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Research of ZEB -1 Factor in TGF - g Pathway in Rat Liver Fibrosis in Vivo and in Vitro.
Department of Infectious Diseases , The First Affiliated Hospital of Wenzhou Medical College , Zhejiang 325000 ,China
Abstract To explore the dynamic expression of ZEB — 1 in rat model of hepatic fibrosis and hepatic stellate cells in-

duced by TGF - g1. Methods

Shen Yujuan ,Chen Yongping ,Liu Zhenzhen.

Objective
A total of 30 healthy male SD rats were randomly divided into normal control group and model group,and

the model group was further divided into four subgroups according to different time points; subgroups of 2,4 ,6 and 8weeks with six rats in
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each group. The rat model of hepatic fibrosis was induced by dimethylnitrosamine (DMN ). The serum of alanine aminotransferase ( ALT) ,
aspertatr aminotrabsferase ( AST) were detected dynamically after 2,4 ,6,8weeks of infection. The liver tissues were observed under optical
microscope after HE and Masson staining. ZEB =1 mRNA was detected by reverse transcriptase polymerase chain reaction (RT - PCR).
Rat HSC T -6 cell was stimulated with different concentrations of TGF — @ 1factor, then the RNA was extracted to detect the expression of
ZEB — 1 mRNA of different concentration of stimulus. Results The hepatic fibrosis model was successfully induced by DMN infection and
the level of hepatic fibrosis were the most obvious at 4 and 6weeks. The serum levels of ALT and AST were all increased after 2 week of
infection and peaked at week 4 which were all significantly higher than those in control group. The expression of ZEB — 1 mRNA was signif-
icantly increased than that in control group. And the expression of ZEB -1 was closely correlated with the TGF - B1 expression. In HSC -

T6 cells, the ZEB - 1mRNA gradually increased follow with the increased TGF — B1 concentration. Conclusion The ZEB -1 may par-

ticipate in the development of hepatic fibrosis,which is closely correlated with the progression and severity of liver fibrosis.
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