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e RO E (Fn30) : SCN1A 1X, BYETADADLEE CTAN A E TOMRIAWERK AR
N7 LEETTAUNPAVEERORKEBEE T TH D, T ETIZ 650 UL EOZERENHE I, &
BFR2WEr~DIEHNE E N5 — 7 B - KRB OB RAME RS S 20 ABFSE T,
SCNIA BB T 57T X/ B OB L2 RHEZE L & R & OB 2 ffHT L, iz 7B =
X2 REBIUTHIET VARG LTz, SCNIA ZR(ITIBWT, KB L OB S vt
FHIEEZA b2 BICRB TR T NV EME L2 2A, @mEEICEEMN CAPAICEET S
SCN1A ZHZ /3 FH T E D AlREMED VR STz,

MFEEE R OBEE (J€3C) : More than 650 mutations in the voltage-gated sodium channel subunit gene
SCN1A have been identified in epileptic patients with benign and severe phenotype. However, the reason
why similar missense mutations in SCN1A resulting in different phenotypes has not been fully clarified
yet. We analyzed genotype-phenotype correlation and constructed SCN1A-related epilepsy phenotypes
prediction model based on the effects of physicochemical property changes by amino acid substitution.
In the results, we suggested that several physicochemical property related to the differentiation of
epilepsy phenotypes, and the prediction model based on these physicochemical property can classify

severe and benign epilepsy phenotypes with high accuracy.
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