Chromosome contacts in activated T cells identify autoimmune
disease-candidate genes.
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Promoter capture Hi-C (PCHIi-C) can link putative causal variants to genes

Genome-wide association studies tell us about variation and phenotype. PCHI-C can indicate which genomic regions physically inferact with gene
promoters in specific tissue contexts. By infegrating these we can develop a data-driven approach 1o priorifise causal candidate genes and tissue contexts
for follow up functional studies.
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COGS analysis prioritised IL2RA in multiple autoimmune diseases. We pre-
viously fine mapped five signals (A-F) in fype 1| diabetes (11D) and multiple
sclerosis (MS)(2). PCHI-C data shows constitutive inferactions between the
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