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Review Artiele:

Viral Encephalitis

DR. B- P. NEPAL®

The organism which slaughtered thousands in India and Nepal last year is Japanese
B Encephalitidis virus. Itis a group B type of asrbo virus. It ise small R N A virus and
there are many antigenically related types. The insect respumsible for the transmission of
this virus is culex gelidus inthis part of the world. The infection in man is only the
spill over of infection in pigs and birds. The disease is infrequent manifestation of human
infection. The infection rate in the epidemic ares in the childrenis about 10% but only
one in three to five hundred infection results in disease, but in adults onein twentyfive
infection results in disease. The epidemic is dreaded to be larger this year as it is larger in

alteroate vears. The epidemic in man usually occurs in August,-September, about one month
after it appears in pigs and birds. But it can be less seasonal.

PATHOGENESIS :

When and infected mosguite bites a man, the virus is deposited in the skin where it
multiplics. Itis then iakea by the lymphatics to the lymph nodes, spleen and small blood
vessels. It undergoes further multiplication in those organs and then released in  blood.
Viremia and dissemination to other organs then results. The incubation period is about
10 days. The extrinsic incubation period {in the mosquito) is about one week. The infec-
tivity in the mosquito is retaived throughout its life.

PATHOLOGY -
The organ severcly damaged is brain. The brain becomes grossly oedematous with

occasional small haemorrhages. On microscepic examination, oedema and hypermia in

"‘_ the lepto-meninges and cortex are seen. Smal haemorrhages and arteriolar thrombi are

also seen. Perivascular cailing is characterestic. Evidence of focal neuronal lesions are
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also found. There is degeneration of cytoplasm and nucieus. Focal nodules are fo
with microgieal and polymorphonuclear accumuladon. The damage is either due to
itself or due to immunologically related injury.

In the blood vesscls, damage to the vascular endothelial celis are seen. No -
is isolated from the blood vessels. There may be myocarditis and focal hapatic fegr.
CLINICAL MANIFESTATION :

‘The symptoms are duc¢ to:

(1) Permanent Neuronal damage

and {2) Temporary central dysfunction due to anoxia and cedema.

The onset is usuvally mild. The early symptoms are drowsiness headache. naus
vomiting and myalgia. This is called the prodromal stage. Thisis followed by persisti
high fever which cannot be brought down by conventional antipyretics. The temperati
is due to anoxia of the thermoregulatory centre, The fever peaks four to five days aft

the onset and slowly subsides. There is relative bradycardia. The pattern of disease

children is slighty different from that in the adult. Convulsion, discrientation, zbnorm
reflexes and paralysis of face and extremities are the features in children. In aduit, bilater
paresis without sensory changes is the feature. But there may be sensorial changes, qpastl

rigidity, cerebellar signs and coma which may result in death.

INVESTIGATIONS :

There are no sofisticated clinical investigation to fix the diagnosis. There ma
be transient increase in white cell count. CSF pressure may be 'increased, the proteic
element of CSF is usually increased. Poleocytosis is present. The best way to fix the
diagnosis is to isolate the virus from blood. But, this is very uﬁcommon in this disease
The serological study might prove the dignosis. The accuracy of serolo"gic:al study is
decreased by the prior presence of other related viruses. Early Jg M antibody reactive
in neutralisation and haemabsorption inhibition test only is a feature. Ig G antlbody

may be detected after 8~10 days which is reactive in complement fixation test.

TREATMENT AND PROGNOSIS :

The treatment is intensive supportive care, There is no specific treatxncnt.Artificiali.
control of hyperthermia should be attempted. Antipyretis are hardly of any use. So, cold.':;_
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sponging should be done. Adequate nutriticn skould be given by intravenous route. Stereids
have to be used in most of these deteriorating cases. Antibiotics are used in case of
secondry infection. The mortality rate in the adult is pbout 80%. It is about 30%in
th;i children, bul permanent sequele like UM N paralysis, cerebellar syndromes, personality

#1 changes and mental delerioration are more ccmmon in them.

PREVENTION : _
It is now clear that prevention is the only way out. The following preventive

iX methods are attempted. The Tirst one is “Live attenuated vaccine”. It was used with

Ei3 suceess in pigs in Japsn. But this is tco dangercus 1o be used in human for fear of
overt infection from the vaccine itss)f. The second one 15 “*Formalised vaccine”. Some
e} success has been reported with this in Japan. But the poor people of this area has
et to get it. The third one is *Passively acquired antibody"”. Due to sofisticated method
the cost involved, it is out of reach of the people of this part of the world.
4 The one and only way of prevention that is feasiblc here is specific vector control.

Majesty's Govt, has gone ali out towards this end.
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