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[Abstract]
stent placement has been widely employed in researches and clinical practice. However, the occurrence of in-
Rho-kinase regulates VSMC

proliferation and migration after stenting, and it plays an important role in the neointimal formation. Long-

As an effective treatment for cardiac and cerebral angiosclerotic disorders, intravascular

stent restenosis is still a serious problem which is hardly to be avoided.

term inhibition of Rho-kinase can suppress the in-stent neointimal formation through multiple mechanisms.

Inhibition of the Rho /Rho kinase pathway may provide a useful strategy to prevent the occurrence of in-stent

General review -

restenosis. (J Intervent Radiol, 2012, 21: 172-175)
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