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Fig 1| Changes of myocardial Ca’~ content in the global
ischemic and reperfused rabbit heart. » =5~7, x
+ s, XX P <0.01 wvs control (A); AP <
0.05. AN P <C0.01 wvs ischemia 0.5 h (B); C.
D. E=reperfusion 0.5 h, 1.5 h, and 6 h.
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Fig 2 Changes of myocardial SOD activity in the global
ischemic and reperfused rabbit heart. n =5~7, 7
+ 5, XX P <0.01 ws control (A); A P <
0.05, AA P <C0.01 ws ischemia 0.5 h (B); C.
D. E=reperfusion 0.5 h, 1.5h, and 6 h.
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Fig 3 Changes of myocardial MDA production in the
global ischemic and reperfused rabbit heart. » =
5~7,F+s, XX P<0.01 ws control (A); A
P <0.05, AN P <0.01 ws ischemia 0.5 h
(B); C.D.E=reperfusion 0.5 h, 1.5h, and

6 h.

2.4 «SHLPMN & E % ¥ 42

AL PMIN ¥R Bk 1 K2 7 9 0 B[R] A9 HE 75 T 232 17 HE
BCEFRECAN AR TRAEY FASMBAREP
0.01; HME A SRIMA LT P <0.01(ED,

»nd
n»

PMN number (10' PMN s/g wt)
o

L]

A B C D E

B4 RMBREFECOU PMN BHAKIEL

Fig 4 Changes of myocardial infiltration of PMN in the
global ischemic and reperfused rabbit heart. » =35
~7,T+s5s, XX P<{0.01 ws control (A); AP
<0.05, AN P <0.01 wvs ischemia 0.5 h (B);
C.D.E=reperfusion 0.5 h, 1.5 h, and 6 h.
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Canges of myocardial calcium,oxygen free radicales and neutrophil infli-

tration of ischemic and reperfused heart in rabbits
Si Liangyi, Zhang Yuanhui, Zhao Xue, Wang Guochao (Department of Cardiology. Southwest Hospital, Thitd Military

Medical University, Chongqing. 630038)

Abstract The content of myocardial calcium (Ca') and malodialdehyde (MDA ) and the density of neu-

trophil infiltration were increased in the ischemic period of the heart »nd became more severe in the reperfu-

sion period. The content of Ca' and MDA reached the peak in the first half hour to 1. 5 hours after reperfu-

sion but neutrophil infiltration was increased gradually and no decrease was observed even in the 6th hour ai-

ter reperfusion. These findings suggest that the damages of the myocardium resulting from the 3 harmf{ul fac-

tors occur in different time intervals after reperfusion and they can injure the myocardium not only in the is-

chemic period but also in the reperfusion period.
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