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[Abstract] Objective To investigate the preventive effect of arsenic trioxide on restenosis after vascular injury and
its mechanism. Methods  Effect of arsenic trioxide on vascular smooth muscle cells in vitro was observed. Then 32
New Zealand white rabbits were divided randomly into two- and four-week study groups and a control group. Ten percent
arsenic trioxide 2.5 mg- kg +d ! or same volume of 0.9% sodium chloride was given by intraperitoneal infusion respective-
ly three days before left common carotid arteries were denuded by balloon. Two or four weeks after denudation, the ani-
mals were sacrificed for morphological and immunohistochemical studies on carotid arteries, and for histological study on
liver and kidney. Results It was showed by cellular morphology and DNA fraction in electrophoresis that promoting
effect of arsenic trioxide on cultured vascular smooth muscle cell apoptosis was dependent upon its concentratien and dura-
tion of action. Compared with the control animals, the mean vascular intimal proliferation areas in the study animals after
injury were reduced in two-week group ( P<0.05)and not different in four-week group (P>0.05), but the mean vascu-
lar lumen areas were significantly enlarged in both two- and four-week groups( P < 0.05). Compared with control
groups, the downregulated Bcl-2 protein expression (all P<0.05) and the upregulated Bax protein expression ( P <0.01
in two-week group; P<0.05 in four-week group) were detected by immunohistochemical examination. The protein ex-
pression was consistent with the suppression of intimal proliferation and the enlargememt of luminal area in the correspond-
ing samples. Conclusions  Arsenic trioxide can prevent effectively the experimental restenosis after artery injury and in-
duce vascular smooth muscle cell apoptosis, possibly via suppressing bel-2 and activating bax genes.
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