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[ Abstract ] More and more evidences show that intestinal flora disorders are closely related to the occurrence of cardiovascular
diseases. Trimethylamine oxide, as the metabolite of intestinal flora, plays an important role in the occurrence and development of
cardiovascular diseases. This article reviews the relationship between trimethylamine oxide and coronary heart disease, heart failure,

hypertension, atrial fibrillation and myocardial fibrosis, and its possible mechanism, so as to provide a new target for the prevention and
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treatment of cardiovascular diseases.
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