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Peripheral neuropathy due to folate deficiency is unusual.
H. C. Grant, A. V. Hoffbrand, and D. G. Wellsl1 described
three patients with peripheral neuropathy who had low serum
folate levels and who showed improvement after folic acid
therapy. These patients, however, were taking poor diets,
and possibly the neuropathy was due to a deficiency in other
vitamins. The improvement in their neuropathy with folic
acid therapy could have been due to increased appetite restor-
ing the vitamin deficiencies. In a study of patients on long-
term anticonvulsants S. J. Horwitz, F. A. Klipstein, and R. E.
Lovelace" have been unable to demonstrate improvement,
either clinically or on electromyography, in 12 patients with
low folate levels and peripheral neuropathy subjected to a
double blind trial of folic acid therapy.
At the present time it remains to be proved that deficiency

in folic acid produces any effects on the nervous system of
otherwise normal people.

Cathartic Action
The season of good cheer is also apt to be one of dietary
indiscretions, so that the already considerable public appetite
for purgatives finds fuller expression than usual. These drugs
can be obtained without restriction and must be among the
most widely used for self-medication. It has, for instance,
been suggested that 30% of the elderly take them regularly
at least once a week." But despite the frequent use of purga-
tives we know little about the mode of action of some of them.
The anthraquinone derivatives, of which senna and cascara

are examples, are particularly poorly understood. It was
claimed at one time that they had a direct irritant effect on
the mucosa, but when A. H. Douthwaite and R. Goulding2
gave senna to mice they were unable to detect any evidence of
inflammation in the gut, though purgation was produced with-
out difficulty. Experiments in animals have suggested an
effect limited to the large intestine in increasing propulsion,
possibly through stimulation of the myenteric plexus, but there
has since been little or no support for this concept.

Recently neurohistological staining techniques have been
used to show that senna can damage nervous tissue in the
intestinal wall of the mouse. The normal mouse intestine
tends to contract after the trauma of excision, but this activity
was considered to be impaired in 14 of the 20 given the
drug by mouth for at least 14 days beforehand, and simi-
lar results were obtained after intra-peritoneal injections.
Little histological change in the gut was evident after oral
treatment until it had continued for four months, but then
dendritic swelling and axonal fragmentation were found in
the myenteric plexus. In those mice given intraperitoneal
injections the main features were the appearance of large
numbers of axon swellings and of boutons terminaux. These
changes were similar to those which can be produced by
mepacrine.

Resection of the colon in a woman who had taken purgatives
for 40 years because of symptoms of constipation afforded the
opportunity to look for the same changes in the human gut.
The variety of purgatives she had taken made interpretation
of the results difficult, but some abnormal features were found.
They included an increase in the number of Schwann cells
and a reduction in the number of neurones and axons.
The cathartic colon is a well-known clinical entity," and

it would seem that damage could at least in part be due to
the anthraquinone group of drugs. But it is impossible to
deduce from experiments in animals with frequent and per-
haps large doses of purgatives whether a small regular dose
of an aperient in man is potentially harmful. The reasons
for taking laxatives are hard to determine and are likely to
be based more on upbringing than on physiological need. In
these circumstances it seems right that purgatives should be
known as at least potentially hazardous. In general the
likelihood of damage, if a real risk, is probably diminishing,
for a comparison of the proportions of laxative takers in popu-
lations questioned in 1939-40 and in 1963-41 7 suggests a
sharp decline of the habit in all age groups, though it remains
frequent in the elderly.
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Transient Global Amnesia
In 1958 C. M. Fisher and R. D. Adams' reported 12 cases
of a syndrome in which isolated episodes of transient amnesia
occurred in otherwise healthy persons. During the attack,
which usually lasted for a few hours, the patients were dis-
orientated in time and place and were incapable of recording
and retaining new impressions, yet they showed no significant
defect of remote memory. The onset was usually abrupt and
recovery was also relatively rapid. Following recovery, how-
ever, the affected individuals invariably had no recollection
of the events which had occurred during the attack, and often
there was retrograde amnesia extending for up to three hours
prior to its onset. In 1960 M. B. Bender' described 26
similar cases. In 1964 Fisher and Adams3 published a more
comprehensive report of their experience with this syndrome,
and seven additional cases were described in 1966 by E. C.
Shuttleworth and C. E. Morris.4 T. Bolwig5 has now
described four personal cases, all of whom were elderly, three
over the age of 70. One of his patients suffered two such
episodes but none of them had any past history of epilepsy,
head injury, cerebrovascular disease, or of any other significant
illness, save for one who had been successfully treated for
cranial arteritis. Apart from mild hypertension, no patient
showed any physical abnormality during or after the attacks,
and mild and non-specific abnormalities were discovered in
the electroencephalogram in two cases only. Each patient
complained of feeling " strange " during the attack. Rest-
lessness and anxiety were frequently observed and there was
often intermittent confusion and disorientation. A total
inability to record and retain new information was the salient
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