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Specification:
· Classification of schizophrenia. Positive symptoms of schizophrenia, including hallucinations and delusions. Negative symptoms of schizophrenia, including speech poverty and avolition.
· Reliability and validity in diagnosis and classification of schizophrenia, including reference to co-morbidity, symptom overlap and culture and gender bias.
· Biological explanations for schizophrenia: genetics and neural correlates, including the dopamine hypothesis.
· Drug therapy: typical and atypical antipsychotics.
· Psychological explanations for schizophrenia: family dysfunction and cognitive explanations including dysfunctional thought processesing.
· Cognitive behaviour therapy and family therapy as used in the treatment of schizophrenia.
· Token economies as used in the management of schizophrenia.
· The importance of an interactionist approach in explaining and treating schizophrenia; the diathesis-stress model.
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Symptoms of schizophrenia

Schizophrenia is a serious mental disorder suffered by about 1% of the world population. It is more commonly diagnosed in men than women, more commonly diagnosed in cities than the countryside and in working-class rather than middle-class people. The symptoms of schizophrenia can interfere severely with everyday tasks, so that many sufferers end up homeless or hospitalised.

Symptoms of schizophrenia:
People with schizophrenia can experience a variety of symptoms that can be positive and/or negative.
	Positive symptoms: These refer to additional experiences beyond those of ordinary existence.
	Negative symptoms: These refer to the loss of usual abilities and experiences.

	Hallucinations – unusual sensory experiences. The most common hallucinations are visual and auditory whereby the schizophrenic patient would see and hear things that are not there. 

Delusions – irrational beliefs that seem real to the person but which go against reality. People with schizophrenia can experience paranoid delusions (e.g. of being persecuted by the government or aliens) as well as delusions of grandeur (thinking they are an important historical, political or religious figure such as Jesus). Sufferers may also believe that they or a part of them is under external control. 
	Speech poverty – limited speech output with limited, often repetitive content. This is sometimes accompanied by a delay in the sufferer’s verbal responses during conversation.

Avolition – the difficulty beginning or keeping up with goal-directed, purposeful activity i.e. actions performed in order to achieve a result. This means they lack the motivation to carry out a range of activities. Identifying signs of avolition include poor hygiene, poor attendance for work/education and a lack of energy. 




Classification of schizophrenia

Schizophrenia does not have a single defining characteristic. It is a cluster of symptoms some of which appear to be unrelated. The two major systems for the classification of mental disorder, are the DSM-5 and the ICD-10. These differ slightly in their classification of schizophrenia. For example, in the DSM-5 system one of the so-called positive symptoms - delusions, hallucinations or speech disorganisation - must be present for diagnosis whereas two or more negative symptoms are sufficient under ICD.
























Reliability and validity in diagnosis and classification of schizophrenia

	Reliability
	Validity

	Reliability in relation to the diagnosis and classification of schizophrenia typically looks at inter-rater reliability - the level of agreement in the diagnosis of schizophrenia by different psychiatrists. High inter-rater reliability would therefore indicate that different psychiatrists are both in agreement that a patient is or is not schizophrenic. 
	Validity in relation to the diagnosis and classification of schizophrenia refers to the extent to which psychiatrists are accurately diagnosing and classifying schizophrenia. This means that schizophrenia must be a unique syndrome with symptoms and characteristics that make it distinguishable from other syndromes.

	Research into the reliability and validity of the diagnosis and classification of schizophrenia:

	Cheniaux et al. (2009) had two psychiatrists independently diagnose 100 patients using both the DSM and ICD. The first psychiatrist diagnosed 26 with schizophrenia according to the DSM and 44 according to ICD, while the other diagnosed 13 according to the DSM and 24 according to ICD. This research suggests two conclusions:
1. The reliability and validity of the diagnosis of schizophrenia is poor as the two psychiatrists diagnosed differing numbers of people as schizophrenic whilst using the same classification system. For example, the first psychiatrist diagnosed 26 with schizophrenia according to the DSM while the second only diagnosed 13 as schizophrenic according to the DSM.
2. The validity of the classification of schizophrenia is poor as the both psychiatrists diagnosed differing numbers of people as schizophrenic depending on the classification system they were using. For example, the first psychiatrist diagnosed 26 of the people with schizophrenia according to the DSM but 44 according to the ICD 10. If the classification of schizophrenia was valid, these numbers should be the same.



There are several factors that can affect the reliability and validity of the diagnosis and classification of schizophrenia:
· Co-morbidity
Co-morbidity is the phenomenon that two or more conditions occur together - hence we speak of co-morbidity rates. If conditions occur together a lot of the time then this calls into question the validity of their diagnosis and classification because they might actually be a single condition. Schizophrenia is commonly diagnosed with other conditions. In one review Peter Buckley et al. (2009) concluded that around half of patients with a diagnosis of schizophrenia also have a diagnosis of depression (50%) or substance abuse (47%). Post-traumatic stress disorder also occurred in 29% of cases and OCD in 23%. This poses a challenge for both classification and diagnosis of schizophrenia. In terms of diagnosis, if half the schizophrenia patients are also diagnosed with depression, maybe we are just quite bad at telling the difference between the two conditions. In terms of classification, it may be that, if very severe depression looks a lot like schizophrenia and vice versa, then they might be better seen as a single condition. This confusing picture is a weakness of diagnosis and classification.


· Symptom overlap
There is considerable overlap between the symptoms of schizophrenia and other conditions. For example, both schizophrenia and bipolar disorder involve positive symptoms like delusions and negative symptoms like avolition. This again calls into question the validity of both the classification and diagnosis of schizophrenia. Under ICD a patient might be diagnosed as a schizophrenic; however, many of the same patients would receive a diagnosis of bipolar disorder according to DSM criteria. This is unsurprising given the overlap of symptoms. It even suggests that schizophrenia and bipolar disorder may not be two different conditions but one.


· Gender bias:
A researcher reviewed studies of the prevalence of schizophrenia and concluded that since the 1980s men have been diagnosed with schizophrenia rather more often than women (prior to this there appears to have been no difference). This may simply be because men are more susceptible to schizophrenia than women. However, another possible explanation is gender bias in the diagnosis of schizophrenia. It appears that female patients typically function better than men, being more likely to work and have good family relationships. This high functioning may explain why some women have not been diagnosed with schizophrenia where men with similar symptoms might have been: their better interpersonal functioning may bias practitioners to under-diagnose schizophrenia, either because symptoms are masked altogether by good interpersonal functioning, or because the quality of interpersonal functioning makes the case too mild to warrant a diagnosis.


· Culture bias:
African Americans and English people of Afro-Caribbean origin are several times more likely than white people to be diagnosed with schizophrenia. Given that rates in Africa and the West Indies are not particularly high, this is almost certainly not due to genetic vulnerability. Instead diagnosis seems to be beset with issues of culture bias. There may he several factors at work here. One issue is that positive symptoms such as hearing voices may be more acceptable in African cultures ancestors, and thus people are more ready to acknowledge such experiences. When reported to a psychiatrist from a different cultural tradition these experiences are likely to be seen as bizarre and irrational. 
Biological explanations for schizophrenia: Genetic explanation
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According to the genetic explanation, schizophrenia is inherited through the transmission of genes. It therefore runs in families. 

Research has investigated the extent to which greater genetic similarity between family members is associated with the likelihood of both family members developing schizophrenia. For example, MZ twins share 100% of their genes and so should have a higher concordance rate for schizophrenia than DZ twins who share only 50%of their genes. 

In 1991, Gottesman reviewed over 40 studies that had looked through medical records of people with schizophrenia in a number of countries. It was found that there was a strong relationship between the degree of genetic similarity and shared risk of schizophrenia. For example, there was a 48% concordance rate in MZ twins (sharing 100% of genes), 17% in DZ twins (sharing 50% of genes) and 5% between a schizophrenic and their grandparent (sharing 25% of their genes). This is in comparison to the 1% risk of schizophrenia in the general population. 

Research suggests that schizophrenia is polygenic in that it is caused by numerous genes.  Genes associated with increased risk of schizophrenia included those coding for the functioning of a number of neurotransmitters including dopamine, which can explain the dopamine hypothesis as an explanation for schizophrenia.

Evaluation:
· A strength of the genetic explanation is that it has received supporting evidence. E.g. adoption studies have shown that children of schizophrenia sufferers are still at heightened risk of schizophrenia if adopted into families with no history of schizophrenia. However, this does not of course mean that schizophrenia is entirely genetic. There are a number of factors in the environment associated with risk of schizophrenia, but the available evidence suggests that genetic susceptibility is very important.

· A limitation of genetic explanations for schizophrenia is that they are biologically deterministic. This is because they propose that schizophrenia is a result of inheriting genes that predispose an individual to developing schizophrenic symptoms. This is a limitation because such biologically deterministic explanations place responsibility/blame for the development of schizophrenia on family members such as parents and grandparents. This therefore questions the appropriateness of genetic explanations for schizophrenia as such research is socially sensitive i.e. it can lead to blaming and hostility within families which can worsen schizophrenic symptoms.

· A limitation of genetic explanations for schizophrenia is that Gottesman’s study supporting the role of genetics in schizophrenia can equally be explained by environmental influences. An alternative theory for the development of schizophrenia - family dysfunction - suggests that schizophrenia is due to family experiences of conflict, communication problems, criticism and control. MZ twins are more likely to experience the same level of criticism and/or control because they are of the same gender (which may not be the case with DZ twins) and look more similar. This is a limitation because such environmental differences between different relatives may have confounded the conclusions drawn by Gottseman. This therefore would question the validity of supporting evidence for the role of genetics in schizophrenia and, in turn, the credibility of genetic explanations for schizophrenia. 






Biological explanations for schizophrenia: Neural correlates

According to the neural correlates explanations of schizophrenia, there is a correlation between brain structure and function and symptoms of schizophrenia.

Dopamine hypothesis: the dopamine hypothesis focuses on the role of dopamine (an excitatory neurotransmitter) in the cause of schizophrenia. 

· Hyperdopaminergia in the subcortex: The original version of the dopamine hypothesis focused on the possible role of high levels or activity of dopamine (hyperdopaminergia) in the subcortex, i.e. the central areas of the brain. For example, an excess of dopamine receptors in Broca's area (which is responsible for speech production) may be associated with poverty of speech and/or the experience of auditory hallucinations.

· Hypodopaminergia in the cortex More recent versions of the dopamine hypothesis have focused instead on abnormal dopamine systems in the brain's cortex. Goldman-Rakic et al. (2004) have identified a role for low levels of dopamine (hypodopaminergia) in the prefrontal cortex (responsible for thinking and decision making) in the negative symptoms of schizophrenia.It may be that both hyper- and hypodopaminergia are correct explanations - both high and low levels of dopamine in different brain regions are involved in schizophrenia.
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Grey matter loss:
Grey matter loss is correlated with age but the rate of tissue loss is greater in schizophrenic patients. Indeed, the lateral ventricles of schizophrenics are nearly twice as large as controls due to loss of brain tissue. 

Possible causes of such brain abnormalities include viral infections and complications during pregnancy or labour. For example, there is an increased incidence of schizophrenia in people born between February and May when the winter flu season coincides with the 2nd trimester (a period during which critical aspects of brain development occur). 
 
Evaluation: 
· There is support from a number of sources for abnormal dopamine functioning in schizophrenia. Dopamine agonists like amphetamines that increase the levels of dopamine make schizophrenia worse and can produce schizophrenia-like symptoms in non-sufferers.. Antipsychotic drugs, on the other hand, work by reducing dopamine activity.  Both kinds of drug study suggest an important role for dopamine in schizophrenia. 
· However, there is evidence to suggest that dopamine does not provide a complete explanation for schizophrenia. Some of the genes identified in the cause of schizophrenia code for the production of other neurotransmitters, so it appears that although dopamine is likely to be one important factor in schizophrenia, so are other neurotransmitters. 
· Furthemore, there are a number of neural correlates of schizophrenia symptoms, including both positive and negative symptoms. Although supporting studies have flagged up particular brain systems that may not be working normally, this kind of evidence leaves some important questions unanswered. Most importantly, does the unusual activity in a region of the brain cause the symptom or is it a consequence of having the disorder.  
· The evidence supporting the role of biological factors in schizophrenia is overwhelming. However, there is also evidence to suggest an important role for environmental factors, including psychological ones such as family functioning during childhood. After all, the probability of developing schizophrenia even if your identical twin has it is less than 50%. 
Biological treatments for schizophrenia

The most common treatment for schizophrenia involves the use of antipsychotic drugs. Antipsychotics can be taken as tablets or in the form of syrup. For those particularly at risk of failing to take their medication regularly some antipsychotics are
available as injection.  Antipsychotics may be required in the short or long term. Some patients can take a short course of antipsychotics then stop their use without the return of symptoms. Other patients may require antipsychotics for life or face the likelihood of a recurrence of schizophrenia. 

Antipsychotics can be divided into typical (traditional) and newer atypical drugs.
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Typical antipsychotics
These have been around since the 1950s and include Chlorpromazine. Typical antipsychotics like Chlorpromazine work by acting as antagonists in the dopamine system. Antagonists are chemicals which reduce the action of a neurotransmitter. Dopamine antagonists work by blocking dopamine receptors in the synapses of the brain, reducing the action of dopamine. Initially when a patient begins taking Chlorpromazine dopamine levels build up, but then its production is reduced. According to the dopamine hypothesis of schizophrenia this dopamine-antagonist effect normalises neurotransmission in key areas of the brain, reducing symptoms like hallucinations.

Atypical antipsychotics
These drugs have been used since the 1970s. The aim in developing newer antipsychotics was to maintain or improve upon the effectiveness of drugs in suppressing the symptoms of psychosis and also minimise the side effects. Clozapine is an example of an atypical antipsychotic. Clozapine binds to dopamine receptors in the same way that Chlorpromazine does, but in addition it acts on serotonin and glutamate recentors. It is believed that this action helps improve mood and reduce depression and anxiety in patients, and that it may improve cognitive functioning. 


Evaluation:
· There is a large body of evidence to support the idea that both typical and atypical antipsychotics are at least moderately effective in tackling the symptoms of schizophrenia. E.g. One researcher reviewed studies comparing the effects of Chlorpromazine to control conditions in which patients received a placebo. The results showed that Chlorpromazine was associated with better overall functioning,  reduced symptom severity, and reduced relapse rates. 

· Although there is an impressive mass of evidence to support the effectiveness of antipsychotics, there have been some vigorous challenges to their usefulness. This is because  antipsychotics have powerful calming effects, so it is easy to demonstrate they have some positive effect on patients. However, this is not the same as saying they really reduce the severity of psychosis. To make matters worse most published studies assess short. term benefits rather than long-term benefits.

· However, a limitation of  antipsychotic drugs is the likelihood of side effects, ranging from the mild to the serious and even fatal. Typical antipsychotics are associated with a range of side effects including dizziness, agitation, sleepiness, stiff jaw, weight gain and itchy skin. Long-term use can result in tardive dyskinesia, wich is caused by dopamine supersensitivity and manifests as involuntary facial movements such as grimacing, blinking and lip smacking. Atypical antipsychotics were developed to reduce the frequency of side effects and generally this has been successful.. However, side effects still exist. Side effects are thus still a significant weakness of antipsychotic drugs.

· Another limitation of antipsychotics is that quite a bit of evidence to show that this original dopamine hypothesis is not a complete explanation for schizophrenia, and that in fact dopamine levels in parts of the brain other than the subcortex are too low rather than too high. If this is true then it is not clear how antipsychotics, which are dopamine antagonists, can help with schizophrenia when they reduce dopamine activity. In fact our modern understanding of the relationship between dopamine and psychosis suggests that antipsychotics shouldn't work. This has undermined the faith of some people that antipsychotics do in fact work.


Psychological explanations for schizophrenia: Family dysfunction

[bookmark: _heading=h.cc22l5xi9rto]Psychologists have attempted to link schizophrenia to childhood and adult experiences of living in a dysfunctional family. 
[bookmark: _heading=h.6rp19rwwlsyu]
[bookmark: _heading=h.if7yyp7e9y31]Schizophrenogenic mother:
[bookmark: _heading=h.bgoohix3c9oh]For example, one psychologist noted that many of her patients spoke of a particular type of parent, which she called the schizophrenogenic mother. schizophrenogenic literally means schizophrenia-causing. The schizophrenogenic mother is cold, rejecting and controlling, and tends to create a family climate characterised by tension and secrecy. This leads to distrust that later develops into paranoid delusions (i.e. the belief that one is being persecuted by another person), and ultimately schizophrenia.
[bookmark: _heading=h.tqlp4wkcnkui]
[bookmark: _heading=h.t0hfsyzdb7yl]Double-bind communication:
[bookmark: _heading=h.cc22l5xi9rto]The double-bind theory agreed that family climate is important in the development of schizophrenia but emphasised the role of communication style within a family. The developing child regularly finds themselves trapped in situations where they fear doing the wrong thing, but receive mixed messages about what this is, and feel unable to comment on the unfairness of this situation or seek clarification. When they 'get it wrong' (which is often) the child is punished by withdrawal of love. This leaves them with an understanding of the world as confusing and dangerous, and this is reflected in symptoms like disorganised thinking and paranoid delusions. 
[bookmark: _heading=h.gqway2wkcubo]
[bookmark: _heading=h.2wmuojuoeamb]Expressed emotion:
[bookmark: _heading=h.ja6k1ufbz3qv]Finally, expressed emotion has been linked to schizophrenia.  Expressed emotion is the level of emotion, in particular negative emotion, expressed towards a patient by their carers. It includes verbal criticism of the patient, hostility towards the patient, and an emotional over-involvement in the life of the patient. These high levels of expressed emotion in carers directed towards the patient are a serious source of stress for the patient. This is primarily an explanation for relapse in patients with schizophrenia. However, it has also been suggested that it may be a source of stress that can trigger the onset of schizophrenia in a person who is already vulnerable, for example, due to their genetic make-up.


Evaluation:
· A strength of the family dysfunction explanation is that there is evidence to suggest that difficult family relationships in childhood are associated with increased risk of schizophrenia in adulthood. For example, one researcher reviewed 46 studies of child abuse and schizophrenia and concluded that 69% of adult women in-patients with a diagnosis of schizophrenia had a history of physical abuse, sexual abuse or both in childhood. For men the figure was 59%. Adults with insecure attachments to their primary carer are also more likely to have schizophrenia. There is thus a large body of evidence linking family dysfunction to schizophrenia.

· However, most of this evidence shares a weakness. Information about childhood experiences was gathered after the development of symptoms, and the schizophrenia may have distorted patients' recall of childhood experiences. This creates a serious problem of validity. 

· Another problem with dysfunctional family explanations for schizophrenia is that they have led historically to parent-blaming. Parents, who have already suffered at seeing their child's descent into schizophrenia and who are likely to bear lifelong responsibility for their care, underwent further trauma by receiving the blame for the condition. This is literally adding insult to injury. In fact the shift in the 1980s from hospital to community care, often involving parental care, may be one of the factors leading to the decline of the schizophrenogenic mother and double bind theories - parents no longer tolerated them.

· Another limitation of the family dysfunction explanation is that there is an alternative biological theory. For example, the genetic explanation proposes that schizophrenia is caused by the inheritance of candidate genes, suggesting a more nature rather than nurture basis. Indeed, the effectiveness of antipsychotic drugs further points to biological causes of schizophrenia. 







Psychological explanations for schizophrenia: Cognitive explanations

The cognitive explanation for schizophrenia considers the role of mental processes. Two kinds of dysfunctional thought processing that could underlie some symptoms have been identified: 

1. ﻿﻿Metarepresentation - is the cognitive ability to reflect on thoughts and behaviour. This allows us insight into our own intentions and also allows us to interpret the actions of others. Dysfunction in metarepresentation would disrupt our ability to recognise our own actions and thoughts as being carried out by ourselves rather than someone else. This would explain hallucinations of voices and delusions like thought insertion (the experience of having thoughts projected into the mind by others).

2. ﻿﻿Central control - is the cognitive ability to suppress automatic responses while we perform deliberate actions instead. Disorganised speech and thought disorder could result from the inability to suppress automatic thoughts and speech triggered by other thoughts. For example, sufferers with schizophrenia tend to experience derailment of thoughts and spoken sentences because each word triggers associations, and the patient cannot suppress automatic responses to these.


Evaluation:
· A strength of the cognitive explanation for schizophrenia is that there is supporting evidence that information is processed differently in the minds of people with schizophrenia. For example, in one study schizophrenic patients were compared non-patient controls on a range of cognitive tasks including the Stroop Test in which participants have to name the ink colours of colour words, suppressing the impulse to say the words. In line with central control dysfunction, schizophrenic patients took over twice as long to name the ink colours in comparison to the control group. 

· Although links between symptoms of schizophrenia and faulty information processing are clear, cognitive explanations for schizophrenia fail to explain the origins of those cognitions i.e. what causes the deficits in metarepresentation and central control. This means the cognitive explanations are good at describing but not so good at explaining.

· Another limitation of the cognitive explanation is that it is difficult to establish cause and effect. This is because it is not clear whether the faulty thinking is a cause of schizophrenia or just a consequence of having the disorder. This is a limitation because any treatment developed out of this theory may not be effective if it does not play a causal role. 

· Nevertheless, a strength of the cognitive explanation is that it has led to effective treatments for schizophrenia. E.g. CBT is a cognitive treatment for depression that aims to tackle patient’s faulty thinking. Research has found it to be an effective treatment so the theory must have merit. 








Psychological treatments for schizophrenia: CBT and family therapy

CBT:
Cognitive behaviour therapy is now commonly used to treat patients with schizophrenia. It usually takes place for between five and twenty sessions, either in groups or on an individual basis. 

The aim of CBT in general involves helping patients identify irrational thoughts and trying to change them. This may involve argument or a discussion of how likely the patient's beliefs are to be true, and a consideration of other less threatening possibilities. Patients can be helped to make sense of how their delusions and hallucinations impact on their feelings and behaviour. Just understanding where symptoms come from can be hugely helpful for some patients. If, for example, a patient hears voices and believes the voices are demons, they will naturally be very afraid. Offering psychological explanations for the existence of hallucinations and delusions can help reduce this anxiety. Delusions can also be challenged so that a patient can come to learn that their beliefs are not based on reality. This will not get rid of the symptoms of schizophrenia but it can make patients better able to cope with them.

Evaluation:
· A strength of CBT as a treatment for schizophrenia is that it has shown to be effective. For example, researchers reviewed results of 34 studies of CBT for schizophrenia. They concluded that CBT has a significant effect on both positive and negative symptoms. However, CBT aims to make schizophrenia more manageable and in some way improve patients' quality of life. It achieves this by allowing patients to make sense of and in some cases challenge some of their symptoms. These things are all worth doing, but should not be confused with curing schizophrenia. This failure to cure schizophrenia is a weakness of CBT. 

· Another strength of CBT for schizophrenia is that it does not produce serious side effects. This is because it is a psychological rather than biological therapy. This can make it a more appropriate treatment than antipsychotics which can produce negative side effects and lead to high attrition rates. 

· However, a limitation of CBT is that many small-scale studies that have compared patients before and after CBT have found positive results. However, these studies have problems; there is often a lack of a control group. or, if there is one then patients are not randomly allocated to treatment and control conditions. 


Family therapy
The family dysfunction explanation views the family as the root cause of schizophrenia. Family therapy therefore takes place with families rather than individual patients, aiming to improve the quality of communication and interaction between family members. Nowadays though, most family therapists are more concerned with reducing stress within the family that might contribute to a patient's risk of relapse. In particular, family therapy aims to reduce levels of expressed emotion (EE).

A range of strategies by which family therapists aim to improve the functioning of a family with a member suffering from schizophrenia include:
· ﻿﻿Forming a therapeutic alliance with all family members.
· ﻿﻿Reducing the stress of caring for a relative with schizophrenia.
· ﻿﻿Improving the ability of the family to anticipate and solve problems.
· Reduction of anger and guilt in family members
· Helping family members achieve a balance between caring for the individual with schizophrenia and maintaining their own lives.
· ﻿﻿Improving families' beliefs about and behaviour towards schizophrenia.

Evaluation:
· A strength of family therapy for schizophrenia is that research has demonstrated its effectiveness. For example, researchers reviewed the evidence for the effectiveness of family therapy for families of schizophrenia sufferers. They concluded that there is moderate evidence to show that family therapy significantly reduces hospital readmission over the course of a year and improves quality of life for patients and their families. 

· Another strength of family therapy for schizophrenia is that it does not produce serious side effects. This is because it is a psychological rather than biological therapy. This can make it a more appropriate treatment than antipsychotics which can produce negative side effects and lead to high attrition rates. 

· However, a limitation family therapy is that it is not always appropriate. For example, not all schizophrenics have families that can support them through their treatment. This means that alternatives such as CBT may be more appropriate. This is because CBT is conducted on a 1-1 basis between the therapist and patient so does not rely on the involvement of family members. 



 Token economies as used in the management of schizophrenia

Token economies:
Token economies are reward systems used to manage the behaviour of patients with schizophrenia, in particular those who have developed patterns of maladaptive behaviour through spending long periods in psychiatric hospitals. Under these circumstances it is common for patients to develop bad hygiene or perhaps to remain in pyjamas all day. Modifying these bad habits does not cure schizophrenia but it improves the patient's quality of life and makes it more likely that they can live outside a hospital setting.

The idea is that tokens - for example, in the form of coloured discs - are given immediately to patients when they have carried out a desirable behaviour that has been targeted for reinforcement. This may be getting dressed in the morning, making a bed, etc., according to the patient's individual behaviour issues. 

Although the tokens have no value in themselves they can be swapped later for more tangible rewards. Token economies are a kind of behavioural therapy based on operant conditioning. Tokens are secondary reinforcers because they only have value once the patient has learned that they can be used to obtain rewards. These rewards might be in the form of materials such as sweets, cigarettes or magazines or rather in the form of services such as having a room cleaned or privileges such as a walk outside the hospital.

Evaluation:
· A strength of token economies is that research has demonstrated their effectiveness. For example, in a meta-analysis of high quality studies into the effectiveness of token economies in hospitals, all studies showed decreased negative symptoms and a decrease in the frequency of undesirable behaviours such as violence. However, token economies only tend to provide a way of managing negative symptoms. They do not tackle positive symptoms such as hallucinations and delusions so additional therapy may be required such as CBT.

· A limitation of token economies is that they raise ethical issues. This is because privileges, services, etc., become more available to patients with mild symptoms and less so for those with more severe symptoms of schizophrenia that prevent them complying with desirable behaviours. This means that the most severely ill patients suffer discrimination and some families of patients have challenged the legality of this. This has in turn reduced the use of token economies in the psychiatric system.

· Another limitation is that they may not be effective in the long-term. This is because the behavioral changes may not last once the patient leaves the treatment setting, as the reinforcement is removed. This suggests that the patient may not have learned how to apply the learned behavior to their everyday life. This is particularly true if the treatment setting is highly structured and different from the patient's real-world environment. 


















The importance of an interactionist approach to explaining and treating schizophrenia:

The interactionist approach to explaining schizophrenia is an approach that acknowledges that there are biological, psychological and societal factors in the development of schizophrenia. Biological factors include genetic vulnerability and neurochemical and neurological abnormality. Psychological factors include stress, for example, resulting from life events and daily hassles, including poor quality interactions in the family.

The diathesis-stress model: 
The diathesis-stress model says that both a vulnerability to schizophrenia and a stress-trigger are necessary in order to develop the condition. One or more underlying factors (e.g. genes) make a person particularly vulnerable to developing schizophrenia but the onset of the condition is triggered by stress. In the original diathesis-stress model, diathesis (vulnerability) was entirely genetic, the result of a single 'schizogene'. This meant that if a person does not have the schizogene then no amount of stress would lead to schizophrenia. However, modern views of diathesis now include a range of factors beyond the genetic, including psychological trauma. For example, early trauma can alter the developing brain, making the person much more vulnerable to later stress. 

Much of the recent research into factors triggering an episode of schizophrenia has concerned cannabis use. In terms of the diathesis-stress model cannabis is a stressor because it increases the risk of schizophrenia by up to seven times according to dose. This is probably because cannabis interferes with the dopamine system. However, most people do not develop schizophrenia after smoking cannabis so it seems there must also be one or more vulnerability factors.

Treatment according to the interactionist model
The interactionist model of schizophrenia acknowledges both biological and psychological factors in schizophrenia and is therefore compatible with both biological and psychological treatments. In particular the model is associated with combining antipsychotic medication and psychological therapies, most commonly CBT.

Evaluation:
· A strength of the interactionist approach to explaining schizophrenia is that it has received supporting evidence. For example, Gottesman found that MZ twins who share 100% of their genes have a concordance rate of 48% for schizophrenia. Meanwhile, DZ twins who share 50% of their genes have a concordance rate of 17%. This is a strength because it suggests there is a genetic vulnerability for schizophrenia. However, the fact that MZ twins do not have a 100% concordance rate despite sharing 100% of their genes suggests that there must be some interaction of genetics with environment that determines whether an individual will develop schizophrenia. This therefore highlights the importance of an interactionist approach to explaining schizophrenia. 

· Research has found that a child-rearing style characterised by high levels of criticism and conflict and low levels of empathy was implicated in the development of schizophrenia but only for children with a high genetic risk. This suggests that both genetic vulnerability and family-related stress are important in the development of schizophrenia. 

· A strength of the interactionist approach to explaining schizophrenia is that it has resulted in positive implications for treatment. For example, the interactionist approach to explaining schizophrenia would suggest the treatment for it needs to be holistic rather than just using one particular therapy. Indeed, it is common practice in Britain for people with schizophrenia to be taking medication while completing a psychological therapy. This is a strength because such a multidisciplinary approach is found to be more effective than a single treatment. This therefore adds merit to the claim that schizophrenia is caused by the complex interaction of biological, psychological and social factors otherwise such an approach to treatment would not be more effective than single treatment methods. 





image4.png




image1.jpg
1]

«lwi»

DRAYTON MANOR HiGH ScHooL




image2.png
m 125%
3rd degree
relatives

o 25%
2nd degree
relatives

W 5%
1t degree
relatives

H 100%

Genes shared

General population
First cousins
Uncles / Aunts
Nephews / Nieces
Grandchildren|
Half siblings
Parents

Sibli

Children

Fraternal twins [N 17%

T =

D El 0
Relationship to  Risk of developing schizophrenia
person with

schizophrenia





image3.png
Dopamine Pathways Relevant to
Schizophrenia Symptoms

Overactivity of the

= u Mesocortical pathway
mesolimbic pathway sfuncnon

) NA
IS

Positive symptoms Negative symptoms





