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Tab 1 Chnages of PKC activity in ischemic/reperfusion rat brain (As /pmol min" " mg '.n= 6.3t s)

120 min with reperfusion

Pre 120 min
l1h 6h 1d 44d 7d
PKCec 6.6 0.30 4. 50k 0. 400 2 6H 0. 30+b 1. 67t 0. 60b 0.94t 0. 18&-b 0. 82 0. 33b 1. 37 0. 440
PKCm 2. 83+ 0.61 7. 68 0. 612 7. 8H 1 47 12.39= 0. 77:b 12. 39+ 1. 3%b 12. 66+ 1. 48P 8.20+ 0.3

Pre Preischemia group; 1 ischemic; PKCe Cytosolic PKC activity; PKCmx PKC activity of membrane;
a P <0001 vs pre;sh P <0.001 vs I 20 min
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Changes of activity of protein kinase C during cerebral ischemia/reperfu-
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Abstract Objective: To explore the changes of activity of protein kinase C ( PKC) during ischemia/

reperfusion and the role of this enzyme in neuronal ischemic injury. Methods: After the model of ischemia/

reperfusion was established in male Wistar rats, the changes of activity of PKC were observed. Results:

Cerebral ischemia /reperfusion significantly increased the activity of membrane PKC and decreased that of cy—

tosolic PKC. Conclusion: Cerebral ischemia /reperfusion results in translocational activation of PKC and the

activation might damage the neurons through promoting calcium overload.

Key words protein kinase C activity; calcium overload; cerebral ischemia /reperfusion; rat

* . ~This project,was supported: by the National Natural Science Foundation of, China,No. 39670269



