. 692+ ABIG R E I A (ML FRRD2013 4E 1 HES 7 B% 2 #1  Chin J Clinicians ( Electronic Edition ) , January 15,2013, Vol. 7 ,No.2

S Tt e
AL W) A T AE R I AR BRI S PN I
B 5 iz 97 36 5 il bR I P 9 T 15105 Y
FA XS A F 52

M= REZH HIE EMa

[HE] B FiHEAY AR (SOD) 78 Sl i fi FnBk 5 VI By A 5 A4 S 6 ol 1t 777
HH (SCIRD) A AgAEXHEA , AiE 60 H H A K AR RN FRAUE Y 758 =4 B FARH(S4) |
BRI AR (VR 41) IR R (P 41) o S 4 BATFAREAE  RBHWT F 30k LR 418 P 2R Sk
FHWT 40 min S IN3EST SCIRT #5558 ; P 40 F E S KBHWIAT 10 min FIFE 1 D 2055 500 DAY IR e kIR
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[Abstract] Objective To investigate the relative effect of superoxide dismutase ( SOD) in combined
application of propofol preconditioning and postconditioning on spinal cord injury induced by ischemia -reperfusion in
a rabbit model. Methods Sixty Japanese rabbits were randomly divided into 3 groups ; sham-operation group ( group
S) ;ischemia-reperfusion group ( group 1/R) ;ischemia-reperfusion group with propofol treatment ( group P). Group S
only dealed with surgical operation but no aortic cross -clamp , while spinal cord ischemia was induced by infra -renal
aortic cross-clamp for 40 minutes in group /R and group P and established the SCIRI injury model successfully .
Propofol was intravenously infused at 30 mg/kg in 30 ml 0. 9% sodium chloride at the speed of 3 ml/min in group P
for two times ,once at 10 minutes before aortic clamping and once at the onset of reperfusion . Other two groups were
managed with the same capacity of 0. 9% sodium chloride at the same time . Neurological functions were evaluated at
2 h,1d,2d,3d,5d,7 d after operated. Every 4 animals were killed at 1st,3rd,5th,7th day after management. The
spinal cord tissues were eviscerated and we detect the bioactivity of its SOD 1,SOD2 and carry out evaluation mean of
pathological slices. Results (1) The differences were statistically significant in neurological function scores and
evaluation of pathological slices (P <0.01). (2) Within each group of animals , the bioactivity of SOD1 aggrandized
observably in group I/R(P <0.05) ,while it was unchangeable in group S and group P (P >0.05). Compared with
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group S, the bioactivity of SOD1 increased significantly in group I/R and group P(P <0. 05 )at 1d,which sustained in

group P at 2 d and 3 d after operation. Meanwhile , the bioactivity of SOD1 increased significantly in group P at 5 d

after operation compared with group I/R (P < 0.05). (3) The bioactivity of SOD2 of group I/R decreased

significantly compared with group S (P <0.05). Conclusions Combined application of propofol preconditioning and

postconditioning show potently protective effects against the spinal cord ischemia reperfusion injury in the rabbit

model. The mechanisms may be that propofol increases the bioactivity of SOD 1 in the spinal cord tissue ,and there is

no correlation directly with the bioactivity of SOD 2.
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KT 1 em 7KF- RIS BLAR S0P Ak e A8 RELBT IR 3 3 Bk
T, TSI B O i P Sk 0 mm He, BH

Superoxide dismutase
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B 3 ml/min) (B n44 A58 AR 72 At . 10843 )
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F & (EIAEZE , CSB-EL022397RB) #11 SOD2 ELISA i,



+ 694 B R BRI Z 3R (AR 2013 4F 1 A% 7 #2552 #]  Chin J Clinicians ( Electronic Edition ) , January 15,2013, Vol.7 ,No. 2

Fl & (EINAESE | CSB-EL022398 RB) #4746

SOD1 1Y ELISA KB ER . (1) 150 & ke - 73l
BRI AL FRIAREAR L , AL A3 S s v i Bl A AR AR
100 wl,iRA)EF37 CIRE 2 h; (2) Rk BT, 4
U ZEFRCHUANE 100 wl, B FFisRIl 37 °C iR
B 1 h; (3) F AL BT, Ptk 3 Wk B RER
AR IC R AR TAEW 100 1,37 CAF 1 h;
(4) FFLALNIBAR BT, B 200 wl/fLBAR Ak
M2 2 min T, TE 5 0 (5) IKFEFLINEY A
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TR 50w, &b 5 (6) W 20k Ja 5 min N FH
FRAAER A 450 nm A FLIE R (OD) fi., PR E
SOD1 () ELISA 20 £ Ui B 45 LABR 7 5 09 9 B2 A 9h Ak
B (RPECA AR ) , OD B R A A A ( X EARAR ) |, 26X 5k Ak
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SOD2 Ky ELISA RAL5 . (1) ¥ BEbRA I | % —
A3 IR BEL IR 5 B AR v AR IR 45 1
FU, BEFLINAKH B ARV S 50wl HEGs 45/ K I L 1 4
TNRFI AR A 50 wl; (2) AL ABESS &9 TAER
50 wl, 15, B 37 CIRE 40 min; (3) T T¥eMR FE%s
WA, B4 5 URHAT 5 (4) BALIIR I 90 pl,
P72 ,37 CHE w4 20 min, FEFLINZ 1L 50 pl;
(5) FRGEFRY B 450 nm &1L OD i, FHRE
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b B2z BRI (18] 2) s #E AP RV EE 5 OD {&
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90% 95% .100% ) i /K , FiE B (oK S —H o8 —
HOR T ZHR D) IR A RS 2 0 4 pum
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®2 A EEAL SODI {EMEHA (ng/ml,x +5)

2057 1 d(n=4) 2 d(n=4) 3d(n=4) 5d(n=4) 7 d(n=4)
SH4 8.61 £0.09 8.64 0. 07 8.68 0. 04 8.60 £0. 05 8.70 0. 08
VR4 10. 32 0. 66° 8.88 +0.39" 8.30 +0.18" 8.29 0. 16" 8.31 +0. 12"
P 9.66 +1.69° 9.50 0. 60° 8.95+0.60° 9.49 «1.11" 8.92 +0. 84
T HMNEE . 551 R, "P<0.01; 552 R, P <0.05, 4A .5 SALHE,P<0.05;5 /R 4 HE,'P <0.05
x3 UG BE4L SOD2 TETE AL (pg/ml,x )
4151 1d(n=4) 2d(n=4) 3d(n=4) 5d(n=4) 7d(n=4)
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P 61.05 +3.29 64.14 +4.30 62.86 1. 67 62.76 +1.41 61.60 +1.85

.5 S, P <0.05
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3d 0 0 0 0 12
54d 0 0 0 0 8
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<0.01

3. BREHLURIIE R B B4 UL 52 ek
A5 (1)S IARSEH | RESH 7 KB FEAL ML ITLEH
T R R e M MR E R (B13), (2)V/R
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PO S, LR RIAM T 100 e 136822 TER |

ARYR S 5038 36 G I e D RE T4 A i 2 2
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25 BRI RS LS P E By RS N AT LA
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