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Resistance mechanisms of novel ALK inhibitors
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Mechanisms of resistance with novel ALK tyrosine kinase, alectinib were investigat
ed. H3122, EML4-ALK positive lung cancer cell line were treated with alectinib and showed resistance. Thes
e cell lines showed EGFR phosphorylation and MET signaling activation.

Combination therapy with EGFR tyrosine kinase inhibitor or MET inhibitor were effective for the treatment
of H3122 alectinib resistance mouse xenograft model.
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