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Supplementary Figure 1. Relative binding affinities of all the 350 designs from the 
favipiravir-interacting nsp12 residues. Radar plot showing the MOE-computed relative 

binding affinities (dAffinities) for all the 350 favipiravir-interacting nsp12 designs. The 

dAffinity values range from -0.54 to 0.52 kcal/mol. 
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Supplementary Figure 2. MOE- and Rosetta-based binding affinity scores for the 
V557L remdesivir-resistant mutant of SARS-CoV. (a) MOE- and (b) Rosetta-based 

binding affinity scores showing the V557L design was among the low-affinity designs 

against remdesivir, indicating its potential role in the emergence of drug resistance. 


