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MeSH
ABSTRACT
the hypoxia/ reoxygenation (H/R) model of cultured neonatal rat cardi omyocytes, and the ischemia/reperfusion (I/S) model of the
The infarct
Results Hypoxia PC attenuated H/R injuries on

Ischemia;  Reperfusion Injury;  Anoxia;  Cardiomyocytes;  Myocardial Infarction

Aim To investigate the effects of hypoxic or ischemic preconditioning on cardiomyocytes. Methods 1In
isolated or in situ rat hearts, the present study observes the effects of PC on H/R or /R injury on cardiomyocytes.
size, cell viability, LDH release and the content of MDA were measured.
cardiomyocytes.  On the model of cultured neonatal rat cardiomyocytes, compared with the cardiomyocytes unpreconditioned, the
number of viable cell and the SOD content were increased ( P< 0.01), the LDH release and the MDA content were decreased ( P
< 0.01) in preconditioned group.  In isolated or in situ rat hearts, ischemic PC decreased the injuries to cardiomyocytes.

The coronary artery effusion or plasma LDH levels, tissue MDA contents, the infarct sizes and arrhythmia during occlusion or

reperfusion were greatly decreased in preconditioned myocardium after a long time I/R than those in the unpreconditioned ( P <

0.01).

Conclusions  Cultured neonatal rat cardiomyocytes, isolated and in situ rat hearts have PC phenomenon.

PC can

obviously protect cultured neonatal rat cardiomyocytes, isolated or in situ rat heart from H/R or I/R injuries.
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1. BEMLENARCIMAERSE ESIRGIER.
Table 1.

rat cadiomyocytes (x T, n= 6).

Effects of hypoxic preconditioning on H/R injury of

Viability LDH MDA SOD
Groups N
(%) (wL) (Hmol/L) (10°NU/L)
Control  88.6%3.6 19.7%3.2 1.0%0.6 37.3%3.6
H/R 42.2%5.4° 83.0%12.3* 3.210.4* 12.3F4.3
PC 65.415.5% 56.2%8.3% 2.410.4% 20 914 2%
TH 76.918. 1% 30.2+5.1  1.5%0.3> 33.3%5.0

a: P< 0.01,c: P< 0.05, compared with control group; b: P< 0. 01,
compared with H/R group.
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SO AN ER 2 0. 5By F R 4L E A, &= NF 40% , SOD &1 29% (P #4< 0.01) .
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Table 2.  Effects of ischemic preconditioning on I/R injury of the isolated rat heart (x *s).

Coronary artery effusion Tissue
Groups n
LDH; (u/L) LDH;(u/L) weight rate(w/d) MDA ( nmol/g) SOD( 10°NU/g)
Control 6 10. 67 4. 32 16. 67 £8. 60 3.40 0. 38 55.33 £13. 49 1.20 £0.03
IR 9 15.33%£7.30 102. 33 £246. 32° 4. 68 0. 51° 162. 40 £21. 43° 0. 78 £0. 08*
PC 9 12.67 5. 24 66. 78 £20. 93 4. 06 0. 42 97.16 £15. 65 1. 01 £0. 04™
T1 6 10.83 £5. 42 32.3317.47° 3.57 0. 28" 70. 00 £12. 33" 1. 11 0. 03

a: P< 0.01, ¢ P< 0.05, compared with control group; b: P< 0.01, compared with I/R group.
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Table 3.  comparison of LDH, MDA, SOD and weight for control, I/ R and PC group in rats (x £s).

Groups n BW(g) HW ( mg) LDH( u/L) MDA ( Pmol/L) SOD( /L)

Control 10 264. 10 £20. 21 911.20 £61. 92 234. 10 £50. 88 4.34%1.96 353. 48 165. 28
/R 12 270. 25 £15. 55 906. 42 +85. 72 712. 42 £106. 98° 9.41 %2, 45* 220. 49 +96. 98°
PC 12 274.08 £17.91 924. 67 £67. 45 537. 42 £63. 39 7.40 1. 754 308. 68 193. 56

a: P< 0.01, ¢ P< 0.05, compared with control group; b: P< 0.01, d: P< 0.05, compared with I/R group. BW: body weight; HW: heart weight.
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Table 4. Infarct size data for /R and PC groups in rats(x & 0.04 w
5. n= 12) 0.1 0.2 :
. . Risk region/heart weight
Groups HW AAR(g) 1S( g) IS/AAR( %)
VR 906.4185.7 227.0%47.5 119.3126.8  53.219.3 1. BRI/ FEFAMBRMALIBARROCIEREES
PC 924.7%67.5 247.0F40.6  66.1125.5  26.3%7.9° HRII X AY X &R
a: P< 0.01, compared with I/R group. HW: heart weight; AAR: area at Figure 1. The correlation between infarct size and risk region

risk;  IS: infarct size. of /R and PC groups in rats.
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