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Research progress of novel mechanism of targeted drug for pulmonary arterial hypertension

FAN Shi-yong, ZHOU Xin-bo, ZHONG Wu"

( National Engineering Research Center for the Strategic Drug, Institute of Pharmacology and Toxicology, Academy of Military Medical Sciences,
Beijing 100850, China )

[ Abstract] Pulmonary arterial hypertension (PAH) is a chronic disease that results in narrowing of small pre-capillary pulmonary arteries
leading to elevation of pulmonary artery pressure and pulmonary vascular resistance, subsequent right ventricular failure. With the development
of pathophysiology and molecular biology of pulmonary hypertension, there are many targeted drugs with novel mechanism under development.

In this article, different classes of drugs were reviewed including soluble guanylate cyclase stimulators, mitochondrial modulators, anti-

inflammatory and immune modulatory therapy, tyrosine kinase inhibitors, 5-HT receptor antagonists, right ventricle targeted therapy.
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