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[ Abstract] Autophagy is a continuous dynamic process in which lysosomes are used to degrade cellular components.
First, intima-encapsulated fusion occurs to form autophagic vesicles and autophagosomes, and then the autophagosomes fuse
with lysosomes to form autophagosomes. Finally, the autophagosomes are degraded by lysosomes. Autophagy is particularly
important to maintain homeostasis and cell survival. Under stress, to maintain homeostasis, autophagy and an anti-stress
defense system activate. Studies have shown that Keapl/Nrf2/p62 and the NLRP3 inflammasome play an important role in
regulation of the stress state, while regulation of autophagy is complex and involves several important pathways and key
molecules. In this article, we review the regulation of Keapl/Nrf2/p62, the NLRP3 inflammasome, and autophagy to
provide a reference for studying the mechanisms, drug development, and treatment of autophagy.
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