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Dangfei Liganning capsules prevent liver fibrosis in experimental rat of non-

alcoholic fatty liver disease
SONG HAIYAN ' LIU YANG' MAO ZHI-MIN ' JI GUANG ' *; et al. 1. Institute of Digestive Disease Shanghai University of
Traditional Chinese Medicine ( Shanghai 200032) China 2. E-institute of Shanghai Municipal Education Commission Shang—
hai University of Traditional Chinese Medicine

Abstract Objective: To study the effect of Dangfei Liganning capsules on liver fibrosis in nonalcoholic fatty liver disease
( NAFLD) rats. Methods: Thirty male Wistar rats were randomly divided into normal group model group and treatment group.
The rats of normal group were fed with a standard diet while those of model and treatment groups with high-fat diet and the rats for
treatment were gastrically perfused with Dangfei Liganning capsules. After 8 weeks the rats of model and treatment groups were in—
traperitoneally injected with low dose of CCl,. Forty-eight hours later the experimental rats were sacrificed and their livers were
frozen or fixed for future use. The liver tissue slides were stained with Sirius red and observed through microscope. Hepatic levels of
plasminogen activator inhibitord ( PAId) transforming growth factor beta 1 ( TGF81) alpha smooth muscle actin ( a-SMA)
collagen type I alphal ( COL1A1) and B-actin were measured by quantitative RT-PCR and Western blot. Results: Compared with
normal group the liver tissues of model rat showed extensive lobular hepatic steatosis companied with mild peri-sinusoidal fibrosis

in zone 3 area. No obvious collagen deposition was observed in the liver of treating rats. Dramatically increased mRNA level of PAI-
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as well as the protein expressing level of PAI4  were determined in the liver tissues of model

while in the treatment group the expression of these profibrogenesis genes were down-regulated obviously ( P <

0.05) . Conclusion: Dangfei Liganning capsules could prevent liver fibrosis of NAFLD rats. The underlying mechanism might par—

tially lie in inhibiting the activation of hepatic stellate cells and collagen production as well as promoting the degradation of extra—

cellular matrix through regulating the expression of TGF-1 and PAIH in NAFLD pathophysiology.
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