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■ About this book

This guide covers the applications of the Pearson Edexcel A-level Psychology specification. It covers Topic 5 Clinical psychology (the compulsory application), and looks at Topics 6, 7 and 8 (three ‘option’ applications — criminological, child and health psychology — from which you must choose one). These are examined in A-level Paper 2. Clinical psychology carries 54 of the 90 marks in Paper 2 and has therefore been given more focus in this guide. (The option topics are each worth 36 marks.)

Aims

This guide is not a textbook — there is no substitute for reading the required material and taking notes. Nor does it tell you the actual questions in your exam paper. The aim of this guide is to provide you with a clear understanding of the requirements of A-level Paper 2, and to advise you on how best to meet these requirements. This guide looks at:

■   the psychology you need to know about

■   what you need to be able to do and what skills you need

■   how you could go about learning the necessary material

■   what is being examined, including mathematical skills

■   what you should expect in the examination

■   how you could tackle the different styles of exam question

■   the format of the exam, including what questions might look like

■   how questions might be marked, including examples of answers, with examiner’s comments

How to use this guide

A good way of using this guide is to read it through in the order in which it is presented (clinical and then your option). Alternatively, you can consider the clinical psychology topic in the Content Guidance section, and then turn to a relevant question in the Questions & Answers section. You can then repeat this with your option topic. You could work through the Knowledge checks to check your learning and look at all the Exam tips to find out more about revision and examination requirements. Check yourself on key terms using the definitions. Whichever way you use the guide, try some of the questions yourself to test your learning.


Note that the Content Guidance section gives cross-references to questions in the Questions & Answers section, which provide more information on a particular area of content.



Definition of key terms

Paper 2 key terms are defined in the glossary. Key terms you have already covered for Paper 1 are emboldened but not always defined. You should check your understanding of those using your textbook or another source.






Content Guidance




■ Clinical psychology



This section looks at clinical psychology, your compulsory topic. Suitable material is presented for study but you may have studied different examples and you might be better advised to revise the material you chose for your course (this is indicated). Clinical psychology is worth 54 of the 90 marks in Paper 2 and has been given more focus in this guide than the option topics.


Exam tip

Use your understanding of specific issues in clinical psychology to talk about what is meant by a term.



You need to be able to evaluate concepts, studies and theories. Make notes as you come across evaluation issues and use your textbook(s) or other sources.

Clinical psychology is about explaining and treating mental health issues, and is about different treatments such as drug therapy or counselling.



Content: diagnosis of mental disorders



Mental disorders can be diagnosed using four ‘D’s: danger, distress, dysfunction and deviance. This is a simpler system for a practitioner early on and when preparing to use a classification system such as the DSM (see page 7).

Davis (2009) saw psychiatric disorders in terms of the four ‘D’s of diagnosis. He mentioned a fifth ‘D’, ‘duration’.

■   Paedophilia exemplifies deviance from the norm. Davis says between 3% and 9% of males report interest in underage children. The intensity and frequency of urges is reported by considerably fewer.

■   Major depressive disorder exemplifies dysfunction. A classification of ‘severe’ means affecting job or social life.

■   Distress is illustrated by hypochondriasis. Even if someone is reassured about their lack of serious disease, distress persists.

■   Nicotine dependence is a mental health disorder linking to danger (to health).

■   Schizophrenia illustrates duration as for diagnosis there must be episodes over time.


Exam tip

A disorder can be diagnosed if someone is a danger to themselves, shows deviant behaviour which is dysfunctional for them and if they are distressed. Be ready to give real examples for each of these issues.



The 4 ‘D’s must be used cautiously. Bingham and Rashed (2014) suggested someone’s distress can come from conflict with society, which is social deviance, not mental disorder.

As an alternative to the 4 ‘D’s (and an alternative to ICD (The International Statistical Classification of Diseases and Related Health Problems, see page 8) and DSM (Diagnostic and Statistical Manual of Mental Disorders, see page 7) classification systems), Rubin (2018) proposed the Classification and Statistical Manual of Mental Health Concerns (CSM), which focuses on mental health concerns including the person’s viewpoint, rather than a disorder.





Content: diagnosis of mental disorders Content: classification systems, including reliability and validity





The DSM



The Diagnostic and Statistical Manual of Mental Disorders (DSM) is published by the American Psychiatric Association (APA) in the USA but can be used in other countries. DSM-IV was published in 1994, with a ‘text revision’ version in 2000 (DSM-IV-TR). DSM-5 is the 2013 update (see Table 1).


Link: individual differences

Davis (2009) suggested individual differences surrounding when problems become mental disorders, such as differences in what brings distress.



Table 1 The DSM




	DSM-IV-TR (published in 2000)
	DSM-5 (published in May 2013)





	Has five axes:
Axis I: clinical, major mental, developmental and learning disorders
Axis II: underlying personality conditions
Axis III: general medical conditions such as diabetes
Axis IV: psychosocial and environmental factors
Axis V: assessing someone’s overall functioning
	Section I: explains DSM-5’s organisation and changes from DSM-IV-TR
Section II: all of the mental disorders are listed in chapters
Section III: covers emerging measures and models, looking to the future of diagnosis






Exam tip

Revision can be helped by focusing on strengths and weaknesses of studies, theories and concepts. Note such issues (using your textbook(s) or some other source if evaluation is not explained in this guide).



The DSM allows a common diagnosis by clinicians and studies have found reliability (e.g. Goldstein, 1988) in its use. However, social norms can influence judgements about a disorder and Rief and Martin (2014) suggested DSM-5 criteria for somatoform disorders are ‘subject to unclear assumptions’.


Knowledge check 1

Using nicotine addiction as a disorder, give examples of danger, dysfunction, distress and deviance related to its diagnosis.







Reliability of the DSM



Reliability relates to whether one person’s set of symptoms would receive a different diagnosis from a different physician. A different diagnosis might bring different treatment suggestions which might not be successful.

Taylor et al. (2017) used nine video clips and 27 health professionals to look for reliability of the DSM-5 criteria for autism spectrum disorder (ASD). Only three of the nine clips showed 100% agreement. The other six clips reached 66% agreement, showing poor reliability. This low level of inter-rater reliability casts doubt on the use of the DSM in the diagnosis of core autism.

Newby et al. (2017) looked at DSM-5 and DSM-IV criteria for various disorders, using interviewing and self-reporting measures with people with health anxiety. They found that DSM-5 illness anxiety disorder (IAD) and somatic symptom disorder (SSD) criteria were more reliable in uncovering cases than was DSM-IV hypochondriasis criteria. However, their sample included people self-referring for treatment for health anxiety, which raises questions about generalisability, and their cross-sectional design meant there was no information about illness over time. Furthermore, a tendency towards social desirability in participants would mean lack of validity. Conducting interviews in a place unnatural for the participant would raise questions about ecological validity (see page 36).


Clinical psychology, Q1a (see page 69)




Clinical psychology, Q1b (see page 69)







Validity of the DSM



Validity relates to whether what is measured measures what it claims to measure. If a diagnosis of schizophrenia was not correct (the person did not have schizophrenia), treatment arising from that diagnosis is unlikely to work. A diagnosis needs to be valid to be useful.


Exam tip

You have already learned a lot about methodology, including terms used, such as those in Newby et al. (2017). Make a list of the emboldened (black) terms in this book and check your understanding. Be ready to use this understanding when you study the applications.



If the DSM criteria were not reliable, they would also lack predictive validity, because different clinicians would diagnose different disorders in the same person, and not predict the course of a disorder in real life.

Lahey et al. (2016) considered children who were given a DSM-IV ADHD (attention deficit, hyperactivity disorder) diagnosis when they were aged between 4 and 6 years and studied them until they were 18 years old (a longitudinal design). Those given the ADHD diagnosis when young showed more risky behaviour and symptoms of ADHD when they were older than the matched healthy controls, showing predictive validity of DSM-IV.


Knowledge check 2

Regarding Newby et al. (2017), explain why using a sample of people self-referring for treatment for health anxiety might mean there is lack of generalisability and explain why using a cross-sectional study can be a difficulty too.



However, validity issues with DSM-5 have been found. Vitola et al. (2017) examined the validity of DSM-5 ADHD criteria when applied to adults and found using DSM-5 meant more diagnoses of ADHD than using DSM-IV.





The ICD



The ICD is a World Health Organization (WHO) classification system: The International Statistical Classification of Diseases and Related Health Problems. The system was first used in 1948 and is used more than the DSM across the world. It is used to monitor the prevalence of diseases (the numbers in a population affected by a disease) and the incidence of diseases (the rate of new cases over a specified time period), for tracking trends and diagnosing illnesses.


Exam tip

Make a note of features of studies so you can use the studies as examples when discussing method issues in psychology. Like Raine et al. (1997), which you studied in biological psychology, Lahey et al. (2016) used a matched control group.



The ICD-10, released in 1990, included 22 categories. Mental and behavioural disorders are category V and diseases of the nervous system are category VI. The ICD-11 was released in June 2018, ready for use in January 2022. The ICD-11 includes more clinical detail, needs less training time for users, has full multilingual support, can code clinical detail and has updated scientific content.





Reliability of the ICD-10



The DSM-III and ICD-10 were pre-tested for reliability by looking at how the classifications would help clinicians to give reliable diagnoses. DSM-III-R, DSM-IV and ICD-11 were tested for reliability differently, using users ‘in the field’, which First (2016) suggested is useful when testing reliability of classification systems.


Knowledge check 3

Define predictive validity and ecological validity and relate them to validity of diagnosis using evidence from studies.



There is evidence of reliability of the ICD-10. Focusing on schizophrenia, Jakobsen et al. (2005) found high reliability comparing the ICD-10 and the DSM. Cheniaux et al. (2009) found inter-rater reliability using two trained psychiatrists.

However, Cheniaux et al. (2009) found ICD-10 led to a more frequent diagnosis of schizophrenia than DSM-IV, suggesting a lack of reliability. Reliability figures tend not to be 100%, leaving a lack of agreement. For example, Jakobsen et al. (2005) found ICD-10 and DSM-IV diagnoses of schizophrenia matched at 86%.





Validity of the ICD-10



A diagnosis cannot validly predict someone’s symptoms and the process of an illness if it is not a reliable diagnosis. Chang et al. (2009) examined the predictive validity of an ICD-10 diagnosis of first-episode psychosis, checking for stability. They found overall 70% consistency in diagnosis, which shows reliability. Some diagnoses were less stable, such as schizophreniform disorder where 50% to 100% had a diagnosis changed to schizophrenia. They concluded that some diagnoses using ICD-10 are reliable and show validity but others do not.


Clinical psychology, Q1c (see page 70)




Exam tip

Questions in Paper 2 can be worth 20 marks and you should prepare your material with this in mind. You could aim to have enough material on the description of issues or studies for 8 marks and enough on comment, discussion and evaluation for 12 marks.



There is evidence of validity of the ICD-10. Pihlajamaa et al. (2008) found core schizophreniform spectrum disorders showed around 70% agreement when comparing ICD-10 with DSM-IV, which shows validity. Like Chang et al. (2009), Jansson et al. (2002) found ICD-10 and DSM-IV gave the best agreement regarding diagnosis (0.823), which suggests validity.

However, Jansson et al. (2002) found that ICD-9 was ‘more conservative’ and ICD-10 more ‘liberal’ — differences that affected validity. Evidence comes from Castagnini and Fusar-Poli (2017), who found ICD-10 and DSM-5 lacked predictive validity. Issues with crossover between disorders such as schizophrenia and psychotic disorders also affect validity.







Content: schizophrenia — features, symptoms and three explanations



Features are what is known about a disorder. Symptoms are what a person would present with, and might be described by the person, or someone else, as a problem.



Features



Schizophrenia is found in about 1% of the population internationally, about 1.5 cases per 10,000 people (Fischer and Buchanan, 2019). Its main feature is psychosis, which (unlike neurosis) means a mental health issue(s) that separates someone from reality. It tends to be diagnosed in adolescence but can be diagnosed later — rarely over 45 years of age.

There is evidence of a genetic explanation of schizophrenia, including specific genes increasing the risk of occurrence (see page 11). Interactions between environment and genes relate to the development of the disorder.


Exam tip

Try to separate out features and symptoms of a disorder. Symptoms are what a person would present with and say is a difficulty for them. Features are what is known about a disorder.



Maggioni et al. (2016) found schizophrenia shows differences in grey matter volume (GMV) compared with bipolar disorder. This feature of the disorder relates to ‘neuroanatomical characteristics’.





Symptoms



Schizophrenia is characterised using positive and negative symptoms or by first- and second-rank symptoms, as set out by Schneider in 1959. First-rank symptoms are those that characterize schizophrenia in particular and second-rank symptoms are those that can also appear in other mental health disorders. There can be episodes of severe symptoms together with periods with almost no symptoms.

Positive symptoms are behaviours and include:

■   hallucinations — seeing people and things that are not there

■   delusions — false beliefs, such as someone thinking they are controlled by someone else

■   thought insertion — when someone thinks their thoughts are put there by someone else

■   disordered thinking — when someone finds it hard to think in an ordered and logical way to make them make sense

Negative symptoms are when normal functioning is not there and include:

■   becoming withdrawn socially

■   changes in sleeping patterns

■   being unresponsive


Knowledge check 4

What is meant by ‘symptom’ and what is meant by ‘feature’ of schizophrenia? Give one example for each.




Exam tip

Recall what you learned about neurotransmitter functioning and scanning in biological psychology to understand the processes relating to schizophrenia.



Blanchard and van Wissen (2017) suggested difficulties because first-rank symptoms, such as hearing voices, relate to other psychoses, as well as schizophrenia. They found an average 57% accuracy in using first-rank symptoms to separate schizophrenia from all other diagnoses. The others were wrongly diagnosed as having schizophrenia.




Biological explanation: neurotransmitters



Neurotransmitters are chemicals in the brain that are involved in messaging. Excess dopamine and glutamate functioning are two neurotransmitter explanations for schizophrenia.



The dopamine hypothesis of schizophrenia



A neurotransmitter explanation that developed in the 1970s suggested that excess dopamine (hyperdopaminergia) features in schizophrenia.

Desbonnet (2016) found that overactive dopamine D2 receptors in areas such as the limbic system contribute to the positive symptoms of schizophrenia, whereas negative and cognitive schizophrenia symptoms can link to low functioning of dopamine D1 receptors in the prefrontal cortex.

In a special issue of the Biological Psychiatry journal which focused on the dopamine hypothesis, Howes et al. (2017) suggested that a model that includes dopamine, genetics and stress can help to explain psychosis. They recommended that drug treatment should focus on this new evidence. In the same journal issue, Simpson and Kellendonk used animal studies to explain schizophrenia in humans. However, you should be aware of the issues associated with generalising the results of animal studies to human behaviour and disease.

Strengths of the dopamine hypothesis: People given L-dopa or amphetamines, which increase dopamine production, have been found to exhibit schizophrenia-like symptoms. There is further evidence from Gründer and Cumming (2016), in The Neurobiology of Schizophrenia, who showed that positive symptoms of schizophrenia occur with increased dopamine transmission.

Weaknesses of the dopamine hypothesis: However, Gründer and Cumming (2016) suggested that glutamate also has a role in schizophrenia. Chuhma et al. (2017) showed co-transmission with glutamate involved in dopamine neuron synapses, linking the two hypotheses. Using mice, Tan et al. (2018) found dopamine involvement in schizophrenia, though genetic and environmental factors such as stress were also involved. You should be aware of the issues associated with generalising the results of animal studies to human behaviour and disease.


Exam tip

Carlsson et al. (2000) (the study for schizophrenia in your course) focused on neurotransmitter functioning and the glutamate hypothesis as an explanation for schizophrenia. Use the study for information about this part of your course.







The glutamate hypothesis of schizophrenia



In the 1980s glutamate, the major ‘excitatory’ neurotransmitter in the brain, began to be linked to schizophrenia. Excess or insufficient glutamate can cause symptoms of schizophrenia, though this includes interactions with dopamine and GABA (two other neurotransmitters)

Strengths of the glutamate hypothesis: Hugdahl et al. (2015) found evidence of changes in glutamate levels in the temporal and frontal lobes in those with schizophrenia (specifically with auditory hallucinations) compared with healthy controls, strengthening the hypothesis. Using mice, Inta et al. (2010) suggested antipsychotic drugs targeting glutamate receptors are effective, which further supports the glutamate hypothesis.


Knowledge check 5

Drawing on what you learned in biological psychology, explain neurotransmitter functioning by explaining how drugs can ‘block’ dopamine functioning.



Weaknesses of the glutamate hypothesis: Using scanning in humans might not yield valid data because the humans are likely to be stressed and not functioning ‘normally’. Inta et al. (2010) suggested features of schizophrenia are ‘human-specific’, so using animals to draw conclusions about human brain functioning might not be appropriate.


Link: developmental psychology

Issues around genes and schizophrenia can affect development.









Another biological explanation: genes



There is evidence from twin and family studies for a genetic explanation of schizophrenia. If identical (monozygotic/MZ) twins share schizophrenia more than non-identical (dizygotic/DZ) twins do, that suggests a genetic link. Genes are a strong risk factor in schizophrenia and there is a lot of complexity in the gene architecture involved.

Henriksen et al. (2017) stated that ‘genetics constitute a crucial risk factor to schizophrenia’ and schizophrenia genetics is a complex field. There is limited understanding of interactions between genes and environment relating to schizophrenia. However, genes are the strongest risk factor, so this is an area worth researching.

Arslan (2018) agreed that genetic variations, such as single nucleotide polymorphisms, make the brain vulnerable to schizophrenia, though not enough is known at this point in time.

Table 2 shows several studies and the evidence they produced that shows a genetic link to schizophrenia.


Exam tip

You may have learned the Gottesman and Shields (1966) study in biological psychology. If so, use what you have learned previously to support your work here.



Table 2 Studies giving figures for a heritability estimate for schizophrenia




	Study
	Evidence showing a genetic link to schizophrenia





	Gottesman and Shields (1966)
	Study shows a concordance (agreement) rate for MZ twins regarding schizophrenia of between 35% and 58% and for DZ twins between 9% and 26%. For MZ twins, around 42% of the time both have schizophrenia and for DZ twins the incidence is an average of about 17%. The MZ figures are higher and since MZ twins share 100% of their genes, this is evidence of a genetic link. However, the findings do not show 100% agreement for MZ twins so other factors such as environment must also be involved.



	Tiwari et al. (2010)
	Study cites Sullivan et al. (2003) as doing a meta-analysis of twin studies and finding a figure of 81% heritability, which is high.
 Also cites the figure of about 64% heritability from Lichtenstein (2009), which again shows a genetic link to the disorder.






Exam tip

In an exam answer, ‘names’ of studies are good if you can remember them, as are numbers/results.




Knowledge check 6

What does it mean to say there is a 64% heritability figure (Lichtenstein et al., 2009)?



Zhang et al. (2016) state that schizophrenia has high heritability. They say a single nucleotide polymorphism (SNP) linked to the miR-137 gene contributes to someone of European descent being susceptible to schizophrenia. Studies found inconsistent results in Chinese populations, however. Zhang et al. conducted a meta-analysis of studies in China and found some evidence of the genetic link among the Chinese Han population in their study. While European and Chinese Han populations show a link, it is possible that the genetic explanation cannot be applied to all populations, with different genetic structures.

Strengths of the genetic explanation: There is evidence in support of the genetic explanation from molecular genetics. Henriksen et al. (2017), Arslan (2018) and Zhang et al. (2017) showed a crucial link between genes and susceptibility to schizophrenia. Neuroimaging techniques are also being used to map the brain alongside genetic analysis.

Weaknesses of the genetic explanation: Henriksen et al. (2017) questioned the validity of twin studies as a method because they assume the environment is the same, whereas in reality twins are likely to have differences in their environments. Fleming and Martin (2011) suggested a genetic explanation of schizophrenia gives a ‘pessimistic therapeutic outlook’. They say that focusing on modifying environments and on psychosocial factors is a more positive approach, and that a person-centred recovery-orientated approach is beneficial.





One non-biological explanation: the social defeat hypothesis



You may have studied a different non-biological explanation for schizophrenia and might prefer to revise that instead of the social defeat hypothesis. Another explanation for schizophrenia is the social defeat hypothesis, a non-biological explanation about environmental factors in the disorder. Social defeat refers to the ‘chronic experience of being excluded from the majority group’ (Van der Ven, 2017).

Selten et al. (2016) explained the social defeat hypothesis: schizophrenia, with its strong genetic element and arising from issues with neurotransmitter functioning, nevertheless involves stress and other environmental risk factors, which can relate to social defeat. If someone is excluded from a majority group for a long time (defeat), the dopamine system is affected, thus putting them at risk of schizophrenia. Low IQ, urban upbringing, migration history, childhood trauma and minority ethnic grouping are risk factors for schizophrenia relating to social defeat and dopamine sensitisation.

Sariaslan et al. (2016) considered twins and siblings and found that living in a deprived area was the result of genetic influences 65% of the time. They suggest that the risk of living in a deprived neighbourhood is due to genetic issues, rather than a consequence of the ‘downward drift’ caused by having schizophrenia. This downplays the influence of environmental factors as a risk for developing schizophrenia.


Exam tip

When considering explanations for a mental disorder, often there is a focus on biological and social/environmental causes. It is worth remembering that this relates to nature and nurture, one of the issues and debates in your course.




Link: developmental psychology

Sariaslan et al. (2016) and others have found genes to be a strong risk factor in schizophrenia. This shows that genes affect a person’s development.




Link: individual differences

Cultural differences might explain differences in diagnosis of schizophrenia, not only because of gene differences in populations (e.g. Zhang et al., 2016), but also because of different environmental influences. For example, Selten et al. (2016) suggested that environmental effects relate to individual differences.



Strengths of the social defeat hypothesis: The heritability element of schizophrenia is not 100%, suggesting environmental factors are also at play. The social defeat hypothesis suggests what those factors might be. Van der Ven (2017) suggested various ethnic and other minority groups are at a higher risk of developing psychotic symptoms, suggesting that being part of a minority group might be a factor, and this is evidence for the social defeat hypothesis. There is also evidence that environmental issues can affect dopamine levels.


Knowledge check 7

Explain two weaknesses of the social defeat hypothesis.



Weaknesses of the social defeat hypothesis: Selten et al. (2016) suggested that social defeat in humans is hard to measure. Data tend to come from interviews or questionnaires, in which participants may give socially desirable replies. Selten et al. also suggested that children who go on to develop schizophrenia might show cognitive and other impairments, and therefore social defeat is a consequence of problems in neurodevelopment that come from genetic factors, rather than being a cause of schizophrenia.


Exam tip

When examining the strengths and weaknesses of an explanation, aim to elaborate sufficiently. This is not always done in this brief guide, but in an exam answer there needs to be a full explanation of each point made.




Link: developmental psychology

If ‘defeat’ is a risk factor for schizophrenia, it suggests that people’s experiences are important in the development of schizophrenia, and this is about their development.








Content: unipolar depression — features, symptoms and two explanations



Depression is the mental disorder chosen here but you may have covered obsessive– compulsive disorder (OCD) or anorexia nervosa. Of the two explanations/theories required for your chosen ‘other’ disorder, one must be biological and one must be non-biological.



Features



Unipolar depression is characterised by sadness, disappointment, loneliness, self-doubt, low self-esteem and hopelessness. Depression is common and found in all societies. At any one time between 5% and 9% of women and between 2% and 3% of men are clinically depressed.

Kessler and Bromet (2013) talked about epidemiology of major depressive disorder, called ‘depression’ here. Socio-demographic issues relating to unipolar depression are found in all countries and include issues such as low education, marital disruption, unstable employment and reduced role functioning.

■   Prevalence: Kessler and Bromet report prevalence figures for major depression over a lifetime from 1.5% in Taiwan to 19% in Beirut and, for other countries, different figures in between.

■   Course of the illness: Kessler and Bromet report that over one year about a third of people have repeat episodes. There is evidence of differences depending on income, with high-income countries having lower prevalence (37.7%) than lower-income countries (53.3%).

■   Age of onset: Age of onset of mental disorders in most countries tends to be childhood or adolescence but Kessler and Bromet report that with major depression, age of onset tends to be a bit later.





Symptoms



Symptoms of unipolar depression include irritability, lethargy, lack of concentration and loss of interest in things. There is at least two weeks of low mood which covers most situations for the individual. There can be pain that does not have a specific cause and people tend to have low energy.





One biological explanation: neurotransmitters



Neurotransmitter functioning, specifically low levels of serotonin, can explain depression. The monoamine hypothesis holds that depression comes from a decrease in monoamine neurotransmitters such as serotonin, norepinephrine and/or dopamine in the central nervous system (CNS) (Delgado, 2000).

In the 1950s, the drug reserpine was used to control high blood pressure and it was noticed that severe depression could be a side effect. Reserpine prevents monoamines from being taken up at the synapse, meaning they can be broken down inside neurons, and thus depletion occurs (e.g. Krishnan and Nestler, 2008). Such findings help to explain the monoamine hypothesis.

Delgado (2000) gave evidence for and against the monoamine hypothesis. Antidepressants that raise levels of these neurotransmitters in the brain have been shown to alleviate symptoms of depression. However, there is no direct evidence linking low levels of the neurotransmitters with depression. Low levels of monoamines do not give depression in healthy volunteers and the precise role of low levels of monoamines is not clear.


Exam tip

You learned about neurotransmitter functioning and the central nervous system in biological psychology. Draw on that understanding when looking at the neurotransmitter explanations for schizophrenia and unipolar depression.



Haase and Brown (2015) focused on serotonin and explain that antidepressant drugs, such as selective serotonin reuptake inhibitors (SSRIs), often target the serotonin transporter. They also looked for other explanations for depression because of the limitations of drug treatment (they do not impact immediately and they do not suit everyone) and pointed to neuroplasticity (changes in neurons) and neurogenesis (decrease in formation of new neurons), as did Boku et al. (2018). Haase and Brown mentioned that the immune system also affects depression (inflammation-induced depression). Their ideas go beyond the monoamine hypothesis while not discounting the role of monoamine functioning.

Strengths of the explanation: If drugs which replace monoamine deficiencies work with depression, this suggests that depression comes from monoamine deficiency (e.g. Delgado, 2000). Animal studies support the idea that depression is linked with low levels of monoamines (see Krishnan and Nestler’s 2008 review of methods used).

Weaknesses of the explanation: Boku et al. (2018) proposed an explanation other than monoamine functioning, saying that plasticity and neurogenesis explain different hippocampus volume and are involved in depression. SSRIs do not help everyone with depression (Haase and Brown, 2015), so a lack of serotonin seems not to be a complete explanation.


Exam tip

In the paragraphs about Delgado (2000) and Boku et al. (2018) there are points in support of the monoamine hypothesis and points against it. In your notes be clear about whether each point is a strength or a limitation. You could draw up a table with a column for strengths and one for limitations to help you in your revision.







One non-biological explanation



You need to know one non-biological explanation for depression. Two explanations are covered here but you might want to revise the one you have studied it if is different from the two offered here.



The perfectionism social disconnection model (PSDM)



As with schizophrenia, environmental factors, such as lack of social support, are important in depression and are considered causes of unipolar depression.

Goya Arce and Polo (2017) discussed ‘perfectionism self-presentation (PSP)’, suggesting that depression comes from social disconnection and interpersonal issues such as social anxiety and loneliness. In their study these findings related mainly to the Latino participants rather than the African-American participants.


Link: developmental psychology

Having (or not having) social support is part of our experience and so it is part of how we develop.



Smith et al. (2018) examined why ‘socially prescribed perfectionism (believing others require perfection) puts people at risk for depression’, in particular the idea of falling short of what others expect (interpersonal discrepancies) and having negative thoughts about getting on with others (social hopelessness).


Clinical psychology, Q5 (see page 76)




Link: developmental psychology

Goya Arce and Polo (2017) looked at Latino and African-American young people and found some differences between the two ethnic groups, supporting the idea that social factors, including cultural issues, relate to depression. Social factors affect our development.



Strengths of PSDM: Goya Arce and Polo (2017) used a cross-cultural design and a cross-sectional study with 51.2% females. Smith et al. (2018) carried out a longitudinal study using undergraduates (79% female). The similar findings from different research methods give the model strength. Using both survey and experimental methods, Magson et al. (2019) found that being sensitive to rejection and being socially isolated (in pre-teens) led to mental health issues including depression. Again, the similar findings from different research methods, coupled with using pre-teens rather than adolescents, help to support the model.

Weaknesses of PSDM: Eisenberger (2012) suggested that ‘social rejection’ pain, like physical pain, relies on neurobiology. She gave evidence for the role of opiates in the reduction of separation distress in non-human animals, suggesting that PSDM has neurobiological underpinnings, not ‘just’ environmental ones. It is not easy to split the various social indicators in the study of the PSDM model. Perfectionism might be related to appearance (which is related to eating disorders) or related to peers and more general behaviour, such as thinking ‘I must be top of the class’. These differences need to be studied in more depth.



The cognitive model of depression



The cognitive model is a non-biological explanation for depression and links with cognitive behavioural therapy (CBT) as a treatment for unipolar depression. The cognitive approach states that thinking and beliefs lead to depression. Depression is thought to come from a person’s coping methods and thinking processes, where negative bias in thinking and problems in feelings lead to certain behaviours. This is about distorted thinking. Beck (1967) put forward the idea of three cognitive elements to explain depression: the cognitive triad, negative thoughts and faulty thinking. The cognitive triad looks at a negative view of the self, the world and the future.

Hankin et al. (2018) suggested that cognitive vulnerability, interpersonal support and interpersonal conflict are connected with risk factors for depression. These risk factors can be tested for, to identify vulnerability to depression, which shows evidence for a cognitive element.

Pierce and Hoelterhoff (2017) found support for the cognitive model of depression. They looked at an online support forum for depression and considered forum communication in terms of Beck’s cognitive triad. They looked for a negative view of the self, the world and the future in 552 posts from 172 people and then analysed the posts of a random sample of 22 people using thematic analysis. Examples of a negative view of the future include someone saying they could have everything they wanted and still be miserable and another asking what is the point of life if they are going to die one day anyway. This is a small sample and cross-sectional research, so findings cannot easily be generalised. There was no check for inter-rater reliability, though one of the researchers kept a reflexive journal. Using people on an internet forum means there might be bias in the sample.

Pössel (2017) considered Beck’s three cognitive elements: the cognitive triad, negative thoughts and faulty thinking. In a study of 518 students, he found support for a model suggesting that cognitive constructs bring about symptoms of depression, which in turn ‘trigger and reinforce’ dysfunctional attitudes that are already present. He also found gender differences, such as the timing of negative automatic thoughts being significantly different in girls than boys. He suggested the earlier cognitive development in girls might account for gender differences in the findings about Beck’s cognitive model.


Exam tip

Note the use of thematic analysis in Pierce and Hoelterhoff (2017). It can be useful to make a note of the methodological features used in a study so that you can refer to the studies as examples when discussing methodology.



Strengths of the cognitive model: Pössel (2017) and Pierce and Hoelterhoff (2017) found support for the model. Jacobs et al. (2008) reviewed longitudinal studies and found 21 studies that support the idea that attributional style (a cognitive style) affects depressed mood. A lot of studies add weight to the model.

Weaknesses of the cognitive model: Cognition is not separate from brain processing and it is hard to separate cognition from biology. Beck’s model claims that negative ways of thinking bring about depression, and also that depression involves low self-esteem and feelings of hopelessness, so the argument is rather circular.


Exam tip

When evaluating, avoid saying just ‘there is a lot of evidence’ as a strength. This was done in this guide where the strengths of the cognitive model were discussed because the evidence is elsewhere in the text, such as information about Pössel’s study. However, if presenting strengths of a model, for example, you need to show what that evidence is and, if possible, give the name of the research.










Content: schizophrenia — two treatments



Make sure that the two treatments you choose come from two different topic areas: biological psychology, social psychology, cognitive psychology and learning theories.


Knowledge check 8

Explain the cognitive model of unipolar depression.





Drug therapy for schizophrenia



Drug therapy reflects a neurotransmitter explanation for schizophrenia. If the disorder comes from excess dopamine then phenothiazines, for example, which block dopamine receptors so that there is no excess dopamine, would be a successful therapy. Other antipsychotic drugs block dopamine receptors and also affect serotonin and noradrenaline — two neurotransmitters that affect mood. These atypical or newer (second-generation) antipsychotic drugs include clozapine, olanzapine, risperidone and aripiprazole. They have fewer side effects and act differently from typical (first-generation) ones.

Some antipsychotic drugs are slow-release, which can mean an injection every two to four weeks, while others are taken more often and in pill form, being used for acute episodes of schizophrenia.

Side effects from typical antipsychotics can include shaking and muscle spasms. Both atypical and typical drugs can involve sleepiness, constipation, blurred vision and dry mouth.


Exam tip

As well as evidence, have some examples ready, such as specific drugs and their side effects, to give detail to any description.



There is evidence that first-generation and second-generation antipsychotics affect brain structure, which might be considered a weakness of the therapy. Jørgensen et al. (2016) found smaller overall brain volume, reduced hippocampal volume and enlarged ventricular volume with some other effects too, for both first- and second-generation antipsychotics.

Inta et al. (2010) suggested that antipsychotic drugs that target glutamate receptors are effective. Their research with mice provided evidence for neurotransmitter functioning to explain schizophrenia and showed effectiveness of drug therapy for the disorder.

Harber et al. (2017) noted that antipsychotic drugs are a successful treatment but that people with schizophrenia often stop taking their medication. They found a more positive attitude to drugs among older people and those who had the disorder for longer, and found that younger people with a more recent diagnosis were more likely to stop taking their medication.

Tiihonen (2016) looked at the effectiveness of antipsychotic drugs. He stated that a lot of randomised controlled trials (RCTs) show that antipsychotics reduce symptoms and improve quality of life and are therefore effective for schizophrenia. Long-term drug taking can mean brain atrophy — loss of neurons and connections between them. However, studies show that there is a lower mental and physical health risk around taking antipsychotics compared with not taking them.

Strengths of drug therapy: Tiihonen (2016) confirmed the effectiveness of antipsychotic drugs, showing that clozapine has the best outcomes. Results from different countries show consistency. Drug therapy rests on strong biological evidence.

Weaknesses of drug therapy: Harber et al. (2017) cited the finding of Sendt et al. (2015) that between 47% and 95% of people stop taking the drugs. Drug therapy can be seen not to address the whole person — Beom et al. (2018) proposed using a person-centred approach, which considers which drugs would suit individual patients.





CBT for schizophrenia



There are cognitive symptoms in schizophrenia, such as problems with concentration, working memory and executive functioning. There are also high distress levels. CBT is about thinking and about learning to cope with the disorder. Drug therapy might help with some primary symptoms, but daily living needs to be coped with, where it is thought CBT can help. Specific symptoms are targeted, such as someone needing to accept their thinking when it appears not to be rational. CBT focuses on belief modification and reattribution of thoughts.

Tarrier and Haddock (2004, cited in Morrison, 2009) say that features of a CBT programme for someone with schizophrenia should include emphasis on normal processes of coping with adversity, use of role play, adding more coping strategies, providing new responses to problems and focusing on coping skills. There are also behavioural techniques of switching attention, narrowing attention, increasing activity levels, looking at social engagement and modifying self-statements.

NICE guidelines (2014) recommend that CBT be offered to everyone with schizophrenia, which appears to support the success of the treatment. However, Jauhar et al. (2019) discussed the difficulty of obtaining evidence for the effectiveness of CBT for those with schizophrenia. They cited Bighelli et al.’s (2018) findings from a meta-analysis of various psychological interventions to help with positive symptoms in schizophrenia, which showed only a small effect using CBT treatment. Jauhar et al. also cited Jones et al. (2018) who did not find ‘evidence of convincing superiority’ of CBT. However, Jauhar et al. suggested that CBT can help with symptoms that antipsychotic drugs do not target, such as helping with worry related to delusions and helping with auditory hallucinations. CBT might be successful for hallucinations, but any evidence for this comes from a small number of studies in a meta-analysis.

Laws et al. (2018) used a meta-analysis and found that CBT had some small effect on reducing distress in people with schizophrenia, though it had no effect on improving quality of life. There was some effectiveness regarding functioning — though this effectiveness was not found again in a follow-up trial, which raises questions about the effectiveness of CBT for the treatment of psychosis.

Malik et al. (2009) carried out a randomised controlled trial (RCT) study to look at the effectiveness of brief CBT for people with schizophrenia provided by mental health nurses, and found that CBT was beneficial and that the benefits were found at follow-up 24 months later.


Exam tip

When it comes to treatments and therapies, focus on effectiveness and evidence for effectiveness, as that is a way of evaluating them.



Strengths of CBT: There seems to be weak evidence that CBT helps those with schizophrenia (e.g. Bighelli et al., 2018), though Malik et al. (2009) found CBT was beneficial, including at follow-up. That the 2014 NICE guidelines recommend CBT for those with schizophrenia suggests there must be enough evidence for its effectiveness. CBT takes a holistic approach and focuses on the individual, which is a strength.

Weaknesses of CBT: Individuals need to give their consent for CBT and this might not be possible in some cases due to their level of functioning, which could lead to ethical problems. Laws et al. (2018) found little evidence of the effectiveness of CBT for those with schizophrenia. Likewise, Jauhar et al.’s (2019) ‘critical viewpoint’ about CBT for schizophrenia claimed that more evidence for its effectiveness is needed.


Knowledge check 9

Give two differences in CBT for schizophrenia compared with CBT for other issues and disorders.




Link: individual differences

CBT for schizophrenia would focus on individual differences and would look rationally at individual beliefs.








Content: unipolar depression — two treatments



Make sure that the two treatments you choose come from two different topic areas: biological psychology, social psychology, cognitive psychology and learning theories.



Drug therapy for unipolar depression



Drug therapy for depression builds on neurotransmitter functioning, such as serotonin functioning, as an explanation. Drugs can block neurotransmission at the receptors of the post-synaptic neuron, thus stopping messages being passed in the brain.

Some drugs block reuptake by the pre-synaptic neuron, which leaves the neurotransmitter in the synaptic gap so it can go on passing messages between the pre- and post-synaptic neurons. Selective serotonin reuptake inhibitors (SSRIs), such as Prozac (which is fluoxetine), work in this way.

Individuals must continue to take antidepressants when they are prescribed, despite possible early side effects, as it can take one or two weeks for the benefits to be felt. Side effects, which depend on the drug, can include feeling agitated, feeling sick or suffering from indigestion, insomnia, headaches and dizziness. Nowadays people with depression are generally treated with antidepressants and CBT. Antidepressants are not considered to be addictive drugs but a person can experience withdrawal symptoms (such as tiredness, insomnia and headaches) if they stop taking them suddenly.


Exam tip

There are quite a few types of antidepressant, including SSRIs and SNRIs. Learn some detail about several of these types and how they work. You will find some information in the neurotransmitter explanation for depression (see page 14).



Antidepressants include SSRIs, as mentioned above, which tend to have fewer side effects than other antidepressants. They include fluoxetine, citalopram, paroxetine and sertraline. There are also serotonin-noradrenaline reuptake inhibitors (SNRIs), including duloxetine and venlafaxine. Monoamine oxidase inhibitors (MAOIs) are not often used now due to serious side effects. This is also the case for tricyclics because they can be dangerous in the case of an overdose, being more toxic than other antidepressants.

Delgado (2000) explained that antidepressants raise levels of relevant neurotransmitters in the brain to alleviate symptoms of depression (see page 15). Haase and Brown (2015) explained that antidepressants such as SSRIs target the serotonin transporter. Depression has been said to link to low levels of serotonin, so improving the level of serotonin is likely to be an effective therapy (see page 15). Haase and Brown also suggested looking at plasticity (see page 15), neurogenesis (see page 15) and brain structure to see how they influence mood and behaviour. This is a current focus of research, and a move away from the focus on neurotransmitters.

Boku et al. (2018) confirmed that antidepressant drugs do not work immediately and that many patients with depression do not respond to them, highlighting the limitations of drug therapy for depression (see page 15).

Evidence that more needs to be understood about the effectiveness of drug therapy comes from Glombik et al. (2017). The theory that problems in brain mitochondrial proteins (arising from problems in early life) can bring about depression has led to studies to see what effect antidepressants have on brain mitochondria. Understanding this mechanism might help to develop drug therapy for depression. Glombik et al. (2017) found that antidepressants impacted on mitochondria in the hippocampus of stressed rats. It seems that antidepressants might not only affect neurotransmitter functioning but also affect the brain in other ways. This supports arguments for the effectiveness of antidepressants but suggests that more research is needed.
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