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Targeting cell cycle-related genes in non-small cell lung cancer harboring
driver mutations

Osoegawa, Atsushi
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We conducted analyses using clinical specimens and cell lines to investigate
the association between cyclin D1 expression and prognosis in cases of surgically resected
EGFR-mutant positive lung cancer, and to examine the combined effects of EGFR-TKI and CDK4/6
inhibitors in EGFR-mutant positive lung cancer cell lines. In cell lines, a synergistic effect of
the combination was observed, which could be explained by changes in signaling pathways and cell
cycle. However, in clinical specimens, high expression of cyclin D1 was more commonly found in
females and non-smokers, and the group with high cyclin D1 expression tended to have a better
prognosis than the low expression group. It is considered that, in lung cancer, there are other
therapeutic targets involved in malignancy besides cyclin D1, and ERB may be involved.
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Osimertinib/Abemaciclib combination in lung cancer cells
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