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[ Abstract]  The physiological Tole of intestinal microbiota in non—gastrointestinal diseases has attracted growing
attention of researchers, which has also been'shown to be an important factor in the pathogenesis and development of heart failure.
There are characteristic changes in intestinal microbiota composition in patients with heart failure, such as the increase of harmful
microbiota and their metabolites, for example trimethylamine oxide ( TMAO ) , and the decrease of protective microbiota and
their metabolites, for example short—chain fatty acids. Meanwhile, heart failure can also induce intestinal congestion, edema, and
heightened permeability, allowing harmful microbiota and their toxic metabolites such as endotoxin into the circulation through
the intestinal wally whichutriggers cytokine generation and activates signal pathway, thereby contributing to further impairment in
cardiac function. Given the importance of intestinal microbiota in the development of heart failure, it is expected that regulating
intestinal mierobiota and interfering with its metabolites will be a new target for the diagnosis and treatment of heart failure. The
article aims.to review the changes of intestinal microbial composition, the mechanism of their toxic metabolites in heart failure and
the research progress in interventional intestinal microbiota in the treatment of heart failure.
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Figure 1 Pathogenic role of intestinal mierobiota in heart failure
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