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Abstract : Cell division cycle—associated gene (CDCA) 8 is a member of the CDCA family, which is dis-
covered early in embryonic stem cells and used to regulate the localization of the mitotic granule and the sta-
bility of the spindle during mitosis. In recent years, more and more studies have found that CDCAS8 is highly
expressed in a variety of tumor tissues,including lung cancer,hepatocellular carcinoma, melanoma and pancre-
atic cancer,and it is closely associated with tumor grade and poor prognosis. Interfering with CDCAS8 expres-
sion can significantly inhibit tumor growth and metastasis,induce cell cycle arrest and apoptosis.and increase
the sensitivity of tumor cells to cisplatin and tamoxifen,with little effect on normal cells. Therefore,it is con-
sidered that CDCAS is a potential intervention target for the treatment of malignant tumors. In this paper,the
function of CDCAS8 in tumors and the mechanistic pathway of its action are discussed in terms of prognosis,
mechanism of action,and drug resistance relationship,aiming to provide new ideas for the screening of tumor
biomarkers in the clinic as well as the development of targeted drugs.
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