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B GBR 830-treated subjects had significant reductions in most mRNA
biomarkers of disease activity compared with baseline and placebo

Adverse Events (Safety Population)

SYNOPSIS/OBJECTIVE RESULTS

B TEAEs occurred with similar incidence between treatment groups
GBR 830 is an investigational, first-in-class, humanized, monoclonal group

Subjects

(Table 2); most were mild or moderate in intensity

(Figure 5)
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