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RESEARCH PROGRESS OF IL-6 AND CERVICAL CANCER
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Abstract: Cervical cancer is one of the most common malignant tumors in women, and persistent infection of high—risk
HPV ( human papillomavirus ) is the main cause.Recent research has found that there's a strong link between inflammation
and tumors. And the inflammatory factor IL-6 ( interleukin—6 ) can cause cancer by interacting with HPV E6/E7 protein,
promoting the phosphorylation of STAT3 (signal transduction and transcriptional activators—3), and promoting the high ex—
pression of genes related to cervical cancer. Correspondingly, blocking various signaling pathways mediated by 1L-6 through
drugs can inhibit cell proliferation, promote cell apoptosis, alleviate cell resistance and play an anti—tumor role, which pro—
vides a new strategy for the treatment of cervical cancer. In this paper, the research progress of 11.—6 with respect to the devel—
opment and treatment of cervical cancer and HPV will be reviewed.
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