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Abstract: Alzheimer's disease is the most common neurodegenerative disease, and silent information regulatory factor 1 (Sirtl) has
the potential to be a therapeutic target for treatment of Alzheimer's disease. Polyphenolic compounds are the secondary metabolites in
plants that can improve Alzheimer's disease by regulating Sirt1 to inhibit the production of f-amyloid (AB) protein, suppress Tau protein
phosphorylation, resist oxidative stress, suppress neuroinflammation, enhance synaptic plasticity, enhance autophagy, and inhibit
neuronal apoptosis. This article reviews the molecular mechanisms of polyphenolic compounds in improving Alzheimer's disease by
regulating Sirtl1, to provid reference for the development of natural product based intervention strategies for treatment of Alzheimer's
disease.
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Fig.2 Mechanism of polyphenols in inhibiting Tau protein
phosphorylation by regulating Sirt1
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