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Diastolic heart failure : physiopathology and pharmacotherapy
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Abstract : Diastolic heart failure is known as HF with normal or nearly normal systolic function,which is
distinct from systolic heart failure in pathogenesis, diagnosis and management. The high morbidity and mor-
tality in patient with HF with preserved ejection fraction derived from epidemiology which has been attracted

more and more attention. According to the updated researches, we review the diastolic heart failure in physio-

pathology, diagnosis and pharmacotherapy.
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