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[Abstract] Objective To investigate the expression profile of macrophage migration inhibitory factor
(MIF) in serum and lung tissues of mice with sepsis, and to explore the effect of MIF antagonist ISO-1 on
sepsis in a murine sepsis model. Methods Sepsis was reproduced in 40 mice by cecal ligation and puncture
(CLP). Heart blood was obtained from 8 mice each at 12, 24, 36, 48 hours after CLP. The content of MIF
in serum was determined by enzyme linked immunosorbent assay (ELISA). MIF mRNA and protein
expressions in lung tissues of septic mice were assessed by reverse transcription-polymerase chain reaction
(RT-PCR) or Western blotting. Another group of 40 mice were selected to investigate the role and the
impact of MIF antagonist ISO-1 in septic mice. Results The content of MIF in serum was higher in septic
mice than that in sham operation group, and it peaked at 36 hours, and decreased at 48 hours, but still higher
than that in sham operation group (all P<C0.01). The MIF mRNA and protein expression in lung tissues of
septic mice were higher than those in sham operation group, beginning at 12 hours, and peaked at 48 hours
(P<0. 05 or P<C0.01). ISO-1, which was the antagonist of MIF, could elevate the surviving rate of animals
with sepsis (60% (12/20) vs. 25% (5/20), P<<0.05]). Conclusion MIF plays a role as a late mediator in
sepsis, with a high expression of MIF in serum and lung tissue. ISO-1 can elevate the surviving rate in
murine model of sepsis. It is concluded that MIF could be taken as a potential target of treatment of sepsis.
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1.1 TRHYRIERN. B HZEHE BALB/c
MR RE 23~28 g, HT REBEXXRFHY P
i o NBMIF 52 8 RS I 552 TR B 3 (ELISA) R &
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S ATER) B4 M R B (PCR)YEF & (KiE
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MIF #3i# ISO-1(#E Calbiochem 2 8)),
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BRI K HBRME. WRME MIF &8 2,4.8.16,
32.64.128 £, &R &K I 0 100 pl Fe R
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BAMS pl F—E TR ZEBF1hA
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REZBRIBPERERA, RPEREFRER
BEUY BRERNPRSEE TREELR BN L
FEHF, ML X R H AT TRWIro, o] eIk
HiE 3 7R AR R B U8 3 B i, B b — BB
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WA ISO-1 ERBREAER. ALXRPHIKEFED
B B4R ES 1SO-1, 4R B5R, /MR 10d FHFR
H 25% EF = 60%, 3 B 5W6 BRIA T BT 4E H9 i 1)
Y4, X F/NF MIF 308 9 77 88 5 4 1 B
BITRBRENERZY .

L LR MIF A RE NP RE TS5/
BUM T 52 19 B AR AL B8 , MIF 78 ik 3 5 /s B I 75 0 B
4 4o F R 21 R L 48 MIF #5050 1SO-1 B &
BB 5E /D BB AE TS 3, 7% MIF 1 4 4 R 8 58 3697
BIREE .
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