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WFZERCR- OB (F30) : Mutations of SCNVZA gene encoding voltage—gated sodium channel
a2, Navl. 2, have been associated with neurodevelopmental disorders. We here demonstrate
that mice with selective SCNZA deletion in forebrain neurons died within postnatal day
2 and developed no apparent behavioral seizures. The results indicate that Na,l.2 in
forebrain neurons is essential to survival.
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