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Abstract

Transforming growth factor-p (TGF-p) is a fami-
ly of related proteins that regulate many cellular
processes including growth, differentiation, ex-
tracellular matrix formation and breaking down
and immunosuppression. TGF-B1 is considered
to play a pivotal role in hepatic stellate cell acti-
vation and a confirmed role in liver fibrosis, and
its antiproliferative, proapoptotic, and immuno-
suppressive activities can play important roles
in the pathogenesis of viral hepatitis. There is a
marked correlation between the concentration
and gene polymorphisms of TGF-f1 and chronic
hepatitis B.
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