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Abstract:

We are reporting a case of Dengue
hemorrhagic Fever with bilateral sixth nerve
palsy without any other signs and
symptoms of encephalitis who recovered

spontaneously with only supportive
management.
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INTRODUCTION:

Dengue fever has varying clinical
presentations ranging from asymptomatic
infection to life threatening dengue
hemorrhagic fever and dengue shock
syndrome'. Dengue is an increasingly
prevalent arboviral infection common in
tropical countries including south and southeast
asia. Fever,arhralgia,headache,petechial
spots,rash and hemorrhagic manifestation
are common features. However, neurologic
manifestations are unusual®.

CASE REPORT:

A 10 year old girl presented to
PICU, RL] HOSPITAL of Sri Devaraj Urs
medical college, Kolar, Karnataka with
continous, high grade fever of 10 days with
severe headache, bodyache,vomiting, pain
abdomen and with swelling of lower limbs.
On examination the patient was febrile and
drowsy, pulse was 80 beats/min,
respiratory rate of 36 cycles/min, blood
pressure of 80/50mmHg with temperature
of 39°C with few petechial spots on the
trunk and thighs. There was mild

—
pallor,skin rashes,lymphadenopathy an"d"?' !
edema of the lower limbs. Neurological |
examination revealed only bilateral
convergent squint(6™nerve palsy) witﬁ‘%, I
normal GCS,normal tone and reflexes in all %
four limbs and absence of neck rigidity or
kernig’s sign. Respiratory system was
normal but had tender hepatomegaly wﬂi\;
just palpable spleen. Investigation revealed
hemoglobin of 8 gm/dl, the intial platelet = |
count was 60,000/mm?* WBC count wis 1 ‘
4,200/mm?* with normal differential count_
and normal WBC morphology. The serum ;
sodium level was 134meq/l, SGOT,SGPT,
Serum bilirubin was normalexcept serum‘”
albumin was 3 gm/dl. DIC profile, blood;
urea, serum creatinine were normal. CSF
examination and CT brain was es sentnlgy
normal. Dengue serology was posmve
IgM antibodies. ;

The patient was mana
conservatively with fluid therapy(ﬁz"”i
and continous monitoring. She :
afebrile after 7days of treatment and m\
discharged after 10 days. On follow l?
girl was healthy and had recovered
nerve palsy.

DISCUSSION:

Infection by dengue wis
commonly assoc1ated with den £
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fection have ftaeen described to include
:adache, seizuires, depressed sensorium,
shavioural Misorders, neck stiffness,
elirium, para}lysls, cranial nerve palsies
nd coma. [[Previously reports of
eurological ,{namfestahons in dengue
nfection had been referred to as
:ncephalopathy rather than encephalitis

f
i

cecause attempts to demonstrate direct
mvasmn of iNS by dengue virus had
failea fherefbre the pathophysiology of
these neuro},ogxcal manifestations was
thought to be|secondary to prolonged DHF/
DSS as oppjsed to encephalitis which is
defined as localised invasion of CNS*7.
Various phy rfpologlcal events were thought
to lead to encephalopathy such as cerebral
edema’, cerel{zral hemmorhage, hyponah'elma.
fulminant hl&patlc failure®, cerebral anoxia,
micro capillgry hemmorhage and release of
toxic prod cts’. Recent reports however

have demo tstrated a possible neurotxppnc_

effect of th& virus. Animal studxwdmlé.h*iﬁ

mice sho&{ved that the virus could
breakdown}kthe bloodbrain barrier leadmg to
CNS mva$gon virus mediated cytokines
w “ resp(?nsxbleIO Dengue virus type-2 has
been demgnstrated in the CSF of a dengue
encephahl,hs patient. Dengue encephalitis
should bdl considered in the differential
dlagnosxit of acute viral encephalitis,
especlallyf in countries like India where
dengue has assumed epidemic proportxons
Most ca‘{”e series on dengue encephalitis
suggest tf\ﬁat patients with the disease have
a higher gendency to develop DHF/DSS"22,

THjs case was reported because the
presentahon was dengue hemorrhagic fever

but the | only neurological mtanifestation

was bilateral sixth nerve palsy with no
other siéns and symptoms of encephalitis or
encephdlopathy which is a very rare entity.
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