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Research progress of pharmacological effects of stilbene glucoside ameliorating
cerebral ischemia-reperfusion injury
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Abstract: Ischemic stroke is the most common cerebrovascular disease in clinical practice, and cerebral ischemia-reperfusion injury
caused by blood flow recovery is an important pathological process that affects the prognosis of patients. Diethylbenzene glycoside
can exert protective effects against cerebral ischemia-reperfusion injury through multiple pathways, including antioxidant activity,
inhibition of inflammatory response, regulation of cell apoptosis, maintenance of mitochondrial homeostasis, promotion of neural
repair and angiogenesis, and regulation of neurotransmitter secretion. This article reviews the pharmacological effects and mechanisms
of stilbene glycoside in preventing and treating cerebral ischemia-reperfusion injury, aiming to provide reference for further research
and development of stilbene glycoside.
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