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H558R, a common SCN5A polymorphism, modifies the clinical phenotype of
Brugada syndrome by modulating DNA methylation of SCN5A promoters
(SCN5A jEfs %% H558R 13 SCNSA 517 1 & — X —fHIK D A F /UL Z )
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H558R, a common SCN5A polymorphism, modifies the clinical phenotype of
Brugada syndrome by modulating DNA methylation of SCN5A promoters
(SCN5A i#fz 2D H558R 1% SCNBA H#ix 17 1€ — & —fHIKD 2 F /AL % P
fil9 2 2 & TTNH TGO R A EMT D)

K4 AR ikt

w

NS

S EEE D
U S £ €4 RHE 2R Fll
wEER  Hi% S
wHEH R NGB TR

(BB ROEE)

HWooE R

FRESADEEZELAZELENHFED S 2, FK3 042 A 1 HOE 7 3MIAEKF
MR ES(EP) LR S 0FE2 A5 BAZERIZBO TRERBRZITV, L LTK
DOHMEIT- T,

H558R ~7 v # &M T allelic imbalance

H558R OREMIER &, % DOERIKISH

H558R & DNA 7 k& F /1l

TV FIEGERE O JRR 23 45 F T GO AMERNZ & S BRH
DR & DER TO SCNHA FHL&E, A F /LD fHE

Ok W N

IINBICKR LTl R RE E 7 L, KREBSDARNDOPAN B FEGRSLONRE &K O BEF%FIH
BT HAARANDZERICOVWTHRRBR LIZFER, 28 -H L Wb E2RET HICHLE
REBREAETDHLEDERBDT,




