136 - rhAefs FpT 2 B2 2013 4F 3 465 25 %:55 3 ] Chin Crit Care Med, March 2013, Vol.25,No.3

s =3
g M S GE R A iaaE )
EACIS RS 1 B9k

X #dE B RREF AR Rasl R

(WZE] BH HIRZHE(LPS)IER T LR 4 o i Sk E AR 5 1 (prdx 1) F 3k A FE M .
Tk BIRIEW ASGE F YRR BEAS-2B, L 0.1.10 mg/L LPS VEFH T/<38 R 4000 12 h #1124 h )5, JH 3%
Bk — A EEHEE SV (RT-PCROKE prdx] mRNA ik ;L4 0.0.1.0.5.1.5.10 mg/L LPS /I T 0 | 5z 41 i
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[Abstract)
(prdx1) in airway epithelial cells. Methods The airway epithelium cell line BEAS-2B was cultivated, and the cells

Objective To investigate the effect of lipopolysaccharide (LPS) on expression of peroxiredoxin 1

were stimulated with 0, 1, and 10 mg/L of LPS for 12 hours and 24 hours, and then were harvested for prdx1 expression
detection. The mRNA expression of prdxl was detected by reverse transcription—polymerase chain reaction (RT-PCR).
The airway epithelium cells were stimulated with 0, 0.1, 0.5, 1, 5, and 10 mg/L of LPS for 12 hours, and were
collected for determination of prdx 1 protein expression by Western blotting. Results RT-PCR results showed that the
prdx] mRNA expression was significantly increased within 12 hours of stimulation with elevation of the dosage of LPS.
The prdx]1 mRNA expression at 12 hours of stimulation by 10 mg/L. LPS was significantly higher than that in control group
(2.014 £0.197 vs. 0.644 +0.178, P<0.05). However, with prolongation of LPS stimulation time, the prdx] mRNA
expression at 24 hours was slightly declined. Western blotting results showed that the prdx1 protein expression was
gradually increased with elevation of dosage of LPS. The prdx1 protein expression at 12 hours of stimulation with 5
mg/L, LPS was significantly higher than that in control group (1.069 +0.175 vs. 0.328 +0.010, P<<0.05), and the
expression remained at high level at 12 hours of stimulation with 10 mg/L LPS  (0.984 + 0.220). Conclusion 10 mg/L
of LPS can induce the mRNA and protein expression of prdx1 in BEAS-2B cell after 12 hours of stimulation.
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YERH 12 h 41 prdx] mRNA FhGAIE(H, JFBER
FXTHEL (P<0.05) .
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Bl 1 UGt - B EEE S NG I SRS PRI T LPS
XFATE b AR prdx] mRNA 223k A5

prdx1
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F 1 AU EZAMM prdx] mRNA FA R (3 +5)

2071 FEAZL prdx] mRNACHKEAH)
X AR ZH 3 0.644 +0.178
1 mg/LLPS 12h 41 3 1.450 +0.125
10 mg/LLLPS 12 h 41 3 2.014 £0.197
1 mg/L. LPS 24 h 41 3 1.343 £0.120
10 mg/LL LPS 24 h 41 3 1.255 +0.077

e s prdx] S A ALY AR R 1, LPS: JE228%; 5082 Heds , *P<0.05

2.2 Western blotting £ Il 4 2% {5 B ff B8 LPS X<,
1 R A prdx1 8RR A2 (K 2,4 2) . Ff
# LPS 78 B8, prdx] & 2 AW Z Wi
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5mg/LLLPS 12 h 4 3 1.069 +0.175"
10 mg/L LPS 12 h 41 3 0.984 + 0.220"
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