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[ Abstract ] The gut microbiota could influence cardiovascular health through the
"gut-heart axis", and its dysbiosis is closely associated with cardiovascular diseases such as
hypertension, coronary heart disease, myocardial infarction, atrial fibrillation, and heart failure.
Current research indicates that gut microbiota-derived metabolites, such as trimethylamine N-oxide
and short-chain fatty acid, play important roles in disease progression. Intervention strategies
targeting the gut microbiota, including probiotics, prebiotics, dietary modulation, and fecal
microbiota transplantation, have demonstrated potential therapeutic value. This review summarizes
the associations and mechanisms linking gut microbiota to cardiovascular diseases and explores
microbiota-based intervention strategies, offering innovative insights from a microbiomics
perspective for the precise prevention and management of cardiovascular diseases.
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