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Markers of hepatic ischemia-reperfusion injury:a recent progress
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[ABSTRACT] Hepatic ischemia-reperfusion injury (IRI) is a critical problem of liver surgery,especially when comes to liver
transplantation. Presently., there are no effective measures for diagnosis, prevention and therapy of IRI,as the mechanisms of IRI
still remain unclear. This review summarizes several new hepatic ischemia-reperfusion markers related to cell signal transduction
pathway,including transcription factor STAT, HIF-1 and PPARSs, transmission factor MAPK, membrane receptor TLR4 and
PARs,and iNOS. Animal studies have indicated that IRI was ameliorated by activating or blockading these markers, which
might serve as targets for diagnosis, prevention and therapy of IRI.
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transcription, STAT)

STAT & —Fi fig 15 ¥0 E IR 4 X 45 57 DNA 45 & 19 i i
B F A T AR b I 2 R K B 45 A 1) SH2 R SH3
SRR, STAT BEME KI5 3R & BT 10 1 e s B0E B 1 I T8
AL S A g A RNk, HATOH 7

(Y BH] 2007-12-11 [#ZHH#] 2008-02-28
[E&E@N] HEALHF#H, 4. E-mail: xiacysq@ yahoo. com. cn

WFLB W STAT 05 1% 04 4% e B8, .55 STAT1.STAT2,
STAT3.STAT4.STAT5a.STA5L.STAT6, MWAWILEM,
STAT6 Fl STAT4 5 IR1 5145 & % V) K &, Shen % 7EHE
3 JHF I st o, K BRASE Y vh R B L #E STAT4 R BR (knok out)
(R B P IRT #5345 9 W 9 5% L 1 TNF-o/ Thl B 48 fi B8 7 1
mRNA K& ARIEW D I B HO1 9w &8 w4 18-
4 1L-13 (W27 A 8 (wild type) K BRI STATS6 iif PE i 1 & s
] I JF TRT 358497 sk 4, BRI B AN 9 STAT4 % IRT #3495 5 {2 i3
fEH, T STAT6 AT X IRT A2 & R ¥ 1E . 6/ IRT &
A g JE IR v, BB I Kupffer 4110 . P9 52 41 Mo e v R 41
MR R B4 B IR, W TL-1, 16, TIEN-y 25, th # 2
STAT 4y T I AR B STAT e i N i 56 8 1t % 3% 1 %
P AEW Lo RE™ , HUk, W REXs STAT 2 7 I £ L 80 fig
HEAT F 00,8 1T fig o8 JFF IRT 42 4487 (0 B v 485 it . n IR 75 3 4

* WA # (Corresponding author). Tel:021-25070854 , E-mail ; wmcong(@smmu. edu. cn



« 700 -

WP R 2008 4E 6 1,55 29 B

SERG 2 A0, B T4 9 M s TL-12 B4 A0S A
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& B9k 2 BT IRI B9 H 1,

2 KEIHEEEF 1 (hypoxia-inducible factor 1, HIF-1)

HIF-1 & ARSI 5 5 7= A 1 — 2 5 S R 7L e A
Mo &t & F B 4% [ N JG M ( hypoxia responsive element,
HRE) , #8 5 X g 4 40 45 {2 20 4 B 4= B X Cerythropoietin,
EPO) L& W B 2E K A F (vascular endothelial growth fac-
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3 AiES —& b | A B8 (inducible nitric oxide synthase,iN-
0s)
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4 TELYEEKIEEY I E S K (peroxisome proliferator
activated receptor, PPAR)
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5 BB 45 HIEE S B #ES (mitogen-activated protein ki-
nase , MAPK)

MAPK K& $5 ERK (extracellular signal-regulated ki-
nase) . JNK (c-jun N-terminal kinase) & p38MAPK — 4~ i
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7 R IEEZ (K (protease-activated receptors, PARs)
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B 4 i Kupffer 4 A (40 Y b 30k, Ay AT) e B0 30 2o o) sk i
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A T 500 3 A 910 1610 45 0, BLAE DA h IRT e B /PAR
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