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It is likely therefore that cognitive impair-
ment was present in many. Hence the
‘personality subtypes’ identified may vanish
on refeeding, or may be more pronounced,
having been masked by cognitive blunting.
It seems best to seek for personality sub-
types in eating disorders during periods of
adequate nutrition.
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Authors’ reply: We appreciate Dr Mac-
donald’s point that subnutrition may cause
cognitive changes and other temporary
conditions that may appear to affect per-
sonality. Data regarding personality in the
context of adequate weight and nutrition
are important for the accurate description
of personality in eating disorders. It can
be difficult, however, to ascertain whether
shifts in personality functioning that take
place through successful treatment or
maturation precipitate positive nutritional
changes or the reverse. Multiple studies do
that personality characteristics
similar to those we describe in our report

suggest

precede the development of eating disorders
(Anderluh et al, 2003) and persist following
remission of symptoms (Holtkamp et al,
2005). Although we did not report the data
in detail, only 6.9% of those in our sample
had a weight 15% below ideal, and the
number of days of fasting was not corre-
lated with either measure of personality
pathology, suggesting this issue may not
have compromised our data regarding
personality to a significant extent.
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Psychedelics in psychiatry

In his editorial ‘Can psychedelics have a
role in psychiatry once again?’ (Sessa,
2005), Dr Sessa offers a detailed historical
and heuristic perspective of psychedelics,
with particular reference to psychotherapy.
Reading the article the feeling was of sensed
(by the author) repulsion of the ‘neurobio-
logical’ psychiatrist in relation to ‘research
that explores alternative states of con-
sciousness’, ‘psychedelics research’ as a ‘vi-
able neurobiologial substrate for the very
human experience of religious encounter’
and generally a possible use of psychedelics
in psychiatry. Perhaps we are some of those
psychiatrists who ‘have been conditioned to
consider such work as mysticism’ but we
found such a proposition challenging. We
would like to discuss recent neurobiological
findings related to one of the psychedelics
mentioned by Dr Sessa, which perhaps
would offer an explanation as to why these
substances have limited scope in psychiatry
today.

3,4-Methylenedioxymethamphetamine
(MDMA), also known as ecstasy, is largely
consumed by young adults as a recreational
drug. Common doses of this popular
compound (60-120 mg, equivalent to 1-
2 tablets) produce unexpectedly high
blood levels, with MDMA present at
high concentration at the receptor level.
The drug induces dose-dependent neuro-
toxicity in animal models and humans; this
mainly involves the central serotonergic
system (Ricaurte et al, 2002). Serotonin
is important for brain development and
maintenance of neural and glial function
in the mature brain (Azmitia, 2001).
Another interesting mechanism involves
the ‘pruning’ of serotoninergic neurons
(Ricaurte et al, 2000). The drug appears
to reduce the number of serotonin
axons and axon terminals but nerve
cells will often replace terminals upstream
for the damaged ones. The resulting effect
is of substantial impaired connectivity.
Younger brains are particularly susceptible
because of increased neuroplasticity, result-
ing in a substantial reorganisation of brain
connectivity.

Functional magnetic resonance imaging
studies suggest a decreased activation in
hippo-
campus, angular gyrus and striate cortex

inferior temporal regions, the
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associated with working memory perfor-
mance (Daumann et al, 2003, 2005), with
the hippocampus and globus pallidus being
possibly more sensitive (Reneman et al,
2001; Jacobsen et al, 2004; Daumann et
al, 2005). More recent voxel-based mor-
phometry studies support the hypothesis
that the use of MDMA leads to reduction
in cortical grey matter in multiple
brain regions, including the neocortex,
brain-stem, cerebellum and anterior cingu-
late gyrus, reflecting compromised sero-
tonergic activity (Cowan et al, 2003).
Although we have mentioned only a few
studies, there is substantial evidence to
suggest considerable neurotoxicity of com-
pounds such as those mentioned by Dr
Sessa. There are concerns about possible
long-term adverse effects of psychedelics
in both infrequent and regular users, which
explain why psychiatrists are reluctant to
consider such  substances in their
pharmacological armamentarium.
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