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cerebral infarction

YANG Qin, ZHOU Tao, WANG You-hua
Intensive Care Medicine, The People's Hospital of Dazu, Chongqing, Chongging 402360, China

Abstract: Cerebral infarction is the third leading cause of death and primary cause of disability in humans, and how to improve the
efficacy of cerebral infarction has become a widespread focus of attention in society. Resveratrol is a kind of stilbene polyphenol,
which has wide activities, and plays a role in prevention and treatment of ischemic stroke by inhibiting inflammatory response,
antioxidant stress response, enhancing autophagy and energy metabolism, promoting synaptic growth, reducing neuronal apoptosis in
cerebral ischemia area, and protecting the function and structure of blood-brain barrier. This article reviews mechanism of resveratrol
in prevention and treatment of cerebral infarction, and provides new ideas for treatment of cerebral infarction with resveratrol.
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