
Figure S1. Knocking down other genes of CKI-epsilon subrates did not make cells resistant to IC261 
treatment.
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Methods
HT1080 cells were infected with lentiviruses harboring indicated shRNA clones. After two days of incu-
bation, each population of shRNA-expressing cells was treated with indicated concentrations of IC261, a 
CKI-epsilon kinase inhibitor, for 24 hours. Alamar blue dye was added to the culture to measure cell 
viability. 


