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Group A B-hemolytic Streptococcal Meningoencephalitis with Unilateral Hemiparesis
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Group A streptococcus (GAS) rarely causes meningoencephalitis in children without risk factors, A previously healthy 8
year—old child presented with lethargy, high fever, and vomiting. The clinical course was unusual including intractable
seizures, disseminated intravascular coagulation (DIC), and left hemiparesis in spite of the appropriate and timely admini-
stration of antibiotics and corticosteroids, The microbiologic studies revealed that the pathogen was susceptible to penicillin
and GAS M18 strains, This case showed the importance of the GAS vaccine in addition to appropriate antibiotics, (Korean

J Pediatr Infect Dis 2009;16:210—214)
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Fig. 1. Brain CT (non-contrast; A) and brain CT (contrast; B) on admission showed no prominent focal lesions.
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Fig. 2. Brain MRI on hospital day 2 showed diffuse meningeal enhancement in the interhemispheric fissure (A).
Brain MRI on hospital day 27 showed mild cortical atrophic changes in the right frontal and occipital lobes (B).

Fig. 3. The electroencephalogram showed an asymmetric
background with slow delta activities in the right hemisphere.
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