Single cell RNA sequencing to uncover intestinal cell-type specific cis-eQTL driving inherited predisposition to IBD
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ScRNAseq Workflow of Intestinal Biopsies

IBD is characterized by a chronic idiopathic inflammation of the gastrointestinal (Gl) tract and consist of two main forms: ulcerative colitis and Crohn’s disease. The @ @ @ @
importance of genetic susceptibility has been well established through Genome Wide Association Studies (GWAS), which have identified over 200 risk loci for IBD.
However, the « true causative » genes in these loci have been identified for only few on the basis of independently associated coding variants. Fine-mapping transverse colon Epithelial layer Lamina Propria
studies suggested that most risk variants cause “cis”-eQTL in disease relevant cell types, but recent post-GWAS studies could not find matching cis-eQTLs for the (TC), ileum (IL) and — TC TC T wyr  [oweseq Bitieshing (00
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Cell Type Specific eQTLs by scRNAseq of Intestinal Biopsies
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