Bringing
schizophrenia into
the Darwinian fold

Eric Wright

A search through the psychology literature reveals
a number of current popular evolutionary theories
on the origin of schizophrenia. These Darwinian
theories assume the fact of evolution, and then from
this starting point go on to make unsubstantiated
and implausible speculations, often untestable or
practically so. Where testable, the scenarios are
easily refuted, as they do not correlate with research
findings about schizophrenia.

Schizophrenia is a debilitating mental disorder in which
a person’s contact with reality and normal functioning is
severely impaired due to some of the following symptoms:
delusions (unshakable false beliefs), hallucinations (false
sensory experiences), disorganized and illogical speech,
bizarre behavior, and negative symptoms (lack of emotion,
speech or initiate).! The word means ‘splitting in the mind’,?
but not split or multiple personality.

The underlying cause and even site in the brain of the
disorder is not known and there is no test to confirm or deny
diagnosis. Thus, defining what is or is not ‘schizophre-
nia’ for research and treatment purposes may be difficult
because ‘the diagnosis of schizophrenia is based on the
combination of several clinical features, none of which is
unique to schizophrenia’.® It has even been argued that all
psychotic disorders (where there is ‘loss of contact with real-
ity’), including schizophrenia and bipolar disorder (manic
depression), should be conceptualized as part of the same
continuum of psychotic illnesses.**> The fact there are a
number of subtypes of schizophrenia, as well as great va-
riety in the age of onset and course of the illness, suggests
multiple causes.® Theories include genetic, developmental,
viral, immunological, biochemical, nutritional, and stress
causes, but they are not all mutually exclusive.” For ex-
ample, biochemical theories of schizophrenia usually have
a genetic basis. Also, the neurodevelopmental hypothesis,
which is currently the favoured model, where abnormal-
ity in early brain development is cited as the main cause
of schizophrenia, several factors have been suggested or
implicated in developmental defects, including genetic and
epigenetic, obstetric factors, and intrauterine environmental
stresses such as in utero exposure to influenza.®!

A strong argument for the genetic influence of schizo-
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phrenia is that in twins the concordance rate for schizophre-
nia is about 50% in monozygotic (identical) twins, who
share 100% of the genes, compared to 15% for dizygotic
(fraternal) twins and a risk of about 1% for the general
population."! In addition, when monozygotic twins have
been reared apart their concordance rate is similar to that
of monozygotic twins reared together, a finding that rules
out a more similar environment for monozygotic twins as a
causative factor in the different concordance rates between
fraternal and identical twins.'> However, as the concordance
rate for schizophrenia is not 100% there must also be non-
genetic factors involved. As single major locus models,
consisting of one dominant or recessive gene, appear inad-
equate to explain many observations about schizophrenia,
models allowing for several genes, or a combination of
genetic and environmental factors, have been proposed.'
Although genetic linkage analysis has implicated many loci,
on nearly a dozen chromosomes, there are as yet no defini-
tively identified schizophrenia susceptibility genes.'*!

Allen and Sarich acknowledged in 1988 that

‘While it would be misleading to state that the

evolutionary perspective has never been applied in

the study of schizophrenia, it is fair to say that it

has had little or no influence on the conventional

thinking about schizophrenia.’!®

However, the failure of the medical model (the

current prevailing view) to adequately explain the cause
of schizophrenia, and its mixed success in treating the
illness, has recently seen a push from different directions
to put evolutionary theory on center stage. For example,
books advocating evolutionary psychiatry have been writ-
ten arguing that evolutionary approaches are best equipped
to treat and explain mental disorders.!”!® ‘Evolutionary
psychiatry is the application of the disciplines of ethology,
sociobiology, and neo-Darwinistic anthropology to human
psychiatric populations’.!* This article critically examines
evolutionary theories on the origin of schizophrenia. These
theories are based on naturalism, a philosophy that excludes
the supernatural and spiritual, and views man as just another
animal without soul, spirit and purpose.

Bicameral minds

The late psychologist Julian Jaynes, a teacher who lec-
tured in the Psychology Department at Princeton University,
published some very speculative and unorthodox ideas about
human consciousness. Jaynes suggested that language
evolved during the late Pleistocene, approximately from
70,000 Bc to 8,000 BC, a period when he believed the ‘homi-
nid population exploded out of the African heartland’.?°
During this time when language was said to have evolved,
Jaynes suggested that verbal auditory hallucinations ‘were
a side effect of language comprehension which evolved
by natural selection as a method of behavioral control’.?!
The beginning of the bicameral mind, considered as an
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‘offshoot of the acquisition of language’,?* was suggested
by Jaynes to have occurred with the invention of names
at about 10,000 Bc to 8,000 Bc, which is around the time
when he proposed that there was archaeological evidence
for the beginning of civilization. Jaynes hypothesized that
civilization only became possible with ‘the social organi-
zation provided by the bicameral mind’.** So, what is a
bicameral mind? By bicameral mind Jaynes is referring to
his idea ‘that at one time human nature was split in two, an
executive part called a god, and a follower part called man.
Neither part was conscious’.* The man part of the bicameral
mind was situated in the left or dominant hemisphere, with
the god part of the bicameral mind supposedly structured
such that ‘the speech of the gods was directly organized’
in the area of the right hemisphere that corresponds to the
left-sided Wernicke’s area ‘and ‘spoken’ or “heard’ over the
anterior commissures to or by the auditory areas of the left
temporal lobe’.

The bicameral mind supposedly lasted until about
1,000 Bc, with its subsequent breakdown resulting in man
acquiring consciousness for the first time. According to
Jaynes, the bicameral mind started breaking down as a
result of several causes, including ‘the weakening of the
auditory by the advent of writing; the inherent fragility of
hallucinatory control; the unworkableness of gods in the
chaos of historical upheaval ... and a modicum of natural
selection’.?® The moderate amount of natural selection was
that the advent of consciousness offered survival value to
those most able to learn it.

The bicameral mind hypothesis of Jaynes was in large
part based on a subjective and controversial interpretation
of ancient literature, sculptures, and other artifacts of earlier
civilizations. He viewed the prophecies of the Bible as the
product of hallucinations from bicameral minds, and the
decline of prophecies in the post-exilic period of Judaism
as due to the loss of the bicameral mind. The Fall of Man,
as described in Genesis, was suggested as a possible myth
‘of the breakdown of the bicameral mind and the coming
of consciousness’.?’ Instead of God speaking to Abraham
or Moses, Jaynes attributed what they heard to bicameral
voices, for example, ‘the bicameral voice of Moses possibly
has a sudden impulse to kill him (Exodus 4:24) for no reason
atall’.?® Tt should be noted that Jaynes failed to mention the
phenomenon of fulfilled Bible prophecy,” which completely
demolishes the argument that the inspiration of the prophe-
cies were bicameral voices, as these voices, attributed to
being purely a product of the brain (excluding any external
source), could not have accurately predicted events in the
distant future. The idea that humans before 1,000 Bc lacked
consciousness yet managed to build pyramids, develop
complicated social structures and write the books of Job and
Psalms is ludicrous. Also, the post-exilic lack of prophecy
did not commence until about 400 Bc. Between 1,000 Bc
and 400 Bc prophetic words were received by Isaiah, Jeremiah
and the Minor Prophets. If their prophecies were bicameral
hallucinations, then other men who lived during this time
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If the bicameral mind theory of Julian Jaynes is true, then these
pyramids were built by robot-like ‘pre-conscious’ humans.

in history such as Buddha, Aesop, Confucius and Socrates
might be accused of also being ‘pre-conscious’!

In Jaynes’ theory ‘schizophrenia, at least in part, is a
vestige of bicamerality, a partial relapse to the bicameral
mind’.*® Other partial vestiges of the hypothesized bicam-
eral mind include hypnosis, possession, and artistic practices
such as music and poetry. Auditory hallucinations in right
handed people with schizophrenia are viewed as originating
in the right hemisphere and are seen as reflecting the role
of the god part of the bicameral mind, ‘that of initiating
and guiding the patient’s behavior’.’! Jaynes’ theory is
considered to be outside mainstream psychiatric thought,
with Asaad and Shapiro stating ‘The difficulty which we
find with Jaynes” hypothesis is that the conclusions he draws
have a questionable basis in neuropsychiatric fact’.3* They
went on to write, ‘Most clinicians who have worked with
psychiatric patients would realize how simplistic an expla-
nation the bicameral mind hypothesis is when faced with
the myriad forms of hallucinations’.* Right hemisphere
involvement in auditory hallucinations has some support,*
but so does left hemisphere involvement. A recent review
of'the literature concluded that ‘Functional imaging data are
inconsistent, yet point to the left superior temporal gyrus as
one of the neural substrates for AVH [auditory verbal hal-
lucinations]’.?> Most likely the phenomena of AVH are not
confined to the involvement of a single cerebral hemisphere.
Currently all ideas on the origins of auditory hallucinations
in schizophrenia are very speculative, but the bicameral
mind theory postulating a transitional form of humans is
refuted by historical facts. Applying a debunked theory to
schizophrenia is therefore illogical. Even if some research
findings of schizophrenia match those predicted by the
theory these can never validate the hypothesis.

Paying the price for language

Timothy Crow, a psychiatrist at the Warneford Hospital
in Oxford, UK, has arguably developed the most prominent
evolutionary theory on schizophrenia to date. A reason
why Crow proposes a Darwinian theory on the origin of
schizophrenia is that a procreative disadvantage is associ-
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ated with the disease and hence, if the illness has a genetic
basis then natural selection should have selected the genes
for schizophrenia out of the population within a few genera-
tions.*3¥ To explain the persistence of schizophrenia genes
in the population, in a manner consistent with evolutionary
theory, he suggests that there must be a genetic advantage
in human populations retaining genes that predisposes to
schizophrenia, although not to the sufferers of the illness
themselves.* In Crow’s hypothesis the schizophrenic ill-
nesses
‘are a manifestation of genetic diversity in the
evolution of the specifically human characteristic

of language, an innovation that has occurred by

a process of progressive hemispheric specializa-

tion—the establishment of dominance for some

critical component of language in one or the other

hemisphere’.*°

Crow argues that schizophrenia is the price Homo

sapiens pay for the acquisition of language, that is, ‘lan-
guage and psychosis have a common evolutionary origin’,*!
with language tracing its origin back to the speciation event
in East Africa, between 100,000 and 250,000 years ago,
which is believed by many evolutionists to have given rise
to modern Homo sapiens. It is suggested that this specia-
tion event, and hence the origin of language and psychosis,
was triggered by a critical mutation of a gene on the sex
chromosomes that permitted the two cerebral hemispheres
to develop asymmetrically.* According to the theory, the
disadvantage of a predisposition to schizophrenia is bal-
anced out by the advantage (language) that this genetic
variation gives to the population as a whole.

A cornerstone of Crow’s theory is that there is a gene
for cerebral asymmetry carrying the variation
predisposing to psychotic illness, that this asym-
metry gene is present in homologous form on
both the X and Y chromosomes, and that lan-
guage, psychosis and cerebral asymmetry have a
common evolutionary origin in a critical change
occurring on this sex chromosome gene.®* Al-
though skeptical of the positive claims of linkage
to autosomes made by others, Crow admits that
the case for a determinant of cerebral asymmetry
being ‘relevant to genetic predisposition to psy-
chosis is weak in that linkage findings on the X
chromosome ... are no stronger than a number
of the above claims relating to autosomes’.*
This skepticism regarding linkage findings to
autosomes has some justification, as many of the
positive claims for linkage have later failed to be
replicated.*’*® A prominent researcher has com-
mented in regards to the genetics of schizophre-
nia: ‘The crisis apparent in psychiatric genetics
today is how one detects the true from the false
“positives” and how to design studies that will
lead to progress from this point on’.* The finding
by DeLisi et al. ‘that linkage for schizophrenia or
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schizoaffective disorder on the X chromosome is absent’ is
strong evidence against Crow’s theory that a gene related to
cerebral asymmetry on the sex chromosomes is implicated
in the genetic predisposition to schizophrenia.

Important to Crow’s argument is that individuals
with schizophrenia show lesser anatomical asymmetries
compared with the general population, with this reduced
lateralization possibly reflecting the ‘dominance failure’ for
language.’! According to Crow the planum temporale (PT),
which has a pronounced asymmetry of the human brain, is
the obvious candidate to carry ‘a change in schizophrenia
that is lateralized’.”> The PT forms the upper surface of
the posterior region of the temporal lobe and is part of
Wernicke’s receptive language area.”® Apart from being
a key language area, the PT is larger on the left side in
about two thirds of normal human brains.>* With regards
to anatomical asymmetry of the PT in schizophrenia some
magnetic resonance imaging studies have indicated a re-
versal of the typical left greater than right asymmetry in
the PT, or a volume reduction in the left PT.>* However, it
has been suggested that the diversity in results for PT data
in schizophrenia can be explained by several variables not
being adequately controlled for.®® A recent study®’ on a
large sample found no support for a reduction in leftward
asymmetry of the PT in schizophrenia. Hence, the case
for a reduction in anatomical asymmetries of the brain in
schizophrenia, as needed by Crow’s theory, is far from
established.

Even if evolution were valid, which it is not, a major
problem with Crow’s evolutionary scenario is the strong evi-
dence that the cerebral hemispheres were already asymmet-
ric in one of the most obvious language regions before the

Planum temporale

Parietal lobe

Sylvian fissure

' Occipital lobe
Wernicke's area P

Lateral view of the left hemisphere of a human brain. The cerebral cortex (the
outer grey matter) of the brain is divided up into four main regions (the frontal,
parietal, occipital and temporal lobes). Broca's area and Wernicke's area are two
key language related areas of the human brain. The planum temporale lies below
the surface within Wernicke's area, and is visible only when the Sylvian fissure is
opened (after Geschwind).”
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supposed acquisition of language, as indicated by findings
of PT asymmetry in chimpanzees and other great apes.>®>
Gannon et al. found left hemisphere predominance of the
PT homologue in the temporal lobe of chimpanzees paral-
leling that of humans (asymmetry of the PT was believed
to be unique to humans).®® Hence, how can the origin of
language be attributed to the development of cerebral asym-
metry in the PT if this region is already asymmetric in apes,
which do not have the capacity for language? Whether the
hypothetical common ancestor of apes and humans, which
supposedly lived around 6 million years ago, had cerebral
asymmetry, or apes evolved it independently, neither sce-
nario gives credence to the idea that brain asymmetry is
critical to language. Crow’s response to the findings by
Gannon et al. was to express skepticism concerning the PT
measurements, citing disagreements as to how it should be
measured in man, as well as pointing out inconsistencies in
the literature regarding primate asymmetries.® However,
the even more recent finding®? of asymmetry in three great
ape species of a homologue of Broca’s area, which is a key
region for speech production in humans, with a left hemi-
sphere dominance similar to that seen in the equivalent area
of humans, is further evidence against Crow’s argument that
cerebral asymmetry and language have the same origins.

Essential components of Crow’s evolutionary hypoth-
esis are refuted when examined in the light of available
scientific evidence. Even if some predictions of Crow’s
theory fit the facts about schizophrenia, that the cornerstone
of Crow’s arguments have been invalidated renders further
attempts at squeezing data about schizophrenia into this
debunked theory illogical.

Evolutionary psychiatry

In their book Evolutionary Psychiatry, Anthony Stevens
and John Price speculate on the causes of human psychopa-
thology based on the argument ‘that psychiatric symptoms
are manifestations of ancient adaptive strategies which are
no longer necessarily appropriate but which can best be
understood and treated in an evolutionary and develop-
ment context’.®* In their ‘group splitting’ hypothesis of
schizophrenia the authors suggest that schizotypal leaders,
and hence their genes, evolved as an ancient evolutionary
strategy to split up human groups that became too large.
Some members of the old large group would follow these
schizotypal charismatic leaders to form a new group, while
others remained with the old group. By being accepted
as a leader the schizotypal individual, who may well be
predisposed to developing schizophrenia,

‘is protected from psychosis by the adulation,
affirmation and authority conferred on him by his
group. It follows that if for any reason his char-
ismatic career should be cut short, the resultant
loss of status could induce a breakdown, whether
schizophrenic, schizo-affective, or purely depres-
sive in nature.’®
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In general, their hypothesis is based on specula-
tions that cannot be tested. For example, how can it be
known what caused the split up of the hypothetical ancient
hunter-gatherer groups. Any number of reasons could be
suggested, including family disputes, scarcity of resources,
wars, etc. It would not necessitate one or both of the leaders
of the newly formed groups being schizotypal charismatic
leaders. However, such opposing argument story telling is
unnecessary, as all such speculations are ‘just so stories’
based on the assumption that evolution has occurred. Take
away the assumption of evolution, and the evidence for the
‘group splitting” hypothesis is gone also.

Darwinian psychiatry

Michael McGuire and Alfonso Troisi, in the book
Darwinian Psychiatry, ‘argue that evolutionary theory can
and should serve as the general theoretical framework for
explaining and treating mental disorders’.®> In general, the
book is abundant in broad or vague generalizations based
entirely on the assumption that evolution is a fact. If evo-
lutionary theory were to form the basis for treating mental
disorders then evolutionary explanations for disorders must
be backed up with hard evidence, a point that seems to have
gone unnoticed by the authors. Describing conditions or
disorders, and then offering unsubstantiated evolutionary
speculations, based on the assumption that evolution is a
fact, as to why people with these conditions or disorders
behave the way they do, as much of the book does, is not
evidence that evolutionary explanations are correct. The
same conditions and disorders can be made to fit just as
well or better into other non-evolutionary models. Saying
that evolutionary theory addresses strategies where, for
example, ‘Internal strategies might include hallucinations

A bust of Charles Darwin at The Natural History Museum, London.
The veneration and influence of Charles Darwin continues non-stop.
Since the publication of Origin of Species over 140 years ago, few
areas have been left without some sort of Darwinian interpretation,
and schizophrenia is no exception. There is even an emerging ‘Dar-
winian Psychiatry’.
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to create a private and safer world’,% tells us nothing about
the brain mechanisms involved in hallucinations, or how
these mechanisms supposedly evolved.

In their evolutionary analysis section of their short
chapter on schizophrenia the authors suggest that it is likely
there are multiple causes of the ‘suboptimal traits’ which
are responsible for the majority of disorders such as schizo-
phrenia, but that ‘information-processing deficits’ is the net
effect. ‘In this model, genetic loading is not specific for
schizophrenia, but for suboptimal traits, and depending on
the type of loading and subsequent events, different condi-
tions occur’.®”” What they do not explain is why evolution
has kept on preserving in the human population a disorder
such as residual schizophrenia, which is viewed as ‘mini-
mally adaptive’. In reading their Preface one learns that
this is not necessary, as

‘to reason this way is to misread the workings of
evolution, which do not promise species perfection,
only that some genes and traits are more likely to

be preserved than others. Moreover, those features

that are preserved are often far from ideal, at least

from a psychiatric perspective.’® If you still do

not get it then ‘Said another way, it is an error to

assume that Homo sapiens has been selected to be

mentally healthy.”®

In summary, the evolutionary approach offered by

McGuire and Troisi is so vague, plastic and unsubstantiated
as to be useless as a framework for explaining schizophrenia,
or other mental disorders for that matter, let alone treating
people with such disorders.

Abnormal connections

In one of the less prominent theories it has been sug-
gested that schizophrenic symptoms are due to abnormal
functional connections between specialized brain regions,
caused by nerve fibers linking functional areas in the brains
of schizophrenic people that would not be connected in
normal people.® In this hypothesis abnormal brain connec-
tions are viewed ‘to be a natural, inevitable, and essential
consequence of the evolutionary expansion and advance-
ment of the brain’.”% Basically Randall suggests that in
order for evolution to have brought about the emergence
of new brain functions, such as language capability, the
brain would have needed to increase its complexity, which
would have involved forming more connections within and
between existing functions by biological trial and error.
Hence, these

‘New and unique (‘extra’) connections could
thus arise which could confer a special talent or
ability on the individual who possessed them;
equally possible is that new connections could
produce an aberration of integration either within

the function concerned, or between it and one or

more others.””!

This ‘aberration of integration” was suggested as
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the mechanism underlying the schizophrenia syndrome.
It has not been established that there are abnormal brain
connections in people with schizophrenia, but even if this
were the case, attributing it to a consequence of brain evo-
lution without additional evidence, based entirely on the
assumption of evolution, amounts to little more than another
evolutionary ‘just so story’.

Nocturnalism

According to the nocturnal theory presented by Jay
Feierman

‘schizophrenia is caused by genetically noctur-

nal variant individuals being normatively coerced to

be active during the light of day or under conditions

of artificial lighting. Under this coercion, such an

individual would be processing information while

awake with a brain that is processing information

as though he were asleep.’”

After suggesting that the brain is functionally in
sleep mode while the individual is awake, Feierman then
uses this as a basis to speculatively explain certain obser-
vations and symptoms characteristic of the schizophrenia
syndrome. For example, while awake with his brain func-
tionally in sleep mode, the author suggests that the schizo-
phrenic individual could be ‘aware of the information trans-
formation and processing between short-term and long-term
memory’.”* This could lead to the individual experiencing
hallucinations, which are one of the characteristic symptoms
of schizophrenia. As to the selective advantage that allowed
this genetic trait for schizophrenia to enter the human gene
pool, and subsequently be maintained in the pool, a previ-
ous selective advantage in hunter-gatherer bands in which
humans evolved is suggested. In this hypothesis ‘nocturnal
individuals, who resulted from the random mating of diurnal
carriers, may subsequently have provided vigilance for their
night-sleeping kin’.”* Hence, the protection, through night
vigilance, given to the hunter-gatherer band by having a
nocturnal individual around whilst the diurnal individuals
were sleeping, would be the advantage. A heterozygote
selection advantage, such as heterozygote carriers of the
nocturnal gene benefiting by having a greater chance of
being closer spatially during sleep to a night vigilant rela-
tive, than either nocturnal or diurnal homozygotes would
be, was suggested as a mechanism that could maintain the
nocturnal (schizophrenia) gene in the human gene pool.

A testable prediction of the theory was that under con-
ditions of constant darkness ‘many of the major signs and
symptoms of clinical schizophrenia’ would disappear.’
However, Feierman was later forced to abandon this pre-
diction, and hence modify his original theory, as the case
study of a schizophrenic patient who had enucleated both
his eyes (removed the eyeballs) indicated no obvious signs
of improvement in the patient several years after he became
blind.”® In that later publication Feierman acknowledged,
‘that at this time there is minimal evidence supporting
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specific elements in the author’s particularly evolutionary
theory of schizophrenia and its generative hypothesis’, and
also that the theory lacked ‘any simple way to test its util-
ity’.”7 Hence, the onus should not be on others to debunk
this implausible evolutionary tale, but on Feierman to provide
evidence for it.

Creativity and sexual selection

In his book Strong Imagination Daniel Nettle argues
there is a link between increased risk of psychosis and
being gifted in the creative arts. Nettle suggests that the
‘bad genes’ for psychosis are not, and were not, in the past
eliminated by natural selection because of the compensatory
advantages they bring to the human gene pool, that is, the
traits of enhanced creativity. It is argued that being gifted
with creativity is highly attractive, and therefore the traits
for creativity would be maintained in the population by
sexual selection at higher levels ‘than would be adaptive for
more utilitarian reasons’.’”® Nettle believes it is unlikely that
there is a single psychosis gene, but instead that ‘there are
many genes, the variants of which contribute to variation in
the human personality’,” including a dimension which he
refers to as psychoticism. In the theory, it is the relatives
of a psychosis patient, those that carry the genes for psy-
choticism but who avoid developing its negative side (e.g.
schizophrenia), that reap the enhanced creativity benefit
(e.g. ‘the ability for unorthodox, divergent, lateral think-
ing’®) of the genes for psychoticism. While viewing the
underlying cause of psychosis as due to genetics, Nettle also
emphasizes an important role in the environment in terms of
triggering the development of psychosis in individuals that
are high up on his psychoticism scale, and hence at greater
risk of developing psychotic disorders.

Nettle admits that his ‘creativity-benefit’ argument
only works if creative achievement was as valuable to our
supposed hunter-gatherer ancestors as it is said to be for us.
Sexual selection theory, as put forward by Geoffrey Miller,?!
is employed to provide a theoretical framework for keeping
the traits for creativity, and hence the genes for psychosis,
in the human gene pool in the past when they would have
provided little practical benefit. David Horrobin, in his
book The Madness of Adam and Eve,** argues there is a link
between creativity, schizophrenia and the speciation event
that led to modern humans, but rejects sexual selection
theory as a primary explanation. On Miller’s sexual selec-
tion theme Horrobin states ‘he has provided no mechanism
for how selection might specifically have generated change,
nor for how sexual selection pressures could explain the
many genetic features which make us human’.®* Horrobin
uses the terms ‘evolutionary fairy tales’ and ‘Kiplingesque
just-so stories’ to describe some of the concepts that have
been used to explain how human brains evolved, arguing
that because they lack precise details about genetic changes
the ‘hypotheses are effectively untestable and unprovable’.3
Although not addressed directly by Horrobin, evolutionary
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fairy tale aptly describes Nettle’s sexual selection theory
of psychosis.
Creativity and fat mutations

Horrobin suggests that schizophrenia entered the hu-
man race prior to the ‘out of Africa’ diaspora and that it
was the development of several mutations, the last one
perhaps between 150,000 and 130,000 years ago, which
made us human, but also brought us schizophrenia. ‘Ge-
netic changes in the chemistry of the fat inside our skulls’, %
particularly phospholipid metabolism, are proposed as the
key mutations. At the time the last mutation occurred it
is suggested that the pathological behavior brought about
by schizophrenia was relatively mild because the diet at
the time, rich in fatty acids, attenuated the effects of the
biochemical changes caused by the mutations. At the same
time a surge of creativity is suggested as being unleashed
as a result, this being the positive aspect of the mutation.
However, in more recent times, the attenuation effect are
said to be no longer as evident because of a change in diet,
and so psychosis is much more prevalent in our society.

Horrobin’s idea of giving essential fatty acids to
schizophrenia patients may have a limited therapeutic
effect in some patients.*> However, even in the study in
question the majority of patients still required standard
drug therapy to control their condition in addition to
the fatty acid treatment. Whilst Horrobin would claim
any therapeutic effect of fatty acids as support for his
evolutionary theory, the benefits of the fatty acids sup-
port nutritional theories,* and need not be tied in with an
evolutionary approach.

The first of the ‘fat’ mutations were suggested by
Horrobin to have occurred in our last common ancestor
with the chimpanzee, about 5-6 million years ago. From
this he believes that a testable element of his ‘just-so
story’ can be known within 20 years, that is, ‘whether the
key mutations that differentiate us from the great apes
are in the genes coding for proteins which regulate fat
metabolism’.%’ This might be so if evolution is the only
explanation allowed, which unfortunately is the case in
most of academia. However, if creation theory was given
a voice in this setting then it would make the point that
an Intelligent Designer could have created differences in
the genes between apes and humans, including those that
code for proteins which regulate fat metabolism. Hence,
Horrobin’s prediction would be useless in terms of ruling
out intelligent design.

Other evolutionists have questioned aspects of Hor-
robin’s theory. McCrone comments that there is a huge
hole in the central premise of Horrobin’s book because it
‘never spells out how a faulty metabolism could change
the connectivity of a schizophrenic brain’.® Nettle states,
‘if schizotypal genes have an overwhelming selective ad-
vantage, as Horrobin supposes, then they should become
universal in the population’.® If this had happened, then
the recent change in diet for the worse, no longer rich in
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fatty acids, resulting in the negative aspects of the ‘fat
mutation’ being unleashed, should have resulted in a far
greater incidence of schizophrenia in the population than
about 1%. Hence, if Horrobin’s hypothesis is still correct
then what about the majority of the population who display
no signs of psychosis? Are most of us ‘still relatively dull
and boring’® pre-humans, missing the final fat mutation,
or are we still psychosis prone, waiting for the environ-
mental trigger to drive us over the edge? More likely it is
Horrobin’s hypothesis that is wrong.

Conclusion

The evolutionary scenarios examined all start with the
assumption that evolution is a fact. The authors have obvi-
ously not examined (or are ignoring) the evidence refuting
evolution.”! Whatever the shortcomings of current explana-
tions and treatments for schizophrenia, applying evolution-
ary theories to the problem is analogous to turning off a dim
light in a windowless room in order to see better. This is
because evolutionary theories on the origin of schizophrenia
start off by assuming the answer that they should instead
be trying to prove, that is, whether evolution is true and
hence whether it is even possible for schizophrenia to be a
product of evolution. The evolutionary scenarios examined
are also wildly implausible, often presented with little or no
supporting evidence, and some are untestable or practically
so. Where testable the scenarios are easily refuted as they
do not correlate with research findings about schizophre-
nia. Since evolutionary explanations of schizophrenia are
groundless, treating it as a Darwinian disorder is hardly the
best model to use in trying to discover the cause or cure for
the illness.

Rather, getting sidetracked down an evolutionary dead
end could harm such efforts. There is also the danger that
some remedies from an emerging Darwinian Psychiatry,
based on the flawed assumption of evolution, could harm
rather than benefit the patient. Also, would a Darwinian
psychiatry result in the patient being indoctrinated ‘cult-like’
into believing the false ideology of Darwinism?

Another concern is that the false notion of schizophre-
nia as an evolutionary disorder will open a Pandora’s Box.
There is the danger that the mentally ill, and subsequently
other groups in society, will become falsely perceived by
elements of some societies, and/or by totalitarian regimes
in some countries, as being less evolved, and hence geneti-
cally or biologically inferior. The dark history of eugenics,
particularly the atrocities of the Nazis, is a warning.

The lack of evidence for evolutionary theories of
schizophrenia brings up a point that cuts to the heart of
Darwinism. Most researchers believe there is a genetic
component to schizophrenia, as well as an environmental
factor. How is it then that a genetically transmitted disorder,
which occurs in similar proportions across cultures and is
associated with a procreative disadvantage, can persist in
the population for thousands of generations if it is being
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selected against? Granted, there are many unknowns with
respect to schizophrenia, but we will look in vain to find
the answers in Darwinism.
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