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Two MET-TKIs (capatinib and tepotinib) were apﬂroved in 2020 for use in
non-small cell lung cancer with MET exonl4 skipping mutation. However, there is a problem that some
patients show primary resistance to these drugs and that even responders will eventually develop
resistance to these drugs.

We have shown that foretinib may be useful for overcoming on-target resistance mutations to
capatinib and tepotinib. We also found that heterogeneity of cancer-related genes besides MET gene
may influence the efficacy of MET-TKI.
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