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Introduction

In its century of existence, ‘schizophrenia’ has never been

the subject of professional consensus. The diagnosis has

been a fertile source of contention since 1898 when 

Kraepelin expanded Morel’s term ‘dementia praecox’ to

subsume the pre-existing concepts ‘hebephrenia’, ‘catato-

nia’ and ‘paranoia’ (Kringlen 1994, Thomas 1997). 

Kraepelin postulated the existence of a single disease that

he believed likely to have a metabolic cause. A decade later,

Bleuler reformulated Kraepelin’s proposals and suggested

the name ‘schizophrenia’ for a group of disorders with

complex aetiologies, including psychosocial causes.

Kraepelin imputed organic causation, pessimistic prog-

nosis and emphasized the incomprehensibility of his puta-

tive illness. Bleuler more optimistically used interactional

and social perspectives to stress the comprehensibility and

psychodynamic causes of at least some of his proposed

group of reactions. As Clare (1976, p.119) has pointed out,

this schism has been reflected in divergent, apparently

irreconcilable approaches to the conceptualization, identi-

fication and treatment of ‘schizophrenia’ throughout the

century.

Opinion has always been conflicted about the nature 

and causes of the diagnosis. Does it validly describe a real

disease, represent spurious pseudo-medical categorization

or provide a convenient shorthand for a group of disorders

(Bentall 1993)? Is it, or are they, functional (Arieti 1974,

1979) or organic (Andreasen 1985) in nature? Should

emphasis be placed upon genetic, biological, interactional,

social or economic causes (Warner 1985, Davey 1996)?

How should we respond to distressing experiences and

behaviour resulting from the disorder/s? Has the diagnos-

tic process itself failed to conform to sound scientific 

practice? (Boyle 1996). The supposedly discredited

‘antipsychiatric’ theories of the 1960s (see Laing 1960,

1961, Szasz 1962, Scheff 1966, Cooper 1967) continue to

echo in professional debate (Boyle 1997, Johnstone 1997a,

1999). ‘Schizophrenia’ has many critics, who find that the

diagnosis lacks logical, moral, or clinical integrity (Warner

1985, Johnstone 1989, Bentall 1990, 1992, 1993, Boyle

1990, 1996, Jenner et al. 1993, Thomas 1997).
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During the 1970s, international failure to agree diag-

nostic criteria chronically bedevilled research (Buckley

et al. 1995). Psychiatric texts commonly claim that this

problem disappeared when agreed diagnostic systems

(Wing et al. 1974) were accepted in the late 1970s, but

some recent research suggests otherwise. British and

French psychiatrists continued to use different diagnostic

criteria in the early 1990s (Van Os et al. 1993), and a

survey of British psychiatrists found that views of schizo-

phrenia remained largely individualistic (Cape et al. 
1994).

Given the history of argument about the diagnosis, it is

not surprising that nurses’ views are disparate and contra-

dictory. Where consensus exists, it is likely to be based

upon simplistic beliefs couched in loose terminology or

vaguely expressed theories (Keen 1996). However, recent

material published in nursing journals suggests that 

academic and clinical opinions about schizophrenia have

become largely united. An orthodoxy has emerged which

dismisses alternative research findings or theoretical 

possibilities (see Gournay 1995, 1996, Repper 1995,

McCrone 1996, Coffey 1998). This remarkable confor-

mity is founded upon advances in neurological research

technology: quantitative methodology, developments in

‘expressed emotion’ theory, and allied medical-behavioural

approaches to case management. These scientific ap-

proaches derive from psychiatric medicine and emphasize

the ‘treatment’ role of nursing. Playle (1995) describes a

complementary ‘caring’ role, which focuses on the art of

nursing, and is underpinned by a humanistic rather than a

purely scientific theory.

Dissenting voices can occasionally be heard amongst the

sceptical ranks of mental health nurses (Clarke 1997,

1999, Dawson 1997, 1998), but objections to excessive

‘scientism’ in nursing are given short shrift (e.g. Rogers

1999). The etiological claims, conceptual certainties, 

biological facts and treatment imperatives which com-

prise the emergent scientific orthodoxy are enshrined in

influential clinical recommendations (e.g. SIGN 1998).

Similar guidelines will probably be endorsed by the new

quality assurance machinery assembled by the British

Department of Health (DoH 1998) and thenceforward

provide the basis for mandatory clinical treatment and

nursing care. There are however, several issues about 

schizophrenia which seem to have been casually disre-

garded, or treated with injudicious contempt in the cam-

paign to get mental health workers ‘on-message’ (see

CSAG 1995). Some of these possible truths are so at odds

with the orthodox assertions that they may be similarly

described as heretical beliefs, despite any intrinsic rational

or empirical worth.

Tenets of the schizophrenia orthodoxy

• Schizophrenia is a biological disease (Gournay 1995),

not a psycho-social response or an existential crisis.

• Because schizophrenia is a biological disease, neu-

roleptic medication is the appropriate first line of

treatment (McKenna 1997).

• Lack of insight can lead to noncompliance with pre-

scribed medication regimes, so patients need persuasive

education and, if necessary, legal coercion to gain their

co-operation (Kissling 1994, Macpherson et al. 1997).

• Schizophrenia is of genetic origin. Faulty genes 

cause neuro-anatomical, neuro-chemical or neuro-

developmental defects, which manifest in the disease

(Murray & McGuffin 1993, Gottesman 1994).

• Because of its primarily biological or genetic origin,

childhood experiences, family life or upbringing

cannot cause schizophrenia. Parents and colleagues in

close relationships do not induce schizophrenia in vul-

nerable infants (Barrowclough & Tarrier 1992).

• Family members become stressed by years of attempt-

ing to understand, cope with and care for their vul-

nerable schizophrenic. This stress leads to relatives

developing high levels of emotional involvement,

detachment, hostility or criticism. These behaviours

reciprocally stress their vulnerable relative, and induce

relapses. Family management strategies aim to reduce

relapses by supportive, problem-solving and psycho-

educational interventions (Falloon et al. 1984, Falloon

& Fadden 1993).

• Previous formulations about schizophrenia were

guilty of ‘blaming’ families for causing the disease,

thus hurting already grieving people, and alienating

potentially valuable partners in psychiatric treatment

(Kuipers et al. 1997).

Alternative possibilities – some 
schizophrenia heresies

• The diagnoses of schizophrenia encompass a number

of different conditions. Some are likely to conform to

medical definitions of disease, whilst others may better

be described as response patterns, or contextual dis-

ability. Outcomes vary widely and there is wide diag-

nostic heterogeneity (Harding & Zahniser 1994,

Frangou & Murray 1996).

• It is a myth that patients must continue taking neu-

roleptics all their lives. Only a small percentage of suf-

ferers probably need indefinite medication (Harding

& Zahniser 1994, Reed 1999).

• To establish that schizophrenia (however, construed)
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is biological does not imply that it is a disease. All

human behaviours, thoughts and feelings, whether

conscious or unconscious) are biological. The phe-

nomena called schizophrenia could be construed as

behavioural and experiential responses across a range

of human difference, rather than as disease, deficit or

defect (Claridge 1989, Jenner 1993).

• The genotypes of schizophrenia are probably far more

commonly and widely distributed in the general 

population than revealed by the clinically diagnosed,

damaged tip of the schizotypal iceberg (Richter 1984,

Crow 1994, Chadwick 1997).

• The easy presumptions of genetic determinism should

be doubted. The human genome is better understood

as a flexible blueprint, subject to environmental inter-

pretation, adaptation and elaboration, rather than as

a rigid, bio-psychological absolute despot (Jones

1996, Clarke 1999, Dawson 1998).

• There is evidence that parental communication and

affective styles are significant environmental factors in

the initial development of a diagnosis of schizophre-

nia (Tienari et al. 1994, Lehtonen 1994, Chadwick

1997, Dawson 1998).

• Systems-theory-based family therapies which predate

the orthodox ‘family management’ models can be

effective in changing both family interaction and

schizophrenic pathology (Burbach 1996). Profound

long-term changes can be demonstrated which go

beyond the more modest or pessimistic claims of

family management protagonists (Jones 1987).

• The convoluted logic implicit in the orthodox asser-

tions about schizophrenic family functioning (John-

stone 1993) disguise the political and economic

imperatives underlying the official support for ortho-

dox family management and medication strategies.

The increasing acceptance of cognitive treatments for

schizophrenic symptoms (Birchwood 1999) is an adjunct

to the new orthodoxy that might previously have been con-

sidered heretical. Basic psychiatric texts once insisted that

schizophrenic ‘signs’ and ‘symptoms’ had no personal

meaning or significance. The so-called ‘utterances’ of a

schizophrenic were merely the psychiatric equivalent of

bad-breath or spots, revealing underlying pathology. 

Schizophrenic emotion, thoughts, beliefs, perceptions or

actions had no metaphorical meaning, no explanatory

power or personal-historical reference. However, persever-

ing, dissident clinicians and users have slowly been able 

to win approval for less dismissive beliefs (Romme &

Escher 1993). Cognitive interventions potentially narrow

the distance between some orthodox and heretical asser-

tions, and lend empirical validity to earlier dissident

hypotheses (see Kingdon & Turkington 1994, Fowler et al.
1995, Haddock & Slade 1996, Nelson 1997, Garety &

Hemsley 1997).

A many splendoured thing . . .

Probably the least controversial heresy is the claim that

there are many forms of schizophrenia. Both major systems

of psychiatric classification (DSM IV & ICD 10) describe

several subcategories of the primary diagnosis, yet much 

of the literature continues to emphasize its singularity, 

and to discuss the search for single genetic or neurological

causes. It is difficult to find any rational counter-argument

to the proposition that there are probably many conditions

covered by the umbrella-term ‘schizophrenia’. Even ortho-

dox protagonists concede when writing for colleagues that

there are probably at least two: a genetic and a nongenetic

form (Leff 1996). It seems pointless to debate the possible

cause; it is likely that there are several. Moreover each kind

of ‘schizophrenia’ will probably have several etiological

factors, from genetic through neuro-biological to psy-

chosocial, interactive and economic.

Liddle (1987) determined three different schizophrenic

syndromes using the factor analysis. Later research using

PET scans confirmed three distinct patterns of cerebral

blood flow, each related to the three symptom-clusters and

to different neuro-anatomical regional structures (Liddle

et al. 1992). However, so many subdivisions and atypical

responses exist, that one eminent neuro-researcher con-

cludes it is better to investigate each behavioural sign or

psychological symptom separately (Frith 1992). This is a

conclusion shared by at least one dissident psychologist

(Bentall 1993). Idiosyncratic classifications, paradoxical

observations and genetic vagaries have so frustrated psy-

chiatrists, that it has not only been suggested that attempts

at classifying schizophrenia should be abandoned, but also

that psychiatry should return to the concept of a single psy-

chosis, encompassing schizophrenia, the affective disorders

and some personality disorders (Kringlen 1994). Rather

than eventually being shown to be a family of disorders,

the schizophrenias may well turn out to be more like a bus-

queue: unrelated, but superficially demonstrating enough

common purpose, location or behaviour to be treated by

a casual researcher as demographically singular.

You are what you eat . . .

It was possible for mainstream psychiatry to discredit

radical theories of schizophrenia like Laing’s (Laing, 1960)

partly because of his apparent contempt for the organic

brain, rather than the functional mind. It seems absurd to

protest against the profound simplicity of the fact that
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everything we think, feel, will or do is biologically directed.

This is as true of human love, artistry, science or society as

it is of our sadness, badness or madness. Whilst this asser-

tion may spiritually challenge many (and it certainly did in

the paradoxically psychedelic 1960s), it cannot be scorned

or wished away. Acknowledging mind-brain unity as a

scientific fact (despite human vanity and all the unknowns

and complexities) may move the debates about schizo-

phrenia into more productive areas (Gournay 1995, 1996).

Accepting the fundamentally biological nature of our

humanity, however, does not lead inevitably to embracing

neuro-psychiatric models of schizophrenia. The key con-

cept is that of continuity vs. discontinuity (Claridge 1989)

or dimensionality (Richter 1984).

The discontinuity model of illness presumes that disease

states are qualitatively different from normal functioning.

One either has or does not have a broken leg, carcinoma

or abscess. Such states are abnormal and pathological,

subject to medical diagnosis, treatment and cure. The

concept of continuity stresses the quantitative range of a

condition. One can be more or less intelligent, have a

typical blood-pressure at any point of a long continuum,

or show more or less of the facets of schizophrenia. The

continuity model suggests that schizophrenic signs and

symptoms are exaggerated or contextually shifted forms of

normal behaviour or mental processes.

The orthodox illness model construes schizophrenia as

discontinuous with normal states, whereas the continuity

model implies that schizophrenic phenomena may be better

understood as disabilities, if any categorization is neces-

sary. I may be disabled by an excessively slow heartbeat,

and a doctor will inform me I am suffering from brady-

cardia. It would be misguided however, to pathologise a

highly trained athlete whose slow pulse represents an adap-

tation that enables success in a specific area of human

activity. Furthermore, however fit, we are all prone to

influenza, which occurs in many bafflingly mutating forms.

We occasionally have so much of the viral beast in our

systems that we become symptomatic and say we have 

‘flu’. (However, whether symptom-free or ill, the term

‘influensic’ has no common usage!)

A disease or some ways of being human?

The continuity/discontinuity distinction underlies many

disagreements about schizophrenic phenomena (Thomas

1997) and begs the question ‘What psychological func-

tion/s may be analogous with physical signs like blood

pressure, etc., and lead to diagnoses of schizophrenia 

when apparently beyond normal range?’ One authoritative

suggestion implicates the human capacity for symbolic

communication and language development (Crow 1994).

Crow’s interpretation of the World Health Organisation 10

Country Study (Jablensky 1993) is that the incidence of

schizophrenia is constant both geographically and over

time. This is remarkable given the enormous global varia-

tion in environmental factors, and the breeding disadvan-

tage conferred by the disease. The fact that people with

schizophrenia produce less children than the average pop-

ulation (Nanko & Moridairo 1993), and that the disease

appears genetically and socially disabling should lead to 

its evolutionary extinction. Crow concludes that as this

appears not to be the case, there must be some evolution-

ary advantage associated with the diagnosis:

‘One solution to the paradox is that the genes which

predispose to psychosis are also those that have con-

tributed to the evolution of …the capacity for language

and complex social interactions.’ (Crow 1994, p. 41)

This suggestion which, as Crow states, is of enormous

significance, appears even more plausible when set along-

side recent findings from neuro-imaging research.

Neuro-imaging studies suggest that much schizophrenic

cognition involves significant differences in the use of

various frontal and temporal brain centres (Frith 1992).

These centres are implicated in concept formation and 

language production, and correspond closely to the areas

implicated in the clinical syndromes proposed by Liddle

(1987, Liddle et al. 1992). More recent findings in brain

imaging provide further corroboration (Vogeley & Falkai

1999). Frith allies his findings with psychological research

to propose a cognitive neuro-psychological hypothesis

explaining the development of schizophrenic symptoms. In

order to develop interactive skills and use the language to

a consistent social effect, two underlying cognitive func-

tions must be present: the ‘theory of mind’ and ‘meta-

representation’. ‘Theory of mind’ is the ability to accu-

rately perceive another person’s intention, and ‘meta-

representation’ refers to the necessity to constantly remind

ourselves of the context in which we are thinking, feeling

or communicating. (‘I wish that was my money’ or ‘I’m
pretending that I am a tree.’) If we fail to maintain aware-

ness of this underlying context, then we are left with only

unrealistic representations (‘That was my money’ or ‘I am

a tree’). Frith’s theory offers fascinating possibilities for

developing nursing techniques and strategies based on cog-

nitive correction. It also raises tantalizing echoes of earlier

theories of schizophrenic function: the use of paralogical

or proto-linguistic metaphor, such as the Von Domarus

hypothesis (Maher 1970); the inability to cope easily with

conflicting messages (Bateson 1972); and a loose construct

formation (Bannister & Fransella 1971).

An individual thus affected may well be disabled in 

producing contextually appropriate communication be-

haviours, or develop bafflingly unusual convictions about
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the nature of specific experiences, beliefs or perceptions

(see Peters et al. 1999). There are many not diagnosed as

schizophrenic in society who may merit that description,

when their behaviour or experiences are measured by con-

ventional yardsticks or against conformist values. In order

to explore the implicit possibilities, neuro-imaging research

could focus more widely than diagnoses and random con-

trols. It may be instructive to investigate the cerebral func-

tioning of eccentric inventors, artists and writers, religious

mystics, channellers and mediums, innovative musicians,

political dissidents, experimental film-makers, cult leaders,

method actors and colleagues whose interests and apti-

tudes lie outside of conventional belief systems or com-

munication modes.

Crow’s hypothesis was anticipated a decade ago:

‘Detrimental genes responsible for a serious illness such

as schizophrenia would be gradually eliminated from

the population by normal processes of natural selection

and breeding disadvantage unless associated with some

favourable characteristic which tended to increase 

the frequency of the genetic alteration’ (Richter 1984,

pp. 104–5).

In trying to identify just what that ‘favourable character-

istic’ may be, studies of artists, writers, poets, and intellec-

tuals resulted in some significant findings (Richter 1984, p.

105). Crow’s analysis suggests that schizophrenia as 

clinically diagnosed represents only a pathological minority

of people who whilst possessing similar neuro-anatomical

or neuro-functional changes, remain undiagnosed.

These others are likely to include all those biologically,

genetically predisposed people who do not, when adopted

away, develop the diagnosis. It also includes all the

monozygotic twins in twin-studies who remain unschizo-

phrenic, despite their genetically identical brother or sister

becoming ill (Gottesman 1994). Furthermore, it seems rea-

sonable to suggest that there are others. Ordinary people,

neither schizotypal twins nor adopted children of schizo-

phrenics, but born with the same cerebral differences, may

grow up escaping or responding differently to whatever

stresses led to the expression of diagnosable behaviour 

in other vulnerable individuals. Presumably such a 

hidden mass of nondiagnosed schizophrenics would have

been able to put their cognitive abnormality, or symbol-

crunching difference to sublimated effect. A supposed

defect becomes a talent which can be put to good use,

perhaps, in media work, linguistics, philosophy, informa-

tion technology, art and design, or psychology.

Arieti (1976) offers an analysis of the similarities

between creativity and madness that helps make schizo-

phrenic excesses seem less alien and more meaningful.

Morter (1997) clarifies the familiar role that artistic media

can play in bridging the gap between professional self and

schizophrenic other. Chadwick (1997, chapters 2 and 3)

gives a reasoned account of positive advantages in the per-

ception and the reasoning conferred by the schizophrenic

difference. He lists artists and musicians who have been

able to sublimate their experiences creatively, and describes

his own struggle to disentangle an intact self from imposed

moral and cultural strictures. His experiences will strike

chords in many mental health workers whose involvement

with patients goes beyond assisting in medical treatment,

restraint and observation.

It is important to distinguish the implications of the above

heresies with what critics of antipsychiatric polemic have

seen as the admiration or idealization of madness. Arieti

(1979), whilst acknowledging the links between creative

processes and schizophrenia, distinguishes the condition

from adolescent day-dreaming, fantasy or cultural experi-

mentation. Schizophrenia represents a more compelled and

drastic aversion from conventional functioning than sexual

ambivalence, punk nihilism or gothic angst:

‘These (schizophrenic) states of loneliness are . . . at

least as undesirable as broken bones. (To) romanticise

madness . . . is a precarious assumption, especially if it

is based on the idea that there is a mystical world to dis-

cover; some kind of extra-human reality beyond the

social reality of . . . human consensus. We wish to rec-

ommend accepting mysteries, but not the mystification

of them.’ (Jenner et al. 1993, p. 16)

We need deeper understanding of the biological similar-

ities between diagnosed schizophrenics and nondiagnosed,

sublimated schizotypical people. Such knowledge could be

combined with qualitative research into how successful

integration is achieved, enabling more effective, less inva-

sive help to be offered to those struggling with the debili-

tating impact of the condition. Recovered sufferers and

politically active survivors offer similar opportunities

(Chadwick 1997, Emmons et al. 1997).

Family life

The major tenets of orthodox beliefs about schizophrenia

include the assertion that there is no evidence of family

atmosphere causing initial disturbance or precipitating

schizophrenic breakdown (Kuipers et al. 1997). This claim

seems counter-intuitive when examined alongside other

pathological conditions where parental behaviour is

deemed to be a causative factor (see Weir & Douglas

1999). The influence of early relationships on adult depres-

sion has often been asserted. Examples include Brown &

Harris’s (1978) research into social causes of depression

(Harris & Brown 1996); Bowlby’s (Bowlby 1988) work on

attachment and care-giving; the transactional-analysis

concept of ‘life-scripts’ (Stewart & Joines 1987); Ryle’s
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(Ryle 1990) development of therapy based upon re-

constructing the narrative of sufferers’ life stories; Holmes

(1993) clinical applications of attachment theory. These

and many others seem to claim, without risking profes-

sional excommunication, that childhood experiences sig-

nificantly affect the likelihood of grown-up misery (Weir

& Douglas 1999). It seems relatively uncontroversial to

attribute etiological significance for many personality dis-

orders to traumatic childhood abuse, neglect or depriva-

tion (Gallop 1999). Therapeutic systems for such disorders

are often organized around long-term models of parataxic

re-parenting (Linehan 1993, pp. 56–58, 225). British

politicians frequently threaten to introduce parent-targeted

initiatives to deal with disturbed or delinquent children.

Advocating ‘parenting classes’ and fines reflects the wide-

spread belief that deviant behaviour can be a consequence

of parenting style, or lack of parenting skills. Bullies beget

bullies. Christian families typically produce Christian off-

spring. Tories mould or create infant Tory-boys and girls.

Or if not, their children’s personalities are built in reac-

tance to parental influence. Either way, common-sense sug-

gests that our personality traits, belief systems, emotional

resilience, social confidence, etc. are significantly affected

by the interactive climate created within close relationships

as we mature (Erikson 1968). Moreover, neuroscience

increasingly informs us that children’s brains are plastic.

Neuronal maps, synaptic connections, etc. are formed and

reformed within and in reaction to the social learning

climate that prevails as we develop (Greenfield 1997, 

p. 122, Siegel 1999). However, orthodox psychiatry defines

schizophrenia as an illness, not an aspect of personality. If

the continuity hypothesis is rejected, and heretics concede

that schizophrenia is an illness bolted on to an otherwise

intact personality, then it becomes necessary to reject such

neuro-developmental science. A genetic predisposition to

schizophrenia would somehow dictate a high degree of

protection for a pre-existing damaged personality, so that

it could not be influenced for good or ill by prevailing inter-

active climates.

However, common-sense is a nonexistent sense, and 

has no place in the world of hard science. Consequently,

the biological certainty of some professionals (Gournay

1996) leads them to implicitly suggest that if we are 

vulnerable to schizophrenia, our early experience of 

communication and the construing of others in no way

stresses us sufficiently to induce active manifestation of our 

latent defect. One commentator expresses his puzzle-

ment thus:

‘The great heresy in psychiatry seems to be any sugges-

tion that parents drive children mad . . . Why parents

shouldn’t be influential, from a position of dominance

in the family, is a mystery.’ (Newnes 1996, pp. 3–4)

As well as such rational evidence for disputing the ‘no

parental cause’ claim, there is also sound contradictory

research evidence. Rund (1994) reviews the evidence that

parental communication deviance drastically affects the

development of language, attention and social functioning

in offspring, and supports the hypothesis. The long-term

longitudinal project in Finland (Tienari et al. 1994) con-

cludes that symptomatic illness behaviour in vulnerable

children was only manifested when they were adopted into

‘a disturbed family environment’. As Lehtonen (1994)

states in his commentary on Tienari’s report:

‘The conclusion reached by Tienari and his group seems

well founded: there are not one, but two factors neces-

sary for a schizophrenic outcome in the adoptee – a

genetic factor and a disturbance in psychological inter-

action between the child and his parents.’ (Lehtonen

1994, p. 27)

This finding validates the autobiographical accounts of

many sufferers (Chadwick 1997), as well as the anec-

dotal experiences of many mental health nurses. Proctor’s

(Proctor 1981, 1985, 1986) ‘family constructs’ hypothesis

provides one cognitive-systemic explanation of how famil-

ial communication may induce schizophrenic symptoms in

vulnerable individuals. Siegel (1999) describes the neuro-

biological impact of attachment experiences on the physi-

cal development of memory, emotion and representation.

However painful or confusing for families or politically

incorrect for many professionals, such evidence should not

be ignored when devising therapeutic strategies or debat-

ing clinical issues (Schoenewolf 1996).

Don’t blame me, I’m only human!

The above heresy is of course the kind of belief that family

management proponents label ‘family blaming’ (Barrow-

clough & Tarrier 1992, Kuipers et al. 1997). ‘Blaming’

implies intent, as if people wilfully set out to do harm to

their relatives. It would make no more sense to ‘blame’

families for their parenting style than it would to blame

God. If one construes offspring as being moulded by their

parents, who are therefore to ‘blame’ for their offsprings’

behaviour, then those same parents need only plead their

innocence by blaming their parents. The blaming process

regresses into inaccessible history, back to Adam and 

Eve’s irresponsibly thoughtless neglect of Cain and Abel’s

personalities.

The accusation of ‘blaming’ is a response to Laing’s work

(Laing & Esterson 1964), but trivializes the complexity of

systems-based family work. Family therapists have long

applied systemic theory to their work in effectively treat-

ing families of diagnozed schizophrenics (Hoffman 1981,

Burbach 1996). One assumption made by systemic thera-



Schizophrenia: orthodoxy and heresies

© 1999 Blackwell Science Ltd, Journal of Psychiatric and Mental Health Nursing 6, 415–424 421

pists is that behaviours, thoughts and feelings are circularly

induced, not linearly caused. Each person in a relationship

participates in mutual sequences of cognitive-behavioural

transactions, responsible for their own construing and con-

sequent behaviour (Dallos 1991). Systems theory implicitly

recognises that each person is responsible for cementing 

in place the repetitive sequences that characterize the kind

of rigid chaos schizophrenic families often display. The

complex theories informing systemic therapies of schizo-

phrenic families are not adequately summarized by the

simple pejorative description of ‘family blaming’.

Supposedly comprehensive reviews of family interven-

tions in schizophrenia (Lam 1991, Roth & Fonagy 1996)

omit any reference to the many studies contributed by 

systemic family therapists. This could be explained by the

orthodox assertion that such work is heavily theoretical

and descriptive, but poorly researched. Nevertheless, the

omission of such evidence as Jones’s (Jones 1987) detailed

descriptions of successful casework with schizophrenic

families is to be regretted. Systemic approaches to schizo-

phrenic families have been routinely and effectively applied

in community mental health centres in the UK since 

1980 (Proctor & Steveus 1984; Proctor & Pieczora 1993).

Neutral enquirers can at least offset any unintentional 

academic or clinical cleansing by reading Carr’s (Carr

1991) review of empirical studies of systemic therapy and

Burbach’s (Burbach 1996) attempt to begin a rapproche-

ment between systemic therapy and family management.

The ‘family blaming’ attribution is explored by John-

stone (1993, 1994, 1999) in critical explorations of the

‘family management’ orthodoxy. Proponents of the ortho-

doxy replied briefly (Leff & Vaughan 1994) in a style that

seems unnecessarily perfunctory and dismissive. Johnstone

raises several contentious issues, including the possibility

that family management approaches reinforce a ‘sick role’,

and may ironically ‘blame’ the schizophrenic patient for

family difficulties. She claims that evidence is used selec-

tively to convince sufferers and families of the need for

medication (Johnstone 1993, p. 258–260) and argues that

the same evidence could be used to support a different con-

clusion – that medication is often unnecessary. Harding &

Zahniser (1994) agree, claiming that up to 50% of suffer-

ers function well with no medication. Using systemic and 

psychotherapeutic interventions, Finland’s API Project

(Lehtinen et al. 1996) finds that only 22% of first-episode

schizophrenics need medication (Reed 1999).

The Gene Genie

A fundamental tenet of the schizophrenia orthodoxy is that

schizophrenia is primarily a genetic disorder. Sporadic

excitement occurs whenever new loci are proposed for a

schizophrenia-gene and despite the improbability of a

simple genetic mechanism for such complex and disparate

conditions (Cloninger 1997), the search continues. Less

zealous researchers seem more uncertain of the implica-

tions of familial inheritance findings, and counsel caution

about over-interpretation of genetic research (Jenner 1993,

Stirling 1997, Thomas 1997, Dawson 1998, DeLisi 1999).

Most diagnosed people with schizophrenia do not have

parents with schizophrenia, and between 50 and 75% of

identical twins are not diagnosed after their sibling devel-

ops the disorder. To explain these anomalies, orthodox

protagonists have suggested there are two forms of the dis-

order: genetic and nongenetic schizophrenia (Leff 1996).

This places orthodox clinicians in the convenient if logi-

cally uncomfortable position of upholding the claim that

the illness is genetic, except where there is no evidence that

it is, in which case it must be a different illness.

Clarke (1997, 1999) warns against the limiting and

potentially brutalising effects of mindlessly incorporating

genetic and biological determinist theories into nursing

practice. Such thinking is too narrow to provide nurses

with meaningful bases for therapeutic relationships 

with people diagnosed with schizophrenia. DeLisi (1999)

expresses disappointed puzzlement that little progress has

been made in identifying genetic causes with any certainty. 

‘The field of psychiatric genetics…is in crisis. It is

unclear . . . why no progress has been made towards

finding genes or even one gene for this disorder (schiz-

ophrenia).’ (DeLisi 1999, p. 36).

Genes enable the transmission of potential (Jones 1996),

and in the case of schizophrenia, we all inherit an incred-

ibly complex capacity to develop language and elaborate

forms of communication (Frith 1992, Crow 1994). The

intricate neuronal networks needed to realize this potential

develop throughout childhood (Greenfield 1997), in inter-

action with the emotional climate and cognitive culture we

are exposed to as we mature (Tienari 1994, Lehtonen

1994, Siegel 1999). Thus, we are vulnerable in three ways.

We may be born with genetic instructions that prejudice

our chances of building appropriate cerebral architecture.

Or the blueprint may be misinterpreted during the elabo-

rate process of building operational minds from bio-

chemical supplies. Finally, the human adults upon whom

we depend for cognitive and affective clarity may be pro-

viding poor feedback with which to monitor the integrity

of our evolving brain-mind infrastructure.

Further open-minded research will help clarify all three

possibilities, but psychiatric orthodoxy has been accused

of aggressively rejecting heretical ideas (Johnstone 1997b).

Suggesting alternative possibilities to orthodox psychiatric

tenets raises strong feelings, as though one was courting

academic scorn or clinical censure (see Leff & Vaughan
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1994, Cannon et al. 1999). The schizophrenia orthodoxy

has undoubted scientific and heuristic integrity, as do the

alternative, heretical ideas discussed, yet the latter receive

reactions ranging from short shrift to contempt.

Economic and political realities are important. Commu-

nity care requires a caring workforce of blame-free 

families. The public’s tabloid-fed anxieties need assuaging.

Voracious pharmaceutical research budgets demand com-

mercial success. A simple, coherent doctrine based upon

familiar scientific principles like biological illness and

behavioural control is much more politically attractive

than continued uncertainty. Measured outcomes and tight

definitions are comfortable, cost-able commodities for a

modern audited health service. But should pragmatic expe-

diency restrict the quest for understanding? The risks of

discouraging intelligent questioning of orthodox asser-

tions about schizophrenia include blurring the bound-

aries between truth and pragmatism; damaging nursing

relationships by stigmatizing or alienating sufferers, and 

creating a workforce of distanced, potentially oppressive

nurses.
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