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Supplementary Figure S1. (A) qPCR analysis of JCHAIN and (B) IGHA1 expression in HS patients 

(stage I: n = 5; stage II: n = 5; stage III: n = 5) compared to control tissue (Ctrl, n = 3); (C-D) 

ELISA quantification of total IgA levels in  HS patients (stage I: n = 1-3; stage II: n = 5-6; stage 

III: n = 6-14) versus control skin and serum samples. (E-F) Skin lysates from controls (n = 4) and 

HS patients n=20 (stage I: n = 1; stage II: n = 5; stage III: n = 14) were analyzed for total IgG. 

Results are the median ± range of three independent experiments in duplicate in A-F. For the 



statistical analysis, 2-sided unpaired Mann-Whitney U-test was used in E and Kruskal-Wallis test 

was used in A-D and F. 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure S2. Skin lysates from controls (n = 4) and HS patients (stage I: n = 1; stage 

II: n = 5; stage III: n = 14) were analyzed for IgA antibodies against (A) E. coli, (B) Lactobacillus 

casei, and (C) P. gingivalis. Results are the median ± range of three independent experiments in 

duplicate. Statistical significance was assessed using the Kruskal-Wallis test in A-C. 

 

 

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure S3. Levels of CCL18 in M2 macrophages treated with purified IgA from 

healthy control (n=6) or HS skin tissue (n=12). Results are the median ± range of six 

independent experiments in duplicate. Statistical significance was assessed using the Kruskal-

Wallis test. 


