240 J Jining Med Univ,August 2014, Vol. 37,No. 4

doi:10. 3969/j. issn. 1000-9760. 2014. 04. 003

FRNED T~ AEfivi R ifn. — FERETEAS IR 2% P ek

= %Lz B IO B OwX g K
G 2 DR PR AR 2 BE WM BT 2 45300332 3F TR B & A W2 WF 9T I AR 3% T 272067)

# OE HM B anF-1pAL-19 M A E F o (TNF-o) 2 41 j 7 £5 M 4 F 1(ICAM-1) 72 i 6%
—BEEARRNNEE XK, Jiik & Wistar K R 2 K 18 F A 4 i # 1 30 min F 3% 6 h(IR6h) (12
h(IR12h), 24 h(IR24h), 48 h(IR48h) 41, zh ## & & Fl & #2 3% 4 & K B ¥ 30 lcte % 3%, A1 RT-PCR 3% 4 il i
B — B v F B B A R IL-18. TNF-o & ICAM-1 By %k %, &4 IL-18.TNF-o & ICAM-1 Z 18 F A 41 Ju 4
RANMEAFERS,, ILIBPmRNAWR A AW —FHELZOh EHARHE. 12h FRAFHMP,24~48h 2
MAFHE., TNFoa bt —F#EE 6 hkk A4 EA.24 hE B FHE .48 h 5 H % T K., ICAM-1 i b
—FH#EO6hRAASLAT 24 h A HE BhEHEFRRE AT, 858 XERTHLHT WL —FHEE
PR A B AU YRR A,

EBIA B s SRR RN R R

th 422 .R338 XEkARIZAD : A XEHS:1000-9760(2014)08-240-04

The gene expression of pro-inflammatory cytokines at different durations

of cerebral ischemia reperfusion

XIN Qing ,CHENG Bao-hua \WANG Lin ,et al
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Abstract :Objective To explore the gene expression of pro-inflammatory cytokines after different durations of
cerebral ischemia reperfusion. Methods Rats were randomly divided into five groups:sham group,30min of cere-
bral ischemia after 6h,12h, 24h and 48h groups. Transient focal ischemia/reperfusion model in male Wistar rats
were induced by middle cerebral artery occlusion(MCAQO) according to the intraluminal filament technique as de-
scribed. The expression of pro-inflammatory cytokines including interleukin-18 (IL-18) , tumor necrosis factor-a
(TNF-) and intercellular adhesion molecule-1 (ICAM-1) were measured using RT-PCR. Results The gene ex-
pression of IL-13, TNF-o, ICAM-1 was low in sham group. The mRNA expression of IL-13 was significantly in-
creased and reached the peak after 6h,but began a decrease after 12h and kept the low level at 24h and 48h. The
mRNA expression of TNF-o gradually increased after 6 h,and reached the highest levels at 24h,then began to de-
crease at 48h. The mRNA expression of ICAM-1 gradually increased following cerebral ischemia,and reached the
peak at 24h and 48h. Conclusion Our results demonstrated that cerebral ischemia reperfusion could induce the up-
regulation of IL-18, TNF-a and ICAM-1 in a time-dependent way.
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