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Fig. S2. Kinetics of IL-17—dependent IL-6 produatio

Fig. S3. ZnF4 to ZnF7 of A20 are insufficient tgpuess IL-17—mediated signaling.
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Fig. S1. Knockdown of A20 enhances the expression of mbst7l target genes. ST2 cells
transfected with the indicated siRNAs were leftreated or were treated with IL-17 for 1.5
hours. Lysates were analyzed for the expressidheofndicated genes by gPCR. Graphs show
the fold-increase + SD in the abundance of thecatdd mRNAs relative to their abundance in
untreated cells transfected with control SIRNR.<0.05 by ANOVA and post-hoc Tukey'’s test;

n = 2 experiments.
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Fig. S2. Kinetics of IL-17—dependent IL-6 production. STéls were treated with IL-17 for the
indicated times and the fold-changeli® mMRNA abundance compared to that of the cellseat th
zero time point was assessed by gPCR in triplisateples. P < 0.05 by ANOVA and post-hoc
Tukey's test compared to the zero time point; nex@eriments.
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Fig. S3. ZnF4 to ZnF7 of A20 are insufficient to suppresslV—mediated signaling.Al
Expression of A20 mutants. Lysates from A2@ells transfected with empty vector (EV),
plasmid encoding wild-type A20, or plasmids encgdime indicated A20 mutants were analyzed
by Western blotting with anti-FLAG antibody to detted20 (top) or with antibody againgt
tubulin (bottom), which was a loading control. Au® indicate the migration of individual A20
mutants. NS, nonspecific band)(A207~ MEFs were transfected with EV, plasmid encoding
wild-type A20, or plasmids encoding the indicate2l0Amutants, were treated with IL-17 for 24
hours, and then IL-6 in the culture medium was mesasby ELISA from triplicate samplesP*

< 0.05 by ANOVA and post-hoc Tukey’s test. n = pepsiments.
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Fig. $4. TRAF6 and TRAF3 are not required for the assammbietween A20 and IL-17RAA]
A20 binds to IL-17RA in a TRAF6-independent manriBRAF67~ MEFs were cotransfected
with plasmid encoding A20 and with plasmid encodMygc-tagged IL-17RA or empty vector
(EV). Lysates were subjected to immunoprecipita{iié) with antibody against Myc and were
analyzed by Western blotting (WB) with antibody imga A20 (top) or Myc (bottom). WCLs
before immunoprecipitation were analyzed by Weshtotting with antibody against A20. Data
are representative of three experimer3.A20 does not bind to the TRAF consensus sitef t
CBAD. HEK 293T cells were cotransfected with plagrancoding IL-17RA or IL-17RA.PSAA
(both tagged at the C-terminus with HA) togethathvplasmid encoding A20. Anti-HA antibody
was used to pull down IL-17RA, and immunoprecigitatvere analyzed by Western blotting
with antibody against A20 (top) or HA (bottom) tetdct IL-17RA. Data are representative of

two experiments.



