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We have identified and analyzed the 5'-coding region of SCNSA gene in Korean genome. Although its sequence has
already been reported in western countries it is still important to confirm our own sequence for the establishment of
Korean-suitable diagnosis on genetic basis. Total RNAs were obtained from three healthy Korean adult hearts and
reversely transcribed. RT products were then subjected to PCR reaction followed by DNA sequencing. Three different
sets of SCN5A primers were designed and used for the amplification of 5'-coding region of SCN5A from Korean genome.
Amplified sequence was roughly one-10th of the entire SCN5A mRNA in size and its detailed sequence was completely
matched up to the previously reported sequence. There was no difference between three heart samples, either. So,
SCN5A was concluded as the relatively stable gene comparing to other genes that are involved in long QT syndrome.
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Relative
Position

1S ATGAGAAGATGGCAAACTTCCTATTAC 1~27
2AS GGCGTTGGTGGCACTGAACCGGAAGAT 312~338

Primer Sequence

38§ AGAGCCCCTGGAGGACCTGGACCCCTT 239~265
4AS ACTAAAGTCCAGCCAGTTCCATGGGTC 578~605
35S GAGTCTCTGGTCAAGATTCTGGCTCGA  519~544
6AS GCCGTTGAGCGCTGTGAAGTTGCGCAC 849~875

Fig. 1. Primers to be used for the amplification of SCN5A.
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Fig. 2. Results of the PCR amplification followed by elec-
trophoresis. Lanes 1, 2, 3, 4 represent 100 bp ladder, 337 bp (by
primers 1S and 2AS), 366 bp (by primers 3S and 3AS), 356 bp
(by primers 5S and 6AS), respectively.
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ATGAGAAG|ATGIGCA-14

1S M A -2
AACTTCCTATTACCTCGGGGC CACCAGCAGTEC-4
N F L L P R G T s S - 12
TTCCGCAGGTTCACACGGGAGTCCCTGGCA-
F R R F T R E s L A )
GCCATCGAGAAGCGCATGGCGGAGAAG CAA-IKM
A I E K R M A E K Q - 32
GCCCGCGGCTCAACCACCTTGCAGGAGAGC-134
A R G S T T L Q E S - 42
CGAGAGGGGCTGCCCGAGGAGGAGGCTCCC-I164
R - E G L P E E E A p - 52
CGGCCCCAGCTGGACCTGCAGGCCTCCAAA-IH
R P Q L D L Q A s K - 62
AAGCTGCCAGATCTCTATGGCAATCCACCC-24
K L P D L Y G N P P )
CAAGAGCTCATCGGAGAGCCCCTGGAGGAC-24

38
Q E L 1 G E P L E D )
CTGGACCCCTTC CTATAGCACCCAAAAGATCT -2
L D P F Y S T Q K T -9
T TCATCGTACTGAATAAAGGT CAAGACCATC -314
F I \ L N K G K T I -102
T TCCGGTT TCAGTGCCACCAACGCCTTGTAT -3
2 A S
F R F S A T N A L Y 112
GTCCTCAGTCCCTTCCACCCAGTTCGGAGA-34
\ L S P F H P Y R R -122
GCGGCTGTGAAGATTCTGGTTCACTCGCTC -404
A A v K I L \% H S L -132
T TCAACATGCTC CATCATGTGCACCATCCTC -44
F N M L I M c T I L - 142
ACCAACTGCGTGTTC CATGG CCCAGT CACGAC -464
T N C \% F M A Q H D -152
Fig. 3. Continue
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CT C A CCTGGACCAAGTATO GTT CGAGTATC -4%4

P P P V' T K Y v Y - 162

A CCTTCACCGCCATTTACACCTTT A GTCT -524

5 8

T F T A I Y T F E S -172

CTGGTCAAGATTC CTGGCTCGAGCTTTT CTG C -55

L A K I L A R A F C -182

CTGCACGCGTTC CACTTT CCTTU CGG GG GATCTCT C A -58

4 A S

L H A F T F L R D P -192
TGGAACTGGCTGGACTTTAGT GTG GATTATC -614
w N w L D F S \% I 1 -202
A TGGCATACACAACTGAATTTGTG GG GACTCTG -644
M A Y T T E F v D L -212
GGCAATGTCTCAGCCTTACGCACCTTT CCGA -6/4
G N \Y% S A L R T F R -222
GTCCTCCGGGCCCTG GAAAACTATATTCAGTC -74
A% L R A L K T I S \% -232
A TTTUCAGGGCTG GAAGACCATCGTOGGGGGTCC-734
I S G L K T I v G A -242

CTGATCCAGT CTGTG GAAGAAGCTGGCTGAT -764
L 1 Q S A% K K L A D -252
GTGATGGTCCTC CACAGT CTTCTGCCTTCAGTC -79%
A M A\ L T \% F C L S -262
GTCTTTGCCCTC CATCGGCCTGCAGCTT CTT C -84
A% F A L I G L Q L F -272
A TGGGCAACCTAAGGCACAAGTGTOGTGT CG C -84

6 A S

M G N L R H K C \% R -282
A ACTTTZCATCA CGCTCAACGGTC - 875
N F T A L N G -289

Fig. 3. Sequence of the 5'-coding region of SCN5A gene from Korean genome. Relative positions for the initiation codon (ATG) and

primers are indicated as boxed or underlined.
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