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Effect of Shugan Jianpi Recipe on Autophagy Protein Beclin-1 and LC3-Il in Hepatic Fibrosis Rats
JIANG Hui'?, ZHANG Jia-fu', GAO Jia-rong', QIN Xiu-juan', WANG Ting', and LI Zhu-qing” 1 De
partment of Pharmacy, First Hospital Affiliated to Anhui University of Chinese Medicine, Hefei (230031) ;
2 Department of Pharmacology, College of Basic Medicine, Anhui Medical University, Hefei (230032 )
ABSTRACT Objective To observe the effect of Shugan Jianpi Recipe (SGJPR) on autophagy
protein Beclin-1 and LC3-1I in liver fibrosis rats. Methods  Sixty Sprague Dawley (SD) rats were ran-
domly divided into six groups, the normal group,the model group, high, middle, and low dose SGJPF
groups (1.5, 3.0, 6.0 g/kg), and the colchicines group (0.1 x10° g/kg), 10 in each group. Except
those in the normal group, liver fibrosis model was induced by subcutaneous injection of CCl, to rats in
the rest groups, twice per week for 12 consecutive weeks. At week 7 after modeling, different doses of
SGJPF and colchicines were respectively administrated to rats in corresponding groups by gastrogav-
age, once per day for 6 weeks. Equal volume of saline solution was administrated to rats in the normal
group and the model group, once per day for 6 weeks. The pathological injury degrees of liver were ob-
served by HE staining and Masson dyeing. Expressions of Collagen I, «-SMA, Beclin-1, and LC3-1I pro-
tein were detected by immunohistochemistry. Results Compared with the normal group, the histopatho-
logical injury degree of the liver was obviously aggravated, the expressions of Collagen 1, «-SMA, Bec-
lin-1, and LC3-1I protein in liver tissue were significantly elevated in the model group (P <0.01). Com-
pared with the model group, liver injury was attenuated and collagen deposition was reduced (P <0.05,
P <0.01), expressions of Collagen 1, a-SMA, Beclin-1, and LC3-1I protein in liver tissue were signifi-
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cantly decreased (P <0.05, P <0.01) in middle and low dose SGJPF groups and the colchicines group.

Conclusions

SGJPF could fight against liver fibrosis. lts mechanism might be associated with reducing

autophagy and lowering energy generation, thus inhibiting activation of hepatic stellate cells.
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