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Cohort 2 participants (randomized 1:1) received vancomycin/SER-155 or placebo/placebo
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Figure 1. SER-155 drug engraftment. (A) Detection of SER-155 strains with molecular probes and (B) SER-155 species
relative abundance (via WMS). SER-155 species relative abundance is significantly higher than placebo (PBO) at all
post-treatment visits; Mann-Whitney p-values (* = p <0.05, ** = p<0.01, *** = p<0.001). Numbers along x-axis represent
sample count per group. SER-155 =blue, placebo = grey.
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