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Nay1.1 Potentiators Suppress 6 Hz Seizures and Restores Motor
Performance in Scn1a*- Mice
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= Scnla*/-6 Hz seizure model. Seizures were induced in 20-22 days-old Scn1a*/- male mice
by a 6 Hz stimulus for 3 seconds delivered through corneal electrodes and the CC97 was
determined. Mice were stimulated at this current and placed in a plexiglass chamber to
monitor for the presence of a seizure characterized by jaw clonus, forelimb clonus,
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The Nay1.1 potentiators demonstrate target engagement in vivo by
preventing seizures in a Scnla*- 6 Hz target engagement seizure model
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