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[Abstract] During the past few decades, studies have revealed the relationship between RhoA/Rho-
kinase signaling pathway and the pathophysiological process in pulmonary vascular diseases. The pathway
has an intensive involvement in pulmonary vascular remodeling,including endothelial dysfunction, smooth
muscle cell hypertrophy and proliferation. So the aim of this review is to introduce the structure of Rho-
kinase, how it regulates, and the pathophysiological mechanisms of Rho-kinase-mediated vascular
remodeling. The underlying mechanisms of Rho-kinase inhibitor attenuating pulmonary hypertension

(PH) ., as well as the therapeutic effect of Fasudil-a selective Rho-kinase inhibitor on PH animal model

and patients are also discussed.
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