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Supplementary Figure 1. Peli1 deficiency neither affect B cell development in bone 

marrow nor influence BCR-induced but impairs LPS-induced B cell proliferation. (a,b) 

Flow cytometric analysis of the percentages of B cell subpopulations, including IgMlowIgDhi 

follicular mantle (FM), IgMhiIgDhi T2, IgMhiIgDmed T1/marginal zone (MZ), and IgMhiIgDhi pre 

B cells, in bone marrows of WT and Peli1-dificient mice. Data are presented as a representative 

plot (a) and summary graph (b). (c) Proliferation of WT and KO splenic B cells incubated in 

vitro for 72 h in the absence (NT) or presence of different concentration of anti-IgM or LPS, 

then assessed by [3H]thymidine incorporation. Data are shown as the mean ± SEM based on 

three independent experiments. Two-tailed Student’s t tests were performed. **P<0.01. 

  



 

Supplementary Figure 2. Peli1 deficiency enhances anti-LTβR-induced noncanonical NF-

κB activation in MEF. Immunoblot analysis of NF-κB proteins or Actin and lamin B (loading 

controls) in cytoplasmic extracts (CE) and nuclear extracts (NE) of MEF cells stimulated with 

anti-LTβR. 

  



 

Supplementary Figure 3. Peli1 negatively regulates mucosal immunity. (a,b) Haematoxylin 

and eosin staining (a) and summary graph (b) of wild-type (WT) and Peli1-deficient (KO) colon. 

Black arrows point to CLPs. Scale bar, 100 μm. (c) ELISA of IgA in the faeces of WT and KO 

mice (n= 16). (d,e) QPCR assays using RNAs prepared from colonic tissues (d) and anti-LTβR-

stimulated MEFs (e). Data are shown as the mean ± SEM based on three independent 

experiments. Two-tailed Student’s t tests were performed. *P<0.05 and **P<0.01. 

  



 

Supplementary Figure 4. Peli1 knockdown does not affect Traf3 degradation upon anti-

CD40 stimulation in M12 cells. Immunoblot analysis of Traf3, Peli1 and Actin (loading 

controls) in whole cell lysis of M12 cells stimulated with anti-CD40. 

  



 

Supplementary Figure 5. Peli1 associates with NIK and mediates Lys48 ubiquitination of 

NIK. (a) Analysis of Lys48 ubiquitination of NIK in control and Peli1-knockdown M12 cells 

that left unstimulated (NT) stimulated with anti-CD40 (α-CD40) in the presence of a 

proteasome inhibitor MG132. IP, immunoprecipitation; IB, immunoblotting. (b,c) Analysis of 

the ubiquitination of NIK by using anti-ubiquitin or anti-Lys48 ubiquitin antibodies in HEK293 

cells transfected with (+) or without (-) indicated expression vectors. (d) Immunoassays on 

lysates of WT and Peli1 knockdown M12 cells that left unstimulated or stimulated with anti-

CD40 for 4 h in the presence of MG132, followed by IP with anti-NIK and immunoblot analysis 

of NIK-associated Peli1. 

  



 

Supplementary Figure 6. Model depicting how Peli1 negatively regulate noncanonical NF-

κB and protect against SLE. Upon activation from CD40 or BAFFR, Peli1, together with 

cIAPs, mediates Lys48 ubiquitination of NIK and promotes its degradation, leading to the 

inhibition of p100 processing to p52, and the suppressed nuclear translocation of RelB/p52 and 

noncanonical NF-κB activation. Thus, Peli1 WT or high expression inhibits the frequencies of 

plasma cells and autoantibody production through the suppression of noncanonical NF-κB 

signaling, resulting in the suppression of SLE pathogenesis. In contrast, Peli1 deficiency or low 

expression promoted the noncanonical NF-κB activation, and increased the frequencies of 

plasma cells and autoantibody production during SLE pathogenesis. 
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Supplementary Figure 7. All the uncropped scans of the western blots
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Supplementary Figure 8. All the FACS gating strategies



Supplementary Table 1. Primers used for real-time quantitative PCR 

Genes Forward primers Reverse primers 

hActin ACTCTTCCAGCCTTCCTTCC CGTACAGGTCTTTGCGGATG 

hPeli1 CGGCTCAGCAGAGAGGAAAA TCACGGTAGGAGTGTGGGAA 

hBclxl ACTCTTCCGGGATGGGGTAA AGGTAAGTGGCCATCCAAGC 

hBcl10 AGTGAAGAAGGACGCCTTAGA GGTGTCCAGACCTTTTGGGT 

hCd22 GCCATCCTCATCCTGGCAAT GGGGGCCCTTCTAACCTTTT 

hBcl11a CCAGCTCAAAAGAGGGCAGA TCTGGGCACAGGCATAGTTG 

hBcl7b TGCGGAAATGGGAGAAGAAGT AAGCCATTAGGTTCTCGGGC 

hBclaf1 ACCGAAGGAAGAGGAATGGG GAAGTTAAAGCGCCCTCTGC 

hBcl2l12 GAAGGAAGCCATACTGCGGA CGAAAGAGTCGGAGGACAGG 

mActin CGTGAAAAGATGACCCAGATCA CACAGCCTGGATGGCTACGT 

mCd22 TCTCTCAGAAGGCCCCCAAT AGTGTTGTGCGTGTCACTCT 

mBclxl CCTTGGATCCAGGAGAACGG CGACTGAAGAGTGAGCCCAG 

mBcl11a GCGACACTTGTCCTTCACACA TCTTGAGCTTCCATCCGAAAAC 

mBcl2l12 CCGCCTTGTGGAACTCTTCT CCGGCTCAATTCCATGGCTA 

mBcl2l15 GCTAACCGGAACCTATCGGG GTCCTCCAATGGTTACCGCA 

mBclaf1 GTCATCGTCCTCGTCAGCAT CCAGCAAAAACTCCTCTGGC 

mBcl10 CTTCTCTATGGCGTCGTCCC CCCTCTTCCAACCGAAGGTC 

mCxcl12 GCTCTGCATCAGTGACGGTA TCAGATGCTTGACGTTGGCT 

mCxcl13 TTGGCACGAGGATTCACACA ATTCAAGTTACGCCCCCTGG 

mMadcam1 GAGCAAGAAGAGGAGATACAAGAG TGGTGACCTGGCAGTGAAG 

 

 

 




