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[Abstract] CKD has been a major disease threatening the global human health, often with serious cardiovascular
events, such as left heart hypertrophy, atherosclerosis, hypertension, coronary heart disease, heart failure, etc. CVD can
also form a reverse effect and induce renal dysfunction, and the two sides are causal to each other, which is the main cause
of the increased risk of death in CKD patients. In recent years, the relationship between intestinal flora and organ diseases
has become a research hotspot among scholars at home and abroad. TMAO is a metabolite of intestinal microbiota and
a bioactive small molecule compound, which is mainly excreted by the kidney. The decline of kidney function leads
to the accumulation of TMAOQO in the body, and then causes a series of pathophysiological changes, participating in the
occurrence and development of CKD and CVD. Therefore, in order to deeply understand the clinical significance of

the intestinal—derived metabolite TMAO for the treatment of cardiovascular and renal diseases, this paper expounds its

important value from how TMAO participates in CKD and the etiology mechanism of CVD.
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