by a loss of contact with reality.

Table 13.4 Positive, Negative, and Cognitive Symptoms of Schizophrenia.

[Skip Table]
Positive symptoms Negative symptoms Cognitive symptoms
Hallucinations Social withdrawal Poor executive control
Delusions (of grandeur or Flat affect and lack of pleasure in .
. . Trouble focusing
persecution) everyday life
Derailment Apathy and loss of motivation Working memory

problems

Poor problem-solving

Grossly disorganized behaviour  Distorted sense of time e
abilities

Inappropriate affect Lack of goal-oriented activity

Movement disorders Limited speech

Poor hygiene and grooming

People with schizophrenia almost always suffer from hallucinations — imaginary sensations
that occur in the absence of a real stimulus or which are gross distortions of a real stimulus.
Auditory hallucinations are the most common and are reported by approximately three-quarters
of patients (Nicolson, Mayberg, Pennell, & Nemeroff, 2006). Schizophrenic patients frequently
report hearing imaginary voices that curse them, comment on their behaviour, order them to do
things, or warn them of danger (National Institute of Mental Health, 2009). Visual hallucinations
are less common and frequently involve seeing God or the devil (De Sousa, 2007).
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Schizophrenic people also commonly experience delusions, which are false beliefs not
commonly shared by others within one’s culture, and maintained even though they are obviously
out of touch with reality. People with delusions of grandeur believe that they are important,
famous, or powerful. They often become convinced that they are someone else, such as the
president or God, or that they have some special talent or ability. Some claim to have been
assigned to a special covert mission (Buchanan & Carpenter, 2005). People with delusions of
persecution believe that a person or group seeks to harm them. They may think that people are
able to read their minds and control their thoughts (Maher, 2001). If a person suffers from
delusions of persecution, there is a good chance that he or she will become violent, and this
violence is typically directed at family members (Buchanan & Carpenter, 2005).

People suffering from schizophrenia also often suffer from the positive symptom of

derailment — the shifting from one subject to another, without following any one line of thought
to conclusion — and may exhibit grossly disorganized behaviour including inappropriate sexual
behaviour, peculiar appearance and dress, unusual agitation (e.g., shouting and swearing),
strange body movements, and awkward facial expressions. It is also common for schizophrenia
sufferers to experience inappropriate affect. For example, a patient may laugh uncontrollably
when hearing sad news. Movement disorders typically appear as agitated movements, such as
repeating a certain motion again and again, but can in some cases include catatonia, a state in
which a person does not move and is unresponsive to others (Janno, Holi, Tuisku, & Wahlbeck,
2004; Rosebush & Mazurek, 2010).

Negative symptoms of schizophrenia include social withdrawal, poor hygiene and grooming,
poor problem-solving abilities, and a distorted sense of time (Skrabalo, 2000). Patients often
suffer from flat affect, which means that they express almost no emotional response (e.g., they
speak in a monotone and have a blank facial expression) even though they may report feeling
emotions (Kring, 1999). Another negative symptom is the tendency toward incoherent language,
such as repeating the speech of others (“echo speech”). Some schizophrenics experience motor
disturbances, ranging from complete catatonia and apparent obliviousness to their environment
to random and frenzied motor activity during which they become hyperactive and incoherent
(Kirkpatrick & Tek, 2005).

Not all schizophrenic patients exhibit negative symptoms, but those who do also tend to have the
poorest outcomes (Fenton & McGlashan, 1994). Negative symptoms are predictors of
deteriorated functioning in everyday life and often make it impossible for sufferers to work or to
care for themselves.

Cognitive symptoms of schizophrenia are typically difficult for outsiders to recognize but make
it extremely difficult for the sufferer to lead a normal life. These symptoms include difficulty
comprehending information and using it to make decisions (the lack of executive control),
difficulty maintaining focus and attention, and problems with working memory (the ability to use
information immediately after it is learned).

Explaining Schizophrenia



There is no single cause of schizophrenia. Rather, a variety of biological and environmental risk
factors interact in a complex way to increase the likelihood that someone might develop
schizophrenia (Walker, Kestler, Bollini, & Hochman, 2004).

Studies in molecular genetics have not yet identified the particular genes responsible for
schizophrenia, but it is evident from research using family, twin, and adoption studies that
genetics are important (Walker & Tessner, 2008). As you can see in Figure 13.14 ,”Genetic
Disposition to Develop Schizophrenia,” the likelihood of developing schizophrenia increases
dramatically if a close relative also has the disease.
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to Develop Schizophrenia. The risk of developing schizophrenia increases substantially if a
person has a relative with the disease. [Long Description]

Neuroimaging studies have found some differences in brain structure between schizophrenic and
normal patients. In some people with schizophrenia, the cerebral ventricles (fluid-filled spaces in
the brain) are enlarged (Suddath, Christison, Torrey, Casanova, & Weinberger, 1990). People
with schizophrenia also frequently show an overall loss of neurons in the cerebral cortex, and
some show less activity in the frontal and temporal lobes, which are the areas of the brain
involved in language, attention, and memory. This would explain the deterioration of functioning
in language and thought processing that is commonly experienced by schizophrenic patients
(Galderisi et al., 2008).

Many researchers believe that schizophrenia is caused in part by excess dopamine, and this
theory is supported by the fact that most of the drugs useful in treating schizophrenia inhibit
dopamine activity in the brain (Javitt & Laruelle, 2006). Levels of serotonin may also play a part
(Inayama et al., 1996). But recent evidence suggests that the role of neurotransmitters in
schizophrenia is more complicated than was once believed. It also remains unclear whether
observed differences in the neurotransmitter systems of people with schizophrenia cause the
disease, or if they are the result of the disease itself or its treatment (Csernansky & Grace, 1998).

A genetic predisposition to developing schizophrenia does not always develop into the actual
disorder. Even if a person has an identical twin with schizophrenia, that person still has less than


https://opentextbc.ca/introductiontopsychology/chapter/12-4-schizophrenia-the-edge-of-reality-and-consciousness/#fig13.14
http://opentextbc.ca/introductiontopsychology/wp-content/uploads/sites/9/2013/11/b17259ab118386fb578f9c05ecb341e3.jpg

a 50% chance of developing it, and over 60% of all schizophrenic people have no first- or
second-degree relatives with schizophrenia (Gottesman & Erlenmeyer-Kimling, 2001; Riley &
Kendler, 2005). This suggests that there are important environmental causes as well.

One hypothesis is that schizophrenia is caused in part by disruptions to normal brain
development in infancy that may be caused by poverty, malnutrition, and disease (Brown et al.,
2004; Murray & Bramon, 2005; Susser et al., 1996; Waddington, Lane, Larkin, & O’Callaghan,
1999). Stress also increases the likelihood that a person will develop schizophrenic symptoms;
onset and relapse of schizophrenia typically occur during periods of increased stress (Walker,
Mittal, & Tessner, 2008). However, it may be that people who develop schizophrenia are more
vulnerable to stress than others and not necessarily that they experience more stress than others
(Walker, Mittal, & Tessner, 2008). Many homeless people are likely to be suffering from
undiagnosed schizophrenia.

Another social factor that has been found to be important in schizophrenia is the degree to which
one or more of the patient’s relatives is highly critical or highly emotional in their attitude toward
the patient. Hooley and Hiller (1998) found that schizophrenic patients who ended a stay in a
hospital and returned to a family with high expressed emotion were three times more likely to
relapse than patients who returned to a family with low expressed emotion. It may be that the
families with high expressed emotion are a source of stress to the patient.



Key Takeaways

« Schizophrenia is a serious psychological disorder marked by delusions, hallucinations, and loss
of contact with reality.

e Schizophrenia is accompanied by a variety of symptoms, but not all patients have all of them.

« Because the schizophrenic patient has lost contact with reality, we say that he or she is
experiencing psychosis.

« Positive symptoms of schizophrenia include hallucinations, delusions, derailment, disorganized
behaviour, inappropriate affect, and catatonia.

« Negative symptoms of schizophrenia include social withdrawal, poor hygiene and grooming,
poor problem-solving abilities, and a distorted sense of time.

o Cognitive symptoms of schizophrenia include difficulty comprehending and using information
and problems maintaining focus.

o There is no single cause of schizophrenia. Rather, there are a variety of biological and
environmental risk factors that interact in a complex way to increase the likelihood that
someone might develop schizophrenia.
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