Antitumor activity of motesanib alone and in combination with cisplatin or docetaxel in multiple human non–small-cell lung cancer xenograft models
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Supplemental Figure 1
Effects of treatment with an Amgen proprietary small-molecule VEGF receptor inhibitor (“Compound 72”) on lung mass in  a KRAS-driven genetically engineered mouse model of lung adenocarcinoma.  In this model, development of lung tumors was induced by intratracheal delivery of  adenovirus containing the Cre-recombinase to KRASLSL-G12D mice Animals with established lung tumors were treated with (A) vehicle (n = 12) or (B) small-molecule VEGF receptor inhibitor 30 mg/kg QD (n = 10).
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Supplemental Figure 2
Representative computed tomography images of mice with mutant KRAS G12D lung cancer (as described in Supplemental Figure 1) 11 weeks after induction of disease and 3 weeks after treatment with an Amgen proprietary small-molecule VEGF receptor inhibitor (“Compound 72”).  (A) Vehicle.  The image shows wide-spread tumor burden and minimal viable lung space.  (B) Treatment with a small-molecule VEGF receptor inhibitor resulted in visible preservation of normal, viable lung with less tumor burden.
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