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Research progress on regulation of gut microbiota metabolites by active
components in traditional Chinese medicine to improve atherosclerosis
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Abstract: The imbalance of intestinal flora metabolites is widely present in patients with atherosclerosis (AS) and is closely related to
the development of AS. The active ingredients of traditional Chinese medicine (TCM) show unique advantages in treatment of AS,
which can exert anti-AS activity by reshaping the intestinal microenvironment and regulating the metabolites of gut microbiota. Taking
the metabolites of gut microbiota as the target, exploring the scientific correlation between TCM treatment and AS is expected to
become a new way of AS treatment with broad prospects. By systematically elucidating the correlation between gut microbiota
metabolites and the occurrence and development of AS, and the pharmacological activity and mechanism of TCM active components
regulating gut microbiota metabolites to improve AS, it provides a new perspective and new drug development strategy for the
prevention and treatment of AS in TCM.
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Fig.1 Mechanism of gut microbiota metabolites involved in occurrence and development of AS
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Fig.2 Mechanism of active ingredients in traditional Chinese medicine in treatment of AS by regulating gut microbiota

metabolites
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