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Abstract : Objective

duced cirrhosis. Methods

To analyze the changes of 1L.-6/STAT3 signal pathway after partial hepatectomy in rats with CCl,-in-
Cirrhosis was induced in rats by hypodermic injection of CCl,. Untreated rats were used as controls. The
control rats and the cirrhotic rats were subjected to 70% partial hepatectomy. At different time points after hepatectomy, the residu-
al liver and blood samples were collected, the levels of 11.-6 and TNF-¢ in serum, the expression of PCNA and active STAT3 pro-
teins in the liver tissue were analyzed. Results 24 h after hepatectomy, we detected significantly lower mitotic index and PCNA
positive cells in the cirrhotic rat as compared to the controls. The cirrhotic rat expressed significantly lower levels of 1.-6 as com-
pared to the controls up to 12 h after hepatectomy. Significantly lower levels of active STAT3 proteins were also observed in the cir-
rhotic rat 2 h after hepatectomy. Conclusion The data from our study shows that one of the most important reasons for the im-

paired liver regeneration in cirrhotic remnants is associated with low expression of I1L.-6 in the early stage and the following low acti-

vation of STAT3 proteins.
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