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In contrast to well-developed algorithms for the evaluation and treatment of patients with heart failure in the setting of reduced ejection fraction (HFREF), the diagnosis and management of patients with preserved EF heart failure (HFPEF) remains challenging. Pathophysiolgically, impaired diastolic reserve characterizes heart failure with preserved ejection fraction (HFPEF) and in many cases detailed phenotypic characterization is only possible with detailed hemodynamic evaluation. In particular, examination of the pulmonary artery and left ventricular filling pressure response to exercise during invasive hemodynamic assessment provides key diagnostic information. From a mechanistic standpoint, although the presence of excess extracellular matrix has been presumed to be the fundamental mechanism underpinning HFPEF physiology, recent data suggest a potential contribution by other mechanisms affecting active and passive components of diastolic function including inflammatory, microvascular and energetic pathways. In addition, the failure of antagonists of the angiotensin and aldosterone systems in clinical trials underscores the need to investigate other potential targets. In addition to pharmacologic approaches for HFPEF, device based approaches for the modification of intra-cardiac pressures have also been developed providing an alternative therapeutic approach for HFPEF patients. 

