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Research progress of bile acid metabolism in complications of liver cirrhosis
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Abstract; Bile acids are synthesized from cholesterol in hepatocytes and play an important role in the absorption,

transport and distribution of fat and fat soluble vitamins. They also act as important signal molecules to regulate me-

tabolism and inflammatory response. The accumulation of bile acids in the body and the activation of bile acid relat-

ed receptors can aggravate or alleviate the complications of liver cirrhosis such as hepatic encephalopathy, portal

hypertension and peritonitis.
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Fig 1 Bile acid metabolism involved in the process of portal hypertension
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