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[ ABSTRACT]

Reperfusion Injury;  Apoptosis;

between polymorphnuclear neutrophils ( PMN) infiliration and cardiomyocytes apoptosis.

on apoptosis was also investigated.

groups: I+ 1h R group, I+ 2h R group, I+ 3h R group and IP group.

tion, infarct size, PMN counts, myocardial myeloperoxidase activity and apoptotic cell index.

Neutrophils; ~ Nitric Oxide

Aim To elucidate whether ischemia and reperfusion can induce cardiomyocytes apoptosis and the relation

The effect of ischemic preconditioning

Methods Forty eight male Wistar rats were randomly assigned to one of the following four

The following variables were measured: cardiac func

Results  Ischemia and reper

fusion caused obvious cardiac function mjury, PMN infiliration and cardiomyocytes apoptosis, and heart injury increased as the

reperfusion continued; ischemic preconditioning significantly reduced heart injury and apoptosis.

Correlative analysis between

PMN count and apoptotic index suggested a significant positive correlation existed between PMN infiltration and cardiomyocyte

apoptosis (r= 0.943, P< 0.001).

ed myocyte apoptosis.
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Conclusion Ischemic preconditioning significantly reduced PMN infiliration and attenuat-
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Table 1. Hemodynamic data of different groups ( ; *s5, n=12).
Index Group Baseline IT(%h:rilri‘a li%hir?‘ia Repeirfllllsion Hep;rf]:lsion Hepﬁ’;]'f:;lsim’l
I+ 1h R 336 41 329 +56 329 41 297 +27
HR I+ 2h R 350 158 320 £59 327131 296 135 285 t42
( beats/ min) I+ 3h R 332155 326 £50 339163 326153 297 £52 274 46
1P 345 65 354 %61 353 £62 358 £37 336 44 323 +49°
I+ IhR 16.611.8 13.3%1.8 13.910.8 12.8%0.9
LVSP I+ 2h R 17.3%1.8 14.311.8 14.0%1.0 13.1%1.0 12.7%1.0
(kPa) I+ 3h R 16.8£1.1 13.5£1.0 13.3%1.8 13.1£1.0 12.7%£1.8 11.8%1.9
P 16.3%2.3 13.8%2.3 13.6%*1.9 13.6+1.9° 13.6%1. 6% 13.5%1.4°
I+ IhR 684 +47 556 +71 495 t45 432136
+ dp/ dt max I+ 2h R 729 £143 544 79 496 £73 448 +47 387 168
(kPa/ s) I+ 3h R 693 95 524 196 510 £56 489 69 407 £59 359 *61
P 666 £152 572 115 590 +98* 562 £111% 570 £103* 518 =84
I+ IhR 504 £39 383152 352156 315153
-dp/ dt max I+ 2h R 508 +48 376 166 375131 336 142 300 t44
(kPa/s) I+ 3h R 530 £39 397 167 399 +43 356 130 323 150 286 49
P 532 43 408 184 396 £61 404 *51° 397 £44° 380 +£35°

a: P< 0.05, compared with I+ 3 h R group.
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Table 2.  Comparison of risk area and necrosis area among

four groups (; Es,n= 12, %).

Groups ARR/LV NEC/ARR
I+ 1h R 58.44 £8. 86 38.9315.09
I+ 2h R 47.46 £8. 58 42.26%5.34
I+ 3h R 47.10%4. 60 41.98 +4.23

P 49.09 %3.06 20. 37 %6. 12°

a: P< 0.05, compared with I+ 3h R group.
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Table 3.

cardiac myeloperoxidase activity and myocytes apoptosis among

Comparison of polymorphnuclear neutrophils counts,

four groups (x ts, n= 6).

MPO activity Apoptotic
Groups PMN count
(u/g) Cell (%)
I+ Ih R 159 £15° 2.71 0. 46° 26.48 7. 61
I+ 2h R 191 £20 3.36 0. 39 31.17%5.01
I+ 3h R 211 126 3.7310.33 33.89 16. 18
P 102 £14° 1. 86 +0. 45* 10. 14 £2. 75*

a: P< 0.05, compared with I+ 3h R group.
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Figure 1.  Correlationship between PMN counts and caediomy-

ocytes apoptosis.
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