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Abstract ; Objective  To study the expression and effect of macrophage inflammatory protein-2 ( MIP-2) in
liver injury induced by ischemia/ reperfusion (1/R ). Methods  Thirty-two rats were randomly divided into
4 groups (8 rats in each group ) : false operation ( control ) group and 3, 9, 24 hours reperfusion group. The
expression of MIP-2 mRNA in hepatic tissue, MIP-2 protein in plasma, the neutrophil infiltration in liver
tissue and serum ALT were measured. Results  The expression of MIP-2 mRNA in the ischemic tissue was
significantly higher than that in nonischemic tissue ( P < 0.01), and was significantly higher in 9 hours
reperfusion group than that in 3 hours reperfusion group ( P < 0. 01 ) ; significantly higher in 24 hours
reperfusion group than that in 9 hours reperfusion group ( P <0.01). The level of plasma MIP-2 protein ,
the neutrophil infiltration in liver, the degree of liver injury had the similar changs of MIP-2 mRNA. The
expression of MIP-2 mRNA in liver ischemia tissue and the level of plasma MIP-2 protein had positive
correlation with neutrophil infiltration in liver tissue( P <0.01) . Conclusions  The results suggeste that
MIP-2 , one of the neutrophil chemotactic factors, plays an important role in the liver injury induced by 1/R
in rats.
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I/R3 h 8  0.591+0.075"%  0.217 +0.031 70.500 +35.753D% 29.625 +18.408" 78.986 +0. 445"
I/R9 h 8  0.836+0.047V%  0.286 +0.080" 109.375 £17.792 VP 36.125 +13.809" 115.937 +6.6791%
I/R24 h 8  1.275£0.229V3Y (.294 +0.091" 269.875 +18.696V234 47875 +13.85112 212.919 +55.474V23

E: D) SERFPARARE P <0.01;2) 53 h HHAE P <0.0133) 59 h AL P <0.0134) SR A A P <0.01

3 i

JFE T/R B0 50 WA B Be, FEEE 1 ~ 3 h i
W — BB EEEE4~24h HE—HE . R
B 3 % Kupffer 40 g 38005 5 B A 1A i 2 45 A R,
J U0 5 P e e 2 B R ) AR 523 BA
% TNF-o 258 2 Ak B 7 5 S o 4 o 40 i 1t 1
FAEE T8 o, B Ay K 5, B BUR 54N, o
V. 5% 8 1A B 7% 2 R RE 0 e BT, MIP-2 2
Hop— A p 53, e B2k B v A0 L % a0 e & Ak
B8 40 I 7 A1

A WE 545 B oR, 76 K BBk I AT 41 21 MIP-
2mRNA B Kk, @ TAR B m 414, 15 I/R &4
Hi MIP-2mRNA #5555 3 ik, H B 0 0w ) i %
KM@ (B P <0.01), I3 MIP-2 §% [1£ %
o 52 AR LS fk o T 240 HR Y R R 2 3R A T
ARG W B T, B MIP-2 48 fk
A (P <0.01) 5 M3 ALT 76 3 1 48 4 )5 1
IR W18 T, Ui MIP-2 78 I/R 455 bl
(9 AR . 75 Lentsch ™ By BF 5% b, /N BUITF 1I/R 1
Ui liF 4140 g MIP-2 mRNA 3 3k JF %, Fl MIP-2 $i
R AL PG , B R TP S B 45 o Colle-
wi 4 GE s T R 2684k N 7 ENA-78 £E K Rl I/R
50 o R R R R . AR OSSR S
ARG R A AF . O T MIP-2 fiff v Mk 4 i £k i AL
i, A BT A g MIP-2 A LI o B A £ A8 B R
20 I b A e s, PRI 38 T M I A 9 B2 A i AN R
R A0 S B0 A PR T . 56 T R M R 40 X T 4 40 B
Ci B AL AT RE A - (1) I B9 T ok 40 S AT DL RR i
1 R R 1 DL IR 44T (2) SO Y P R
20 L B RO £ 46 MR S, A ML TR T L A 2R DO 0% R

SE AW A A R, B R A BB R R FE TR L
ML 5 (3) TEH A v 1k 40 0 46 250 728 T A fig i i 4
SUP B A0 I8, £ A5 TF S2OIR B, S e R
KL 08 A T AR W RE 0, K T AE B A I A R
F 3% 2 5 (4) WG B9 b MoK 20 I 58 o T 4n i 3R T &
3 R DI e T ) T R o A ) U S 1
If] () 6 O o

AWFFE RN, MIP-2 7E R R I/R J5 0 @ & ik, 18
I/R 5 05 o 5 250 B AR o A BE 5T AT RE b B iA
JIF 1/ R 45 55 52 4368 119 8L A0 07 3%

5 % 3k

[1] Lentsch AB, Yoshidome H, Cheadle WG, et al. Chemokine in-
volvement in hepatic ischemia/ reperfusion injury in mice : Roles for
macrophage inflammatory protein-2 and kupffer cells[ J]. Hepatol-
ogy, 1998, 27(2) :507 —512.

[2] Colletti LM, Green ME , Burdick MD , et al. The ratio of ELR + to
ELR- CXCchemokines affects the lung and liver injury following he-
patic ischemia / reperfusion in the rat[ J ]. Hepatology , 2000, 31
(2):435 -445.

[3] Calkins CM , Bensard DD , Shames BD, et al. TL-1 regulates in vi-
vo C-X-C chemokine induction and neutrophil sequestration follow-
ing endotoxemia[ J]. ] Endotoxin Res,2002,8 (1) :59 - 67.

[4] Colletti LM, Kunkel SL, Walz A, et al. The role of cytokine net-
works in the local liver injury following hepatic lIschemia/ reperfu-
sion in the rat[ J]. Hepatology 1996,23(3) : 506 —514.

[5] kg R4E w5 Bl RLEES -2 AR
ST R M S B 23k [T ] A i 5 B A % 7K, 2001, 22
(2):91 -93.

(6] kA, sk &, B WG an i 5 M 8 - 2 78 IE Bl 739
B e e [T ], A B % A 8 BB % 5 G R 43 it
2002,22(1):98 -99.





