KRAS Mutant Colorectal Cancer Organoid Models Generated from Patient-derived Xenografts
Show Response to Combination of Trametinib, Neratinib, and Trastuzumab
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Fig 2. PDXOs from: (A) CTG-0406(1) & (2), (B) CTG-0079, and (C) CTG-1170, are sensitive to the triple combination of trametinib (Tm) + neratinib (N)
+ trastuzumab (Tz)
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viability in all four models; however, the triple combination of Tm+N+Tz

Fig 1. Cell viability of PDXOs tested after treatment with trametinib
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