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[Abstract] Cirrhotic cardiomyopathy is a myocardial dysfunction that occurs in end-stage liver disease, characterized by systolic and
diastolic dysfunction, cardiac structural changes, and electrophysiological abnormalities. It is a known but poorly understood
complication of cirrhosis, with an adverse clinical effect on the overall health, survival, and prognosis of patients with cirrhosis. Liver
dysfunction and systemic inflammatory response under portal hypertension are jointly involved in its pathogenesis. This article will
review the research progress on the pathogenesis of liver cirrhosis cardiomyopathy in recent years from two aspects: elevated levels of
circulating bile acids caused by liver dysfunction and systemic chronic inflammatory response under portal hypertension.
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cAMP FA7 2, ITHI SR Co L2 6D FRYAC 4 o
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(cannabinoid, CB) 32 {4 . L 4 £15 18 18 45, 33 Bk A\ HH 1
JE X531 J2 2H B P O UL B b o 4 i 5 A o
T B B 2 5 M N e i) R s e e LT
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RE, FRAILO I RGN R MSE RAECIRAS 1R s R,
222 KJERTHEFOII AT

e L BE B 2R3 2 — P B A B A R VR (1)
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BB AFEHTB-AR FIHA,
224 WRMECBKFAHZ
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REAR 4. 2428 F CX43 B %5 5 PR30 Bk Gap26
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