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[ Abstract |

pretreatment in isolated rat hearts which suffer from ischemia/reperfusion injury. Method The model of Langen-

Objective To investigate the role of opioid receptor on myocardial preservation with adenosine

dorff perfused isolated rat heart was used to study the effects of APT and Nal + APT on left ventricular pressure
(LVP) .left ventricular end-diastolic pressure( LVDEP) the maximal rate of rise and fall in left ventricular pres-
sure ( * dp/dt max) ,aortic pressure( AP) | coronary flow( CF) ,aortic flow ( AF) , activities of lactate dehydrogen-
ase (LDH) , superoxide dismutase( SOD) a lipid peroxidation( LPO) , concentrations of ATP level pre-and post-
ischemia/reperfusion. Result Nal + APT Compared with ischemia/reperfusion group and APT, Naloxone restrain-
ed the the recovery of cardiac hemodynamics and promoted the recovery of contractile function, decreased ATP level
and SOD activity , and increased leakage of intracellular lactic dehydrogenase. Conclusion Adenosine pretreat-
ment cardioprotection requires the activation of opioid receptors and relies on these receptors functionally interacting
with adenosine receptors.
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i g 7. 5 kPa, HEPES-KH 28 #h ¥ i 43 : NaCl
118. 5 mmol/L, KCI 4. 70 mmol/L, CaCl, 1. 80
mmol/L, MgSO, 1. 20 mmol/L, HEPES 20 mmol/L,
KH, PO, 1.20 mmol/L,Glucose 11. 10 mmol/L,pH &
7.4 fRIEPE EEECH], 28 0. 45 wm JEAS IR, HE
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WATHETE 15 min, BHITAS 55 K 38 KA, 48 32 sl kAR
¥B,LL 3.5 kPa [ J1iEA 4 °C St. Thomas’ 1T & 1# K
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U, R 1S mL/kgo 4518 2 b J5 T3 Bl ik e
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O TARRZS W% 30 min;;

(2) PRAF AL F L (APT 41) : Langendorff 33 17
HEVE 15 min, J5 10 min 22 EEHPKARFBLL 7.5 kPa Jk
JIEJ N 0. 1 mmol/L I (Sigma 23 & 7™ iy ) , 7
A 1.4 mg/kg, FiiEAb B[R] Control 21
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L5 ZEitegab B SR SPSS17. 0. B ATk
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IEASVERE . R R B 207 220007, Z L
BN LSD-t K. P <0.05 HZERA G FE L,
2 FR
2.1 IR B Sy e bR LB A AET, 25 41 AP,
LVSP LVDEP, +dp/dt,, S AF,CF Co 2257 L4t
AR (P >0.05) , )3 1,

&k 30 min J5, 5 LVDEP 4}, Control ZH A1 Nal
+ APT AT REFRPR IR T ATP 4, 2 2 A
Gt (P <0.05), W2,

R1 = HRESTRTS IR (3 £5)

- Bl AP LVDEP LVSP syl /i CF Co SV
() (kPa) (kPa) (kPa) (mL/min) (mL/min) (mL)
Control 2} 8 10.8+1.2 0.36+0.08 12.4+1.3 344.7 £47.1262.4 £43.6 11.5+3.5 25.5+4.6 0.11£0.02
APT 4 8 10.9+1.2 0.36+0.07 12.6+1.3 349.0£48.1259.8 £44.9 11.2+3.8 25.7+4.5 0.10=0.02
Nal + APT 4] 8 10.5x1.1 0.37+0.09 12.3+1.4 347.1£46.9265.0£47.0 11.3+3.7 24.8+4.6 0.10=0.02
F iy 0.258 0.046 0.112 0.017 0.027 0.010 0.075 0.900
P 0.775 0.956 0.895 0.983 0.973 0.990 0.928 0.422
F2 Ek30 min FEACIIREIRE B UL (3 +5)
o 5 AP LVDEP LVSP el dp/d CF Co SV
(H) (kPa) (kPa) (kPa) (mlL/min) (mL/min) (mL)
Control 21 8 88.1%2.5 0.37+0.07 85.8+3.2 78.2+5.4 75.2+7.5 73.2+7.6 74.1+8.7 72.0%5.9
APT 41 8 99.2+3.4" 0.12+0.08" 99.3 +2.5" 98.8+4.8" 95.1+7.8" 94.6+7.5" 95.2+8.6" 88.5+6.9"
Nal +APT#4] 8 87.3+2.8" 0.34+0.13" 85.2+3.4" 77.1£5.3" 75.8+7.8" 72.6+8.1" 74.6 £8.4" 71.8 +6.8"
F i 40.952 14. 449 54.968 44.827 17.287 20.939 15.829 17.195
P i 0.000 0. 000 0. 000 0.000 0. 000 0.000 0. 000 0. 000

1 2 E I 1SD-t #5355 Control ZH F4F,*P <0.05; 5 APT 4[4, P <0.05
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2.2 bk v LDH LG UL ATP SOD (LPO 5
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HEFIGIFE (P >0.05), WK3,
SERETAEL 30 min J5, & 41 LPO \LDH ¥4 12

&1,/ APT ZH B B AKX T T Nal + APT 24 il Control
41 ;4540 ATP SOD ¥ ir R R, W3 4.

F 3 HAEDENK A LK LDH &

L ATP SOD \LPO X} kb (% +5)

AT ATP SOD LPO LDH
415
(H)  (pmol/mg)  (IU/mg)  (nmol/mg) (IU/L)
Control £ 8 2.8+0.2  10.5z1.3 7.6:£1.3 7.4:1.2
APT 4 8 2.8+0.3  10.1z1.1 7.4£1.3 7.6:1.4
Nal +APT# 8 2.9+0.3  10.221.2  7.3£1.3 7.4+1.3
F{E 0.260 0.223 0.138 0.052
PfE 0.774 0.802 0.871 0.950

F4 5830 min J5REMkiE I LDH K&
UL ATP SOD \LPO X (% +5)

a0 B ATP SOD LPO LDH
(H) (wmol/mg)  (IU/mg)  (nmol/mg) (IU/L)
Control 4] 8 1.64+0.19 5.8%0.7 14.5+1.5 19.02.6
APT 4 8 2.66+0.24" 9.7+1.1° 82+1.3* 9.2+1.8"
Nal +APT#4 8  1.6520.21" 5.7+1.2" 13.9+1.7"18.5£1.3
F g 59. 860 39.444 £2.778  63.211
P{H 0.000 0.000 0.000 0.000

L E B LSD-L K, 55 Control 41 HLAE,°P < 0. 05; 55 APT 41 1
1,"P <0.05
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