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Summary Chronic heart failure (CHF) is the end result of various cardiovascular diseases. It has caused
much concern because of its high morbidity and mortality. The hallmark of CHF is the progressive dilatation of the
left ventricle, thinning of the left ventricular wall leading to increased wall stress and increased myocardial oxygen
consumption. Applying Laplace's law, utilizes a tissue engineering strategy to increase wall thickness and reduce
chamber volume, resulting in a decrease in wall stress and improved left ventricular function. The present review
primarily focuses on the rationale for an tissue engineering approach for this treatment of CHF and experiment re-
sults of the Algisyl-LVR program are presented treatment of heart failure.
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