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KU TRV EZ R T2, M2 R LIZERI 0% < 1I3RGEIC X 0 ek 5729, itk
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WEFE S R OB () : Epidermal growth factor receptor-tyrosine kinase inhibitors
(EGFR-TKIs) shows good clinical outcome in lung adenocarcinoma patients harboring
activating EGFR mutations, but most of them acquire resistance. Investigation of
mechanisms of acquired resistance and establishment of new treatment strategy are
extremely needed. We performed microarray of miRNAs in acquired resistant cell lines
as well as parental cell lines and elucidated miR-200 as a candidate of TKI-resistance
related miRNA. We also analyzed the effect of Tae226, an inhibitor for FAK, to find that
TAE226 showed significant anti proliferative effect on EGFR-mutant lung cancer with or
without TKI resistance in vitro and in vivo.
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