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- IL-7 controls human effector, but not regulatory T lymphocyte a4/B7 integrin expression
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Interleukin-7 (IL-7) is a limiting and non-redundant non-classical cytokine produced essentially by 0 80
epithelial and stromal cells which regulates T-lymphocytes homeostasis. Almost all conventional < 60- : = 7 il human IL-7
. . . 3 itgad ..EL s -
matur(? T lymphocytes express the IL-7 r-ece.ptor (IL-7R), with a particular gxceptlon for naturally— T 40 < =7 £ medium [ 1 ng/mi
occurring regulatory T-cells (Tregs), constituting a rare opportunity to selectively target pathogenic 'c%l - g o s B oo/l [ 25 ng/m
effectors while preserving natural regulators. The signaling networks perpetuating chronic £ Basal level S ] g | ne/m ne/m
x I
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IV- IL-7/1L-7R mRNA pathway is accumulated in colon biopsies from UC and CD patients and correlates with treatment-refractory disease
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* IL-7/IL-7Ra pathway mRNA expression is significantly increased in the involved colon of CD and UC s 21 genes from the IL-7 signaling pathway were re-analyzed from a transcriptomic study of colon biopsies
patients in comparaison with uninvolved biopsy from same patients or Non-IBD controls. from UC patients. This IL-7 signature segregates into three distinct blocs according to the clinical status.
Principal Component Analysis (PCA) of this IL-7 mucosal signature in UC patients displayed a clear and
¢ IL-7Ra mRNA expression is correlated to ITGA4/ITGB7 mRNA expression in UC and CD patients : distinct separation between responders versus non-responder patients. IL-7Ra micro-array values
(ITGA4 : p< 0,0001 ; ITGA4 : p<0,0001 and ITGB7 : p<0,0001 ; ITGB7 : p<0,0001). discriminated UC patients with inflamed versus non-inflamed mucosa (ROC analysis: AUC = 96.9%).
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