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A cyclin-dependent protein kinases 4/6 inhibitor: palbociclib

CUI Yan-li, JIN Yu-jie, TIAN Miao, XIE Xue-xing, CHEN Chang-qing

Drug Informatics Center, Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

Abstract: Cycle dependent protein kinase (CDK) 4/6 is the key regulatory factor to cell cycle, and can trigger cell cycle phase to
change from growth period (G, phase) to the DNA replication period (S; phase). In the estrogen receptor (ER ") breast cancer, the
hyperactivity of CDK4/6 is very frequent. Palbocicib is an oral CDK4/6 inhibitor, which can selectively inhibit CDK4/6, and restore
the control of cell cycle, therefore to block the proliferation of tumor cells. From the results of I period clinical trials, the clinical
efficacy of palbociclib has obvious advantages.
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