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Abstract: Objective To investigate the mechanism of Xuezhikang Capsules in treatment of metabolically associated fatty liver
disease in mice based on the FXR pathway. Methods A total of 40 C57BL/6J mice were randomly divided into control group, model
group, polyene phosphatidylcholine group, Xuezhikang Capsules (0.3 and 0.6 g/kg) group, with 8 mices in each group. Control group
was fed with normal diet, and the other groups were fed with high-fat diet for 8 weeks to replicate the metabolically associated fatty
liver disease model. Rats in polyene phosphatidylcholine were given 0.144 g/kg polyene phosphatidylcholine, Xuezhikang Capsules
(0.3 and 0.6 g/kg) groups were given 0.3 and 0.6 g/kg Xuezhikang Capsules, respectively. Rats in control and model groups were given
the same volume of normal saline for 4 weeks. Biochemical kits were used to determine the serum levels of TG, TC, HDL, LDL, AST,

ALT, TNF-q, and IL-6. Oil red O staining was used to observe the liver fat accumulation. Western blotting was used to detect the
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expression of FXR pathway-related proteins in the liver of each group. Results Compared with the model group, the liver weight,
liver index, TC, TG, ALT, AST, TNF-a, and IL-6 in the Xuezhikang Capsules group were significantly decreased, but HDL-C was

increased (P <0.05, 0.01). Oil red O staining showed that Xuezhikang Capsules significantly reduced the accumulation of lipid droplets

in the liver. Western blotting showed that compared with the model group, Xuezhikang Capsules group significantly increased the
protein expression of FXR, and decreased the protein expression of CYP7A1 and LRH1 (P < 0.05, 0.01). Conclusion Xuezhikang

Capsules can treat metabolically associated fatty liver disease possibly by interfering with FXR-mediated lipid metabolism.

Key words: Xuezhikang Capsules; metabolically associated fatty liver disease; farnesoid X receptor; lipid metabolism; TG; TC; HDL-

C; LDL-C; AST; ALT
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