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Pathway for the Prevention and Treatment of Alzheimer’s Disease
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[Abstract] Abnormal mitophagy function is one of the major pathogenesis of Alzheimer’s disease (AD). As
the main signal transduction pathway of mitophagy, the PTEN-induced kinase 1 (PINK1)/Parkin pathway plays a
crucial role in mitochondrial quality control and maintenance of mitochondrial homeostasis. In recent years,
studies have found that Chinese medicine monomers such as tenuifolin and [ —asarone, as well as Chinese
medicine compound prescriptions such as Huangqi Powder (3% &%) and Kaixin Powder (FF*3#K), can prevent
and treat AD by intervening in mitophagy mediated by the PINK1/Parkin pathway.
[Keywords] — Alzheimer’s disease; PINK1/Parkin pathway; Chinese medicine; mitophagy; Chinese medicine
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