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[Abstract] Cyclin-dependent kinase (CDK), a core molecule regulating cell cycle, has its subtypes present in all stages of cell cycle.

CDK family members are mainly divided into three categories according to their different functions: cell cycle regulators, transcriptional

regulators, and functionally diverse or undefined regulators. Since the occurrence of different types of tumors is related to the imbalance

of cell cycle regulation, the CDK family has become a hot target for the development of anti-tumor drugs. At present, the CDK targeted

inhibitors are CDK4/6 inhibitors, and the drugs that act on other CDK targets are also under development, with more drugs being expected

to be available in the near future. At present, some research and development institutions are dedicated to the development of CDK inhibitors

acting on non-tumor diseases, but these are mostly still in the pre-clinical stage of research and development. This review summarizes the

members of the CDK family that have been discovered and briefly introduces them, in the hope of providing some reference for subsequent

CDK research.
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Figure 1 Cell cycle-related CDKs act on cell cycle phase
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Figure 2 The mechanism of CDK4/6
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Figure 5 Functional characteristics of CDK5
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Table 1 CDK targeted drugs approved
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TEAE Gk AFFERER A, H L CDK % AN [FH]
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