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Fig 1. Timerelted increase in CPK activity in ischemic myocardium
following 30 min occluson and 0, 30min, 1h, 2 h, 4 h reperfuson(n
=8 x+ts. P<0.001 vs contol, P< 0. 001 vs reper 4 h, B0,
001 vs reper 1 h.
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Fig 3. Time related increase in MDA content in ischemic myocardium

following 30 minoccluson and0, 30min, 1h, 2h, 4 h reperfusion(n
=8 x+s). P<000l vs control, “P<0.01 vs controk * “P< 0.
001 vs reper 1 h.
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ABSTRACT AIM The purpose is to observe the correlation of neutrophils and myocardium injury on myocardium
ischemic reperfusion in rat. METHODS Myocardium ischemic reperfusion model was made by occluding the left
coronaty artery with a snare. CPK, MDA and MPO were detemined at different times. RESULTS With the increase
of reperfusion time, the cntents of CPK, MDA and M PO have been enhanced. After 30 min occlusion and 2 h reper-
fusion, the contents come to the peak value. CONCLUSON The myocardium injury correlates with the neutrophils
infiltrated in the myocardium on myocardium ischemic reperfusion in rat.
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