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[Abstract] Atherosclerosis (AS) is the pathological basis of many cardiovascular diseases, and its progression
is driven by inflammatory responses. The tryptophan (Trp) metabolic pathway plays a critical role in regulating
inflammation. The Trp metabolic pathways include the 5-hydroxytryptamine (5-HT) pathway, the kynurenine
(Kyn) pathway, and the indole pathway. Some of its metabolites play important roles in the occurrence and
development of AS. Trp metabolites not only affect the local immune response but also regulate processes such
as vascular inflammation and thrombosis, serving as potential biomarkers and therapeutic targets for cardiovascular
diseases. As a multi—target therapeutic approach, traditional Chinese medicine (TCM) has gradually become a
research direction for modulating Trp metabolism and alleviating cardiovascular diseases. By reviewing the role
of Trp and its metabolites in AS and evaluating the intervention effect of TCM on the Trp metabolic pathway,
it is believed that regulating Trp metabolism through TCM may become a new strategy for the treatment of
cardiovascular diseases in the future.
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