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Correspondence

PSYCHOTHERAPY WITH FAILURES
OF PSYCHOANALYSIS
DEAR SIR,

I wonder if it would contribute some perspective
to the joustings of Melitta Schmideberg and Hilda
Abraham (Joumal, May 1970, p. 574) if, writing after
48 years on the sidelines, I confess that I am in
hearty agreement with both parties to the contro-
versy over the decaying standards (theoretical as well
as therapeutic) of medical psychology and on possible
measures whereby the therapeutic ‘failures’ con-
sequent on this decay might be salvaged.

I am the more encouraged to make this confession
since it is clear from the previous correspondence on
these subjects that on most points of material difference
Drs. Schmideberg and Abraham are in complete
accord.

What delightful weather we are having these
unexpected dog-days!

EpwARrD GLOVER.
18 Wimpole Street,
London, W.1.

TRYPTOPHAN PYRROLASE AND
DEPRESSIVE ILLNESS
DEAR SIR,

I cannot let Dr. Curzon’s reply (4) pass without
drawing attention to some omissions which must
lead to erroneous conclusions. Let me preface this by
saying that we are substantially in agreement on
points 2 and 3, and the main issue which divides us
is the roles ascribed to tryptamine and sHT. Dr.
Curzon says in effect that because special means are
required to detect tryptamine both its normal presence
in brain and its physiological role are dubious. My
own position is that as the mechanisms for its forma-
tion are clearly available its formation in brain is
probable, although difficult to detect by current
techniques. Dr. Curzon’s argument presupposes that
current measuring devices are adequate to detect the
amounts of tryptamine capable of producing respon-
ses, but I do not think anyone has such knowledge at
present. Further, he asserts a biological negative, and
I have yet to meet an exception to the rule that this
is impossible to prove. However, the issue will
ultimately be resolved empirically and can be left
there. On the other hand it is possible to be much
more definite about the ancillary evidence and to
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rectify some omissions in Dr. Curzon’s citations.
On methysergide in mania, the dosage used in the
controlled trial (2) was too low, as intimated (11),
five months before publication of the trial as well as
subsequently (12). Further, it is not true to say that
the effects of methysergide could equally well be
due to anti-serotonin activity. Animal experiments
have shown that in the brain methysergide blocks the
actions of amines such as tryptamine, phenylethyl-
amine, amphetamine (in short the ones I have
labelled Type A), but has no effect at all on the
predominant depressant action of sHT (6, 7). I do
not deny that methysergide is a potent anti-serotonin
agent in peripheral tissues, but to translate these
findings to cerebral activity is a hazardous process
and in the present case empirally unjustified.

Turning next to the patient with carcinoid tumour,
Dr. Curzon says again that effects could be mediated
by serotonin (as 5-hydroxytryptophan was raised)
or to mental factors. Crawford et al. (3) published
details on two patients with carcinoid tumours, and
(like Dr. Curzon) I am grateful to Dr. George
Ashcroft who gave me the clinical details. Patient 1
was definitely hypomanic; patient 2 was definitely
depressed; in both patients the clinical notes said
that it was impossible at the time to decide between
biochemical disturbances and the stress of a severe
illness as causative of the mental state. I think in the
light of further knowledge a decision is now possible.
In both cases the illness producing the stress was
similar. In both cases elevated levels of 5-hydroxy-
indoles were found in the blood. But patient 1 was
excreting a thousand times the normal quantity of
tryptamine (84 mgm. per day in one twenty-four
hour specimen!) and also had tryptamine in the
blood, whereas patient 2 showed tryptamine excre-
tion in the normal range (about 100 micrograms
daily). I cannot share Dr. Curzon’s conclusion that
the hypomania could equally well have been due to
5-hydroxytryptamine or to mental factors. My view
is supported by a previous study of carcinoid tumours
which produced large amounts of s§HTP and in
whom no mental illness attributable to sHT was
found (5). It is conceivable that a mild episode of
depression may have been missed in this series, but I
am confident that episodes of mania or hypomania
would not have escaped notice. None of the patients
showed such an illness at any time.

I should also point out that Dr. Curzon’s apparent
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