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[ ABSTRACT)] Aim To investigate the relationship between oxidative stress and Fas/Fasl. system during lung ischemia
reperfusion in rabbits. Forty rabbits
The ac
tivity of plasma superoxide dismutase, the content of plasma nitric oxide and the concentration of malondialdehyde, pneumocyte
Results Compared with con-

Ischemia Reperfusion;  Apoptosis; Reactive Oxygen Species;
Methods Rabbit lung model of ischemia reperfusion injury was established in vivo.

were randomly divided into control group and ischemia reperfusion 1 h, 3 h, and 5 h group, 10 rabbits in each group.

apoptosis index and express of Fas/Fasl. mRNA were measured respectively in different groups.
trol group, apoptosis index was significantly high ( P< 0. 01), Fas/FasL. mRNA heavily expressed in lung vascular endothelial
cells, alveolar and bronchial epithelial cells in ischemia reperfusion groups (P< 0.01). The activity of superoxide dismutase
and the content of nitric oxide showed a time-dependent decrease in ischemia reperfusion groups ( P< 0.01), while the content of

malondialdehyde was gradually increased with the time of reperfusion prolonging ( P< 0.01) . Conclusion Oxidative stress

was associated with activation of Fasy/FasL. during lung ischemia reperfusion.
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2. Fas mRNA( _E) #0 FasL. mRNA( ) BIRIE( x 400) A
ANFHRAL, B Akl 5 h 4.

2.4 tEXMSH

FHR 43 BT 2R B, SOD 5 Fas mRNA . Fasl. mRNA
AL 2 8] 2 B & A < (r 40 o8 - 0. 782,
- 0.761.- 0. 930, P {H < 0.05); N -5 Fas
mRNA . Fasl. mRNA Al Al Z [8] 2 1EM K (r 2 5A
0. 851.0. 796-0. 945, P i #J< 0. 05); NO 5 Fas mR-
NA.FasL. mRNA A1 AT 2Z 8] 2 FAH % (r 5351 ~- 0.

447.- 0.407.- 0. 774, P {E34< 0.05) .
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BRIE A PRI AL, K 2 B2 23 40 (LR A
Bz 20 M, Bz 4 A R 40 L £ B b R A i
DAL it Ay I 4 i 4 ) 2406 7 2 ROS HIRE ). H
T S0D sei R AL S S R B 2R A A
BT, A R A H i I AR 5| IR i
ST ZE SR — R S ), BT A SOD 574 R
Wt 2 A N B AR AR . B FUR B, LI
RI I, 8 FRREVE N [A) 24, SOD 3 P2 32 M B A, 17
TR R & HEEE Y SOD SRR R B LA
TR BT 520 Fas mRNA F1 FasL mRNA [f]
I8 K il 4 43 T 4 A WY& 5%, 3RO ROS 2
Fas/FasL. 24+ EEZ 1S 1% F 7 T MatuteBello
50 Sl R, AT P AL I T FasL 5 540



826

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 11

T, A FEESIRE, ML ROS IZ 5T, il
P Fasl, N BRI BE 08 ] 51 42 Fas PHYEZEARIE TS,
Suhara 25 2, fig 5 it S Ak P R0 AL A REAE A
B G v R B ) Fas A SV TS, Fujita 287 A
it E A SUE T S R (BRI A% hE) 2 R
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FIT- 5 %0 S Fas mRNA 1 FasL mRNA 2 fi A ¢, 42
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