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Research progress on alcoholic fatty liver disease and autophagy

Quan Min, Duan Ying, Xing Huichun (Department of Hepatology Division 3rd, Beijing Ditan
Hospital, Capital Medical University, Beijing 100015, China)

Abstract: A large amount of alcohol intake can induce alcoholic liver disease (ALD).
Autophagy is a cellular catabolism process which depends on lysosome. As a major
autophagy, lipophagy is a form of selective autophagy, which can phagocytose lipids and fuse
with lysosomes to form autophagosomes and degrade the phagocytic lipids into fatty acids.
Long-term intake of ethanol will delay lipid digesting, slow down lipid degradation, destroy
fat burning function in liver and accelerate fat generation. This article reviewed the progress

of studies on how alcohol intake affects lipophagy.
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