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Like most controversial topics in medicine, the truth probably
lies between the two schools of thought. In the early acute
Case-roughly within the first 48 hours-operation is indeed
quite simple and there is no contraindication to its perfor-
mance in an otherwise fit patient provided a skilled surgeon
is available and that there are full facilities for operative
cholangiography. Surgery is also indicated if the gall bladder
has perforated before admission or if the disease does not
settle with conservative treatment, when a cholecystotomy
us usually necessary. However, in the patient whose acute
attack has been in progress for some days, or who is grossly
fat or a poor risk or who is in a hospital where adequate
operative facilities are not available, a conservative regimen
is the wiser course better a living problem than a dead
certainty.

Nonbacterial Vegetations on
the Heart Valves

Nonbacterial vegetations are seen on the heart valves in
rheumatic carditis and the Libman-Sacks endocarditis of
systemic lupus erythematosus.' They consist of platelet aggre-
gates covered with fibrin, and they arise on areas of inflamma-
tion and necrosis in the valve substance. Vegetations may
also occur on valves that are apparently normal in the condi-
tion of nonbacterial thrombotic endocarditis-sometimes
called terminal endocarditis because it is usually considered a
terminal phenomenon of little clinical significance.2 3 In one
series it was noted in 78 of 18,486 consecutive necropsies, and
in 11 cases there was systemic embolism with infarction, which
was in some instances the immediate cause of death,4 an indi-
cation that the condition is not always terminal. It is specially
prone to complicate widespread cancer,5 6 but it may occur in
many other conditions and may be the first indication of a
systemic disease.'
The valves affected are usually the mitral and the aortic,

which show slight degenerative changes in the collagen frame-
work without a cellular reaction. It has been suggested that
altered collagen forms the bulk of the vegetations,7 but
they are in fact thrombi developing on slightly abnormal
valves.5 It is likely that in some cases the clotting time of the
blood is decreased.' The vegetations may become organized,
and it is possible that the common Lambl's excrescences,
small filiform processes found on the valves of elderly people,
have their origin in minute thrombi of this nature.' 9

Nonbacterial valvular vegetations can be produced experi-

mentally in animals by creating an arteriovenous fistula be-
tween the femoral or iliac arteries and veins or between the
aorta and the inferior vena cava.'0 These vegetations are apt
to become infected spontaneously, and if bacteria are injected
intravenously a bacterial endocarditis invariably results.'1 It
is possible that the cardiovascular stress produced as a result
of the shunt leads to minor valve damage which predisposes
to thrombosis and bacterial infection. Recently K. Nakao
and A. A. Angrist have studied the pathogenesis of these
valvular lesions in rats in which arteriovenous fistulae had
been produced between the aorta and the inferior vena cava
below the renal vessels.12 They found that the first changes
occurred in the loose connective tissue underneath the endo-
thelial basement membrane. There was an oedematous
dissociation of the collagen fibres, due probably to a bio-
chemical change in the ground substance. At the site of
these lesions there was a patchy denudation of endothelial
cells, and platelet aggregation tended to occur on the fibrinoid
material consisting of collagen fibres, fibrin, and acid muco-
polysaccharide. A constant feature of this type of experiment
is hyperplasia of the adrenals. Its cause is unknown, but it
has been suggested that excessive production of glucocorti-
coids plays a part in the connective tissue changes in the
valves." 14

While this experimental work seems to have no immediate
application to man, it serves to throw light on the pathogenesis
of both nonbacterial thrombotic endocarditis and the bacterial
variety, which is a serious complication of pre-existing
valvular disease and congenital heart disease. It is interesting
that subacute bacterial endocarditis is not uncommon in the
elderly, and that in the majority of cases there is no gross
valvular disease to account for its localization." 16 It is likely
that these "virgin valves "" are the seat of nonbacterial
thrombotic endocarditis which subsequently becomes in-
fected. It is evident that this variety of vegetation is not
necessarily a terminal event or of little clinical import-
ance. In a study of its pathogenesis may lie a greater under-
standing of the mechanism of bacterial localization in the
infective type of endocarditis.
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Acute Necrotizing Encephalitis
"Encephalitis" is one of the most unsatisfactory clinical
diagnoses in neurology. If the illness is mild the patient
recovers and the diagnosis is rarely firmly established, while
in those seriously ill the diagnosis is often incorrect and if
too readily made may mask until too late some lesion such
as a tumour or an abscess which may have required urgent
surgical treatment. Several devastating affections of the
brain which are apparently encephalitic have been classified
pathologically, but clinical diagnosis is very difficult and in
few of these conditions is either the aetiology or the treatment
clear. However, one condition-acute necrotizing encepha-
litis-is being clinically recognized more frequently by neuro-
logists and neurosurgeons, and evidence is growing that many
of these cases are due to the herpes simplex virus. J. Hume
Adams and W. Bryan Jennett' have recently described eight
typical cases and list most of the published accounts. The
earlier literature is reviewed by W. Haymaker and his
colleagues2 and by L. van Bogaert and his colleagues.3
The disease occurs at all ages and the sexes are equally

affected. There may be a prodromal illness with general
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malaise, pyrexia, and possibly upper respiratory infection, and
then over two or three days the patient becomes confused and
develops headache of moderate severity, high pyrexia, and
slight neck stiffness. Convulsions, which may be focal, often
occur and a moderate hemiparesis may develop at the same
time or later. The picture is that of a rapidly expanding
cerebral lesion, though clinical localization is sometimes
difficult and the systemic signs are unusual. The cerebro-
spinal fluid has a raised cell count (60 to 300 leucocytes/
cu. mm.), perhaps a number of red cells, and a high protein
but normal sugar content. If the centrifuged deposit is
stained and examined the cells may be found to be atypical
mononuclears belonging to the plasmacyte series, some show-
ing mitotic figures, the picture suggesting an acute inflam-
matory process. Electroencephalography shows diffuse slow
wave abnormalities often with multiple sharp foci, though
the tracing is not diagnostic in any way. A normal E.E.G.
virtually excludes the condition. Echo-encephalography may
show a non-specific shift of mid-line structures, and arterio-
graphy or ventriculography may also suggest a unilateral
expanding lesion in one or other temporal lobe. If an explora-
tory biopsy is carried out, however, necrotic brain only will
be found, but specimens of brain taken at this time can be
examined for the presence of the herpes simplex virus, and the
diagnosis can be confirmed by the demonstration of a rising
titre of herpes antibody in the blood.
The mortality rate has so far been very high, but measures

aimed at reducing intracranial pressure combined with the
use of corticosteroids and antibiotics have apparently saved
several patients' lives though leaving some with serious
neurological deficits.
The condition can often be recognized macroscopically

at necropsy by the markedly asymmetrical oedema and soften-
ing of the brain, affecting principally the temporal lobes and
posterior orbital gyri, scattered through which are multiple
haemorrhagic foci, the lesions often extending across the
corpus callosum. Histology shows general changes of enceph-
alitis, but most striking is the selective necrosis in the grey
matter and subjacent white matter of the temporal lobes, the
orbital and cingulate gyri, and the insula. Occasionally
intranuclear inclusions of herpes type may be shown, and
when these have been studied by electron microscopy they
have been considered confirmatory of the presence of herpes
simplex virus.
Whether this condition is due to direct virus invasion or

represents yet another antigen-antibody reaction, and whether
herpes virus is the only cause or the only one so far demon-
strated are all points as yet uncertain. Nevertheless it is
important to recognize the existence of the disease not just
as a pathological curiosity but as a serious and not too un-
common condition capable of being diagnosed by full neuro-
logical and neurosurgical investigation and offering a chance
of successful treatment if the effects of the high intracranial
pressure can be combated. Herpes simplex encephalitis was
at one time too readily diagnosed and fell somewhat out of
favour when it was realized that there are several diseases
characterized by an encephalopathy with inclusions. Now
perhaps it is coming back into prominence in its correct role.
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Increase in Stabbing
Stab wounds differ from other penetrating injuries by being
in most cases inflicted deliberately and with malice, but they
share with them the possibility of causing deep and serious
damage that may go unrecognized until complications
develop. For doctors working in accident and emergency
departments it is wise to regard all puncture wounds with
deep suspicion until the amount of damage done has been
established beyond doubt. Deliberate stabbing, accidental
stabbing, and falling or being thrown against sharp and some-
times blunt projections' have it in common that penetration is
forcible, and what the victim feels at the time rarely gives
any indication of the depth of penetration or the damage
caused. Far from feeling " a stabbing pain," many stabbed
persons are aware of no more than a blow, and some do not
know that they have suffered injury until they are found to
be bleeding.
As much detail as possible should be sought about the

direction and force of the blow, about the victim's posture,
and about any feelings such as numbness, tingling, and loss
of power at the moment of injury. It is particularly impor-
tant that unconscious persons and victims of assault be
examined thoroughly after being stripped because stab
wounds may be widespread as well as multiple, and those
overlying important organs are not necessarily the most
important ones. Useful information may come from any
discharge from a wound and from x-ray examination.
When exploration is necessary it should be undertaken as

a formal surgical procedure, with whatever facilities may be
needed to deal with the complications of the wound con-
cerned. Bleeding is the most dangerous.2 3 Even when there
is no evidence of deeper damage, it is generally wise to
explore wounds near large blood vessels and wounds of the
face and eyelids4 and of the buttocks and perineum. Never-
theless, it can take a good deal of experience to know not only
when to explore but also how to explore a wound that may
be small and apparently superficial and harmless. Probing
can be a dangerously inadequate test of the depth and
importance of a penetrating wound. Senior surgeons should
do all they can to pass on their experience to their juniors,
which may mean holding themselves in readiness to advise,
supervise, or operate in such cases, which are likely to occur
during the evenings of the weekend.

Stab wounds of the trunk penetrate the various sections of
body cavity less often than might be supposed; N. R. Batey
and G. C. MacBain' found that only half did. In the chest
emergency thoracotomy is necessary to deal with severe bleed-
ing, a torn bronchus or trachea, and perforation of the gullet.
Stab wounds of the lower part of the chest may penetrate the
diaphragm and abdominal viscera. Otherwise the active
treatment required is usually no more than to drain a pneumo-
thorax, which may be valvular, a haemothorax, and, occasion-
ally, a haemopericardium.
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