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Abstract : The occurrence of coronary heart disease (CHD) is closely associated with intestinal flora disorders,
but the mechanism of their synergistic action has not been fully elucidated. This study integrated multi—
omics data to screen characteristic species and metabolic pathways of intestinal flora in CHD patients,
and explored the impact of synergistic interactions among flora on host metabolism. The TOPSIS
algorithm was used to screen 30 core flora significantly associated with CHD, and the IGM platform
and KEGG pathway analysis were employed to reveal key pathways involved in lipid metabolism,
inflammatory response, etc. UniProt functional annotation further indicated that metabolites of target
flora (such as short—chain fatty acids, trimethylamine N-oxide) may affect the progression of CHD
by regulating host immunity and endothelial function. This study provides a new theoretical basis for
revealing the synergistic mechanism of intestinal flora and lays a foundation for precise intervention
strategies for CHD.
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