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Dominant: elevated potassium

Frequent: altered sodium-potassium balance

GST DELETIONS BY CHANNEL STATUS
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CONCLUSION

0 A channelopathy-compatible functional phenotype was observed across the cohort.

a GST deletions may act as redox susceptibility modifiers, particularly in genomically unresolved cases.

c Integrating genomic and functional profiling may improve interpretation of unresolved neurodevelopmental disorders.
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