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INTRODUCTION RESULTS

*Obefazimod (Obe) is an oral, once-daily (QD), small
molecule that enhances expression of microRNA-124,
which restores mucosal immune balance through
regulation of Th17 cells and macrophages.

* Among 1272 pts treated in the ABTECT trials, 602 were ATIR and 478 ATIR/Non-JAK-IR. In both ATIR pts and in ATIR/Non-JAK-IR, Obe-50 led to nominally significant improvements at week 8 in clinical
remission, clinical response, endoscopic improvement and symptomatic endpoints, compared with PBO (Fig. 2).

* Improvements were also observed with Obe-25, but with less consistency across efficacy endpoints.

* Obe has shown efficacy in patients (pts) with Fig. 2: Eight-week induction efficacy of obefazimod in ATIR pts, including and excluding JAKi-IR in any line of therapy: pooled ABTECT-1 and ABTECT-2
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