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The study on expression of Shh and Glil protein in hepatocellular carcinoma in rats
Zhu Yanzhi , Zhang Min® ,Ma Haixia , Huang Linsheng
(First Department of General Surgery, Taihe Hospital A f filiated to Hubei
University of Medicine , Shiyan, Hubei 442000, China)

Abstract: Objective To study the protein expression and significances of Shh and Glil protein in hepatocellular carcinoma in
Spraque-Dawley(SD) rats. Methods Thirty male SD rats, weighing 170 to 200 g, were randomly divided into experimental group
(20) and control group(10). The experimental group rats were established diethylnitrosamine-induced (0. 01%) hepatocarcinoma
models for 16 weeks,at the same time, the control group was established with standard feeding. After the rats hepatocellular carci-
noma were successful induced, the expression of Shh and Glil proteins were tested in the experimental group and the control group
by immunohistochemical staining. Results The positive rates of Shh and Glil protein expression in experimental group were 87. 5%
(14/16) and 75.0%(12/16) ,and those in control group were 30. 0% (3/10) and 20. 0% (2/10) , respectively. The results showed
significant difference of protein expression between hepatocarcinoma tissue and normal tissue( P<Z0. 01). Conclusion The hedgehog
signaling is abnormally activated in artificially induced SD rats hepatocarcinoma.
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