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Research progress of glial cells in the pathogenesis of epilepsy

Yi Huang, Xiao-ming Wang
(Department of Neurology, Affiliated Hospital of North Sichuan Medical College,
Nanchong, Sichuan 637000, China)

Abstract: The pathogenesis of epilepsy is complex. In the past, many studies have focused on the role of
neurons in the pathogenesis of epilepsy. In recent years, it has been found that glial cells are closely related to the
onset of epilepsy. Therefore, the role of glial cells in the pathogenesis of epilepsy has become a research hotspot. This
article reviews the role of glial cells in the pathogenesis of epilepsy.
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