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mARC1 is the main contributor to metabolic reduction of N-hydroxyurea
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Supplementary Figure S1. Hepatic mRNA abundance of Mtarc2 in mice treated with either GalNAc-siMtarc1 or genetically modified to 
remove Mtarc1. Panel A: Quantification of mARC2 protein in mouse liver. Panel B: Representative immunoblot bands, Panel C: Ratio of 
hepatic mARC2 protein to vinculin quantified by immunoblotting.
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