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Abstract 
 

Neurocysticercosis is a condition caused by the accidental release of Tenia solium cysticerci 

into the central nervous system in humans. Epileptic seizures are present in 50-80% of clinical 

manifestations, diagnosis is by serology, scenography and MRI.  

Our clinical case concerns a patient who had lived for 10 years in a Teniasis endemic area and 

had consumed undercooked pork. He presented several episodes of epileptic seizures, with 

negative cysticercosis serology, but the scans and MRI images were very suggestive of 

neurocysticercosis, so this is a case of probable cysticercosis infection  
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INTRODUCTION 

 

   Neurocysticersosis is related to the development of cysticerci larvae of Taeneas solium and 

exceptionally others such as T crassiceps of foxes and canids  in the central nervous system of 

humans. 

    The disease is prevalent in Latin America, Asia, sub-Saharan Africa in the Black African 

collectives (Congo-Niger,-Gabon) and in part of Oceania. The clinical cases diagnosed in 

developed countries come from immigrants infested from endemic areas (1,2, 3, 4,5,6,7) (fig1) 
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   Humans are the definitive host of the adult form and accidentally host the larval or 

cysticercal forms that determine cysticercosis (8) 

                     It is contaminated either by: 

-ingestion of infected or undercooked pork, 

- ingestion of embryophores with food or on hands soiled with contaminated human faeces 

(faecal-oral contamination), 

- Self-infestation if it harbours an adult T.solium, one or more of whose rings ascend from the 

small intestine into the stomach where their lysis releases the embryos they contain. 

In all three cases the hexacanth embryos pass through the digestive lumen, enter the 

bloodstream and develop into cysticerci larvae (ovoid vesicles into which a single scolex is 

invaginated)(4,8). 

    These cysticerci are numerous and are mainly located in the muscles, skin, eye and central 

nervous system,  resulting in cysticercosis(4,9). 

 

   In the central nervous system, the cysticerci is alive because of the inflammatory reaction 

that modifies the surrounding nervous tissue very little; it can live for a long time protected by 

the hemato-meningeal barrier and by its immune mechanism; their degeneration deteriorates 

the immune system and makes the cystic forms appear. The larva can remain alive for several 

years and become encysted; once dead, the parasite leaves a calcification as a scar. The natural 

evolution of cysts that have become asymptomatic is involution, usually within 2 years (4,8). 

 

   All stages of evolution (live vesicles, racemose forms, non-calcified cysts and calcified 

cysts) can be found in the same individual (8) ; 

   They are frequently located in the cerebral hemispheres, mainly at the junction between the 

white matter and the grey  matter, in other parts of the central nervous system.  

  Parenchymal, subarachnoid, intraventricular and spinal forms (7,10). 
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        Fig2: Life cycle of Teanea solium (adapted from refence 276) 

 

  Clinical manifestations only appear when the encysted parasite dies and the walls become 

permeable, stimulating the immune system (3, 6, 9, 11). They depend on the shape, size, 

topography of the lesions and the severity of the inflammatory reactions between the host and 

the parasite. 

 

    The parenchymal forms are characterised by epileptic seizures (50-80%), migraines, 

encephalitis, dementia; the extra parenchymal forms (10-30%) are manifested by intracranial 

hypertension and hydrocephalus, the sub-arachnoid (5-10%) and medullary forms cause acute 

or chronic meningitis, giant cysts, motor deficits due to capillary infarction. Asymptomatic 

forms are described in almost 41.5% of cases (9  ,12) 

 

 The treatment is symptomatic, by treatment of epilepsy, etiological on neurocysticercosis and 

can be neurosurgical in particular in case of associated hydrosephaly(7) 

 The diagnostic criteria are now established and allow the diagnosis to be classified as definite 

and probable. Table 1(13) 

http://www.ijnrd.org/


© 2023 IJNRD | Volume 8, Issue 2 February 2023 | ISSN: 2456-4184 | IJNRD.ORG 

IJNRD2302277 International Journal of Novel Research and Development (www.ijnrd.org)  
 

c700 

 

 
     

   In the present study we present a clinical case with a negative  serological diagnosis 

while the clinical and imaging findings are strongly in favour of neurocysticercosis.  
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   CLINICAL CASE  

 

  Mr MP, 47 years old, received in the emergency room of the Sainte Margueritte Hospital in 

Marseille, for malaise and loss of consciousness of sudden installation at home.  .  

   The beginning of his symptomatology goes back to 2 years marked by two episodes of 

paroxysmal language disorders (Bravais Jargonian convulsion and aphasia) transient 

spontaneously regressive in five minutes without particular assessment, On 27/03/1998, he is 

received in the emergency room for two generalized tonic-clonic seizures, the second one with 

a partial onset in the right hemicorpus and secondary generalization. 

 His ATCD is marked by his stay in Africa (People's Republic of Congo, Gabon, Niger) for 10 

years (1977-1987) with frequent consumption of badly cooked bloody pork, he was born to an 

epileptic mother. 

  The post-critical physical examination is normal with no signs of focalization.  

  The cerebral CT scan with and without injection of contrast products shows two right 

anterior middle frontal hypodensities, a spontaneously hyperdense filiform lesion of the left 

occipital carrefour, and calcifications around the latter, with enhancement of the occipital 

lesion (fig 3) motivating his hospitalization in the neurosurgery department;MRI shows two 

diffuse cortical and subcortical ponctiform lesions with T2 hypersignal, T1 hyposignal 

enhancing after injection of contrast medium (fig. 4 ) . 

 

 

 
 

 

 

 

 

 

 

 

 

 
 

Fig.3: Entrance brain scan showing: left occipital and right frontal crossroads calfication with areas of right 

frontal hypodensity  
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 The diagnostic hypothesis of inflammatory or infectious neuropathy (septic embolism with a 

cardiac origin) motivated his transfer to neurology where he underwent a clinical re-evaluation. 

He showed psychomotor slowing down, slowness to idealisation, anxiety, a vivid ROT and a 

left Hoffmann.  

The paraclinical investigations show : 

- The blood count and sedimentation rate are normal. 

- in terms of infection: 

 -Negative parasitic serologies: "amoebiasis and cysticercosis,  toxoplasmosis(IgM), 

bilharziosis, Toenia, anguillosis".    

-Negative  bacterial serologies: "Rickettsia, Mycobacteria,  Q fever ,  Human 

 Erhlichiosis , Afipia, Bartollella, Tularemia    
 -Viral serologies are negative " HIV1+2, EBV, HSV1+2, CMV, HHV6,  HSV (IGM), VZV 

 - A long-standing immunisation (IgG positive) to HSV, CMV, EBV, VZV, HHV6, 

 Toxoplasmosis; 

 

   In the CSF, the biochemical, cytological and bacteriological tests were normal, the viral 

serologies "EBV, HSV1+2, CMV, HHV6, VZV", the  bacterial serologies "mycobacteria, 

VDRL-TPHA,  lyme disease, rickettsiae" and the parasitic serologies "amoebiasis, 

cysticercosis, Toracara cani" were negative. 

 The PES shows an alteration of the central conduction. 

 

-Morphological assessment : 

 

 

 

 

FIG 42 Entry MRI diffuse cortical and subcortical lesions as well as 

ponctiform trunk hypersignal in T2, hyposignal in T1 and enhancing after 

contrast injection 
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 The 99m Bicisate TC scan is marked by diffuse and  multifocal abnormalities  of cerebral 

perfusion. The control CT scan is identical to the entry one. 

  SPECT MRI showing diffuse and multifocal perfusion abnormality confirming the above 

described MRI data, 

 

 The diagnostic hypothesis of diffuse encephalitis with an infectious and inflammatory 

appearance (probably cysticercosis, HHV6) was posed but the epidemiological and clinical 

context and the aspect of the imaging made us retain the diagnosis of cerebral cysticercosis 

with negative serology.  

 

The patient is put on an anticysticercosis treatment: Prazigantel (BILTRICID): 2-O-2 per day 

for 12 days followed 2 weeks later by a course of Albendazole (ZENTEL) 1-0-1 per day for 12 

days; An anti-epileptic treatment: Tegretol 400mg 1-0-1/2 per day permanently (the patient 

will stop the treatment in 2000 without medical advice) 

 

After losing sight of the patient for 5 years 6 months, he was received in the emergency room 

for aphasia, somnolence, anterograde amnesia of the episode and right hemiplegia and 

hospitalized. A neuropsychological assessment noting a bradypsychia, anxious-depressive 

mood; the fundus is normal. 

 The biological work-up was unremarkable:  

 - Parasitic serology identical to the one above, associated with the search for Toxocarosis cani, 

Bilharzia, the viral serology above "completed by HBV, HAV, HCV" and syphilitic serology 

are negative. 

 

-In the CSF, cytological, immunological, bacteriological and mycobacteriological examination, 

 parasitic serology (amoebiasis, bilharzia, cysticercosis and cryptococcosis) are negative . 

      

      -EEG shows significant and often diffuse left hemispheric distress without irritative signs. 

         

 The soft tissue X-ray of the upper limbs is normal. The Cerebral CT scan (Fig5) shows 

hypodensity in the posterior region of the left parietal junction, sequential calcifications 

determining a vascular topography and cerebral MRI: (Fig6) shows sequential lesions in the 

right frontal, left parieto-temporal region of vascular type topography, multiple enhancement 

along the intracerebral medullary veins, associated with multiple calcifications visible only on 

the susceptibility sequence 

 

  

   

 

 

 

 

 

 

 

 

 
 Fig 5: area of hypodensity in the posterior region of the left carotid artery and parietal region, probably 

corresponding to the sequelae of a cysticercosis abscess, associated with sequelae calcification presence 

hypodensity of vascular distribution topography 
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Fig.6: MRI right prefrontal sequelae in the form of cortical calcification, underlying necrosis, left parieto-

occipital lesions in the form of edema in T2 and flair, hyperdense cortex with existence of calcifications or 

necrosis gadolinium discreetly enhances the cortex at the level of the left parietal lesions and linear in the 

white matter which seems to follow the path of the so-called medullary veins 

 

 A second course of treatment for neurocysticercosis is started, with the addition of 

Antiepileptic treatment: short-term benzodiazepine and CBZ.  

  He was discharged after 26 days in hospital with verbal fluency and memory impairment for 

which he was followed up as an outpatient. 

 

Four months later he presented with anxiety, asthenia, phasic disorders such as lack of words, 

memory and concentration problems.  

Biological tests revealed only hypertriglyceridaemia. Parasitic serologies (Toxocara canis, 

Bilharzia and cysticercosis) remained negative in serum, sputum and CSF. 

Soft tissue scan showing absence of calcifications with cystic hypodensity of the liver,  Brain 

scan (fig 7) left parietal hypodensity with fine anterior and medial calcifications,  hypodensity 

of the right ventricular node and sequential hypodensity of the right frontal region 

 Brain MRI (fig.8) shows little change from the previous MRI with  

probable cysts Sequelae opposite the right ventricle; 

 

 

 

 

           

    

 

 

 

 

       
Fig. 7.Left parietal hypodensity with fine  internal anterior calcifications, hypodensity of the Right 

Ventricular Node and Sequelae hypodensity of the right frontal region 
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Fig. :8 small hypointense T1, T2, FLAIR lesions, scattered in the parenchyma and possibly corresponding to 

calcifications, in the left parietal region, T2 hypersignals , in the cortex, diffuse, small volume intra 

parenchymal calcified lesions 

 

 The patient was treated with a third course of antiparasitic treatment (Prazigantel and 

Albendazole), antieptic treatment (short term BDZ), CBZ (the patient stopped it in 2004 

without medical advice), Corticosteroid therapy).  

 

All the tests performed on this patient do not provide any new arguments in favour of 

neurocysticercosis and he is discharged on CBZ and a hypocholesterolemic agent  

The appearance of skin eruptions led the patient to stop all medication in 2004 without medical 

advice. He was investigated externally for Gnathostomosis, Cenuriasis and Cysticercosis, 

whose serology was negative, and he was put on a protocol of Prazigantel 50mg/d for 5 days, 

followed one week later, and Albendazole 400 mg twice a day for 5 days. 

 

Discussion: 

 

 Neurocysticercosis is the main manifestation of acquired epilepsy in the world (20-

52%)(1,5,6,7,12), This inflammatory reaction is accompanied by the production of chemical 

mediators (Th1, Th2 cytokine, Gamma Interferons and Interleukin), one or more of which are 

epileptogenic. The inflammatory reaction is episodic, responsible for the clinical 

manifestations, the occurrence of relapses and the serological diagnosis (6,8,11).  

 

 The paraclinical diagnosis of neurocysticercosis is difficult and is based on blood and CSF 

serology.   

In CSF the sensitivity varies from 33-35%; serology is negative in 33% of patients with active 

lesions and in 90% of patients with calcified lesions. In serum, positive serology varies 

according to the number of lesions, from 14% in single lesions to almost 100% in calcified 

lesions; in some cases serology remains negative despite clinical signs and imaging (1,4,5,6). 

  

 Imaging can determine the size of the lesion, the number of lesions and the topography of the 

lesion. 

 Standard radiography diagnoses associated muscle calcifications, 

CT has a specificity of 95% in the diagnosis with pathognomonic signs being cysts containing 

hypodense scolexes with hyperdense centres and non-pathognomonic signs such as hyperdense 

calcification surrounded by hypodense oedematous lesions(1,5,6,14). 

 MRI is more contributory, it describes the degree of infection, the location and the stage of the 

parasite. Visualises anatomopathological and topographical forms and is more sensitive than 

CT in detecting calcifications.  
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 The particularity of our clinical case lies in the fact that it is a patient having lived 10 years 

ago in endemic zones with consumption of badly cooked meats which developed epileptic 

seizures with periods of relapses, in which with the imagery (CT, MRI) shows not 

pathognomonic parenchymatous lesions, with a negative serology. 

This is a case of probable diagnosis of neurocysticercosis (1,4,14). 
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