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Fig 5 A) Aberrations in the chromosome 7 of the originator human specimen carrying 7q31 1 cytoband copy
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of the PDAC 3 FM GC mice treated with gemcitabine and crizotinib as determined by LC MS/MSand (P,R) lung metastases g ; ; of the PDAC-3-FM-GC mice treated with gemcitabine and crizotinib, as determined by LC-MS/MS
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C i ti ib i d bl d t ll d ti t ti f it bifeatures similar to their originator tumors Crizotinib increased blood, tumor cell and tissue concentrations of gemcitabinefeatures similar to their originator tumors Crizotinib increased blood, tumor cell and tissue concentrations of gemcitabine
One of our models identified c-Met as a potential therapeutic target These models provide a platform to test the efficacy of targeted innovative anticancer drugsOne of our models identified c-Met as a potential therapeutic target These models provide a platform to test the efficacy of targeted innovative anticancer drugs


