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[ Abstract ] In recent years,heart failure with preserved ejection fraction( HFpEF) has become an important issue that poses a serious
threat to human health. HFpEF patients account for more than 50% of the total number of heart failure patients, with high mortality and poor
prognosis. At present, the mechanism of HFpEF is not clear,and there are no effective treatment drugs. Understanding the pathophysiology of
HFpEF has been restricted both by human myocardial biopsies and by the lack of animal models that fully mimic human pathology.
Therefore , the establishment of appropriate animal models can help us understand the pathophysiology mechanism and molecular signaling

pathway of HFpEF ,and provide new ideas for the preclinical investigation of potential therapies. In this review,we will provide an overview of

the currently available models to study HFpEF as well as present advantages and disadvantages of these models.
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