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Bilateral Oculomotor Palsy in Tuberculous 
Rhomboencephalitis—A Rare Presentation
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Rhomboencephalitis is an uncommon form of neurotubercu-
losis (< 5% of cases) and carries a poorer prognosis in terms 
of mortality and neurological sequelae.1 We report a case 
with bilateral third nerve palsy in a patient with tuberculous 
rhomboencephalitis (TR) and adverse outcome.

A 24-year-old male presented with subacute onset, bilat-
eral, pupil involving oculomotor palsy, without visual impair-
ment (►Fig. 1). He also had associated headache, low-grade 
fever, vomiting, and hypersomnia. The patient was afebrile, 
conscious and oriented, extremely somnolent, and other-
wise with no neurological signs other than nuchal rigidity. 
Direct and consensual pupillary responses were absent along 
with accommodation paralysis. Fundus examination was 
unremarkable.

A tuberculin skin test was highly positive, but a chest 
radiograph showed no signs of pulmonary tuberculosis. 
Blood investigations were unremarkable except for mild 
anemia (hemoglobin–9.9 g/dl) and slightly elevated eryth-
rocyte sedimentation rate (25 mm/h). Serum HIV test was 
negative.

Cerebrospinal fluid (CSF) analysis showed a cell count of 
35 cells/mm3 with 60% lymphocytes and 40% polymorphs, 
low glucose (40 mg/dl), CSF/blood glucose ratio of 0.30, and 
elevation of protein (130 mg/dl). CSF acid fast bacillus (AFB) 
stain was positive.

MRI of brain revealed multiple discrete to conglomerated 
ring-enhancing lesions in bilateral cerebellar hemispheres, 
vermis, pons and cerebral cortex with mild perilesional 
edema, which was suggestive of inflammatory granulomas. 
Exudates with few ring-enhancing lesions were seen in the 
basal cistern (►Fig.  2). Bilateral lateral, third, and fourth 
ventricles were dilated, along with periventricular ooze, 
indicative of communicating hydrocephalus. There were no 
midbrain lesions or border zone encephalitis.

A diagnosis of TR with hydrocephalus was made. The 
patient was started on antituberculosis therapy (3HRZE/9HRZ) 
along with intravenous 20% mannitol 100 mL twice a day for 
3 days, acetazolamide 250 mg four times a day, pyridoxine  

40 mg once daily, prednisolone 50 mg once daily, and levetirac-
etam 500 mg twice a day. A neurosurgery consult was advised. 
However, after 5 days of initiating treatment, the patient died 
after developing intractable breakthrough seizures and aspira-
tion pneumonia.

Associated cranial nerve (CN) palsy is an important fea-
ture to differentiate tuberculous meningitis (TBM) from 
other causes of meningitis. TBM patients with CN palsy have 
a higher incidence of altered sensorium.2 The oculomotor 
nerve is most commonly affected in TBM, usually unilater-
ally. This narrow caliber nerve traverses a long intracranial 
course and is divided into four segments: central, cisternal, 
cavernous, and orbital. In basal meningitis, ischemia (sec-
ondary to vasculitis or nerve rootlet entrapment by exudates) 
affects the cisternal part of oculomotor nerve while emerg-
ing from the midbrain in the interpeduncular fossa.3 The clin-
ical picture may be that of partial or complete third nerve 
palsy, with or without pupillary involvement. In contrast to 
published studies, our patient had bilateral complete third 
nerve palsy with involvement of pupillary fibers, indicating a 
severe grade of basal meningitis.

Absence of papilledema in spite of severe hydrocephalus 
may be due to severe and widespread arachnoid granula-
tions, preventing transmission of raised intracranial pressure 
to the optic nerve sheaths. In fact, papilledema may be seen 
in only 25% of patients with TBM.4

Medical management may be considered in cases with 
communicating hydrocephalus, in milder grades of hydro-
cephalus, and MRC (British Medical Research Council) stage 
2 or 3 TBM with hydrocephalus.5 Our patient was managed 
accordingly, keeping an alternative of a secondary/delayed 
surgical intervention (ventricular shunt).

Rhomboencephalitis may have a wide spectrum of pre-
sentation, which may or may not include cerebellar signs. 
Bilateral third nerve palsy is an indicator of a more severe 
form of TBM. Delayed presentation worsens an already poorer 
prognosis. Improved awareness to seek medical advice early 
might help reduce mortality and morbidity.
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Note
Informed consent has been taken from the patient’s 
guardian.
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Fig. 1  Bilateral severe ptosis with severe limitation of ocular motility 
in all gazes except abduction. Asymmetric bilateral third nerve palsy.

Fig. 2  T1-weighted, contrast-enhanced image (axial section) shows 
multiple discrete to conglomerated ring enhancing lesions in bilateral 
cerebellar hemispheres, vermis, pons, scattered along cerebral hemi-
spheres, with mild perilesional edema; exudates in the perimesen-
cephalic cistern; dilated bilateral lateral, third and fourth ventricles.


