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[Abstract] Non-alcoholic fatty liver disease (NAFLD) is a clinicopathological syndrome characterized by dif-
fuse hepatocyte steatosis, including simple fatty liver disease and its evolution of steatohepatitis, fatty liver fibrosis and
cirrhosis. The original "two-blow" theory cannot fully explain its pathogenesis, and the multiple-blow theory involving a
variety of factors provides a more comprehensive description, including lipid toxicity, inflammation, fibrosis and chang-
es in gene expression. Autophagy is a metabolic pathway for lysosome to degrade cytoplasmic components, which is in-
volved in a variety of pathogenesis of the disease, leading to cellular lipid accumulation, inflammation and fibrosis. This
review summarizes the relationship between Unc—51 like autophagy activating kinase 1 (ULK1), AMP-activated protein
kinase (AMPK), mammalian target of rapamycin complex 1 (mTORC1) and autophagy, and describes in detail how au-

tophagy participates in the occurrence and development of non-alcoholic fatty liver disease.
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