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Senolytic therapy for cancer
with administrasion of EGFR inhibitor after CDK4/6 inhibitor
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Senolytic cancer therapy
CDK4/6 inhibitor freatment followed by EGFR inhibition

CDK4/6 inhibitors induce senescence in KRAS-positive cancer cells.
Subsequent EGFR inhibition eliminates these cells through senolysis.
CDK4/6 pretreatment sensitizes otherwise unresponsive cells to EGFR inhibitors.

Eliminating cells that persist after CDK4/6 inhibitor monotherapy
and treating pancreatic cancer unresponsive to EGFR inhibitors

1.CDK4/6 inhibitors induce senescence in KRAS-positive cancer cells, creating EGFR
dependence and sensitivity to EGFR inhibitors.

2.Activity in KRAS-positive cancers normally unresponsive to EGFR inhibitors
3.CDK4/6 inhibitor pretreatment confers sensitivity to EGFR inhibitors

An investigator-initiated trial in pancreatic cancer is being planned

Patent pending (unpublished). Applicant: Kanazawa University

Joint research and licensing with pharmaceutical companies
Support for an investigator-initiated clinical trial (drug supply and funding)
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Palbociclib pretreatment enables gefitinib Palbociclib + cetuximab suppresses tumor volume
activity
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" Palbociclib: 100 mg/kg/day orally
Cetuximab: 1 mg/week intraperitoneally

Zhang et al., Cell Death & Differentiation (2025), Fig. 6H-I. DOI: 10.1038/s41418-025-01634-0
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Thank you for your interest.

Contact
Kanazawa University

Please contact us via the BioJapan partnering
system or E-mail below.

E-mail: houmu-chizai@ml.kanazawa-u.ac.jp



