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Abstract Objective To construct cell inflammatory injury model in vitro for inflammation research. Methods Human umbilical
vein endothelial cells( HUVEC) were cultured and gronged, cells then were stimulated with different concentrations of lipopolysaccharide
(LPS ). cells were Collected at different time points(4,12,24 ,48h) and interleukin -6 (IL —6) levels of cell supernatant were detected.
Results HUVEC in any time points:IL - 6 secretion of different concentration of LPS(0.1,1,10,20wg/ml) was significantly higher than
the negative control (Opg/ml) (P <0.05). The secretion of IL — 6 increased linearly with time in 48h. No statistically significant differ-

ences in secretion of IL — 6 stimulated by different concentration of LPS (0.1,1,10 and 20jg/ml) at the same time(P >0.05). Conclu-

sion HUVEC stimulated by LPS is a cell inflammatory injury model available in vitro.
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