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Abstract ; Dysregulation of cell cycle is one of the typical signs of tumor growth and metastasis, re-
establishing cell cycle control through CDK inhibitors has become an attractive direction in the
development of targeted cancer therapy. Three oral agents selectively targeting CDK4/6 have been
developed: palbociclib,abemaciclib and LEEO11. Current researches indicate that CDK4/6 in-
hibitors combined with endocrine therapy is a new therapeutic approach for hormone receptor-posi-
tive breast cancer. The cell cycle regulation,abnormalities of cyclinD-CDK4/6-Rb pathway and the
related pl6 and survivin in breast cancer and the results of CDK4/6 inhibitors in clinical trials are
summarized in this article.
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