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Abstract: Triple-negative breast cancer ( TNBC) is a highly heterogeneous and aggressive subtype of
breast cancer,with poor prognosis for patients. In recent years, Traditional Chinese Medicine has demonstrated
unique advantages in the prevention and treatment of TNBC. Its multi-target and multi-pathway regulatory
characteristics are highly consistent with the complex pathogenesis of TNBC. Traditional Chinese Medicine
can exert inhibitory effects on the growth,proliferation,invasion and metastasis of TNBC tumor cells,as well
as reverse the chemotherapy resistance of TNBC,by regulating key signaling pathways such as phosphatidyli-
nositol 3-kinase (PI3K)/protein kinase B (AKT)/rapamycin target (mTOR), Wnt/f -catenin, nuclear tran-
scription factor kB (NF-kB) and Hedgehog,etc. Therefore,based on the relevant signaling pathways of Tradi-
tional Chinese Medicine, this article reviews the regulatory mechanisms of traditional Chinese medicine in the
treatment of TNBC in recent years,with the aim of providing references for the research on the pathological
mechanism of TNBC and its prevention and treatment.
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