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Absract: Objective To study the protective effect of velvet antler polypeptide (VAP) on carbon tetrachloride
induced liver fibrosis in mice and its mechanism. Methods The rat liver fibrosis model was induced by
intraperitoneal injection of carbon tetrachloride. Mice were randomly divided into normal group, carbon tetrachloride
group, carbon tetrachloride +VAP group(20, 40 mg-kg™') and positive control group(Silybin group, SB, 100 mg-kg™").
The animals in each group were given the corresponding dose of drugs daily by gavage, and the intervention was
continued for 6 weeks. HE staining was applied to observe the pathological morphology. The serum levels of ALT,
AST and pro— inflammatory cytokines (TNF—a, IL-1B, IL-6) were measured by ELISA. Immunohistochemical
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method was used to detect the protein expression level of liver fibrosis markers (a=SMA, Col-1). Western blot was
used to detect the expression of MAPK and PI3K/Akt signal proteins in liver. Results Compared with the control
group, there was extensive steatosis and inflammatory infiltrates in the liver of the model group, the biomarkers
level of «—=SMA, Col-I, ALT, AST, TNF-a, IL-1B, IL-6 significantly increased (P <0.01); In the treatment
group, VAP significantly reduced the expression of liver fibrosis markers (a— SMA, Col-1) and improved the
pathological changes of liver fibrosis. It was also found that the serum levels of liver injury indicators (ALT, AST)
and pro—inflammatory factors (TNF- a, IL-1, IL-6) were decreased (P<0.01), and the signaling protein

expression levels of MAPK and PI3K/Akt in the liver were reversed. Conclusion VAP may protect liver fibrosis in

mice induced by CCL via interfering MAPK and PI3K/Akt signal transduction pathways.
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Figure 1 The expression levels of AST and ALT in serum of mice in different experimental groups
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Figure 2 The expression levels of IL-13, IL-6 and TNF-« in serum of mice in different groups
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Figure 3 Pathological changes of liver tissues in different experimental groups (x200)
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Figure 4 The protein expression levels of a—=SMA and Col-I collagen in liver tissues of different experimental groups(x100)
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Figure 5 The MAPK signaling protein expression levels in liver tissues of mice in different experimental groups
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Figure 6 The PI3K/Akt signaling protein expression levels in liver tissues of mice in different experimental groups
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