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[Abstract] The expanded blood volume in advanced cirrhosis contributes to a persistent increase in cardiac
output, which may overload the heart. In other circumstances, increased cardiac output and augmented cardiac
work would cause cardiac failure. But, because of the decreased afterload, as reflected by reduced systemic vascular
resistance and increased arterial compliance, left ventricular failure may be latent in cirrhosis. Cardiac failure may
become manifest under strain or treatment with vasoconstrictors. This type of cardiac dysfunction has been termed
" “cirrhotic cardiomyopathy” (CCM) . This article reviews current status and research development in the pathogene-
sis , pathology, diagnosis and therapy of cirrhotic cardiomyopathy.
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