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Abstract

Hepatic fibrosis represents a wound healing
response to liver injury due to various causes.
Cirrhosis is the most advanced stage of fibrosis
and, along with its complications, constitutes
one of the major causes of morbidity and mortal-
ity worldwide. Past decades have witnessed tre-
mendous progress in understanding the mecha-
nisms of hepatic fibrosis. Activation of hepatic
stellate cells is a key event in fibrosis, while a
wide range of cytokines and their receptors and
inflammatory cell subsets participate in the dy-

namic regulation of fibrosis progression. In terms
of the diagnosis of hepatic fibrosis, novel serum
markers and transient elastography have helped
a lot in the assessment of liver fibrosis in addition
to traditional liver biopsy. These findings both in
the mechanism of liver fibrosis and the diagnosis
of fibrosis are important for the implementation
of rationally based approaches to limit fibrosis,
accelerate repair and enhance liver regeneration
in patients with chronic liver disease.
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