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Advances in traditional Chinese medicine for epilepsy treatment
through the PI3K/AKkt signaling pathway*

Fan Jing-jing', Diao Li-mei'’
(1. Guangxi University of Chinese Medicine, Nanning, Guangxi 530000, China, 2. Department of Neurology,
Guangxi Zhuang Autonomous Region Brain Hospital, Liuzhou, Guangxi 545005, China)

Abstract: Epilepsy is a common chronic neurological disorder affecting over 70 million people worldwide.
Currently, clinical treatment mainly relies on modern antiepileptic drugs, but approximately one-third of patients
develop drug resistance, which severely impairs their quality of life. Traditional Chinese medicine (TCM) has shown
unique advantages in improving the clinical symptoms of epilepsy. Recent studies have revealed that the PI3K/Akt
signaling pathway plays a crucial role in the pathogenesis of epilepsy, and various TCMs and their active
components can exert antiepileptic effects by regulating this pathway. This review systematically summarizes the
research progress on the treatment of epilepsy with TCM through the PI3K/Akt signaling pathway, including the
mechanisms of action of individual herbal medicines and their bioactive constituents, and provides a theoretical basis
for the development of novel antiepileptic drugs.
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A+ BLF PI3K/AKGH [ 2578 7 950 1 AT 5 i0F Jre
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