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INTRODUCTION SER-301 PROMOTES REGULATORY IMMUNE RESPONSES AND DOES NOT INDUCE COLITIS IN INTERVENTIONAL TREATMENT WITH SER-301 ATTENUATES INTESTINAL
THE //1107/- SPONTANEOUS COLITIS MODEL INFLAMMATION IN THE //107- SPONTANEOUS COLITIS MODEL

e Ulcerative colitis (UC) is a relapsing-remitting chronic inflammatory disorder affecting the mucosal
surface of the colon (Danese and Fiocchi 2011). The role of the microbiome in the development,
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e In multiple preclinical models, SER-301 demonstrated the ability to modulate gut immune cell of intestinal inflammation and colitis. comparator. The severity of intestinal inflammation was Study
populations towards a noninflammatory phenotype, promoting the development of regulatory T cells Histology and Lipocalin Results assessed by fecal lipocalin and flow cytometric characterization of colonic immune cell populations. SER-
and decreasing the frequency of inflammatory Thl and Th17 effector T cells Experiment 2a Experiment 2b 301 intervention led to a decrease in lipocalin levels compared to untreated INFL+ mice and modulated
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Figure 2: SER-301 colonization does not induce intestinal inflammation or disease histopathology in the 11107~ model. A) Experimental design. GF 11107~ C57BL/6 mice were colonized with SER-301 (n=7) and pooled IBD FMT Q@" c%@ @ Q@" fs\ﬁp < fgf; c;?’qgﬁ* &
(experiment 2a), or another composition containing strains isolated from UC patients with proinflammatory properties (“INFL+”) (experiment 2b) for 5-8 weeks in two separate studies. B) Representative histological images of cecum, H&E stain. N « o
In the dextran Sodium Su|fate (DSS)-induced model Of . C) Total histological score (0-16) of the cecum, proximal and distal colon, and rectum for alterations and signs of inflammation, quantitated in a blinded fashion. D-E) Fecal lipocalin-2 was measured weekly in feces by ELISA in experiment 2a (D) -0= INFL+ = SER-301 Interventional Dmging == SER-301
Fi g ure 1 and experiment 2b (E). Statistical significance determined by paired t-test across timecourse, represented as a p-value of p<0.05*, p<0.01**, p<0.001***, p<0.000Q1****
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