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Study advances in Cyclin-dependent kinase inhibitors

and female malignant tumors”
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[Abstract] The cell cycle disorders can lead to abnormal cell proliferation which is closely related to the
occurrence of tumors. Under the normal circumstances, the endogenous regulation of cell cycle is mainly a-
chieved by cyclin- cyclin dependent kinase (CDK) -cyclin dependent kinase inhibitor (CKI) pathway with the
phosphorylation and dephosphorylation as the basis. Among them,CKI such as P16,P21 and P27 plays a nega-
tive regulating effect on cell cycle. When abnormal cell proliferation occurs, CKI binds directly to CDK or
CDK-Cyclin complex, inhibits CDK activity, blocks the cell cycle, thus avoids the tumorigenesis. The study
finds that multiple signal pathways can regulate the CKI expression. When CKI is abnormally expressed,it can
lead to the occurrence of multiple female malignant tumors,even seriously affects the tumor staging and pa-
tient's prognosis. Therefore investigating the expression level of different CKI under different signal pathways

provides a new theoretical basis for the clinical treatment of female malignant tumor in the future.
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