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Effects of Cilostazol on Oxidative Stress and Neointimal Hyperplasia
after Balloon Injury in Rat Model
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ABSTRACT Objective: To investigate the effect of cilostazol on oxidative stress and neointimal hyperplasia after balloon injury in
rat model. Methods: Twenty-four male SPF SD rats were randomly divided into three groups: sham-operation group, injury group and
cilostazol group(n=8). Except shan-operation group, all Left common carotid artery of rats were injuried by a balloon catheter. 14days later,
the injured carotids were sliced, HE and immunohistochemistry stained. The level of reactive oxygen species (ROS) was examined by
Dihydroethidium (DHE). Ratios of intima/media area, PCNA positive indexes and the level of ROS were compared. Results: The ratios
of intima/media area, PCNA positive indexes and the level of ROS in injury group were significantly higher than that in sham-operation
group (P<0.05). Cilostazol can significantly decrease the ratios of intima/media area, PCNA positive indexes and the level of ROS(P<0.
05). Conclusion: Cilostazol reduces neointimal hyperplasia by inhibition superoxode production after balloon common arterial injury in a
rat model.
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Fig.1 Neointima hyperplasia of carotid artery in differet groups(HE staining, * 400) A. sham-operation group;B. injury group;C. cilostazol group;M.
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Table I TA/AM PCNA index in different groups(xt s)

Group TA/MA PCNA index(%)

Sham-operation group 0.110+ 0.012 0+ 0
Injury group 1.120+ 0.219%* 8.01+ 1.90*
Cilostazol group 0.580% 0.146** 4.08% 1.06**

Note: ¥*P<0.05, compared with sham-operation group; ** P<0.05 , compared with injury group
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Fig.2 The level of ROS in neointima hyperplasia of carotid artery in differet groups s(DHE staining, * 400) A. sham-operation group;B. injury group;

C. cilostazol group
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