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[ Abstract ]

an important role in its occurrence and development, and may be related to mitochondrial function and mitophagy. This article

The morbidity and mortality of pulmonary arterial hypertension are high, and macrophage polarization plays

introduces the content of mitophagy, describes the relationship between mitophagy and pulmonary hypertension and its role in the

metabolic reprogramming of macrophages, and points out that mitophagy may play a role in the occurrence and development of

pulmonary hypertension by promoting the conversion of macrophage metabolism to glycolysis.
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