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with IFNy (50 ng/mL, 96 hrs) or IFNYy + Baricitinib (Bari). IFNy induces beta cell death which HLA-A2 EndoC-BH5® cells are specifically killed by HLA-A2 restricted anti-PP115-24 CD8 T lymphocytes:
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insulin secretion, normalized to cell number, in EndoC-BH5® cells treated with IFNy or IFNy + © Specific killing of HLA-A2 EndoC-BH5® cells (blue line) by HLA-A2 restricted anti-PPI115-24 CD8 T lymphocytes but not irrelevant HLA-A2 restricted T cells GENERATE HUMAN RELEVANT DATA AND ACCELERATE SCIENCE
FROZEN CELLS THAWING SEEDING TREATMENT FUNCTIONAL FUNCTIONAL Baricitinib. IFNy impairs insulin secretion which is partially normalized by Baricitinib. (red line), n=3. AND DRUG DISCOVERY FOR TYPE 1 AND 2 DIABETES.

ASSAY ASSAY

Human Cell Design

Centre Pierre Potier, 1 place Pierre Potier, 31106 Toulouse, France 1-Human Cell Design, Toulouse, France. h.olleik@humancelldesign.com, b.blanchi@humanceltdesign.com | 2 - Department of Cell and Chemical Biology, Leiden University Medical Center, Leiden, Netherlands | 3 - Université Paris Cité, Institut Cochin, CNRS, INSERM,; Paris, France | 4 - Assistance Publique Hbpitaux de Paris, Cochin Hospital, Paris, France All rights reserved. © Human Cell Design
00(33)9 72 42 11 62 | contact@humancelldesign.com | www.humancelldesign.com



