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Chapter 6

The limits of biomedical models of distress

Lucy Johnstone

Psychiatric theory and practice is based upon a biomedical model – that is, an assumption that mental distress is best understood as a medical illness; a disease process which involves an alteration of biological structure and functioning. This fact is so obvious that it may seem as if it does not need stating. However, it is exactly this taken-for-granted status that makes it so important to draw out and examine the assumptions behind the model, which will otherwise remain implicit but will nevertheless shape every aspect of our approaches to those in distress.

This can be illustrated, at the most basic level, by our use of language. Language shapes the way we think, and hence the way we act. The vocabulary of psychiatry is ‘illness, patient, prognosis, remission, treatment.’ Having conceptualised the problem in these terms, it seems to follow naturally that interventions should consist of ‘diagnosis, admission, medication, ECT’ in the context of ‘hospitals, clinics, wards’ and administered by ‘doctors, nurses’. With a different starting point – say, the assumption that we are dealing with ‘problems of living’ not ‘illnesses’ - all of the above would suddenly seem questionable rather than inevitable. 

This, of course, is why critics of psychiatric practice, both professionals and service users, have developed an alternative vocabulary (Wallcraft, 2003). However, policy makers, the media, popular advice columns and many campaigning organisations are still using biomedical terms and concepts. The National Service Framework for Mental Health (Department of Health, 1998) uses phrases such as 'One adult in six suffers from one or other form of mental illness….one person in 250 will have a psychotic illness such as schizophrenia or bipolar affective disorder….many of these patients have not been getting the treatment and care that they need…assessment and diagnosis, treatment, rehabilitation' and so on. A drug company-sponsored information sheet says: ‘Schizophrenia is a brain disorder with characteristic signs and symptoms probably due to physical and biochemical abnormalities in the brain’ (Orion Pharma, 1995). The current move to evidence-based practice is based on an uncritical acceptance of terms such as ‘schizophrenia’ as a valid basis for conducting treatment trials. And there is no shortage of celebrities eager to talk about the ‘biochemical imbalances’ that have led to their depression, alcoholism, compulsive rituals and so on.

Of course, this is all perfectly valid if, in fact, the biomedical model of mental distress does seem to fit. But is it true? Or, to ask the same question in its currently fashionable form, is it evidence-based? 

I would like to examine this question under three main headings; (1) psychiatric diagnosis, and claims about both the (2) biochemical and the (3) genetic factors in mental distress. First, though, I want to be clear what I am doing in this critique. I am not simply disputing certain facts or findings, although that is a part of it. Rather, I am challenging the whole paradigm on which the biomedical model is based. This paradigm can be characterised as positivist, reductionist and deterministic. These characteristics make biomedical psychiatry not only inappropriate for the study of human beings, but even in its own terms, bad science.

A shorthand summary of the positivist approach in science is treating people as if they were objects; the particular way of thinking that underpins traditional scientific enquiry in the natural sciences, in which theories, based on objective facts and observations, are tested in order to come to an ever more complete knowledge about the laws of nature. While this has been fruitful in many areas, its usefulness as applied to human emotional distress is much more debatable. (The classic essay by Ingleby, 1980 has a detailed discussion of the issues.) It is ironic that while much modern scientific thinking has moved well beyond this rather simplistic model (see, for example, Zohar, 1991, Capra, 1997), a particularly primitive version still holds sway in the field it is least suited to, psychiatry.  

The positivist approach does not have to be reductionist, but nevertheless, biomedical psychiatry abounds with examples of what could be called the ‘nothing but’ approach; the view that people are no more than the sum total of their biochemical or other physiological reactions. Complex phenomena are thus reduced to simple or simplistic terms. Professor Steven Rose, the eminent neuroscientist, has repeatedly challenged the idea that social and psychological phenomena can be reduced to such terms, and that this kind of explanation is somehow ‘truer’ than others (Rose 1998). We can look at any human experience, such as depression, at a number of different levels – cultural, social, psychological, biochemical, genetic and so on – and each type of explanation is valid in its context. But to seek to reduce the experience of depression to a statement about neurotransmitter activity is to commit a whole range of logical errors - with the result that ‘bad science drives out good’ (Rose 1998).

Determinism, one of the consequences of reductionism, can be summarised as the ‘can’t help it’ view; what you do or experience is an inevitable result of your biology. This is sometimes seen as a useful way of avoiding blame and guilt. (‘I can’t help drinking, I have a disease called alcoholism’.) The other side of the coin is that at the same time it deprives people of agency and responsibility leading to…’the belief that ultimately we are not in charge of our destiny but merely “lumbering robots”’ (Rose 1998).

In short, this is the human being as a (faulty) machine. The positivist, reductionist and deterministic approach to mental distress is vividly illustrated in the following newspaper extracts quoting well-known doctors:

Medical treatment restores the normal level of the transmitters and with this the patient’s sense of contentment. These biochemical abnormalities in the brain can no more be altered by ‘snapping out of it’…than a diabetic can alter their blood sugar by not thinking about insulin and food (Stuttaford, 1999)

If you think of the brain as a computer, in the schizophrenic the wiring is 99 per cent correct but there is a fault…Like the computer, most of the time it works OK, but if you stress it too much it crashes. (Murray, 1994) 

One might well object to such a view of human beings on philosophical, ethical or religious grounds; this is a point that I will return to. For the moment, I would like to examine such claims in their own terms, ie. judged in the light of the available evidence from the scientific approach from which their authority derives. Even on these grounds, I will argue, they fall very far short.

Psychiatric diagnosis

'Diagnosis is the Holy Grail of psychiatry and the key to its legitimation' (Kovel 1980: 86). There are many reasons why diagnosis is important. It provides, at least in theory, an indication of appropriate treatments, a basis for research, and a way for professionals to communicate with each other, not to mention information and relief for patients and relatives. It should, ideally, point towards aetiology and enable predictions to be made about prognosis. Beyond all of this, though, there is an even more important reason why psychiatry needs to be able to claim that it has a valid and reliable classification system, and that is because this is absolutely crucial to its status as a legitimate branch of science – in this case, medical science. As psychiatrist Michael Shepherd puts it, ‘To discard classification is to discard scientific thinking’ (1976: 3). If there is no agreement on basic classification, then there is no basis for drawing up the general laws that constitute a body of scientific knowledge. 

The implications are profound: if classification can be shown to be neither reliable nor valid, then everything that follows from the biomedical assumptions outlined above, our current interventions, settings, professionals, up to and including the language we use, would need fundamental revision.  Hence the statement ‘The critique of diagnosis is the critique of psychiatry …. Diagnosis locates the parameters of normality and abnormality, demarcates the professional and institutional boundaries of the mental health system, and authorises psychiatry to label and deal with people on behalf of society at large’ (Brown. 1990).  

So, what criteria are we using when we diagnose someone as suffering from a ‘mental illness’? I will use ‘schizophrenia’ as an example, since it has been described as ‘the prototypical psychiatric disease’ (Boyle, 2002); any critiques that apply to this condition will have even more force in relation to others whose status as illnesses is less widely accepted. 

DSM IV lists some of the diagnostic criteria for ‘schizophrenia’ as follows:

· flat or grossly inappropriate affect

· digressive, vague, over-elaborate, or circumstantial speech

· unusual perceptual experiences

· marked lack of initiative, interests or energy 

· markedly peculiar behaviour (eg collecting garbage, talking to self in public, hoarding food)

· marked impairment in personal hygiene and grooming

· odd beliefs or magical thinking, influencing behaviour and inconsistent with cultural norms (my italics).

This list may well describe someone whom we would instinctively recognise as having serious problems, which is partly where it gets its credibility from; clearly, something is wrong. But the key question is whether that ‘something’ is best described within a biomedical model as an illness, that is, only or primarily in terms of biological pathology.

There are two main requirements for the diagnosis of an illness. The first is the identification of particular clusters of symptoms, which are the complaints that people go along to their doctor with, such as ‘I feel nauseous/tired/in pain’. Since these are largely subjective, diagnosis can only be confirmed by a consistent association with signs such as measures of blood sugar, white blood cell counts, abnormalities that show up on X-rays and so on, which are objectively verifiable by others (Boyle, 1999). Notoriously, no such signs are available for psychiatric diagnosis (with a few exceptions such as dementia). You cannot use an X ray or blood test to tell if someone really is suffering from a biological illness which we can call ‘schizophrenia’; thus, in medical terms, we are not justified in asserting that such a condition either exists or has been identified. 

However, the problem goes deeper than this. What we are offered instead, in DSM and ICD, is an exhaustive list of ‘symptoms’ which, as a moment’s thought will reveal, are actually nothing of the kind. DSM criteria such as those listed above are not complaints about bodily functioning. They are examples of beliefs, experiences and behaviour, for which there can be no absolute and agreed standards of ‘normality’. While it is relatively simple, in principle, to work out how the body ought and ought not to function, it is an entirely different matter to decide how people ought and ought not to think, feel and behave. How flat or inappropriate does your affect have to be? How digressive, vague and over-elaborate is too digressive, vague and over‑elaborate? Exactly how unusual are your perceptual experiences? How much energy or initiative should you have? How much garbage have you collected? How long is it since you last had a bath? These are social not medical judgements, as indeed is openly admitted at several points in DSM ('…inconsistent with cultural norms’). We may have identified troubled or troubling individuals; we have certainly not identified medical illnesses. The criteria for making these decisions are essentially subjective, based on personal and social norms, and thus, in their own terms, unscientific.

A number of consequences follow from having a system of social judgments dressed up as medical ones, which constitutes a kind of parody of the diagnostic process in other branches of medicine. Perhaps most damaging to psychiatry is the consistent failure to demonstrate that psychiatric classification is either reliable or valid, which again is crucial to claims of scientific respectability. 

Readers are referred to other sources for a more detailed discussion (Kirk & Kutchins, 1997; Boyle, 2002); but in brief, reliability refers to the likelihood that different clinicians will come up with the same diagnosis when presented with the same patient. If psychiatric judgements are essentially subjective, agreement is bound to be low, as has been found (Kirk & Kutchins, 1994). Successive editions of DSM and ICD can be understood as attempts to increase reliability by adding yet more and more detailed criteria; however, if the underlying problem of the subjective nature of the judgements involved is not resolved, then this manoeuvre is doomed to failure.

Even if reliability were to be established, this is not the same as demonstrating that the term that clinicians have agreed upon is meaningful, or valid, actually representing something in the real world. In the 17th century there was widespread agreement on how to identify witches; this does not mean that witches (or ‘schizophrenics’) actually exist anywhere except in our own heads.  

Finally, the lack of reliability or validity of the concept of ‘schizophrenia’, as well as every other psychiatric diagnosis, undermines any and all research that takes such terms as given. One cannot hope to produce anything but confusing and contradictory results if the validity of basic terms has not been established. This is ‘a massive flaw in every single study undertaken’ (Hill, 1993).

Space does not allow for a more detailed discussion of the consequences of psychiatric diagnosis such as stigma, medicalising of social and relationship problems, overuse of physical interventions and so on, which I have documented elsewhere (Johnstone, 2000). Indeed, if Brown is right that ‘the critique of psychiatry is the critique of diagnosis’, and if the above critique is accepted, then I have fulfilled my aim of demonstrating the illegitimacy of psychiatry’s status as a branch of medical science, with all the consequences that follow from that. However, I would like to extend and elaborate on the argument in by looking at the two other principal arguments for understanding distress within a biomedical framework, that is, by examining claims about the biochemical and genetic origins of mental distress.

Biochemical causation

As we have seen, it is commonly stated as a fact that conditions such as ‘schizophrenia’ or ‘depression’ are caused by ‘biochemical imbalances’. As a further twist it is claimed that medication and ECT work by rectifying these ‘imbalances’. For example, an advice columnist who describes herself rather misleadingly as a ‘holistic doctor’ writes, in a popular women’s magazine: ‘Depression is an unpleasant condition that…is caused by an imbalance of certain chemicals in the brain…Your GP may recommend anti-depressants, which work by correcting the chemical imbalance’ (Brewer, 1999).

Such statements refer to the actions of neurotransmitters, chemicals in the brain and nerve cells that carry messages between cells by travelling across the gap, or synapse, between them. It is believed that mood is regulated by neurotransmitters (among their many other functions), although this theory is, in itself, speculative. In fact, we know very little about the extraordinarily complex ways in which the brain and its 200-plus transmitters work, and there is no good reason why dopamine and serotonin have become the neurotransmitters of choice in biomedical explanations of mental distress; any of the others, about which we know even less, might be equally suitable candidates. 

Confident statements about biochemical causation fail to take account of some rather serious practical problems. Among these are:

1. There is currently no way of directly studying or measuring neurotransmitter levels in the live human brain.  

2. Even indirect measurements, via metabolites in the blood or urine, have failed to find evidence of altered neurotransmitter levels in people with a psychiatric diagnosis (Colbert, 2001a). 

3. To talk about the action of serotonin (or any other neurotransmitter) in this way is an enormous over-simplification. It has been estimated that there are 100 billion neurons in the brain, each of which may be communicating by chemical transmission with tens of thousands of others, making some 100 trillion synapses in total (Rose 2005). Moreover, different connections have different effects and purposes, and there may be many types of receptor for each neurotransmitter (more than a dozen for serotonin, for example). We are a very long way from being able to make precise and definite statements about how any of these transmitters work.

4. The information that we do have about neurotransmitter action suggests that the phrase ‘biochemical imbalance’ is fairly meaningless anyway. Neurotransmitters are in a constant state of flux and change as the body seeks to regulate its functions (a process known as homeostasis); they do not get knocked out of balance at some arbitrary level like a bicycle getting stuck in third gear. A perfect state of balance would be death.

There are also some serious logical difficulties with statements about biochemical imbalances. The basic confusion is between correlation and causation, an important distinction which is fundamental to scientific reasoning. Even were it to be established that, say, a low mood is consistently accompanied by, or correlated with, lower levels of serotonin, this would not prove that the biological state led to, or caused, the mental one. The causal link might work the other way around; perhaps the mental state of depression leads to the change in biochemistry, rather as fear results in the production of adrenaline. 

Another possibility is that some third factor common to both the mental and the physical state is playing a causal role. The obvious third factor is medication, and any methodologically sound study needs to take its effects into account. Thus, in investigating differences between ‘schizophrenics’ and ‘normals’, your first group needs to be drug-free, or else you will not be able to tell whether differences are related to the condition or to the treatment. An astonishing number of studies is invalidated by this absolutely basic flaw, including those that have found a greater number of dopamine receptors in the brains of those with a diagnosis of ‘schizophrenia’ (Colbert, 2001a). 

While psychiatry’s simplistic claims about biochemical causal mechanisms are unfounded, it would be a mistake to fall into opposite trap of assuming that there is no link between our bodies and our minds. Indeed, it is increasingly recognised that emotional factors such as attachment styles and trauma have profound effects on the way the brain develops, which in its turn influences an individual’s responses and reactions – but this is a highly sophisticated interaction, not a simple one-way link from brain to behaviour (Balbernie, 2001; Schore, 2001). Research shows that the infant brain only develops to its full potential in response to the intimate relationship with its caregiver, which leads directly to the production of new synapses and the creation of new neural pathways. Conversely, detrimental early emotional experiences can cause neurobiological damage that leaves a lifelong biologically-based impairment in regulating impulse and emotion. ‘Maltreatment can physically alter the wiring and chemistry of the brain’ (Balbernie, 2001:245), although the right environment (which might include psychotherapy and other kinds of re-learning) can repair some of this damage (Carlowe, 2002). As our knowledge increases, we need to find a way of including such biological variables into our understandings, without falling back into reductionist and determinist fallacies.

Biochemical arguments and the use of medication

Ironically, there is one way in which the idea of a ‘biochemical imbalance’ does make some sense, and that is in explaining the effects of psychiatric drugs. We may know very little about biochemical causal mechanisms in mood and behaviour, but we do know something about the effects of introducing drugs into the body. When neuroleptics block the receptors whose job it is to pick up the chemical messages, then according to the well-established principle of homeostasis, the body will try and compensate for this change by making more receptors and/or increasing the sensitivity of the existing ones. Similarly, when anti-depressants prevent the body from sweeping up excess serotonin in the synapse, then some serotonin receptor cells will die off because fewer are needed to detect its presence. Now we really do have something that could be described as a ‘chemical imbalance’, which shows itself very unpleasantly through the side-effects of psychiatric drugs, and also through withdrawal effects, as the body struggles to adjust to the lack of a substance which it had made adaptations to cope with. ‘Putting any new chemical into the body is the real equivalent of a spanner in the works, and  is likely to have multiple effects – both wanted and unwanted’ (Rose, 2005: 230).

These embarrassing facts about the way psychiatric drugs ‘work’ have been presented in a rather different way by psychiatrists, who commonly argue that because drugs reduce levels of dopamine (or increase levels of serotonin), then excess dopamine/insufficient serotonin is a cause of ‘schizophrenia’/ depression. It is the known effect of drugs on dopamine and serotonin that has led to the popularity of these neurotransmitters in theories of biochemical causation. However, this kind of argument from effects to causes is illogical and unscientific. It is rather like saying that because aspirin relives headaches, headaches must be caused by a lack of aspirin in the brain. 

In a variation on this theme, lay people sometimes say, ‘If it isn’t an illness, how come the drugs seem to help?’ This too is confusing cause with effect. Of course the drugs have an impact, but they have an impact on anyone, whether psychiatrically diagnosed or not (as the occasional accounts of non-diagnosed people who have taken psychiatric drugs tell us, for example, Jones-Edwards, 1993). This doesn’t tell us anything about the causes of distress. The effects of the drugs are non-specific; along with reducing ‘symptoms’ for some people, they lessen your ability to think and feel in all areas of your life. While some may experience this as helpful, it does not address the underlying problem any more than taking a tranquilliser to cope with the anguish of bereavement. Moreover, there are very serious consequences to this kind of ‘help’, including long‑term biological changes leading to tardive dyskinesia and many other types of damage (Breggin, 1993). 

Summary

In summary, to state that ‘mental illness is caused by biochemical imbalances’ is, to put it at its best, completely without supporting evidence. ‘There is no known lowering of serotonin in depression…No one for whom Prozac has been prescribed has ever had their serotonin levels checked to see if the really are suffering from what the drug supposedly corrects’ (Healy 1998). If you go along to your GP complaining of a low mood, he/she does not check your serotonin levels, confirm the diagnosis, and ask you to return in three weeks for another test to see if medication has restored them to the correct level; it just doesn’t work like that. Moreover, the information that we do possess suggests that such a theory is ludicrously simplistic. The brain ‘beggars in complexity even the most intricately engraved silicon ship’ (Rose, 2005: 146); and ‘There is not and cannot be any straightforward one for one relationship between the complexities of our mental experiences and the simplicity of a single biochemical measure’ (Rose, 2005: 237).

Tacit acknowledgement of these embarrassing holes in the evidence can sometimes be detected in weaker forms of the theory, expressed as ‘Neurotransmitters are thought to be involved with major depression’ (NAMI information leaflet, 2003) or ‘Schizophrenia is…probably due to physical and biochemical abnormalities in the brain’ (Orion Pharma, 1995) [my italics]. However, such statements are virtually meaningless in scientific terms. Neurotransmitters are involved in everything we think, feel or do. One could argue, with equal validity, that they are ‘thought to be involved’ in watching television, chatting to the neighbours and brushing your teeth. Proper scientific hypotheses have to be open to proof or disproof, whereas ‘the belief that the 'true' biochemistry of schizophrenia is complex and will not be quickly discovered…is untestable: To say that an unknown number of biochemical substances may interact in an unknown way to produce schizophrenia is a tortuous way of admitting that we have no clue as to what the hell is going on’ (Skrabanek, 1984). In fact, it becomes an article of faith, not a valid scientific proposition at all. 

Genetic causation

It is almost universally accepted that there is an important genetic contribution to ‘schizophrenia’, and probably to other serious psychiatric conditions as well, although it is acknowledged that environmental factors to play a part as well. Sometimes genetic and biochemical theories are linked; for example, it is said that the faulty gene(s) may lead to irregularities in dopamine production. Breakthroughs in discovering the relevant genes are regularly announced in the newspapers, although the inevitable retractions get a more limited press: ‘Scientists seeking genetic link to mental illness “draw blank”’(Independent, 1998). ‘We are sort of back to square one’ (Dr Kenneth Kidd quoted in Goode, 2000).

The search for a single gene for ‘schizophrenia’ or other conditions has been replaced by a recognition that the situation is bound to be more complex than this, and researchers now talk about multiple contributing genes. However, even this hypothesis faces as many practical and logical hurdles as the claims about biochemistry. Once again, I shall use ‘schizophrenia’, the most researched condition and the one about which the strongest claims have been made, as an example. 

As with brain biochemistry, our knowledge of genetics is still very limited. Although scientists have recently completed the enormous task of decoding the human genome, or in other words, making a list of the sequences of all the pieces of DNA that make us the living creatures that we are, some experts have suggested that we are at least a century away from actually understanding what all of this means and how it works. We have painstakingly copied out a massive book whose language is still largely incomprehensible to us. What we do know suggests that the processes involved are extremely complex; each gene may make several proteins, and each protein may perform more than one job. Conversely, a whole number of genes may interact to produce a single physical characteristic. Intriguingly, there may also be a greater role for the environment than had been suspected, since scientists have found that we possess far fewer genes than originally assumed. This ‘dramatically undermines claims that human beings are prisoners of their genes’ (McKie, 2001). 

So far scientists have only been able to identify specific genes for a very small number of conditions such as cystic fibrosis and Huntingdon’s chorea, but these relatively simple forms of transmission, in which it does make sense to talk about a gene or genes for a certain condition, are certainly untypical. 

Practical problems with backing up claims about genetic transmission in ‘schizophrenia’ include the following:

1. No gene or set of genes has been identified for any mental illness.

2.  Announcements about ‘breakthroughs’ refer not to the supposed discovery of genes themselves, but to markers, indicators that certain genes may (or may not) be found nearby. Identifying a marker is a long way from finding the possible defective gene that may be associated with it – it took ten years to move from marker to gene in the case of Huntingdon’s chorea. No markers for any mental illness have ever been found, and even if they had been, this would not necessarily imply the existence of a gene for the condition.

3. In the absence of such findings, statements about genetic contributions to ‘schizophrenia’ rely on data from family, twin and adoptive studies, all of which seem to show that it ‘runs in families’. However, this could obviously be a result of environmental factors (family relationships, social stresses etc) instead of genetics. In practice, it is almost impossible to untangle the nature/nurture contribution, and the key studies that claim to do so are riddled with basic methodological problems, which there is no space to discuss in detail here (but see Colbert, 2001b; Joseph, 2004; Marshall, 1990; Boyle, 2002; Rose, Lewontin & Kamin, 1990). In general, the more rigorous the study, the smaller the genetic contribution that emerges. One reviewer has noted: ‘That the reported studies are riddled with methodological, statistical and interpretational errors has repeatedly been demonstrated’ (Sarbin, 1991). Another writes: ‘This is not science. This is simply the mathematical manipulation of meaningless data’ (Colbert, 2001b, [italics in original]).     

4. The data from this research do not conform to any known pattern of inheritance. One often cited study appeared to show that half-siblings were more likely to develop the condition than full ones (Breggin, 1993: 119). Nor do inheritance rates seem to have been reduced by the policy of incarcerating people in asylums throughout their reproductive years, or indeed by the mass extermination of psychiatric patients in Germany during the second world war. 

5. Finally, and most importantly, claims about genetics all founder on the fact that, as already discussed, there is no known biological abnormality in schizophrenia or any other psychiatric condition. It is clear what is, or could be, inherited in physical diseases such as cystic fibrosis. In the case of psychiatric conditions we are, as we saw when we discussed diagnosis, talking not about physical malfunctioning but about beliefs, experiences and behaviour. It is not at all obvious how these could be passed on in the genes, even in principle. 

Genetic arguments, like biochemical ones, have their fair share of logical difficulties too. The correlation/causation problem applies here as well; even had we got as far as identifying genes that were consistently associated with psychiatric conditions, we would still not know whether the first caused the second, or whether this was just a chance association. Researchers would have to be able to point to a biological change associated with the mental ‘illness’ and show how the gene(s) led to this specific change. As we know, no such biological change has been found.

However, as noted above, the most serious difficulty with genetic theories is the assumption that beliefs, experiences and behaviour can somehow be determined by genes. The link from genes to behaviour is almost infinitely long and complex, and includes all the developmental, environmental, social and cultural influences that a human being is exposed to, not to mention their own capacity to make sense of all these and exercise free will in deciding for themselves how to react. Also, descriptions of problematic behaviour are socially defined; it makes no sense to talk in the abstract of ‘delusions’ or ‘withdrawal’ as pathological entities without looking at the context in which they are occurring. Some unusual beliefs are widely shared and hence not considered abnormal, while withdrawing from others, collecting garbage, hoarding food and so on are all understandable in certain circumstances.  Professor Steven Rose has discussed the flaws in the current fashion for what he calls ‘neurogenetic determinism’, the idea that our genes determine our behaviour. A committed scientist himself, he concludes that this is simply a case of faulty reasoning and bad science (Rose, 1998). In other words, as a speaker from the Genetic Forum in London puts it, ‘The idea that human behaviour can be explained at a molecular level is patently rubbish’ (Jenkins quoted in Boley, 1995).

We can take this argument further. Let us suppose, leaving aside for the moment all the problems with diagnosis, that more methodologically sound family and adoption studies do consistently suggest a small but significant hereditary factor in ‘schizophrenia’. Even this would not necessarily imply an illness with a primarily genetic component, because what is inherited might be something less specific, such as a general sensitivity to environmental stresses. This characteristic might be widely distributed in the general population and only disadvantageous in certain circumstances. 

Interestingly, this is precisely the conclusion that was tentatively put forward by the Finnish authors of a recent and more sophisticated adoption study. In comparing adopted children whose mothers had a diagnosis of ‘schizophrenia’ with another group of adoptees without such a history, they found that the genetic background only resulted in breakdown when combined with disturbed family environments. All children, in either group, did well in ‘healthy’ families. They concluded, firstly, that environmental not genetic factors may be the crucial factor in leading to, or protecting from, serious breakdown; and secondly, that what is inherited may be a non-specific sensitivity. ‘If this turns out to be the case, the diagnosis of schizophrenia as a specific disease entity may also need revision’ (Lehtonen, 1994).

Summary

In summary, I have argued that there is no scientific evidence, and indeed could not in principle be any evidence, for the proposition that ‘there is a gene/are genes for mental illness’. Nor does the basic assumption behind such arguments, that genes can in some way be partialled out from the environment, make sense. Genes can only be expressed via the environment – and this is true at all levels, from the cellular metabolic system that surrounds an individual piece of DNA right up to the social and cultural world that the person inhabits. We saw this in the earlier discussion about brain development. Even identical twins will show differences according to their position in the womb. ‘The very concept of unpicking genes and environment misspeaks the nature of developmental processes. The developing foetus, and the unique human being which it is to become, is always both 100 per cent a product of its DNA and 100 per cent a product of the environment of that DNA – and that includes not just the cellular and maternal environment but the social environment in which the pregnant mother is located ….The “environment” impinges from the moment of conception’ (Rose, 2005: 61, 59). 

Vulnerability-stress models of mental distress

As with biochemical theories, there are strong and weak versions of the orthodox position on the genetics of ‘mental illness’. A popular current model claims that genes play a predisposing role, with environmental factors triggering the actual appearance of the condition. Variations on this are known as the ‘vulnerability-stress’ or the ‘stress-diathesis’ or the ‘biopsychosocial’ model (Zubin & Spring, 1977) and are subscribed to by most researchers and clinicians today. These will be discussed below.

It is important to be clear what might be implied by these terms. In one sense, such hybrid models are obviously true, hence their plausibility. Genes, like neurotransmitters, are involved in some way and at some level in everything we think, feel or do; we could not think without having inherited a brain to think with, nor could we act without having inherited bodies to carry out our actions. Similarly, it is only commonsense to agree that almost every condition that humans can experience is an end result of biological, psychological and social factors. You could equally well argue that such a model ‘explains’ why someone enjoys music, rides a bicycle, and drinks tea. However, as with the equivalent biochemical theories, this actually tells us nothing at all. 

What needs to be established by supporters of this watered-down version of the biomedical model is that genes or biology make a significant primary causal contribution, such that it makes sense to describe mental distress as an ‘illness’. As we have seen, evidence for the ‘vulnerability’ or the ‘bio’ bit of the model, that is, the bit that involves the identification of a biological malfunction or associated genes, is entirely lacking. As far as we know, the models are only true in the very weak sense outlined above, but to assert this is, in scientific terms, virtually meaningless. 

Meaningless; but not purposeless. Under the guise of open-mindedness and common sense, psychiatrists have been able to perpetuate the assumption that biological processes are the most important explanatory factors, in the face of increasing evidence for environmental ones. Moreover, in vulnerability-stress models the environmental factors are reduced to a ‘triggering’ role which entirely deprives them of their personal meaning and significance. Why does a bereavement, or job loss, or abuse in childhood lead to breakdown in one person and not another? Such questions cannot even be asked, let alone answered, within a model that reduces everything apart from biology to a mere ‘trigger’, to be bracketed off while medication deals with the ‘real’ underlying problem. This weak version of positivist psychiatry leaves the patient in essentially the same position as the ‘strong’ biomedical one, ‘for it too denies that the patient’s response to his or her surroundings is intelligible and valid’  (Ingleby, 1980: 45 [italics in the original]). 

An interesting illustration of this comes from the well-known field of research into Expressed Emotion in ‘schizophrenia’, which is firmly situated within a vulnerability-stress model of psychosis. It has been well established that high levels of EE in a family (hostility, critical comments, and over-involvement) lead to an increased risk  of relapse in the identified patient. Treatment packages have been developed which aim to reduce the levels of EE in a family and hence of relapse, by problem-solving, developing better communication skills, spending time apart and so on (Fadden, 1998). Significantly, the one thing that professionals are strongly discouraged from doing is looking too deeply at the meaning of all this EE. (‘We do not view the family as in need of treatment. Hence we avoid calling our interventions “family therapy”. Our aim is to help the family to cope better with the sick member who is suffering from a defined disease’ (Kuipers, Leff & Lam 1992)). However, research by Harrop and Trower (2003) suggests that the interactions that take place under the heading of EE are far from a simple accumulation of unpleasant remarks. In-depth interviews with the identified patients revealed that it is the personal meaning of the interactions that makes them so upsetting; more specifically, when others’ comments are experienced as a threat to one’s identity and preferred view of oneself. This dimension is entirely lost in a strict vulnerability-stress model which simply sees criticism as the trigger for an underlying disease process.

Discussion

I just know that the biological approach to psychological distress is bollocks (Smail 1996:16).

‘Just knowing’ is, of course, not enough in scientific terms, no matter how sympathetic we may be to the sentiment expressed. However, we have now assembled enough arguments to conclude that supporters of a biomedical model of distress are themselves on no firmer ground. Anyone approaching the evidence, or lack of it, from an impartial angle would surely conclude that it actually constitutes strong support for a non-medical understanding of distress as arising from environmental factors. But no matter what the research turns up, the theory survives because supporters just know it is true. This is despite the admission in some very respectable circles that things are not as clear-cut as other sources lead us to believe:

In some quarters schizophrenia has gained the reputation of a graveyard of research. Few findings stand the test of time, most of the pieces of this particular jigsaw seem to be missing, and it is not easy to make sense of those that are available. Even “hard” scientific findings fail to be replicated (Mortimer, 1992).

The precise causes of most mental disorders are not known…No single gene has been found to be responsible for any specific mental disorder…There is no definitive lesion, laboratory test or abnormality in brain tissue that can identify mental illness. (U.S. Department of Health and Human Services, 1999).

The intriguing question is how and why such theories survive. To the non-specialist, the scientific language carries an aura of respectability that presumably once accrued to religious explanations (‘He is possessed by evil spirits’), although the current belief that people are, in effect, ‘possessed by schizophrenia’ is no better founded, as will become apparent to anyone brave enough to ask for details. As a service user said to me, ‘A relative asked, well if it’s a biochemical imbalance, which is the chemical imbalanced in Joan? And Dr Smith looked at her absolutely speechless and said, on well, it doesn’t work like that….I don’t honestly believe that they know what they’re doing, I honestly don’t.’

It is more puzzling when these explanations are put forward by people whose professional training must tell them that they are talking nonsense. As Mary Boyle puts it, ‘How is the presentation of “schizophrenia as a brain disease” managed in such a way that the absence of direct evidence will not be noticed or seem important?’(Boyle, 2002: 9). She gives examples of a number of strategies that are used either consciously or unconsciously. These include the simple assertion that this is the case (eg. the quotes at the start of the chapter); omitting to mention critiques; listing apparently meaningful associations between biological factors and specific diagnoses (although these are at best correlational and not causal); minimising the role of psychosocial factors, or else attributing them to the ‘mental illness’ itself; using medical analogies such as diabetes; and so on. 

This gives us some clues as to how biomedical theories survive. A discussion about  why they do so is beyond the scope of this chapter, and would have to include the position of those who may be relieved to find a way of escaping from guilt, shame and painful personal exploration; the professional interests of those whose career and status are predicated on these theories; and the enormously powerful business interests of the pharmaceutical companies (Johnstone, 2000). Several of the authors cited earlier are clear that a full answer must also include the wider political usefulness of such theories. ‘The motivations for such reductive explanations derive…from the urgent pressure to find explanations for the scale of social and personal distress in advanced industrial societies…..Reductionist ideology serves to relocate social problems to the individual, thus “blaming the victim”’ (Rose, 1998: 296). ‘Biological psychiatry has always had to perform social functions that are supportive of established authority, especially in times of marked social inequality or entrenchment….Human choices and values are negated, and the sociocultural status quo remains intact’ (Pam, 1995: 3). ‘The inappropriateness of the positivist paradigm, in rational terms, is precisely what makes it so appropriate to the task of preserving existing institutions from the threat of change….Radical politics, and the undermining of psychiatry, are thus inseparable from each other’ (Ingleby, 1980: 45).  

But to return to the start of the argument, the problem facing the biomedical model of mental distress runs deeper than mere lack of evidence, crucial though this is, or bad science, endemic though that also is in psychiatric research and reasoning. The fundamental problem is the inappropriateness of positivist, reductionist and deterministic models to explain human experience. We urgently need new and radically different paradigms for understanding and responding to mental distress, or, as I would prefer to call it, human suffering; models that incorporate a holistic understanding about what it is to be human, and a full acknowledgement that our distress has both meaning and purpose. 

Moral philosophers have long contended that ‘morality depends….on our ability to treat one another always as persons….Moral relations are dependent on the absolute value of a human being, as a free human spirit’ (Macmurray, 1935). As psychologists have also noted, seeing people as objects is the necessary first step that allows us to treat them in ethically unacceptable ways (Williams 1992). The biomedical model of mental distress sets the scene for this by depriving people of their personhood, agency and personal meanings. We can, I believe, see ample evidence of the inevitable consequences of this in biomedical psychiatry: consistent protests from service users that they are unheard and treated without dignity or respect; decades of interventions (emetics, purgatives, rotating chairs, straitjackets, incarceration, solitary confinement, lobotomy, insulin coma, unmodified ECT) that are better described as torture than treatment; and the appalling neurological damage inflicted on millions of the world’s most vulnerable people by the indiscriminate use of neuroleptics and other drugs. That is why questions about how we respond to human suffering are not simply ones of science or evidence, though that may be a part of it. They are ultimately moral, ethical and political issues on which we all need to take a stand.  

Many thanks to Donnard White and Anneke Westra for their detailed comments on this chapter.
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