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Abstract: Liver fibrosis is a compensatory response to chronic liver function damage. It is a pathological
process characterized by the increase of extracellular matrix and the decrease of degradation, and the
deposition of a large amount of extracellular matrix in liver. Liver fibrosis is a necessary process for
the transformation of chronic liver disease to liver cirrhosis and liver cancer. The Rho-ROCK signaling
transduction pathway is involved in many cell physiological activities, and it is mainly through regulating
the contraction and migration of hepatic stellate cells to participate in the formation of liver fibrosis. The
activation of hepatic stellate cells plays an important role in the formation of liver fibrosis and the extracellular
matrix secreted by activated hepatic stellate cells is the material basis for its formation. The biological
characteristics of Rho-ROCK signaling transduction pathway and hepatic stellate cells and the regulation of
Rho-ROCK signaling transduction pathway on hepatic stellate cells were reviewed in this paper, in order to
provide a new direction for the prevention and treatment of liver fibrosis.
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