.70 - EBEFRFRE 2015FFE24 % FH1H J REG ANAT OPER SURG, 2015, Vol. 24, No. 1

BHYEE A IE [ F- o T A0 B2 S R 1 T3 A 28 76 80 52 AT AR R I B S E R RO 1E

;PR &R B HAE (LI AR ER S AN SR L £ 05005152, A AR EE g
gb 3L FI5PE 05005153, 374045 A R EEBERRBERE 16 1% 050051)

(# ZE] BM UFHCRAMEUEIRIER F-o(TNF-o) F4b 355 SR F 6 i 774k 35 95 o 5y 326 %o 9 8 R BT U ke AL P 3 483
(IRD) AVERIRCR , JFRR AT TNF-o T0040 342 R BRUFIE IRT 4L . 53E ¥ 40 B Wistar KEENLT 4 A R TF-AR4L(SO
2H) AT IE B iffe 5 I+ — A5 B30 ; e i FRE T 20 (TR 2H) SR JT Pringle” s I BHITIFT] 30 min, TR T 6 b Bl HiAb#EZH (1PC 4H )
K F Pringle’ s JEBHIBTAT T 10 min, FFEL I 10 min, Jb/5EAER] IR 41 TNF-o FiALEEZ] (TPC 41) , R 7 30 min 457 TNF-a 1pg/kg
JE P 33, WSS 4 VE ) TR 20 G U I 37 45 P 4 2 ( ALT) A B 20l ( AST) |, SR A e 4l Ak 2= il Bel-2 22 11 il NF-kB p65 2
FFRIRTH0L, LI T35 50 (AD) , 558 IPC 4135 ALT  AST 7K (316.4 £90.6) U/L. (316.4 +90.6) U/L, TPC 41K
(336.8 £79.4)U/L(392.7 £109.3) U/L, 5 IR 21 (642.8 +149.3) U/L . (730.6 +103.0) U/L A B B, P <0.05 Z R4 51t
2T AR T 3E 4 AL 7E IPC 20 (4.36 +0.88) 1 TPC 4 (4.94 +2.04) B BREIL, 5 IR 20(9.48 +2.42) [b4:, P <0.05 £ 534
B2 S P 2P Bel-2 25 1 FHPE SRR TPC 41(62.30 +9.20) A1 TPC 41 (60.99 +6.30) FHi& , 5 IR 41(11.45 +11.97) l#k, A
BEMEE R (P <0.05) ;NF-kB p65 [H1:FEA7E IPC £ (31.56 +4.85) Fl TPC £H (32.80 +5.30) B @K, 5 IR 41(68.33 +6.07) [,
BOAREEZESR(P<0.05), FREIHRIRTE IPC 405 TPC 48], 22 5 LG i #= L (P >0.05) . £5i& R TNF-o Ak 38 5 Gt
I T4k AT A R BRUFFIE TRT RO — 3, TNF-o A #3E 5 4 ) NF-kB p65 2 [ 33k G M TR Bel-2 R FRE R T
K EUFHE IRT,

[ REBIR ] JIFIE ; Bl i PR R4 495 5 IR IR IR T~ 5 Bl 1l T4 34

[HESZS] R36;R657.3 [ X#HRIREL] A [XEHS ] 1672-5042(2015)01-0070-03

Effect of tumor necrosis factor-alpha preconditioning and ischemic preconditioning on hepatic ischemia-reperfu-
sion injury in rats
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Abstract: Objective To compare the effect of TNF-a preconditioning and ischemic preconditioning on hepatic ischemia-reperfusion
injury (IRI) and investigate the underlying mechanisms of TNF-a preconditioning. Methods Fourty healthy male Wistar rats were random-
ly divided into four groups which were Sham-operated group (SO) ,ischemia-reperfusion group (IR group:produced by total inflow occlusion
for 30 min) ,ischemic preconditioning group (IPC group;induce with 10 min hepatic ischemic and open 10 min before IR) and TNF-o pre-
conditioning group ( TPC group :intraperitoneal injection with 1 wg/kg TNF-a 30 min prior to IR). The sample of blood and hepatic tissue of
all groups were taken after experiment. The protein levels of NF-kBp65 and Bel-2 in the hepatic tissue were detected by immunohistochemis-

try. Results There was significant difference (P <0.05) between IR group and IPC group,TPC group on the level of ALT,AST and the
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expression of NF-kBp65 and Bcel-2, apoptosis index in hepatic tissue. There was no significance difference (P >0.05) between IPC group and

TPC group. Conclusion TNF-a preconditioning decreased the intensity of hepatic IRI,just as ischemic preconditioning, by induces an de-

crease in the NF-kBp65 expression and an increase in the Bcl-2 expression.

Keywords : liver;ischemia-reperfusion injury ; TNF-q ;ischemic preconditioning
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