

A Questionnaire by Andrew Turtle

Section A. Outline

1. Topic area 

Schizophrenia is ‘youth’s greatest disabler’ (Liang 2003). It affects over 24 million people worldwide and is the 10th leading cause of non-fatal burden in the world (Knapp, Mangalore and Simon (2004). Schizophrenia is a chronic psychotic disorder characterised by a person’s inability to 1) recognise what is real 2) manage emotions 3) think clearly 4) make judgements and 5) communicate (Liang 2003). Schizophrenia normally develops in adolescence or early adulthood. 
There has been a quantifiable body of research that has explored the role of parents in the development of schizophrenia. Parental beliefs, child-rearing practices, communication deviance and a negative affective style (i.e. criticism, intrusiveness and guilt induction) have all been identified as possible causative factors of schizophrenia. The concept of ‘expressed emotion’ explains that criticism, hostility, warmth, positive emotions and emotional over-involvement all play a part in the development of schizophrenia. Parental over emotions, for example, has been proven to over-stimulate a schizophrenic, elevating the physiological levels of autonomic arousal to overload the patient’s coping mechanism.
2. Objective of Using Questionnaire

This questionnaire will measure a variety of variables to measure the role of parents in the development of schizophrenia. This preliminary study
Focusing on people who are recently returned into the community following treatment in a mental institute, it hopes to explore patient’s beliefs in relation to their opinion on the role parents have in the development of schizophrenia. The questionnaire will explore the extent to which parental beliefs, child-rearing practices (i.e. capital punishment) and patterns of affective style have contributed to their development of schizophrenia. 
It will then explore the perceived role that expressed emotion (i.e. hostility, criticism and over-involvement) has on the development of schizophrenia. Consequent studies would be conducted to gain a balanced perspective on this topic are to explore the attitudes of parents on the role that they play in the development of schizophrenia and to explore the reasons they seek help (i.e. help-seeking behaviours). It would also be interesting to understand the influences on the decisions that parent’s make in relation to their child’s health.

3. Characteristics of the Target Group

If the ethics committee approves this proposal, the questionnaire will interview outpatients of mental institutions, who are in the rehabilitation stage within two weeks of being dismissed from a mental illness institution.   

To gain access This questionnaire will be distributed to all mothers and fathers, of all forms of family structures, who’s child has been admitted into a mental institution in Sydney Mental Institution for a period greater than two weeks between March 2000 and March 2010. Part of the requirements in gaining access to participate in the study is that the schizophrenic child is currently seeking ongoing treatment. This will compare attitudes of parents who have acute and chronic to observe the amount of suffering the patient has endured and how their lifestyle and attitudes towards their child changes over time. Questionnaire will be distributed to both fathers and mothers of schizophrenia to compare attitudes across sexes. A
To portray cultural knowledge of attitudes of parents across a variety of cultures to see if attitudes of parents with schizophrenia children
4. Identify the mode of administration

The interview will be a face to face interview 

Section B (Cover Letter)

Dear whoever,

The University of Sydney would like to invite you to participate in a qualitative research study in relation to parental attitudes towards their schizophrenic children. In the study, a short structured questionnaire will be constructed to ask questions related to parental mental health beliefs, help-seeking behaviours and a general discussion on the impact of schizophrenia on the family. The study aims to gain a greater understanding of parental attitudes towards their schizophrenic children and gain an increased understanding into the reasons that parents seek care for their mentally ill children and the effect that schizophrenia has on parents. 

Our records show that your child was admitted to a mental institution in the Sydney Metropolitan area between March 2000 and March 2010 which makes you eligible for the study. Both mothers and fathers of 

Help will be supplied for people who cannot read the questionnaire and a translator will be applied

People who respond to this invitation will be invited to 

University of Western Sydney

Questionnaire

1. What is your relationship to the mentally ill patient

i. Father

ii. Mother

iii. Caregiver

iv. Grandparent

v. Other (please explain)     ……………………………………………………………………………………….

2. What is your marital status?

i. Single parent

ii. Defacto partner


iii. Married

iv. Divorced

v. Widowed

3. What is your highest educational attainment?

i. Can’t read or write

ii. Apprenticeship

iii. School’s certificate


iv. High School Certificate


v. Undergraduate


vi. Postgraduate

vii. pHD

viii. None

4. How long has your child been diagnosed with schizophrenia?

i. Less than a year

ii. 1-2 years

iii. 2-5 years

iv. 5-10 years

v. 10-15 years

vi. 15 years +

5.  How old was your child when he/she was first admitted to hospital?

i. Below 15 years old

ii. 15-19 years old

iii. 20-25 years old

iv. 25-30 years old

v. 30-40 years old

vi. Older than 40 years old

6. Was your child on medication when they were admitted to hospital? 

Yes


No

Not Sure
7. When did you first recognise symptoms of schizophrenia?

8. What type of behaviours alerted you to seek treatment?

9. Have you ever called the police or mental healthcare facility for urgent relief?

10. Have you ever been concerned that your child would harm you?

Yes


No


I don’t want to say



11. Were you ever concerned that you child would harm himself/herself? 

12. How have you tried to support your child financially?

13. Has your coping mechanisms (i.e. your ability to handle stressful situation) been affected by your child’s illness?

14. Has there ever been a time when you have had to resort to some type of treatment because your child’s illness has become too much to handle?

15. How much did you know about schizophrenia before you searched for help?

16. Have your beliefs about mental health changed since you have been exposed to the mental illness?

17. What support mechanisms do you believe should be in place to overcoming

1. Support at home

18. Is there support when you need it most?

attempts to uncover the beliefs parents have towards the aetiology of their child’s mental health problems as well as analyse the purpose and methods of seeking professional help. In particular, the interview will focus on the role of child rearing methods, ways parents seek help, whether there is cultural influence on the decisions parents make in relation to admitting a mentally ill patient into care, whether parents express feelings of guilt or shame as well as discuss the impact that schizophrenia has on the family. 

Can the social environment cause schizophrenia? 

Jim van Os 
Department of Psychiatry and Neuropsychology, azM/Mondriaan/Riagg/Vijverdal Academic Centre, Maastricht University, European Graduate School of Neuroscience, Maastricht, The Netherlands, and Division of Psychological Medicine, Institute of Psychiatry, London SE5 8AF, UK 
Peter McGuffin 
Social, Genetic and Developmental Psychiatry Research Centre, PO Box 80, Institute of Psychiatry, King's College London, De Crespigny Park, London SE5 8AF, UK 
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INTRODUCTION 

 
Edited and introduced by Mary Cannon, Kwame McKenzie and Andrew Sims. 
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INTRODUCTION 

 
A familial vulnerability to schizophrenia is agreed even though the exact genes involved seem elusive. But despite epidemiological evidence showing different rates of schizophrenia in sociocultural groups that would be considered genetically similar, the causal role of the environment is still hotly contested. Many service users, social scientists and clinicians are convinced that social factors cause schizophrenia and, therefore, that behavioural or environmental change might offer a more tangible route to prevention than gene manipulation. However, a comparison of the monies given to research into the genetics and the social aetiology of schizophrenia would suggest that funders of research are not convinced. For instance, the Medical Research Council, Wellcome Trust and UK Department of Health have launched Biobank, billed as the largest ever study of nature and nurture. The aim is to investigate complex interactions between genes, lifestyle and the environment. Half a million people between the ages of 45 and 69 will be asked to take part. Unfortunately, the generally earlier onset of schizophrenia will mean that it will be difficult to research in this illness. Would we have benefited from a Biobank for 16- to 25-year-olds? 
Is there evidence that social factors cause schizophrenia and, if there is, does it negate or complement the theory that schizophrenia is a genetic illness? We asked Professor Jim van Os from Maastricht University, one of Europe's top social psychiatry researchers, and Professor Peter McGuffin, a psychiatrist and geneticist who heads the Social, Genetic and Developmental Psychiatry Research Centre at the Institute of Psychiatry, London, to debate the question: Can the social environment cause schizophrenia? 
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FOR 

 
Few would contest the fact that mental states are influenced by the individual's social environment. Follow-up research has demonstrated that the post-onset course of ICD, DSM and RDC psychotic disorders is extremely sensitive to variation in the social environment. It is logical to assume that the same social environment could play a causal role in the onset of psychotic mental states. This assumption is now supported by evidence. 
The assertion that psychotic states are not somehow generated from ‘within’, in isolation from environmental experience, is perfectly compatible with the belief that part of the vulnerability to develop mental states diagnosed as schizophrenia is genetic. It is not known whether the genetic effect on schizophrenia liability represents underlying variation in DNA sequence or epigenetic variation in gene expression. Nevertheless, the findings from general and genetic epidemiology suggest that, in the case of psychosis, the relationship between genotype and phenotype is mediated by the environment (gene—environment interaction). In the most extreme case, ‘genetic’ transmission of schizophrenia may consist entirely of transmission of sensitivity to the psychosis-provoking effects of a ubiquitous factor in the social environment, such as experience of daily life stress. Most geneticists believe that gene—environment interactions play a role in schizophrenia. However, genetic heritability modelling procedures and, in particular, molecular genetics traditionally ignore gene—environment interplay. They rarely include any measure of the social environment. This results in underestimation of the role of the social environment in the causation of schizophrenia and possibly little success in identifying the genes conferring risk. 
There are problems with research into the contribution of the social environment. Many of the likely risk-increasing elements, such as experience of stress in daily life, are not only difficult to measure, but also highly prevalent or even ubiquitous. If everybody smoked, it would be impossible to detect an association between smoking and lung cancer because there would be no non-smokers to compare the cancer rates with. The only way to detect the contribution of cigarette smoking would be to compare populations with different mean levels of cigarette smoking and associate these with differences in the population levels of lung cancer. 
This latter approach — demonstrating between-population variation — has been among the most successful in suggesting a causal role of the social environment in schizophrenia. Incidence rates of schizophrenia vary widely within the same country, between urban and rural populations and between sociocultural majority and minority populations. 
Perhaps more important is the finding that in urban and minority populations there is an increase not only in the rates of schizophrenia, but also in the rates of associated non-clinical psychosis-like experiences. 
The findings in urban and minority populations demonstrate four things. First, genes alone cannot account for these findings because minority populations are not at increased risk of developing psychotic disorder in situations where they become majority populations, and people living in urban environments are not at increased risk if they grew up in a rural area. 
Second, the traditional way to conceive of schizophrenia is to assume that it is a rare phenotype. The urban/minority findings oppose this view because the underlying environmental factors associated with the proxy variables urbanicity and minority status have been shown to cause whole populations to have higher levels of non-clinical psychosis-like experiences, rather than just causing a few individuals in these populations to develop rare psychotic disorders. In other words, the psychosis phenotype may be a continuous characteristic, the mean level of which varies between populations as a function of the social environment. 
Third, the urban/minority findings point to a role of the social environment giving rise to enduring liabilities to later psychosis, rather than the traditional ‘precipitating’ causal role associated with, for example, stressful life events. 
Fourth, the findings point to the importance of environment—environment interactions. For example, the effect of minority status appears to be modified by the size of the minority population in the wider social environment. 
In conclusion, therefore, not only common sense but also research findings suggest that the mental states associated with schizophrenia algorithms are not an exception to the rule that psychological and environmental experience go hand in hand. 
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AGAINST 

 
I shall take it as a given that there is an important genetic contribution to the aetiology of schizophrenia (Gottesman, 1991). However, schizophrenia is a complex disorder that rarely, if ever, shows Mendelian patters of segregation and this is usually attributed to involvement of multiple genes plus environment, including, perhaps, social factors. The hypotheses that can be entertained regarding the environmental component are as follows. 
First, there are broadly two forms of schizophrenia — one that is a genetic disorder (or a collection of genetic disorders) and the other that is caused by the environment, including social stressors. Second, a genetic diathesis is necessary but not sufficient to cause schizophrenia with additional relevant environmental stressors, including features in the social environment being required to produce the disorder. Third, the only constant feature in schizophrenia is a genetic component. A small amount of variance needs to be explained by ‘non-genetic’ factors but these are entirely either physical insults or stochastic processes affecting neural development, gene expression or protein structure. 
A very small proportion of cases of schizophrenia subsequently turn out to be organic phenocopies (people who show the schizophrenia phenotype but who do not have the genotype), but otherwise the hypothesis that there are common non-genetic forms has been found wanting. Separation of schizophrenia into familial and non-familial types is open to criticism both on theoretical and statistical grounds. More tellingly, studies based on the relatives of twins suggest that people with schizophrenia who are completely lacking in a genetic vulnerability are rare. Luxenburger, as early as the 1920s, pointed out that if non-genetic forms of schizophrenia are common, most, perhaps all, occurrences of discordant monozygotic twins would be explained by such forms. It would then be expected that their relatives would be less-often affected than the relatives of concordant pairs. Luxenburger was unable to show this, as indeed were all subsequent researchers. Furthermore, Gottesman and Bertelsen showed that the morbid risk to the offspring of the unaffected identical co-twin of a person with schizophrenia was not significantly different from that to the offspring of the index cases with schizophrenia themselves. These findings leave no real room for the existence of common forms of schizophrenia caused entirely by the social or any other form of environment. 
If social factors on their own cannot cause schizophrenia, can they contribute to the cause in those individuals who have a pre-genetic disposition? If so, what is the size of such contribution and does it originate within the family or are the environmental effects specific to the individual? We can again obtain answers from analysis of twin data. A meta-analysis of all recent twin studies estimated that the total variance in liability to DSM—III—R schizophrenia accounted for by additive genetic effects was 88% (95% CI 83-92%). This leaves 12% (95% CI 9-17%) to be explained by the environment, but this is entirely of the non-shared type. That is, family environment makes no contribution to twin similarity. Thus, the evidence flies in the face of once fashionable theories that social interactions within families are all-important. There is, on the other hand, good evidence that psychosocial factors, such as high expressed emotion at home or life events, can hasten relapses or precipitate onsets but few would argue that such factors are truly causal, rather they appear to affect the timing or frequency of episodes. 
The other group of non-genetic factors that have been widely studied can be placed under the broad heading of physical insult. 
These include exposure to viruses in utero, obstetric complications and misuse of certain drugs. However, given that the non-genetic component of schizophrenia is estimated to be small and also given that it has been hard to identify unequivocally, my colleagues and I have previously argued that it might consist entirely of chance events that would be impossible to detect by conventional epidemiological methods. These would include stochastic factors operating at a cellular or sub-cellular level during neural development, somatic mutations including trinucleotide repeat DNA expansions which have been indirectly implicated in schizophrenia, and other epigenetic phenomena such as imprinting and X inactivation. 
The hypothesis that some cases of schizophrenia are entirely socially determined cannot be supported. Although we cannot exclude the possibility that social factors contribute to the aetiology of schizophrenia in those with a genetic predisposition, the non-genetic proportion of variance in liability is small and is more likely to be explained by physical stressors or even by stochastic processes. 
[image: image5.png]



REFERENCES 

 

1. Boydell, J., van Os, J., McKenzie, K., et al (2001) Incidence of schizophrenia in ethnic minorities in London: ecological study into interactions with environment. BMJ, 323, 1336.[Abstract/Free Full Text] 

2. Cardno, A. G. & Gottesman, I. I. (2000) Twin studies of schizophrenia: from bow-and-arrow concordances to Star Wars Mx and functional genomics. American Journal of Medical Genetics, 97, 12-17.[CrossRef]

 HYPERLINK "http://bjp.rcpsych.org/cgi/external_ref?access_num=10813800&link_type=MED" [Medline] 

3. Gottesman, I. (1991) Schizophrenia Genesis. Origins of Madness. San Francisco, CA: Freeman. 

4. Johns, L. C. & van Os, J. (2001) The continuity of psychotic experiences in the general population. Clinical Psychology Review, 21, 1125-1141.[CrossRef]

 HYPERLINK "http://bjp.rcpsych.org/cgi/external_ref?access_num=11702510&link_type=MED" [Medline] 

5. McGuffin, P., Asherson, P., Owen, M., et al (1994) The strength of the genetic effect. Is there room for an environmental influence in the aetiology of schizophrenia? British Journal of Psychiatry, 164, 593-599.[Abstract/Free Full Text] 

6. Myin-Germeys, I., van Os, J., Schwartz, J. E., et al (2001) Emotional reactivity to daily life stress in psychosis. Archives of General Psychiatry, 58, 1137-1144.[Abstract/Free Full Text] 

7. van Os, J. & Marcelis, M. (1998) The ecogenetics of schizophrenia: a review. Schizophrenia Research, 32, 127-135.[CrossRef]

 HYPERLINK "http://bjp.rcpsych.org/cgi/external_ref?access_num=9713909&link_type=MED" [Medline]
PAGE  
4

