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[ Abstract] Heart failure with preserved ejection fraction (HFpEF) is a major global public health question. It is a heterogeneous

syndrome , and its diagnosis and treatment are challenging due to complex pathological mechanisms and lack of a single diagnostic standard. At

present, there is no generally recognized treatment method that can change the clinical course of HFpEF. This article aims to describe the

potential pathophysiological mechanism and therapeutic targets of HFpEF, in order to provide research ideas for the basic and clinical

treatment of the disease.
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