+ 352 - oo [ AR PR S Chinese Journal of Pathophysiology 2006, 22(2) : 352— 354

[ XE4HS] 1000- 4718(2006) 02— 0352— 03

R I F3 AL 358 Xof K s R I 2 A 953 1
ZRRES ez CKFREN

TWRk, BTG,  ZEkER, AP, WKEAE,  TBUM, BEHER
(HEAR IR 200 BEAE BT =, eyl AR 154007)

[$ F] B &Y WS T 2K Rl 10k o3 55 i R0 R4S IR 38 C /KPR . A3E: KR4
A K o H 20 Tk BEL P14 ke e e M e I R . 24 KRR, AR 4L 8 L, BEHLSY il T AL B AL BERLALRIE TR 4L . B
M RALEEZLF 3 d §745 T 30 min PRI A 72 h PR, SCAR AT 2 h Bl 4 b P . 5K 34 AR B R D VI Al
Mot C & KR IOROER 2R s & i . 85 5R: Bl WAL B AL S W I At 38 C LR RAES 5T R
AR 2 B3 (P< 0.05, P< 0.01), SRULTIALPEZ] ST AR LE 2 7 3 (P < 0.05, P< 0.01) . £5i8: SRl ikt
B> SR AR RN IR (0 3R C, HERF RS RS

[ R8BIR| s, ZeRifk; REEC 45

[FESZES] R363 [ SCRRFRIRAD] A

Effect of ischemic preconditioning on contents of cytochrome C and mito

chondrial calcium in rats after focal cerebral ischemic— reperfusion
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WANG Shu- xiang, LU Ya— zhen
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[ ABSTRACT] AIM: To observe the effect of ischemic preconditioning on contents of cytochrome C and mitochondrial cal-
cium in rats after focal cerebral ischemic— reperfusion. METHODS: Focal cerebral ischemic model was made by occlusion of right
middle artery in Wistar rats ( ischemia for 2 h and reperfusion for 4 h) . Rats were randomly divided into three groups: ischemia pre-
treatment, model and sham operation. Rats in ischemic pretreatment group were undergone transient ischemic preconditioning (30
min) and reperfusion (72 h). The contents of cytochrome C were measured according to Zhangjuntian’ s improved methods. The
contents of mitochondrial calcium were detected by flame atom absorption. RESULTS: The contents of mitochondrial cytochrome C
and calcium in model group were significantly lower than those in sham operation (P< 0.05, P< 0.01), whereas the contents of
plasma cytochrome C were markedly higher ( P< 0.05, P< 0.01). The change in ischemic pretreatment group was obviously dif-
ference as compared with the model group. CONCLUSION: Ischemic preconditioning reduces the release of mitochondrial cy-

tochrome C and maintain mitochondrial calcium homeostasis.
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Tab 1 Comparison of neurological scores in groups (x *s. n= 8)
Group Grade
Sham 0
Model 1.940.6
Ip 1.3%0.5"

" P< 0.05 vs model group.
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Tab 2 Comparison of the contents of mitochondrial cytochrome C,
mitochondrial calcium and plasma cytochrome C after focal

ischemia for 2 h and reperfusion for 4 h (x £s. n=8)

Plasma Cyt C Motochondrial Motochondrial Ca
Group (Pmol/L) Cyt C(Pmol/L) (Hmol/ 100 mg protein)
Sham 282.71 £33. 95 12.57%3.67 127. 43 133. 17
Model — 346.19%37.72% #  g.82%1. 82" 76.53 £17. 58* *
P 286.39 £27.59"  12.0832.60"  112.38 £20.03™

# P<0.05, ** P< 0.01 vs sham operation group; * P< 0.05, ™ P<

0.01 vs model group.
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