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PKC involves in neuronal apoptosis induced by cerebral ischemia by regulating FOS ac-

tivation in rats
CHEN Kang-ning, Il Yun-feng, ZHENG Cairmei (Department of Neurobgy, Southwest Hospital, Third Military Medical University, Chongging 400038, Chi-

na)

Abstract. Objective To explore the possible mechanism by which pwtein kinase C (PKC) involves in the neuronal apoptosis induced by ce-
rebral ischemia/repelfusion Methods  After the model of ischemia/repe]fusion was established in male Wistar rats PKC activity, FOS protein ex-
pression and neuronal apoptosis in their brains were observed The effect of PKC inhibitor, Dengzhanghua, on above indexes were studied at the same
time Results Cerbral ischemia/reperfusion resulted in transloactional activation of PKC, accompanied with the increase of FOS expression and
neuronal apoptosis Dengzhanghua prevented against the above changes Conclusion Activated PKC is imvolved in ischemia/repelfusion induced

neuronal apoptosis by regulating FOS expression
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Tab1 PKC activity in the rat brain after cerebral ischemia/

1

reperfuson(A Bpmd° min ' mg L, n=6, x + s

120 min with reperfusion
1h 6h 4d
PKCe  6.6140.39  4,5040.40% 2.6140.30% 1L.674H0.0% 0.82+0.3%
PKCm  2.8330.61 7.6840.61% 7.8141.47 12.3940.77% 12.66+1. 8%
DPKG  6.65H0.42 5.55H0.55  4.7740.782 3.7340.472 4.17+0.D2
D-PKGn  2.8240.58 3.64F1.095 4.2140.65° 5.514H0.42 6.03£0.714

Pre 120min

Pre: Preischemia guoup; I: ischemic, PKCe: Cyosolic PKC activity;
PKCm: PKC activity of membrane; D: Treated with Dengzhanghua injec-
tion; ¥ P<0.001 vs Pre;  : P<0.001 vs 120 min; £ P< 0. 001

vs untreated group

22 Bk Rk B ARES FOS AT A2

2 / FOS (x£s)
Tab2 FOS expression in the rat brain after cerebral ischemia/
reperfusion (x t-s)

120 min with repeffusion
1h 6h 4d

FOS 12430, 16 24.362. 1177525043, 21 ¥ 61.3246. 6 ¥ 25.3243.55%
DFOS  L.3170. B 20.2242.15240.54F6. 72 £.1145. BL 15.3244. 214

Pre 120 min

Pre: Preischamia guoup; I: ischemic, D: Treded with Dengzhanghua injection; W P<<
0.001 vs Pre; . P<<Q 001 vs 120 min; A' P<<0. 001 15 untreated group
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Tab 3 Neuronal apoptosis in the rat brain tissue with cerebral
ischemia /re perfusion (x4 s)

120 min with reperfusion
1h 6h 4d

Pre 120 min

AB 751151 13,5742, 15724, 5742, 4% 37.7142.60% 105. 14+6.07%
DAB  5.86+1.21 12.2040.76 24.14+1.95  25.204+1.892 38.66+6.232

Pre: Preischemia guoup; I ischemic, D: Treated with Dengzhanghua injec-
tion; AB; Apoplotichody; ¥ P<< 0. 001 vs Pre; : P<T 0 001 vs 120
miz 2 P<<0. 001 vs untreated group
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