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@ A larger Phase 2b trial in patients with early
AD is now underway with a daily dose of 10

Fig 1: Mean fold increase from baseline in ACTH levels at end of treatment across multiple dose trials. ACTH mg.
levels were measured at end of treatment in trials for 10 days (20 mg, 40 mg, and 70 mg), 12 weeks (10 mg),
and 6 weeks (placebo, 5 mg, and 10 mg).
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