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Advances in the role of Rho sub-family in tumor invasion
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[Abstract] Rho family is a member of small G protein in Ras superfamily. Rho subfamily members
RhoA, RhoB, and RhoC are abnormally expressed in a variety of malignant tumors, and involved in
the occurrence and development of tumors. Through regulating the actin cytoskeleton polymerization,
cell polarity and morphology, they affect cell movement, cell-cell and cell-matrix adhesion and

reconstruction of extracellular matrix, and are involved in the process of the invasion of malignant

cells.

Further study on Rho subfamily may deepen our understanding on tumor invasion, which provide

specific and multi-target therapy to the prevention of tumor metastasis.
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