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Figure 3. Volcano plot representing differential expression of genes at induction WK12 compared with baseline derived the inflamed epithelial (D-E) and Th17 (F-G) transcriptional modules following GUS 400mg SC induction or GUS 200mg IV induction.

from colon tissue following GUS 400mg SC induction (A). Changes in IL22, IFNG and IL17A (B-D) mRNA expression in
colon tissue following GUS 400mg SC induction.

on endoscopy. HEMI: combination of histologic improvement (neutrophil infiltration in <5% of crypts, no crypt destruction, and no erosions,
ulcerations, or granulation tissue according to the Geboes grading system (Geboes score <3:1)) and endoscopic improvement (MES of 0 or 1 with
no friability present on endoscopy) endpoints.

Figure 4. A) Volcano plot of differentially expressed transcriptional modules GUS WK12 vs baseline B) Change in total
Geboes score in GUS and PBO. C) Changes in total Geboes score in GUS treated patients stratified by Clinical re mission
and D) Histo-endoscopic mucosal improvement (HEMI)
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