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Abstract: Gut microbiota is involved in some physiological processes and disease pathogenesis mediated by
metabolites. This article introduced several metabolites, including bile salts, short chain fatty acids, protocatechuic
acid, trimethylamine N-oxide and lipopolysaccharide as well, which are associated with atherosclerosis progression.
In addition, the possibility on decreasing atherosclerotic cardiovascular disease frequency by inhibition of the
production of harmful metabolites was also discussed.
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