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The experimental research on the protective effect of SD rats’ liver transplantation reperfusion ischemia-reperfusion
injury(IRD) after GW3965 activation of liver X receptor preprocessing
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To study the protective effect and mechanism of SD rats’ liver transplantation reperfusion ischemia-reper-

Separated Male SD(Sprague-Dawley) 70

Abstract: Objective
fusion injury(IRD) after GW3965 activation of liver X receptor preprocessing. Methods
rats into 3 groups which were sham operation group (SO group, 14 rats) , orthotopic liver transplantation group (OLT group, 28
rats) ,and GW 3965 preprocessing group(GW 3965 group 28rats). The levels of serum transaminase, plasma inflammatory factors
(TNF-«.IL-1) , the changes of hepatic pathology and inflammatory factor mRNA ,and the activities as well as its expressions of NF-
kB in hepatic tissue were observed,after the operation. Results After 6 and 24 hours perfusion, the levels of plasma inflammatory
factors was expression.serum transaminase, the liver pathological injury degree and the activities as well as its expressions of NF-xB
in OLT group and GW3965 group were higher than those in SO group. While after reperfusion for 6 and 24 hours, the levels of ser-
um transaminase, plasma inflammatory factors expression, the liver pathological injury degree,inflammatory factor and the activities
as well as its expressions of NF-kB in GW3965 group were much lower than those in OLT group,there were obvious differences
(P<C0.05). Conclusion After GW3965 activation of liver X receptor preprocessing,the activities of NF-xkB and the emerging of
downstream inflammatory mediator factors are reduced effectively and protect the liver after the ischemia reperfusion.
liver X receptor
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1.1 Kk Mtk g RE R Sprague Dawley(SD) KB 70 H ., ik
BRI 7E (85+3)d, H: SD Kk FU7E 200~220 g,
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Millipore 24 ] 2 4t - Milli-Q 8 2l /K il £ & 48 s 4= A 8l A k40 #r
{X-CX7,Beckman, USA,

L3 ik BT ARA SO 4,14 H) GW3965 il ib FH 41
(GW3965 41) MFEALIF B A AL (OLT 4D #4145 14 XF. AHi



e 2238 E Rt E ¥ 2275 2015 42 8 A % 36 %% 15 8  Int ] Lab Med, August 2015, Vol. 36,No. 15
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FESY BRI E T+ 4R B W0 R R B A B S 6,24 h
OLT ZHH GW3965 21 418 B i JIF 52 /8 U 171w Ik L 398 0k 2 1Lt 79
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E G B G g5 A AL 2R SR I NF-«B/P65 Ay K35,
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0.05 N EFHGIT¥E L.
2 &% S
2.1 HFThBEREEIE408  FEVETE 6.24 h 2 P A ALT.AST
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OLT 2 907.2498.2  786.64=86.5 1 024.32108.7 834.4E87.6

. P<<0.05,5 OLT 4 L% .

2.2 JFHLBURMALROEEL Suzuki P4 5 AT R A 2 AR
AL 15 bR A L, GW3965 FEAR R BE b ] LAk 2 JF ik 552 )5 440 Jifg
AR S BT 20 A A 150, DL I 1 OO G B A 36 2 2 A 35 ) R il 2
TV SRR ) 5 60 JT 200 JH0 0T 52 P B 40 O A1 A AR 1) £ 4 4

FT Suzuki PEA 540 A, B HG KR D 6 h g 3
Suzuki ¥ 43 7443 43 91 4 SO 41 (3. 20+0. 23) 43 ; GW3965 4]
(9.7140.3D 4 ;0LT 41(14.090.60) 4.

2.3 [yEHEEE 6.24 h M d TNF-o IL-1 5K AR 58
BB MR 6.24 h B TNF-o IL-1(T £ s) fH, N 5E 2
HHR LB A, TNF-o IL-1 48 £k {5 7K - 34 2 A o) %
fiff—20hY . 76 6 h 35,24 h 9% 76 GW3965 41 19 R A+
TNF-o.IL-1 /K EBHBAEF OLT 4. 4l L i 2 A G it 2% &
SL(P<C0.05),

x2 HBREKSELRETSO6.24hMEHH
TNF-oIL-1 7K 3 Lk %5 (pg/mL)

TNF-q 11
205

6 h 24 h 6 h 24 h
OLT £ 276.4+22.5  228,7435.0 212.8+314 20444262
GW3965 41 131.7£16.3" 114.8+15.9*  122.518.7"  94.9+17.9"
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