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Alcohol and hepatic lipid metabolism
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Abstract: Alcohol abuse is a major public health problem. Alcohol induces lipid accumulation in hepatocyte by
stimulating lipid synthesis and inhibiting lipid oxidation, further induces hepatocytes lesions and finally leads to the
development of steatosis. This review summarized mechanisms of effects of alcohol on lipid metabolism, including
alterations of transcriptional regulation of lipid metabolism, effects of abnormal methionine metabolism on the

endoplasmic reticulum stress. Then we elaborated intrinsic link among these mechanisms, and how alcohol deranges

hepatic lipid metabolism and then leads to the development of fatty liver.
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