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Mutations in SCN5A gene, encoding cardiac Na channels, are reported to cause a variety
of arrhythmias. We performed genetic screening on sudden infant death syndrome (SIDS)
and clarified that SCNSA mutations are prevalent in Japanese infants with life threatening
arrhythmias, in addition, not only SCN5A gain—of-function type modulation (Long—QT
syndrome type 3, but also loss—of—-function (Brugada syndrome) may be a pathogenic basis
of SIDS. Furthemore, we analysed TCAP gene, a member of Z—disk proteins which associate
with the cardiac Na channels, on patients with inherited arrhythmias. The mutation might
be associated with cardiac arrhythmias by modulating Na currents.
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