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Fig 2 In situ hybridization of normal bronchial tissues in guinea-pigs, hybridization signal of E-selectin
mRNA is expressed and distributed in the endothelial cells of brouchial submucosal venule

1 (%)
Tab1 Comparison of the extent of expression of cell
adhesion molecules in the bronchial

tissues in guinea-pigs(% )

,ICAM-1 mRNA
Fig 1 In situ hybridization of normal bronchial tissues in guinea-pigs, hybridization signal
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(ISEK 400)
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3
Tab 3 Correlations between cell adhesion molecule

expression and the leucocyte infiltration in

bronchial tissues in guinea-pigs

Groups n ICAM-1 E-selectin
Normal control 12 1. 53 1.07 0.84t 0. 62
Bronchial asthma 12 3.36 2.26 7 2,24k 1127
Dex treatment 12 1. 69t 1.50 1.33 1. 15

Eosinophil infiltration  Total infiltration

Groups n
ICAM-1 E-selectin ICAM-1 E-selectin

A: P <0.05vs Dex treatment group;
* . P <O 02,** : P <0.001vs normal control.

2 ( cells /mm’)

Tab 2 Comparison of the extent of cellular infitration in

the bronchial tissues in guinea-pigs(cells /mm?)

Normal control 12043 0. 45 0.32 0. 25

Bronchial asthma 12 0 36 0. 64 0. 69 0. 78"

Dex treaatment 12012 0.42 0.19 0. 51

Gmups n Bosinophil = poral infilttion
Normal control 12 0.3 0.3 L2206
Bronchial asthma 12 1.3 0.5 2 4-0.8
Dex treatment 12 0.6- 0.5 L5 07

* : P <0.05vs control. Cellularinfiltration( 0~ 3): 0
2.

= none I= 1= 10 cdls/mm?; 2= 10~ 50 cells/mm? 3

oTomere than 30.cells fmm®. . - ~ctronic ishi
199423018 Chifa ACHdémic Journal Electronic Publishing House.

*: P <0.05% : P <0 0lvsnormal control group-
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Effects of glucocorticoid on the expression of intercellular adhesion

molecule-1 in bronchial mucus tissue in guinea pigs with asthma
Cao Guoqiang, Yang Zhaoheng ( Department of Respiratory Diseases, Daping Hospital, Third Military Medical University,

Chongqing, 400042)

Abstract Obijective:

To study the effects of glucocorticoid ( GC) on the expression of intercellular adhe—

sion molecule-1 (ICAM-1) and E-selection in bronchial mucus tissue in guinea pigs with asthma Methods:

The guinea pigs were randomized into the normal control, dexamethasone-treated and asthmatic groups. The

changes in mRN A expression of IC AM1 and E-selectin were observed with in situ hybridization. Results: In

situ hybridization showed that ICAM -1 m RN A and E-selectin mainly expressedin endothelial cells and /or ep—

ithelial cell cytoplasm. Quantitative analysis demonstrated that m RN A expression of ICAM -1 and E-selectin

in the bronchial tissue was significantly higherin the asthmatic group thanin the control and dexamethasone—

treated groups ( P < 0.02, P <0.05). Conclusion: GC can inhibit the expression of I[CAM-1.
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