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Fig 1. Influence of MgSO, on precordial ECG
mapping of rabbits on d 1 after occlusion of LAD,
(A) iv saline 20 ml. NST 12, ST 51 mm, ST
4.3 mm, NQ 12,(B) iv propranolol 3,3 mg, NST
9, XST 23,5 mm,ST 2.6 mm, NQ 7.(C) iv 10%
MgSO, 670 mg, NST 2, XST 4.5 mm,ST 2.3 mm,
NQ 4.

(NST = Lead number of ST segment elevation
=92 mm, NQ =number of pathologic Q wave)
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Fig 2, The shade part shows the size of myocar—
dial infarction, A, Ostium valvula bicuspidalis
level, the size of infarction is of 2.5/8 (31%).
B, Chordae tendineae level, infarction is of 3/8
(38%). C, Margo superior musculi papillares level,
infarction is of 3/8 (38%). D, Margo inferior
musculi papillares level, infarction is of 1.5/8
(25%). E. Apex cordis level, infarction is of
1/6 (17%).
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Tab 1.
(P) and 10% MgSO, (M),
***p<C0.01 vs NS, ttp 0,05, tp<0.01 vs P

Precardial electrocardiogram of ST segment and abnormal Q wave in saline (NS), propranoloj
2-72 h after occlusion of LAD of rabbits. n=8, X+SD, **p<(.05,

Group 2h 24 h 48 h 72h
NS 11.2+1.5 10.5+2,0 9+4 7+4
NST P 75 7.5+1.9*° 5.4+2,8%* 4.0%1.8
M 8+4 5+£3°"* 0.5+0.91%" 0,120,474 *
NS 8+3 4.2+1,2 3.1%£1.0 2,7%0.7
ST P 4.8+2,7** 3.3%0.8 2.7£1.3 2.4+1.2
M 4.,0+1,0% 2.4%1.1°" 0.9+1.8%* 0.4£1.17%"
NS — 9+3 9+3 9+4
NQ P — 3.9+2,8* 4.6+1.8"* 4,9+1.6**
M — 5.6+1.8%* 5.8+£2.0** 5.94+1.9%*
Tab 2, Myocardial infarction and heart rates HENE, EBDXER LB AMI .08

of rabbits after occlusion of LAD in saline (NS),
propranolol (P) and MgSO, (M), n=8, X+SD,
**p-20.05, ***p<{0.01 vs NS,

Grou Extent of Heart rates

p infarction(%;) Beforc occlusion After 2h
NS 2247 1397 163%5
P 15%6"" 14447 138 +£11*°°
M 14+5** 131+10**°

141+8
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Fig 3. Ventricular arrhythmia (lead 1l) in rabbits
2 h after occlusion of LAD,. A) iv saline 20 ml
caused ventricular electrical alternation, B) iv
propranolol 3.2 mg caused ventricular premature

beats, C) iv 10% MgSO, 668 mg, no ventricular
arrhythmia was seen,
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Influence of magnesium sulfate on sizes of myocardial infarction in

rabbits

WANG Shu-Rong, WU Xue-Nong', LAl Xiao-qing?, CAl Bi-Hua?, PAN You-Sheng?,

LI Ai-Zhu!, HUANG Li-Yue

School of Health of Xiamen, Xiamen 361003)

CHEN Bing-Huang

ABSTRACT Myocardial infarction was made
in open—chest rabbits, Immediatly after
the occlusion of the anterior descending
branch of left coronary artery (LAD), 10%
MgSO, 400 mg/kg was iv to 8 rabbits. The
same doses of MgSO, were given 24 and
48 h later. Saline (20 ml) and propranolol
(2 mg/kg) were given separately to another
2 groups of rabbits for comparison.

The results showed that: (1) The ex-
tents of the experimental myocardial infarc-
tion were 14 + 5, 15 + 5 and 224+ 7%
for magnesium sulfate (M), propranolol
(P) and saline group (NS), respectively.
(2) The epicardial ST segment elevation
was improved (NST : 8+4, 0.1 + 0.4:
7+5, 4.0 + 1.8 and 11.2 + 1.5, 7%4.
ST : 4.0 + 1.0, 0.4+1.1; 4.8+2.7,

(Departments of Physiology, Pharmacology!,Pathology?,and Physics?,

(Department of Medicine, Xiamen First Hospital, Xiamen 361003)

2.44+1.2 and 843, 2.740.7 for (M),
(P) and (NS) 2 and 72 h after LAD). (3)
The numbers of pathologic Q wave were
decreased (5.6 + 1.8, 5.9+1.9 and 9+
3, 9+4 for (M) and (NS) groups 24 and
72 h after LAD). (4) The heart rates were
declined (131410, 138+11 and 163 +5 for
(M), (P) and (NS), respectively. (5) The
ventricular arrhythmia was eliminated in the
group treated with (M), as compared with
(NS), p<0.05. '
To conclude, the (M) treatment is
apparently beneficial in reducing the size
of the experimental myocardial infarction.

KEY WORDS magnesium sulfate: coro-
nary vessels; myocardial infarction: electro-
cardiography



