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7. STK-001 administration at PND14 significantly reduces SUDEP in the DS
mouse model

1. Summary 4. STK-001 administration at PND2 prevents SUDEP in the DS mouse model
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8. STK-001 administration at PND14 results in lasting drug exposure and

5. STK-001 administration at PND2 significantly reduces spontaneous
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seizures in the DS mouse model
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6. STK-001 administration at PND2 results in lasting drug exposure and
increases in Scn1a and Na,1.1 protein expression in a DS mouse model

3. Experimental Design and Methods 9. Conclusions and Next Steps
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