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Abstract: The active ingredients of traditional Chinese medicine can induce tumor cell aging and exert anti — tumor effects by inhibiting
telomerase activity ,regulating the activity of cyclin dependent kinases, activating tumor suppressor genes pS3 and Rb, and activating
CDK inhibitors. The active ingredients of traditional Chinese medicine have multi target effects,which can simultaneously act on multi-
ple cellular aging pathways,enhance anticancer effects,and effectively inhibit the proliferation and survival ability of tumor cells. How-
ever, the active ingredients of traditional Chinese medicine have some limitations in regulating cell aging and combating tumors; (1)
Some active ingredients have poor water solubility and low bioavailability , which limits their clinical application; (2 ) Inhibition of telom-
erase activity may have adverse effects on germ cells and hematopoietic stem cells; (3 ) Chronic aging induced inflammation may lead to
immune suppression; (4) The research is limited to in vitro studies on a limited number of cancer cell lines, and it is necessary to
strengthen in vivo evaluation and clinical trials to verify its reliability. In the future,the advantages of multiple targets and pathways in
traditional Chinese medicine can be combined to explore the mechanism of cellular aging,and further strengthen clinical trials with large
samples and multiple centers,providing more new ideas for the clinical treatment of cancer.
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