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Direct effects of LPS on the injury to vascular endothelial cells

LUO Xiang-dong, SHI Fu-sheng, WANG Xiao-jun, YANG Zhong-cheng, LI Ao (Institute of Bum Research Southwest Hospitak
Third Military Medical University, Chongging 400038 China)

Abstract: Objective To explore the direct effects of lipppolysaccharide (IPS) on the injury to vascular endo-
thelial cells(VECs) at early postburn stage. Methods RF bA135 and ECV-304 cell lines were employed as the
model and were divided into control group and groups treated with LPS at different concentrations. The effects of LPS
on the VEC morphological changes, the dyhydrogenase activities, the VEGF and VE-cadherine expressions, the bind-
ing capacity of IPS to VEC and the phosphorylation of MAPK signal pathway at different time points were obsewed.
Results The changes in the VEC morphology was obvious after LPS stimulation. The activity of mitochondrial dy-
hydrogenase could be activated dramatically by LIPS at the concentration of 2. 0 g Mmlin a time-dependent manner.
The expression of VEGF could be induced during 2-12 h after LPS stimulation but the expression of VE-cadherine de-
creased progressively during 6-48 h after IPS stimulation. Analysis by laser confocal micwoscopy and flow cytometry
revealed that LPS could bind to VEC. Immunocytometric and Western blot analysis revealed that the phosphorylation
of ERK1/ERK2 and P38 MAPK could be induced by IPS. Conclusion IPS can bind to VEC. The morphology and
function of VEC can be damaged by LPS with phosphorylation of ERK1 ERK2 and P38 molecules, suggesting that
IPS can induce the trans-membrane signal transduction of VEC.
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