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LG : Ligation, LC: Left Circumflex Artery, LAD;
Left Anterior Descending Artery, LAVB : Left Anter-
ior Ventricular Branch, LVMB : Left Ventricular Mar-

ginal Branch, LPVB: Left Posterior Ventricular Branch,

Fig. 1. Schematic diagram of ligation on left

circumflex artery.
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No. of the experimented dogs
25

|
ligation of LCA

l

r.
No. of surviving dogs . .
20 occurrence of occlusive arrhythmia

! 5(20%)
reperfusion
occurrence of RA No. of surviving dogs
9(36%) r 11(4111%)I I
sporadic occurrence of VPC normal rhythm
temporary occurrence . 6(24%) 2(8%)
3(12%) [ 1
8(32%)
Fig. 2. Fate of the 25 dogs after ligation and reperfusion of left circumflex artery.
LCA: Left Circumflex Artery. RA : Reperfusion Arrhythmia
VT : Ventricular Tachycardia. VPC : Ventricular Premature Contraction.

Table 1. Incidence Rate of Reperfusion Arrhythmia(RA) According to the Length of Anterior
Ventricular Branch in Left Circumflex Artery

Occurrence of arrhythmias Length of anterior ventricular branch Total -

Group I Group Il Grouplll numbers

No. of heads 5 8 12 25
Standstill of heart before 1 _ 4 5

reperfusion (20%) (33.3%) (20%)
4 4 1 9

Occurrenc of RA (80%) (50%) (8.3%) (36%)
Non-occurrence of RA after . 4 7 11

reperfusion (50% ) (58.3%) (44%)
Temporary appearence _ _ 3 3

of VT (25%) (12%)
Sporadic appearence . 3 3 6

of VPC (37.5%) (25%) (24%)
Normal rhythm _ 1 1 2

(12.5%) {(R.7%) (8%)

Group I :the shorter cases than one third of the length from the origin to apex.
Group I :the shorter cases than two third of the length from the origin to apex.
Group [l : the longer cases the two third of the length from the origin to apex.
RA : Reperfusion Arrhythmia. VT : Ventricular Tachycardia.

VPC : Ventricular Premature Contraction.
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Ventncular Tachycardia

Fig. 3. Ventricular fibrillation after reperfusion.
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Table 2. Incidence Rate of RA According to the Ligated Position of Coronary Artery

Ligated Occlusion  Total No.of Occurrence  Surviving  Death rate
position time experimented rate of RA  rate after before Reporters
(min) dogs (%) releasing(%) releasing(%)
Above septal 20 13 385 7.7 538 Austin,
br. in LDA (5) (1) (7) (1982)
10 35 57.1 20.0 229 Mudock.
(20) 7 (8) (1980)»
15 37 297 70.3 Sugiyama.
(11) (26) (1985)*
41.8 32.6 384
Below septal 20 21 47.6 47.6 4.8 Austin.
Br. in LDA (10) (10) 1) (1982)
30 24 66.6 33.3 Balke.
(16) (8) (1981
15 36 30.6 69.4 Hattori.
(11) (25) (1985)°
30 53 45.3 245 30.2 Kaplinsky.
(24) (13) (16) (1981)®
47.5 47.3 17.5
Origin 30 20 55.0 45.0 Sheehan.
of LCA (11) (9) (1982)®

LDA :Left Anterior Descending Artery. LCA : Left Circumflex Artery. ( ):number of heads.
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Fig. 4. Temporary appearence of ventricular

tachycardia after reperfusion.
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Fig. 5. Occurrence rate of RA according to the

size of left anterior ventricular branch.
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LG : ligation, LC: Left Circumflex Artery, LVMB : Left Ventricular Mar-
LAD : Left Anterior Descending Artery, LPVB: Left Posterior Ventricular Branch
LAVB : Left Anterior Ventricular Branch, PDA : Posterior Descending Artery

’

Fig. 6. Short size of left anterior ventricular branch(group ).

LG : ligation,

LC: Left Circumflex Artery,

LAD : Left Anterior Descending Artery,
LAVB : Left Anterior Ventricular Brdnch.

LVMB: Left Ventricular Marginal
LG Branch,
PDA

LAD

LPVB : Left Posterior Ventricular Branch,
PDA : Posterior Descending Artery.

Fig. 7. Midium size of left anterior ventricular branch(group [[).

LG : ligation, LC: Left Circumflex Artery,

LC L AD : Left Anterior Descending Artery,

LAVB: Left Anterior Ventricular

Branch,

LVMB: Left Ventricular
Marginal Branch

AVB LG

LPVB: Left Posterior Ventricular Branch,
PDA : Posterior Descending Artery

Fig. 8. Long size of left anterior ventricular branch(group ).
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A Study on Reperfusion Arrhythmia

I. Incidence of Reperfusion Arrhythmia According to the
Occlusive Position of Coronary Artery in the Dog

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

Abstract

The incidence of reperfusion arrhythmia(RA) according to occlusive position of coronary art-
ery was induced in 25 open-chest dogs anestherized with halothan, these were ligated between
anterior ventricular branch and marginal branch of left circumflex artery for 30 minutes and after
releasing of the ligation, the incidence of RA was observed during 5 minutes.

The incidence rate of RA occurred in 36%(9 heads) of the cases, 20%(5 heads) of them died
before reperfusion and 44%(11 heads) of them survived after reperfusion. In the classification
according to the length of anterior ventricular branch in left circumflex artery, the incidence rate
of RA occurred in 80% of the group I(5 heads) which belongs to short size of anterior ve-
ntricilar branch, in 50% of the group [[(8 heads) which belongs to meidium size, in 8.3% of
the group [M(12 heads) which belongs to long size and in 61.5% of the groups I and [[(13
heads). These results showed the higher incidence rate of RA than in other occlusive position
(left anterior descending artery), and it may be estimated that the incidence of RA changed with
the significant difference according to the lengthe of anterior ventricular branch, in other w-

ords, dimension of ischemic area in left ventricle.
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