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Abstract ; Heart failure is the end — stage stage of various cardiovascular diseases,and its high prevalence and mortality seriously threat-
en human health. Accumulating evidence suggests that gut microbiota dysbiosis, gut barrier dysfunction,and gut microbiota metabolites
are strongly associated with heart failure. TCM monomers and TCM compounds have the characteristics of multi — channel and multi —
target therapy,which can regulate the body as a whole and affect the physiological functions of multiple systems of the body. The treat-

"

ment of heart failure by regulating the " gut — heart axis" with traditional Chinese medicine is in line with the overall concept in tradi-
tional Chinese medicine. Traditional Chinese medicine formulas such as Gegen Qinlian Decoction, Huanglian Jiedu Decoction,and Simi-
ao Yong'an Decoction can treat heart failure by regulating the intestinal flora and its metabolites.
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