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[ ABSTRACT] Aim To observe the role of matrix metalloproteinase-2( MMP-2) and tissue inhibitor of metalloproteinases-2

Methods

Male SD rats were randomly divided into operator group and sham group, and the model was established by ligation of coronary

(TIMP-2) on the left ventricular function and extracellular matrix remodeling after acute myocardial infarction.
artery.  The left ventricular function ( by catheter measuring) were studied at different time.  The protein expression of matrix
metalloproteinase-2 and tissue inhibitor of metalloproteinases2 was examined by immunohistochemical analysis and Westerrr blot.

Results Compared with sham group, the left ventricular function deteriorated and ventricular remodeling occurred after acute

myocardial infarction.

ed (P< 0.05).

And the protein expression of matrix metalloproteinase-2 and tissue mhibitor of metalloproteinase-2 elevat-

Conclusion Matrix metalloproteinase-2 and tissue inhibitor of metalloproteinase-2 involved in the left venr

tricular function deterioration and ventricular remodeling after acute myocardial infarction.
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Table 1. The blood and left ventricular function change of the rats with myocardial infarction (; E5)

A . Wi K E LVSP LVDP + dp/ dipg — dp/ dtp
(mm Hg) (mm Hg) (mm Hg) (mm Hg) (mm Heg/s) (mm Hg/s)
SHw 41 8 125 £13 88 t12 14318 3.89 £0. 95 4 8851324 4 068 £269
SHgw 4 7 120 £10 85110 136 £7 4.96%1.25 5 063 £385 4 151 £305
SH w2 8 118 £11 8319 128 £12 4.21%1.79 5 966 1395 4221 £309
MLy 4 10 104 £9* 75 £10° 121 £9* 9.53%7. 06 2 546 £541° 2 441 395"
Mgy 4 8 107 £10* 72 121" 114 £10* 12. 65 £8. 40" 2 657 £484" 2 492 T149°
M4l 7 113 6" 79 12" 112%10 21.13 2. 40 3522 £477° 3510 +528"

a: P< 0.05; b: P< 0.01, 5405 SH 41 Eb%5.
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WA ZR F TIMP-2 & AR IE KT =, J5 BERIE T %
(P> 0.05) (3 2, Table 2) .
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Table 2. Changes in myocardial MMP-2 protein expression af-

ter myocardial infarction

a4 # n MMP-2 TIMP-2

SH w41 8 0. 26 0. 02 1.33%0.06

SHgw 4 7 0. 28 £0. 05 1.34 %0. 05

SHpowH 8 0. 28 £0. 02 1.36 %0. 04

MLy 41 10 1.4 %0.07* 1. 44 £0. 4°
Mgy 2. 8 1.71 %0, 12® 1. 41 0. 07
M4l 7 2.11 0. 15* 1.39%0. 07"

a: P< 0.01, 545 SH 4LE0%E; b: P< 0.05, ¢: P< 0.01, 5 MLy4l
Hﬁiﬁ, d: P< 0. 05, 5 Mlu\x’gﬁttﬁa
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