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Change of macrophage migration inhibitory factor mRNA
expression and effects of ethyl pyruvate on the

lung injury of rats induced by sepsis
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[Abstract] Objective To observe the expression of macrophage migration inhibitory factor (MIF) mRNA and
the effects of ethyl pyruvate(EP) on the lung injury in sepsis rat. Methods In a sepsis model by cecal ligation and
puncture, eighty Wistar male rats were randomly divided into sham operation group, sepsis group, EP 6h treatment
group(received EP introperitoneally 6h after CLP) and EP 12h treatment group(received EP introperitoneally 12h af-
ter CLP). Animals were sacrificed at 24 and 48 h after operation. The lung tissue samples were collected to determine
the expression of MIF mRNA (by real-time PCR), pulmonary myeloperoxidase (MPQ) activity and wet/dry lung
weight ration. The pathological changes in lung tissues were observed with light microscopy after HE staining. Re-
sults Compared with sham operation group, the expression of MIF mRNA, the activity of MPQ, the ratio of wet/
dry lung weight and the pathological scores of lung injury were markedly elevated in sepsis group and EP treatment
group at 24h and 48h after operation. The previous results compared with sepsis group, the expression of MIF
mRNA, the activity of MPO, the ratio of wet/dry lung weight and the pathological scores of lung injury were
markedly decreased in EP treatment group, The expression of MIF mRNA was correlated with the changes in the ac-
tivity of MPO, the ratio of wet/dry lung weight and the pathological scores of lung injury in the sepsis group at 24h
after operation. There were no statistic difference between early EP treatment group and late EP treatment group.
Conclusion  The expression of MIF mRNA obviously increases on the lung injury induced by sepsis. EP could inhibit
the expression of MIF mRNA to exert the protective effects on the lungs against acute injury induced by sepsis.
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FESHAEEL -BEFANREAR, THEES
M fiti #5145 Cacute lung injury, ALDZERNK LT
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1.1 SHARHE BEEMEEHR Wistar KK
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1.3 M4 MIF mRNA # &2 RALR RT-
PCR 7 #:# M ffi 2142 MIF mRNA, #1% GenBank
ATHHEKNFF &R MIF 519 5 B .5 9WF5 R .
#3149 5CTATGCCTATGTTCATCGTG 35 F
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2.2 RAMMALE MPO %M 8 W/D Hiith T 4L
ARRRLHENGTHRAER 24h.48h B FBAEL,
EP6h 41 #1 EP12h 4141 41 MPO ¥4 . it W/D H
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£2 WAL MPOW/DLE REEFSVNEURARBRZENTRIER (=20

MPO W/D RIS
aH 24h 48h 48h 24h 48h
BFERA 3.1240.56  3.14%£0.57  3.5140.71  3.55+0.72 0.1940. 11 0.2140.12
W& EMH 6.76+1.35" 7.01%+1.43" 7.2841.71* 7.53+1.79*  2.5840.72°  3.03+0.86"
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5 MPO.W/D H.{& LA K fifi 40 40 5% B 4 F 7 Z Rl 7
EREMANG. EEHXLS5RAFEM N Y=
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Y& Gl A AR MR A 41 B E R K, Fied, EP6h A 1
EP12h # 48 241 MPO §&#E . B W/D H{8 LA K ff
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R.ETHAAANBTZRBRAHY LR, #xt
EP B R REFAMLBI M E L% M & —
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