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Effects of bacterial lipopolysaccharide on serum IL-4, serum IL-8 and pulmonary
VEGF expression in mice with asthma

LUAN Bin, FENG Mei-Jing, QIAO Jun-Ying. Department of Pediatrics, Third Affiliated Hospital, Zhengzhou University ,
Zhengzhou 450052, China ( Email ; luanbin0588@ tom. com)

Abstract: Objective To study the regulatory role of bacterial lipopolysaccharide (LPS ) in the development of
bronchial asthma by examining the effects of LPS on serum IL-4, serum IL-8 and pulmonary vascular endothelial growth
factor (VEGF ) expression in mice with asthma. Methods Twenty-seven BALB/c mice were randomly assigned into
control, asthma and LPS-treated asthma groups (n =9 each). Serum IL-4 and IL-8 concentrations were measured using
ELISA. VEGF expression in lung tissues was examined using the immunohistochemical method. Results Serum IL.-4 and
I1-8 concentrations in the asthma group were significantly higher than in the control group (P <0.05). LPS treatment
significantly decreased serum IL-4 and IL-8 concentrations compared with the asthma group (P <0.05), although levels
were significantly higher than in the control group (P <0.05). Airway VEGF expression in the asthma group was
significantly higher than in the control group (P <0.05). LPS treatment significantly decreased airway VEGF expression
compared with the asthma group (P < 0. 05), although concentrations remained higher than in the control group
(P<0.05). Conclusions LPS can decrease serum IL-4, serum IL-8 and pulmonary VEGF expression in mice with
asthma, and thus can possibly reduce both airway inflammation and airway vascular remodeling.
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A, 0 R EB A T W8 R T L A0 it R 3% A P I L 4 A
fEit IgE (53, FATWEFE R, VEGF KRB 5
L4 FAAEIEARE S o BB TR R e B2 32 A4 Bk 3h 71
OB IR YT P i 1) 28 ML 25 1), 1 101 1 R W Bz I i 2%
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IL-8 ELISA {71 & & 35 E RD AR i, e 4l ik
/N VEGE Z5iEHiik SP il & & DAB &4
FEF A R AR A
1.2 SEH*
1.2.1 ShpomBsssiinds 27 Hifk
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WEBEMLEL 7 22 0 65 LRl AL 43 o %o BEZL | 0 Wy 241 1
LPS T4, /4l 9 H B Y i gt 57 2 2% AR R
A RO TE I AR HE S MR A TR 1K
55 8 RN 15 RIGREE ST OVA + ARG
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22 RAUEH 2% OVA HEFER K S A%, BR H
— IR, KR 30 min, H30k 7 K, LPS T4 7E BB
B fib 2 d BT 1 mL 5 100 g LPS ¥, ¥
KB BeAE RO AT 1 Ji s T SR [RD 5] o v B
LPS, X HEZH Uil 5 3 & 3 DA B KA OVA,
1.2.2 #ARE TARRZALG G 24 h W
TR AR /DN R, 1 R BR s P s s E 1 mL 42 (fiL,
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205 R 1.4 IL-8
papiie:| 9 19.2 +0.6 72.1+2.6
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F 1§ 1123.1 267.2
P1{H <0.05 <0.05

a: 5% ML AL, P <0.055 b MG LA, P <0.05
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