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Fig. 1. Relationship between the occlusive arrhy-
thmia and the reperfusion arrhythmias

after ligation of left circumflex artery.
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VPC : ventricular premature contraction. VT : ventricular
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ar premature contraction.

Fig. 2. Occurrence rate of arrhythmias according
to time after occlusion of left circumflex

artery.
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Table 1. Appearence of Arrhythmias after Occlusion and Reperfusion of Left Circumflex Artery

Case Time after occlusion(min) Time after reperfusion(min) Type
No. | 1 2 3 4 5 10 (15120125301} 1 213415
1 2/13 17 D
2 2/12 | 2/12 | 2/12 |12/12|3/12|2/12| 3 D
3 3/1213/13 VIVF| VF | VF | HS [ HS | A
4 4/8 |VIVF| VF | HS | HS |HS |HS | HS |HS |HS |HS |HS [HS | A
5 4/13| SR | VT | VT [ VT |VT | VT |VT|VF[VF | HS | B
6 E
7 SR | VIVFf VFE | VF | HS | HS | HS | B
8 179 | 1/9 1/9| SR { SR | SR C
91 5 4/12 4/12 1/12 VIVFf VF | HS | HS | HS | B
10 ] 4 4/21 1/11 E
11 | SR SR | 2/11 1/8 | SR [VIVF| VF ( VF | HS | HS | B
121 2 SR| SR | SR |VIVR| VF | VF | HS | B
131 3 |1/13[VIVF{ VF [ HS { HS { HS | HS |HS|HS [HS |HS |HS|HS|HS | A"
14| 4 1/9 | 1/9 3/9 [1/10 71541215 D
15| 11 |2/14|VIVF| VF | VF | HS | HS | HS|HS |HS | HS|HS |HS | HS | HS | A
16 1/11 SRVT| VT C
17 | 3 7 D
18] 7 1/11 1 2/10 D
9! 7 {VF|HS{HS|[HS | HS | HS {HS|HS|{HS |HS}HS|HS|{HS |HS | A
204 8 2/15| VT | VF | VF {HS |HS | HS | HS | HS | HS {HS | A
21 2/13 1/12 3/11 9 1 D
2| 1 5/10 2/12}2/14 |SRVT|VIVF| VF | VF [ HS | B
23] 2 SRVT 1 C
24 | 2 1/18|2/19 VIVF{VF|[VF |HS |HS | B
25 1 7 |2/13 2/13 | TVPC | TVPC 1/12 SRVT| VF | VF | HS | B

Fraction : No.of VPC/No.of determinated ECG episode. Numbers : No.of VPC/min. VPC : ventricular premature
contraction. VT : ventricular tachycardia. VF : ventricular fibrillation. SR : short run type of VPC. TVPC : trigeminy
VPC. HS : standstill of heart. A :death before reperfusion. B : death due to reperfusion arrhythmia. C : temporary
appearence of VT after reperfusion. D : sproadic appearence of VPC after reperfusion. E : normal rhythm after

reperfusion.
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Table 2. Appearence of Ventricular premature Contraction after Occlusion of Left Circumflex

Artery. ) )
unit : No. of VPC/min."
Relations of case Time after occlusion(min.) mean
RA No. 1 5 10 15 20 25 30 (min.)**
Appeaence 3 - 28.2 - - - - - 470
of RA 9 - - 43.0 - 430 - 105 16.08
22 1 - - 49.9 - 169 144 13.70
24 2 - - - 98 189 ~ 512
T 075,795 1075 1248 1320 99 62 990358
. Noﬁ{-;{i{pea}'é{{ce R e - & 2 & s s
of RA 2 - 215 215 108 110 328 218 19.90
6 - - - - - - ~ 0
8 - - - - - - 10.0 1.67
10 4 - - - - - 10.8 247
14 4 11.5 - 345 105 - ~ 10.08
16 - - - - - 11.8 ~ 1.97
17 3 - - - - - ~ 0.50
18 7 9.6 - - - - - 277
21 - - 7.5 - - - 26.9 5.73
23 2 - - - - - - 0.33
mean/ 182 387 264 412 195 605 6.32 4461588

observed No.of VPC

* ! Noof VPC/min.=heart rate X

No.of VPCX5(min.)
30(min.)

#* | mean(min.)=

P eadavuna

i

Ventncular Tachycardla(case No. 5)

Short run type VPC(cése No. 12)'

Fig. 3. Species of occlusive arrhythmias occur-
red after occlusion of left circumflex a-

rtery.
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A Study on Reperfusion Arrhythmia

II. Relationship between Occlusive Arrhythmia and Reperfusion Arrhythmia

In-Hyuk Choi, D. V. M, M. §.
College of Veterinary Medicine, Chonbuk National University

Abstract

To gain insight into the relationship between the occurrence of occlusive arrhythmia(OA) and
the incidence of reperfusion arrhythmia(RA), this study used 25 open-chest dogs anesthetized
with halothan, these were ligated between anterior ventricular branch and marginal branch of left
circumflex artery for 30 minutes and occlusive arrhythmia were observed during the ligation.
After releasing of the ligation,TA were observed during 5minutes. The results were summerized
as follow;

1. Such arrhythmias as ventricular fibrillation(VF), short run type VPC Premature contract-

ion(VPC), Venticular tachycardia(VT), ventricularc and trigeminy VPC(TVPC) were obser-

ved during occlusion and reperfusion.
2. The cases occurred VT, SRVPC and TVPC during occlusion necessarily were incidence of

RA.
3. RA never occurred without appearence of occlusive arrhythmias.
4. The occurrence rate of OA showed 55.5% in the incidence group of RA and 24.6% in the

non incidence group of RA.
5. The occurrence rate of VPC during occlusion showed 9.9+ 5.85(episode/min) in the inci-
dence group of RA and 4.46+5.88(episode/min) in the non-incidence group of RA.
These results may be estimated that the occurrence of VT, SRVPC and TVPC, and the

high occurrence rate of VPC during occlusion can be predicted the incidence.
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