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Fig. 1 Light and electron micrographs of tissue taken from patients with focal cortical dysplasia.
a, b: Immunohistochemistry using an antibody against glial fibrillary acidic protein demonstrating prominent astrocytosis in the
cortex (a) and subcortical white matter (b). c: Fine, long processes attaching the pial surface of the cortex. Inmunohistochemistry
with a CD44 antibody. d, e: Ultrastructural feastures of the cortex (d) and white matter (e). d: An area with a conspicuous
accumulation of astrocytic processes. Note dilatation of the postsynaptic dendrite (asterisk). e: Two longitudinally cut axons

(asterisks) entering a single, thin myelin sheath (arrows).
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Abstract

Histopathologic features of glia in human epileptogenic brain lesions

Akiyoshi Kakita, M.D., Ph.D."”

YBrain Research Institute, University of Niigata

Focal cortical dysplasia is a common pathologic background observed in surgical specimens taken from patients with
intractable epilepsy, where various types and degrees of dysplastic features were observed in various combinations.
Prominent astrocytosis in the cortex and white matter was commonly evident. An ultrastructural investigation revealed
dilatation of the postsynaptic dendritic spines and shafts in the cortex and features indicating the occurrence in the white
matter of demyelination followed by remyelination. Thus, with regard to the epileptogenic lesions, although dysplastic
changes constitute the pathogenetic basis, the overlapping subsequent degenerative process involving synapses,
dendrites, and axons might contribute to the development of epileptogenic processes. Glia might also actively participate
in the development of the pathogenesis of epilepsy.

(Clin Neurol 2014;54:1136-1138)
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