Selective Potentiation of Na,/ 1.1 Channels by XPC-837 in Dravet Mice Suppresses Spontaneous Seizures, Prevents SUDEP and Increases LTP

Samuel J. Goodchild,* Kristen Burford,! Celine Dube,* Samrat Thouta,! Arjun Mahadevan,! Sarah Bryan,! Matt Waldbrook,! Maegan Soriano,! Maja Filipovic,! Vishaal Rajani,! Emily Hurley,! Gloria Yang,?

Verner Lofstrand,* Helen Clement,! Davie Kim,* Steven Wesolowski,! Alison Cutts,! James Empfield,! J.P. Johnson Jr. !

IXenon Pharmaceuticals Inc., Vancouver, BC, Canada

INTRODUCTION XPC-837 Normalizes Interneuron Function in Scn1a*/- mice Chronic Oral Dosing of XPC-837 in Scnla*/- Mice Increases Long Term Potentiation — XPC-837 Modulates Peripheral Gene Expression in Scnla*/- mice
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