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SCN2A offers a unique opportunity
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General model for SCN2A Disorders
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SCN2A is expressed across the brain
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The role of SCN2A / Na,1.2 changes during development
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Excitability recovers as non-Nay1.2 channel expression increases
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But another aspect of the spike—velocity—is affected throughout life
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AP speed deficit is associated with impaired dendritic excitability
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Dendritic excitability can alter synaptic strength
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Dendritic excitability can alter synaptic strength
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Dendritic excitability can alter synaptic strength
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Engineered mouse that can switch from wild type to Scn2a*-
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Synapse strength actively maintained by proper Na, 1.2 levels
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