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Effect of decoy receptor 3 on endotoxin induced apoptosis of vascular endothelial cells”
CHEN Hongwei , HOU Yanqiang”

(Department of Clinical Laboratory ,Songjiang District Central Hospital ,Shanghai 201600, China)

Abstract : Objective To observe the effect of overexpression or interference with decoy receptor 3(DcR3)
expression on endotoxin induced apoptosis of vascular endothelial cells. Methods Human umbilical vein endo-
thelial cellsC(HUVEC) were cultured and divided into six groups equally:normal control group,simple lipopo-
lysaccharide(LPS) stimulation group, LPS—+ small interfering RNA (siRNA) DcR3 group, LPS+ siRNA con-
trol group, LPS-+plasmid Enhanced Green Fluorescent Protein(pEGFP)-DcR3 group and LPS+ pEGFP-con-
trol group. Western blot was used to detect the expression of DcR3 in each group.,and the difference in apopto-
sis rate between each group was compared by flow cytometry and western blot. Results The expression level
of DcR3 in the LPS+pEGFP-DcR3 group was higher than that in the normal control group (P<C0. 05),while
the expression level of DcR3 in the LPS+siRNA DcR3 group decreased (P <C0. 05). Simple LPS stimulation
could induce HUVEC apoptosis and make the cell apoptosis rate was higher than normal control group (P <C
0. 05). Interference of DcR3 expression could promote the apoptosis induced by LPS (P <C0. 05),and overex-
pression of DcR3 could inhibit the apoptosis induced by LPS (P <C0. 05). Conclusion DcR3 can inhibit the ap-
optosis of endothelial cells induced by LPS, promoting its expression may reduce the blood capillary leakage
caused by endothelial cell apoptosis.
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