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ABSTRACT

Cysticercosis is an endemic disease in many developing countries. This
diagnosis is based on the cystic aspect of the lesions, particularly in case of
stay in endemic areas and serology. The clinical manifestations are of very
variable expression and go from the completely asymptomatic form to very

severe tables putting at stake the vital prognosis of the patient. We report
in this article the case of a 43-year-old woman who was admitted to the
neuropsychiatric center Dr. Joseph Guislain of “Brothers of Charity” in
Lubumbashi/DRC for a neurocysticercosis revealed by a behavioral disorder
and generalized tonic clonic seizures. She was treated with albendazole 15
mg/kg/day/15 days, phenobarbital 100 mg/day at 20 h, haldol 5 mg/day/10
days and prednisolone 1 mg/kg/day/15 days. Its evolution was marked by a
clear improvement of its clinical condition under treatment.
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INTRODUCTION

Cysticercosis is an endemic disease in many developing countries (1),
and is currently increasing in developed countries (2). Cysticercosis
is secondary to the ingestion of cysticercus larvae, either by exogenous
contamination (contaminated vegetables or rawness within the scope of the
fecal peril), or by endogenous contamination by auto-infestation in a patient
carrying T. solium (soiled hand brought to the mouth, digestion of rings
raised in the stomach by anti-peristalsis (3).

This pathology is a helminthosis that is present in well-defined geographic
areas of some countries, most of them in the process of development (4).
In some tropical countries, cerebral cysticercosis is one of the leading
causes of hospitalization in neurology departments (5). It represents, in
Mexico, Madagascar or Reunion Island, the first cause of epilepsy. On the
other hand, taeniasis due to T. solium, and even more so cysticercosis, has
practically disappeared from Europe (with the exception of certain countries
such as Portugal). The majority of cases of neurocysticercosis observed
in industrialized countries is therefore imported cases, observed among
immigrants from highly endemic areas and is still endemic and constitutes a
public health problem in the tropics (6).

The most frequent locations of the disease are the central nervous system,
striated muscles and orbit (7,8). The diagnosis of cysticercosis is based on the
cystic appearance of the lesions, particularly in case of stay in the endemic
zone and on the serology (9).

Clinical symptomatology depends on the number of larvae ingested, their
location and the immune response of the host (10).

We report in this article the case of a 43-year-old patient who was admitted
to neuropsychiatric center Joseph Guislain of the Brothers of Charity in
Lubumbashi/DRC for a neurocysticercosis revealed by a psychomotor
agitation and epilepsy behavioral disorder. This case was published with the
consent of the patient.

MEDICAL OBSERVATION

It was about Mrs KM, 43 years old, married, Congolese and resident in
Lubumbashi who had been received at the neuropsychiatric center doctor
Ghislain brother of the charity of Lubumbashi dated 31/10/2017 for a
change of behavior made of agitation, verbal and physical aggressiveness,
collectionism of clothes, logorrhea, sphincteric abandonment preceded
by generalized tonic-clonic convulsive seizures. His story revealed the
notion of generalized tonicoclionic convulsive seizures and moderate
diffuse headaches calmed by paracetamol a year before. For her seizures,
she was put under phenobarbital at 100 mg a day at night in the same
center. It has been noted that she has lived in an area with intensive pig
farming and consumption of pig meat. The clinical examination showed
a moderate state of agitation, no signs of focusing or signs of intracranial
hypertension. We noted the presence of cystic masses subcutaneous,
painless, 1 to 2 cm in diameter moving under the skin in frontal (Figure
1) and dorsal (Figure 2), the ophthalmologic examination was without
particularity. In front of this table a neurocysticercosis was suspected
which motivated the realization of a brain scanner (Figure 3) which
showed multiple hyper and hypodenseintraparenchymatous nodular
lesions without mass effect. The serology (Western Blot) was requested
but not performed, the other routine biological tests were normal (no
leukocytosis and normal C-reactive protein), An electroencephalogram
(EEG) performed under anticonvulsant treatment was normal. Thus, a
neurocysticercosis was retained according to the criteria of Del Brutto et
al. (11). Treatment with oral albendazole (15 mg/kg/day) for a duration
of four weeks, associated with the first seven days of corticosteroid therapy
(methylprednisolone: 1 mg/kg/day), anticonvulsant (phenobartital 100
mg/day on evening at 20:00) as well as haldol tablet 5 mg/day that was
introduced. In a few days, the condition of the patient improved very
much compared to the initial table. The patient remained asymptomatic
and was able to return home at day 16 after her hospitalization. The
control scanner could not be performed due to the low financial
conditions (Figure 4).
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Before treatment

Figure 1) Front cysticercus cysts.
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Figure 2) Dorsal cysticercus cysts.

Figure 3) Axial brain CT showing hypodense lesions (cyst degeneration) and
hyperdense (active) intraparenchymal lesions of cysticercous cysts.

After treatment

Figure 4) Almost complete disappearance of frontal and back cysts at day 33 of
treatment

DISCUSSION

It is described in the literature that the central nervous system is affected in
cases of cysticercosis in 60 to 90% of cases, and that the period of onset of
symptomatology would vary from a few months to several tens of years, even
if it is often impossible to accurately determine the timing of contamination
(12). It is difficult to determine its prevalence in our environment for lack
of long series.

This pathology affects people of all ages as described by Takayanagui OM et
al. (13) with peak incidence in middle-aged adults. The age of our patient
corroborates this statement. This same author had to show that the clinical

manifestations were of very variable expression and went from completely
asymptomatic form to very severe tables which could compromise the vital
prognosis of the person who suffers from it. The other authors (1,14) believe
that these manifestations would be a function of the number, size, location
of the lesions, the evolutionary stage of the parasite, the age of the host and
the variability of the immune response triggered.

Our patient had headache, tonic-clonic seizures and psychiatric agitation.
This is partly in line with the study by Sciutto E et al. who showed that
several clinical pictures would be described but dominated by four suggestive
symptoms, particularly recent epileptic seizures, which would be the most
frequent symptom, recent and progressive debilitating headaches associated
or not with intracranial hypertension syndrome, focal neurological
deficits and sometimes psychiatric manifestations (15). For Sotelo ] et al.
(16), epileptic seizures would occur mainly when degeneration of cysts
determines an inflammatory reaction, but could also occur at any stage of
larval infection, especially after calcification, and it could be of all types,
generalized or partial, but in the majority of cases these would be generalized
crises. For Cuetter AC et al. (17), cysts located in the cerebral parenchyma
are thought to be responsible for epileptic seizures in 70% of cases.

For their part, Sotelo ] et al. (16), showed in their study that intracranial
hypertension was more common in extraparenchymal forms, and could
be accompanied by hydrocephalus, which can be acute or chronic. This
intracranial hypertension would be related to a mass effect depending on
the size, number of cysts, peripheral edema caused by cyst degeneration or
occlusion of CSF resorption pathways by cysts with ventricular, ependymal
or subcutaneous localization. -arachnoidienne. On the other hand for
Forlenza OV et al. (18), in their study they reported that focal signs would
often be related to the number, size and location of parasites in patients.
They reported in the same study that even if the signs reflecting localization
at the level of the pyramidal system are predominant, all the focal signs
could be described (hemiplegia, sensory hemispyndrome, oculomotor palsy,
unilateral abnormal movements.

Forlenza OV et al. (18), described depression-type psychiatric manifestations
or psychoses and that these manifestations appear to be independent of the
number and type of brain lesions. Our patient was admitted in a context
of psychomotor excitement, this could sufficiently show the possibility of
finding the diversity of psychiatric charts in case of neurocysticercosis.

Qur patient had no focal sign or sign indicating intracranial hypertension.
We believe this would be related to the size of the intraparenchymal cysts and
the absence of cysts that can disrupt cerebrospinal fluid dynamics. However,
a medium and longterm follow-up is necessary in this one. Coulibaly B et
al. (19), reported in their observation in a 70-year-old patient the presence of
gait disturbances, idieational slowing and paresis of the right hemi-body with
a biological assessment that was normal.

It is known that neurocysticercosis is a leading cause of acquired epilepsy
in developing countries (1), and that in the world the annual mortality rate
related to this pathology is greater than 50,000 people (4).

Cysts located in the cerebral parenchyma are responsible for epileptic
seizures in 70% of cases. Extraparenchymal cysts (subdural or ventricular)
cause intracranial hypertension due to mass effects, CSF blockage, local
inflammation or fibrosis. Intraventricular cysts complicated by acute
hydrocephalus are fatal in 13% of cases (17).

For Mr. Boussard et al. (20), neurocysticercosis is the most common
neuroparasitosis in the world and is clinically manifested by epileptic seizures
and headaches. Other more severe charts, with intracranial hypertension,
stroke, could put the patient’s vital prognosis at risk. Thus we think that the
pathogenic power of cysticerci would be related to their location and the
severity of the manifestations could depend on their number.

Cerebrospinal fluid analysis was normal in our case. Garcia HH et al.
also found that cerebrospinal fluid was normal in 50% in his patients,
but sometimes the presence of moderate pleocytosis, hyperproteinorachia
and hypoglycorachia. The same author reported the performance of MRI
with a sensitivity of 80% for the detection of intraventricular cysts in case
of intracranial hypertension. On the other hand Cuetter AC et al. (17),
emphasized the importance of the T1 sequence in identifying inflammation
associated with degeneration of cerebral parenchymal cysts. Some other
authors have demonstrated 98% sensitivity and 100% specificity of the
wester blot in terms of biological diagnosis, but these values fall (less than
50% of tests are positive) and false negatives are common in case of lesion or
if the lesions are calcified (21,22).
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Contradictions spread in chain on the antiepileptic treatment in case of
neurocysticercosis. For some only antiepileptic treatment could guarantee
the patient a quality of life and comfort lasting, for others who oppose the
anti-helminthic treatment affirm that the effectiveness of this treatment is
only the reflect of the natural evolution of the disease, and even untreated
lesions would spontaneously disappear or calcify. Conversely, other studies
show that the control of epilepsies is better after anti-helminthic treatment
and that an unknown epileptic patient should not receive prophylaxis made
of antiepileptic therapy (1). However, even after curative treatment, we
believe that calcified larvae will remain epileptogenic and anticonvulsant
treatment should be continued and may be stopped only after two years after
stabilization and disappearance of seizures.

In our observation, we have stabilized epileptic seizures with phenobarbital,
and therefore this contrasts the theory of epileptic seizures of
neurocysticercosis that respond well to carbamazepine monotherapy, sodium
valproate or phenytoin. We plan to continue with the same treatment for
fear of recurrence because they are active forms. This treatment has been
combined with corticosteroid therapy to prevent cerebral edema, although it
is currently under discussion (23).

In his study, Garcia HH et al., was able to show the risk of recurrence despite
conventional treatment with albendazole or praziquantel (15-day courses of
treatment), especially in the case of multiple lesions, and proposed prolonged
sequential treatment with albendazole and praziquantel, given a different
sensitivity of each cyst to each drug, for the same patient (1), this joins our
phylosophy.

CONCLUSION

Neurocysticercosis remains a real public health problem given the risks faced
by the patient in resource-limited settings with a low level of hygiene and
a low technical platform for explorations. To think about it, to make the
diagnosis of presumption and to take the patient quickly in charge would be
prudent from the practitioner.
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