
 

 

 

 

Psychology: Knowledge Organiser. Paper 3: Schizophrenia  

Symptoms  

• Serious mental disorder affecting 1% of 
the population.  

• Classification: identify symptoms that go 
together = a disorder, then identify disor-
der based on symptoms (= diagnosis). 
Classification either DSM-5 (one positive 
symptom), ICD-10 (Two negative symp-
toms.  

• Positive symptoms: hallucinations, dis-
torted sensory experiences may be based 
on real stimulus, e.g. hearing voices. Delu-
sions, beliefs with no basis in reality, e.g. 
person thinks they are Jesus.  

• Negative symptoms: speech poverty, re-
duced amount and poor quality of 
speech. Avolition: severe loss of motiva-
tion, low activity levels. 

Psychological explanations: family dysfunction 

• Family dysfunction: schizophrenia is caused by abnormal 
patterns of communication within the family.  

• Double bind theory: contradictory family communication, 
child can’t win (Bateson et al).  

• Expressed emotion: family criticism and hostility, initial 
cause or later relapse.  

☺ Research evidence: Tiernari et al found adopted children 
who had schizophrenic biological parents were more likely to 
develop the disorder (than those with non schizophrenic bio-
logical parents) - but only if the adopted family was rated as 
disturbed. Berger found that schizophrenics reported a higher 
recall of double bind statements by their mothers than non-
schizophrenics.  
 Information from childhood experience was gathered after 
the development of symptoms, disorder may have distorted 
patients childhood experiences.  
 Ethical implications: parent blaming.  

Psychological explanations: Cognitive explanation 

• Dysfunctional thought processing: processing information differently to those without the disorder.  
• Metarepresentation: can’t recognise thoughts as ones own, leads to hallucinations/delusions.  
• Central control, cant suppress automatic responses (triggers other thoughts), leads to speech poverty. 
☺ Research support: people with schizophrenia take much longer to complete the Stroop task, showing im-
paired cognition (Stirling et al). 
 A proximal explanation: explains symptoms of schizophrenia now but not their origins, whereas genes/family 
dysfunction are distal explanations.  

Psychological therapy for schizophrenia 

Cognitive behaviour therapy (CBT) 
• Deals with irrational thinking and with behaviour. Individually or groups, 5-20 sessions. Therapist helps client 

make sense of symptoms e.g. understand the origins of voices. Normalisation, hearing voices creates anxie-
ty, reduce by seeing them as ‘normal’.  

☺ Evidence of effectiveness: 34 studies, moderate benefit for positive and negative symptoms (Jauhar et al).  
 Quality of evidence, different studies focus on different CBT techniques so not clear which ones may help 
particular clients (Thomas).  
• Family therapy: reduce negative emotions, expressed emotion (EE) creates stress, dealing with EE prevents 

clients relapse. Improve family's ability to help, therapeutic alliance, understanding of schizophrenia, care for 
each other. Works by reducing levels of stress and EE.  

☺ Evidence of effectiveness: relapse rates down 50-60%, more effective at beginning of symptoms (McFarlane). 
☺ Benefits to whole family, reduces negative impact on family and strengthens ability of family to support the 
identified patient (Lobban and Barrowclough). 

Biological explanations 

Genetic basis 
• Candidate genes: polygenic (several risk factors), 108 genetic vari-

ation increase risk (Ripke). 
• Genes associated with increased risk included those coding for 

the functioning of a number of neurotransmitters including dopa-
mine.  

☺ Research support: family risk, increases with genetic similarity e.g. 
2% for an aunt, 9% for siling (Gottesman). Adoption studies (Tienari) 
found that children of schizophrenia sufferers are still at heightened 
risk of schizophrenia when adopted into families with no history of 
the disorder.  
 Environmental factors: clear evidence to show that environmental 
factors also increase risk: psychological factors e.g. childhood trau-
ma. 
Neural correlates 
• Original DA hypothesis: high DA in subcortex 

(hyperdopaminergia). Explains e.g. poverty of speech (link to 
Broca’s area disrupted). 

• Updated DA hypothesis: high DA in subcortex plus low DA in cor-
tex (hypodopaminergia). Explains e.g. negative symptoms.  

• DA levels affected by both genetic vulnerability and childhood and 
adolescent stress (Howes et al) 

☺ Supporting evidence for the dopamine hypothesis: Leucht et al 
found from their meta analysis that all drugs that normalise levels of 
dopamine were significantly more effective than placebos.  
 Correlation-causation problem.  

Biological therapies 

Typical antipsychotics 
• Dopamine antagonists: introduced in 1950s, associated 

with dopamine hypothesis. Block dopamine, chlor-
promazine blocks receptors, normalises neurotransmis-
sion. Sedation effect, chlorpromazine affects histamine 
receptors, has calming effect.  

Atypical antipsychotics 
• Aimed to improve effectiveness and minimise side 

effects, in use since 1970s. Clozapine binds to dopa-
mine, glutamate and serotonin receptors. Enhances 
mood (good for suicide prevention).  

☺ Evidence for effectiveness, chlorpromazine better than 
placebo (Thornley et al), clozapine better than typical an-
tipsychotics, especially treatment resistant cases 
(Meltzer).  
 Counterpoint: short-term studies, some data sets with 
positive findings published more than once, sedative 
effects may explain positive results (Healy). 
 Serious side effects, mild (e.g. sleepiness), serious 
(tardive dyskinesia) and occasionally fatal (neuroleptic ma-
lignant syndrome). 
 Mechanisms unclear, most antipsychotics based on do-
pamine hypothesis which may be wrong. Theoretically 
they should not work.  

Management of schizophrenia 

• Early practice common in the 1960s, Ayllon and Azrin gave gift tokens for tidying.  
• Rationale: being in hospital leads to institutionalisation, e.g. bad hygiene.  
• Quality of life in hospital improved e.g. wearing make-up, making friends.  
• ‘Normalises’ behaviour—prepares for life after hospital e.g. making bed, getting 

dressed.  
• What is involved: tokens (e.g. coloured discs) given immediately for desirable behav-

iour, swapped later for rewards.  
• The theory: operant conditioning, tokens are secondary reinforcers, exchanged for 

primary reinforcers. 
☺ Evidence of effectiveness, seven studies showed reduced negative symptoms and un-
wanted behaviours (Glowacki et al).  
 Counterpoint: small evidence base so may be affected by the file draw problem (only 
positive findings published). 
 Ethical issues: token economy gives professionals power to control behaviour, impos-
ing their norms on others. Also restricting pleasures in seriously ill people.  
 Alternative approaches e.g. art therapy has a comparable evidence base, is a pleasant 
experience without side effects or ethical issues (Chiang et al.)                                                                                                                             


