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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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Neurocysticercosis should no longer be considered 
as a disease only of developing countries given 
advances and ease of intercontinental travel. In any 
parts of world including industrialized countries, there 
have been increasing numbers of reported cases of 
neurocysticercosis in returned travelers, immigrants 
from endemic regions, or local people living with 
domestic helpers from disease‑endemic countries. 
Practicing clinicians require a heightened clinic index 
of suspicion of neurocysticercosis that could present 
with various neuro‑ophthalmic manifestations. Also, 
interpreting radiologists should be familiar with 
and be able to recognize characteristic radiological 
appearance of neurocysticercosis to assist in diagnosis. 
Interdisciplinary and multidisciplinary consultation and 
collaboration plays a pivotal role in early recognition and 
diagnosis of the disease.
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Commentary

The report by Chauhan et al. describes the rather peculiar 
and rare presentation of neurocysticercosis (NCC) in 
brainstem location with isolated nuclear IIIrd nerve 
palsy, and interestingly with rapid spontaneous clinical 
improvement.[1] This case highlights again the reputation 
of NCC as the great imitator of other neurologic 
disorders in endemic countries. Thus, it is important in 
these countries to rule out other neurologic disorders 
before making the diagnosis of NCC when the clinical 
presentation is atypical like in this case with brainstem 
involvement. A vascular disorder (TIA or minor stroke) 
is a reasonable differential or complication of NCC 
with such transient presentation. However, the latest 
hypothesis is more suggestive with the association 
of subarachnoid cystic lesions (particularly at the 
suprasellar cistern) or abnormal enhancement of basal 
leptomeninges,[2] which is not the case in the report by 
Chauhan et al.

NCC diagnosis can be challenging when there is no 
“hole‑with‑dot” appearance on brain imaging. A solitary 
ring‑enhancing lesion differential diagnosis can then be 
very difficult especially in many developing countries 
where imaging and biological investigations are limited. 
It is therefore difficult in this setting to differentiate this 
lesion from brain abscess or even tumor. This is the 
reason why diagnostic criteria have been developed 
for NCC.[3] Clinicians should also keep in mind the 
possibility of NCC co‑morbidity with other neurologic 
disorders in endemic countries.
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