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Abstract

The Rho family small GTPases can act as
molecular switches in eukaryotic signal
transduction and exert diverse biological effects
through a variety of downstream effector
proteins. The actin cytoskeleton is important
in maintaining cell shape, mediating many
important biological functions in eukaryotic cells
and controlling cell contraction, movement and
survival. Hepatic stellate cells (HSCs) activation
plays a key role in the formation of liver fibrosis
and the regulation of portal blood flow. Rho
proteins can direct activation-associated changes
in HSC morphology via regulation of the actin
cytoskeleton. In this article, we will review the
mechanisms underlying the roles of Rho family
small GTPases in regulating actin cytoskeleton
remodeling and cell contractility, movement and
survival in HSC cells. Furthermore, we explore
the possibility that the Rho family small GTPase-
associated signal pathway is used as a new
target for treating hepatic fibrosis and portal
hypertension.
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