A First in Human Phase 1 Study to Assess the Safety, Tolerability and Pharmacokinetics of a
Novel Na, 1.6 Selective Small Molecule Sodium Channel Inhibitor (XEN901) in Healthy Subjects
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Notes: Age, height, weight and body mass index are taken at screening. BMI = body mass index; SD = standard
deviation. Demographic data for FE cohort (not shown here) were similar to SAD & MAD cohorts.
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