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Characteristics of myocardial nuclear Ca™ -ATPase after ischemia-reperfusion injury in rats
ZHANG Le-zhi, FU Ai-ling, HE Hua-mei (Deparment of Pharmacology, Third Military Medical Univessity, Chongqing 400038, China)

Abstract: Objective To study the regulatory effects of Ca . ATP, ADP and AMP on myocardial nuclear
Ca’ -ATPase activity after ischemia-reperfusion injury. Methods The model of myocardial ischemia-reperfusion in-
jury was established in rats. Myocardial nuclei were purified using sucwse density gradient centrifugation. The activi-
ty of Ca’ -ATPase was measured with ascertaining phosphate. Results Compared with the control, plasma levels of
MDA and FFA after myocardial ischemia-reperfusion injury increased significantly (P<Z0.01). The effects of ATP
and ADP on activity of myocardial nuclear Ca’ -ATPase decreased markedly (P<0.01). There was no difference in
Ca ATPase activity when ATP concentration was lower than 1.0 mmol . However, when ATP concentration
reached 2. 0 mmol f, Ca’ -ATPase activity was lower than that of the contol. Ca’ -ATPase activity ose dramatical-
ly when ATP wncentration kept on increasing. Conclusion The effects of Ca’ . ATP, ADP and AMP on nuclear
Ca’ -ATPase activity have altered markedly after myocardial ischemia-reperfusion injury.
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Fig1 Comparison of normal rat myocardial cells (A) and ischemia reperfuson injury myocardial cells (HEX 40)
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Tab2 Concentrationresponse of nuclear Ca2' -ATPase to [ Ca* "] after

myocardial ischemia-reperfusion injury in rats(n=8 x *s)

Ca " -ATPase activity (nmol°min—!°mg 1)

[C2T] (Umol/L)

Control IR

0.19 2.74+8.2 24. 1£3.0

0.78 37.7£10.3 33.347.8

312 70. 3+11.8 35, 14+7.2 %
12.5 68. 11£3.9 4. 4+5.9 ™
50 43. 0F12.2 57.3+1.3 %
200 39.1£5.9 48.0+2.6
800 38.8+7.8 12.5+4.1 %
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Fig2 Concentration-response curve of nuclear Ca2 - ATPase to [ ATP]

after myocardial ischemia-reperfusion injury in rats(n=8, x =T s)
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Fig3 Concentration response curve of nuclear Ca* ™~ ATPase to [ ADP]|

after myocardial ischemia-reperfusion injury in rats(n=28, x=*s)
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