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ABSTRACT: 

The authors hereby try to present a very rare case of co-existing infection of 

neurocysticercosis and intracranial tuberculoma, the occurrence of which is rare in 

developing countries, almost negligible in the developed nations. We have attempted to 

present the case of an Indian male having neurocysticercosis and intracranial tuberculoma 

along with its characterization, manifestation, diagnosis as well as treatment, to make the 

people of medical and related field well acquainted about this fatal, rare co-occurrence, which 

can prove deadly if left untreated. 
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INTRODUCTION: 

Here we present a rare case of co-existing infection of neurocysticercosis and intracranial 

tuberculoma. Although neurocysticercosis is not new to the developing countries but co-

infection of intracranial tuberculoma in patients with neurocysticercosis is a rare occurrence. 

Neurocysticercosis is a specific type of neurological infection caused by larval stage of   

“Taenia solium” tapeworm. Humans and swines are the definitive and intermediate hosts for 

this parasite respectively. Cysticercus parasites present in live form in undercook pork and 

uncooked vegetables. When human ingest this undercooked pork and uncooked vegetables 

than adult tapeworm developes within the human host. 

In the developing countries it is one of the most common causes of seizures or more precisely 

acquired epilepsy of a result of neurocysticercosis. The disease may manifest as seizures, 

headache, visual disturbances, nausea, abdominal cramps, diarrhoea while dysarthria, extra-

occular movement palsy, hemiparesis, hyper/hyporeflexia are the rare ones. 

Neuroimaging with CT/MRI is the most useful and referred method for diagnosis. 

Almost 50million people across the globe are affected by neurocysticercosis and is believed 

to be more prevalent in endemic areas of central and south America, eastern Europe, Africa 

and some regions of Asia with a prevalence of 3-6% [1,2,3,4]. As reported in 2010, it is 

responsible for about 1200 deaths which was 700 in 1990 [5]. 

In the current scenario in developing countries tuberculosis remains a big problem. 

Pulmonary infection is the most common form of tuberculosis. Mycobacterium tuberculosis 

bacillie is the causative agent of this infection. More serious form of tubercular infection is 

when it affects the central nervous system and termed as intracranial tuberculoma. All age 

groups patients are prone to this disease. Slow growing focal lesion is the usual presentation. 

The unusual findings include fever and general ill health. Two forms of cerebral tuberculoma 

have been classified, vascular superficial form generally with no rise in intracranial pressure, 

the other one is deep vascular form characterized with raised intracranial pressure. 

Only 1% of tuberculosis patients develop an intracranial tuberculoma. In developing 

countries tuberculomas still constitute 30% of intracranial space-occupying lesion where as in 

the developed nations intracranial tuberculomas have become rare occurrence and may 

represent as little as 0.1-0.2% of space-occupying lesions [6]. 

CASE HISTORY: 

A 42 year old Indian male was taken to outpatient department of a hospital with chief 

complaints of multiple seizures, fatigue and slurred speech. From the outpatient department 

the patient was referred to neuro-ward by the physician of the same hospital for further 

diagnosis and treatment. 
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PRESENTATION OF CASE: 

The patient was admitted to the neuro-ward of hospital on 3 February 2014 where by patient 

was interviewed , it was found that the patient had recent history of multiple seizures, right 

sided facial palsy and right upper limb weakness in the previous month of January. He also 

had a history of fever from last three months. He was normotensive, non-diabetic, non-

smoker as well as non alcoholic. 

INVESTIGATIONS: 

For diagnosis the patient underwent through investigations like haematology, biochemistry, 

MRI of brain and histological examination of cerebrospinal fluid. 

Haematological examination revealed increased Eosinophils count 8% (0-3% normal range) 

which increases the chance of provisional diagnosis, while the other parameters were almost 

within normal range. 

Biochemical examination revealed decrease levels of calcium 7.9 (8.6-10.3 normal range) 

along with increased inorganic phosphate level 8.1 (3.0-4.5 normal range). 

Magnetic resonance imaging done on 6 February showed images of enhanced gadolinium. 

T1W imaging revealed a small ring enhancing lesion in left frontal lobe. A significant 

perifocal edema was also seen. The final impression was a small inflammatory granuloma in 

left frontal lobe. 

Histological examination of cerebrospinal fluid revealed scolex of pork tapeworm surrounded 

along with inflammatory granulomatous infiltrates. 

FINAL DIAGNOSIS: 

The final diagnosis made on the basis of investigations was a co- existing infection of 

neurocysticercosis along with intracranial tuberculous granuloma. 

 

TREATMENT: 

As far as the treatment is concerned the patient received rational drug therapy for the 

management of both neurocysticercosis and intracranial tuberculoma. For the management of 

neurocysticercosis Anthelmintic Albendazole was given as cysticidal agent. For intracranial 

tuberculoma the patient was given four drug combination of anti tubercular therapy which 

includes Rifampicin 225 mg, Isoniazid 150 mg, Pyarazinamide 750 mg and ethambutol 400 

mg. Corticosteroid Prednisolone 4 mg was given for the alleviation of inflammatory reactions 

as a consequence of neurocysticercosis. For the management of seizures or more precisely for 

the treatment of neurocysticercosis induced epilepsy the patient was given Phenytoin 100 mg 

and valproate 500 mg. Regular physiotherapy was given during the treatment phase in 

hospital for facial muscle weakness and upper limb weakness. 



International Journal of Pharmaceutical Science and Health Care                           Issue 4, Vol. 3.May-June 2014 

Available online on http://www.rspublication.com/ijphc/index.html                                          ISSN 2249 – 5738 
 

R S. Publication, rspublicationhouse@gmail.com Page 151 
 

DISCUSSION: 

Neurocysticercosis is the most common helminthic infestation which mainly affects the 

central nervous system particularly the brain and accounts for the leading causes of acquired 

epilepsy across over the globe [7,8,9,10]. Neurocysticercosis results in neurological 

syndrome ranging from asymptomatic infection to death suddenly. Seizures or multiple 

seizures, sometimes headache are the most frequent manifestations occurring in about 50-

80% of the patients affected from neurocysticercosis [8]. 

Here in this case the patient had a history of multiple seizures past over a month of admission 

to the hospital, which can be considered as a form of acquired epilepsy as a consequence of 

neurocysticercosis, since the patient had no previous history of epilepsy. The episodes of 

multiple seizures can be attributable as a result of neurocysticercosis induced epilepsy. 

Neurocysticercosis results from ingestion of eggs of “Taenia solium” the most commonest 

source of which is pork meat and sometimes uncooked vegetables. The two required hosts of 

which are humans and pigs, where the former is a definitive host whereas the latter is an 

intermediate host [7,8]. The infection is manifested into two distinct clinical manifestation 

which are taeniasis and cysticercosis. Neurocysticercosis acquired epilepsy is a consequences 

of parasitic inflammation resulting into a granuloma formation. In India the most commonest 

form of neurocysticercosis is the single small ring enhancing lesion revealed during MRI 

which is also in this case of neurocysticercosis [11-13]. It generally presents as simple partial 

seizures, complex partial seizures, tuberculus granuloma, focal meningoencephalitis, 

microabcess as well as neoplasms [14,15]. 

The case presented here is a co-infection of neurocysticercosis and intracranial tuberculos 

granuloma, where the tuberculos granuloma is simply the manifested presentation of 

neurocysticercosis. The main stay diagnosis of neurocysticercosis is the neurological 

imaging, suspected in patients of endemic areas like India presenting as lesions in CT scans 

suggesting neurocysticercosis. On CT scans the cysts may appear in various forms like single 

or multiple rounded lesions of different sizes and density, or as hyperdense nodule 

representing the scolex which was found in this case. The ring enhancement occurs with an 

inflammatory reaction or with granulomatous appearance. The patients of neurocysticercosis 

acquired epilepsy frequently have single small enhancing lesion the most common cause 

partial seizures in India [16,17,18], and most of these lesions present. Therefore it is evident 

enough to conclude that multiple seizures and tubercular granuloma are the consequences 

resulting from the infection caused by neurocysticercosis and are not a result of distinct 

individual infections. 

Cerebral cysticercus granuloma which accounts for almost 60-70% of all forms of 

neurocysticercosis found in Indian patients [18]. However these criterias of CT scanning are 

not adequate enough to be relied upon. Therefore the most accurate imaging technique to 

access and confirm the infection is MRI (magnetic resonance imaging) because of its 

potential to different between various stages of cysts. The scolex in MRI appears as a nodule 

of high signal intensity as observed in T1 weighted MRI, since the intensity of fluid in live 

cysts is similar to cerebrospinal fluid, therefore it becomes quite easier to locate scolex on 
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MRI, which could be considered as the confirmatory diagnosis of neurocysticercosis here in 

this case achieved by T1 weighted MRI imaging. 

The treatment options available for patients of neurocysticercosis include the cysticidal 

agents like Albendazole or Praziquentel to kill larvae of “T. solium”. Corticosteroids like 

Prednisolone given in this case releve the inflammation and inflammatory reactions. Anti- 

epileptic drugs like Phenytoin, Carbamazepine, Valporate to prevent or reduce the intensity 

of seizure. 

Cysticidal agents include drugs like Albendazole and Praziquentel which are considered to be 

effective in all forms of neurocysticercosis [ 7, 8, 19, 20, 21 ]. Here in this case anthelmintic 

agent Albendazole was prescribed to the patient to kill larvae of “T. solium”. Corticosteroids 

can be used as adjunctive therapy to cysticidal agents and are given to reduce the severity of 

the inflammatory reactions. Oral Prednisolone is generally the preferred corticosteroid, which 

is also the corticosteroid preferred for this case to alleviate inflammation. Monotherapy with 

anti-epileptic drugs like Phenytoin, Carbamazepine or Valporate are generally preferred to 

control seizures. Phenytoin and Valporate were the drug used for anti-epileptic drug 

monotherapy in this case which is the preferred and justified anti-epileptic drug monotherapy 

to control seizures induced as a result of infection caused by neurocysticercosis. 

In the developing countries brain tuberculoma remains as a major neurological problem 

contributing to 12-30% of all intracranial masses [22]. Intracranial tuberculoma is a form of 

tuberculosis of central nervous system generally characterized by fever and general illness. 

Two forms of cerebral tuberculoma have been classified, vascular superficial form generally 

with no rise in intracranial pressure, the other one is deep vascular form characterized with 

raised intracranial pressure. Past tubercular history or active infection outside of central 

nervous system is evident in lesser than one third of all patients [23]. The imaging techniques 

used for the diagnosis of intracranial tuberculoma includes the CT scan and MRI, where the 

later is more sensitive than the former in detecting the intracranial tuberculoma. ESR is 

considered to be a highly complimenting diagnostic test for the detection of pulmonary as 

well as extrapulmonary tuberculosis and has been found to be raised in case of cerebral 

tuberculoma but only in small percentage of cases [24]. 

But here in this case of co-infection, the ESR was found to be normal and therefore the only 

option for confirmation left is MRI rather than CT scan which has a low positive predictive 

value of 33% for the diagnosis of intracranial tuberculoma [25]. As far as the treatment is 

concerned if the patient received a four drug combination of first line anti-tubercular therapy.   

CONCLUSION: 

The co-infection of neurocysticercosis and intracranial tuberculoma is a very rare occurrence 

and can occur in patients of any age group and region which can be life threatening if 

undiagnosed and untreated. The purpose here made by the authors is to make people aware of 

this rare, fatal infection and to contribute well for the improvement of quality of life and 

health care of the people of this divine world. 
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