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Abstract

Cirrhosis is a chronic, progressive and diffuse end-stage liver disease caused by various causes,
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often accompanied by a variety of complications, such as ascites, hepatic encephalopathy, esopha-
geal and gastric varices, spontaneous peritonitis and so on. These complications not only affect the
quality of life of patients, but also significantly increase the risk of death. In recent years, with the
in-depth understanding of digestive system diseases, more and more studies show that intestinal
flora plays a key role in the occurrence and development of liver cirrhosis and related complica-
tions. However, the specific mechanism of how intestinal flora affects cirrhosis and its complica-
tions is still not completely clear, and the clinical treatment strategy has not been effectively imple-
mented. This review aims to explore the pathogenesis of intestinal flora in related complications of
liver cirrhosis, including its influence through immunomodulation, metabolites and hepatointesti-
nal axis. At the same time, we will also review the current treatment strategies to provide reference
and enlightenment for future research and treatment methods.
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