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A Child Case of Multiple Sclerosis with Recurrent Partial Complex
Seizure and Sequential Alteration on CT and MRI

Yuko SUGISHITA, Shinichiro UCHIYAMA, Eiko KITAMURA, Itsuro KOBAYASHI,
Toshiko TAKEMIYA and Shoichi MARUYAMA
Department of Neurology (Director: Prof, Shoichi MARUYAMA)
Tokyo Women’s Medical College

A 12-year-old female with possible multiple sclerosis having recurrent attacks of partial complex

seizure was reported.

The CT scan showed widespread low density areas in the white matter of bilateral cerebral
hemisphere, and the MRI showed the high intensity in the same area as in the CT. She had a variety of
transient episodes including limb paralysis, tingling of the left hand, gait disturbance and localized
seizure of the body parts besides partial complex seizure. Sequential CT scan revealed white matter
changes parallel to the alteration of neurological manifestations. Leukodystrophy, mitochondrial
encephalopathy, gliomatosis cerebri, slow virus infection including SSPE and PML, and chronic
encephalitis were ruled out by the findings of leukocyte lysozomal enzymes, cerebrospinal fluid, viral
titers, serum lactate and pyruvate, and muscle biopsy as well as clinical courses.

The present case appeared very rare as multiple sclerosis in respect to the diffuse white matter
change, epilepsy, EEG abnormality, lack of positive CSF findings and early onset.
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