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Role of intestinal flora—bile acid axis in non—alcoholic fatty liver disease
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West China Hospital of Sichuan University)
[ Abstract]Non-alcoholic fatty liver disease(NAFLD) is the manifestation of the metabolic syndrome in the liver. Currently,there is
no effective treatment program. Bile acids(BAs) ,as metabolites and signaling molecules of the intestinal flora,are involved in the

pathogenesis of NAFLD from different levels. This article summarizes the mechanism of intestinal flora—bile acid axis in NAFLD and

related drug treatment progress.
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S EE MiE R SR IR L AT O A B
TNAYT NAFLD BI254E 5

FXR 1 TGRS AT sk JF A i S5 AR 23 R A 8 g 5 2%
B RIESE R M S FI T NAFLD 1677 I BRISIER], A,
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I3 IR IR 45 5 2 B, TR OCA B8 NAFLD 49 2 Klp
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A, BRI IR T S T 2 BT IESE . 341, FXR/
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