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WFZER R OMEEE (F30) : Foretinib, the novel muti-kinase inhibitor, appears effective
against gastric cancer cells harboring not only MET but also FGFRZ2 amplification. There
appears inter-RTK signaling networks with MET or FGFR2 at their core in at least part of
gastric cancer cells, and the networks may contribute to efficient PI3K signaling. Foretinib
exerts its inhibitory effects by blocking the networks.
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