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Abstract

Hepatic fibrosis is a common pathological
change occurring in chronic liver disease which
is induced by a variety of etiological factors.
Hepatic fibrosis is a dynamic process, and
a reversible pathological change. However,
when it has progressed to hepatic cirrhosis,
it is irreversible. Therefore, to block or
reverse the course of hepatic fibrosis is a very
significant target for the treatment of chronic
liver disease. Interferon (IFN) has extensive
functions, including anti-viral, anti-tumor
and immunological roles. Recent research
has reported that IFN possesses an anti-
hepatic fibrosis function, with potential clinical
application. However, the exact mechanism
underlying its anti-hepatic fibrosis action
remains unknown. Some scholars believe that
this mechanism involves interferon’s anti-
viral effects, the inhibition of hepatic stellate
cell (HSC) activation, the promotion of HSC
apoptosis, the inhibition of extracellular matrix
(ECM) synthesis and the promotion of ECM
degradation.
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