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[ Abstract] Non-alcoholic fatty liver disease( NAFLD) is the most common liver disease in the world, but there
are currently no approved drugs for the treatment of NAFLD. In recent years, NAFLD has been considered as metabolic

associated fatty liver disease, and the pathogenesis of NAFLD is related to changes in bile acid metabolism. Obeticholic

= RS — 1%



hEIEARE: 202145 8 F 14 % 8

- 757 -

acid is a semi-synthetic bile acid and a potent and highly selective farnesoid X receptor(FXR) agonist, as well as a potent

inhibitor of fatty acid transport protein 5( FATPS). At present, compared with high-dose ursodeoxycholic acid( UDCA)

and other bile acid drugs in the treatment of NAFLD, low-dose obeticholic acid has more advantages and exploration

value in the treatment of NAFLD.
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