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[ Abstract ] Pulmonary arterial hypertension, featured by progressive pulmonary artery remodeling and increased pressure load of right

ventricular pressure, is a kind of diseases affected by many factors, which would eventually lead to right heart failure, even early death.

Previous studies have shown that the development of pulmonary arterial hypertension was associated with the dysregulated expression of

several chemokines and their receptors, and the recent reports also accepted the fact that several chemokines and their receptors exerted a

strong influence on pulmonary arterial hypertension development, which further suggested that these molecule signatures be viewed as

promising therapeutic targets for pulmonary arterial hypertension. This article reviews the study and application progress of chemokines and

chemokine receptors in pulmonary arterial hypertension.
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