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SUPPLEMENTARY APPENDIX

Online Supplementary Figure S1. Examples of CARD11, MYD88 and A20 mutation seen in SMZL.



Online Supplementary Figure S2. CARD11, MYD88 and A20 in BCR and TLR signaling pathways. CARD11 links the BCR
signaling to the canonical NF-κB activation pathway. MYD88 is a universal adaptor and couples TLR/IL-R signaling to the
NF-κB, AP1 and IRF activation pathway. A20, an ubiquitinmodification enzyme, inactivates RIP-1, TRAF6, TAK1 and NEMO,
important signaling molecules mediating NF-κB, AP1 and IRF activation. 



Online Supplementary Table S1. Primers and PCR conditions used for amplification of the CARD11, MYD88, CD79A, CD79B and A20 and ABIN-1 coding
exons.
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Online Supplementary Table S2. Summary of mutations found in SMZL.



Online Supplementary Table S3. Univariate analysis for prognosis by the Kaplan-Meier method. 


