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WFZERC R OMEEE (F30) : EML4-ALK positive lung cancer cells (H2228 cell line) were cultured
in medium containing an ALK kinase inhibitor (Crizotinib), and crizotinib-resistant cells
were established. Second mutations within the ALK kinase—coding region were not detected
in those cells. Altered expression of four long non—coding RNAs were identified by
real-time quantitative RT-PCR analyses in the resistant cells. Functional analyses of
the alterations are in progress.
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