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Table S1 Protease Inhibitors

Calpain 
Inhibitor VI

Santa Cruz 
Biotech sc-293979

ALLM Sigma-Aldrich 208721

MDL28170 Tocris 1146

ALLN Santa Cruz 
Biotech sc-221236

Calpain 
Inhibitor XII

Cayman 
Chemical 14466

Carmofur Sigma-Aldrich C1494

Calpain 
inhibitor II Sigma-Aldrich 208722

GC376 Carbosynth BG167367

Boceprevir Selleck 
Chemicals S3733

Rupintrivir Tocris 6414



Parthenolide Sigma-Aldrich P0667

EGCG Sigma-Aldrich E4143

Idazoxan Sigma-Aldrich I6138

Table S2 3Clpro Inhibitors

Mundulone MicroSource 14466

Benserazide Sigma-Aldrich B7283
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Fig. S1. 

3CLpro cleavage efficiency of NSP’s junction sequences. 

Figure S1: Representative fluorescence images of citrine expression in HEK293T cells 24h 
after transfection with different 3CLpro linkers corresponding to the viral NSP’s junction sites. 
Scale bar,100 m
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Fig. S2. 
Calpain inhibitors effect on 3CLpro activity

Figure S2. Each compound was tested in multiple concentrations, luminescent signal was recorded 48 h 
after compound addition and inhibition was calculated as the percentage of luminescent signal compared 
to the vehicle treated group. Data is plotted as mean ± SD, N=3 for each concentration point, 
nonlinear correlation analysis was used to evaluate compounds IC50.
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