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Key lakeaways

This post hoc analysis of the QUASAR
study showed that both GUS maintenance
doses delayed disease progression,
suggesting potential disease modification
in patients with moderately to severely
active UC through approximately 3 years of
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Results

Time to first indication of disease progression in each GUS maintenance treatment group was longer than in the Among GUS-treated patients, those who achieved rectal bleeding scores of O after GUS induction had longer times

Disease Characteristics at Maintenance Baseline PBO group and appeared similar for both GUS doses to first indication of disease progression than those who did not
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