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[ Abstract | Totally 16

male Sprague-Dawley rats were divided into two groups:sham group(sham,n=238) , hepatic fibrosis group(HF,n=28). The animal

Objective To establish the model of hepatic ischemia-reperfusion induced hepatic fibrosis. Methods
model of hepatic fibrosis was subjected to 90 minutes of ischemia in the left/middle liver lobe to induce partial hepatic ischemia
(70%) in HF group,followed by reperfusion,and continued raising for 4 weeks. The rats in sham group were only harassd the he-
patic pedicle. The rats were killed at the end of 4 weeks. ALT,AST and HA,LN levels were used to assess the degree of the liver
damage and hepatic fibrosis. Liver tissues were employed to measured Hyp. The expression of «-SMA was detected by Western
blot. The histological changes of the liver were determined by HE staining. Results Compared with the sham group, the serum
ALT and AST markedly increased in the HF group.so did the level of HA and LN(P<C0. 05) ; the content of Hyp in liver tissue in-
creased in the HF group (P<C0. 05) ; the expression of «-SMA protein in the HF group was markedly higher than it in the sham
group(P<C0. 05). The degrees of degeneration and necrosis of hepatocyte in the HF group were significantly more aggravated and
infiltration of inflammatory cell were more obvious by the optical microscope, partially formed the fibrous septum compared with the
Sham group. Conclusion Liver fibrosis model of rats can be successfully induced by hepatic ischemia-reperfusion operation.
[Key words] liver cirrhosis;models,animal;hepatic ischemia-reperfusion
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