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[ Abstract] Abemaciclib is a new oral cyclin-dependent kinase CDK4/6 inhibitor. On September 28,2017, the U.S. Food and Drug
Administration approved abemaciclib for hormone receptor (HR)-positive, human epidermal growth factor receptor 2 (HER-2)-nega-
tive advanced or metastatic breast cancer with disease progression following endocrine therapy adult patients. Abemaciclib is the third
paragraph CDK4/6 inhibitor approved by FDA, meanwhile it is only approved as individual therapy, which can provide a new targeting
therapy choice for some breast cancer patients not responding to conventional treatment. In this paper, the properties, action mechanism,
pharmacokinetics, drug interaction, clinical trials and applications of abemaciclib are summarized for the purpose of providing reference
for clinical treatments.
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