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WE: BH BT RRIE S B 5 A O 5K Gl B i R BT BUFHR G R R . ik 5K % 48 Kb
PO AR T AR (SO 4) B FRETEZH (IR 4H) R 02 (HO 1) ey S0 R 1M AR B2 (HI 20) L fE4 12 H ., SO
HERALT AR W EE R EPK(SMA) IR ZHE A BHBT SMA 60 min, 313 120 min; HO 2H X A 7EFHLIKT SMA 60 min
FIFFHETE 120 min 2 72 p B A S0 s HI 252 G T BELIBT SMA 60 miin J5 , P98 1 Gy ol 0 Jk i A oo S0, [ R4
3 AMIEERAY 30 s FEHIEVE/30 s BELIBTAY BRI IS AL . FHEVE 120 min 5 R4 45 20 5% S g i i Bk i S 3843/ i 2R
2R MR R SE R -0 (TNF-or) LAY 3R (L) -10 N B R B S OBl (ALT) R A SR SRR Il (AST) KA 75
FOKF, WE ILTE KN AR AN 8 (MDA 7 it B B o 2L 0 (MPO) 8 S8 AL W) B AL (SOD) 1 14 , Chiu 6
VT3 AR I R EAR 5 1 B0 , 200 P B T WL A TR R 07 %, S e 21 S0 2 LR IF ALV A% TR T B (NF-kB) p65 g3
Bo R IRAZRRMTEH TNF-o IL-10 N TEZKF 2 5 T SO 41 (P <0.01) sHO 4181 HI 21 R i 7 H TNF-ar
PR KT B ELT IR 41(P <0.05) s HI L Z A il 3 TNF-oc, 4 35 /K F i L F HO 41 (P <0.05,P <0.01),
HO Z1A HE 55 1L-10 K38 @ 1 IR 21 (P <0.01) ,HO ZUA HE 215G 1L-10 K-F Hu2s 5 o4t
RN (P >0.05) o IR 4I5 AT MPO & #EH1 MDA JKF- 37 T SO 41(P <0.01) ,HO 411 HI 415 % 1L i
MPO J5P£F1 MDA 7K KT IR 41 (P <0.01) ; HI 41 Z A ML3E H MPO 7 14 F1 MDA /K i Ik F HO 41 (P <
0.05,P <0.01), IR 2 R ILiE SOD 1E M B 2% T SO 41 (P <0.01) ,HO 411 HI 415 fu i v SOD i M i 25 &
T IR 4 (P <0.01), H HI HZ AT SOD {1 .34 T HO 41(P <0.01) . IR 41 HO 451 HI ZH R G kA0
W32 & T SO 4 (P <0.01) ,HO A HI HE SR RS T/ KT IR 4H(P <0.01) , HI H K S R 1
P4 LT HO 41(P <0.05) o IR ALK G/ MAREIEALIZ T MPO i P MDA 7K i 3 % F SO 41 (P <0.01) ; HO
LR HT 2058 G/ N R 2 rf MPO 35 #E A1 MDA JKF- 835 IR T TR 41(P <0.01) s HT HE S/ N B R L 2L MPO
PEF MDA 7K i K T HO 41 (P <0.05) o IR HEAR/NHFIRA L H SOD I 1 2 ZF (KT SO (P <0.01) ;HO 44 ,
HI A1 SOD G M 2 5 T IR ZH(P <0.01) s HI H 5 /M BB ZH 2 rh SOD 1 ¥ i % % T HO 41(P <0.05)
SO HE GG TCA R RE AL, IR 2 5% G Tk 40 14 B4 13 % 100. 0% , HO Fl HI 28 5% 5 JIF ik 40 14 B (0. % 24 )y 83.3%
HO A1 HI 21 Z S AT AEAR B B 02 R 5 IR 41 HL 2 S RG24 L (P >0.05) o IR 41 HO 41 HI LR G fiF 4141
NF-kB p65 P4 Fek 38 T SO 4 (P <0.01) , HO 2 Fil HI 20 5 % IF 4 414 NF-kB p65 PP %635 8 T IR 241
(P<0.01) ,HI HERIFLHLIN NF-«B p65 FHTER K 88T HO (P <0.05) . IR L ARFHLH MPO i ¥ 1
MDA (ALT AST 7KF- it 2 /& T SO 241 (P <0.01) ; HO ZH 70 HI 21 58 SR JF 414 MPO & 1 J2 MDA (ALT (AST 7KF-473 i
FALT IR (P <0.01) s HI ZHZE L MPO 5 PE & MDA (ALT (AST 7K - K T HO 41(P <0.05) . IR 45
TP LR SOD 7 B KT SO 4H(P <0.01) ,HO £H A1 HI HZE R fiF4H 2R SOD i B 2w T IR (P <0.01);
HI 21K SRS rp SOD 16 14 25 T HO 4H (P <0.05) , £5I1& i 0B A5 BR M5 Ak ST LASl 2 M e ot PR 15 1
& L

SRR AR BRI Ak B 5 g e P AR A 5 T
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Protective effect of hyperoxic solution combined with ischemic postconditioning on hepatic injury in-
duced by intestinal ischemia reperfusion in rabbits
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Abstract: Objective To observe the protective effect of hyperoxic solution combined with ischemic postconditioning
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(TP) on hepatic injury induced by intestinal ischemia reperfusion in rabbits. Methods A total of 48 rabbits were randomly di-
vided into sham operation group( SO group) ,ischemia reperfusion group(IR group) , hyperoxic solution group ( HO group ) and
HO +IP group(HI group) ,with 12 rabbits in each group. The rabbits in SO group were treated with exposing superior mesen-
teric artery( SMA) . The rabbits in IR group were treated with SMA interruption and 120 minutes reperfusion. The rabbits in HO
group were treated with hyperoxic solution by intervenous drop infusion in the course of 60 minutes SMA interruption and 120
minutes reperfusion. The rabbits in HI group were treated with hyperoxic solution by intervenous drop infusion before reperfu-
sion, at the same time, three cyclical reperfusion(30 seconds) and interruption (30 seconds ) were performed. The arterial blood,
venous blood, enteric and hepatic tissue were collected at the time of 120 minutes after reperfusion. The levels of tumor necrosis
factor-a( TNF-at) , interleukin-10 ( IL-10 ) , alanine aminotransferase ( ALT ) , aspartate aminotransferase ( AST ) and endotoxin
were detected. The level of malonaldehyde (MDA , the activity of myeloperoxidase ( MPO ) and superoxide dismutase (SOD ) in
enteric and hepatic tissue were detected. The intestinal mucosae injury was evaluated by Chiu-6 standard scoring. The bacterial
metachoresis rat was observed by germiculture. The expression of nuclear factor-kB(NF-kB) in hepatic tissue was detected by
immunohistochemistry. Results The levels of serum TNF-a,IL-10 and endotoxin in IR group were significantly higher than
those in SO group( P <0.01). The levels of serum TNF-a and endotoxin in HO group and HI group were significantly lower
than those in IR group( P <0.05). The levels of serum TNF-a and endotoxin in HI group were significantly lower than those in
HO group(P <0.05,P <0.01). The IL-10 level in HO group and HI group was significantly higher than those in IR group
(P <0.01). There was no significant difference in IL-10 level between HO group and HI group( P >0.05). The serum MPO
activity and MDA level in TR group were significantly higher than those in SO group(P <0.01) ,the serum MPO activity and
MDA level in HO group and HI group were significantly lower than those in IR group(P <0.01) ,and the serum MPO activity
and MDA level in HI group were significantly lower than those in HO group(P <0.05,P <0.01). The serum SOD activity in
IR group was significantly lower than those in SO group(P <0.01) ,the serum SOD activity in HO group and IR group were
significantly higher than those in TR group(P <0.01) ,and the serum SOD activity in HI group was significantly higher than
that in HO group( P <0.01). The intestinal mucosae injury score of rabbits in HO group and HI group was significantly higher
than that in SO group(P <0.01). The intestinal mucosae injury score of rabbits in HO group and HI group was significantly
lower than that in IR group( P <0.01) ,and the intestinal mucosae injury score of rabbits in HI group was significantly lower
than that in HO group(P <0.01). The MPO activity and MDA level in intestinal mucosae tissues of rabbits in IR group were
significantly higher than those in SO group(P <0.01). The MPO activity and MDA level in intestinal mucosae tissues of rab-
bits in HO group and HI group were significantly lower than those in IR group( P <0.01). The MPO activity and MDA level in
intestinal mucosae tissues of rabbits in HI group were significantly lower than those in HO group( P <0.01). The SOD activity
in intestinal mucosae tissues of rabbits in IR group was significantly lower than that in SO group( P <0.01). The SOD activity
in intestinal mucosae tissues of rabbits in HO group and HI group was significantly higher than that in IR group(P <0.01).
The SOD activity in intestinal mucosae tissues of rabbits in HI group was significantly higher than that in HO group ( P <
0.05). There was no bacterial metachoresis of hepatic tissue of rabbits in SO group. The bacterial metachoresis rat of hepatic
tissue of rabbits was 100.0% in IR group,while the bacterial metachoresis rat of hepatic tissue of rabbits was 83.30% in HO
group and HI group,but there was no significant difference in bacterial metachoresis rat of hepatic tissue of rabbits in HO, HI
and TR group(P >0.05). The NF-kB p65 positive expression in hepatic tissue of rabbits in IR group,HO group and HI group
was significantly higher than that in SO group(P <0.01) ;in HO group and HI group it was significantly lower than that in IR
group( P <0.01) ,and in HI group it was significantly lower than that in HO group(P <0.05). The MPO activity and the lev-
els of MDA, ALT, AST in hepatic tissue of rabbits in IR group were significantly higher than those in SO group(P <0.01). The
MPO activity and the levels of MDA, ALT,AST in hepatic tissue of rabbits in HO group and HI group were significantly lower
than those in IR group(P <0.01). The MPO activity and the levels of MDA ,ALT,AST in hepatic tissue of rabbits in HI group
were significantly lower than those in HO group(P <0.05). The SOD activity in hepatic tissue of rabbits in IR group was signifi-
cantly lower than that in SO group( P <0.01) ,the SOD activity in hepatic tissue of rabbits in HO group and HI group was signif-
icantly higher than that in TR group(P <0.01) ,and in HI group it was significantly higher than that in HO group(P <0.05).
Conclusion Hyperoxic solution combined with IP can relieve the hepatic injury induced by intestinal ischemia reperfusion in
rabbits.

Key words: hyperoxic solution;ischemic postconditioning;intestinal ischemia reperfusion injury ; hepatic injury
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figy ke 1fiL T3 1 51495 (ischemical reperfusion inju-
vy IRD) 7/ FIRGY A5 AR 5 O Il D REAS 42 S/
o R ML s BRI A o P T A Y R AT L
5 R R Bz 200 VR e 0 6 T e i e e o 2
RESZA0 S T8 R 1 RE R O, 51 4 B RAKE U
LRAAE I8 T LA U 0, AT 1 0 58 i
FERP fEx— i B R A R A
BRRBHLGE, mARE —FEA A T
EAAIRYT A R R AR, P DASE S By
U S TS L AU Tk, TR E—E ) T IE R
TR, FEE S T AR e A MUBAEER , 3
HAVER A, PR PRI BT 32 58 77, W AR AR
1) ZH R M A 4, 8 07 FH T J RS A % e i e 444
Hiids (e BF 58 Bl 1 5 &b B (ischemic post-condi-
tioning , TP) J2 45 7 (I 8] f5k 1fiL 7y 2H 2R Bt B 0 1
A T BV 220 SR BB A e 1) PR /AR L 2 5 PR
SIEH T, R B AL B IR E 19
AT B, A F) ) DR AP 15 It 30K 15 0L 0T 55 o 8 B
) R A0 ol BOAR BB BRSPS . HRTAD
XF WA AT ZIN G TR GAr 4 FH i A 4, A<
WFSE AT I = ORI & TP T K e IRT ACHY 5%
WFHO /N BT G R4 7 T

1 W5

1.1 SRIEZM (A 48 il £ ¥R it
bR MEREA Y AR BTEE 2.5 ~3.7 kg, TR
SRR SR B O R R, A KR S0, 0% ~
55.0% , =R (18.0 4. 0)C, A E R H R
1, FRHERCE, H I POK, RETAE R 12 he S2E0 3K
HAEHT S BB — MR BE B AR T2 D S, 52
Rrd A O T35 17 SR s W) i 98 S PE B W) 1Y
ME o

1.2 FZRFRMEF  NFERBCH R uln &l
H 3E[H Sigma 2\ &), I8 PR HE A F--ou (tumor necrosis
factor, TNF-o) . [H 4 Jifi 41 Z-10 (interleukin-10, IL-10)
FraGR G B AR Y TR PR R, 9 (ma-
londialdehyde , MDA ) | 88 15 48 1£ ) i ( myeloperoxi-
dase , MPO) FlIi#8 E AL Py 15 £k it ( superoxide dismutase,
SOD) AR & 5 R 5t g A W) LR 5 T, B
TFEME-EYEE AW (strept avidin-biotin complex ,
SABC) g 2HAU L =10 & W B AL s b A2 i A= 9
BARA PR A, SR PTK A H 5 «B (nuclear factor
kappa B,NF-«kB) p65 I #itllij § Santa Cruz; GY-1 B &
SR BT IR U A 782 A BT A A R A
1.3 SEHHFHE HBEMAEREIK 500 mL /£h
FER W 2 A I GY -1 B i 4 B TP ARG 9 7 AU

Fri AR TR, T8 5 G B A K s, BRI
A%, B R R TR 9K 7, (o4 3R K 8 ol e 4T, I
PRI 53 BT ¥ 0 A5 95 4R AR A 400 2 (20, 2
0.4)kPa, /58 )5 & 53 ik 5] (106. 2 £7. 8) kPa, 34~
BC il AR AR A LA SR B 52 IR A

1.4 el BEEIRBET RERKTE,
H ki 430 g - L7 E %44 30 mg - kg™ ik
fie A RME E (AR A X) o SUERIE D) I, e h
BRI 4 i 4 ) A SR , e S 2
WK o W HLE B fE BUE A E ) 1 7 E h L B 81
ZRF 2 em 2 TAE6 em KA, K i 9 E 2 7
¥, JE 304 B 113 20 B S ko s R
ik (superior mesenteric artery, SMA ) , £ SMA 2
M AEREBE W /NS BRI e, WAL 2 min, 774
FE SMA ML it C g BT, et B, I8 TeHi 8l ), 5%
AU, M . 60 min J5 TR , 19T 3h ik
Je WAL SMA LA R i BE AR £T, if A 4 Bl B AF
PG I 5 Ay sl S (AU S P B 1 32 2, PR T
2 h g BT IRARAS . 3l i P i 3 A
SRR AT P A R W A R AR N S
A, REG T 0] A B0 B SMA, LA s oK IfiL
- B R

1.5 SRIg4yé4R 48 JURKBEHL Y Iy 4 4, 44 12
Ho IBFARA(SO H) AUTITIEA, 7385 SMA Ak
PA] 5 St ML P 4 (TR 4) < BHLIBT SMA 60 min 35 i /)s
JorHIfL, SR J5 ¥ I 3 ok e Pk 52 it i, T R O
120 min 259 S0 5 A 41 (HO 41) : 76 BH KT SMA
60 min FIFRIETE: 120 min AL 20 mL - kg™ - min ™!
T EE I A\ R AR, FEARARAE ] TR 4 5 i S TP
H(HIZ) : TIEH] SMA 60 min J5 , T FRETTTF 46 0
PA20 mL - kg™« min "R R A = SR TR
HEFT 3 AR 30 s FEHETT/30 s BHITAY TP, G
]2 3 min SRS HFSEHETT 117 min J5 4500505,
1.6 #RARRE ZFKARIEFHED 2 h 5, fE W IRE
N HEFITIE AL BT IO 3 3 ki A0 b K I
%S mL F5 IR T mL [T BRI , SR FH 5 70 5 ) 2R
L B BT LI PP 200 TR Y B 2R A s e A
B, A S INE , 4x S AE YA o A SR I 3 b
N R 2 £ 5% #2 1 ( alanine aminotransferase, ALT)
KA R MR A I 5 4 i (aspartate aminotransferase ,
AST) /K- 5 S35 H TNF-a JIL-10 7K -3 5 3R
XA S THFEBR B 5 W RRF 2 , 77 A6 i Bt X0 A 1 )
FARlE. JCRHERAE T UIBGE N A AT H L,
— R TR B 4% FRE R IR0 [ 2 48 h, 22 i
KB BN S, VT4 wm A 8O R TR AR -
FHEL (hematine eosin, HE ) e (05 fi7y 86 I 451 45 742 B 4%
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Chiu 6 LIP3k 434 . — 80 ARG A
RSN 5 55— 5/ B AL 21 A= PR /K 8 3 1k,
T BRER I, FURARI T, B FERE A 2 A1
0.5 g, /3N A 40 CHEFREEZE MR 5 mL, 7E18 7K
RS HLAT%,3 500 1 - min T B0 1 min, B E
i, =70 C vKFORAF . R A AR AR bl 22 1 5 U
FE ML AL 2L 5] 2% v MDA 5 4, ¥ I % 4 AL g 30
Jr 0 2 I3 FIZHZL A0 rh SOD 3 1, be 6 il
I3 FIZH L 510 Hh MPO 61
1.7 SRALRUFERNTEHLEN NF-kB p65 Fik
Fie 8 SABC 37 vl B B A U 5 0 7 B
I 2K TR 3% H,0, Kk NI A AL S
it , i FEHTRAE S, LA M B, S 12 100 gl
M B S Bt K B NF-kB p65 —4t,4 C il & i m
WAEPLR =P, %0 SABC &), — A LA
O, ZE K BE R AR B, TRARKE S s K B
BR, AR Fh 22 il A0 T Hois & 158 DI v X Be
TR AR T 5T P S A 8 ) R R AT ey
FRPEAA, W% Frvh 10 S BA AR MR m A
BY 5 1 000 AN 20 e e 2 £ BH A 40 i 58 DA
1 000 >k NF-kB p65 ik BH % 458 %X ( positive in-
dex, PT) , - AT AHML AR5
1.8 ZEitsFabs® )i ] SPSS 19. 0 et kit 4T
G3HT I GORH AR = bRifEZE (x £5) 3R, Z4110]
H AR T 58 AL 09 B R 2R 07 22 3, P |E

BRI LSD %, P <0.05 N ESFA G o
2 #R

2.1 ZBARGKMEF TNF-o IL-10, = MDA
KERK MPO,SOD EMEREEWN  45RILE L, FRE
#2 hj5 , IR AE R MIEH TNF-o IL-10 , N7 2 K
THERET SOH, ZFARIT#E X (P <0.01);
HO 411 HI 21 8 S I35 o TNF-o , I Z K B 3
BT SO 4, HEFEMET IR 4, 2R EFHITFEX
(P<0.05,P <0.01); HI 415 % 1f 3% * TNF-a . P
BRI EMT HO 4, 2R A RIH#E L (P<
0.05,P<0.01), HO Z{F1 HI 40 K I3 H IL-10
KEPEZE®S T RA ZRAFSITEEX(P <
0.01) ; HO 411 HI 4 ZK S il i v TL-10 7K oA 2
ARG E XL (P >0.05), IR HERIME D
MPO 75 51 MDA 7KF- 1 3 5 F SO 4, 2 A 4iit
22 (P <0.01) ;HO 41 HI 21 Z A 1l 3 MPO
MR MDA /K- 2 3 5 F SO 41, (H B KT IR
WM, ZFHA 5= E L (P <0.01); HI 2 Z i
iE 1 MPO 35 4 F1 MDA /K7 8 K+ HO 41, % 57
B2 X (P <0.05,P<0.01), IR 41 .HO 4
FHI ZH 5 Sl i H SOD 36 PE i I T SO 41 (P <
0.01) ,{H HO ZHF1 HI 20 ZZ fe 1l 35 SOD & PE 44
EETF IR (P <0.01), H HI 45 %1l + SOD
IEPE R E S T HO 4H(P <0.01),

*1 FBHAR%EMFH TNF-o IL-10 MDA} FEKFERK MPO,SOD iF LR
Tab.1 Comparison of the levels of TNF-o,IL-10, MDA , endotoxin and the activity of MPQO,SOD in serum of rabbits in the

groups (xxs)
a5 . TNF-o/ IL-10/ NEEZE/ MDA/ MPO/ SOD/
(pg- LY (ng - L7h) (kEu - L71) (mmol + L™1) (U-L™YH (kU - L™
SO 4 12 1.16 £0.63 43.74 £10.12 0.17 £0.05 25.47 +6.18 1.45£0.37 29.73 +6.75
IR #4 12 3.53 +0.92° 67.38 £11.74° 3.12 0. 54" 49.75 +8.11° 8.23 +1.62° 6.32 £2.14"
HO 4] 12 2.34 £0.79* 81.33 +12.53 1.38 £0.23 33.94 +5.18% 4.23 +1.42" 17.33 +7.21
HI 4 12 2.05 +0.88%° 89.13 +13.26% 0.91 +0. 124 29.47 +4.76% 3.71 £0.73%% 22.37 +5.32%

.5 SO 4P <0.01,°P <0.05; 5 IR 4 4P <0.05,YP <0.01; 5 HO 4 L3P <0.05,'P <0.01,

2.2 IMNEFRRFERETRE MDA K EF MPO,
SOD FHMTH 68 T SO HE R/ MNaFhIES 5
W BB R RIBRY 5K IR 2 58 G /N i il e ]
WAL, TR 40K i B 2, R4 SR BRI %
AL AN 2, /DER T WA R B A J2 MR A5 5
HO ZH 1 HI 41705 i 766 B 9% 6 180405 7 B2 45 IR 4 U
B OHI 05 F2 B 4 HO 44%; ULl 1, IR 41.HO
2R HIT 20 58 % 66 B 403 43 3% 49 B 32 85 F SO 41
(P <0.01) ,HO 411 HI 4 5 i BB 153720 2
FALT IR ZH (P <0.01) 5 HI 21 5 % i 2 48 403 1F
r B EMT HO 4 (P <0.05) . IR HE S/ NG HiNE
ZH 2 MPO 35 P MDA /KF- 583 5 T SO ZH (P <

0.01) ; HO 41 HI H 5 S/ Na R4 2L rh MPO 1%
PEFT MDA /K-8 T SO 41 (P <0.01) {HE
fEF IR 41 (P <0.01) ; HI 4 e/ b4 4
MPO 75 P F MDA 7K i 2K F HO ZH.(P <0.05) .
IR 2H \HO 0 HI H K e/ Nm R 2L rh SOD 1
PR FKT SO 4H (P <0.01); HO 44 HI 2H KX i
1 SOD yEMES R Em T IR 41 (P <0.01) ; HI 4K
S NAFEA 2 SOD W& M2 = T HO 41 (P <
0.05); %2,
2.3 RAXRGFRFREFLNTRIFHLR NF-«B
p65 ik MDA 7Kk F & MPO 71 SOD & %R 4L
HEBET SO 20 K G i /N 25 44 52 8, I AR 51 4%
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3, IS PN R AR TC I v , S S (D B AE R, PN B2 40
TCIETE A0 TC AR PE IR FE 5 IR 2 R G i /s ik 254y
AGEEE RS ZE AL, A0 A AN AR R A
Az 4 R, AT ULV 1 PN R A, A T4 i
JURIRBE ; HO 2R HI 4 R AP SV B e A8 42 IR
AR, /NG540 ¥ 588, I ARCHES L AR 5, 1 I
PR AR 75, A AR T SR BE 0 U s DL 2, TC A
BEAET 3 O U 4L 21 JE AT 40 i B 37, &30 SO 4
TR IO R, IR 21 5 5 JIF IE 4 B A% 7
2100. 0% ,HO F1 HI 21 52 G i Ik 40 B A A0 3R 2
83.3% ,HO F1 HI 2 Z G T ME 40 7 #0252 5 TR 2
2 ST L (P >0.05) . MR IGFRES
IR FEME N RIGFFE B E AR, 5
NEP A AR R, IR 41 HO 41 (HI 41 K4 4141
P NF-kB p65 BHPEZR A 8 2= T SO 41(P <0.01),
HO 211 HI 4 KR ATF4 2N NF-kB p65 FH %k
BEMF IR 41(P<0.01) ,HI ZH K R LN NF-
kB p65 PHMEZA B E KT HO £H (P <0.05) ; WLIA 3
NP3, AR 2 h 5, IR AR R4 LH MPO jE
£ ]2 MDA | ALT | AST JK V- & 3 & F SO 41 (P <
0.01) ;HO #1701 HI 4 5 JF 4141 h MPO 3 1
MDA ALT AST /KA 8 Z 5 F SO 41(P <0.01),
HEEMT IR 41 (P <0.01) ; HI HE R4 4
MPO JEE Jz MDA (ALT  AST 7K - 5 2% F HO 41
(P<0.05), IR HAZEMRMFALIH SOD i i %
T SO 41 (P <0.01),HO £ 1 HI 20 5 % JHF 4141
SOD & PEIK T SO 41, H B & & T IR 4 (P <
0.01) ; HI 415 o JH- 41 21 SOD i 14 i 2% & T HO
H(P<0.05); W3,

A:SO 4;B:IR #4{;C.HO 44;D . HI 4],

1 BEI2hEREARZNMNGHEREFKE (HE, x
100)

Fig.1 Pathological changes of intestinal mucosa of rabbits

in each group two hours after reperfusion( HE, x100)

®2 FBARBNMGFRIREALH MDA X F . SOD fi MPO
E R RER S
Tab.2 Levels of MDA, the activity of SOD and MPO in

intestinal mucosae tissue, and intestinal mucosae injury

score of rabbits in the groups (x +5)
MDA/ Son/ MPO/ )
gkl n . . . RO
(pmol+g™")  (kU-g™"Prot) (U-g™" Prot)

S04 12 3.36:0.18  47.14£16.75  0.57£0.23  0.27:0.11
R4 12 17.72£0.21°  21.20£6.53°  2.5720.38%  3.57+0.47°
HO 4 12 6.13:0.41°  28.74+8.67°7  1.8220.88%1 2,77 +0.58%
HI41 12 5.67£0.89% 34.76+5.72"  1.63£0.40* 2.31+0.46%"

W5 SO 4 P <0.01,°P <0.05; 5 IR 4 [L4°P <
0.05,P<0.01;5 HO 41 kb4 P <0.05,

A:SO 2E;B-IR éﬂ;C:HO 2ﬂ;D:HI gﬂo
2 HEI2hEEEREHARREFHE(HE, x200)
Fig.2 Pathological changes of liver tissues of rabbits in

each group two hours after reperfusion( HE, x200)

b L BB A T
:.'4 ‘h".'.“(.",‘d'l'. ‘r..J
L " . Py
_ﬂ!_. >N 'O_‘!‘..,"_ AL
W Fo

»
'»
Oy s te g By 1N o N
1

A:SO 4];B:IR 41;C.HO 41;D .HI 4,

E3 B#E2h EEEAXREFALR NF-«B p65 B K&
(SABC, x200)

Fig.3 Expression of NF-k B p65 in liver tissue of rabbits
in each group two hours after reperfusion( SABC, x200)
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Tab.3 Comparison of SOD and MPO activity, NF-xB p65 positive expression,and MDA ,ALT,AST levels in liver tissue of

rabbits in each group

(xxs)

21 51 n ALT/(U - L°") AST/(U -L7")  MDA/(pmol - g=') SOD/(kU - g~' Prot) MPO/(U - ¢~ Prot)  NF-kB p65/%
so4l 12 44.25 £5.56 57.47 £6.12 37.18 £11.21 112.53 £27.16 1.27 +0.12 5.83+1.27
IRZH 12 138.52 £30.14° 118.38 +8.24° 77.13 £23.71° 44.15 +11.81° 2.04 +0.32° 31.32 £8.14°
HO4 12 79.34 £17.79% 77.13 £11.15% 63.91 £19.16* 64.47 £9.88% 1.63 £0.40% 17.33 £7.21%
HIZ4 12 67.25 +21. 88 68.41 £13.16 59.31 +13. 128 79.70 +14. 16 1.41 £0.37%° 13.77 £5. 13

V.5 SO 4P <0.01 ;5 TR 4 A" P <0.01 ;5 HO 4 4¢P <0.05,
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