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[ Abstract] Heart failure with preserved ejection fraction( HFpEF) has become one of the most common types of heart failure in recent

years. Due to the complex pathophysiological mechanism,the choice of therapy is limited and the prognosis is poor. At present, experts believe

that comorbidity-induced systemic chronic inflammation is the primary cause of abnormal left ventricular remodeling and diastolic dysfunction

in HFpEF patients. Therefore, understanding the potential regulatory mechanism of this pathogenesis is conducive to explore effective

treatments methods.
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