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Advances of CDK4/6 inhibitor palbociclib in cancer treatment
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[ Abstract] Cyclin-dependent kinases( CDKs) play a pivotal role in cell cycle regulation, which makes
them a distinct therapeutic target to interfere with cell division and proliferation in cancer patients.
Palbociclib is the first and specific inhibitor of CDK4/6 with excellent clinical efficacy and limited
toxicity. It has been approved in combination with letrozole for the treatment of postmenopausal women
with ER" and HER2™ advanced metastatic breast cancer as initial endocrine-based therapy. Extensive
studies have also shown that this inhibitor may be used as a potential targeting drug for treatment of
other cancers. This review describes the action and mechanism of palbociclib in breast cancer
treatment and preclinical studies in other cancers, as well as prospects in the development of
palbociclib.
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