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long-term studies using red cell folate levels.
If the heptaglutamate is utilized by being
converted to the monoglutamate in the gut
lumen and absorbed as the monoglutamate
then the dietary contribution of the hepta-
glutamate should be evident in the urinary
excretion of folate. Dr. Chanarin and Miss
Perry gave an average dose of 1,380 pg. of
folic acid to each one of five subjects, and
recovered an average minimum amount of
folate of 159 pg. and an average maximum
amount of folate of 266 pg. in the urine.
The recovery of folate in the urine was there-
fore 12% and 19% of the oral dose. In the
utilization of yeast heptaglutamate an average
dose of heptaglutamate equivalent to 1,344
lpg. of monoglutamate and 41 pug. of mono-
glutamate (as impurity) were given to each
subject and the minimum and maximum
amounts of folate excreted were 0 97 pg. and
5-3 pg. These urinary folate recoveries are
2 5% and 13-3% of the monoglutamate pre-
sent as an impurity in the polyglutamate pre-
paration used. As this percentage recovery is
much less than that in the same subjects fed
the pure monoglutamate the amount of folate
present in the urine of the subjects fed the
polyglutamate is adequately explained as
being derived solely from the monoglutamate
present as an impurity.

In summary, a quantitative analysis of the
urinary excretion of folate following the oral
administration of polyglutamate shows that
the amount of folate excreted is adequately
explained by the monoglutamate present as an
impurity in the polyglutamate preparations
used. Since if the polyglutamate form was
absorbed and utilized this would be shown in
the enhanced excretion of urinary folates
(about 30 pg. using the given values) these
experiments would seem to show that the
polyglutamate folates used were not utilized
by these subjects.-I am, etc.,

J. A. BLAIR.
Department of Chemistry

University of Aston in Birmingham,
Birmingham.
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Facts about Venereal Disease

SIR,-If you will permit me once again to
occupy space in your correspondence columns
I would like to comment on three points in
your excellent leading article " Facts about
Venereal Disease" (11 January, p. 67).

Firstly, I think that " male-female ratios"
can be misleading, especially in syphilis,
because in some large clinics in London and
elsewhere more than 50% of the infections
are among homosexuals, most of whom have
had no contact with women at all. In
gonorrhoea, too, at least 20% of the male
cases admit that they have acquired their
infections homosexually. There may well be
many more who do not care to say so. This
makes the male-female ratio in gonorrhoea
equally unreliable.

Secondly, although the figures for
"primary " and " secondary " syphilis in
England and Wales may show a slight fall,
one should also take into consideration the
category of " latent syphilitics in the first
year." It is of course difficult to be certain
of the duration of infection in some of the
latter, but there is no doubt that many of
them are " passive " homosexuals with recent
and infectious syphilis. In view of the steady
increase of syphilis in the primary, secondary,
and early latent stages attending our clinic
in the last few years, including 1968, I would
consider the situation here far from satisfac-
tory in spite of all our efforts to find and
treat the contacts.
My last point is about what can be done

to improve the present situation. As modern
treatment of syphilis and gonorrhoea is quick
and very efficient (if penicillin fails there are
other antibiotics and a new drug to fall back
on), I do not think that advances in treatment
will have any effect on this " epidemic,"
except of course in non-gonococcal urethritis.
The real solution would be a hardening of
the public attitude towards promiscuity and
extramarital intercourse, but unfortunately
there is no sign of that happening at present.

I feel that the only thing that can be done
now is to redouble our efforts to encourage
people who have taken risks of infection to
come for examination and treatment, but, to
attract these people, enough spacious clinics
must be provided with sufficient medical staff,
so that patients can be dealt with without
long delay in an unhurried and sympathetic
manner in reassuring surroundings, rather
than in the crowded grim basements where
many of them have to attend now to be seen
by a few harassed venereologists.-I am,
etc.,

F. J. G. JEFFERISS.
St. Mary's Hospital,
London W.2.

Psoralens

SIR,-I was interested to read Dr. R. M.
B. MacKenna's wise warning on the use of
psoralen tablets as an aid to sun-tanning (25
January, p. 254). There appears to be a
need for some tablet which the pale-skinned
can take prior to a holiday in the sun in the
hope that they will enhance their skin's
resistance to the damaging rays and hence tan
more rapidly without undue sunburn.

Sun-tan preparations for topical use do not
always find ready acceptance, and psoralens
are potentially dangerous. Vitamin A, in a
dosage of 50,000 i.u. daily, however, seems to
have some effect in reducing sunburn and
facilitating a sun-tan.' A vitamin-A plus
calcium preparation is widely used in South
Africa for this purpose, and its effects are at
present under observation in Australia.' Vita-
min A is known to thicken the Malpighian
layer of the skin' and appears to have a sun-
protective effect which is enhanced by the
addition of calcium. The combination may
act by increasing vitamin D production, thus
increasing the need for pigmentation by the
mechanism outlined by Loomis.'

Although not acting in the same way as
the psoralens or the antimalarials, it is rela-
tively cheap, safe, and possibly effective. If
patients going to a sunnier clime for a holi-
day, therefore, request an oral sun-protective

agent I suggest that vitamin A be prescribed
rather than a placebo or a psoralen.-I am,
etc.,

RONALD CARRUTHERS.
Department of Dermatology,

Launceston General Hospital,
Tasmania.
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Holmes-Adie Syndrome

SIR,-In your leading article on the
Holmes-Adie syndrome (1 February, p. 267)
it is stated that paralysis of accommodation is
rare- in this condition. In a communication,
jointly with myself,' 0. Gayer Morgan
reported eight cases of this kind, and in three
of them there was paresis of accommodation
at some time or another while they were
under observation. In my experience this has
occurred in a considerable number of other-
wise typical cases of the syndrome, either at
the time the papillary abnormality was first
noticed or later. The fact that the paresis
is transient may possibly have resulted in an
underestimation of its frequency.
The title of our paper is, by a printer's

error, given as unilateral instead of internal
ophthalmoplegia, etc.-I am, etc.,

C. P. SYMONDS.
Ham,

Nr. Marlborough, Wilts.
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Lactic Acidosis Complicating Late-
pregnancy-onset Diabetes

SIR,-We wish to comment on Drs. B.
Livesley and M. Neary's letter (14 December,
p. 707). They state that lactic acidosis oc-
curring de novo in diabetic patients has not
previously been recorded. Cases of meta-
bolic acidosis in diabetic patients whose urine
did not give a positive reaction for aceto-
acetate were described in 1886 by' Dresch-
feld.1 Appel and Cooper' reported five cases
of diabetic acidosis with a negative ferric
chloride reaction in the urine. More recently,
Daughaday et al.' have described three cases
of non-ketotic acidosis in diabetic patients,
two of which were shown to be due to lactic
acid.

It should be emphasized that hyperlactat-
aemia is not identical with lactic acidosis.'
Tranquada et al.' have suggested as a rough
guide that an arterial or venous lactate con-
centration of above 7 ymoles/ml. (63 mg./100
ml.) may be taken as indicative of lactic
acidosis. The lactic acid level of 23.5 mg./
100 ml. (2.67 pmoles/ml.) quoted in the case
report is well below this arbitrarily defined
concentration and is within the limits found
in this laboratory for whole blood lactate in
pregnant patients with controlled diabetes.

For a reliable assessment it is essential to
determine quantitatively the concentrations of
blood ketone bodies, blood lactate, plasma
bicarbonate, as well as the urinary excretion
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