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Effects of oxygen free radicals and captopril on
endogenous NOS inhibitor in human vascular endothelial
cells

LI Ju-xiang, WANG Jin-yi, SU Hai, RAO Fang, LUO Wei, WU Qing-hua, CHENG Xiao-
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Abstract

<FONT face=Verdana=>AIM: To observe the effects of oxygen free radical (OFR) and
captopril on the level of asymmetric NG, NG-dimethyl-L-arginine (ADMA) in human
vascular endothelial cells (HUVECs).METHODS: HUVECs of 3-6 th passage, cultured
with modified Jaffes’ method, were used in the experiment and divided into three
groups: (1)Cells cultured with equivalence of DMEM medium as control; (2)OFR
intervention groups, OFR at concentrations of 0.01 mmol/L, or 0.1 mmol/L,
respectively, were added to the cell culture; (3)Drug intervention groups: the cell
culture was treated with 0.1 mmol/L of OFR combined with 50 mg/L or 100 mg/L of
captopril, respectively. Concentrations of ADMA, L-arginine, nitric oxide(NO),
endothelin(ET) and the activity of angiotensin-converting enzyme(ACE) in
conditioned medium were measured after 24 h exposure. RESULTS: Concentrations
of ADMA, ET and the activity of ACE were increased, while the amount of NO
decreased in OFR intervention groups compared with control group. After treatment
with captopril, ADMA, ET concentrations and the activity of ACE were decreased,
while the amount of NO increased, but the level of L-arginine had no obvious
change. CONCLUSIONS: OFR induces endothelial dysfunction through increasing
ADMA concentration, while captopril relieves endothelial dysfunction induced by ox-
LDL through decreasing ADMA concentration.</FONT>
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