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the patient developed diabetes insipidus, which was 
managed with desmopressin.

The second patient was a 6‑year‑old girl who presented 
with headache and vomiting for 2 months. CT scan 
showed a calcified in third ventricle with hydrocephalus 
[Figure 2a]. MRI showed a heterogeneous lesion 
occupying the entire third ventricle [Figure 2b]. There 
was no evidence of recent hemorrhage. She underwent 
VP shunt followed by subfrontal approach, and only 
partial excision of the lesion as the lesion was densely 
adherent to the floor of the third ventricle. Histopathology 
was cavernoma. After surgery she developed transient 
hyponatremia, which was managed medically.

Third ventricular cavernomas can present with signs 
and symptoms of any third ventricular tumors, 
however they usually present with symptoms of 
hydrocephalus.[2] Presentation as intraventriuclar 
hemorrhage is uncommon, and only three cases have been 
reported.[2] Our first patient presented with hemorrhage, 
and second with hydrocephalus. They can arise from 
the suprachiasmatic region, foramen of Monroe, lateral 
wall or floor of third ventricle.[3] Both of our patients had 
cavernomas arising from floor of third ventricle. The 
imaging appearance is that of typical cavernomas. The 
close differential diagnosis in the absence of hemorrhage 
is third ventricular craniopharyngioma.

The natural history of intraventricular cavernoma is 
not known. There is a risk of hemorrhage and acute 
hydrocephalus if the lesion is not excised completely. 
However, there is risk of hypothalamic damage in case 
of complete resection of lesion arising from floor of 
third ventricle, as it happened in our first case. It may be 
worthwhile doing only a VP shunt for hydrocephalus if 
the lesion is arising from the floor of the third ventricle.[4]
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Figure 1: (a) CT scan showing hemorrhage in third ventricle. (b) MRI 
showing a heterogeneous lesion in the third ventricle with bleed
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Figure 2: (a) CT scan showing calcified tumor in third ventricle. (b) MRI 
showing a heterogeneous lesion in the third ventricle
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Isolated nuclear III 
nerve paresis secondary 
to neurocysticercosis 
showing spontaneous 
clinical improvement

Sir,
We wish to present a case of isolated nuclear IIIrd 
nerve paresis secondary to neurocysticercosis (NCC) 
showing spontaneous clinical improvement. Isolated 
third cranial nerve palsy is rare in NCC. A 14‑year‑old 
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male child of Nepali origin presented with diplopia for 
6 days in left lateral gaze and drooping of his upper 
eyelids in both eyes. The complaints were insidious in 
onset, non‑progressive simultaneous in both eyes with 
no diurnal fluctuation. Rest of his present and past 
medical history was not significant. He had history of 
pork consumption. His general physical examination 
and systemic examination including neurological 
examination was unremarkable.

His visual acuity was 6/6 OU with increased wrinkling 
on forehead. He had severe neurological ptosis in both 
eyes with poor levator palpebrae superioris (LPS) action 
with no Marcus Gunn phenomenon and no sign s/o 
fatigueability. He also had an exotropia of about 15 
degree and mild paresis of elevation of eyeball in right 
eye maximum in lateral gaze. He had mild paresis of 
his right medial rectus with end gaze nystagmus in left 
gaze. Rest of the ophthalmological examination was 
unremarkable including papillary reactions. Diplopia 
charting showed horizontal diplopia in all gaze 
positions with maximum difference in left lateral gaze 
positions [Figure 1]. While waiting for his investigation 
reports his sign and symptoms showed spontaneous 
clinical improvement. His magnetic resonance 
imaging (MRI) showed a solitary ring‑enhancing 
lesion in the pre‑aqueductal region of mid brain of size 
0.72 × 0.68 cm involving IIIrd nerve nucleus with peri 
lesional edema [Figure 2]. His lumbar puncture was 
done and it revealed CSF protein levels 60 and it also 
showed 9 white blood cells mainly lymphocytes. ADA 
levels in his CSF were within normal limit. His serology 
revealed positive IgG levels for taenia solium (1.13 
U/ml) by ELISA. In the light of the above findings 
the patient was diagnosed as a case of nuclear third 
nerve paresis secondary to NCC of brainstem. After 
consultation with Department of Neurology the patient 
was put on oral albendazole and prednisolone. He was 
continuously followed up with no similar episodes till 
1 year after.

NCC is the most common parasitic infestation of 
the nervous system.[1] Globally, NCC is endemic in 
Central and South America, sub‑Saharan Africa, and 
in some regions of the Far East, including the Indian 
subcontinent, Indonesia, and China, reaching an 
incidence of 3.6% in some regions.[1] Del Brutto et al. 
have suggested diagnostic criteria for NCC.[2] In our 
case these criteria were fulfilled for probable diagnosis 
of NCC. It usually presents with seizures. Other 
various CNS clinical manifestations include headache, 
hydrocephalus, chronic meningitis, focal neurological 
deficits, dementia and psychiatric manifestations.[3] 
Involvement of third nerve is rare especially due to a 

parenchymal lesion.[4] Fluctuation in perilesional edema 
was probably responsible for spontaneous clinical 
recovery in our patient. The lesion in such nuclear third 
nerve paresis involves the central caudal nucleus (CCN), 
which is a small subgroup of oculomotor nucleus 
containing subnucleus for levator palpebrae superioris.[5] 
Involvement of this nucleus results in complete, bilateral 
ptosis.

We propose a more detailed evaluation of patients 
with fluctuating ptosis. In those patients where ptosis 
is restricted to ocular muscle without any other 
neuromuscular involvement, cranial imaging needs to be 
done, preferably MRI of the brain with contrast studies 
that may show lesions in the midbrain.
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Figure 2: Transverse section in MRI showing solitary ring enhancing 
lesion in the pre-aqueductal region of mid brain of size 0.72 × 0.68 cm 
involving IIIrd nerve nucleus with peri lesional edema

Figure 1: (a) Ptosis in both eyes. (b) Paresis of Medial rectus in 
right eye. (c) Paresis of elevation in right eye. (d-f) Respective 
improvement
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Commentary

I read with a great interest of the report of the 3rd cranial 
palsy secondary to neurocysticercosis in the current 
issue of the Journal of Neurosciences in Rural Practice.[1] 
The pork tapeworm Taenia solium causes two types of 
human disease, namely taeniasis and cysticercosis.[2] It 
is important to differentiate the two infections because a 
frequent misconception is that cysticercosis is acquired by 
eating pork. It is taeniasis, a localized intestinal tapeworm 
infestation, which is secondary to human ingestion of 
pork meat containing larval cysts of T. solium. On the 
other hand, cysticercosis is a systemic invasive tissue 
infection of the larval stage (cysticercus) of the T. solium; 
it is transmitted through ingestion of food contaminated 
with T. solium eggs (not the larval cysts), usually via 
fecal‑oral transmission from a tapeworm carrier (often 
an asymptomatic household member who handles food). 
Neurocysticercosis is a cysticercotic infection of the central 
nervous system and is the most severe form of cysticercosis.

Neurocysticercosis represents the most common cause 
of acquired epilepsy in the developing countries,[2,3] and 

it is estimated that there are more than 50,000 deaths per 
year from neurocysticercosis.[2] However, little attention 
has been paid to this disease entity until the World 
Health Organization (WHO) listed neurocysticercosis 
as one of the neglected tropical diseases and set targets 
for eradicating it by 2020.[4] Neurocysticercosis is highly 
prevalent in endemic regions of T. solium, such as 
Latin American countries, sub‑Saharan Africa, Indian 
subcontinent, Southeast Asia, Korea, and China.[3] Even 
in the countries where swine breeding and pork meat 
consumption are prohibited, there have been increasingly 
reported cases of neurocysticercosis in local people who 
acquired from ingestion of contaminated foods prepared 
by domestic workers and housekeepers migrated from 
T. solium endemic countries.[5] Long‑term (>1 month) 
international travelers to T. solium disease‑endemic areas 
are considered to be a high likelihood of contracting 
neurocysticercosis from a local taenia carrier.[6] It has 
no longer been regarded as a rare disease in developed 
countries, but practicing physicians in North America 
and Europe have not been yet familiar with the disease.[7,8]

Clinical manifestations of neurocysticercosis depend 
on the number, location, stages of cysticercal cysts, and 
the degree of the host immune reaction.[2] Virtually, 
any parts of the central nervous system could be 
affected. Hence, a wide spectrum of neurologic 
manifestations secondary to neurocysticercosis has 
been described in the literature. Seizures, nausea, 
vomiting, headache, and intracranial hypertension are 
the most common clinical symptoms and signs.[2] Other 
reported clinical presentations of neurocysticercosis 
are facial myokymia, various forms of nystagmus, 
extrapyramidal signs, Kluver‑Bucy syndrome, and 
Weber’s syndrome.[9,10] Ocular neurocysticercosis is an 
uncommon disease and usually present with a myriad 
of striking neuro‑ophthalmic manifestations.[11‑14] Making 
a diagnosis of neurocysticercosis in patients presenting 
with ophthalmic signs is exceptionally challenging 
and daunting in non‑endemic regions because it is 
still a forgotten disease in developed countries. In 
addition, the complexity of cranial nerve pathways and 
functions further poses a diagnostic challenge for the 
first responders who are usually non‑neurologists or 
non‑neuroophthalmologists. An early diagnosis requires 
a high index of clinical suspicion, and neurocysticercosis 
should be considered in differential diagnosis in an 
appropriate clinical context. Inquiry of of a detailed 
social history of demographic or epidemiological risk 
factors and a comprehensive travel history plays a 
significant role in supporting the initial suspicion. It 
would then be confirmed by neuroimaging studies 
and/or serologic assays to meet the diagnostic criteria 
of neurocysticercosis.
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