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Review of the Mechanism of Neuronal Autophagy and Apoptosis and the Intervention of Traditional
Chinese Medicine After Cerebral Ischemia

CAO Hui, XU Li, SONG Wenting (Institute of Basic Medical Sciences of Xiyuan Hospital, China Academy of
Chinese Medical Sciences, Beijing Key Laboratory of Pharmacology of Chinese Materia Medica, Beijing 100091,
China)

Abstract: Cerebral ischemia is a common cerebrovascular disease with a high rate of disability and mortality,
resulting a heavy economic and social burden. Studies have suggested that dysregulation of autophagy and excessive
apoptosis of neurons are responsible for neurological damage caused by cerebral ischemia. Traditional Chinese
medicine has the advantage of multi—component and multi—target, and plays its role in different stages of cerebral
ischemia. It has been found that most of the active components of traditional Chinese medicine can play a cerebral
protective role by regulating autophagy and apoptosis. This article reviews the molecular biological basis of abnormal
autophagy and apoptosis after cerebral ischemia and the effects of traditional Chinese medicine on disease targets and
pathways. This article aims at providing treatment ideas for the protection of neurons after ischemia.
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