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[ Abstract )

dysfunction is involved in remodeling of pulmonary vessels and right ventricle. Mitochondrial dysfunction involves the tricarboxylic

Pulmonary hypertension is a proliferative disease pathologically. Studies have shown that mitochondrial

acid cycle, electronic respiratory chain, mitochondrial membrane potential, mitochondrial calcium storage, mitochondrial
dynamics, mitochondrial autophagy, mitochondrial biogenesis and so on. The abnormalities of the above aspects of mitochondria
are involved in the formation of pulmonary hypertension. Therefore, restoring mitochondrial function may be a new strategy to

treat pulmonary hypertension. This paper reviewed the mechanisms of mitochondrial dysfunction in the formation of pulmonary

hypertension.
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