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HILerpes Virus and Psychiatric
Disorders
Since Hippocrates taught that an abnormal mental state was
a sign of disordered bodily function, doctors have searched
for physical causes of mental disturbance. Skin lesions were
described early, and among them herpes labialis was recognized
in the nineteenth century as not uncommon in acute
psychosis.'

Interest in the relation of herpes virus to disease of the
nervous system was stimulated when it was also reported in
patients with lethargic encephalitis during the epidemic after
the first world war.2 Attempts to prove the virus was the
cause of the disease3 4 were subsequently not confirmed,5 6
but by then more was known about it. Three-quarters of
the population showed evidence of infection,7 but in the
majority this was either asymptomatic or shown by "cold
sores" developing whenever the balance between host and
parasite was upset-as, for instance, by fever or exposure to
sunlight.8 At the same time the concept of virus disease of
the nervous system was enlarged to include not only those
infections which occur once only with the establishment of
permanent immunity, like poliomyelitis, but also recurrent
attacks as well as progressive neurological disablement, of
which Parkinsonism became the classical example.9

Recent work on so-called slow virus diseases affecting the
nervous system of animals and man has given renewed
impetus to the study of the herpes virus in this role and how
it may become pathogenic.'0 At the same time it has been
realized that acute herpetic encephalitis producing con-
vulsions, coma, and paralysis is not the invariably fatal
condition it was believed to be. Recovery with varying
degrees of defect is well authenticated," and often these
defects are mental rather than motor-that is, psychiatric
rather than neurological. This may reflect the virus's pre-
dilection for the fronto-temporal regions of the brain.'2

Cases have also been reported in which the infection
presented chiefly with mental symptoms, in association with
recurrent herpes of the lips,'3 with rising herpes-antibody
titres in the blood,'4 and with skin lesions in conjunction
with increases of protein in the cerebrospinal fluid.15 It now
appears from the findings of Dr. J. F. Cleobury and his
colleagues reported at page 438 of the B.M.J. this week that
even these mild infections may pass unrecognized and come
to notice only from their sequelae. Patients with aggressive
outbursts like those they investigated commonly have ab-
normalities in their electroencephalogram pointing in particular
to temporal-lobe dysfunction,16 17 which is the most likely
site of herpes infection. Minimal brain damage may cause the
most disruptive behaviour, especially in younger patients.'8 A
search for neurological signs in such cases is therefore
important. Social background may also be important, since
there is a relationship between herpes virus antibody and
living standards.19 Sharper clinical definition will add greatly
to the value of this promising line of research. The term
psychopath is more epithetic than descriptive, and in an age
of investigative medicine carries no diagnostic weight.
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Bleeding from Oesophageal
Varices
The control of haemorrhage from oesophageal varices in
patients with parenchymal liver disease is a difficult problem.
Whatever method of management is employed, the reported
results are uniformly depressing, with mortality rates ranging
from 30 to 80%.' 2 Though a variety of operations have been
used over the past 20 years, there is still no general agree-
ment as to their timing and effectiveness. In fact, in some
units operation is almost never recommended.
There have been two main types of surgical treatment of

bleeding varices. Firstly are those operations which try to
occlude the varices directly. A left thoracotomy may be used
to obtain direct surgical access to the lower oesophagus and the
varices may be under-run or transected.3 4 An alternative
approach is to occlude the varices by injecting sclerosants
through an oesophagoscope.5 The latter method is attractive
because it avoids a major operation in a desperately ill patient,
but its relative effectiveness compared with the other method is
not generally agreed. After both kinds of treatment, however,
there is a definite incidence of rebleeding.
The second main surgical approach is to lower the portal

pressure by a portacaval shunt. This has the virtue of giving
permanent protection against further bleeding, but when
applied to all patients the mortality rate is formidable, being at
least 50%.' A review of one series showed that if a patient had
no ascites, no encephalopathy, a serum albumin level of more
than 3 g per 100 ml, and a serum bilirubin of less than 3 mg
per 100 ml, then an emergency shunt operation produced good
results (no deaths in 18 patients); on the other hand, of 19
patients with more than one of these unfavourable criteria
there were 13 deaths.6
A temporary reduction of portal pressure has been attempted

by dilating the obliterated umbilical vein and either anas-
tomosing it to the inferior vena cava7 or connecting it by an
external shunt to a systemic vein.8 The small calibre of such
makeshift shunts makes them prone to thrombosis, and the
reduction in portal pressure is almost certainly incomplete.
Moreover, attempts to dilate the obliterated umbilical vein are
not without risk.9 A thoracic duct fistula has been claimed to
lower the portal pressure and stop bleeding from varices.1''
This effect is probably achieved more by lowering the blood
volume than by a reduction in intrahepatic congestion, as was
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