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[ Abstract ] Pulmonary hypertension is a progressive pulmonary vascular disease characterized by increased resistance of pulmonary
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artery and arteriole muscle. The pathogenesis of pulmonary hypertension is very complex and there are many related factors involved in the

occurrence and development of pulmonary hypertension. This paper reviewed the effect of four kinds of factors involving in pulmonary

hypertension formation and progression, name as nuclear factor of activated T cell, hypoxia-inducible factor-1a,bone morphogenetic protein

type Il receptor and Rho associated kinase.

[ Key words ] Pulmonary hypertension; Nuclear factor of activated T cell ; Hypoxia-inducible factor-1o; Bone morphogenetic protein

type I receptor;Rho associated kinase
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