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Aetiologies of Unipolar Depression 

Unipolar depression (otherwise known as major depressive disorder) is defined as a mental disorder with 

depressive symptoms such as lack of self-esteem, weight loss/gain, fatigue and negative thoughts. The 

DSM IV is used to diagnose unipolar depression, where the patient needs to suffer at least five symptoms 

for a two week period and find it ‘disabling’. There are many theories for what causes unipolar depression, 

some physiological (biological influences) and some psychological (environmental influences); therefore a 

debate between nature and nurture takes place.  

One physiological explanation is genetic vulnerability. This is where illnesses that affect mental functioning 

such as unipolar depression, a mood disorder, can be partially due to genetic influences. Genes code for 

cells in our bodies, which determine our characteristics and physiology (e.g. neurotransmitter production 

and the nervous system), which affect behaviour. The theory proposes that people inherit a predisposition 

to develop unipolar depression. The main way to research genetic influences on behaviour is twin studies. 

Identical (monozygotic) twins have the exact same genes, so if the theory of genetic vulnerability is correct, 

if one twin has the disorder so will the other. This is known as 100% concordance rate. Concordance rates 

are measured for monozygotic (MZ) and dizygotic (non-identical, DZ) twins to check for a comparison 

between siblings. Dizygotic twins share 50% of genetic material as opposed to monozygotic twins with 

100% shared genetic material. 

A case study to support this theory is McGuffin, who sampled 214 pairs of twins where at least one was 

being treated for unipolar depression and found 46% concordance rate for MZ twins as opposed to 20% for 

DZ twins. This research suggests genetics play a role in the development of the disorder, but as there was 

not found to be any 100% concordance rates, genetics cannot be the only cause; however there was a 

moderate genetic influence. Kendler et al looked at over 15,000 pairs of twins and concluded unipolar 

depression was ‘moderately heritable’. They found the influence was greater in women than men (49% to 

29% respectively), showing environmental factors may also play an important role. It is likely that genes 

influence vulnerability to negative life events.  

Another physiological explanation is the monoamine theory. Monoamines are a group of 

neurotransmitters including adrenaline, noradrenaline, serotonin and dopamine. The theory suggests a 

lack of these neurotransmitters causes unipolar depression as the necessary messages aren’t being 

relayed. Neurotransmitters work by electrical impulses being sent along a neuron causing 

neurotransmitters to be released into the synapse. Receptors in the next neuron take up the 

neurotransmitter and cause it to ‘fire’ as well, passing along the message.  

Serotonin is linked to maintaining mood, controlling eating, sleeping and arousal. Dopamine affects 

movement and attention, as adrenaline and noradrenaline increase alertness. It is possible genetics 

programmed the levels of neurotransmitters to be lower than normal, linking to the theory of genetic 

vulnerability. Delgado et al gave depressed patients who were receiving antidepressant medication a 

special diet that lowered the levels of one of the precursors of serotonin. The majority of patients 

experienced a return of depressive symptoms, which disappeared again when their diet was returned back 

to normal, showing support for the idea that serotonin is related to depressive symptoms. 

A study by Klimek et al carried out post-mortem studies on dead brains to investigate noradrenaline. They 

compared fifteen patients’ brains that had all suffered from depression and fifteen controls. They found a 

significant difference between the structures of the locus coeruleus in the brain – the structure responsible 
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for noradrenaline production. This suggests people with depression have low levels of noradrenaline. 

Reimold et al used PET (positron emission tomography) scans to look at the thalamus and brain stem of 

people with unipolar depression who hadn’t received treatment for it. They wanted to see if there were 

fewer serotonin transporters in the areas in depressed patients’ brains compared to health control 

subjects. They found depressed patients had significantly lower ‘serotonin transporter availability’, 

suggesting there is reduced levels of serotonin in people with depression.  

The effects of antidepressants and other drugs e.g. serotonin reuptake inhibitors improve mood, 

suggesting a biochemical explanation for depression. Some researchers however suggest that it isn’t the 

levels of neurotransmitters which are important, but the number/functioning of the receptors for these 

chemicals, so the neurotransmitters may be important but how this affects mood still needs to be 

discovered. There is also a lot of evidence to support neurotransmitters being involved in depression, but 

cannot be the cause as there is a relationship but other factors may be involved. However, Goodwin found 

that reserpine depressed hypertension patients, and this drug reduces serotonin and noradrenaline levels, 

further supporting the link. Kraft et al studied 96 patients with depression who were treated for six weeks 

with a dual serotonin-noradrenaline reuptake inhibitor, and patients showed a significantly more positive 

response than those treated with a placebo, therefore supporting the theory that neurotransmitters to 

play a role.  

As well as physiological explanations for unipolar depression, there are also psychological explanations 

including the cognitive theory and the behaviourist explanation. The cognitive theory suggests that 

depression is a disturbance in thinking rather than mood. Depressed patients are said to have faulty 

thought processes making them vulnerable to depression, and systematic errors are the result of faulty 

thought processes. Overgeneralisation is an example of a systematic error, and this is where a person 

comes to a sweeping conclusion on the basis of one event, such as if a student did badly on one essay they 

think they will do badly on every essay they do in the future. Personalisation is another systematic error, 

and this is assuming responsibility for bad events in the world, such as thinking it is raining just because it is 

your birthday. Magnification/minimisation involves building up something small and bad to be something 

massively important or reducing anything good to something insignificant. An example of magnification 

would be thinking you are a bad driver just because you got a couple of points on your license, and 

minimisation where you reduce a top grade in an exam to simply being because you went to all your 

lessons.  

Beck proposed that early experiences and negative or critical parenting can create negative self-schemas 

(sets of beliefs about ourselves that are applied to new experiences we have, affecting our interpretations 

of events in adulthood). Thoughts are reactivated automatically. Beck grouped negative thoughts into 

three categories, forming the cognitive triad. This consists of negative thoughts about yourself, about the 

present and about the future.  

Parker et al did a study where 96 depressed patients were interviewed about their early experiences. 

There was a significant association found between negative early experiences and negative self-schemas 

linked to depression. This study supports the self-schema part of Beck’s theory. Perez used a stroop test 

with sufferers of depression and a control group where the depressed patients were more likely to attend 

to the negative words than the control participants. This study supports the faulty thought processes part 

of Beck’s theory. 
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Many psychologists propose that negative conditions could be the result of depressed moods rather than 

the cause. Correlational evidence can’t show a cause and effect relationship. However, the treatment 

developed from the cognitive theory is considered to be very effective in reducing patient’s symptoms. 

There is also a lot of evidence to support the link between faulty thought processes and depression.  

Another psychological explanation for unipolar depression is the behaviourist theory. This approach 

assumes all behaviour is due to the environment (it is learnt, according to Lewisohn via operant 

conditioning). It is believed a lack of reinforcement due to a loss e.g. redundancy, a death in the family or 

illness that causes depression. Once an individual becomes depressed and inactive for whatever reason, 

their main source of reinforcement is through sympathy from friends and family members which may 

initially reinforce behaviours that are maladaptive such as crying, complaining and criticising themselves. 

As the depressed individual’s behaviour continues to be maladaptive, it eventually alienates relatives and 

friends who were offering sympathy, causing further social isolation and a lack of reinforcement. The 

vicious circle forms and continues, and underlying issues causing the depression itself are not being dealt 

with.  

Seligman proposed that depression may be learned when a person tried but fails to control unpleasant 

experiences. As a result they acquire a sense of being able to exercise control over their life, and so 

become depressed. This ‘learned helplessness’ impairs their performance in situations that can be 

controlled, which is a characteristic of many depressives who fail to cope with stress. The ‘reformulated 

helplessness theory’ (Abramson et al) suggests that depressed people thinks the cause of such events is 

internal (It’s my fault because I’m stupid), stable (People will never want to be my friend) and global 

(Everything I do goes wrong). A person prone to depression is thus thought to show a depressive 

attributional style. Although Seligman’s initial research was based on animals, learned helplessness has 

been demonstrated in many human studies. Hiroto and Seligman showed that college students who were 

exposed to uncontrollable aversive events were more likely to fail on subsequent cognitive tasks. Another 

study by Miller and Seligman found that depressed students performed worst of all on a similar task, 

suggesting that having some control is likely to improve performance especially for those who are 

depressed. 

Observational studies have shown that people with depression receive less positive reinforcement than 

other family members, supporting the idea of operant conditioning also having an influence on depression. 

Although there may initially be a gain for the depressed individual to receive sympathy from family 

members and friends, if it continues for too long people lose interest, and there is no reinforcement for the 

depressed behaviour, so it is thought it should disappear over time. There is also doubt over the correct 

cause and effect relationship, as a lack of reinforcement could be the result of depression, not the cause, 

just like negative thoughts could be the result of, not the cause, of depression.    

It is still unclear what the exact cause for unipolar depression is. No twin studies have found a 100% 

concordance rate, so it cannot be purely genetics that influence depression, suggesting the environment 

plays a role. The most likely cause is a combination of physiological and psychological explanations. The 

diathesis stress model suggests that someone born with a predisposition for unipolar depression can have 

something in their environment trigger depression for it to be suffered from.  
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Treatments of Unipolar Depression 

There have been different ways proposed to treat unipolar depression which are physiological and 

psychological. Chemotherapy is a physiological treatment and Ellis’ Rational Emotive Behavioural Therapy 

is a psychological treatment.  

Low levels of both noradrenaline and serotonin have been implicated in unipolar depression so it seems 

logical to treat it with drugs which increase the availability of these neurotransmitters. Most 

antidepressants can be given just once per day and usually become effective after 10-14 days. A drug was 

used in 1952 as a treatment for TB and alleviated the patient’s mood but did not treat the actual disease. 

This drug and other similar drugs inhibited the enzyme monoamine oxidase and gradually increased the 

level of activity of neurons that utilise noradrenaline and serotonin. Monoamine Oxidase Inhibitors 

(MAOIs) are however less effective than tricyclics when used to treat depression and have serious side 

effects e.g. cerebral haemorrhage and dangerous reactions with food stuffs and other drugs.  

Tricyclics have three carbon rings in their molecular structure and appear to work by blocking the reuptake 

of dopamine and noradrenaline, and in some cases serotonin. This leads to increased synaptic activity in 

neurons which utilise these neurotransmitters. They are effective in treating of both mild and severe 

depression and are the first choice of drug for the latter form. However, there are many side effects 

including toxic effects on the cardiovascular system, so as a result they are gradually being replaced by 

modified tricyclics which cause fewer side effects (Gelder et al 1999).  

Selective Serotonin Reuptake Inhibitors (SSRIs) are second generation drugs that selectively inhibit the 

reuptake of serotonin into presynaptic neurons to make serotonin more available and reduce the 

symptoms of depression. An example is Prozac. They seem to be as effective as tricyclics in treating mild 

depression and they are safer for patients with glaucoma and in overdose. Prozac has become the most 

rapidly prescribed antidepressant (Costello et al 1995), having been taken by more than 38 million people 

since its introduction in 1988. However Prozac has had some controversy as being used as a ‘designer 

drug’. Kramer says everyone could benefit from taking it as it makes people more assertive and improves 

relationships, and he believes in the near future we could change our ‘self’ as easily as we change our 

clothes. About 250,000 people worldwide taking this drug have attempted suicide however, so it can 

produce disturbing accounts of violence and suicide if taken.  

Drug treatments are relatively inexpensive when compared to psychological treatments as they require 

much less contact time between doctor and patient, and they are quite effective at preventing relapse and 

maintaining a good quality of life for the patient. Trivedi et al found 80% of patients treated with an SSRI 

improved, and if the condition is partly due to biological factors (neurotransmitters) it would be sensible to 

treat them physically. However a major problem with drug treatment is that it does not cure mental illness 

even though it does relieve and control symptoms, as some patients’ symptoms return immediately after 

they stop taking the drugs or eventually relapse and require the medication again. It has been found 

though that the success rate for drug therapy is about 60% but will vary from one individual to another, as 

will the impact of side effects e.g. drowsiness, blurred vision, withdrawal symptoms or increased risk of self 

harm. There are many types of each drug and each have different success rates as some are more effective 

than others. 

Despite their role in the treatment of adults, antidepressants appear less useful when given to children and 

adolescents (Hammen). Double blind studies have consistently failed to demonstrate the superiority of 
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antidepressant medications over placebo conditions. Ryan suggests this may have something to do with 

developmental differences in brain neurochemistry.  

Fisher and Greenberg discussed the methodology of drug trials, specifically double-blind studies where 

neither doctor nor patient knows whether the drugs are placebos or real antidepressants. When inactive 

placebos don’t produce as many bodily sensations as the drugs, participants soon learn to discriminate 

between them, so active placebos are sometimes used which do produce side effects. In one review Fisher 

and Greenberg cited that when 68 studies using inert placebos were compared with 7 studies using an 

active placebo, the antidepressants were superior to the placebo in 59% of the former and only 14% of the 

latter, suggesting the placebo effect was at work improving mood and not the antidepressants themselves. 

Cognitive psychologists believe mental processes (memory, attention, perception etc.) should be studied 

to understand human behaviour, so therefore believe that mental health problems like depression are due 

to problems with mental processes. A psychological treatment is Ellis’ Rational Emotive Behavioural 

Therapy; a cognitive therapy which attempts to directly and actively get clients to dispute their irrational 

and unscientific beliefs and replace them with rational beliefs which are less likely to be associated with 

negative emotional states or maladaptive behaviour. Although Ellis believed that people have a biological 

tendency to think irrationally, REBT is an optimistic approach which can be effective if people work at it to 

replace self-defeating beliefs (negative thoughts) with adaptive beliefs (positive and optimistic). The aim of 

cognitive therapies is to change incorrect thinking patterns, usually negative ones, into positive ones, 

normally resulting in a change of behaviour. Cognitive therapies are often used alongside behavioural 

therapies, combining techniques from the two approaches. 

REBT uses the ABC model, where ‘A’ is the activating event e.g. a student being given a B grade in an essay, 

‘B’ is the belief system (how the person interprets the event) e.g. anything less than an A grade is a failure, 

and ‘C’ is the consequences (emotional response) e.g. I am worthless and stupid. REBT aims to develop a 

‘D’ aspect, the dispute system, to replace ‘B’ with an adaptive belief, e.g. what I do does not have to be 

perfect to be good work.  

The therapist would expect the client to test their belief systems with actions (hypothesis testing), 

challenging the conditioning that is maintaining their irrational beliefs by asking clients to provide evidence 

that they should feel the way they do. This allows the clients to decide for themselves whether they are 

right to think negatively about themselves, the world around them and their future. The therapist would 

be blunt in communicating the inappropriate thinking to the client and not show sympathy as it may 

reinforce the problem; however the method of challenging the negative thinking is gentle towards the 

client.  

Elkin et al carried out a large scale study where they compared four groups of people suffering from 

unipolar depression. Half of participants that received medication and half of participants that received 

interpersonal therapy got better. Only 29% of the controls who were given a placebo got better, showing 

that the treatments are quite effective however the placebo effect is still having a considerable influence. 

More than half of the patients that received cognitive therapy recovered, which is a very good result 

considering the size of the study and could provide a useful alternative to drug therapy.  

REBT is useful for people who do not want to go into their past as it is based on present experiences. If 

clients wanted to go into their past, the psychodynamic therapy would be more appropriate if childhood 

experiences are relevant to their depression. This could become a criticism of the therapy, as it fails to 
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address underlying problems; however this is refuted by REBT theorists who have pointed out that it is 

actually humanistic, philosophically deep and works on the basis of the client’s point of reference.  

Cognitive therapy is widely used on the NHS as it is measurable and time limited, making it very 

economical considering the current financial climate in the UK. However, those who value empathy in 

therapy argue cognitive approaches are too argumentative and that which may appear irrational to the 

therapist may be very reasonable to the client, considering their experiences, as reason and logic are 

subjective properties which cannot be objectively determined. 

If one believes the diathesis stress model is a likely explanation for unipolar depression, it may be 

appropriate that a combination of both drug treatment and cognitive therapy is the most effective for 

clients.  
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Aetiologies of Schizophrenia 

Schizophrenia is ‘splitting of the mind’ and is defined as a mental disorder which has various symptoms and 

types. Symptoms can be positive, such as delusions, auditory hallucinations, inappropriate affect 

(emotions); negative, such as poverty of speech (possibly due to thought blocking) and a blunted or flat 

affect (less or no emotion); or psychomotor such as abnormal movements. There are three types of 

schizophrenia: disorganised, catatonic and paranoid. Nobody knows for certain what the exact cause of 

schizophrenia is - there is no definitive answer. There are many explanations for the disorder which can be 

placed in two categories: physiological (biological) and psychological (sociocultural). 

One biological explanation of schizophrenia is genetic vulnerability. Studies have shown schizophrenia is 

more common among family members of sufferers than others in the general population. About 1% of the 

population has schizophrenia, and the chance of developing the illness increases to 10% in first degree 

relatives (such as parents, children and siblings), and the prevalence rate is higher for first degree relatives 

compared to second degree relatives (uncles, aunts, half siblings etc.) with 10% and 3% prevalence rates 

respectively, showing there is a link between schizophrenia and genetics. Genetic vulnerability to mental 

illness can be supported by physical illnesses (e.g. heart disease, diabetes etc.) having a genetic basis, so 

some mental illnesses could also be linked to this, however just because schizophrenia is more common 

amongst relatives of sufferers doesn’t necessarily mean it is due to genetics, as families are usually 

exposed to the same/similar environmental influences. 

Twin studies have been conducted to show the difference in concordance rates in monozygotic (identical) 

and dizygotic (non-identical) twins. If there is a genetic link, identical twins should have a higher 

concordance rate than non-identical twins. APA (1994) showed that if one identical twin is affected by 

schizophrenia, there is a 40-60% chance their twin will suffer too. This reduces to 17% in non-identical 

twins. Joseph calculated that the pooled data for all schizophrenia twin studies carried out prior to 2001 

showed a concordance rate for MZ twins of 40.4% compared to only 7.4% for DZ twins, showing a genetic 

influence. 

Adoption studies have also taken place, and in Denmark 33 people from a sample of 5,500 adults who had 

been adopted were schizophrenic. They were compared with matched controls who didn’t have the 

disorder. The parents and siblings of these 66 participants (both adoptive and biological) were assessed 

and diagnosed by a psychiatrist, who didn’t know whether the interviewees were relatives of 

schizophrenics or not. Around 10% of the relatives were diagnosed with the disorder, and most of these 

were relatives of the affected adoptees. Almost 14% of these were the biological relatives of the 

schizophrenic adoptees whereas only 2.7% of the adoptive relatives were diagnosed, supporting the 

genetic explanation (Kety et al 1988). 

The dopamine hypothesis is another biological explanation for schizophrenia, and it suggests people with 

the disorder have too much dopamine in the synapses of the brain or are too sensitive to it. 

Phenothiazines – antipsychotic drugs – treat the symptoms of schizophrenia, but have been known to 

produce side-effects similar to sufferers of Parkinson’s disease, believed to be caused by a lack of 

dopamine – opposite to schizophrenia and supporting the idea that dopamine is a factor causing the 

mental illness. Some patients with Parkinson’s disease have developed psychotic symptoms if they have 

been given too much L dopa – a treatment for a lack of dopamine, supporting the theory of the dopamine 

hypothesis. Post-mortems of schizophrenics show unusually high levels of dopamine, especially in the 

limbic system (Iversen 1979) which also support this theory as it shows a link between the 
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neurotransmitter and the disorder. However, Lavender said evidence of whether dopamine is responsible 

is inconclusive as there is no consistent difference in dopamine levels between drug-free schizophrenics 

and non-schizophrenics, nor evidence of higher levels of other metabolites indicating greater dopamine 

activity (Jackson 1986). Even if dopamine levels were a causative factor, it may be indirect (e.g. abnormal 

family circumstances giving rise to high levels triggering symptoms – Lloyd et al). The dopamine hypothesis 

cannot be a complete explanation as antipsychotics block D2 receptors very quickly, but symptoms take 

weeks to reduce, suggesting other factors are involved. 

An abnormal brain structure has also been implicated into causing schizophrenia, as many sufferers have 

enlarged ventricles in the brain (fluid filled cavities which increase in size if the size of the brain decreases). 

Scans such as PET, MRI and CAT scans show this, and people tend to have negative symptoms rather than 

positive symptoms of schizophrenia. Other studies have suggested that sufferers have smaller frontal lobes 

and reduced blood flow to the brain. Berman et al found that when schizophrenics were given a simple 

card sorting task the brain blood flow of around half of them was reduced whilst it increased in control 

participants. There is also evidence that the brains of schizophrenics are generating words when they have 

auditory hallucinations as the blood flow to the Broca’s area (speech) increases as they hallucinate. 

Evidence that more schizophrenic people are born in winter may be due to the increased risk of catching 

viruses in winter and may cause abnormal brain structures, which supports the idea that this could 

contribute to having the disorder. 

One psychological explanation of schizophrenia is a dysfunctional family. The shizophrenogenic mother – a 

schizophrenia-causing mother – is thought to be self-sacrificing to look after her child but is actually cold 

and unresponsive to her child’s needs. Bateson thought that repeated contradictory messages (double-

bind communication) can cause children to become schizophrenic. An example of double-bind 

communication is where a parent says to the child (primary communication) something opposite to the 

message non-verbally in body language (metacommunication), such as if asked to ‘come to Mum’ her body 

language is ‘don’t come near’. By obeying one message the child is disobeying another, so the child can 

never be right and uses strategies to cope, eventually resulting in schizophrenia symptoms. An example of 

a strategy used by the child could be ignoring primary communication and only obeying 

metacommunications, causing them to be suspicious of any verbal communication, leading to symptoms of 

paranoid schizophrenia. Another example could be that the child ignores all messages and ends up 

withdrawn and non-communicative, resulting in catatonic schizophrenia.  

The psychological explanation of a schizophrenogenic mother is supported by the idea that the illness is 

triggered by stressful family situations (including mental instability). However Ringuette 1966 did a study 

where clinicians read and evaluated letters written by parents to people with mental disorders to check for 

double-bind communications, and there were the same number of double-bind messages in letters to non-

schizophrenics as those to people with other disorders, so double-bind communication isn’t limited to just 

schizophrenia, suggesting there are other causes. Another study found the mothers of schizophrenia 

sufferers to be shy, withdrawn and suspicious – different to the idea of how a schizophrenogenic mother 

behaves, so this is a weakness of the idea of schizophrenogenic mothers as the study has shown their 

personalities to be totally different to what was said in the theory. 

Another psychological explanation could be expressed emotion, which is an environmental factor found to 

affect recovery rates. It comprises of expressions of criticism, expressions of hostility and emotional over-

involvement with the patient by other family members. Researchers have shown that people whose 

families with low expressed emotion are more likely to recover from schizophrenia than those with 
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families with high levels. Relapse rates were investigated by Brown in 1996. 58% of recovered 

schizophrenics who were discharged from hospital to homes with high expressed emotion relapsed and 

only 10% returning to low expressed emotion homes did the same, suggesting this to be a considerable 

factor in the recurrence of schizophrenia; however it may not be the root cause. Research has also shown 

that the parents of schizophrenics ‘display more conflict, have greater difficulty communicating’ with each 

other and are more ‘critical’ and ‘over-involved’ with their children than other parents, supporting the 

expressed emotion theory as parents who act overly critical may be having a negative impact on their 

schizophrenic children (Comer 1995). 

It is however unlikely that any one of the possible explanations is the only explanation of the disorder. It is 

probable that a number of factors interact so they are compatible rather than competing. One suggestion 

is that an individual may have a genetic predisposition to develop schizophrenia, but having this 

predisposition would only lead to mental disturbance if environmental stressors are also present to trigger 

the symptoms. This is the diathesis stress model, which proposes that people with the predisposition 

develop the disorder when they cannot cope with environmental stressors. Zubin and Spring claim what 

we inherit is a degree of vulnerability to exhibiting schizophrenia symptoms, depending on environmental 

stresses e.g. viral infections or malnourishment during pregnancy or ‘critical life events’, so any inherited 

factors don’t guarantee the vulnerable individual will be schizophrenic. 
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Treatments of Schizophrenia 

There is an immediate need to alleviate the psychological problems like schizophrenia which are 

distressing to the sufferer, using forms of therapy. Chemotherapy is one form of treatment, and this uses 

antipsychotic drugs. Phenothiazines such as chlorpromazine are used to treat schizophrenia. Another 

group of antipsychotics used include butyrophenones such as haloperidol. New ‘atypical’ antipsychotics 

have been developed e.g. clozapine and are less likely to cause extrapyramidal symptoms. Clozapine is the 

first atypical drug shown to be effective in treating participants who failed to respond to ‘typical’ 

antipsychotics like chlorpromazine (Gelder et al 1999).  

Extrapyramidal symptoms are disabling side effects which tend to affect patients receiving long term 

treatment, and they include akathisia (severe restlessness and agitation), acute dystonia (involuntary 

muscle contraction) and tardive dyskinesia, a late onset irreversible movement disorder, involving 

involuntary facial movements and affects 25% of all patients who have taken antipsychotics for more than 

7 years. Jeste et al found tardive dyskinesia rates after 9 months of treatment of 30% for conventional 

antipsychotics but just 5% for atypical antipsychotics, meaning atypical antipsychotics are more 

appropriate as they have fewer side effects so patients are more likely to see more of the benefits of the 

treatment. 

First generation ‘typical’ drugs (since 1950s) had side effects including Parkinsonian effects like a shuffling 

gait and shakiness; restlessness and sexual dysfunction. Second generation ‘atypical’ drugs (more recent) 

have side effects also, such as sleepiness, weight gain and increased chance of developing diabetes. 

Parkinsonian side effects may also be present. 

Antipsychotics work by blocking D2 dopamine receptors, resulting in reduced synaptic activity in neurons 

which utilise dopamine which has been implicated to cause schizophrenia symptoms. The hypothalamus 

contains dopaminergic neurones so antipsychotics affect the functions of the hypothalamus e.g. by 

preventing arousal signals being sent to the cortex (Gross and McIlveen). The use of antipsychotics became 

popular in the 1960s and 1970s. Lamb found that prior to the 1980s it was estimated that 2 of 3 patients 

would spend their lives in a psychiatric institution, however post-1980s the average length of stay is down 

to around 2 months, showing an improvement in the therapy meaning patients weren’t required to stay in 

an institution for as long.  

Psychoactive drugs usually relieve suffering quickly and form a relatively inexpensive treatment when 

compared to psychological therapies, so this is useful as more people can be treated due to the costs being 

low. Maintenance Drug treatment can prevent schizophrenic patients relapsing, so this shows it is effective 

in relieving the suffering and making sure it does not return. It also makes logical sense to treat the result 

of biological factors physically i.e. with drugs. However, the side effects discussed can be very disabling to 

the patients, and original antipsychotics were only effective in treating positive (not negative) symptoms, 

so some types of schizophrenia cannot be treated with drugs. The mental illness itself is not actually cured 

either, only the symptoms are relieved so the patient will still suffer from the illness.  

There is research support for antipsychotic medication e.g. Davis et al analysed the results of 29 studies 

and found that relapse occurred in 55% of patients whose drugs were replaced with a placebo, but was 

significantly less (19%) for those who remained on the drug. However, Ross and Read pointed out these 

results are misleading because they also show that 45% of patients did not relapse when on the placebo, 

suggesting a significant number did just as well using the placebo therapy. Ross and Read also argue that 
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being prescribed medication reinforces the view that there is something wrong with you, preventing the 

individual from looking for and dealing with possible stressors that may be responsible for their illness. 

There has also been evidence that newer, atypical antipsychotics may only be moderately superior to 

conventional antipsychotics (Leucht et al) suggesting they may not be the answer to treating 

schizophrenia. 

Community care is another treatment for schizophrenia and includes a number of initiatives where the 

patient is treated outside a full time hospital setting. It includes a wide array of non-medical interventions. 

Rehabilitation programmes emphasise social and vocational training to help patients overcome difficulties 

when their ‘natural’ learning is affected by the disorder, and include programmes such as job training, 

problem solving, money management, use of public transport and social skills training. These life skills are 

important for the success of community centred treatment for schizophrenia because they provide 

discharged patients with the skills necessary to lead productive lives outside sheltered confinement in a 

mental institution.  

Falloon et al tried to lower the emotional intensity of schizophrenic’s family environment using cognitive 

and behavioural techniques. They conducted family therapy sessions in patient’s homes and the family was 

encouraged to express positive and negative feelings in a constructive manner, and schizophrenics in this 

condition were compared against schizophrenics who were alone in a clinic rarely seeing their family. They 

found that of 18 patients in the family therapy group, only one relapsed and 8 out of 18 individual therapy 

patients relapsed, showing evidence that family therapy can prevent relapse and improve the quality of life 

for sufferers (Trauer et al). Schizophrenic episodes were considered 1/3 less major in the family therapy 

group when compared to individual therapy, so the seriousness of episodes was reduced, highlighting the 

effectiveness of being around your family when receiving treatment.  

Leff reported that patients suffering from schizophrenia who were housed in sheltered accommodation 

showed less severe symptoms than those in hospital, however the accommodation lacked a social mix and 

the sufferers were watched over. It did show that the hospital setting may have an influence on the 

seriousness of symptoms, though; having more independence in accommodation can have benefits. 

However, there is little longitudinal research assessing the long term effectiveness of community care so it 

may only cause a temporary improvement in symptoms, and the quality of care varies from place to place. 

There have been concerns that placing patients in community care is driven by financial motivations rather 

than what is in the best interests of the patients and the efficiency of the treatment it provides, so it may 

be that it is seen as a cheaper alternative but might not actually work well to provide sufferers with the 

appropriate support and help they need. 
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Bias in Diagnostic Systems 

Classification is the process whereby a ‘label’ specifying the nature of a problem is assigned to an 

individual. The patient’s symptoms are identified as belonging to a particular label. A widely used system is 

the DSM-IV. It is a ‘checklist’ of the type, number, duration and severity of symptoms needed for the 

diagnosis of a particular disorder to enable an appropriate treatment and understand the behaviour more 

fully. For example for the diagnosis of unipolar depression, people need to have had five or more 

symptoms such as apathy, sadness etc. for at least 2 weeks, and the depression must be ‘sufficiently 

disabling’. There are various issues of bias in diagnostic systems such as the DSM-IV, including cultural and 

gender issues. 

Culture is a word with many meanings – it refers to the norms and traditions found in different groups, and 

people may consider cultural differences between groups both within a country and between countries. An 

example of ‘within country’ cultural bias is the issue of bias against homosexuals. In the UK in 1968 

homosexuality was in the DSM-II, an earlier version of the DSM-IV as a ‘sexual deviation’ and as such was 

‘treated’ with various aversion therapies, ECT etc. In the following DSM it was ‘amended’. This clearly 

showed a diagnosis-bias against the ‘minority sexual community’ of gay people and the reinforcement of a 

belief that they were mentally unwell and needed treatment by ‘the well’ – the heterosexual majority. The 

fact that some of the therapy offered to gay people (electric shocks in some cases) was ethically dubious as 

there was protection from harm issues, and lends further weight to the charge that earlier versions of the 

DSM were biased.  

If the majority of psychiatrists are then heterosexual they can be further classed as mainly white, male, 

middle class, Western and not able to understand the behaviour and motivations of others from different 

social and cultural backgrounds. One of the major limitations of such a situation is that disorders 

recognised in a particular diagnostic system are culture-specific e.g. the DSM was published in the USA, so 

Western culture will be represented but other cultures won’t be. This may mean that we come to think the 

disorders recognised in ‘our culture’ are real and recognised in other countries as ‘invented’. It may also 

mean that behaviour that is acceptable or understood in one group of people at one period in history may 

be unacceptable to others, e.g. in some Asian cultures not showing emotion is praised however in Arabic 

countries emotions are encouraged.  

Culture bound syndromes are psychological disorders which appear to be limited to a particular culture. 

Examples of these are Koro – a disorder generally found in China where a sufferer has an acute fear of their 

penis retracting into their body, and Ghost Sickness – originating in Native American cultures where there 

is an association with the dead or dying and sometimes witchcraft. When judging behaviour in another 

culture it is important not to be ethnocentric and evaluate other cultures in terms of your own. Though 

culture-bound syndromes are recognised in the DSM, we must be aware of bias against these other 

cultures and the treatment of ‘their’ disorders as quaint occurrences, removed from the ‘correct disorders’ 

recognised in the Western world.  

Part of the diagnostic process often involves the use of personality or intelligence tests, devised by 

Western psychologists based on Western ideas about personality and intelligence and these are 

standardised on Western populations, meaning that non-Western individuals are likely to be less 

accurately assessed on such tests.  
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Certain cultural and subcultural groups are also treated differently, as Cochrane and Sashidharan found 

that black Afro-Caribbean immigrants in the UK are up to seven times more likely to be diagnosed with 

schizophrenia than white people. A possible explanation for the high diagnosis rates in the UK may be that 

members of ethnic minority groups have more stressful lives in Britain, making them more likely to 

develop schizophrenia so the difference is due to social/environmental factors rather than biased 

diagnosis. In terms of subcultural bias however, Johnstone found that lower-class patients were more likely 

to spend longer in hospital and be prescribed physical rather than psychological treatments. 

There is also significant evidence that gender may be the victim of bias in diagnostic systems. Feminists 

argue that, historically, male doctors have been quick to diagnose distressed female patients as mentally 

ill. In ancient Greece women were first diagnosed with ‘hysteria’ which was thought to be the result of 

wandering wombs. By the nineteenth century ‘hysteria’ was a relatively common condition which was 

thought to affect women but not men.  

Today women are about twice as likely to be diagnosed as suffering from depression than men. This might 

be because of a range of biological and social reasons women are genuinely more likely to be depressed 

than men. However, it may also be that doctors are more ready to give this diagnosis to women than men. 

It must also be noted that men are more likely to be diagnosed with alcohol abuse or anti-social conduct, 

but there are no significant gender differences with disorders like bipolar disorder, so gender bias may not 

be the reason, it might be that men and women are simply more likely to suffer from certain mental 

illnesses.  

Women are socialised to respond more ‘passively to distress’ so that being depressed might be seen by 

doctors as a social norm for women but not for men (Jarvis et al 2002). Men may be considered more likely 

to ‘act out’ when they are distressed by abusing alcohol or using illegal drugs or be violent. Also it is well 

known that women are more likely to seek medical help for a range of illnesses and are therefore more 

likely to receive a diagnosis. It has been suggested that men and women present with depression 

differently. Whilst women might complain of sadness, men will report being angry and irritable but at the 

same time their other symptoms may be similar as will their underlying ‘brain chemistry’ (Cochran 1999). 

This means that men may be seen as ‘frustrated and restless’ and remain undiagnosed even when they are 

clinically depressed. This may explain why men are four times more likely to commit suicide than women.  

GPs are more likely to give women a diagnosis for depression than men even when their symptoms are of 

similar severity. Bertakis et al found that women with high scores for depression were more likely than 

men with high scores to be diagnosed. They also found that women with low scores for depression were 

more likely than men with low scores to be diagnosed as depressed. So, women are still more likely to be 

diagnosed when they are not actually clinically ill.  

Brommelhoff et al 2004 compared women’s self reports of depression and family reports of depression. 

They found that women’s family members were more likely to report that women were depressed when 

they themselves reported that they were not depressed. Family members were also more likely to 

attribute this ‘depression’ to internal causes rather than situational causes. So, it may be that family 

members exert pressure on women to seek a diagnosis of depression. 

In another study, researchers found that women were also more likely to attribute their depression to 

internal causes i.e. to consider themselves responsible for their depression whereas men were more likely 

to consider their depressed mood as the result of negative aspects of their environment. If women make 
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internal attributions and men external attributions that might explain why women present for treatment 

and men don’t. 

To finish by looking at gender bias with regards to a different disorder, in 1985 the DSM tried to widen the 

diagnosis of Masochistic Personality disorder to include things such as seeking failure at work, at home and 

in relationships. Caplan 1991 says that this labels abnormal behaviour which is stereotypically female and 

may only exist because it is encouraged by an andocentric society. This widened diagnosis was thus biased 

against women and was eventually rejected and removed when the DSM-IV was published.  

In conclusion, diagnosis of mental disorder often involves bias. The task of the interested party is to be 

alert to this to highlight its practice and make efforts to remove it.  

 


