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Case Report

Cysticercal encephalitis with disseminated cutaneous cysticercosis: A case report
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Abstract

Cysticercal encephalitis is a severe and frequently fatal neurological disorder seen in endemic regions. We report a young male who
presented with refractory status epilepticus along with numerous subcutaneous swellings over the body. His neuroimaging revealed
the classic “starry sky” appearance, suggesting a diagnosis of cysticercal encephalitis along with disseminated cutaneous cysticercosis.
He was managed with supportive care, antiepileptics and steroids. In endemic regions, neurocysticercosis should be considered
as a differential diagnosis in children presenting as acute encephalitis syndrome. A careful physical examination along with early

neuroimaging will help in establishing the diagnosis promptly.
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ysticercosis is a parasitic disease caused by infestation

with the larval stage of the pork tapeworm, Taenia

solium. Neurocysticercosis (NCC), i.e. cystecercal
infection of the central nervous system (CNS) is among
the commonest cause of seizures in the developing world.
Disseminated cysticercosis is an exceptional expression of
this disease characterized by high morbidity due to massive
symptomatic parasite burden in the CNS, subcutaneous tissues,
and other organs. We report an extremely rare presentation
of cysticercosis, i.e,. cystecercal encephalitis along with
disseminated cutaneous cysticerci in a young Indian boy.

CASE REPORT

An 8-year-old boy presented to the pediatric emergency room
with the history of multiple episodes of generalized tonic-
clonic seizures for 1 day. At the time of admission, the child
was in status epilepticus. Oxygen was administered, and an
intravenous line was secured, intravenous diazepam was
administered immediately, followed by a loading dose of
phenytoin (20 mg/kg). As the seizures continued to persist,
blood samples for serum electrolytes and sugar were sent,
which were reported as normal. In view of the refractory status
epilepticus, intravenous valproate (20 mg/kg), followed by
levetiracetam (20 mg/kg) were used, and the seizures were
terminated.

On enquiring from the mother, the child was developing
normally and is in class III in school, with no past or family
history of seizures. He was asymptomatic till 7 days back,

when his mother noticed multiple pea-sized swellings over
his abdomen. The swellings continued to increase in number
over the past 7 days, and at the time of presentation, numerous
pea-sized, non-tender, mobile, non-fluctuant and soft swellings
were noted over the abdomen, chest and neck (Fig. 1).

Even after the control of status epilepticus, the child
continued to show altered sensorium with Glasgow coma scale
of S (E1V1M3). A contrast enhanced computerized tomography
(CT) scan of the head was obtained. CT revealed multiple small,
contrast enhancing lesions involving entire brain parenchyma
forming the characteristic ‘starry-sky’ appearance seen in NCC
(Fig. 2). A fundus examination was also done, which revealed
papilledema in both the eyes, no cysts were visualized. In view
of the classical neuroimaging and clinical findings, a diagnosis
of cysticercal encephalitis with disseminated cutaneous
cysticercosis was made.

Figure 1: Multiple cutaneous nodules over abdomen and
neck of cutaneous cysticercosis (white arrows)
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Figure 2: Computerized tomography brain showing “starry
sky” appearance due to multiple calcified neurocysticerci
involving the entire brain parenchyma

The child was continued on maintenance doses of
antiepileptics and intravenous dexamethasone and 20%
mannitol were added. Over the next 5 days, the child’s
sensorium gradually improved to a Glascow coma score
(GCS) of 11 (E4V2MS5). He had 2-3 episodes of focal seizures
per day, for which anti-epileptic medications were optimized.
Nasogastric feeding, physiotherapy, and stimulation therapy
were commenced. The child was discharged on day 10 of
hospitalization; he was seizure free at the time of discharge
with GCS of 13 (E4V3M6). He was on full nasogastric feeds
and was receiving oral prednisolone 2 mg/kg/day (planned to
be tapered in follow-up).

DISCUSSION

NCC is the most common cause of acquired epilepsy in
developing countries [1]. The spectrum of NCC ranges from an
asymptomatic solitary parenchymal lesion to the most severe
form i.e., cysticercal encephalitis. This variation in presentation
depends on the location, number and stage of cysts in the
nervous system, and the host immune response [1]. Children
with immune deficiencies tend to have an atypical presentation
of NCC and may have a more virulent disease course [2].
Cysticercal encephalitis is an extremely rare form of NCC
where hundreds of small intra-parenchymal cysts are inflamed
causing severe intracranial hypertension [3]. The index case
also presented with features of intracranial hypertension in the
form of altered sensorium and bilateral papilledema.

The management of children with cysticercal encephalitis
is largely supportive. Corticosteroids are the cornerstone in the
management of this condition. Dexamethasone is the preferred
preparation, and it acts by reducing the cerebral edema caused
due to death of the parasite in the brain parenchyma [4].
Mannitol, at doses of 1-2 g/kg/day, may also be used for acute
intracranial hypertension secondary to NCC [4]. Although
antiparasitic agents, either albendazole (15 mg/kg/d orally for
8-15 days) or praziquantel (50 to 75 mg/kg/d orally for 15 days)
are effective in killing live cysticerci their role in management
of cysticercal encephalitis is controversial. The destruction
of numerous live parasites exposes antigens throughout the
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brain parenchyma and triggers an intense local inflammatory
reaction, which exacerbates symptoms and can be lethal
because of a sudden increase in intracranial pressure [5].
Even the latest American Academy of Neurology evidence-
based guidelines for the treatment of parenchymal NCC which
advocates albendazole plus steroids to reduce the number of
active cysticercal lesions and the long-term seizure frequency
mentions that, all the studies on which this evidence is based
excluded patients with massive cerebral edema or innumerable
lesions [6]. In view of these potential risks, we decided not to
administer antihelminthics in the index case.

In cases with disseminated cysticercosis, specially seen in
endemic regions or in travelers visiting endemic regions [7],
apart from the brain parenchyma, the cysticercal larva may
get lodged in various other body sites like striated muscles,
extraocular muscles, subcutancous tissues, spinal cord,
eyes, tongue, heart, lungs and liver [8-10]. Depending on
the location of the cyst, cyst burden, and the host reaction,
disseminated cysticercosis has the potential to cause severe
clinical manifestations. Subcutaneous cysticercosis is usually
asymptomatic, but may manifest as palpable nodules, as in our
patient who had pea-sized nodules over the trunk and chest.

The present case highlights that, despite the progression
in the health sector, extensive forms of cysticercosis are still
prevalent in endemic regions. In children presenting with
features of acute encephalitis syndrome in these regions, a
possibility of cysticercal encephalitis should be considered.
The importance of careful, complete physical examination also
cannot be overemphasized as illustrated in the present case,
wherein the subcutaneous cysticercosis provided a clue to the
diagnosis.
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