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Abstract: Objective To explore the mechanism of adhesion molecules (ICAM-1,1CAM-3, VCAM-1) upon the interaction be-
tween neutrophils and bronchial epithelial cells(BEAS-2B cells). Methods The system of human bronchial cells co-cultured with
human neutrophils was constructed. The FCM method was used to explore levels of ICAM-1,ICAM-3 and VCAM-1 on BEAS-2B
cells and neutrophils. The Western blot method was used to explore levels of NF-xkB and p38-MAPK proteins. Results The levels
of ICAM-1,ICAM-3,VCAM-1 were higher in co-culture system than those in cells cultured singly(P<C0. 05). When treated with
inhibitors (MG-132,SB203580) , the levels of ICAM-1,ICAM-3,VCAM-1 were decreased(P<0. 05). The ICAM-1 inhibition effect
of MG-132 was much better than SB203580( P<C0. 05). The levels of Phospho- IkBa and Phospho-p38-MAPK were higher in co-
culture system than those in cells cultured singly(P<C0. 05). Conclusion In co-cultured system,the signal transduction pathway of
NF-kB and p38-MAPK in BEAS-2B can be activated, which can regulate the release of adhesion molecules.
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