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Supplementary Figure S1: Comparison of A3 expression levels in the adenoids and palatine 

tonsils of the two groups.  

(a) Adenoid vegetation and tonsillar hypertrophy; <16 years old.  

(b) Recurrent tonsillitis and repeated peritonsillar abscess; ≥16 years old 

n, number of patients; P, P-value, as determined by Mann–Whitney U test. 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Methods: Cell cultures, transfection and Western blotting 

 We transfected FLAG-tagged AID, A3A A3C, A3D, A3F, A3G, A3H, A1, A2 and 

GAPDH and HA-tagged A3B plasmid into 293T cells and then cultured as described previously7,21. 

The vectors used in this study are listed on Supplementary Table S1.  

 We performed Western blotting using a standard method as described previously7,21. 

Antibodies for AID, A3A, A3B, A3C, A3D, A3F, A3G and A3H used in this study are described in 

the main article. The rabbit anti-GAPDH (G9545, Sigma Aldrich, St. Louis, USA) and mouse 

anti-FLAG (M2, Sigma Aldrich, St. Louis, USA) and anti-HA (ab-hatag, InvivoGen, San Diego, 

USA) were also used. 

 

 

Supplementary Table S1: Vector list 

Name Description 

pFLAGhAID Previously mentioned (7) 

pFLAGhA3A Previously mentioned (7) (37) 

phA3B-HA Cat number, 11090 from The NIH AIDS Research and 

Reference Reagent Program, Division of AIDS. 

pFLAGhA3C Previously mentioned (7) (37) 

pFLAGhA3D Human A3D ORF from pcDNA3.1-APOBEC3DE-V5-6xHIS 

(Cat number 11433 from The NIH AIDS Research and 

Reference Reagent Program, Division of AIDS) was inserted 

in a multiple cloning site of pCMV3Tag3B. 

pFLAGhA3F Previously mentioned (7) (37) 

pFLAGhA3G Previously mentioned (7) (21) (37) 

pFLAGhA3H Previously mentioned (37) 

pFLAGhA1 Human APOBEC1 ORF (NM_001304566.1) was inserted in 

a multiple cloning site of pCMV3Tag1C. 

pFLAGhA2 Human APOBEC2 ORF (NM_006789.3) was inserted in a 

multiple cloning site of pCMV3Tag3B. 

 



Supplementary Figure S2: Western blotting of antibodies of AID and A3s 

Expression of AID, A3s, A1 and A2 was examined using anti-AID, A3 antibodies used in the 

immunohistochemical analysis in this study. Western blotting of GAPDH was also conducted to 

estimate transfection efficiency and protein loading. The arrows point the minor cross-reactivity of 

A3D with anti-A3A antibody and A3C with anti-A3F antibody, respectively, α, anti-. 
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