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Abstract

Multiple etiologies of liver disease lead to liver
fibrosis by driving the activation of hepatic stel-
late cells (HSCs) into a myofibroblast-like phe-
notype that is contractile, proliferative and fibro-
genic. Liver fibrosis is associated with the pro-
liferation of HSCs, and the cell cycle of activated
HSCs is abnormal. Cyclin-dependent kinases
(CDKs) play essential roles in cell proliferation.
However, the molecular mechanisms respon-
sible for the abnormal proliferation of activated
HSCs during hepatic fibrogenesis remain to be
defined. Here we will review recent progress in
understanding the associations among CDKs,
the control of cell cycle and hepatic fibrosis, with
an aim to reveal the potential mechanisms of he-
patic fibrosis.
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