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Advances in Research on the Effects of Liver Cirrhosis on
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[ Abstract] Cirrhosis has a high global incidence rate and serious harm. Numerous studies have shown that
liver cirrhosis may cause cardiovascular abnormalities in patients, which are closely related to the severity of the
condition and may have adverse effects on the prognosis of liver cirrhosis patients. Therefore, the pathogenesis and
research progress in hyperdynamic circulation, portal hypertension pulmonary hypertension, cardiac systolic and
diastolic dysfunction, cardiac electrophysiologic abnormalities, and cirrhotic cardiomyopathy are reviewed. To lay
the foundation for further in-depth research on the prevention and treatment strategies of liver cirrhosis.
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