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Abstract

Stroke is one of the common causes of epilepsy, and the incidence of stroke increases with life ex-
pectancy, as does the prevalence of post-stroke epilepsy (PSE). There are various types of epilepsy
after stroke, and the occurrence of epilepsy is closely related to the type and site of stroke. More-
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over, the clinical treatment of post-stroke epilepsy is difficult, which increases the risk of disabili-
ty and death, and affects the prognosis and quality of life of patients. At present, post-stroke epi-
lepsy and epilepsy have received more and more attention from the medical community. More and
more researchers have been committed to clinical and basic research on epilepsy and PSE, hoping
to obtain unified scientific guidance and timely and effective treatment, but the exact pathophysi-
ological mechanism has not yet reached a unified conclusion. Therefore, this paper reviews the
research progress on the pathogenesis of epilepsy after stroke in recent years, in order to provide
a basis for clinicians to understand the disease and provide ideas for future exploration.
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