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[ Abstract ]

increasing in pulmonary vascular resistance, which is detrimental to human health and well-being. Macrophages are the main

Pulmonary hypertension is a group of clinical and pathophysiological syndroms characterized by progressive

immune cells infiltrating the vascular lesions in pulmonary hypertension, and play an important role in the pathogenesis of
pulmonary hypertension. Local reprogramming of glucose, lipid, and amino acid metabolism occurs during the progression of
pulmonary hypertension. And macrophages may sense the changes in the immune microenvironment and affect the progression of
pulmonary hypertension by regulating their energy metabolism and polarization. This article reviews the research progress of effect
of metabolic reprogramming of macrophages in the pathogenesis and treatment of pulmonary hypertension, in order to provide
valuable reference for the immunometabolic therapy in pulmonary hypertension.
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