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ECGAolA PR7FAS] A3 ST segment?]
W3} s SRR digitalisol] o3 R0
GEARgo|| whE Rk L7 whEof Ao Ee



AREEA e 9k=tt Adenosined G-protein
coupled receptor (ZF AEE E4 Al7l=
o] A-gol= rEE Zwrstol gt
norephinephrine®| Z-gof Zgsic} o]
ofg] 2hg-2 Zw AgA|e} Hissit), A
Ao AE-E =ejAlekr AEA] 3 ETE
A QA7 GAREE S A g

B3F 1w} Aol 2J3F DAD A ozt
T2 AR HIdE Xz o] 85l vk 7}
Zroba H2Mg-2 o] Atk A niavls
(MgSO4)2 recurrent torsade de pointes
ool ARSI digitalisoll 2|8 FAW 2| &
o= aFolrt skA|qt L ofe] 7|HL P
B1A] ¢} ZAE-2 4 Al E action potential®]
83 AAE Ames FE AxY ZEY
FeAlE S sl 23S EO AZE
A5 7% DADE FL31aL ectopic beatE
gt dR 04§85 A AEE

R AA|7] 3L ectopic activityS A3t

4. 8 TRl UE 1Y X2

4.1 Atrial fibrillation and flutter
(A NSt =)
Digoxin®| AARM-& =57] ¢Jaf 2 HA]
EAEY verapamil® propanololS A
Ok AME- &= it} SRR Wolf-Parkinson—

White syndrome (WPW)°| = 7

okEE L YHaict A7k R
A Yol class [AFES T & 4= §
019j9] ol+of mEH 11 avki= B3I,

4.2 Supraventricular tachycardia
(Alalat gloH)

Adenosine®|t} verapamils £2 ARSI}
AN Alst 284 ATl AU HE
A S Bl Q& 7§ verapamil>
A& Fafjokstel, Esmololo|H digoxin Al
Azl ok, &7k Abgsord A,
class IA, IC, IT W IVE A& 3 4= Qi

4.3 Premature ventricular com—
plexes or paroxymal vent-
ricular tachycardia

EEgt g AR gl 9 S0

Algt 749 Wl AAAE Tl & 4 Ak

4.4 Sustained ventricular tachy-—
cardia (XIS 414 Qiny)

Lidocaine®] €439 F#o 2 AMEEH,

A4 oFE = procainamideYt bretylium<

AR = 9tk A7IE ARSSfiof & A

class IA, II, ¥ II19] oF=E Awsitt.

4.5 Ventricular fibrillation
5 cardiac defbrillatorS: o]-&-3ljoF gt}

Understanding of antiarrhtymic drugs



Ak 7] 93l e Mok T 7, lidocaine
o] #2 W X1 *}3“51 E} Procainamide,

& oAl FE= AR

amioradone %
o 9let,

4.6 DigitalisS=0f 2|st H57da
Lidocaines WA A&-3th Phenytoin,

procainamide 2 #el AGAE tfA| FEE
ARgEF 4= 9}, 3FA4k procainamide E HIE}

H1 24

I‘-IU

A= heart blockS ¢F3HA1A 4= it

4.7 Torsade de pointes(polymorphic
ventricular tarchycardia with
long QT)

A} ok dlsS HA] ARSRITL
isoproterenolo] thA] SFEE AMg0] 755,

Aot AE-E Fojolor & A= ek
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