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Supplementary Figure 1. Example of agarose gel visualization for genotyping samples. For PCR, 
genomic DNA was isolated from whole blood patient samples and the region upstream of PRTN3 
containing the SNP was amplified using: forward primer 5’-GAGCTGACTCATGGCTGAAACCAAC-
3’, reverse primer 5’-TGATGTGTATTAAAGAACTAGAGCT-3’. PCR products were separated by 
agarose gel electrophoresis and imaged using iBrightFL1000(Invitrogen). Genotype 
determination was by visualization as the G allele is associated with a deletion within this region 
resulting in a smaller band compared to C allele. 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 2. Mean PRTN3 expression by variant. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 3: Autoantigen gene expression in leukocytes based on variant carrier 
status and activity status. A. Autoantigen gene expression of PRTN3 in leukocytes remains 
elevated in homozygous groups regardless of activity status. B. Autoantigen gene expression of 
MPO does not change based on activity status. If multiple samples were available from individual 
patient, sample with maximum expression (peak) was used. Patient disease status was classified 
as active or remission according to criteria described in Methods. ANCA serotypes were 
determined by indirect immunofluorescence and antigen-specific PR3 and MPO ELISA. Mean and 
standard deviation are shown, ANOVA P values adjusted by Tukey’s multiple comparison test. 

 

 

 

 

 

 

 

 

 

 

 

 

 

  



Supplementary Figure 4. Relapse or remission status by MPO and PR3 after achieving remission 

within each genotype group. 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 5. The rs62132293 variant is in strong linkage disequilibrium with other variants 

associated with PRTN3 gene expression in whole blood, including the ANCA GWAS variant from a study 

of European individuals (rs62132295, r2=.94) and the variant most strongly associated with PRTN3 

(rs138303849, r2=.75) as reported by the Genotype-Tissue Expression (GTEx ) project. The GWAS variant 

is also in linkage disequilibrium with a variant associated with serum PR3 (PRTN3) protein levels 

(rs7251804, r2=.77).  

 

  



 

  



 



 


