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Abstract

Primary ventricular fibrillation during the early phases of acute myocardial infarction is thought to be the result of
microreentry mechanisms in the infarct zone. In ventricular fibrillation, defibrillation is the most effective treatment
to terminate reentrant arrhythmia. It has been known that repeated delivery of high energy DC shocks cause some
myocardial damage, and the severity of myocardial damage is proportional to the delivered energy. Defibrillation
interval and total delivered energy have also been known to be associated with the severity of injury. But few reports
on a quantitative study in conjunction with the amount of delivered energy were documented, We experienced a case
of a patient with acute myocardial infarction successtully managed by electrical shock of 7,920 joules tor 5 hours. 5o,
we report this case with the review of related literature.
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Figure 1. ECG in lead II shows ST segment elevation at
admission{A) and ventricular fibrillation at 10 minutes after
hospitalization(B). after defibrillation, sinus rhythm is
restored(C)
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Rl 93 FAG "F 7t obr1E YA Al 2ol
M QA ut A9 7F AA S A E-]-Ad(refractoriness) 3%
B8 A (excitability)o] ®3ely, HE H2 FHe
potassium F=7} ®¥3sleq Ao FEAo FUHEA
A, F99 A =AF A7IY o] A (electrical
inhomogenecity)o] Aol B71Ho2 BAYHE &
A atod Thokit are) BAWo] futeln)”, wd, YA
o) z}3-28)(spontaneous thrombolysis), ZX-&HYF
(collateral circulation)®] 7%, A& (spasm)e] A 5ol
o131 Y A9 2| FF(reperfusion) 2 HY -9l &
A 3H= lactate, potassium, SAHAIE R Fo] HHHF2E
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= g A2 3 F 207349 Wil A2
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Z7] HAAEE FAANSEY F 427 o) W= A
£ Pdh= Aoz AMRLANA vl FH(microreentry)
712 2] A2 B AZEFEE, AvilFd S,
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W 37 2213 ABFI o) g 5-7)(free radicals)
BAgol fadgolnt’. 27 AAMFE AW AVLE
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7] 2d& AA) Qe RNA, A 7]7)(electrical phase) £
AAAF LA 48 o)Wl & et o] Al7lddl= 715
o] AAMEFE FEA e 7 £ whyolth &4,
87 (circulatory phase) 2 AAAlE 2A F 4F-0A]
LOR7ARZE AAFe] £ RS KA 1§
A 38 A% epinephrine®|Y} vasopressing £ 5t
T ANH & ATk A A5, gjAl7)(metabolic
phase) 2 Al ZtiALe] HMELE Zlshe Al7|2 AMR £9]
glol A71F £& AP E o FAHA7EF

(pulseless electrical activity)Y 4l F4=2(asystole) & H.9|
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=], £3| AAMFTS 7] AU E9 8 YRR A
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7 BB A A Z=(direct current transthoracic  defibrillation)
o2 AAMFE ART o)F AR Ee] ARREIL
A A7 &(electrical shock) € FAHAYE FEA|T|=
g 7302 olf5= Woln 53] AdAlE, 89
gt o2 EQHdh Adnidoe dxFPo R Mok
e X & o))

714 & ATHEE B3l ER71F S7IAA
AlZRd o] A AL FE(circuit)E xSt A7) 4
52 A (electrical homogenecity) S FAAI#H H] A 443 ]
3 AH(reentry) & A2EA) T AL 3o}

713 &o] A &8 dod|e 71A YA o}
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2821 24 FZ(sarcolemma) €+ mitochondria =43
715 AN, calcium 23}, A EAFSITYAL Ao, M| EHF
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