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Abstract: Objective To explore the protective effect of hyperoside on non-alcoholic fatty liver disease. Methods Thirty-six ApoE-/-
mice were randomly divided into model group, hyperin (200 mg/kg) group and simvastatin (positive control drug, 5.2 mg/kg) group,
with 12 mice in each group. Another 12 C57BL/6 mice were used as control group. The control group was given ordinary diet, and
the other three groups were given high-fat diet to construct the MAFLD model, and the control group and the model group were
given 0.5% CMC-Na solution intragaally twice a day, for 12 weeks. HE staining method was used to observe the pathological
changes of mouse liver. Oil red O staining method to observe the fat content in mouse liver tissue. Whole blood analyzer to detect
total cholesterol (TC), triglyceride (TG) and high-density lipoprotein cholesterol (HDL-C) in mouse serum , Low-density lipoprotein
cholesterol (LDL-C), aspartate aminotransferase (AST) and alanine aminotransferase (ALT) content. ELISA method was used to
detect malondialdehyde (MDA) and superoxide dismutase (SOD) in mouse liver tissue, glutathione peroxidase (GSH-Px),
interleukin-6 (IL-6) and tumor necrosis factor- o (TNF- a) content. Results Hyperoside can reduce the area of cavities and
inflammatory infiltration of mouse liver cells and improve the condition of lipid deposition (P < 0.01). Hyperin significantly
decreased the serum levels of TC, LDL-C, HDL-C, AST and ALT (P < 0.01), decreased the levels of MDA, IL-6 and TNF-a in liver
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significantly (P < 0.01), and increased the levels of SOD and GSH-Px in liver significantly (P < 0.05, 0.01). Conclusion Hyperin

can slow down the pathological process of non-alcoholic fatty liver disease, and its protective effect may be achieved by reducing

lipid accumulation, reducing oxidative stress, and inhibiting inflammation.
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