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[ Abstract] Pulmonary hypertension associated with left heart failure (PH-LHF) is a significant subtype of type 2 pulmonary
hypertension that can occur in different types of heart failure, particularly heart failure with preserved ejection fraction. As an independent risk
factor for a variety of cardiovascular diseases, insulin resistance (IR ) is closely related to the occurrence and development of pulmonary
hypertension. Studies have shown that a variety of pathological changes caused by IR,such as increased pulmonary vascular tension,impaired
vascular endothelial function,and pulmonary vascular remodeling, may be involved in the occurrence and development of PH-LHF. In this
article ,we mainly review the research status of IR and PH-LHF,in order to find new therapeutic targets for PH-LHF.
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