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Abstract: Liver cirrhosis is the final stage of the progression of various chronic liver diseases, often accompanied by serious
complications and high mortality rates. Recent studies have shown that the interaction between gut microbiota and bile acid
metabolism (the gut microbiota-bile acid axis) is closely associated with liver cirrhosis. This article systematically reviews the
mechanism of action of the gut microbiota-bile acid axis in the progression of liver cirrhosis, elaborates on the pathological features
of liver cirrhosis and its harm to the body, and summarizes the association of the gut microbiota-bile acid axis with the development
and progression of liver cirrhosis. It also analyzes the key regulatory role of this axis in the progression of liver cirrhosis and explores
its potential application value as a therapeutic target for liver cirrhosis, in order to provide a theoretical basis for exploring more

effective clinical intervention methods.
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