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Summary Pulmonary arterial hypertension is a chronic disease caused by a variety of causes with hidden on-

set, high mortality and poor prognosis. Its pathogenesis has not yet fully understood. Immune inflammation plays

an important role in the development of pulmonary arterial hypertension. This article summarizes the effect of im-

mune cells, cytokines and chemokines in the process of pulmonary arterial hypertension.
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