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Abstract

Abemaciclib (Bemaciclib, LY-2835219), whose chemical name is N-[5-[(4-ethyl-1-piperazinyl)
methyl]-2-pyridinyl]-5-fluo-ro-4-[4-fluoro-2-methyl-1-(1-methylethyl)-1H-benzimidazol-6-yl]-2-
pyrimidinamine, is a significant inhibitor of the cyclin-dependent kinase (CDK) 4/6 researched by
Lilly, showing single-agent activity in metastatic breast cancer. Abemaciclib was granted “Break-
through therapy designation” by the FDA in October 2015. In this paper, we summarized the syn-
thesis of Abemaciclib and key intermediate.
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Figure 1. Graphical Synthetic Routes of Abemaciclib (1)
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