P156 CROHNG&6S & COLI T b SANGCARX FRBRE 3030 » AUSTIN, TX, USA

ALPN-101, A FIRSTIN-CLASS DUAL ICOS/CD28 ANTAGONIST, DEMONSTRATES EFFICACY IN :3\ ('
PATIENTDERIVED PBMAN VITROAND IN AN IN VIVO T CELL TRANSFER MODEL OF CHRONIC 7
INFLAMMATORY BOWEL DISEASE (IBD) “X

Stacey R. Dillon, Lawrence S. Evans, Susan Bort, Sherri Mudri, Katherine E. Lewis, Mark Rixon, Janhavi Bhandari, Kayla Kleist , Sanford L. Peng, and Kristine M. Swiderek
Alpine Immune Sciences, Inc. Seattle, WA

ImmuneSciences

Introduction Figure 4. Superior Inhibition of Cytokine Secretion from Stimulated Patient Figure 6: ALPN-101 Significantly Reduces Disease inthe CD4*CD45RB"g"

| T cell costimulation is strongly implicated in the pathogenesis of IBD, yet CD28 costimulatory pathway inhibitors (e.g. abatacept) have not PBMCs with ALPN-101 T Cell-Induced Mouse Model of Colitis
proven clinically efficacious, implicating an alternative costimulatory pathway.
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