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Myocardial Protection with Adenosine Pretreatment ZHOU Bigiang'. YE Shi-duo's, LI Gang’. (I. The Out-Pa-
tient Department of Specialist of Shenzhen Health Care Committee, 2. Department of Surgery, Shenzhen Cardiovascular Hospi-
tals Shenzhen 518020, China)

Abstract [ Objective] To investigate the protective effects of Adenosine Pretreatment (APT) and Ischemic Preconditioning
(IPC) in isolated rat hearts suffering from ischemia/ reperfusion injury. [ Methods] The model of isolated Langendorff perfused rat
heart was used to study the effects of ATP on left ventricular pressure, left ventricular endrdiastolic pressure, the maximal rate of rise
and fall in left ventricular pressure, aortic pressure, coronary flow, aortic flow, activities of lactate dehydrogenase (LDH), superox-
ide dismutase (SO D) and lipid peroxidation, concentrations of ATP level pre-and post- ischemia/ reperfusion [ Results] Compared with
ischemia/ reperfusion treated group, APT and IPC improved cardiac hemodynamics and contractile function, increased ATP level and
SOD activity, and decreased leakage of intracellular lactic dehydrogenase. [Conclusion] APT and TPC have similar protective effects
on ischemia and reperfusion injury, and may play an important role in the future cardiac surgery.
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Table 1 Hemodynamic recovery percent in the different groups 30 min after rebeaed D)
Gwoup n Pa pivoe/ kPa Py Fdp/dtme — dp/ dt max Ve Vo Vsv
Control 8  88£2  0.36£0.08  86+3 7845 7548 73E8 49 72+6
IPC 8 96+3 "  0.15+0.13%  96+3 " 97457  95+8 " 95+8 " o448  90+£7 "
APT 8 99+3 Y 0.1240.08%  99+2 " 99+5"  95+8 " 9548 "  9549"  88+t7 "

Dataof py py +dp/dt,,. —dp/dt,. vee Vey Vsyarebasedon the pretreatmentitems which were taken for 100%. IPC: ischemic

preconditioning, APT: adenosine pretreatment; p,: aortic pressure; py: left ventricular pressure; +dp/ d¢

lar pressureg — dp/ dt
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stroke volume; Compared with the control group, 1) P<C0.05, 2) P<C0. 01
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Table 2 LDH of coronary flow and ATP.SOD. LPO of myocardial tissue 30 min after re-beated

ATP.SOD. LPO

Group Oarp/ (Fmol° g z/ m(SODY (IU°mg D e/ (nmolog zZ(LDH)Y (UL~ H
Control 1 64+0 19 5.8+0 7 14 6+1.5 19 0+26
IPC 2 4540 21 9.9+1 2 8 9+1.7 8 2+13
APT 2 6610 24 9.7ft1 1 8 2+1.3 92+18
Comparing IPC and APT with the control group, all items P<Z0. 05
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