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The Mechanism and Treatment of Autophagy in Alzheimer's Disease
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Abstract: The process of autophagy is regulated by a series of complex signal molecules. Basal levels of autophagy play an

important role in clearing abnormally accumulated proteins, long-lived proteins and damaged organelles, maintaining cell

homeostasis, and cell survival. Alzheimer's disease (AD) is a brain neurodegenerative disease mainly characterized by progressive

cognitive impairment and memory impairment. Its pathogenesis is not yet clear, and there is still no effective treatment. This article

describes the relationship between autophagy and Alzheimer's disease and drug treatment, aims to provide an experimental basis for

the rational development and utilization of AD-related drugs.
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