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Abstract: The pathogenesis of Alzheimer's disease is complex and related to multiple factors. Stilbene glycoside is the main active
ingredient in Polygoni Multiflori Radix. Stilbene glycoside can treat Alzheimer's disease by inhibiting the generation and deposition of
B-amyloid protein, inhibiting the aggregation of a-synuclein, reducing Tau protein phosphorylation, alleviating inflammatory response,
inhibiting neuronal apoptosis, enhancing antioxidant capacity, and enhancing synaptic plasticity. This article summarizes the
pharmacological research progress of stilbene glycoside in treatment of Alzheimer's disease, providing evidence-based support for the
clinical application of stilbene glycoside.
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