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[Abstract] Autophagy is a dynamic process that allows recycling of long-lived proteins and damaged organelles
into biosynthetic materials for maintaining the normal cellular homeostasis. Recently, accumulating evidence has
indicated that autophagy played important roles in the pathogenesis of neuronal diseases. In this article, the research
progress of autophagy in the pathogenesis and regulation mechanism of common nervous system diseases were reviewed
to deepen the understanding of autophagy, and arouse researchers' attention on dynamic regulation of autophagy and

alleviating autophagic flow injury.
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