SEERK¥ER 2010 E£F 35 5% 43 (Journal of Chongqing Medical University 2010. Vol.35 No.4) — 549 —

HBRIFGE 49 .0253-3626(2010)04-0549-04

Ko 7% B ot i Ak B O Bl B St L 3-8 3 35 s (958
W

FRELFTEAWLERM TS LE R B ENMEY
(1. ERERKFHBE —ERWRAE, TR 400016;2. TRER KHGH R LB SRHIE, FBK  400016)

Wij e LY

(# ZE]8 e R E M TRAL IR AR R SR AL BT A B Bk I PR U S B L o o7 o < S S R U B i B 0
MR, 75 2 SD K BUEEHL 5 %t B2 (Control group, CON £ ) B Ifil F-#E 73 2 (Ischemia reperfusion, IR £) LB fiL FAL FEEH
(Ischemic preconditioning group, IPC ) KR HEH (Allitride preconditioning group, APC ) KFRE Kkl BiAbEE (Allitride
preconditi oning and ischemic preconditioning group, AIPC £ VS, BH 15 B, FABMTARIG 24 h FEEHA X Etr4a, A
HE BMEFHLRBIEE . ME MR ESR (Blood urea nitrogen, BUN), JLEF (Creatinine,Cr) 7 & TBA € 7 — B
(Malonaldehyde, MDA ) 7 B | B I A B 5 0 < 8 S AL 4 85 {6 BB ( Superoxide dismutase, SOD )& ; o B 4L L& B 4R
KBt 53 (Interce llular adhesion molecule-1, ICAM-1)i{IFR% ., 4R :IPC 2 APC J5 HE Y EIR5E4 IR 48/, BUN (Cr MDA & B
# IR 4 TRE(P<0.01),S0D 1EMEL IR 4475 (P<0.01), B L ICAM-1 FikEE IR A FRE(P <0.01), AIPC L35 & AR
IPC B, APC . —4h AT B8 X5 (P <0.01). 2538 BRI Fi4 PRS2 Tl 4b B0 B ok o P 1A AR IPPE T, R4 LD 30
S St M P T U R AR AR B RME R, FTBE 58 1 T 8 ICAM-1 BB S BA .
(43 Mo i FiAk 20 B R SRt/ FERE 1 R UM ARG B 437 1, TR S R i g
(PEEHB 5 EESFES ]R699.2 [ STak#RIREg 1A [ ¥z#s B #8 12008-10-08

Effect of allitride injection and ischemic preconditioning on renal
ischemia/reperfusion injury in rats
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[ Abstract JObjective:To investigate the effect of allitride injection preconditioning and ischemic preconditioning on renal ischemia/
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reperfusion (I/R ) injury in rats. Methods: Rat’s I/R injury model
was established. A total of 75 rats were randomized into five

groups (n=15,in each);control group (CON), I/R control group
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(IR),ischemic preconditioning group(IPC), allitride preconditioning group( APC), allitride preconditioning and ischemic preconditioning
group (AIPC). Kidney tissue and blood specimen were collected from all groups 24 hours after operation. The changes of the renal
pathological morphology were ohserved by hematoxylin—eosine( HE ) staining,. The levels of serum creatinine(Cr) and urea nitrogen( BUN)
were determined.The levels of malonaldehyde (MDA) were determined by thibabituric acid (TBA). The levels of superoxide dismutase
(SOD) were determined by xanthine oxidase.Intercellular adhesion molecule-1 (ICAM-1) expression in kidney was tested by
immunohistoehemistry. Results : IPC or APC group had less necrosis in HE staining than IR group. BUN, Cr, MDA contents in IPC or APC
group are less than that in IR group(P<0.01). SOD activity in IPC or APC group is higher than IR group(P<0.01). ICAM~1 expression in
kidney in IPC or APC group is lower than IR group(P<0.01). After AIPC process, all indicators substantially differed from those only after
IPC or APC(P<0.01). Conclusion: Ischemic preconditioning or allitride preconditioning would protect kidney IR injury, and that the two
factor would have synergy in protecting kidney IR injury, probably by down regulating ICAM-1 expression.
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