of the early intervention practitioners. They
describe straightforward psychosocial and
pharmacological therapies that should
be used by all multidisciplinary teams.
The only distinguishing feature is the sub-
specialists’ touching faith in the effective-
ness of antipsychotic medicines, which
presumably arises from lack of prolonged
experience with individual patients.

This inadequate experience of chronic
illness is certain to lead to tragedies in the
UK. The chosen remit of early intervention
practitioners is to assist patients during the
first 3 years of illness (Birchwood et al,
1998) — unless case-loads are high, when
the ‘critical period’ can be reduced to 18
months (McGorry et al, 1999). When
relapses occur, ordinary in-patient and com-
munity teams will, of course, have to pick
up the pieces and I am in no doubt that they
will be criticised for not being as attentive
and caring as previous keyworkers.

Community mental health teams do not
‘inevitably focus on the needs of “preva-
lent” rather than “incident” cases’. Those
definitely — or probably, or
possibly — in the early stages of psychosis
are high in their list of priorities. Unlike

who are

Manchanda et al, they do not require
‘controlled trials to assess the efficacy of
early intervention’. These patients are un-
well and they all require prompt and
appropriate treatment. One of the most
important tasks of consultant psychiatrists
is to prioritise according to clinical need
and it is frustrating when diversion of re-
sources to highly protected teams makes
difficult decisions even more painful. Your
correspondents are shirking their responsi-
bilities in depending on central planning
to protect their case-loads (Milner, 2003;
Owen, 2003). Valuable work has been
done in this area (Kennedy & Griffiths,
2001) and training would be available
for any sub-specialist who returns to
mainstream practice.

The introduction of early intervention
teams in the UK should now be halted. This
will provide an opportunity for proper
scientific evaluation by comparing the pro-
cesses and outcomes of care in areas where
these teams have and have not been estab-
lished. It will also free up some financial
and human resources for serious hospital
and community psychiatry.
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Testosterone and psychosis

Increased testosterone may be the cause of
the finding of Sundquist et al (2004) that
‘A high level of urbanisation is associated
with increased risk of psychosis and depres-
sion for both women and men’. Two
hypotheses are required to explain this.

It is my hypothesis (Howard, 2001a)
that human evolution is driven by testoster-
one. Based on this, I suggest the ‘secular
trend’, the increase in size and early puberty
of children, is actually an increase in the
percentage of individuals of higher testos-
terone. The trend may actually be a change
in percentage of individuals within our
populations and their ‘characteristics’ may
also be increasing. This phenomenon
occurs when a ‘feed and breed’ environ-
ment occurs. In these situations, individuals
of higher testosterone, both men and
women, will increase more rapidly than
those of lower testosterone over time. (Indi-
viduals of higher testosterone are more
aggressive and sexual.) Urban areas are
‘feed and breed’ centres; I suggest urban
centres are areas of higher testosterone.

I hypothesise that dehydroepiandroster-
one (DHEA) is directly involved in growth
and development, and subsequent mainte-
nance, of all tissues, especially the brain.
(The large brain of mammals may have
resulted from an evolutionary increase
in DHEA; Howard, 20015.) Numerous
reports of beneficial effects of DHEA on
neurons and tissue-level structures of the
brain exist in the literature. I have sug-
gested in the past that depression and
schizophrenia, among other mental disor-
ders, result from low DHEA during growth
and development, subsequently exposed by
adverse circumstances during maintenance.
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CORRESPONDENCE

In depression and schizophrenia DHEA is
low. Two other hormones may adversely
affect the function or availability of DHEA:
cortisol and testosterone. Over the past
few years a connection with low DHEA,
along with increased cortisol, has been
demonstrated regarding depression. It is
known that schizophrenia is often charac-
terised as resulting from a non-causal, but
significant, stressful event (cortisol) usually
beginning in the late teens or early twenties
(testosterone of puberty, in men and
women, along with the natural decline of
DHEA which begins at around age 20).
In individuals of low DHEA, increased
cortisol
underlying, silent pathology.

Therefore, I suggest that increased rates
of psychoses and depression in urban areas

and testosterone may expose

may be the product of increased stress and
testosterone in both men and women. As
suggested above, the secular trend may be
due to increasing numbers of individuals
of higher testosterone. This increase in
these individuals of higher testosterone,
along with increasing stress of urbanisa-
tion, may account for the findings of
Sundquist et al, as well as reports of recent
increases in these mental disorders.
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Neurosurgery for mental disorder

Dr Persaud provides an ardent but ulti-
mately flawed argument in favour of allow-
ing neurosurgery for mental disorder
(NMD) to die out (Persaud/Crossley &
Freeman, 2003).

Patients who are considered for NMD
are among the most severely ill and disabled
who come into contact with any branch of
the medical profession, and such presenta-
tions merit conceptualisation as rather
more than having ‘psychological problems’.

It is also disingenuous to argue that
‘psychosurgery’ (sic) tries to locate complex
psychiatric disorders in ‘one so-called
“abnormal” brain region’. Such hangovers
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