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[Abstract | Objective To investigate the influence and the underlying mechanisms of homocysteine on oxidative stress
production in vascular smooth muscle cells (VSMC). Methods A10 cell line (a kind of VSMC) was cultured in vitro. Three
different concentrations of homocysteine (5, 30 and 100 #mol /L) were added into the medium for 48 hours and then cells were
lysed for determination of reactive oxygen species (ROS) production, H20: level and total anti-oxidant capacity . Moreover ,
the effects of homocysteine on JNK signaling pathway were evaluated by immunoblotting . Results ROS production ( P<<0.05)
in VSMC were induced by three different concentrations of homocysteine (5, 30 and 100 tmol/L) . Two concentrations of ho-
mocysteine (30 and 100 pmol /L) increased Hz Oz content and decreased T-AOC . Moreover , homocysteine induced phosphoryl-
ation of JNK in VSMC in a dose-dependent manner ( P<<0.05). Conclusion Oxidative stress induced by homocysteine viaacti-
vating JNK signaling pathway in VSMC .
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