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Spinal cysticercosis. Case report and review 
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Cysticercosis is the commonest parasitic disease to affect the central nervous 
system (CNS).1-3 According to the World Health Organisation (1988), more 
than 2.5 million people worldwide are infected.3 Neurocysticercosis (NCC) is 
caused by the encysted larval form (porcine tapeworm) of Taenia solium 
(Cysticerus cellulosae). 4 The ways in which the eggs of T Solium penetrate the 
CNS are illustrated in Table I. 

Involvement of the spinal cord in NCC varies between 1 % 5 and 5%.4 The 
isolated medullary form is very rare, only 50 cases having been reported up to 
1988.5 The appearance of a spinal cord com�ression syndrome (SCCS) is 
unusual and late, according to reported series, -10 the largest being that of 
Sotel09 with 753 cases of NCC, including 10 causing SCCS, corresponding to 
1.4%; also the classic Dixon and Lipscomb seriesll of 450 NCC with only one 
patient with SCCS. 
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Case report 

A woman of 30 years, with no significant previ
ous medical history, resident in Barcelona, de
veloped sudden progressive paraparesis. An 
urgent myelogram showed arrest to the dye at 
T3/4 level. She had a laminectomy and sub
arachnoid vesicular formations were found. 

Postoperative studies:- CSF: increased pro
tein (34mg/100ml) and eosinphilia; EEG: nor
mal; Cranial CT scan: no evidence of patho
logical formations in the brain or in the pos
terior fossa; stools: negative; pathology: cystic
ercosis leptomeningea; titration: detection of 
antibodies of anti cyst ice reo larger than 1/128 
(results in Barcelona and Atlanta). 

Four months after the first operation a pro
gressive worsening of the residual motor deficit 
occurred. Therefore she had the following stu
dies: 

(1) Myelography (Fig 1) showed appearances 
compatible with leptomeningeal adhesions 
in 'flush'. In the lumbar region there was a 
postoperative pseudomeningocele. Lateral 
views showed a curious 'scalloping' on the 
dorsal wall of the lumbar vertebral bodies 
(Fig2).4 

(2) Cranial CT scan was normal. 
(3) Spinal cord CT scan showed cystic forma-
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Figure 1 Myelography: AP view, after the first 
operation. 
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Figure 2 Myelography: lateral view after the 
first operation. 

tions with precise limits located at the level 
of the laminectomy, the major component 
being extramedullary. The subarachnoid re
gion showed a heterogeneous morphology 
caudal to the cyst, with images in the form 
of partitions (Fig 3). 

(4) MRI showed atrophy of the cervical cord 
and, to a greater degree, the thoracic spinal 
cord, causing an anterior displacement 

Figure 3 Thoracic CT Scan showing psuedo
reticular formations inside the spinal cord. 
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within the dural s.ac by a cystic collection of 
CSF (pseudomeningocele). The greater 
volume of the cystic formation was extra
medullary and occupied the laminectomy 
area between C7 and L2. The thoracic 
spinal cord showed a number of in
tramedullary cystic cavities in interrupted 
segments some 3 cm in length. Syringomye
lia was also present. The intramedullary 
cyst at level T7 was separated from the 
pseudomeningocelc: its origin was unknown 
(Fig 4). 

The patient underwent a further surgical 
operation during which more vesicles of Cysti
cercus were discovered. During the early post
operative period she had paraplegia, a spastic 
transverse spinal cord syndrome incomplete be
low the 7th thoracic neurological segment with 
loss of sphincter control. Motor power was 2-3 
in the legs. The Frankel grade between the two 
operations changed from D to C. Urodynamic 
examination showed a supranuclear type of 
bladder denervation. Treatment was started 
with praziquantel (PZQ) in doses of 50 mgkg/ 

Figure 4 MRI shows a cystic formation from 
C7 to L2 (extramedullary) and intramedullary 
cystic-like cavities. 
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day, along with dexamthasone 12 mg/day for 30 
days.8 The most serious secondary effects were 
diarrhoea and nocturnal hypotension. 

Discussion 

The usual way in which NCC involves the 
spinal cord is from an extramedullary 
(racemose) formation, as a result of dissem
ination of the vesicles through the subarach
noid space from the posterior cranial fossa 
(Table 1).2,4 

In our patient the absence of lesions in the 
brain (CT Scan, EEG tests) led us to believe 
in a possible haematogenous spread for 
the leptomeningeal form of NCe. This 
route is only described for the intramedul
lary form,2,4,12 the lesions being localised in 
the areas of greatest blood flow (Table 1).12 

Vertebral involvement is due to indirect 
mechanisms and is produced by the pre
sence of a pulsating tumour-like lesion 
which erodes the posterior wall of the 
vertebral bodies (Fig 2). This is similar to 
such lesions as neurofibromas, arachnoid
oceles, medullary hydatids and also to le
sions occurring in some genetic disorders 
(achondroplasia, Hurler's syndrome, Mor
quio's syndrome, etc).4 

The neurological consequences of spinal 
cord involvement in NCC are due to two 
different mechanisms: irritation and mass 
effect. The progression of the spinal cord 
lesion is as follows: (1) inflammation due to 
the presence of the parasitic toxin;4 (2) mass 
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Table 1 Different ways of propagation of T 
Solium from oral to the CNS 

Taenia solium eggs - digestive tract - lymphatic 
system - porto-caval system - cardio-pulmonary 
circuit - CNS 

Encephalon 

\ 
Subarachnoid pathway 
Racemose form 11,19 

\ 
Spinal cord 

(1) Intramedullary form 
(Ventricular-ependymal tract15 
(Haematic route) 11,16,19 

(2) Extramedullary form 
(Subarachnoid pathway) 11,19 

(Haematic route? author) 

effect with a SCCS, caused by the increase 
in the size of vesicles; and (3) arachnoiditis 
fibrosa, leading to medullary vascular insuf
ficiency.12 The rate of development of a 
SCCS depends on the level of the lesion or 
lesions, their size and location, and will be 
related to the diameter of the spinal canal -
and its relation to the diameter of the spinal 
canal at that level or levels. 12 In our patient 
the main lesion was in the upper thoracic 
region (T3/T4), where the vertebral canal is 
not wide, considering the size of the spinal 
cord there. 
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