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[Abstract] As a new cardiovascular marker, intestinal microflora metabolite trimethylamine-N-oxide is closely related to the
cardiovascular diseases such as acute coronary syndrome , arteriosclerosis, hypertension and heart failure. At present, clinical and basic research
is exploring the treatment strategy to reduce the level of trimethylamine-N-oxide,including the use of broad-spectrum antibiotics and targeted

molecular drugs,and reasonable improvement of diet structure to promote intestinal microgrowth. This article reviews the research progress of

trimethylamine-N-oxide in the pathogenesis of cardiovascular related diseases.
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