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Obesity, particularly morbid obesity produces a variety of alterations in cardiovascular hemodynamics that predispose to changes in cardiac morphology and ventricular function, potentially resulting in heart failure. Obesity cardiomyopathy is defined as heart failure due predominantly or exclusively to obesity. Excessive adipose accumulation, increased fat free mass and a decrease in systemic vascular resistance combine to contribute to an increase in circulating blood volume. This produces an increase in left ventricular (LV) stroke volume which absent a change heart rate leads to an increase in cardiac output. Increased cardiac output contributes to LV (and presumably right ventricular) enlargement. In accordance with the Law of LaPlace, LV wall stress increases resulting in eccentric LV hypertrophy.  LV diastolic dysfunction ensues and if wall stress remains high, LV systolic dysfunction may occur. This may lead to pulmonary venous hypertension, pulmonary arterial hypertension and right ventricular hypertrophy and failure.  Sleep apnea and obesity-hypoventilation may contribute to right ventricular decompensation. Co-existent systemic hypertension may produce concentric or eccentric-concentric LV hypertrophy in obese patients. Adverse alterations in LV loading conditions are thought to predispose to obesity cardiomyopathy, but an observed decrease in Vmax and tissue Doppler abnormalities suggest that there may also be an intrinsic myocardial defect. The roles of lipotoxicity and excess epicardial fat remain uncertain. Substantial weight loss causes regression of LV hypertrophy and produces improvement in LV diastolic filling and systolic function. It is the most effective long-term treatment of obesity cardiomyopathy. 

