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Summary Previous studies have shown that the active metabolites produced by the gut microbiota living in
the intestinal tract can directly drive cardiovascular disease (CVD). But recently. qualitative studies have con-
firmed that the gut microbiota also leads to CVD development through immunomodulatory. This review focus on
the impact of gut microbiota and microbial-derived metabolites on immune function and CVD pathology. A com-

plete understanding and further research of the gut-heart axis can lead to a novel direction of microbiome-based

therapy.
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