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[Abstract] As the pace of society increases and lifestyles change, the incidence and mortality rates of
breast cancer continue to rise. Targeted therapies are now promising in the treatment of breast cancer, and a
variety of protein targets have been identified to play an important role in the development of breast cancer.
Among them, signal transducer and activator of transcription (STAT) proteins constitute a crucial group that
serves as important targets for transducing cellular transcriptional information, which can regulate downstream
cell proliferation, apoptosis, cell migration, invasion, angiogenic factors, etc. and then affect the progression of
breast cancer. The STAT family is closely associated with the inflammatory response to tumors and plays a
landmark role in tumor development as well as in diagnosis and prognosis. The "inflammation-cancer"
transformation refers to the process in which the inflammatory microenvironment caused by uncontrolled
inflammation promotes normal cells to become cancerous. According to the theory of Chinese medicine, "heat

toxicity" in "cancer toxicity" corresponds to inflammation, which is closely related to tumor development. As a
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major link associated with the inflammatory response, the STAT family has a promising role in the development
and treatment of a variety of tumors, but its relevance to breast cancer remains inadequately explored. Chinese
medicine has been shown to have good efficacy in the prevention and treatment of breast cancer, and some
current studies have shown that the active ingredients and compounds of Chinese medicine have certain
intervention effects on breast cancer-related STAT proteins, but there has not been a systematic review. In order
to better sort out and summarize the studies on the effects of Chinese herbal medicines based on the STAT family
interventions in breast cancer, this paper reviewed the studies on Chinese herbal medicines acting on the STAT
family in recent years, aiming to provide new ideas for clinical applications in breast cancer and to provide
thoughts for the development of STAT protein-based drugs.

[Keywords] signal transducer and activator of transcription (STAT) ; breast cancer; traditional Chinese

medicine; inflammation-cancer transformation; Janus kinase/signal transducer and activator of transcription

(JAK/STAT) pathway
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