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Autophagy is a unique process of lysosomal pathway of eukaryotic cells to degrade intracellular metabolites
and autophagy dysfunction is closely related to neurodegenerative diseases such as Alzheimer’s disease (AD)
and Parkinson’s syndrome (PD). Regulating autophagy can effectively remove the protein from abnormal
accumulation in the nervous system and alleviate the disease progression from the cellular level. Thus, autophagy
may be an effective strategy and approach for treating neurodegenerative diseases.
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