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Supplementary Figure S1. No significant changes in cell proliferation rates were observed in NIH3T3 
cells expressing KRAS and NRAS mutants when maintained in full-serum (10%) conditions. (A) 
Proliferation rate of NIH3T3 cells transfected with empty vector, wild type KRAS or KRAS mutant 
constructs. (B) Proliferation rate of NIH3T3 cells transfected with empty vector, wild type NRAS or 
NRAS mutant constructs. 
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Supplementary Figure S2. The corresponding full, high-resolution 2D-interaction diagrams from the 
resulting best poses of the KRAS variants from Fig. 6C are shown with the protein-interaction legend. 

 


