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[ Abstract] Non-alcoholic fatty liver disease (NAFLD) is a clinicopathologic syndrome,which is usually
accompanied by metabolic disorders such as obesity,hyperlipidemia,and hyperglycemia. Farnesoid X Receptor
(FXR) can regulate human lipid metabolism,and bile acid is its most important endogenous receptor. In recent
years,the bile acid-FXR axis had become a hot research mechanism for the treatment of NAFLD. Traditional
Chinese medicine is safe and effective in clinical application because of its multi-target and multi-pathway char-
acteristics. At present,the research on the treatment of NAFLD from the perspective of bile acid-FXR receptor
axis is also increasing. This article introduced the mechanism of bile acid-FXR receptor axis and its effect on
lipid metabolism and the research progress of traditional Chinese medicine on lipid metabolism of NAFLD.
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