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[ Abstract] Objective To study the impact of establishment of lipopolysaccharide ( LPS)-induced rat model of
chronic obstructive pulmonary disease( COPD) on the function of multidrug resistance-associated protein 1 ( MRP1 ) in the rat
bronchial epithelium. Methods  Using intratracheal instillation of LPS to establish COPD rat model. 8-week old healthy
male Wistar rats were divided into 3 groups (10 rats in each group) : (1) Normal control; (2) Modeling for 14 days after
LPS instillation; (3) Modeling for 28 days after LPS instillation. Pulmonary function and the concentration of phenol red in
bronchoalveolar lavage fluid (BALF) and plasma were measured. The ratio of phenol red concentration in BALF/plasma
was used as an index of the MRP1 function in the rat bronchial epithelium and the expression of MRPI1 in the bronchial epi-
thelium was also observed by immunohistochemistry. Results ~ Compared with the normal group, the pulmonary functions
of the rats in the model groups were significantly reduced along with the modeling progress. After intravenous administration
of phenol red, the ratio of phenol red concentration in BALF/plasma was gradually reduced, and the expression of MRP1 in

the bronchial epithelium was significantly decreased. Conclusions COPD rat model can be established by intratracheal

[E€TH ] EREIH Q5 BT BI5 H (No 20092X09103-399) ; FE 5 H AR Rl 2 4 %8 B35 H (No 81001592) ; B EH A FH A FH AW H
(No 210101) ; Z R A P B SRR FRIF 57 T 595 H %5 B (No KJ2010A210,KJ2012A186)

[EZ®IAT 1VEM (1989 - ), %, ALBoR Ak 250l 3l )1 2B 5E , Tel : 13956913874, E-mail ; 277024827 @ qq. com

[BIEEERTE (1977 - ) 5B, 005, M2, 259108 80 125115, Tel : (0551)5169230, E-mail: dlwang@ ahtem. edu. cn



R E S EhF IR 2014 4E 6 H 45 22 %53 ) Acta Lab Anim Sci Sin, June 2014, Vol. 22 No. 3 31

LPS instillation, and the function of MRP1 in bronchial epithelium was gradually reduced along with the modeling progress.
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Tab.1 Comparison of the pulmonary function in the rats of different groups

5 Groups FEV, 3, /FVC MMF PEF Cldyn
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T 5 IE R X R4 FL 3, Note : *P<0.05, Note: Compaed with the normal control group, * P <0. 05.
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Tab.2 Concentrations and ratios of phenol red in the BALF and plasma of rats in different groups
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