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S1 Fig.  Inflammatory cytokines induce STAT binding and permissive chromatin modifications at regulatory 

regions of Zbtb32. 

(a) Pre-activated (1o) WT CD8+ T cells were stimulated with or without (2o) IL-2 (left), IFN-β (middle) or IL-12 (right) 

for 30 min and then analyzed by ChIP.  Graphs show the binding of STAT-5 (left), STAT-1 (middle) or STAT-4 (right) 

at AmpB (target region) and AmpC (control region) of Zbtb32.  

(b) Pre-activated (1o) WT CD8+ T cells were stimulated with or without (2o) IL-2 (left), IFN-β (middle) or IL-12 (right) 

for 3 hours.  Chromatin was prepared for Pol II, H3Ac, H3K3me3 and H3K27me3 ChIP analysis compared to isotype 

control (Iso).  ChIP eluates were amplified by Q-PCR for the indicated regions of the Zbtb32 gene locus (AmpB) and 

control (AmpC). 

Data are compilations from three independent experiments; error bars represent SEM.  
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