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LETTER TO THE EDITOR

Asymptomatic neurocysticercosis over 15 years
between transitory ischemic attack as initial and epilepsy

as second manifestation
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Neurocysticercosis(NCC) is a CNS parasitosis, which is
non-progressive in case of intra-parenchymal lesions, but
progressive in case of extra-parenchymal lesions [1]. Intra-
parenchymal NCC is frequently associated with epilepsy
and extra-parenchymal NCC with intracranial hyperten-
sion. Persistence of viable cysts over the years is not rare,
but infrequently reported. Here, we present a patient with
non-progressive NCC who developed epilepsy 15 years
after the diagnosis of NCC.

A previously healthy Romanian female experienced
recurrent episodes of right-sided hemihypesthesia and
headache at age 40 years. Based on the clinical presenta-
tion, serological testing, and cerebral MRI which showed
an enhancing right parieto-occipital and a left parietal
nodular lesion with perilesional edema, NCC was diag-
nosed. After praziquantel (1,800 mg for 2 weeks), she
became symptom free. At age 55 years (15 years later), she
experienced a first tonic—clonic seizure followed by tran-
sient right-sided hemiparesis. Serum IgG antibodies against
Taenia solium were positive on Western blot and 7.12
(n<1.1) on an ELISA. Detailed descriptions of the
methods used for the ELISA and the Western blot, how-
ever, were not provided in the written reports. Carbamaz-
epine (400 mg/day) was given and, since seizure activity
was attributed to exacerbation of the parasitololgical
infection, she also received albendazol (800 mg/day) for
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4 weeks and erythromycin (500 mg/day) 3 day/week for
3 weeks. One month after starting carbamazepine, it was
replaced by valproic acid (1,000 mg/day) because of
recurrent focal seizures of the right arm. Since focal sei-
zures recurred 2 months later, she received praziquantel
(1,800 mg/day) for 3 weeks. One month later, albendazole
(800 mg/day) was given for 3 weeks followed by a second
cycle 3 months later. Seven months after the first tonic—
clonic seizure, she experienced a second one. IgG anti-
bodies against Taenia solium were 3.11 (n < 1.1) on an
ELISA. Cerebral MRI showed multiple supra-tentorial,
intra-parenchymatous, calcified lesions, which did not
show perilesional edema (Fig. 1). Additionally, two
enhancing nodular lesions, one in the right parieto-occipital
region and the other in a left high parietal location, were
found. Carbamazepine (400 mg/day) was added to valproic
acid (1,000 mg/day). Though she did not follow the advice
to stepwise increase carbamazepine to 900 mg/day, she
remained seizure free during the next 2 years until today.

The presented case is interesting for several aspects.
First, the patient is from Romania where NCC is endemic
and has a higher prevalence than in Western Europe [2].
Whether the lower prevalence in Western Europe is due to
a higher standard of hygiene or due to under-diagnosing the
condition remains speculative, but with intensified migra-
tion the prevalence of NCC will increase also here. Second,
NCC initially manifested as headache and transitory
ischemic attack (TIA), and remained subclinical during the
next 15 years. TIA as the initial manifestation of NCC
could be explained with arteritis predominantly occurring
with subarachnoid cysts [1]. However, the patient did not
show subarachnoid lesions on MRI. Alternatively, TIA
occurred independently of NCC due to atherosclerosis (the
patient’s risk factors were arterial hypertension and
smoking), or was a non-convulsive partial seizure. Though
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Fig. 1 MRI of the cerebrum.
T2*-weighted images showing
multiple supra-tentorial, intra-
parenchymatous, calcified
lesions without perilesional
edema (left panel). Only two of
the lesions were slightly
enhanced on T1-weighted
images with contrast medium
(right panel)

asymptomatic cases of NCC have been described [3], they
did not remain asymptomatic over such a long period.
Silent NCC over 15 years could be explained by the strong
immune competence of the patient or effective treatment
with praziquantel at the onset 15 years ago. Whether the
appearance of epilepsy after 15 years of “silence” was due
to reinfection with 7. solium remains speculative, but in
case reinfection had occurred the new treatment with
albendazole was effective. Results of stool antigen testing
for Taenia to rule out autoinfection with shed eggs in stool
were not available. Third, albendazole has been adminis-
tered in Romania without steroids. Steroids have been
shown to increase the antihelminthic effect of albendazole
by up to 50 % [4]. On the contrary, steroids diminish the
antihelminthic effect of praziquantel. The alternating
administration of albendazole and praziquantel was also
unusual. Today, albendazole with steroids is preferred over
praziquantel [5]. Fourth, epilepsy disappeared after com-
bining low-dose valproic acid with low-dose carbamaze-
pine. That seizures were induced by praziquantel is rather
unlikely, since the first antihelminthic drug administered
after the seizure was albendazole. More likely, seizures
were induced by one of the enhancing lesions, representing
the vesicular colloidal stages of cyst involution [1]. Sei-
zures could have also been triggered by perilesional edema
around a dying larvae, but perilesional edema was absent in
the presented patient. Since perilesional edema is found in
only 25-33 % of NCC, but epilepsy reported in 50-75 %
[6], other triggers are assumed. One of them could be
toxins secreted from the involuting cysts, which could
kindle seizure activity. An argument against the assump-
tion that seizure activity is related to the stage of larva
involution is that there is no difference in the proportion of
cyst stages between symptomatic and asymptomatic NCC
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patients [7]. It is also conceivable that a calcified, inactive
lesion is the only culprit of epilepsy, making several rounds
of antiparasitics useless.

This case shows that NCC may initially manifest as TIA
and remain asymptomatic thereafter for a long period of
time. Recurrence of symptomatic NCC may be attributable
to reactivation of the cysts or reinfection.
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