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Epilepsy is a common neurological disorder; however, in Nigeria and other tropical 
regions, the causes of epileptic seizures differ greatly in etiology. This paper is an 
attempt to highlight some possible microbiological aspects of epileptic seizures. A 
literature review was carried out to identify the extent to which microbial infections were 
involved in the elicitation of epileptic seizures. Data were collected from several clinics in 
the community and hospitals in Nigeria and correlated with the evidence from the 
literature review.  

It was found that different microbial agents including viral, bacterial, protozoa, and 
fungal agents were involved in several aspects of epileptic seizures. Malaria was found 
to cause more than 88% of childhood epileptic seizures and 12% of adult seizures. 
Generalized tonic-clonic seizures occurred in more than 40% of adult patients. Partial 
seizures were uncommon. Cases of epileptic seizures associated with bacteria (e.g., 
brucellosis), viral, fungal, and protozoa infections were frequently reported. Malaria, 
tapeworm, and cysticercosis were some of the common infectious causes of epilepsy; 
however, in some cases, the cause remained unknown. From these findings, it was 
evident that microbiological aspects of epilepsies are possible research areas that might 
be developed. It is believed that the unraveling of the various microbiological factors in 
epileptic seizures would have important implications for understanding the underlying 
neurobiology, evaluating treatment strategies, and perhaps planning health-care 
resources for the affected. It will also help to improve the prognostic factors in initial 
seizure symptomatic etiology and presence of any structural cerebral abnormalities.  
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INTRODUCTION 

In the course of our research in environmental microbiology, it was observed that exposures to certain 
environmental microbiological contaminants could lead to certain epileptic seizures in children and 
adolescents. The microscopic nature of the brain architecture requires that in-depth investigation be 
carried out to unravel how environmental exposures to chemical and microbiological contaminants lead to 
certain types of epileptic seizures. We have spent over 2 years in the development of an understanding of 
this new phenomenon in epilepsy, which we strongly believe would lead to better understanding of the 
microbiological aspects of epileptic seizures. Generally, seizures are a result of abnormal firing of the 
neurons in uncontrollable fashion, however, the term “epilepsy” refers to the tendency to experience 
recurrent seizures.  

Epilepsy is also defined as a neurological condition, which is characterized by recurrent unprovoked 
seizures. Epilepsy may be idiopathic, cryptogenic, or symptomatic. Idiopathic epilepsies are generally 
genetic, and advances in molecular genetics will undoubtedly reveal many more syndromes in the near 
future[1,2,3,4,5,6,7,8]. Cryptogenic epilepsies are those in which an underlying cause is suspected, but the 
etiology remains undetected[1]. Epilepsies for which there is an underlying structural cause or major 
metabolic derangement are considered symptomatic[1]. The clinical manifestation of epileptic seizures 
may vary widely from patient to patient, depending on the region of the brain involved. Over the 
centuries, many seizure classification systems have been used and the current, most widely used 
classification system is that of the International League Against Epilepsy (ILAE). The ILAE system 
divides seizures into those of partial onset and those of generalized onset, depending on whether the 
initial clinical manifestations indicate that one cortical region or both hemispheres are involved at the 
onset of the seizure[1]. Partial seizures are then divided into simple partial seizures, in which a fully 
conscious state is retained, or complex partial seizures, in which consciousness is impaired[7,9,10,11,12]. 
Seizures that are secondary to CNS infections are among the most refractory medically and thus insult-
specific agents are desirable. Recently, the study of the neuropharmacological actions of dynorphin in 
CNS viral injury has yielded new insights into epileptogenesis and epilepsy treatment[3]. Hence, there is 
an interest in the role of dysregulation of dynorphin in the pathogenesis of refractory seizures, including 
encephalitic seizures as evidenced in the new models of symptomatic epilepsies based on viral-induced 
seizures[3]. 

This research report is aimed at reviewing some of the pieces of evidence that support the need for 
further development of the microbiological aspects of epilepsies. It is believed that the unraveling of the 
various microbiological factors in epileptic seizures would have important implications for understanding 
the underlying neurobiology, evaluating treatment strategies, and perhaps planning health-care resources 
for the affected. It will also help to improve the prognostic factors in initial seizure symptomatic etiology 
and presence of any structural cerebral abnormalities[2,10,12].  

METHODS 

Extensive literature reviews on the topic were first carried out to identify the extent to which microbial 
infections were involved in the elicitation of epileptic seizures. Then, data were collected from ten 
different private community clinics and hospitals using specially designed questionnaires involving the 
demography, child and adult distribution, and the microbial diagnostic outcomes of the epileptic seizure 
cases seen during the period 2002 to 2004, inclusive. The data collected were tabulated and used to 
compare and correlate with the evidence from the literature reviews.  

RESULTS 

Our study comprised 496 epileptic seizure cases. The age range of all the cases was between 2 and 64 
years; 273 (55%) were females, while 223 (45%) were males. Details of the findings are presented in 
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Tables 1 and 2. Malaria was found to cause more than 88% of childhood epileptic seizures (mostly 
convulsions) and 12% of adult seizures.  

TABLE 1 
Clinical Details, Adult and Child Distribution of Different Microbial Causes of Epileptic Seizures 

Clinical Details Causes 

Clin./ 
Hosp.  
No. 

No. of 
Cases 

Adult 
(>19 

Years)/% 

Children 
(<20 

Years)/% 

Malaria Tapeworm Viral/ 
Bacterial 

Cysti- 
cercosis 

Unknown

1 32 4 28 21 3 5 2 1 
2 15 2 13 10 2 2 1 1 
3 112 20 92 73 11 17 8 3 
4 17 2 15 11 2 3 1 1 
5 21 3 18 14 2 3 2 1 
6 42 4 38 27 4 6 3 1 
7 81 8 73 53 8 12 6 2 
8 102 11 91 66 10 15 7 3 
9 12 2 10 8 1 2 1 1 
10 62 5 57 40 6 9 4 2 
Total 496 61 435 323 49 74 35 16 

TABLE 2 
Percentage Distribution of Microbial Causes 

Causes No. %

Malaria 323 65
Worms 49 10
Virus 74 15
Cysticercosis 35 7
Unknown 16 3

Other causes were parasitic worms especially tapeworms (10%), viral/bacteria (15%), cysticercosis 
(7%), and 3% were of unkown cause (see Table 2). Generalized tonic-clonic seizures occurred in more 
than 40% of adult patients. Partial seizures were uncommon. Cases of epileptic seizures associated with 
bacteria (e.g., brucellosis), viral, fungal, and protozoa infections were frequently reported. Malaria, 
tapeworm, and cysticercosis are some of the common infectious causes of epilepsy; however, in some 
cases, the cause remained unknown. 

Overall, it was found that different microbial agents including viral, bacterial, protozoa, but no fungal, 
agents were involved at least in several aspects of epileptic seizures as supported by pieces of evidence 
from peer-reviewed literatures and the clinic data obtained.  
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DISCUSSION 

In Nigeria, it was observed that bacterial infections are often the cause of certain types of epileptic 
seizures in children; seizures that occur before or on diagnosis only (type I seizures) and seizures that 
occur before and/or after diagnosis (type II seizures). Deaths usually occur in 14/34 and 11/34 children 
with type I and type II seizures, respectively (p < 0.0001)[4]. Angyo et al.[5] performed blood cultures on 
891 children (aged 1 month to 16 years), who presented at the Jos University Teaching Hospital (JUTH) 
with presumed diagnosis of septicemia, over a 3-year period (January 1994 to December 1996) in order to 
determine the predominant bacterial agents. Out of 891 blood cultures, 139 (15.6%) were positive. Five of 
the blood cultures yielded double isolates. Staphylococcus aureus was the most common bacterial agent 
isolated and accounted for 36% of all the isolates. Klebsiella and Salmonella spp. each accounted for 18.7 
and 15.8%, respectively. Other bacterial agents isolated included Escherichia coli, 7.9%; coliforms 
(untyped), 6.5%; Pseudomonas spp., 3.6%; Proteus spp., 2.2%; and miscellaneous organisms, 9.3%.  

Salmonella enterica ssp. houtenae infection was shown to lead to focal epileptic seizures and multiple 
brain abscesses as revealed by brain resonance imaging, and electroencephalogram showed epileptiform 
activity[6]. Consequently, it was reported that intravenous antimicrobial agents for a total of 84 days and 
interferon-gamma were able to cure the affected without any neurologic sequel[6]. The incidence of viral 
infections in the CNS of neonates with seizures of unknown origin may be much higher than previously 
reported[7,16]. Convulsions are common complications of shigellosis in children[8,17]. Other infected 
individuals may show refractory status epilepticus, shock[9,18], and epileptic seizures revealing a menses 
toxic shock syndrome have also been reported[10]. 

Microbiological Aspects of Cryptogenic Epilepsy 

Cryptogenic epilepsy, the group of epilepsy syndromes for which an etiology is unknown, comprises 
approximately 20% of all epilepsy syndromes[1,11]. Stommel et al.[30] selected patients in this subgroup 
of epilepsy and tested them for evidence of Toxoplasma gondii IgG antibodies by the enzyme-linked 
immunosorbent assay. T. gondii was found in up to 20% of the U.S. population forming dormant brain 
cysts in the latent bradyzoite form. We have found a statistically significant elevation of T. gondii 
antibodies among cryptogenic epilepsy patients as compared to controls (59% increase in optical density 
[OD], p = 0.013). This association persisted after adjustment for subjects’ gender and age in a multiple 
logistic regression model. However, it was no longer as statistically significant suggesting that chronic T. 
gondii infection with brain cysts may be a cause of cryptogenic epilepsy[11,30]. In Chulalongkorn 
Hospital, Bangkok, Thailand for example, approximately 70% of the children developed epileptic 
seizures caused by upper respiratory tract infection, nonspecific febrile illness, diarrhea, urinary tract 
infection, viral infection, pneumonia, herpangina, measles, pneumococcal bacteremia, and dengue 
fever[12,31]. Single epileptic seizures have been identified as isolated neurological complication of 
mycoplasma pneumoniae infection[13,32]. Juntunen et al.[33] reported the cases of a group of 22 
previously healthy children with their first convulsive status epilepticus (SE), treated at Kuopio 
University Hospital, Finland, prospectively studied. Eleven of the 22 children had febrile SE, where viral 
infection was identified in 10 of the 11 febrile children. Human herpes virus 6 infection was identified in 
12 children (55% and at least 6 of them as primary infection). Single cases of human herpes virus 7, 
parainfluenza 3, adenovirus 1, echovirus 22, rota, influenza A and Mycoplasma pneumoniae infection 
were diagnosed and they therefore concluded that virus (human herpes virus 6 in particular) seemed to be 
associated with convulsive SE, both febrile and afebrile. Human herpes virus 7 and M. pneumoniae are 
new agents associated with SE[14,33,34].  

It is also suggested that the causative agents of febrile illness associated with seizures in summer 
season are primarily enteroviruses, especially coxsackieviruses group A and that febrile seizures might be 
caused by enteroviral infection in the central nervous system[15,16,17,18,19,34]. Alterations in 
consciousness, including seizures, delirium, and coma are known to occur during Shigella infection. 
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Previous reports have suggested that febrile convulsions and altered consciousness are more common 
during shigellosis than with other childhood infections[16]. 

Involvement of Viral Infection in Epilepsies 

Epileptic seizures are frequently seen after viral encephalitis. Herpes simplex virus type 1 (HSV-1) 
encephalitis is the most common cause of acquired epilepsy in humans[17,35]. HSV-1 infection induces 
epileptiform activity, neuron loss, and subsequently, a dramatic increase of mossy fiber sprouting in the 
supragranular area. With intracellular recordings, surviving CA3 pyramidal cells exhibited a more 
depolarizing resting membrane potential concomitant with an increase in membrane input resistance and 
had a lower threshold to generate synchronized bursts and a decrease in the amplitude of 
afterhyperpolarization than did controls suggesting that a direct change in the excitability of the 
hippocampal CA3 neuronal network and HSV-1–induced neuron loss resulting in subsequent mossy fiber 
reorganization may play an important role in the generation of epileptiform activity[17,18,35,36]. 

Although most human cases of West Nile (WN) fever are benign, approximately 1% produces severe 
neurological illness. Occipital lobe seizures, often mimicking other primary seizure types due to 
extraoccipital spread, are uncommon in adults and especially so from an infectious origin[19,35,36,37]. 
However, it is now reported that WN infections can lead to a simple partial seizure, focal motor, resulting 
from an occipital epileptogenic focus indicating also that the frequency of seizures in WN encephalitis 
virus is particularly due, in part, to cortical neuronal networks dysfunction[19]. Human herpes virus 6 and 
7 infections are often related to the occurrence of febrile seizures (FS), which may be caused, in part, by 
their direct invasion to the CNS[15,20,38]. Also, human parvovirus B19 infections in children are more 
commonly associated with FS and meningoencephalitis demonstrating that, rarely, it may be associated 
with the development of partial epilepsy[21,39]. Herpes encephalitis, an infection of the brain itself, 
causes seizures in a high percentage of persons with the disease. HSV-1 is an important pathogen related 
to epilepsy and it has been shown that corneal inoculation of mice with HSV-1 causes acute spontaneous 
behavioral and electrophysiological seizures and increases hippocampal excitability and kainite-induced 
seizure susceptibility[22,23,24,25,43,44,45,46].  

Involvement of Malaria in Some Aspects of Epilepsies 

Plasmodium falciparum is the most common cause of severe and life-threatening malaria. Falciparum 
malaria causes over one million deaths every year. In Africa, a vast majority of these deaths occur in 
children under 5 years of age[24,25,26,27,28,29,30]. The presentation of severe malaria varies with age 
and geographical distribution. The mortality rate is higher in adults than in children, but African children 
develop neurocognitive complications following severe malaria more frequently[24,46,47,48]. In 
children, the complications include metabolic acidosis (often caused by hypovolemia), hypoglycemia, 
hyperlacticacidemia, severe anemia, and raised intracranial pressure. Each of these conditions probably 
has the propensity to cause epileptic seizures[45]. In contrast, concomitant bacterial infections occur more 
frequently in children and are associated with mortality in children. Admission to critical or intensive care 
units may help reduce the mortality and the frequency and severity of complications related to severe 
malaria[24].  

In Tanzania, the prevalence of active epilepsy was 10.2 in 1,000. Prevalence among villages varied, 
ranging from 5.1–37.1 in 1,000 (age-adjusted 5.8–37). In a 10-year period (1979–1988), 122 subjects 
living in the 11 villages developed epilepsy, with an annual incidence of 73.3 in 100,000[25]. Generalized 
tonic-clonic seizures accounted for 58% and partial seizures accounted for 31.9%, whereas in 10.1% 
seizures were unclassifiable. Of the partial seizures, secondarily generalized seizures were the most 
common. Possible etiologic or associated factors were identifiable in only 25.3% of cases. Febrile 
convulsions were associated in 13.4 of cases. Other associated factors included unspecified encephalitis 
(4.7%), cerebral malaria (1.9%)[46]. In Ethiopia, 139 incident cases were identified, corresponding to an 
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annual incidence of 64 in 100,000 inhabitants (95% confidence interval [CI 44–84]). The corresponding 
rate for males was 72 (CI 42–102); for females, it was 57 (CI 31–84). The highest age-specific incidence 
occurred in the youngest age groups (0–9 years); the next highest was in the group aged 10–19 years. 
Generalized convulsive seizures occurred in 69%, partial seizures occurred in 20%, and unclassifiable 
seizures occurred in 11%. Seizures occurred daily in 10% and weekly in another 14%; 33% had monthly 
seizures[47]. The incidence of epilepsy in Ethiopia was high, but comparable to that in the rest of the 
tropical countries of the world.  

Febrile seizures are the most common form of childhood seizures, occurring in 2–5% of children in 
the U.S. Most FS are considered simple, although those with focal onset, prolonged duration, or that 
occur more than once within the same febrile illness are considered complex. Risk factors for a first FS, 
recurrence of FS, and development of future epilepsy are identifiable and varied. Children with FS 
encounter little risk of mortality and morbidity and have no association with any detectable brain 
damage[27,28,29,30,31,32,33,34,35,36,49,50,51]. Recurrence is possible, but only a small minority will 
go on to develop epilepsy[27,28,29,30,31,32,33,51]. Cerebral malaria (CM) is a complication of P. 
falciparum infection in humans and is characterized by a reversible encephalopathy with seizures and loss 
of consciousness. Central clinical signs are partly due to sequestration of parasitized red blood cells in the 
brain microvasculature due to interactions between parasite proteins and adhesion 
molecules[28,37,38,39,40,41,42,49]. At Chikankata Hospital in rural Zambia, seizures comprised 44% of 
all inpatients presenting with neurological diseases and among these, children with FS had higher malarial 
parasite counts and required longer hospitalizations[50]. The association between epileptic seizures and 
malaria was significant and it was found that epilepsy and FS were responsible for a significant burden of 
disease in rural Zambia[29,50].  

Gendrel et al.[14] evaluated the predictive value of parasitemia based on hospital admission in 69 
Gabonese children aged from 3–13 years hospitalized for P. falciparum malarial attacks. Of these 
children, 14 had CM, 5 had isolated convulsions, and 50 had uncomplicated attacks. The parasitemia 
values measured were compared with those found in asymptomatic children of the same age range 
carrying trophozoites. There were no significant differences in mean parasitemia count between the three 
types of malarial attack and only the asymptomatic carriers had significantly lower counts. However, the 
wide scattering of individual values within each group indicated that simple measurement of parasitemia 
is not discriminative enough to predict the course of malarial attacks in children living in endemic 
regions. In particular, malarial attacks with very low or very high parasitemia value are possible, but 
similar values are found in asymptomatic carriers. The neurological complications of malaria (an almost 
universal problem although it occurs mainly in the tropics) constitute the most common cause of death 
and morbidity[51,52,53,54,55,56,57,58,59,60]. These complications usually occur in P. falciparum 
infections and in those who are nonimmune, such as children, pregnant women, and visitors to areas 
endemic for malaria. They are rare in children suffering from protein-calorie malnutrition. Febrile 
convulsions, the most common childhood emergency in Africa, and CM are the most common 
neurological complications. It has been suggested that various forms of mental illness and psychoses may 
be related to malarial infections, but research is needed to establish cause and effect 
relationship[14,51,52,53,54,55,56,57,58,59,60,61,62,63,64,65].         

CONCLUSIONS 

The microbiological aspects of epileptic seizures have been reviewed. It was found that the 
microbiological aspects of epileptic seizures were under-reported, under-recognized, and under-treated. 
The unraveling of the various microbiological factors in epileptic seizures would have important 
implications for understanding the underlying neurobiology, evaluating treatment strategies, and perhaps 
planning health-care resources for the affected. It will help to improve the prognostic factors in initial 
seizure symptomatic etiology and presence of structural cerebral abnormalities. It is concluded that this 
area of epilepsy could hold the key to declassification of the “epilepsies of unknown etiology.” Further 
research in this area is ongoing and similar research pursuits are highly recommended.  

 406



Kanu et al.: Microbes and Epileptic Seizures  TheScientificWorldJOURNAL (2005) 5, 401–409
 

REFERENCES 

1. Edwards, J.C. (2001) Seizure types, epilepsy syndromes, etiology, and diagnosis. CNS Spectr. 6(9), 750–755. 
2. Kwan, P. and Sander, J.W. (2004) The natural history of epilepsy: an epidemiological view. J. Neurol. Neurosurg. 

Psychiatry 75(10), 1376–1381 
3. Solbrig, M.V. and Koob, G.F. (2004) Epilepsy, CNS viral injury and dynorphin. Trends Pharmacol. Sci. 25(2), 98–104. 
4. Akpede, G.O., Akuhwa, R.T., Ogiji, E.O., and Ambe, J.P. (1999) Risk factors for an adverse outcome in bacterial 

meningitis in the tropics: a reappraisal with focus on the significance and risk of seizures. Ann. Trop. Paediatr. 19(2), 
151–159. 

5. Angyo, I.A., Opkeh, E.S., and Opajobi, S.O. (2001) Predominant bacterial agents of childhood septicaemia in Jos. 
Niger. J. Med. 10(2), 75–77. 

6. Hsu, D., Sandborg, C., and Hahn, J.S. (2004) Frontal lobe seizures and uveitis associated with acute human 
parvovirus B19 infection. J. Child Neurol. 19(4), 304–306. 

7. Eeg-Olofsson, O., Bergstrom, T., Andermann, F., Andermann, E., Olivier, A., and Rydenhag, B. (2004) Herpesviral 
DNA in brain tissue from patients with temporal lobe epilepsy. Acta Neurol. Scand. 109(3), 169–177. 

8. DellaBadia, J., Jr., Jaffe, S.L., Singh, J., and Minagar, A. (2004) An occipital lobe epileptogenic focus in a patient 
with West Nile encephalitis. Eur. J. Neurol. 11(2), 111–113. 

9. Wu, H.M., Huang, C.C., Chen, S.H., Liang, Y.C., Tsai, J.J., Hsieh, C.L., and Hsu, K.S. (2003) Herpes simplex virus 
type 1 inoculation enhances hippocampal excitability and seizure susceptibility in mice. Eur. J. Neurosci. 18(12), 
3294–3304. 

10. Rossetti, A.O., Mortati, K.A., Black, P.M., Bromfield, E.B. (2005) Simple partial seizures with hemisensory 
phenomena and dysgeusia: an insular pattern. Epilepsia, 46(4): 590-1 

11. Yilmaz, M., Ozaras, R., Ozturk, R., Mert, A., Tabak, F., and Aktuglu, Y. (2002) Epileptic seizure: an atypical 
presentation in an adolescent boy with neurobrucellosis. Scand. J. Infect. Dis. 34(8), 623–625. 

12. Placencia, M., Sander, J.W., Roman, M., Madera, A., Crespo, F., Cascante, S., and Shorvon, S.D. (1994) The 
characteristics of epilepsy in a largely untreated population in rural Ecuador. J. Neurol. Neurosurg. Psychiatry 57(3), 
320–325. 

13.  Botella de Maglia, J., Ceniceros Rozalen, I., and Oltra Chorda, R. (1994) Multiple organ failure in Plasmodium 
falciparum malaria. Rev. Clin. Esp. 195(10), 688–692. 

14. Gendrel, D., Kombila, M., Martz, M., Nardou, M., Lecointre, C., Gendrel, C., Baziomo, J.M., and Richard-Lenoble, 
D. (1992) Parasitemia in Plasmodium falciparum malarial attacks in children. Presse Med. 21(38), 1805–1808. 

15. Ma, J.S., Chen, P.Y., Lau, Y.J., and Chi, C.S. (2003) Brain abscess caused by Salmonella enterica subspecies 
houtenae in a patient with chronic granulomatous disease. J. Microbiol. Immunol. Infect. 36(4), 282–284. 

16. Mustonen, K., Mustakangas, P., Uotila, L., Muir, P., and Koskiniemi, M. (2003) Viral infections in neonates with 
seizures. J. Perinat. Med. 31(1), 75–80. 

17. Yuhas, Y., Weizman, A., Chrousos, G.P., Ovadia, H., and Ashkenazi, S. (2004) Involvement of the neuropeptide 
corticotropin-releasing hormone in an animal model of Shigella-related seizures. J. Neuroimmunol. 40, 64–69. 

18.  Singhi, S.C., Khetarpal, R., Baranwal, A.K., and Singhi, P.D. (2004). Intensive care needs of children with acute 
bacterial meningitis: a developing country perspective. Ann. Trop. Paediatr. 24(2), 133–140. 

19. Sibon, I. (2004) Recurrent catamenial encephalopathy secondary to toxic shock syndrome. Rev. Neurol. (Paris) 
160(6–7), 697–699. 

20. Murakami, K. (2004) A study of the relationship between initial febrile seizures and human herpes virus 6, 7 
infections. No To Hattatsu 36(3), 248–252. 

21. Tolnay, M., Elzi, M., and Reusser, P. (1997) Cryptococcosis, epileptic seizures and encephalopathy in a HIV-infected 
patient. Schweiz. Rundsch. Med. Prax. 86(49), 1949–1954. 

22. Annegers, J.F., Hauser, W.A., Beghi, E., et al. (1988) The risk of unprovoked seizures after encephalitis and 
meningitis. Neurology 38,1407–1410. 

23. Iavanainen, M., Hietala, J., Malkamaki, M., et al. (1983) An association between epileptic seizures and increased 
serum bacterial antibody levels. Epilepsia 24, 584–587. 

24. Guess, H.A., Resseguie, L.J., Melton, L.J., et al. (1990) Factors predictive of seizures among intensive care unit 
patients with gram negative infections. Epilepsia 31, 567–573. 

25. Roos, K.L., Tunkel, A.R., and Scheld, W.M. (1997) Acute bacterial meningitis in children and adults. In Infections of 
the Central Nervous System. Scheld, W.M., Whitley, R.J., and Durack, D.T., Eds. Lippincott–Raven, Philadelphia. 
pp. 336–401. 

26. Durand, M.L., Calderwood, S.B., Weber, D.J., et al. (1993) Acute bacterial meningitis in adults: a review of 493 
episodes. N. Engl. J. Med. 328, 21–28. 

27. Labar, D.R. and Harden, C. (1997) Infection and inflammatory diseases. In Epilepsy: A Comprehensive Textbook. 
Engel, J., Jr. and Pedley, T.A., Eds. Lippincott–Raven, Philadelphia. pp. 2587–2596. 

28. Rosenberg, N.M., Meert, K., Marino, D., et al. (1992) Seizures associated with meningitis. Pediatr. Emerg. Care 8, 
67–69. 

29. Inoue, S., Nakazawa, T., Takahashi, H., et al. (1998) Seizures in the acute phase of aseptic and bacterial meningitis. 
No To Hattatsu 30, 494–499. 

 407



Kanu et al.: Microbes and Epileptic Seizures  TheScientificWorldJOURNAL (2005) 5, 401–409
 

30. Stommel, E.W., Seguin, R., Thadani, V.M., Schwartzman, J.D., Gilbert, K., Ryan, K.A., Tosteson, T.D., and Kasper, 
L.H. (2001) Cryptogenic epilepsy: an infectious etiology? Epilepsia 42(3), 436–438. 

31. Pancharoen, C., Chansongsakul, T., and Bhattarakosol, P. (2000) Causes of fever in children with first febrile 
seizures: how common are human herpesvirus-6 and dengue virus infections? Southeast Asian J. Trop. Med. Public 
Health 31(3), 521–423. 

32. Calzolari, S. and De Marco, P. (2000) Single convulsive seizure as isolated neurological complication of mycoplasma 
pneumoniae infection. Neuropediatrics 31(5), 276–278. 

33. Juntunen, A., Herrgard, E., Mannonen, L., Korppi, M., Linnavuori, K., Vaheri, A., and Koskiniemi, M. (2001) A 
major role of viruses in convulsive status epilepticus in children: a prospective study of 22 children. Eur. J. Pediatr. 
160(1), 37–42. 

34. Hosoya, M., Sato, M., Honzumi, K., Katayose, M., Kawasaki, Y., Sakuma, H., Kato, K., Shimada, Y., Ishiko, H., and 
Suzuki, H. (2001) Association of nonpolio enteroviral infection in the central nervous system of children with febrile 
seizures. Pediatrics 107(1), E12. 

35. Chen, S.F., Huang, C.C., Wu, H.M., Chen, S.H., Liang, Y.C., and Hsu, K.S. (2004) Seizure, neuron loss, and mossy 
fiber sprouting in herpes simplex virus type 1-infected organotypic hippocampal cultures. Epilepsia 45(4), 322–332. 

36. Eeg-Olofsson, O. (2003) Virological and immunological aspects of seizure disorders. Brain Dev. 25(1), 9–13. 
37. Okuda, M., Miyashiro, E., Nakazawa, T., Minami, K., and Koike, M. (2004) Helicobacter pylori infection and 

idiopathic epilepsy. Am. J. Med. 116(3), 209–210. 
38. Murakami, K. (2004) A study of the relationship between initial febrile seizures and human herpes virus 6, 7 

infections. No To Hattatsu 36(3), 248–252. 
39. Hsu, D., Sandborg, C., and Hahn, J.S. (2004) Frontal lobe seizures and uveitis associated with acute human 

parvovirus B19 infection. J. Child Neurol. 19(4), 304–306. 
40. Ogura, K., Hara, Y., Tsukahara, H., Maeda, M., Tsukahara, M., and Mayumi, M. (2004) MR signal changes in a child 

with cat scratch disease encephalopathy and status epilepticus. Eur. Neurol. 51(2), 109–110.  
41. Okuda, M., Miyashiro, E., Nakazawa, T., Minami, K., and Koike, M. (2004) Helicobacter pylori infection and 

idiopathic epilepsy. Am. J. Med. 116(3), 209–210. 
42. DellaBadia, J., Jr., Jaffe, S.L., Singh, J., and Minagar, A. (2004) An occipital lobe epileptogenic focus in a patient 

with West Nile encephalitis. Eur. J. Neurol. 11(2), 111–113. 
43. Lanari, M., Papa, I., Venturi, V., Lazzarotto, T., Faldella, G., Gabrielli, L., Guerra, B., Landini, M.P., and Salvioli, 

G.P. (2003) Congenital infection with human herpesvirus 6 variant B associated with neonatal seizures and poor 
neurological outcome. J. Med. Virol. 70(4), 628–632. 

44. Wu, H.M., Liang, Y.C., Chen, S.H., Huang, C.C., Chen, S.H., Tsai, J.J., Hsieh, C.L., and Hsu, K.S. (2004) 
Valacyclovir treatment ameliorates the persistently increased pentylenetetrazol-induced seizure susceptibility in mice 
with herpes simplex virus type 1 infection. Exp. Neurol. 189(1), 66–77. 

45. Njuguna, P. and Newton, C. (2004) Management of severe falciparum malaria. J. Postgrad. Med. 50(1), 45–50. 
46. Rwiza, H.T., Kilonzo, G.P., Haule, J., Matuja, W.B., Mteza, I., Mbena, P., Kilima, P.M., Mwaluko, G., 

Mwang'ombola, R., Mwaijande, F., et al. (1992) Prevalence and incidence of epilepsy in Ulanga, a rural Tanzanian 
district: a community-based study. Epilepsia 33(6), 1051–1056. 

47. Tekle-Haimanot, R., Forsgren, L., and Ekstedt, J. (1997) Incidence of epilepsy in rural central Ethiopia. Epilepsia 
38(5), 541–546. 

48. Shinnar, S. and Glauser, T.A. (2002) Febrile seizures. J. Child Neurol. 17(Suppl. 1), S44–52. 
49. Gimenez, F., Barraud de Lagerie, S., Fernandez, C., Pino, P., and Mazier, D. (2003) Tumor necrosis factor alpha in 

the pathogenesis of cerebral malaria. Cell Mol. Life Sci. 60(8), 1623–1635. 
50. Birbeck, G.L. (2000) Seizures in rural Zambia. Epilepsia 41(3), 277–281. 
51. Osuntokun, B.O. (1983) Malaria and the nervous system. Afr. J. Med. Med. Sci. (1983) 12(3-4), 165–172. 
52. Pruitt, A.A., Rubin, R.H., Karchmer, A.W., et al. (1978) Neurologic complications of bacterial endocarditis. Medicine 

57, 329–343. 
53. Jay, V., Hwang, P., Hoffman, H.J., et al. (1998) Intractable seizure disorder associated with chronic herpes infection. 

Childs Nerv. Syst. 14, 15–20. 
54. Schlitt, M., Bucher, A.P., Stroop, W.G., et al. (1988) Neurovirulence in an experimental focal encephalitis: 

relationship to observed seizures. Brain Res. 440, 293–298. 
55. Cornford, M.E. and McCormick, G.F. (1997) Adult-onset temporal lobe epilepsy associated with smoldering herpes 

simplex 2 infection. Neurology 48, 425–430. 
56. Schantz, P.M. and Okelo, G.B. (1990) Echinococcosis. In Tropical and Geographic Medicine. Warren, K.S. and 

Mahmoud, A.A., Eds. McGraw-Hill, New York. pp. 505–518. 
57. Scrimgeour, E.M. and Gajdusek, D.C. (1985) Involvement of the central nervous system in Schistosoma mansoni and 

S. hematobium infection. Brain 108, 1023–1038. 
58. Liu, L. (1993) Spinal and cerebral schistosomiasis. Semin. Neurol. 13, 189–200. 
59. Miller, J.R. and Jubelt, B. (1995) Bacterial infections. In Merritt’s Textbook of Neurology. Rowland, L.P., Ed. 

Williams & Wilkins, Baltimore. p. 119. 
60. Molyneux, M.E., Taylor, T.E., Wirima, J.J., et al. (1989) Clinical features and prognostic indicators in pediatric 

cerebral malariae: a study of 131 Malawian children. Q. J. Med. 71, 441–459. 
61. Marsden, P.D. and Bruce-Chwatt, L.J. (1975) Cerebral malaria. Contemp. Neurol. Ser. 12, 29–44. 

 408



Kanu et al.: Microbes and Epileptic Seizures  TheScientificWorldJOURNAL (2005) 5, 401–409
 

62. Dukes, C.S., Luft, B.J., and Durack, D.T. (1997) Toxoplasmosis. In Infections of the Central Nervous System. Scheld, 
W.M., Whitley, R.J., and Durack, D.T., Eds. Lippincott–Raven, Philadelphia. pp. 785–806. 

63. McCabe, R.E., Brooks, R.G., Dorfman, R.F., et al. (1987) Clinical spectrum in 107 cases of toxoplasmic 
lymphadenopathy. Rev. Infect. Dis. 9, 754–774. 

64. Jubelt, B. and Miller, J.R. (1995) Parasitic infections. In Merritt’s Textbook of Neurology. Rowland, L.P., Ed. 
Williams & Wilkins, Baltimore. pp. 212–222. 

65. Porter, S. and Sande, M. (1992) Toxoplasmosis of the central nervous system in AIDS. N. Engl. J. Med. 327,1643–
1648. 

 
 

This article should be referenced as follows: 

Kanu, I., Anyanwu, E.C., Nwachukwu, N.C., Ehiri, J.E., and Merrick, J. (2005) Clinical microbiological aspects of 
epileptic seizures in the tropical countries with specific focus on Nigeria. TheScientificWorldJOURNAL 5, 401–409.  

Handling Editor: 

Mohammed Morad, Editorial Board Member for Child Health and Human Development — a domain of 
TheScientificWorldJOURNAL. 

BIOSKETCHES 

Ijeoma Kanu, MSc, is a lecturer in the Department of Microbiology, Abia State University and a PhD 
research student in environmental microbiology at the Michael Okpara University of Agriculture, 
Umudike, Umuahia, Abia State, Nigeria. E-mail: ijay2001kay@yahoo.com

Ebere C. Anyanwu, PhD, is a clinical neurophysiologist and director of Cahers Neuroscience Research 
Inc., Houston and an adjunct professor of anatomy and physiology at the North Harris and Montgomery 
Colleges in Houston and The Woodlands, respectively. He is also a researcher at the Biomarkers 
Research Laboratory, Department of Chemistry and Environmental Toxicology, Texas Southern 
University, Houston. E-mail: ebereanyanwu@msn.com

Nkechi C. Nwachukwu, PhD, is a lecturer in medical microbiology in the Department of Microbiology, 
Abia State University, Abia State, Nigeria. E-mail: nkinwachukwu@yahoo.com

John Ehiri, PhD, MPH, is an assistant professor in the Department of Maternal and Child Health, 
School of Public Health, University of Alabama at Birmingham (UAB), Birmingham. E-mail: 
jehiri@uab.edu. 

Joav Merrick, MD, DMSc, is professor of child health and human development affiliated with the 
Center for Multidisciplinary Research in Aging, Zusman Child Development Center, Division of 
Pediatrics and Community Health at the Ben Gurion University, Beer-Sheva, Israel; the medical director 
of the Division for Mental Retardation, Ministry of Social Affairs, Jerusalem; and founder and director of 
the National Institute of Child Health and Human Development. He has numerous publications in the 
field of child health and human development, rehabilitation, intellectual disability, disability, health, 
welfare, abuse, advocacy, quality of life and prevention. Dr. Merrick received the Peter Sabroe Child 
Award for outstanding work on behalf of Danish Children in 1985 and the International LEGO-Prize 
(“The Children’s Nobel Prize”) for an extraordinary contribution towards improvement in child welfare 
and well being in 1987. E-mail: jmerrick@internet-zahav.net. Website: www.nichd-israel.com   

 409

mailto:ijay2001kay@yahoo.com
mailto:ebereanyanwu@msn.com
mailto:nkinwachukwu@yahoo.com
mailto:jehiri@uab.edu
mailto:jmerrick@internet-zahav.net
http://www.nichd-israel.com/

