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Abstract  Dysregulated cell cycle progression is one of the key hallmarks of bladder cancer. Selective CDK4/
6 inhibitors are promising antitumor agents, for 89 % MIBC patients exert mutations among key mediators in cell
cycle progression. Pre-clinical data demonstrated their potency as monotherapy or combination therapy strategy.

In this article, we discuss the biological rationale for targeting CDK4/6 in bladder cancer, review the available

clinical evidence, and further discuss the challenges of optimizing their use.
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