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Abstract: Cyclin-dependent kinase 4/6 (CDK4/6) inhibitors have gained significant attention in cancer drug development due to their
ability to regulate the cell cycle, trigger anti-tumor immunity, and alter the tumor microenvironment. They have shown remarkable
efficacy in inhibiting tumor cell proliferation, controlling disease progression, and improving survival rates. Currently, four highly
selective CDK4/6 inhibitors have been approved for clinical use: Palbociclib, Ribociclib, and Abemaciclib for the treatment of breast
cancer, and Trilaciclib for small cell lung cancer. Extensive research has found abnormal expression of various CDKs, including
CDK4/6, in colorectal cancer (CRC), suggesting their involvement in CRC initiation and development. Multiple studies have also
demonstrated that CDK inhibitors (CDKIs), including CDK4/6 inhibitors, can enhance the efficacy of chemotherapy, targeted therapy,
and immune induction against CRC, thereby improving cure rates. It appears that the combination of CDKIs with other treatments
holds promise for a new dawn in CRC treatment. In this review, we will focus on the functions of various CDKs and their inhibitors,
particularly CDK4/6 inhibitors, in CRC treatment. The aim is to explore the potential role of CDK4/6 inhibitors in CRC therapy and
discuss optimization strategies.
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