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Figure S6. Analysis of publicaly available Transcription facto (TFs) ChIP-seq datasets

(A). Heatmap showing enrichment of NCoR1 and H3K27ac in Uns, CpG, plC and CpG+plC at +2kb to NCoR1 peak
center of genomic regions overlapping with H3K27ac peak and are associated with CpG/pIC specific genes. Similar-
ly enrichment of TFs in cDC1 line in Uns, CpG, plC were plotted. (B) Bar plot showing percent of genomic regions in
each Cluster lll and IV of NCoR1 binding cluster overlapping with JUNB, cREL and IRF3 in unstimulated, CpG, and
plC activated cDC1. (C). Heatmap showing enrichment of different TFs in BMDCs in Uns and 2h LPS stimulation
condition at +2kb to NCoR1 peak center of genomic regions overlapping with H3K27ac peaks in different NCoR1
binding clusters. (D). Violin plot showing distribution of normalized tag count of cRel and IRF3 at CpG, plC specific
and common CpG and plIC genes in Uns, CpG and plC stimulation condition. Statistical significance was calculated
using the Wilcoxon test.



