In silico and multi-dimensional functional interrogation of tissue Tregs reveals novel

. therapeutics for autoimmunity and inflammation .
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Assay Cascade: Suite of functional assays in primary human
Treg designed to reveal clinically relevant pathway biology

High resolution profiling of human
tissue in health and disease by bulk
and single-cell RNA sequencing

Assay cascade was validated by key drivers of Treg biology (e.g., FOXP3-KO)
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