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Preventive effect of a novel dexamethasone-heparin coated stent on restenosis in a porcine artery injury
model DING Fu-yan', LU Zhi-gian', Wang Jin-ye*, LI Tao', CAO Yong', ZOU Rong-jiang',
ZHANG Wei', GUO Qing-kui'. 1. Department of Cardiothoracic Surgery, Shanghai Sixth People’
Hospital, Shanghai 200233, China; 2. School of Life Science and Biotechnology, Shanghai
JiaoTong University, Shanghai 200240,China

[Abstract] Objective: To evaluate the efficacy and safety of a novel corn-protein-zein coated
dexamethasone-heparin-eluting stent in preventing in-stent restenosis in a porcine artery injury model.
Methods; Thirty two mini-pigs were randomly divided into group A (bare stent group), group B (corn-
protein-zein coated stent group), group C (heparin coated stent group) and group D (dexamethasone
heparin double coated stent group). Each group contained 3 pigs for 4-week follow-up and 5 pigs for 12-
week follow-up, Each pig was implanted two same kinds of stents in the bilateral-femoral artery. Animal
underwent angiographic study and histomorphometric analysis at 4 and 12 weeks.  Results: At 4th
week, mean injury scores were similar in the four goups (2. 10 £0. 58, 2.23 £0. 52, 2.33 £0.57 and
2.25 £ 0. 64, respectively, P>>0.05). Goup D had the largest luminal area [(3.21 £ 1, 09) mm?, P<
0.05] and the least neointimal thickness [(103 * 64) ym, P<C0.05] among all the groups, while there

were no statistical differences among groups A, B and C in luminal area [(2.68 £1,28) mm?, (2.59%
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1.31) mm?, and (2.85%0.86) mm?, respectively] and neointimal thickness [(295 £ 138) ym, (309t
79) pm, and (245 * 101) um, respectively]. The inflammation scores in goup D were significanly

smaller than those in Goup A, B and C (P<C0, 05), no statistical differences existed among other

groups. At 12th week, the neointimal proliferation was progressing in all groups, but group D still had a

clear advantage in luminal area and neointimal thickness.

Conclusion: The dexamethasone-heparin

coated stent could effectively and safely inhibt neointimal proliferation and prevent in-stent restenosis 4

weeks and 12 weeks after implantation in a porcine artery injury model.
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