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Abstract

Epilepsy seriously damages human health. However, with the continuous reports of antiepileptic
drug resistance in recent years, new antiepileptic drugs are urgently needed to control seizures.
However, most of the current antiepileptic drugs are related to the opening or closing of ion
channels. Therefore, it is important to explore the relationship among epilepsy, blood-brain bar-
rier and inflammation of nerve tissue for the discovery of new antiepileptic drugs.
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