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The combination of pacritinib with erlotinib showed synergistic effects on

JAK2-mediated EGFR-TKI-resistant cell lines in vitro and in vivo. (-)-Epigallocatechin-3-gallate was
effective for EGFR-driven lung cancer cells irrespective of the presence of T790M, and for ALK
fusion gene-driven lung cancer cells. Proteome analysis revealed that the difference between EGFR
exon 19 deletion and exon 21 L858R point mutation might be due to pentose phosphate pathway. Ketone
body metabolites on ALK-TKI sensitive lung cancer cells was different from those on ALK-TKI
resistant lung cancer cells. Thus, we might perform metabolome analysis in order to elucidate a
variety of EGFR- or ALK-TKI resistant mechanisms.
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