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Effects of perfluorocarbon on lipopolysaccharide-induced intercellular adhesion mol-

ecule-1 expression in cultured pulmonary microvascular endothelial cells

XU Shun-gui', WU Guo-ming', XU Zhi', FENG Qi-jia', GUO Rui-ling' , CHEN Wei-zhong', ZHANG Jian-peng’ (' In-
stitute of Respiratory Diseases, Xingiao Hospital, Third Military Medical University, Chongging 400037 ; * Department of Respiratory Disea-
ses, General Hospital of Chinese People”s Armed Police Forces, Beijing 100039, China)

Abstract; Objective To investigate the effects of perfluorocarbon (PFC) on lipopolysaccharide ( LPS) -
induced intercellular adhesion molecule-1 ( ICAM-1) expression in cultured pulmonary microvascular endothelial
cells (PMVECs). Methods Ral PMVECs cultured by peripheral lung tissue-sticking method were seeded in
Transwell chambers and divided randomly into 4 groups: group C remained untreated as blank control; group F
was incubated with PFC; group L was stimulated with 100 pg/L LPS; group LF was treated with 100 pg/L LPS
and PFC. After treated for 3, 8 and 24 h, the cells of each group were harvested respectively. The cell viability
of normal rat PMVECs treated by PFC was determined by MTT assay. Then the mRNA expression of 1CAM-1
was semi-quantified by reverse transcription-polymerase chain reaction and the level of ICAM-1 protein expres-
sion was detected by flow cylometry. Results  The cell viability of normal rat PMVECs was not impaired signif-
icantly by treatment of PFC. Both mRNA and protein expression of ICAM-1 had no significant difference be-
tween group F and group C (P >0.05). Treatment of group L cells with 100 wg/L LPS significantly induced
the mRNA and protein expression of ICAM-1 in a time-dependent manner (P <0.05, P <0.01). In compari-
son with group L correspondingly, the mRNA and protein expression of ICAM-1 in group LF were not sup-

pressed significantly by treatment for 3 h (P >0.05), while did for 8 h, 24 h (P <0.01, P <0.05).
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Conclusion  Perfluorocarbon suppresses the mRNA and protein expression of ICAM-1 induced by LPS in cul-

tured PMVECs, which suggests a potential mechanism that PFC protects PMVECs from LPS-induced injury via

its anti-inflammatory elfect.
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