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and NF-XB on postmyocardial infarction progressive heart failure in rats.
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Myocardial Infarction

Aim To investigate the relationship of tumor necrosis factor a( TNF-a) , matrix metalloproteinases( MMPs)
Methods Male rats were randomised to proximal
left anterior descending branch coronary artery ligation.  The rats were killed on weeks 4, 8, and 12 after ligation to examine he-
modynamic parameters.  Protein expression of TNF-a, MMPs gelatinlytic activity and NF-KB activity was assessed from nonin-
farcted myocardium, shanroperated rats were used as the control group. Results Compared with shanroperated group, the
myocardial infarction rats showed significant decrease in mean arterial pressure( MAP), maximal ascending and descending velocity
of the left ventricular pressure( dp/ dy.) and significant increased in left ventricular end- diastolic pressure( LVEDP) (all P< 0.
05) .

activity, NF-KB activity, and collagen volume fraction( CVF) increased significantly at weeks 4, 8 and 12 after ligation in nonin-

In comparison with shanr operated group, TNF-a production was increased significantly, MMP-2 and MMP-9 zymographic

farcted myocardium. Conclusions TNF-a overexpression is related to increase in MMP gelatinlytic activity and NF-KB activi-

ty, which suggests that TNF-a can play an important role in postinfarction ventricular remodeling and progressive heart failure.
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Table 1. Hemodynamic changes following myocardial infarction

in rats

P8 ¢ iy om0 (s (mis

SHa 8 115110 3.9140.82  5845%415 4269 +470
SHg, 7 107 11 4.85%1.12 5964 1395 4 351 1485
SH iy 8 105 9 4.1%1.78 60661436 4301 £309
Mgy 10 99 £92 9.01+3.37* 4709 1269" 3 639 £329%
MIg,, 8 87 X120 16.86 13.06" 4 312%266" 3 219 £329"
Mli2, 7 88 t13b 21.6313.71> 4109 £270" 3 236 299"

a: P<0.05, b: P<0.01, 5% SH 418 1 mm Hg= 0. 133 kPa.
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Figure 1. Changes in myocardial MMP gelatinlytic activity fol-

lowing myocardial infarction
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