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Fig. S1. Generation of NOD.Wdfy4-/- mice.  

(a) Targeting design using CRISPR Cas9 to delete Wdfy4 exon 4.  

(b) Sequence showing sgRNAs, screening primers, and exons and introns for Wdfy4 targeting design.  

(c) Gel of genotyping for NOD.Wdfy4-/-, NOD.Wdfy4+/-, NOD.Wdfy4+/+ mice 

 

 



 

 

 

 

 

Fig. S2. Gating strategy for dispersed islets. 

Representative flow plots from 12 week NOD.Wdfy4-/- (KO, top) and female NOD.Wdfy4+/- (Het, bottom). 
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