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CASE REPORT

NEUROCY STICERCOSIS PRESENTING AS ISOLATED THIRD

CRANIAL NERVE PALSY - A CASE REPORT
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Abstract: Neurocysticercos's has varied dlinical presentation amongst which isolated oculomotor nerve palsy is infrequently presenting
dinical feature. Here, wereport at case of acute unilaterial oculomotor nerve palsy. The diagnosis of neurocysticercosis was established by
presence of characteristic granulomatous|esion in mid brain and strongly positive ELISA for cysticercal antigen in CS- and serum. Patient

responded well to medical therapy.

INTRODUCTION

Neurocygticeross (NCC) is the most common neurologica pareditoss
and continues to be a serious hedth problem in severd dates of India
with poor socioeconomic statusand deficint civicfacilities.cysticerc have
apredilection for CNSeyes and Sriated muscles. The clinicd spectrum
of NCC isvariable and ranges from asymptomatic form to symptometic
formsThe commonest presentationis presentation ispartia or secondary
genesrdized seizures Herewe report a case of NCC presenting as acute
onset isolated unilaterd oculomotor nerve palsy.

CASE REPORT

A 22 year old right-handed man presented with three days higtory of
heedachefollowed by drooping of |eft eydlid (Fig.1). Therewasno history
of vomiting, blurring of vision, fever or trauma. On examination patient
washormotensive, generd physicd & musculoskeetd examinaion was
unremarkabae. Neurologica examinaion was normal except left Sde
partia ptosiswith unilatera dilated pupil which was duggishly reective
to light, with restriction of adduction in left eye.

Routine Investigations like hemorgram, blood glucose and other
biochemistry were normal X-ray or chest and soft tissues of thigh did not
reved any abnormdlity. ELISA for cysitcercd antigenin CSFand serum
was positive. Serologica tests for tuberculoss and HIV were negative.
C.T scan brain showed aring enhancing leson in the left mid brain with
hyper dense nodulewithin it and perilesond edema(Fig-2) M.R.I. brain
confirmed it to be acysticercusleson.

The patientswas primed with ord steroids (Prednisolone 40 mg per day)
& received dbendazole (15 mg/kg/day). The neurologicd deficit started
improving within seven days of trestment and complete recovery was
seendfter 15 daysof treetment. Follow u CT scan after eight weeksshowed
complete resolution of lesion.

DISCUSSION

The dinica spectrum of NCC is varigble and depends on the location,
sze, number of lesonsand themagnitudeof hogtsinflanmetory re3action
againg parasite in brair?. Other proposed mechanisms are ischemia
secondary to arterid inflammation and occlusion produced by cysticerca
arachnoidities’. The common Stes of involvement in brain are cerebra
parenchyma, meninges and ventridles. Brain gem and cerebdlum are
infrequently affected and are usualy part of disseminated form of
neurocydticercos' isbut theincidenceof isolated solitary cyst inbrainstem
israe’ers,

Theusud presenting featuresof NCC arepartia or secondary generdized
seizures Sgnsand symptoms or raised intracrania pressure and menta
changes are dso been and dinicd presentation like begin intracrania
hypertension is not uncommon. Many patients show focal neurologica

deficit, which isaresult of parenchyma presence of cydticerci*.
Cydticerci areseenin unusud locationswithinteresting clinica findings.
Mesencephdic syndrome described by Sawhney et d9 has spectrum of
clinica features including upward gaze pasy, convergence retraction
nystagmus, eyelidretraction, pupillaryu abnormalitiesand skew deviation.
The underlying pathology may be necrosis or location of cyst in dorsa
mid brain itsdf.

Our patient wasinteresting in view of location of thelesionin dorsa mid
brainresultinginacuteonset partial coulomoter nervepalsy with papillary
involvement The possible mechaniam for deficit in this patient may be
the lesion itsdf. The rgpid improvement could because of reduction in
perilesma edema Thought other common causes of acute third nerve
pdsy are diabetes mdlitus, vacuities due to intra cranid infection and
posterior communicaing artery aneurysm. The papillary involvement in
ptosis should prompt early neuron imaging studies to exclude the space
occupying lesion.

REFERENCES

Delbrutto OH, Sotelo. J Neurocysticercosis A update Rev. Infect Dis 1988 10.1057-87
McCormick GF. Cysticercosisa review of 230 patients. Bull clin neurosici 1985:50,76-101
Rajshekhar V.E. Joseph, R. Kachnara et al-Neurocysticercoss presenting asa Solitary cyst
in the brainstem+-A case report: An of Indian Academy of neurology 1999 vol. 2:99-100.
De Brutto OH: Cydticerosis- cerebrovascular disease, review: J Neurol, Neursourg, Psy-
chiatry : 1992 55: 252-54.

Lewy, A.S. Lillehe, K.O Rubingein, D Sears, J.C. subarachnoid Neurocysticercoss with
occlusion of mgjor intracranial arteries. A Case report J. Neurosurgery 1995 36 183 186.
Chotmongkolv' suranyauisuth K Limpaawettana P. et.al superior divisional occulomotor
palsy caused by midbrain neurocysticercoss. Parasitol Innto 2006 sept 55(3) 223-225.
Garg RK. Karak B, Neurocycticrecosis presenting as midbrain syndrome, Journal
AssocPhysicians India 2000 May: 48(5) 533-5

Singh N N, Verma, R, Pankaj B K et al: Neurocysticercos's presenting as weber syndrome,
Neurology India 2003 Dec.51(4) 551-52

Sawhney IMS, singh G Lekhra OP et al, Uncommon presentation of cysticerosis, J, Neurol-
ci: 1988: 154:94-100.

© © N o g b~ N

Correspondence: Dr. C. M. Sharma, 150 Hari Marg, Civil lines, Jaipur, India Phone: 0141- 2225684



