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Analysis of transcriptional regulation in Treg cells by ld-protein
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We previously demonstrated the importance of transcriptional regulation by
1d2 and 1d3 in the immune suppression by regulatory T cell (Treg). Treg cell-specific deletion of
1d2 and 1d3 results in the spontaneous systemic Th2 inflammation, which closely resemble human
allergic disease such as atopic dermatitis and bronchial asthma. To clarify the transcriptional
regulation in Treg cell by ld-protein, we performed ATAC-seq analysis using ld-deficient Treg cells.

We found the significant changes in chromatin accessibilities in regulatory regions in Id-deficient
Treg cells, compared to wild-type Treg cells. A motif analysis for de novo open chromatin regions
in enhancers showed E-box motif, which is supposed E2A binding. Together with the E2A ChlP-seq data,
we suggest that lId-proteins antagonize E2A enhancer activity in regulator¥ regions of gene loci of
effector molecules such as Cxcr5, Ctla4, and 11-10 to suppress the terminal differentiation of Treg

cells.
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