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Research progress on trimethylamine oxide and common chronic diseases
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(Experimental Teaching Center of Basic Medicine .Wuhan University ,Wuhan , Hubei 430071 ,China)
Abstract: In recent years.the relationship between intestinal flora and human diseases has become a re-
search hotspot. Trimethylamine oxide (TMAQ) has attracted much attention as one of the important metabo-
lites of intestinal bacteria. It has been found that TMAO plays an important role in a series of physiological

and pathological processes,such as protein stability,lipid metabolism,inflammation, thrombosis,insulin resist-
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ance, glycometabolism,and so on. However,a systematic summary of the relationship between TMAO and the

occurrence and development of various diseases is still lacking. This article reviews the relationship between

TMAO and the occurrence and development of cardiovascular and cerebrovascular diseases, Alzheimer's dis-

ease,chronic kidney disease and type 2 diabetes mellitus.in order to fully understand the current research situ-

ation of TMAO and its impact on the occurrence and development of diseases,and to provide theoretical basis

and reference for the follow-up study of the role of TMAO.

Key words: trimethylamine oxide;

ease; type 2 diabetes mellitus
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