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Supplementary Figure 1 KRAS gene mutations in Gastric Cancer PDX models used in vitro and in vivo

experiments. (a) Electropherograms obtained by Sanger sequencing showing KRAS mutations in the different

models. (b) KRAS fluorescence in situ hybridization for the GTR0245 PDX. KRAS (green) and CEN12 (red)

signals (63x magnification).
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Supplementary Figure 2

Supplementary Figure 2 Effectiveness of KRAS silencing. 48h after cell transduction with either

control siRNA or KRAS siRNA, KRAS mRNA was quantified by qRT-PCR. The graph shows the

percentage of expression in KRAS silenced cells vs controls.
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Supplementary Figure 3 Effectiveness of SOS1 silencing. The efficacy of SOS1 silencing was

demonstrated by measuring SOS1 mRNA levels by qRT-PCR 48h after transfection with either control

siRNA or SOS1 siRNA.



Supplementary Figure 4 

Supplementary Figure 4 Co-occurrence of KRAS and PI3KCA mutations in GC. Venn diagram

showing the co-occurrence of canonical KRAS, KRAS A146T and PI3KCA mutations in a cohort of

777 gastric cancer patients. Five different gastric cancer databases were interrogated on cBioportal.
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