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## 487 47678 30 : MAJOR MEDICINE (CARDIOLOGY)

KEYWORD : BRUGADA SYNDROME / ST SEGMENT ELEVATION / HIGH GLYCEMIC INDEX DIETS
PATTARAPONG MAKARAWATE : EFFECT OF HIGH GLYCEMIC INDEX DIETS ON ST
SEGMENT ELEVATION IN BRUGADA SYNDROME. THESIS ADVISOR : ASST. PROF.
SOMKIAT SANGWATANAROJ, M.D. 66 PP.

Background : Previous studies suggested that glucose-induced insulin secretion is one of the
contributing factors of fluctuation of ST segments elevation in Brugada syndrome patients. However,
the effect of high glycemic index diets (HGI) on ST segment elevation in both asymptomatic and

symptomatic patients has not been studied.

Objectives : To evaluate the ST segment elevation post Thai regular diet and HGI diet in

symptomatic and asymptomatic Brugada syndrome patient.

Methods: Eighteen patients with type-1 Brugada ECG pattern in right precordial Ieads were
enrolled. Eight were asymptomatic (male : female = 5 : 3) and ten were symptomatic (male : female = 8
: 2).The 48-hour Holter continous-3-right precordial-lead-ECG monitoring started at one hour before
breakfast of day 1 and finished before breakfast of day 3. All patients took three Thai regular diet on
dayt and three HGI diet on day2. The maximum J point elevation (mV) in one right precordial lead at

0,30,60,120 and 180 minutes after each meals were measured.

Results : Among the male patients, the difference of maximum J point elevation at 0 and 60
minutes after HGI diet were significantly higher than those after Thai regular diet (0.27 + 0.24 vs 0.23 *
0.2 mV, p= 0.01), (total meals of each diet, n= 39) but no difference in female patients (0.26 + 0.14 vs
0.25+0.17 mV, p =0.99)

Conclusion : This is the first report on the effect of HGI diet on increasing the ST segment
elevation in male Brugada syndrome patients compared with Thai regular diet. This finding may help to

elucidate the pathogenesis of dynamic ST-T changes in Brugada syndrome
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HGI
EKG
LVH
ICCU
Ccu
mV
RBBB
LBBB
ACS
SUDS
VT

VF

High glycemic index diets
Electrocardiography

Left ventricular hypertrophy
Intermediate Coronary card unit
Coronary care unit
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Right bundle branch block

Left bundle branch block

Acute coronary syndrome
Sudden unexplained death syndrome
Ventricular tachycardia
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ANNAIATY LAV NUDIL Y W191UAAE (Background and Rationale)

' ) ' S aAa A o Ay s

NgNaINIIUINIAN (Brugada syndrome) Hlunguanisidsaimaaunaui luiaos
naUnFAnienigninaasiala (structural heart disease) NIBNALUNR DU waziANRALNG
wasndulnfnialawuy right bundle branch block (RSR’) uaz ST segment elevation i
lead V.-V, uazainnsdneansmolecular genetic Tugsantiananluania wudadnisnane
WURD9EIU cardiac sodium channel( SCN5A mutation) KiuLAtIRLANL lWNgNaIN1TLZNN
pwansinlanluanauaznguenisugniaaldaunilanidulsamnaniu uard Ussunos 20-
30% 1iman SCN5A mutation

annsaneAaulinialauaznislifen procainamide lufsandiasannisaluaniai
Tsanenunaainaensnianuan 11 au wazana@inluasauaiaresdae 104 au auiugias
TsalnamafidssineaRenllfanuan 15 au uazasn@nlunsaunis 169 AuwLdnlszuins 90%

v a aa 1 d” Yo
1095188 d3mnanlsaluaniailunguennisugnan, Tsatinulfieslulszainsnna
o =l = ~ =i o

priusaniasamiiouazniamieresnulng Is1aeuansnigluaulng 20.8-38/1 uauanly
1 w.A. 2534 dpgacunATIY: UEJaWINAL 8:1, @gRAtLNAT Y 38 T WA 37 Tuas
1921704 60% mméﬂfmﬁwqm&ﬂmmu autosomal dominant

TunedfiAnisdsuiiniladedasuniaindeddnas unduludiaangueinisugn

o 1y 1% dl o =2 dl 1 1 o dl dl o o ¥ '

a1 feliideyaszydniau GmdngiuainnisAn i unanudtadedesnddnylaun nas
pevanupauini i latnUnGTlinh 1 999ngNe1N19UgNIANGIH Covedtype ST elevation
Tudiaelpelisioldannsedu, diliamamanidszifinatuauunnailas lidarvanay,
ﬂ‘i:ﬁ[ﬁ’juﬁm Ventricular tachycardia (VT) 15lun13maaa programmed electrical stimulation,
UszdfnsauaiifideTinasundulaslinauamenangiaandd 45 1

U ¥ 1

1| o 1 A [ dld dl a aa a o I dl
ngugtaasinatadedunguniaAoui@eegeann1nds i nas unau wiiiedain
pautiialalunguainisugniandnazinislasunlasldnaaniian Wasantu MiaUnG
T9AAAINNIINANERUEI8Y SCN5A 81 il cardiac sodium channel wazaunsnyinli

p3ranuANRaLNARlATae IdaNvgafan199191ua89  cardiac  sodium channel L



ajmaline, flecainide, procaianamide LL@xmﬂmiﬁﬂHﬂuﬂi:mm’jﬂumm Nishizaki (1) uag
ATUENLINNTLATLANT insulin WAZ glucose AAdNUaaAARAAIAINITRN IRTIANL A
HatnfresaauliiialauuuugniafiaUnfdl ST elevation wiudaau wsdalaiinisAnmadn
= ] dl = 7 1 A [ ZJ/

asinasanIslasuLlataNgs wad inwuilugiaangueinisugniaivize b Aeiu
=2 | ‘dl £ a o ?:/ dal o = ' o

AuflunnnaeansAneddaaiilngdnFaumanAINgs ST segment NAULATNAIBINNT
Q7N 48 hours holter continuous -3-right precordial leads ECG monitoring Tneinnsligilag
Fuilsgmua s A TR ANanAIaIIT I LILaIMNg INaUnALaz g AN LANG 19T

AYINES ST segmentlUABINGNAINAIIUAINDBIMNIIET, Nanedn, il

ANDNNARINN5I]8 (Research Question)

mmmmﬂﬂ?ﬁlﬂmlﬂmmmqq ST segment A1n 48 hours Holter continuous 3-right-
precordial lead ECG monitoring = fauuaznasaning lungugilaaainisugniaiing
WReuiieuszwing evwnsngdnffueinisfigaiinaandiemisgainiaansuansinaiu
viva T

ANNAFIU (Hypothesis)

Q9 &9
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o dld al 901 o o Y a dl
N195ULTENIUaINIINH mummwmmm?@ammiamﬂummmim@ﬂuLLﬂmsﬂfm

ANEY ST segment 1ANINa1ns nenflunguitaaugnin

[ %

'mqﬂizmﬁ ( objectives)

enRengunavanIsianuLlaiAIgs ST segmentann 48 hours Holter
continuous  3-right-precordial lead ECG monitoring NAULAZUAIAINIT TENINNNT
o dld o %’/ o o a v 1 Z//
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s1luu1n19798 (Research deigns)
Experimental study (self control)
selaginaninazlasusuainnisias(Expected benefits and application)

1% a dl o | a o D = dl

drauyAg uniuaduassazialiidugesunisfneusniseeunazeenis
5UlleMnuen 1N ATHUIA1aNANDI1I3G9T18I0 190N THRNIFING9199A NG ST
segment lunguiiaeugninanazainasniin lldszegnaldlunnpdaninldlaealdiiuaany
natnsaasaaulWinialauuuugninalddaausudanaulugilaunangy, wavazliuusinli
o A o AN A o o 6 v )
filaevaniaeenisfuLlszniue s AR ATINAAIAUAIRIN 744 INgzAzin Il ST elevation
NgaTu auaaazinllgnisiinialatfulndamazguuss Ventricular  tachycardia /

Ventricular fibrillation (VT/VF) i
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AMNANNUETzRININgNaINsmadaunaulnglins uaiine (Sudden unexplained
death syndrome, SUDS) LLazn@:N'mm%‘ugmm

Sudden Unexplained Death Syndrome(SUDS) wzalsmluasmiefluaisnisene
Lmuﬁuwﬁuﬁzﬁ’]ﬁmﬁlu@wﬁﬁzﬁ‘u.ﬂ’lwLL‘?&N wsaN1naw United state center for disease control
(CDC) (1,2) lliAnaninaanga Lﬂumimm:ﬁuﬁu‘l,w;iﬁﬁmﬂmnﬂdw 2 eyl HgENIN
Unfneunie Inagaiavzadnavzanisainlulssimemeaidaennmd 18098111
asuN8N1IANY lFANNIITUgRIAN INFEN é’fmd%mmm:(z& vnnsdneluanlngdanud
ag lutlszimanudnsnng 38 Ausatlszmang 1 uauAL Housiasaumenelud wa. 2532

SUDS 1uﬁumL%%Wﬂwiﬂ@giumzmmﬁg WUl EF s 1:2500 A 1:1087(2,4) .

SUDS danumuyaad 1. Hilaaaeludonyn guninudaussn 2. n1snaiinludosuaunau

' 1
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3. uadugmaslinuANlaLn feseandsnenuiusiudneusaauliinlafiinisant
984 ST segment T I dua97 (right chest leads) ”Lu;ﬁﬂqmﬁl,ﬁmidiopathic
ventricular fibrillation MaInENALINTAZNANS

Nademanee tazanuz( 5 ) Anmlugilae SUDS survivors wufldnmouzaaulnin
Wolafindnfuuunguainisugnian,  unguniiaauldiindaladaUnilgvanasdnmm
electrophyosiology a83szutlnAnialanudnaunsonseduliinn VIVE 16 13 1w 14 91e
qu’jﬂqmmzwudqﬁ late potential ANNN19ATRA signal average ECG 11 w13 978,
prolong HV interval (ileifauifnfunguithifadulnitiialaingni) wazwudning

AedmlunguidaulnililafadnAuunngsenisugnipsannitnguiinaaulniiaiala
A

Pedro Brugada WLas Josep Brugada(6) 15??&@W%ﬂ2§3¢;§ﬂ@ﬂﬁi@ﬂ@ﬂﬂ sudden death
lalipedlsarialannnes WuanEn4e right bundle branch block was cove type ST elevation
T lead V, B4 V, UATAIMNNIIANEHIU94NAT LWAsHlLazAM(7) Anwndilaa SUDS survivor
182 probable SUDS lutlzmalng 27 semudndaawlndinslafadnfuuy RBBB uag ST

elevation 1w lead V, D4 V, widauiufwulusesuaes Brugada AnnIsAnssaniInwgn



SUDS ez Brugada syndrome W1N19 mutation 984 cardiac Na channel gene (SCN5A) ﬁ
° Y = = o Aa '
AIuMLALAERY, Josep Brugada(8) Anm1ANl@sauarwennsnilsanesnisdainnesing
o o o Y a a 1 -dl -&l o 1 -dl 1
neiuiuaniialafuinlnilunguiasanuaduliinialawuunguannisugniainlad
dszdininziidlanganiuninen wuaNResiiANa@TIansiwiuriTan1azialaen
9ulé 8.2% Tunan 31
Augnaaspaulniinlanuuugninwuldundeasieiununisdnen Tuilsuina

a'j 114(7,8,9) ‘wummﬂ;ﬂﬂizmm 0.07 - 070%, Judszwnelne mﬁmﬁumﬂm:(&
fnmsfnsaunesieeinggan N s 105 au laanmandulifinilageeis
Unfuazdsiaausiul nupesgneaulnivalauuuugnian 5.7%, 3 qunas (10) 1§
vinsAnEANgnluaRe B Em e geund LLquLLWmLm‘éQ dinlnanaaanaulnd
ladneiaUnRuarisiaeusund nuaagnaespauliiiaalauuLgnaFesas 1.2
fmsnundsanianaanluame 27 918 nudddianic 16 e Addneuzadulnin
P lawL right bundle branch block (RSR’) iag ST-segment elevation 134 lead V1-Vs %QL‘}T’]
laiunguainisugnian waginnsAnennisszaulians Tudiaaluamie 10 Au wuda &
filoe 3 Mufinsaanufiy SCNGA Raulnd uanedn ﬁm’mLﬁlmﬁuﬁummmiumma‘ugmm

wazlsaluamie InafauinLsnRaa9ti SCNSA Fa1M

NANAINITUINIAN

'
| a

NQXN8INITLINIAT BUANTANHINI9ARNNAILA T A.A. 1992 (11) waziiungs

q

a9 i FuANanlaLa sl nsANEININTW INSIZNgNBINITUZN AT AL TBINNT
A Aa o o W * Q- { LA A o o a
ReTIRAAUFW T 289ARTENeU uazlugelin Tk uNn WRnNseeeugtaaugnianiis
UINTU BATHNITANHIITDEIINTI9UINTIA VAN UTAINIINNARRN, AN AR EUN
a a = dl a o 1 dll o I's
AainduaznisAnunlugedna lnnasiialsaluszauluiana fennilenunisnanaiuguas
SCN5A 81 FIA1NINT18NBANNAUFNITNULL Autosomal dominant  wasEuiiiaLnGtas
A Cardiac sodium channel Anilsnf TednanilipaulWiaialawuuugninieiaas
AFIRANUANNRALING LA lURaaAAT WarLNATIa NN AR alsnEnIeean TN
i lauuuugniaiulidaiauan neldeivgafdanisviieuaes cardiac sodium channel

111 ajmaline , flecainide , procainamide i



Brugada syndrome ilulsaninugiiinisainisiianinzialangasiunyiuiuligs

o/ dl o . . . dl
ansuzAaulnAialany ST segment elevation Tu right precordial lead (V1 -Vs) 21gjLaat
299n191iANia lang asiunsiuiumingy 41 + 15 T nnsillade Wewu type 1 (cove type)
ST segment elevation >0.2 mV Tu >1 right precordial lead waznzsallil ventricular
fibrillation, polymorphic ventricular tachycardia, UszdRiymanalunsaunianny < 451 @edan
nzviiuanisaiala, meaanurdauialalupsauafanu cove type ST elevation, nocturnal
agonal respiration, WNA%#, inducible VT with program electrical stimulation

anwouzaduiiifialanuungauaIn19ugnINIAAAIN AINWANFINTULBINITA

. . a o . . = o Y a dl o
repolarization 131200159284 right ventricular outflow tract Nman1liiiaaaulniniala
AaUnsuaziiaialafiuindsues lufiee  Brugada syndrome  anamsnalinwuanse
panlAaialanuuugnan lunnsasereasnianga naslden nisnssaraulinialadoeds

AAUATLILN lead azdasiinaad lalun1sma9a (30)
ANRAINAAIIN

Brugada syndrome A8 NEN8IN1S7LEANAINIININARENAILEN uanuaas,

= o - > oy aAn A a a o
NN33aAAINANLIREUNABLANIANBReUNAY Tugen lilauEaLnENeTATIaF191es
Wala sanfumsanumdnlniidlafindnfuuuianizae Hansaie QRS complex  Wlew
right bundle branch block (RBBB) 29NAUNNNSENTRULLIANAAY (coved type) U89 ST

segment ludalWinviala v, Da v,
\nEUNN5IRAa8 Brugada syndrome Hsdsalilil (52)

N AraanuAaulinle Brugada syndrome WU 1 naN3Ae coved ST-
segment elevation > 0.2 mV AINAE negative T wave Tu right precordial leads (V, AN V,)
11NN91 1 lead Taainslsien sodium channel-blocking agent (i1 ajmaline, procainamide,

flecainide, pilsicainide) vi3alin L&
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917 1 : danwouzasspaulnimvinla Brugada syndrome wuuyl 1 (coved type) (52)

2. Tinouaida ladaniiasa i
N. ‘Documented ventricular- fibrillation (VF) 178 polymorphic

ventricular tachycardia (VT)

1
a

a v Ay a aa a [ 1
. ﬂ?i'ﬁﬂﬂ?@ﬂﬂ?’)ﬂ@lmﬁlﬂ]’)ﬁlLﬂﬁlﬂW@uIﬂﬂiﬁJVI?’]U@’WL‘VI@‘V]’PJ’]E]

Haendn 45 T
A. i luarauafEAarlHNialauuy coved
A nezfuldife v 18lunn9meaa programmed  electrical

stimulation

1
A

a. wneiluanuneaitglidavnau

2. weHe1n1ualeaa uINIaIUau (nocturnal agonal

1
=l

. . 1
respiration) Imﬂimmmmu



an1eAdinlsznaudlsiFaaduanunai, N1378ANNANLRLLUNAY, LNANTT

Wiaasia laRalnAwLL Polymorphic ventricular tachycardia 38 ventricular fibrillation @4
% o a a . . . -lg’ 1 o dl o
naEuia lalaUnALLL polymorphic ventricular tachycardia Hlianeoizaauialauuy
A . o % a dl dl 2 1

n3tinaed QT interval Twansesidlavdiulnfuuunuuuinuliteslunguenis long QT uay
TinudninaindnsnissiuialanewiaalasiuiaUnfuieudadias catecholamine -
dependent polymorphic ventricular tachycardia

anmoizadulninilalungueinisugning azuaasliviuluda i walan v,-v,
Taeludn V1 dnwosy QRS complex azifluuuy RBBB NAWAA199 QRS azdidnmnuzeanauiy
point MNAIBNITLNIULLLAINAIUEY ST segment waz T wave vanay Taa?l QT interval
UnAviredundndnd TudalndaflaunensdiniadasuutlasazadapdaiuuAansoe ST
segment AZENTULLILWHANBLLAZLANTATRENIN ansuznisan ST segment ludalnin
Falanuiinendnuaanazldnunianiasres ST segment  udalWAHAmsaiudnu (reciprocal
charge)

= 1 e [« =

ANNTULNANHILEN38NA8Y ST segment 1 3 LUy AR

TR 1 : waATIENNUANAN BRI coved type UAT J point 8Ng9 >0.2 mV

a7 2 ; eaNanuuFiansiziy saddle — back type

T 3 : leadmnuuARaneaieily saddle — back type

“saddle-back”
" L 1 p| 1

1%

717 2 : Anwouzsine o vendulnfvialazes Brugada syndrome (36)

'
= [ % =

Tnaaduliinsialawuuugnian aiiedl 1 IddnsENsENTREENIENINUANIANGY

0.2 mV luAN®OE coved type T9RNGAE negative T wave. HAIINANNIZALNGNAINTL]



n1n1 Inasesdiadesaniuainimieaatingy o deuaduialauuuugnini o8iaf 2 uaz 3
uwessenaldidniunguainisugninn

paNNdnIANEINLG nasassarauliinialalasldsiumia v, DV, %igendn
o 1 a = o 1 [ =2 =2 d! oA
AuvANNnsgs InaFenAundaluaidn Vi Te Vs uaz -2Vi D8 -2Vs Tenugniipanulo
(sensitivity) WNTUlLNNTRTIAT Brugada syndrome “chw’mnﬂfj’wﬁm,lmiqmmim (29)

naxan1sugnIaduluaiiniinanisdaenansan wildldgaaynme uazuiens
Waiavialasuindaazaiin VI, VF 81a9ziing994u <) uazainisonaiedlilnelisieslasy

N195N:N

'
X a

10Tl w.A. 2547 Watanbe kazpniz andszmaduilfnenudiaamenns 74 8 Gedl
L2 RLALENFAN TN LRI 7 9119823, (partial gastrectomy) uazRsIanLAdLlialagl
ANH0Uy Brugada syndrome wudﬁﬁmmﬁuﬁuﬁf‘a‘wdwmuﬂﬁauuﬂmmmzﬂa ST segment
pamdieatns lanudafiniaiiings ST segment 'l 30 wiiluazannga? 120 Wi wad
amnslaeAadnnisanuulaiiinsifinainudsiesnmsinsiintuwresitnalunszug
Lﬁ@m%ﬁm:rﬁjulﬁﬁmnwuﬁu%m@w:uuﬂ?zmﬁwqmﬁﬂmﬁluﬁwLLﬁ?mL@zﬁmiLﬁmmi:uu
ﬂﬁ‘t%ﬁ’]VI‘W’]?W%NW’]LwaﬂﬁQQ@J’]H%H&]’]NN’]LL@%WUd’]ﬂW?@ heart rate variability (HRV) Wua"
uﬁaﬁﬂmmﬁzuuﬁizuuﬂaﬁzmmmm%mmmﬁﬂﬁLﬁuzga%mm:z@ﬁuﬁﬁumaﬁmﬁﬂuuﬂmmm
paw i lauLL Brugada laelufilasiiilsziulsuna Fonludeniievdeamslivandng
i
(0] ¢l 2548 Nishizaki wazams andszmAduu eudiaaenaeny 43 T &
annaifluasvungd uaziinaulndivialausy Right bundle branch block uaz ST segment &
ANBUY cove type V.-V, Imﬂwudwﬁmuﬁu@wmmm@;q ST segment #a3a1N1#5UEN Na
channel blocker (flecanide 2 mg/kg), PRIANNNA oral glucose tolerance test TPenuINHIE AU
tiAna uazszAL insulin 7 baseline 30,60,120 waz 180 W7 winiu 99,136,101,114 uaz 72
mg/dl, 3.3, 28.1, 24,34, uay 3.2 u/mL muz%ﬂﬁuLmzwudﬁﬁmﬂﬁqum ST segment 7i 30
winazmerliliile 60 wnit waeld glucose load waznnsvin atrial pacing @wnsneinly ST
segment eiNgs g
1uTl ./ 2545 Nishizaki wazanz aandssnadiiu Iinisfnegiag Brugada
syndrome nAtne 20 A1 Iaelld oral glucose tolerance test wudn seaulilsumaidas, seay
fimnaga, 7781 insulin iflpnauAnsnif fasting, 30, 60 , 120, uaz 180 Wit wudngLlag

NQNAINNg
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1gn1A1 15 1 20 AR ANN9LANEID9 ST segment 11nN31 0.1 mV Iaennsulasuuilasanags
ST segment WUW 60 uaz 120 WA waznan1silasuulasaliidiea 180 w1 T9ann
n1sANEENLLI glucose-induced insulin secretion Wnazifludauniisreanalnnisangenes

ST segment eL‘LtLB‘;J’jﬂ'J\EI Brugada syndrome.
szinaaslsanguainisluane

luTlnAasser 1980 CDC (Center of Disease Control) 7avanigainini(12) 1Aseanu

a

nsAnEREUNAUNNTUR LN A WAL BT Na N R g U e T aRzduea e iR LE
ANNM9FugaIE NI UAIENI AT LB UEENNGNAINIHINNGNDINITANERLLNAL
Tnerlinsnuaivg (sudden unexplained death syndrome, SUDS) luilszimnalnadiniseane
o X = X = N ' <
anwnurilBanisniian Tsaluase (17) Hseeuandibalnaasdouniladiainisuazainig
LAASLLLINGNDINITLINIAN AFINTAGHTBINgNEINIH LWL I anunsnas e 149
NANEINTUTNENEANIINUGNITH
ngueIn1sugnIAflaN e wiiasiuAiauen lun19lssgu North American Society of

Pacing and Electrophysiology (NASPE) lutl a.@. 1991 (14) Taadihuseausnnulull a.e.

s

1986 uinganaa1aliuaud g 3 T wadaizasuaaniduiivate - afuazlAiunis
1 A A a a U al v dl al ala tﬂl 2 a) U al o
doenanAudnandatedal ilaaddesatandedinliidesisls 2 1 faaeinisimeaiu
paulnHinlasesdinarivassilansusialnfmdeuny (3u 3), il A.A.1992 Pedro  uay
Josep Brugada (15 ) Toidsenuiilaganuat 8 918 NN4INIMLINUINDULAZIARINN9AN
neiuiulaenI9Tae A ALTW wudaearldndalaidney RBBB saudunnsenaad ST
segment lwivlnfiniiala v, fia v, anagsieneramiinianisasuudaseauliilninlandne
ﬂ@jmmmiugmmm'u atypical RBBB, left ventricular hypertrophy, early repolarization, acute
pericarditis, acute myocardial ischemia or infarction; pulmonary embolism, central and
autonomic nervous system abnormality, hypercalcemia, hyperkalemia, pectus excavatum.

dal a o v a Adl dl o v 1 v
uanandanuwaiaenant liianisulasuslaspauliiaialandrangueinisugnianls
Do , , L e s .
\iuLAEafWgR amitryptyline, nortriptyline, fluoxetine Wusu (52) lutlszinalnelsaluania Gy
Wuhaulaseaiansausiiaiisnaeunisaigresauauans nea ludealds aannisAnuisen

wugndnsmalagilszainiwingu 130 ausatlseaing 1 wauAuselidegendnamasulunia

priuaanasawile (16) (9msme 38 AuAellszdIng 1 wauAwsell) Inaeasialuanie
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3

MRRINENLT ARS8 e m@mmméfumdq danluny (89%) \upnaunea¥e flud
dndanadndaluansirauiidealufindeazianninlszmelng 2 win uenaininusieanu
floyunneansund mqﬁmLﬂﬁ*’nﬁ'mn%ﬂuﬂumu%ﬂuaqmT,ﬂﬂmzwuﬂmmmqmmm"’mmju
gl luanianinndingueALAN Nad lWAsNMLATAME(19)  lEMnisAnuilay SUDS
survivor WAz probable SUDS Wuﬁﬂwmm?ﬁluvl,wqﬂﬂﬁﬂ@LLuuugmm 16 u 27 A daiu
snmouzaauliialauunugnianaadlu arythmogenic marker #1931 sudden unexplained
death syndrome lugnglne uﬁqmﬂﬁuﬁﬁmmmwu;ﬁ;ﬂqaﬂ@jumm@ugmmﬁwmumnﬁq
Tan wazluil A.a 2003 1iinagiszaa 2™ consensus conference leiRnsAAMBANIITINIg
Aadelsn, Medsnduiladuides, WUGNTIH N3N Janasinedagen uaznissnelngnis

14 implantable defibrillator (20)

I-Jrk..;r—u LR A A A
“"’"‘"“Crwm
AR A

V2

v _J

3 : Al lauasitdadn

=)

71

o

HRINITUINIAN
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o

NSANEILSALUARILNUNTTNNUS

Q

Aaustl A.A.1983 udunn Aaaunisanasneuziagaiulsaluania luy anidas
299N Inanatinetlszilsng aunseiiv U A.a.1990 Wadinanisluanislunsssnuinelu
dszmagenTls Asdasaunisluanialuasanfsednlvangesnuinaiaseeunas

= = <
Wunsdanen Tuaulnaranun

o o

il A.A.1991 Tatsanavivat kazAnue (17) ldnnnsdunisadirranyfuasiiausiny

[

AIndTe iNeaaLnNERIUAINTNIBINIANLNNANEIzaNd AunanIn e TLaz Aty

o

o dlal a d? s aa o d’l
g4 luang luAsaUATINENIS AR ATUNTINI9A AR R ATl

ReTIANRNL9EMINe 20049 30 1

3

1.

©32e

ANLAETIAINAU L UAUNFLVTALINN

Y o e ] S
HRYTINQUNINARUNIETUAABINT
al o

1B1N19UNE lAaauIn

Ugnlaifiv e Ugnanennuin

¥ o

2
3
4.
5
6. 1l autopsy v138 necropsy

= < 6 < s

lunstundFiumani ol faaduinndn Wsawinnu 4 4a drluidiiumanionisiasd

1 A 1 [ 17 = aa [ % ] .
HINNIT RTNINU 3 U A9RZIUARE presumptive sudden unexplained death syndrome

o

(PSUDS ) Tntinsgatiasuinluasiaseqfnnszsuduiaznnasauaianinaadas dns

N

wane ] ABNUINlUaNATN 49 ATaUATY AW0n 418 AL AnsaenRdnwuzdaldiuln
Tnaanen 25 aului4 asaunda gaannauiluany dengefe 31.26 U Larddasangszuds
a|) o dg/d s 1 1 a o =K o a dl
25-50 U Tuanuauiiinismialuaseunionandifiantiuie 6 AsaUASIHNITANEIRIN TS
Haare9qu 3 ANlATALATIALNTUNY 3 ATALASY LAY 2 AL lUAN 3 ATELASY N1TAEUDY
dl 1 zilJ dl 1 = tﬂl 1 o I dl a
witla luaanema 1 Hae Tuan aanun 499898 LaEaTNALANFNITUW SR Ta9RaNTIAA
N17e8sTUIaRBazTesIne luAsauAFIRea ulnaeA s 6.67 T (Wde 2-24 1)) n99
T2aluameinduludaanaigniuinazendniuansanuiy naldmauduldlisinlsa
TuanigaziinaInBnina1eIdininaananad bl wiaeenalsns anaazdanansnaaea
Aquandaniiatuseudaniglifunisiaegnia luanindsuandanaasnsataianeaiu
?a// 3 dl 1 i’/ [~ 1 dl Yo A o 1 o a aa
Fansitan B9lutaanattiuetaaziludanan e FUNAN TN UMNaUAUIZNIN9N12A NRUTAR

foNfU 1Y ANN9FAEe N9 lAFUANTaIUNIUTRENLNNENY TINTINaNWInINaaluasie
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' 1
a A

sanein iAo niadsnfAdewiue Inaanizatneeaninlawazszuulszaindniugds
a Qa’l’ d‘ Yo o a A o d‘ | d‘ o 4
pouEALINAdazLansaInsie iuladugsuvzatadeiluauwiulunainamuizinli
a é’ 'dl U o/
naluaneaulunanuanseii
TudasszazinanlndiAesiu lANseaunisAnesng  ieludszinalne Tuszdy
A9udn szAuna seaulsema uazlunguanaunglulssmafealils wudnlszunndeaay
14-18 203 lnameitlszdfnsmednsaziaaaiuluitevretessuazlszinudensy
26 ArynRaansemnaludneziaganuuazlsznanufenay 40-48 Joyrnaulanunilalu
. X RN a o 4 X
psauATIANaAaalsAll wanaani dawudn ernEnEeusudnsnisluaananifintwly
Aaaaseszndanguluaaneiunguacupniivnantinu wemaaiu agndiaeaiu
P a9 = Ao " ) ~ o
wazlifiaouinedenasesepnadudluaniaiag wud1Ad odds ratio 1aen19llsedflen
Tnasngluyraansnssasnguluangiuinndangsusuiauilszunn 5.5 win (95% Cl =
250 — 12.27) (P<0.001) Tangsanga LATATUZ(25) NANHINLINAN odds ratio 284N15H
dsedRluamelunsaunialungulvamauinndinguulsauineulseunn 8.75 win (95% Cl

1
vl

= 3.18 — 24.51) (P<0.001) &9uiN1A27x37 lunguiy uaniailanianaznudinissnesoe

u

1
=

anwourlnaansTuezeymlininngd wrednianilsiaalsatinylfuesauluiesan Aaed
Tnasneuinnanaulang andeyaninaaisunaasinlidaonuiull1inlsaluamaazii
TsATtNeNaANINITNAUE(18) -~ UAzMINAANEMENIITENanaz WL EN a8 TuinATIe

I a dl G £ dlzl % ai v a o o 1 o o
HINNIUNARTUN sﬁﬂﬂLﬂu‘ﬂ’ﬂMﬂ@L‘U’ﬂ\‘mu‘ﬂiﬂﬂLﬂﬁl\?ﬂ‘]_m@ﬂﬂ'ﬁ“ﬁ@\iﬂqﬁ‘ﬂ’]ﬂ%@ﬂV]’]\iWHﬁﬂﬁ‘ﬂ‘ﬁJﬁﬁﬁJ

-8

A A v oo oa A o ' o Iy o
V]q‘]&f{]ﬁ?‘ﬂﬂ@@uuﬁﬂ’]uﬂ@ﬂ Mendel W@uu@wuﬂq?mqﬂmﬂﬁﬂvugﬂLLUU?@\‘]@ﬂ‘]ﬂ’mzﬁﬂﬂvnﬂwuﬁ

9

4 -
nesunatuulpsiulananduraqn
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* Genetic defect
* (SCN5A, other)
* Unknown Mutations * Autonomic Mervous System

* Hypokalemia
*]-Nu. Iiy . Iypothermia
*_*[m liate Tir, '1- * Bradveardia
* Febrile Ilness
* lsehemia
T}"I:IC 1ECG *® Dirugs {see Table 3)
(Coved type)

\

Short-coupled PVCs

v
I Polymorphic VT l

Self-terminating Sustained
VT/VF P VF

* Sympatho-uvagal balance

[K1 ILI_T('IIE'J.I

* Hyvpokalemia
& Feyer
* Dirugs

U7 3 : wend a3sImenaennaiavinlaruiadwnssuladludilag Brugada syndrome (26)

s L4

AUANNTU

nismeaunauaIniala wuluansglaninnda 8 uausasiel T93-9 % Junns
dl ' tdl ¥ o = o 2 ﬁ o !

peuanisaneuai llifeadesiunisna@aunaundnuiiariala s 4 -12 % 109
NNIANEREUNAUA NI IUAIUEINARINNENEINTRLAZBIANINDT 50% 1BINITANY
a [ A ' a a o { d’l ! | ! 1
ReunFuNRTalinuaNEaUnRvewialy nanaIn sinudfugmsdanlvgjzeanisang
a o = o N yd‘ L% 1 = 1= a a 1%
weunduluzamnziueeniaaslinengienndt 50 1 uazliianniadnsnielasaaing

o L4 !

ala (23) guRnasnitazA N NgNILINgNEINNTLIAIAT s siu B nIiesaINngueInIei
v o dll o a a o o dl 1 1 1
anaunssansuzaduliiialaadnfa i gAsAnanaNn wEuesIEaNIaNIRgaa Ly
ANRALNRvTaaIantanuANRalnATuafnTuA9(22,23)  dnsuzANRalnG
paulAnialaaansedulinansaanunlisaaen ajmaline, flecainide W7a procainamide
(29,30) NsnasaUAftElANATIzgILazuztin I da s AulugUannaenides 35
uanunaaslaelinguave vise Aniasiuinladainfuuy ventricular fibrillation Tnerlsl

¥ é’ My o olx o Z’/ =2 [ o dl 1
nauamn nmageudaseilllainlaeialifuiuasliiasdeinuaugnanaeings
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1
=

amsilazanndnpaiiluass aannsAnen e lugilaemnadidusnuau 22,027 sy
ﬁmmﬁmﬂﬂﬁﬂ%‘luiv\lﬁﬁﬁﬂ@LL‘lezg'ummiugmm 12 918 (0.05%)(22) AnsAnETigesly
298191 ﬂ@zmm‘jﬂuwuqﬁﬁm@d 0.6% (66 T8/l 10,420) $18)(23) AnsRnERanludn
mqajﬂuwu'qﬁﬁmifﬂm 0.0006% (1 712’k 163,110 912)(24) AnHANNANEWENTEad
nguermsugmaniazuanseanluiodivg Sednldtuenegatndfinna @aumau (35 31 40
) frlasangasfigaiinuenifies 6 Fou lunnsfimeadaundunazanguingais 74 7
andayailaqiunudinguainisusninignununszansliyndauaesianluung
Uszmedi lifsnaemenadumaZldldfaddannndnfiaz dilisnil lueuranunaziing
2999 NLINANT Y ANnnsEnEanaRlni e lanazns e procainamide (30) lufsanTin

anntsaluameilsanaauiaqinadnsniaiuam 11 AL wazaundnluaseuaia 104 A ey

wudlszinm 90%  vesdidgdanannisaluaniaiilungueinisugnian, Teatinuliesly
dszanianianzdueanidganiiotazniamiieansaulng dsaausnmaieluaulng 20.6-
38/1  WALAW ARTIAVUIWATI UL 811, glRRTNAT e 38 T A 37 Tuas

Uszanns 60% aafjtlaadneAadiiuuun autosomal dominant

PYANANINARUN

u

Pedro Brugada et al (52) 99u39NEU8NgNeIN13UgNIAT 163 918 wudwilutne
150 $18 Wele 13 318 (11.5:1) 95 71 LuaaLeLTe (58%) mﬂﬁﬁmﬂﬁuﬁfﬂ@ﬁmﬂﬂﬁﬂ?ﬂLL?ﬂ
faust 22 f9 65 11 Tnewutieaiinglszann 40 1 35 318 (22%) HszdRiluaumunad ite
prasundulunseunia §ilag 104 s H89n19WL4N 76 3181 (73%) A% ventricular
fibrillation 28 98 (27%) wndnefluaunuaginmas 59 e wuaaw i lafnnfaney
parasen e lliazanznmanseiinsainiilssRaaiauunaulunseua %ﬂsﬂmﬁmﬁu
AANIINURLLNA arrhythmia 21 978 WUQ1 17 918l Farsiniieusuvdutanuaiflugia
@@ (9 e ualng) Avae 4 7 wudﬂmiﬁquﬁ%m:ﬁﬂﬁﬁmmwﬁ’iuamﬂﬂﬁﬁa%

gilaeli5un13meqa echocardiogram 157 seldwuAauEalnfnIsnIanInaes
#ala,32 18161 endomyocardial  biopsy  Nnsnaldnailn#,82 ene 16vin coronary

angiography waswuanUna, 76 s1eldimsaa electrophysiologic study (EPS) 20 i 21 318wy

Y prolong H-V interval 1@ conduction defect lu His-purkinje system 58 sel@5unig
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nazsiusng AR 50 9181 1A ventricular fibrillation 8 9121 1fiA nonsustained polymorphic
ventricular tachycardia Aa1NN197391 signal-averaged ECG 22 1 27 918wu late potential

(37)
WENBANEN(44)

andayananegsanen ldnudidauiatlninielassairaaesinlalungugiloaug
nan neuniniiiiaauasdedinguainisiienaasduiusiulen  arrhythmogenic  right
ventricular cardiomyopathy (ARVC) Etlael ARVC 1n9nguiainisiinlaigiutindanmzaiin

polymorphic VT uardlaauiialadnuoiz ST elevation  Adnafilaenguainisugnin

i
= o

ds/ L 1 dl ¥ Var I o = dl o
wananilugianguainisugning fsedlasunasiasmwlasuiala ez Geani

1
=

Taguindsazgunssnrua e nudrane EanenuRRsianialaiasaanans adeiun
wulugilos ARVC uazdiniafinsnudndn SCN5A NRasns anxnsonniiiawsialussuy

Al la waznanuitiasialasansoells

flaqtfupanuiisanfizesdulunguainasugnianfidunufe u SCN5A Teagjuu oc-
subunit 789 sodium channel Tatwiala luanisdl ARVC fitufatlfnanefumiusfidie
flu ARVCS Suldnmourunsdaundieiufiu SCNSA ge3nguanniangnien

n1smzaannestgrimnasluilaqiiu AUl 1A , N19M99a (MRI), N192RR
gauiala wudn ngueInsugnIan azilnssairnesialadsniluensiilsn ARVC  dndl
Fnenzaeawivladesannasiinglsng Usznaudae RV dilate, bulging, aneurysm Wazin1s
Tusresialanananas

anwouzialaindsmazlugilog ARVC  azdl ”ﬂwngﬂéwuumﬁ'm (Left bundle
branch  monomorphic ~ VT)  uagiinazgnnszfudag n13 exercise 138 N1sudaans
catecholamine  usenae Gemseiudnaiunaseinisugnim einazimlasuindomns
#A1E131574 ( polymorphic VT) wazdaulunignnsedulnascuuilszainiana wazdouwlueajin
AnuinIenueunaL wazeawliiilaly ARVC dhazidnunizAndsniuazlsi few

Ansilasuulasnaennaininiiadunsesu i eangu class IC, aaniAfatilusiu
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ANBULNINARUN

angfilhanulasiaus 4 D9 70 U42) (Inenaset ludateny 30 n11) ngueinisugna
ANRZNNAIE 389 Polymorphic ventricular fibrillation saniuiaaulidnvialanalnfuuuright
bundle branch block 3931 ST segment elevate ludalwn v, fa v, Tudiloadauluninig
% o a a a o o v dl 1]
wiwihlatadnAaziialuaneiinuazvanas sedurnzueunaulaaaniggiia s

= o a L% 1 = ﬁl [ [ % Y o %
wazialmanzdueanaadls nudaaeaniazen nasangsetaluiadanseguliialaisiu
fAmngludiloaungsne Anwoue polymorphic ventricular fibrillation azwuliua3sagin doei
naudavea lalasiilaeazianisdluasnunai usdunatuudfunasn lingaias giloaay
ReTIANZTiuiY dnwzaansuaasazrannuatsny Lasaus lidensaudaundaanisnie
a [ 1Y = a I 1 A aa o 1
REUNAUW aranudFiaadannts i uanunasLsn e linuamnvzeitadadduanmue

2 A L. 4 % h A 3 A o '

#FA1N vaso-vagal 1178 idiopathic ventricular fibrillation Tupemeiafnninnissnese
ananunslasuulaspauliavialadiuialnfuuugninnsaues

¥ 1 1 dl o a a 1 d} Y

filazenalifenmsusinuaauliiaialaianAuuunguainisugninaaiany s
ann1gmzaniallvzanisnsadansedluaseuaedsunaidaunau annisinniu i
2-3 Tlainumnuuansslugilaendainisvisalddainisnaauliiladnfifinauesizaan
nsnszdusaean Alannananissiuialadalngwuy Polymorphic ventricular fibrillation 161
wilauiud40%anduludliianisndunivziazaniadnfnaulniaiiaainisnsyeu
fneien (44)

nsatadelsannlilaanisasaanaulniniladinuaonuialninaulniaila
AntnAet1etalausaniudsedfiduanvunanain  Idiopathic  polymorphic  ventricular
fibrillation W3a1lszdRsanaInnisatgunAUlae ina LA WEAINNNIATIAIHAdENa 1A
witdnauAndnAraulndnialalddaansiniiadauanlsnni1neST segment elevation i

19A acute septal infarction, pericarditis, ventricular aneurysm, early repolarization LL@::%‘LA"]



13797 3: waReARNEAUNASS 9 NHN1sEnYes ST segment Tudalwfinviala v,-v, (52)
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Right or left bundle branch block, left ventricular hypertrophy
Acute myocardial infarction

Left ventricular aneurysm

Exercise test-induced

Acute myocarditis

Right ventricular infarction

Dissecting aortic aneurysm

Acute pulmonary thromboembolism

Various central and autonomic nervous system abnormalities
Heterocyclic antidepressant overdose

Duchenne muscular dystrophy

Friedreich ataxia

Thiamine deficiency

Hypercalcemia

Hyperkalemia

Compression of the right ventricular outflow tract by metastatic tumor

Cocaine intoxication

AN9197 4: enREnaseni At Llas ST segment (52)
[.  Antiarrhythmic drugs

1. Na" channel blockers
Class IC drugs (flecainide, pilsicainide, propafenone)
Class IA drugs (ajmaline, procainamide, disopyramide ,cibenzoline)

2. Ca”" channel blockers
Veramil

3. 3-Blocker
Propranolol, etc

[I.  Antianginal drugs
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1. Ca’  channel blockers
Nifedipine, diltiazem
2. Nitrate
Isosorbide dinitrate, nitroglycerine
3. K’ channel openers
Nicorandil
[ll. Psychotropic drugs
1. Tricyclic antidepressants
Amitriptyline, nortriptyline, desipramine, clomipramine
2. Tetracyclic antidepressant
Phenothiazine ,Perphenazine, cyamemazine
3. Selective serotonin reuptake inhibitors
Fluoxetine
IV. Other drugs
1. Dimenhydrinate
2.'Cocaine intoxication
3. Alcohol intoxication

oy lunnsddadanguannisugniaiinainnisaauiatlnfadaulnidndialadnng

wWasnulasldasanansanuiadnaliiduaisasme  TunisdfiRnisdsuifiudadedasiy

1y o

naiadeddmasundulugiaangueinisugninn deldiideyassydaian Genangiuann
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= dl ' 1 dl L% a a a dl '
mmﬂmwmumwmqmmm@wuﬂ@u”l,vxlﬁ’mﬂwmﬂﬂmumm 1 TANNQYNBINITUINIAN
(coved-type ST elevation) lugilaalaelisasldanszsv, dilhanaseiilsyifinailuay
a 1l -&l % a . . .
ummimiummmmu, nIzruinm VT & lun1smsaa programmed electrical stimulation,

a [

Uszdfnsauaiifideainasundulaslinauametennd 45 1 (52)

R o A o Ao = A e o« o A
nguioasinanfalunguniaANA9geaInNITALTIARELNAY LaLaIaIN
paulvAnialalunguainisugnianidinaziinasiasuulaslinasainan wesanguniaing
HnnsnaeRuguas SCNSA Bl cardiac sodium channel wazaunsvin 1R
a Adﬂl 91 173 dl :// o K . ! . .

mfmmmﬂﬂmﬂm‘imahmwuqmmma‘mmumm cardiac sodium channel U Ajmaline,
Flecainde, Procaianmide kaga1nnnsdnnluilszineaiijuans Nishizaki wazany (1) wiudn
n5IAFUANT insulin WAz glucose amdvaaAlaaARIdINITANN i RTIANLANNRALNRATR
dll o a a 1 [ 2 49{ = =

paulnA i lauuuugnas et nfrndpauiazis s vainnsznseasnsnug aludl w.a,

LA o o & f o o ~ ~ Ry p

2533 WudHANANRUST AN s T U sEmudnamtiaavizaa s i A flulamsmgeluau

SHa

lae@addanainluanig TiaznszsulitAnaauliinilasuuugniniuazniazlils
= 6 o o = @ A = A4 o o b ~
waidansn aeiuasdunugesnisAnedqaaiiilaadanFaiieuninugs ST segment
naulas9a1119 11 48 hour holter continuous. -3-righ procordial leads ECG monitoring
Tnaanilnsfulszniuennsidsanuimnanasamnsganauiuas elnfuazgpinu
WANFN9T89AINGY ST segmentludainguainann uaznialasuwlaspaulninialasis
Nnanszuulszananiugdfvzaannaasiaunastduiatnfaediiala(2) nsnsefuszu
7287 sympathetic -AzaRIZAUNITEN ST segment WA N1INIEFUITLLTTAM
. = =< o Y b4 % o a a 1 o
parasympathetic azilgnansaiudn nsliesmuialadalnilungy la,lc, Il avenszdu ST
o o = 9/?/ QI A all Y o
segment N1788NNNAIN1BNNA IR ARNTaan ST segment niasuulasnisisiuialalae
nsnazsiuinlaiesasuuseinfanudn ST segment azAnauieinladiuiiauuazgeau

dl o £ 24 1 dl [ % v [~3 v
e lafutiausnisilasunl aapseiudufatany e
NAINTEALLIAR WAL ionic (12,13,52)

o py a a a 1 o a a | = |
ansouzpauliinlialnfnaznisiianisguinlaialnslunguainisugninn @as
WNAANNNAMNLANAI (heterogenicity) TuN13iAA  repolarization 284 action potential
LTNUNINeaNUe9ialatiada1919n (right ventricular outflow tract, RVOT) in# action

potential 19 epicardium cell ArdAnNMLy spke and dome (U7 6) TuANGINgAINT
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1 o o 1

endocardium cell mn\lﬁ\l@ﬂﬁmm&ﬂ@’mﬁ@w’mﬁlu epicardium cell # transient outward
current(/,) luanuziilu endocardium cell i

711319 Spike and dome Lflunaain current atinatias 3 alaldun sodium current
(/ye) transient K outward current (/,)) Wag L-type calcium (L-type |.,) IBIARALILELIINIUD
I\ Tutag phase 0 184 action potential %ﬁwum:ﬁuﬂqquﬁﬂqﬁﬂﬁéuﬁum@q phase 1124
action potential ﬁ@lq%ﬁm@mmuﬁiﬂmﬁ‘mzﬁum:miﬁug\ﬂmmqm’@ /, warlnadausia L-
type /5, N19IUNIU ion current wianidansnsarialiiAanisanasaes action potential Tes

epicardium M lAAANLANENN NS repolarzation 484 epicardium Laz endocardium

| Ny :
AP Endocardial 35 mv
' |
: Epicardial i
, !
: .
—_— |
i 1
| |
| |
ECG , | l 1mv
I
100 ms

gﬂﬁ 4 gﬂ LARSANUANFNSIUNNS repolarzation 184 epicardium LAY endocardium

lunamagaunudngls1e spike and dome 284 action potential WUANAERAAAL J wave T
o . , , , , . -
pauldialauaznisualiaas action potential dome 184 epicardium cell LIWaINNITLNA
2194 /, Taeldluasa endocardium cell $1#iAA transmural heterogeneity uaziinalsd ST
segment anulneiunaann ANNLANFA19T89 action potential ¢34 endocadium LAY

epicardium 229%q 1A
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Brugada Syndrome C Brugada Syndrome

(Saddizback) (coved)
E '[q—h,—-“ Transrural :F'-"“‘
Transmembrane ! !
Action {
Potentials

o WiEE

ECG (Vs)

Eria

Potentials Em

D Brugada Syndrome E Brugada Syndrome
(Heterogeneous loss of AR dome) {Phase 2 Reantry)

K =ag
i o Transmural

Transmembrane | voltage

Action i graaie

|
i

fJa— = | Tlunmpﬂ-ﬁmnn

i tdﬁc.mlulrarnn

717 5: uansdnwauznasiia ST elevation WULIFN 7] 784 Brugada syndrome

anvsnadulniialatANlaLng il Right chest lead innanunsnadunaléain
Wnlarasansuandniiauani i iaeFauiausuialaiaaa19g e ua I NaUas
epicardium action potential fnafanai i idlalunnqn
o 1 dl o Y a o 1 % 1 % U
2. annimnaadtlugiantdn /, MAINe phase 1 insdudandnluinlades

ANTIININNINARIAITETS

TUNNNnINIIAAT8Y /, WA L-type Iy, WIBNITIN /, aziinlififin ST segment
angaauLarinaaedluinlasesgianudinislfeaangs sodium channel blocker azan
amplitude 299 phase 0 MlAENaRNTIULR /, UazynlfiiAn9ana89 phase 1 action

potential WATAANIININNUIA L-type /5, WONAINUUEINLFIEN flecainide azlilam action
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potential  duration}ss epicardium  wAldHNuafAe  endocardium BN l#AA electrical

. . ) . X
heterogeneicity 184 epicardium wag endocardium HNINUU

heterogenicity UszinAtiunudn19iivugered ST segment  1luinaaInszuL

szaniniale (2)

Brugada Syndrume
Endo

Intrinsic Heterogeneity |
o
l Ly, Ty l Loss of AP Dome In mm

T Ve e Ve T e Epicardium o
Venean T
) : AN \ 23t
! Dispersion of Repolarization ] I |n|
Transmural Epicardial }J\_ of Repolariztion
l 1 f. Phibse 2 Reentry in
':}\f\\__ 1Y Epicirdinm
— QT il’lterval Phase 2 raentry Pluse 2 Keentey-indueed
T ST Segment m & '“ P
| 't“. T
+—— Extrasystole |
Epi2 £
B -
VTIVF (Reentry) |Ecraﬁ T 103
i_ 500 msec

717 6 : nalnnaiaalasiuiindaazsuuseaiin VIAVF Tugdilas Brugada syndrome(13)



24

quwﬁguﬁﬂ')ﬁun’]ﬂﬁmﬂﬁ?Ll?’fuamﬂﬂﬁﬁﬂ@m’wqﬂ‘ﬁmﬂZ\m’]’a‘ﬁﬂtﬂsignal average
ECG uaz body surface mapping WU41H conduction delay ‘ﬁ‘].l??l,’)m anterior septumay
RVOT %'q%ﬁ;w,l,m%uimﬂmﬁ‘mzﬁuﬂim’m vagal naifin J wave lupduliinilagnaiin
a1N epicardium conduction delay Tt laduiudn sy spike and dome ﬁﬁl\‘mqwﬁ‘ﬂsﬁfm
25UNN9ARA ventricular fibrillation TuAaUUAUUAL

mi‘ﬁ'mm’m ionic la¥ cellular mechanism 284 Brugada syndrome 791 L'ﬁlm%\iﬁ/u
cardiac sodium channel (/,, ), cardiac calcium (/ o, ), cardiac potassium channel (/) 1
Wns1U1&90 enidinasie channel ananeinazsinandsy lanilastunnsiinnnsdedsn
Baunduuazine VF 1 Brugada syndrome waslsalvianneld faaeing 1y Asvanaesen
sodium channel blocker ilsliuasie | , % ajmaline, procainamide, flecaninde wAEn TG
fFuhasie I v quinidine,ea M5 nen Ipaw Wi lauuy Brugada syndrome ndusnysni
1% wenanni eifinanszfiul o i isoproterenol  fla1eaudn414Alugae Brugada
syndrome 71Am electrical storm a1n VF daug e | .M beta-blocker Wa¥ amiodarone
anavn LA AL NN 1AL Brogada syndrome # ST-segment elevation HANTY LAY

AN9ANEIMNNAATRN IdwLd e daslLlss e miFa LA

nNgANEN &353n21natWHA (Electrophysiology) (13,15,16,52)

wusnlugilndawlun) sinus node senulunRudfigilasdaunilinisinauees
sinus  node Emﬂﬂﬁmxﬁ@ﬂzﬁLﬂ?‘mmzﬁ:uﬁﬂ@ (pacemaker) Useu10410% 19351085
paroxysmal atrial fibrillation Tuéﬂqaﬁﬁmmimmmmzrﬁ’jﬂﬁmi polymorphic ventricular
fibrillation lAuaznudnlszann 80% 4T sunsunsnszfuiiey 1-2 ventricular  premature
deats fitAimnTsFuiaUnALaluasiansduialaiindniaviduaguiuauiia
hemodynamic collapse LL@:[?’T@WE@L%’QH external DC 'shock LWsNA9LAA polymorphic
ventricular  tachycardia %3a fiorillation  TaeTdsunsunisnszgusantvidn Tadlédu
ﬁﬂwm:mmzz%mi”umjummiﬁmaf]ﬂuﬁuﬁﬂ@ﬂﬂﬁﬁﬂi:[ﬁ’jﬂﬁﬁmvlﬁ

lufilaenguennisugnianazinisin indsung wudndl HV interval enatuidle

wRauiaueuLnAnieny 40 Yuslazannaulinnn wutesazeanaiiu 70 ms
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ANMNEALUNAYaY Gene lunguainisugnim (10,20,23)

annianaaedlugria n1sliengusinn Sodium channel Mnliiannsgeyide action
potential dome RINNINT LN negative shift 2484 voltage Lﬁlﬂ[ﬁmuﬁluﬁu phase1 184
action potential N1 1dUHFIUIN gene mutation AN TS WL TITe
sodium channel mmﬂummalﬁﬁmimﬁ lugniz?t gene mutation Al /_Andntuite /,
Mnenuntiasfianaaziiluan e L

Gene NAnRUS FUNgNAINITUZNIAT Meauassusnlui 1998 Anwn 6 AsaLAILAL
2 sporadic cases el molecular genetic method wudnlu 3 AsauATIN mutation U89
cardiac sodium channel gene (SCN5A) Saifluy gene ABaiuNgNaIN1g long QT (LQT3) usl
uAuazfuml ann1efine electrophysiologic W mutation  #sAndfluagues
ventricular fibrillation @Wﬂm:"ﬁlﬁ heterogeneity 18N refractory period Lﬁﬂx‘]mﬂﬁ‘l}lj/ﬂﬁmgﬂ
UnfiLas mutated sodium channel 1m§1mﬁmﬁu(‘lmw missense mutation) yialnen13an
A7UIULDY sodium channel (11378 deletion WA insertion mutation) WuqNR@tN9tiae 1

praLAFITRAIAlLNLANEALINGT gene  SCN5A M lHAAdINgNaIN1TLgNIATUNATH

genetic heterogeneity
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DI Dl DIII Drv

S1710L

& Long OT rywdroew
O Brogals symdmane

O Conductio dasise

Splice slte muiadons:
O IVETH insAs

|
|
|
i O IVE14 1G>T
B Eroguds symdrome, Lang OT syrebame dsonduction dissas i O LVSEHIT=C
Frame shafl s dadis ns:
OV 26 | Teke}T (TR
O d196delA K1 I97FXN)
O 4402 M06del (O 1466Ea301 20
‘ O J3E0deIC (ALTIAREXTR)

& Long QT sywdmes 4 condoctiondiss
& Long QT s Brugads syrdsames
B Bragads symcdroame £ condusfios dissass

519 7 : uanalnsaainaaed Cardiac sodium channel WazAuMUs mutation IALAIAANGH

mm?ugmm‘lﬁmﬂ channel Usznavisae 4 putative transmemrane domain (DI-DIV) (13,52)

NSNENSDILSA

ﬂ@@ﬁuﬂﬁiﬂ?uﬁuﬁ@ﬁﬂL?ﬁlmlumuﬁmm@ﬁﬂ%ﬁmﬁﬂuwﬁusluéﬂqmzﬁmmmmgm
mﬁaiﬂﬁmmgﬂﬁﬁm@u W N13ANE1284 Pedro Brugada et al (46) luil 2003 wudn Eu
SCN5A fifialsnfgnzsansaany |#iftes 18-30 % mﬂqéﬂfsﬂﬂ@jummsugmmwm%u wazlu
1 1992 lFfnsAnsAnnugtaanguainisugnian arwau 547 au Tnafnanll 24 ey
Wi 8% tasiihednsdedin uanifefnmisiasuidvmmioggalungadiaugninid
welfFunisnsanseaun Wi laliuaindang TneaziAn a@eaannauie 6 win , uaz
lugnnsAneifnaugilaanguainisugnian 200 au Aaaulinudn 44% aesdiand
foywvinladuindanzaiiniaus uaznidednuilada@aanudy ﬁ§u1WWWﬁQI’QLLUUUgﬂW
pafiad 1 Ainsaanuldludiaalag lifesnssduannisldanszdu uasinefitseimiduan

PHAAF
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1 1 L2 o 1 = dl g a a a dl N dl
nnau ngugilaadenaniaudssgaunnaulunisfseinisialeng luauengilasiiae
Tsunnsasaanszsunie Wi lalinanadsnfndauldnuinanud i nausanisiia
laFurndanrguLeuauAm

fatlu Gehi et al 1H39u39uNINNTANELLL meta analysis 1T 2006 Taaizauisan
NNFANHIAIUI 19 NITANEN UATNULY

dl o a dl :I/ aa o (-4 3 %
- nsnganupdulWinialaugnaangiind 1 seusitiaselne lidecldanss s
= | a

- peRenaduanuaas

- fulaewene

fladtl 3 ating Aenanauluiladedesndrdnusanisiiaainisinlasiuiadamaz gumss
Tuawan s

Tunnuzilszdfaseuaiandnis@eaian@aunau , n1snszgunigliinialaliug

ARUInA LazN19H SCNSA mutation  ldWL91AZdAHNIRNFAaN1 N AN AUl AfInny

TuusaluaunAm
1.0
g Asymptomatic
& 8
m 1
E T ‘%‘ '“L
".Q 54 L ET T L'
g ' Ral Syncope
o 59 N i g
@ " =
S 49 ~s
g " = Sudden death
o .3 TE RN
% .
..E ‘ L
B a by
w1
0.0 - - -
a 12 24 36 48 B0

Months of follow-up
N8 wamdnilaanainnissiuialaialnfludiloanguainisugniaindeanisuasla

8107 (52)
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Recurrence or first VF or
sudden death

P B " asymptomatic pts
E —— symptomatic pts
= | PREV——
@ i
- H
[=] 1
o i
£
= Log Rank test=0.604
204 Log Rank tes
104
ﬂ T T T 1 T L] 1 T T L}
0 12 24 36 48 60 72 84 96 108 120132
time in months
Survival according to treatment
10— ———— == ———— —————— e
] |:|_‘ ICD
80 — 1
E i
‘g 60— =
]
;E 40 =
20 | Mo treatrment
Logrank=0.0005
0

0 12 24 36 48 B0 72 B4 96 108 120
Time in months

N 9 dmesenddnlugieeflaiunisinmsas implantable cardioverter-defibrillator, £

wazldld5un1sFn g nelifiind ICD winsiun ldua (52)

o A = = = o P A

nsnadtviutuugnIpinmsalasuulasaasina waziiladauaisat 19N da
panaulniniala Wy insAnsaasszmagiu (1)TuT 2003 wusn N9l glucose Ay
. . A o Y 1 1l cal 49{ a
insulin M NuABAAEAAN IWELIENENaINNILZNIAY 20 AL WLAIEN T INHILLBIANEIL0 AT
EINHUANINNGN 0.1 mV 71 60 W1 Az 120 W19 TN SN IUIBIANNEILa AT LTNLHUWE
anunsnmsaany i lugilaaugninniis 20 au AeduannnisAnetatunsnagllddnnigls
glucose i l/lusnaniaaznsefuliiinngmasans insulin - uag insulin Wuansniunumly
nszfuliinIsiNgeIuInIANgueannmus lugsanguainisugnini Inanszfuriu

da9 Wi ldundiBannnqimas lialatdian right vertricular outflow tract WnlsiimAanN
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wansnrad I aiaf ululasfuuanaainla vinldin1 i NgIra0anLan N6
-
Rl
wanaINi FalnsAnEINNANDINATIasszULLsEAMINAS (2) Aan1TiANIINNES
al & 1 1 U dl al A 1 = QI =
wegeanmnNue wudn lungugiaaugniniieeilseds VE - aznudnlniaiiigauesieai
EENLHWANINNGY 0.1 mV mnnrjﬂéﬂwmjmqm@ugmmmmﬂﬂﬁﬂi:iﬁ VF 1nnau

! o = = & a o oy o R
LL@Z@W@;ﬂﬁ\jmﬂq?ﬁﬂﬂqﬂ\ﬁﬂqwf]?qﬂLm@?[ﬂ"]\? ”'I Qqﬂﬂ@uiﬂ/\lﬁqﬂqﬁlqéluﬂ@ﬂEﬂﬂ')ﬁ]ugﬂqﬂ’]

a a [ |

WUL WHAUNAN Tpe ANINNT1100 NAALINTL WAZAT Tp-e dispersion N1AN31 20 RaaLENiL

I |
1 a

14 lunsfenugilos wudangundawidnasainant wasnldwudnddnsnisagsen
anad WaannNilaelilssaan 5 1 adreldpdrAtynasadia (14)

o ?1// = tﬂl 1 Z// (3 ' 1 L dl o =
e Aann1sAnETauNiade azivdnlunguitasugniaiaaulidiialad

KX A

ANNNANATYNIN AW NNgaseaRan NG ae wazasaandaulninialafuscezasd

¥ 1

AuAnAty wszaau Wi ladnasilfauudasldnaaninan auduiuiaasnisdnen il
= = RPN 1 y = , a X =
AzANHITINAT299711 I NH TN IUUIA1AEI919E AR AFB NI ANGITUTBIAIINGILD AT

Eniusiviza ld IneFauieuiunisulssniuanng maniuilan s

nsdasnunisidedinaauwawlugdilas Brugada syndrome (12,13,52)

1
1%

v J t:ll ' a aa = A yvala aa .
B8N NIAENEIABNINALTIARUUNAY A ENNUIEIR cardiac  arrest AN

1%

polymorphic  VTAVF - tpaiiluanunads wse Ng&ananuainisuiglaa1uinnauay

(nocturnal agonal respiration)Imﬂisim’mmm&ll,uiﬁm NilszdRnneaaRsunauluny mn

angdenndn 45 U nrsnsedulifiia VIAF 18 (inducible VTAVF) Tunismsaanialniniala
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Symptomatic Asymptomatic
Aborted Syncope Famiy History of No Family History
sch Seizure SCD suspected io be
NAR due 0 BS
Evaluate for clear EPS EPS justified
exfracardiac cause (dass lla) (class lla)
¥o¥ Wo¥ NN
IcD ICD Close cb Close ICD Close
(class ) (class 1} Follow-up {class lla) Follow-up (class lla) Follow-up
EPS recommended
for assessment of
supraventricular
arrhythmias
717 10 : unanaannadnifilasl Brugada syndrome (52)
TR
Symptomatic Asymptomatic
Aborted Syncope Family History of No Famiy History
5CD Seizure SCD suspected to be
NAR due to BS
Evaluate for cear EFS justified Close
extracardiac cause (class llb) Follow-up
oot Woov
Ico ICO Close Ico Close
(class I] . (class lla) Follow-up (class lib)  Follow-up
EPS recommended
for assessment of
supraventncular
arrhythmias

U7 11 : uuananiednegilas Brugada syndrome(52)
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ngtlasnunisiRadIaaaunay wiailv 2 18a Aa

1. Primary prevention ﬁ@mﬂzﬁ'm?;m implantable defibrillator Elupziﬂqaugﬂﬁmim
fanenniaduanunad 9n vise welagiuininauanain VIAF, Iuéﬁiﬂﬁfmmiﬁm@m
widszdRaseuAiadnian ey n1gmsranszulinnud inducible VI/VF fianunsaiaisin
14 implantable defibrillator, g ldendldunztinmezialsiidayadnldudalinam

2. Secondary prevention ﬁ@mﬂzﬁ'm‘i‘u‘lﬂ\‘i implantable defibrillator °meﬁ7'1"a‘@mmﬂ
a1n polymorphic VT/VF cardiac arrest , 21 beta-blocker doaanlaniafiaziia VF usinns
1la9riu sudden cardiac death l&i@in implantable defibrillator 811 quinidine J37€471491 91N
1% ST segment elevation ana< winalin1silesiu sudden cardiac death gl ldusifn

n19ilesriu sudden cardiac -~ death lugsandinannisaluanis (Secondary
prevention ﬁﬁiﬂ@%ﬁmm Cardiag arrest MAAAN ventricular fibrillation ﬁmm@iaiwummra
o °] i1 12-lead ECG lanuansoe Brugada sign (RSR’' uax ST segment elevation) Tu
lead V,-V, AasiaeuA UM lead ECG lunsaalusnumsa Vv, luges intercostals space 7
3 (Fundnlead V1, -V, WAz V) wagAimd V-V, luges intercostals space 7 2 (Sundn
lead -2V, -2V, uar—2V,) BI#39QNL Brugada sign faratadudflugsestianainise
Tamediliy Brugada syndrome  Wg¢ielaini Brugada sign viaasranuifluuneass
(transient normalization of Brugada sign) A1ARAEIN procainamide 10 Nn./nn. Wnnavaan
Bananlwnan 10 uf Saufunisldnsdensiums lead ECG usliinsenan procainamide,
ajmaline, flecainide izl Brugada syndrome lsifianuingluilszinalne@nseld
ANe9R waadmunleal wavany (29.30) agleAnmn g oral flecainide 100-400 NA.
filaer wudnlAuanwe 7 Au deqlainy Brugada syndrome 8n wansdniiazilugsandan
anlsaluameilild Brugada syndrome dawutlszanns 10 % M;’ﬁifam%mmﬂ idiopathic

1
wva

ventricular fibrillation lulssnenunagiasnsnl doudndadinannlsalnanis (@ldnsu

u

anmnle ECG naumng) azmIanl Brugada sign Tuyimaamas (first degree relatives)
szu1tU 60% LHaIAIN Brugada syndrome ﬁmid’mmﬂmm\‘lﬁu@ﬂiimmu autosomal

v
dominant AeuN1TATIANL Brugada sign luanAdanamnss lnaannzdanviranisan unaz

aa

aynulidn §ideTananlsaluaniedl Brugada sign fae

v
% a A

drandamainlsaluaniavisndvialiil Brugada sign wrazléiunisld implantable

defibrillator  tHagangelinsuwidadiazladuarvanszdulugiaein ventricular
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fibrillation  a&1913AAIN AIANITANHININILLIAINLLAZNINARINANIUNT W1 TTadai

1
= 1 A o

dl ¥ ] = o = ¥
WNetad 1w N9 Tdupamausn (26) ANNLATYAANNNITENLNBE NN9IU UTD ATRUAT

u
1

Wusiu Adoudosdaainliifianisais@sunau dviuludiliainnsnld implantable
defibrillator 1§ daulvinjifiasanamdaunsunn na3lifen beta-blocker a1 quinidine N7

= A A A A = o pRp = o
ANLATE R viTauAnAesenanllunamen n1sfulseniue sl ldunaimangasaniia

a dl o 1 ¥ 1 1 o a

waniaesn1sfulszniuainisanslulamsaninnauidiuey Wnazdaailasiunisiia
ventricular arrhythmia 1§ uanaanit nasuftloynlussiuunnia i nnaesuaienisianu
71 wiswgRanenuneldluiesiiu ieannisfanuinaineesrasuunaninuliese
pnstlsving nsdaasunnsAraun lunisaniioyuiAINAEA 1IaAR AL LANBLNENT W N9

dl ! dl 1 1 2 = o -aqu
ANQIN ﬂLﬂumuwmﬂ@ﬂNmniunwmﬂmmmmmmwLﬂﬂuwmuuslumu%ﬂ

m‘imum?fﬁamﬁmﬁu(basic life support cardiopulmonary resuscitation)

1
o =1

Tneiannznnavin precordial thump WAz chest compression Wiguauatiudnsantinan

' '
a A

Tnamne wragndaanudusguiudenacanaileazdasiinlaniasannsaasgiloanauay
Ugalaaneuna
£ a va % aa = = 3 v o ) U I
N3 lWeyF InATALseATInaNN lanIeleNRe isoproterenol WiBNAMUEEINTLEWA
WnnEMNN cardiopulmonary resuscitation (CPR) &iaeiilulsaluanie unazdqaiinlania
CPR @154
TunelfjiiR Hsanddnaan ventricular fibrillation dAAWSA cardiac arrest 138
syncope NdAIAU ALTIHTUNIIATA ECG (RIS -V, TN -V, WAy -2V, 04-2V,) liaul
. 1 al % U U ) | .
Brugada sign uazmiaataziaganialsaiala dngilaadlu symptomatic  Brugada
syndrome Aa7lAFUN15ldLATeY implantable cardioverter defibrillator (ICD) vi3aléien beta-
X | a v d' v o °
blocker UaNANAUAITATIR screen U Brugada sign Gluﬂal’]mmmﬂgﬂ’mnﬂmum@smmLLuz‘m
Tun13tlaeiunI N ANITALTAAALLUNAY UTaRTIANNBEN dauaulsnasialdingaany
A Yo ) o 1 = o QJdld a o
Brugada sign Aaslasunisuuzinnistlasiumwnenny nawnwivgnddszifinsaunin
RTIFRALUNAL AI9ATNIMIIA programmed electrical stmulation (PES) iW8g314 181308y
nazsuliifia malignant ventricular arrhythmia w3l dansesuld fena@aslunisiianis
ReTInasunau Asasadnld ICD
Tugtlae Brugada Syndrome #lilafunisinmiazinianennsnilaaiianie uilslu

Iy e & a A Y ye LA A = o a
@’]lﬂ]@ﬁEﬂQHVIN@qﬂq?Lﬂu@NWNﬂ@m M?’ﬂi@?umqﬁm’)ﬂﬂu“ﬁW@’]ﬂﬂq?m’]ﬂL’ilﬂ‘].l‘W@u@:ﬁLﬂﬂ

polymorphic ventricular tachycardia/ventricular fibrillation g1 lusdlu 2 T ﬁlummzﬁﬂ@:uéﬂw
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aca

AlddanrsustpanIndialainlndninisnannsailsatandgguiunuanilefaniulyl 2

)}

1 azifannafuialaialnAnfausnuwuy polymorphic ventricular tachycardia %38 fibrillation
Tiaanitaluanaluans o lifisenlanngadlddnaunsailasiunisma@aunduludios
ugnanFHLNeaLATaY implantable  cardioverter-defibrillator  WindunRsz@Ansawlunig

o . . dl ¥ dl A dgl 1 [ % v 1 A
7011 ventricular arrhythmias LN@I%LQ?@QN@MWUQ’]@M?’]W]EIQﬂ’)ﬂﬂ@ﬂﬂ’mqiﬂgﬂqﬂ’]ﬂﬂm@ﬂ

|
A

0% wainnxll 101 aeldulanlamwszdilhenguiiinegluiaminannlassa¥aesiala

a

aa 1 A 1 a aa 0% A ¥ ¥ d” o
Unmn 1NNI?®M@@®L@ﬂﬂLL@%iS\ILZQEI%Q[}‘]"Q’]T’]MQI@QWEIM?@N@LLVIﬁ‘ﬂ"‘ﬁ‘ﬂu’Q’mﬂ@’]NLu‘ﬂ‘lﬂqsl,@?ﬂ@

v
o

A o o ¥ Yo dld Yo nﬂl A dy 1 L dld
LARA muu‘imwmmmmQﬂqwummimﬂmumemunﬂmﬂuﬂqmQﬂqwummi

KUINNNITANHINGNAINITUFNIA(52)

dl o A an o 1 3| 1 dij Yo %4 a =
1. yapangnasdavisandagadndungueinis aasldiunisdnisedflaasyiaen
Tasanizann1snasdednazinaainiinladutialnfey a1n19ladu NauAsee Wuauuum
af uazilezdn lwasaumianaaiunisaduanunaaanuime il nsanaRaundulazilsedn

'
o =

prgangUmmnu e asing i lAseeIafiaaanisuNn Rtz ame
1 té b a [ dl % v a
2. nepsasNneauidnaninfuazassziunenanseiuliiiaainisle
4 . o = : v a
3. Wasandnsuzaawliaialalunguainisugniananansaanuilng lfiluas
psnauuzur uinpaulWiasiala 12-lead deunasudsnszsusos Al
1.1 ajmaline 1 mg/kg IV 14 5 W9 vize
1.2 flecained 2 mg/kg IV 11 10 W17 ¥i3e
1.3 procainamide 10mg/kg IV 11 10 wan
5 ° A A ° A y ~ a
NNINALALRA2TNTENN TUADIUANA 1 N17aN N1 3T ARTN A1zl lan14iina
ventricular fibrillation 16 0.5% &1fipqsldAe ajmaline twanzda9pAsadndunInLaziauii
NNINAARLIANY LA FLBRITRANAMYNITHNIIAsRIsINIATINIAW N1snadaLRadN lFNaLanIEe ST
segment #4844 J wave 0.08 3ufenTuasinetias > 0.1 mV.
2. ;}jﬂwﬁmmmﬂrﬁﬁ’m@mﬂmivl,é’i”umimw programmed ventricular stimulation
Lﬁ@‘wmmudqmmmm:ﬁﬂﬁlﬁm ventriclar arrhythmia v lulne 14 pacing cycle lengths
WANFNaTY 2 daeivialaeeaneranuazetnaiias 2 ventricular premature beat  WAZIN®

M9999/A conduction interval (H-V interval) ¥nazgaiatnflungueinisugnin)

3. NUFeENuAAINenTIaMIANRALNANI genetic
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4. mansaadnnIaduaseuafafietiasainiilaniaiinanuiadnflunseuaiogs

nstaauAILuean W1 la

o

wulugilee  SUDS MidldneazaaulnfinialafinUnfiuuungueinisugnian luwna
naneransaalinudnenzanAndnaiinalenuinsitade Veerakul G uazAn
MeunsAeus U Al V-V, ‘Lﬁgﬁu 1-2 deailaseinlarunsansmany
annizaaulinladadnAuunngueinsugnian e wodnnndeuda it lagad 1-
2 gasilnsailanals 95% LazAaINa N 98% WanBELTau g i lasumialng
e 56% Sangwatanarij S wazAME = ANEN ’Lué’ﬂqaﬁ?@mmm?mﬂLf?muwﬁu(SUDS
survivors) LLazfyﬁﬁ‘uméﬂwmmﬁwud’mwﬁﬂuﬁﬁLLWN%ﬂWWﬁﬁQ”L@ (gﬂﬁ' 14) 39011103
11 procainamide ’LufyﬁﬁQ’ﬂfmﬁﬂﬁmmﬂwummﬁmﬂﬂm@iﬁﬁu (56.7%) ‘Lumﬁuﬁfv‘ﬂu

R (-V, TN V3 uaT -2V, 119 -2V, ) VS 18.3% lungusnumalnd v, B9 V,), p <0.001)

] v 1 v
s 12 wanssunedn lWindalang v -v, (luasnan) uaznisiaaususda winiala

49T 1 99EA99 (v, D9 -V, TuAwaen), g93u 2 1e9diage (2v, D9 -2V, ludinaen)(29,30)



und 3
AangAiunigias
szLilau 8948 (Research methodology)
ANDNNUBINT9A]98 (Research Question)

HATINNTLLAULIASAIINES ST segment AN 48 hour Holter continuous 3-right-
precordial lead ECG monitoring fiaulazuasanuis lunguelaanguainisugniniing

= : 2o Ao AT o P L
wWranguszndnaenns el nfnuenmnnddaiui nageaundeenmisdlnanuuansnai
viga 1yl

[ %

mqﬂszm A ( Objectives)

el UNae9NsLABLILLAIAINES ST segment a1n 48 hour  Holter
continuous  3-right-precordial lead ECG  monitoring AAULAZUAIAINIT TEUINNNNT
o dld o 901 o % a ¥ 1 ?/
Futlsgmuemnandntitannageasanng duenmisineinaludiloanguainisugninims

oo 1=
ﬂ@NﬁJ‘ﬂ’m’]ﬁ‘LL@ZiﬁJN‘ﬂ’m’]?

ANNAFIU (Hypothesis)

Q9 &9

' v
= o a o

o a o Y a dl
mﬁuﬂi:mummimumjumm@zgqmmmmlmﬂ BTSRRI AN ST

segment NaULA AR M1 INANNGBMN3 etng lungudiqeugniag
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NSaUANNAR LUNT5998(Conceptual framework)

Brugada syndrome
(ECG-coved type) + Vagus nerve
SCN5A mutation

T vagal activity <‘:|

N

@ Na/K AT Pase <'I:|7 - Heavy meals

= T Insulin level - High glycemic index diets.

-i K" level

TST—segment
elevation in coved type

Brugada ECG

AaANRILLBINY (Assumption)

faanguannisugmeannanefedhildfudaseethaduiivaldAanind Aauulas
UDIANNGILAAT LHNLNUE Lo
1. gnguineaialaAuEnamag
2Mnqs IC i flecainide, propafenone
21Nq 1A 113 procainamide, ajmaline
2. #13NHIANNNTARALNT 1T amitryptaline, nortryptyline, Fluoxetine
3. m%lu“] L 81NAN nitrate, dimenhydrinate

P | A A Ao gya P P e O Ay
LL@ZW@\TiNNﬂf]Qz'QUjWWWIﬂLﬂmﬂq?Lﬂ@ﬂuLLﬂ@Qﬂqu@]\j LAAN LI ALNLIB LT lﬂﬂ]
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ANRATY (Key words)

1.

Brugada syndrome

2. ST segment elevation

3. High glycemic index diets

N5 LA dena Bl Jlian1slusulae

\NEWTTNN9INASY Brugada Syndrome Nsasialilil

1.

AR

[

AsvanumaLlNH1ala Brugada Syndrome WL 1 nanaAa coved ST-segment
elevation > 0.2 mV fI8A9E negative T wave i right precordial leads (V, 019 V,)
174 high Intercostals space leads (-V, 09 Vv, Wia -2V, -2V, ) 17nn31 1 lead Tnel
n15len sodium  channel blocking agent (iU ajmaline, procainamide,
flecainnide, pilsicainide) 15a ldf le
finouideladeniinalil

N. Documented ventricular fibrillation(VF) YEG polymorphic  ventricular

tachycardia(VT)

1
= 4 !

o v Ay a aa = o 1 =
2. szdRasauniallidsTinaunaulag linsuavnnangdeandn 45 1

]
1

A, RluarauafAarinAnia lawLy coved (type 1)
¥ Y a . . .
4. ﬂizﬁ;ﬂmﬂm VT 8 lun1smsas programmed electrical stimulation
A, neifluanvnaan taglidameau
a. wpgdennsglaanunniaiueli(noctumnal agonal respiration) Imeldd

d'
ALURaY

AAMNAIMSNNLEFNIUUIANAES (high glycmic index)

D

ANATHA (Glycemic index (GI) Aa AR ldilsauinaudnsnstetuaznisgais

asewnstszinmanfiulamsnineFeunauivevisuinsgan (g 419181 8A1 GI=100)

o 1 1 Na 1 dld =2
AIBEIN ﬂ’\bl,ﬂ@sﬁllﬂ‘ll'ﬂ\‘iﬂqﬁ’]ﬁ‘m’\\‘] ] NHNITANSN



Arlnazdaguand luemnstszinmutls (eelddedraduermsninsgan)

PUNTT

U =

dn9utienn

v v

419417
Aaenmaduluny
N 4
ANEILAEINLAWNN, ULud
Tnnelsfl aviism

U

Arlnazdaduandrenalling (thnianglaaiduemisuansgiw)

AN
NEAND

nA9el

drua1s AN INATRA g9 (G > 100 WallFauiaunudiade) ldlunnsdnmlun

- dawmilen (Gl = 120)

- qunvonulazaaly 1y duilszen

- YU LNaRaN 1w 1A | 1flud 600 @

110
106
100
76

75
64-67
63

62.4
62.4
57.2
53.1
47.5
40.5
38.6

=

NETEIU

=
qa

Gl=125
GI=130
GI=200
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dauavnsinadnansudseniuliun 419909 1 a7 + HAEA + LAY 1 889 111 LN9AA, LN

v 1
Him + Undan (enunsusazaiia § Gl < 100 wWeauFauiisuiudnndng)
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suuun15738 (Research design)

ugtuuunisAnwddauuunaaes (Experiment research)

sziilan19948 (Research Methadology)
1s=a1n7 (Population) LAz AA9EN (sample)

nanlszansg

v
o 1

filnenieduliialawuuugninaaiing 1 (Coved type) Wanguiainisuazll

a1nNenuImIainENisaneILIaqiaasnsnl sendnel 2548-2550
WO LUNISARLAAN

Inclusion criteria:
o ! P = 4 PR !
1. fulangueinisugnianidadaulnia ugnaamiiag 1 (coved type) Nd@gnINNGN

151 wazd normal structural heart disease

'
= 1= a

2. q:iﬂfmwﬁﬂ?ﬂlu”LWﬁnﬁq%LLuuugmmmﬁmﬁ 1 (coved type) Alsifennstang (Ae 'l
Hlszdnfluanvnnan, liidsedRalaruiadannrauus) was Asaldnudniangiy
AadnAntenianinzesialaainnisngaasianig, tangieed, LayN19AI9A
Echocardiogram

Exclusion criteria
1. filaeengtiesndn 15 U uazunndi 65 1
2. ‘tlanmsanudrauiniiiladndnasoali
- Left ventricular hypertrophy
- Right bundle branch block
- Left bundle branch block

- Ischemic ST-T change
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3. fHilhupsaanudaonudalnfnisnianinaesialaainnisnsaasianig, langee,
Echocardiogram 4 ASD, awilafindnd  aegulng cardiologists 3 %14 &
ANTIUATAW > 2/3 AL

4. fulaelgFueniivnifaauinini s asuunugnianidu snfneviladuindans,
HNTNEIABLT (AIFNF19)

5. filaeffinayldunflusnisinnnsdnsatu liaune 13

Y dld o o 1 o [~1 d‘ :J/ 6 [~3
Huaenilsnlszansa i Fuud, ladan fampssr | uzisa
NISANUIUTUIAAIDENG

AMNNTANHTALNUNINLI N198A glucose WAz insulin [raasalRanA A1N1304a

M linsaanuAuialnfgespauldindalanuuugnialidaauan tnagilas 18 aw lu 20
1 v 1
AL ANNITOAFIANLHNITIANTBNANNGN 0.1 mV  289A20NGUeATNLENNUe, Tuanieings
dszansunlinwudndnnslassulainadgeiaansninuanas i i glucose  uazinsulin
P 2 ° = X = = =
dvaandann uarnisAneatiiunisfzaumeunialasunlasaaingaeananiuus iy
v o a}d o yoj o = [ a a
dilhaugnianlaeiulseniuanunsidsatinanianasainsgaiiauivanmsinalngtassia
48 44184 holter monitoring  tagludun 1 Wiulszniuemsinednfuazdud 2 Futlszniu
¥

2MNINHUAAG

o

n1sANEEATMLA event rate luNgN experiment = T, = 0.5 waz N11UA event rate
Tungu control = 7T, = 0.1 LATAINUA power N1IANT = 95% FAAtIUAT OC = 0.05, Lo = A
Z anusnuaznfnnsguienmunsrAuAmTetis 95 % HA1winiu 1.96 AW A0

ANGAI
Number of pairs =~ Zq [0 (1= 0) + LR T 1) Ao

Power = 95 % and 0C = 0.05 so ZoC = 1.96

Type1 error = alpha error = 0.05
Calculated number of pairs = 4

AITIUANNITUNUAIAIUINL N= 4 7
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NISAILNALAZNITIA

I9wi1nTuinn (case record form) ﬁuﬁﬂmmgﬂ ST segment ﬁ@ﬂzﬁm(mV) 1N 48
hour holter continuous -3-right-procordial leads ECG monitoring Imfm‘ﬁl @uﬂmﬁ(ﬁ‘lu
i"uﬂizmummi),wﬁ“\iﬁ?uﬂ@zmumm@ﬁ 30, 60 120 Ay 180 W IAEN1ITALAAZAILILY
a1az N33R 3 A WA 5 Wl LL@ZLaﬂﬂL@’]ﬁ’]ﬁ')ﬁﬂ@xﬁ(mV)ﬁllﬂﬂ@'m‘ﬂ@\‘wﬂf\iﬁ LINLNUFTNN

1 uaaniadaNasuINIANE
38019

- Hlaaugnianl@Funashia 48 hour holter continuous -3-righ+ procordial leads ECG
monitoring 1agl Burieun1visiingiusn

- r;jﬂqm"‘uﬂ@:mummﬂmﬂﬂmu%ﬁ 1 Tpesutlseniudnedng + amnsuni 2 #ila +
tiuln

- ;ﬁﬂfmﬁ*uﬂi:mumm?ﬁﬁmﬁﬁwm@uﬁqmmi@;\i fifnaunliluiud 2 Tnefutlssnu
Wudomiies 2 aqu + igne 1 69 + aunuanu 1 thaesnyd seadeq 1 dae,
walsl i duilszan | nideu + 1ndnaa i 1An 600 33 de 1 deemns

- a2 4y a?wdwmaﬁﬂm;:Jﬂqaﬁqﬁﬁmﬂa‘zﬁﬁummﬂﬂﬁmﬁ@uﬁ“u‘%\i 29U

- A ntuiinisdnAnsng | aNnLesed  Holter monitoring (Saint medical) el
Tsavinlauazvaaniaon Tsene1NaqaWnaInsnl

- Tnenednginazlingiudngilaeelafunguiainisviseliiiainis

- mnsfandiageleaT i my azielatgann 12 1ead ECG tnadaf audund (5w
5‘/‘1_I‘]_]?$‘1/I’1uﬂ’11/i’1ﬁ‘1®?;|LQ@WﬁﬁHﬁﬂIﬂﬂéﬂ’mLL@ZMﬁG?ﬁ@@’]W}? 30,60,120 UAY 180 W17
AANANEL TagAainsn s nadal ol Lwi@:ﬁﬁLmu\m:ﬁﬂﬂmmﬁhqqﬁm (mV)annan
3 A fvineriunn 5 wiluusazsnumibinan

- AnNgIndalailu mv
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n1559UsINTaYA (Data collection)

' '
o A

= 2 17 L { A o a
updusumndeyaaindiaangueinisugnianidaaulniinlawuuugnianaiin

dl :J/ 1 a 1 dl o o = 'S 1 IS
N1 VNﬂ'ZgNN@’]ﬂ’]'J“LL@51&]M@’Wﬂ’\'a“Vlll’]‘J‘Uﬂ’]‘J‘L‘l‘J"]@iﬂHWWIN‘Wﬂ’]U'\Z\]’ﬂW’]@\iﬂﬁ‘m:‘tM’J’Nﬂ

2548-2550
nsagUtays
! dl 1 = e—dl o = = o
- ANRAYYBIAINUANG WUBIAIINGIDTANLNUWAN AUTUIN ULAT 60 WIT UAT
Sutlsenueuasnenlnfuazamsnisnutinnanasannsgs ludiaengs
87N197L3N1A1
= 1 d‘ 1 = rall 6 =
- aFLNgUAYRALYEIATHIANANTRIAN UL ANIENLNUAT AUTUIT waz
= o o dld [ | 901 [ { v
60 WnasiLlsznueaniaTiiananaseamnsgalungueiloaugnimi
dld 1=
nensuazliienns
nsULAURTAYNS
= v dg/ v
- mnesffauinsudeyanugutesdiles
- uan AN R UANT R AL IRIAIINEANG N LBIAINNG e NN
L = = o o a dl o 9;
AU waT 60 WM uasTuLsEnuevnsinaUnfuazaimisaaiiiinig
ua91M19g uthanguainisugnimn
NINARBUANYAFIY

o =

- U RUUINEIANRARTBIAMNUAN N TBIA INGUBTANINUAN AU uay
= o o a ‘dld o 901 [ 3
60 w1 nasFulszniua s ineinfuaranun NN AT HEN AN ANAI1NNIE
Tugftlhanguainisugninningld paired T-test
= P | - o= - =
- ARHUWEUANRAYTBIANNNUANG WUDIANGIDATIINHNUGN AUTUN Loy
= o o dld o A gOJ o 1 7 dl
60 WHNATTUUsEn uemINNATHN A andseun g unguEaaugninig

Heusuazlieinislagld ANCOVA analysis
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yuIn19asaass

' 4

asarnnisfigilagléfu glucose dnlufilanianlfifinaangaeanianuusiingg
wazaann s laduiadenozaiaguussls 1w fia VT / VF ldusainnisAnmneinuu
weatlszwAgdulinugiiEnisainigiia VIVF lungunnaesiiliiu glucose, uag insulin 141

A o 1 LN 1Yo dl ¥ = ¥ Vo .
waaaannn lunguiloaugnian widlaednnisAnunazsacldfunis admit  lu
Tesnenunaiwaaunsnisedsniafauaipssailbauasainnsnine lfiuviasi lunsiiifin

winnenllielseasd
dsslaminaadnlasy

dranyAgiunnuaduazeazin il us e un s AN LN NS89 UNATRINAT

Ao A

v 1
Fulsgniue1nn s NATHNIR1a1A921911949318 81901 THRNNSIANGITa9AINgGY ST

segment lungqugtlaeugniatuazaunsainlilszenadldluntenadiinlalaedlviviuaan

ar

uatnfaaspdulininlauuugnis ladaannudaauludiloaunangy, uavazliuusinld

v
o = o

v a dl o n:l'n:l [ % o Y a =
EDI‘]J’JEIMZ\]ﬂL@ﬂﬂﬂqﬁ‘ﬂﬂﬁ‘quu'ﬂ’]ﬁqiﬂﬂ mummmummmiz};q Wengasn naAN ST

elevation WngeluanaIaaziinligniainialasiuiadsuazguissaiin VIVF 16
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NAN1S2]E

pauN 1 TayanugiuaaslszanslunisAnuise

nax

1.

©

) \ Al = A o Iy X L@
Nﬂ@ﬂﬂ@ﬂ@ﬂﬂﬁiugﬂﬁﬂﬂ 18 ﬁm’lﬂﬁ_ulluﬂ’Wiﬁﬂﬂ’m@ﬂﬂmwj'ﬂgﬂwuﬂ’miﬂﬂLL‘]_I\‘]L‘]JLL 2

e

ﬂ@'mmmiugmmﬁ'mﬂﬁﬂiziﬁLﬂu@wummﬁu’%ﬁﬂ@xiﬁ@@m%ﬁmmnﬁﬂwamuﬁ’fu
1191 10 AL TasudlulnAtne 8 A ( 'mglmalﬂ 44 + 81, Hongsendng 36-62 1) AU
wazihumenednnon 2 au leraaespuiiony 34 116 ieu uaz 34 11 8 ieu

frlaeiid paulnilailalndn Auunuzniangiiaf 1 (coved-type) Tnafilinuiiaanu
AatnfAinanianineesvialasnnnisnsadnsnig, lenaisd uazniemsanduasieu
lauazliimadeinisindnadiesiunanen a1uou 8 au Tnautiudumasie 5 Au

= 1 I

(ang1@dY 34+9 T, Hangsendng 20-47 1) INANEIN 3 AU (@1gLaRe 4047 1, g

x99 32-47 1)

m1919% 5 : Baseline clinical characteristic

male Female
Brugada Brugada p value

syndrome | syndrome

m‘m\iﬁ 6: Baseline clinical characteristic

Gender Symptomatic Asymptomatic | p value
Male 44+8 3449

- _g _5 0.668
Age X SD (years) n= n=
Female 34+0 407

. _5 _ 3 0.365
Age X +SD (years) n= n=
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o

Tnanilatihunmuiulszdfnseuaianianiinluasauaid@eTimRaUNAuIUE AN <451]

A

S A 1 ¥ a v a aa a o =)
WU’]’]NE&ﬂ’Jﬂﬂ@N@’]ﬂ’]?‘Ugﬂ’]@’]B;]T’]EI‘V]N‘]J??JQ[ﬂﬂ?’m_lﬂﬁ‘qL@ﬂ“ﬁ’)[ﬁlL'ﬂﬂUWﬂuﬂmz’ﬂ’]ﬂq<45ﬂ

'
¥ a

o = dl = = 1l aa v a aa = o
ANUIU 9 AU NBNEILDAL 42 +8 ‘ﬂLLZ\KNNﬁﬁﬂﬂi&mﬂi&]mﬂﬁ‘ﬂu&%‘ﬁ]LZQE?]"JG]L’QEILIW@M%M&‘:@WEJ‘

a

<451 Aquan 1 AW anglade 41 1 doudilamanganidszifaseunindedinasunau

o

'
a a

Unuzane) <457 fid1uau 2 au engiade 37:5 I uazlududeildillssTRaseuniadedin
AeunAunnizeny <451 41191 6 AU B1YREH 36 + 10 T
ANNIANELe NG I UIIAIINGS ST segment HaLLAZIEIRMNINLANT LY
491789 ST segment axinasiiaigeetinedniam 7 60 w17 (0.29 + 0.09 vs 0.38 + 0.13 mV |
p=0.006) WEIANNFUUIT UM THANNTAR 30 AT (0.29 + 0.09 vs 0.31 + 0.08 mV p =
0.085) , 120 W17 (0.29# 0.09 vs 0.35 + 0.07 mV, p=0.30) waz 180 W9 (0.29 + 0.09

vs 0.33+0.06 mV,p=0.99)

paun 2 mMsilanuiilaspnngaesil inwmuduaslasulssmiuatmsiagiiima

WAIRIVNTEY WANISANHIANNNISLAR 48 Hour Holter monitoring W91

2. TunguiloaugnIa AT EWTII T NATINTBIAN AFINLANF N TBIAITHGILBATILHN LN LG
(mV) AAULATUAIR1UNT LUNa N, Hananedy, Naiusauiuiaainisianis 39 de

[

@ ndaFuLlsEnuennna m*fifmm@u@”nmm@@;qﬁmmﬂﬂdf]mﬁuﬂ?:mu
a1 inenfed1eliad1Anunieans (0.27+ 0.24 VS 0.23 + 0.20 mV, p=0.01)
Iumm:ﬁmwLu;mﬁmﬁiﬂwﬂupﬁﬂfmmmmgmmwaajq (0.26+ 0.14 VS 0.25
0.17 ,p=0.99) (ﬁ\umm\ﬂ,ummqﬁ 1)

m’a"m‘ﬁl 71 PNNLAANARNLANFNY UBY Mean difference of maximum J

point elevation (mV) Thai regular diet Lay HGI 1 60 UNANRIBINIT

Brugada Mean difference of Mean difference  of
Syndrome maximum J  point | maximum J point
p value
elevation Thai elevation
regular diet (mV) HGI (mV)
Male
0.23+0.20 0.27+0.24 0.010
N=13* (x+ SD)
Female
0.25£0.17 0.26+0.14 0.990
N=5* (xt SD)
* = /A maximum J point elevation 0 and 60 minutes after each meals
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Tungudthaugniauwaais THdANLANFINTIBIHATINTBIAIATTHLANFITDIAN
= 6 1 o dp ¥ d” [ dgl (=3 1 dld
gueaanuusi(mV)neusarundsaimsluiiedd, Nanasiuuasiadiulunguindenis

[~ a A aa o % = [ % 1 dld dl o
duanunnanvizasestinanialangadudaunduuaznguidaaulnilnialasuuug
AeERed 1 A ldiraiannisindniniandsdulseniuenunsneadni (0.28+ 0.22 VS
0.17 + 0.13 mV) UAEUAIFULIENIUBNMNINHATRTNANANAID1U1944 (0.34 + 0.25 VS
0.19+0.18), p=0.20

= _ = e oWy Ao a8
;13799 8: ﬂﬂiLﬂ@ﬂuLLﬂ@ﬁﬂ')’]&lZﬂﬂLﬂ@W LN WANAS IATULsEnue NI RR AT RN A

wasam9ge lugilee Brugada Syndrome wAtag lunguiniennisuazlifiannis

Male Mean difference of Mean difference | p value ANCOVA
Brugada maximum J point | of maximum J
syndrome elevation Thai point elevation
regular diet (mV) HGI (mV)

Symptomatic

0.28+0.22 0.34+0.25 0.36
N= 8 (xt SD) 0.20
Asymptomatic

0.17+0.13 0.19+0.18 0.09
N= 5 (xt SD)
*=sum A maximal J point elevation 0 and 60 minutes after each meals

filhanguainisugninn 10 Auntas sz dfifluannnasLazsanTimania el
RIUILIUUIT WL AR T pee (msec) Tddmnuuansimasiulssnueus lnani
LAZAIMIENHATHINAIANAI9INT44 (9819, VS 98+ 13 msec, p = 098) uLAtAL
ngundAau Wi lautugnaaaiind 1 usldipadainisinilng 8 AW ( 90425 VS
89+19 msec , p=093

! ! L dl I | a Ha o

AT pe lungudihaugninnipeieininduannusafuazsandinanniio
lasiuiindanzguussuaznguiilhandaaulnfwinlauuugniaatiean 1 wsilddiainns
TdfanuuansA1eiue e lTud Atyn19ada (p=0.154)

o . = = on @ a aa o

filaanguainisugninn 10 puitpaddsydfiduannunanuazsandinainmio

lalFunndanzquLss wudnlden Tp-e dispersion (msec) LdHANULANANNALNAS
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[ %

FutsenuannsinenAnazenmna il mﬁﬁﬁmwﬁqmm@@q (29+17 VS 27+14
msec, p=0.36)

A1 T p-e dispersion lungufintugnianiieeiennaiuauvnaaiuazsendin
mnﬁq%Lﬁ’uﬁmféﬁmzﬁ;ul,mLmzﬂ@'mQ’ﬂqa‘ﬁ'ﬁmﬁuivxlﬁﬁﬁqslmt,uuugmmmﬁmﬁl 1 usilad

fansldfianuuansneiuad 19 Nis 81 ATYNNaDR (p=0.678)

A1$199 9 : ANTNIUARIHNATEN Tp-e and Tp-e dispersion Iuéﬂfsﬂﬂzﬁummﬁ?ugmm

Brugada Symp | Symp Asym | Asym
p value p value| ANCOVA

syndrome | N=10 N=10 N=8 N=8

Reg HGI Reg HGI
Tp-e
dispersion | 98+19 | 98+13 0.98 90+25 | 89+19 0.73 0.154
(msec)
Tp-e

2917 | 2714 0.36 33+13 | 31+12 0.54 0.678
(msec)
Asym = Asymptomatic group

Symp = Symptomatic group
Reg = Thai Regular diet.

HGI

High glycemic index diet
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Effect of High Glycemic Index Diets on ST segment Elevation in Brugada syndrome in

King Chulalongkorn Memorial Hospital.

Case Report form

Case No........ceevnnne.

Age: ............ Sex: M/ F

Date of study:...... ...... 0 . £4
TiIMe .o 1ol .

u | Diagnosis: Brugada syndrome :

O Symptomatic
O Asymptomatic

H cxc type

O Type 1 ( Coved type)

O Type 2 ( Saddle type-)

O Type3
n Underlying disease
LI DM
LTHT
u Occupational : .......

n Smoking: Yes/No

" | Ischemic heart disease

[] Dyslipidemia [Jothers: ..o




I Alcoholic drinking: Yes/No

H ranilial history of sudden cardiac death: Yes/No

u History of syncope: Yes/No
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Breakfast

Lunch

Dinner

Pre meal Post meal Pre meal

Post meal

Pre meal

Post meal

Day 1

ST

elevate

(mm)

Day 2

ST

elevate

(mm)

Complication:

O Arrhythmia

Premature atrial contraction

Premature ventricular contraction

Atrial tachycardia
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B Atrial fibrillation

®  Ventricular tachycardia

®  Ventricular fibrillation

O Symptom

Conclusion:........... =
|

I
........................... S
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TolAsn1s  WA2RIBIMITNATRUIAIANRIBIMITFINUNSIIREULLRIAMINEGS

284 ST — segment lunqugilag Brugada syndrome

TpgiszaeAuainisiae:

v
= o A o

NMIANENUATRNTAIANe AN B HAT89BIUNINRAT U ANANAIBINNTGINLNIT
o L o o 4
iasuwaseaANgs ST —segment tNagARANRUSALN s RsuL lasiadasTunismn
dl 1 o 4 dl
poNidenaeslsauazdan lunafnen Tasdmuatnalasunlasresaonugenes ST - -
segment  NANRUSTLNBRIMIAzNATUIRTNNFENN W INA TR le (EP  Study)  way

Warsunlarsasnszguinlasiia AICD

SIUATLALAURINITANTIIAE

1 1 1 v
A = o

ananasinsiaenipauliinvnlaasuulaadn 18y Brugada ECG aliail 1 visH
1 Yar o/ =R o [~3 [l aa o I
anruazliiaini? azlasunisdunirainadszdinisiduiag seshnsauaid mneasienis
LAYATIAAAUALTAUII A NAUENNIFANEA
o al wa U dl U 1 =] a o dy Vo a
wna1anadaslauaniiasutounazifiisonlunisdnenidaiazldiunishia
PARINHNIY1A 48 9. (Holter Monitoring 48 Hours) WaziuasNEFunTnAageinag
U o o £% o <K s a a a o o ' 1 oI/ dl
AnuzdRdudnliarasiunnuuuWefueannisialnfuasiadnslszandunaandog 48 49Tua 7
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4184, (01) 661-4751.
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