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Abstract Objective: Neointimal hyperplasia is the leading cause of in-stent restenosis. OCT is a superior in-
travascular imaging modality with a higher resolution to discriminate morphological features of neointima (homoge-
neous and heterogeneous optical properties). The aim of this study is to assess the effect of intensive statins to in-
stent neointimal hyperplasia from OCT obversations. Method: The study population consisted of 44 patients with 44
drug-eluting stent-treated lesions. Patients received a follow-up OCT examination without any other intervention
after about 12 months of statins using. They were divided into two groups: first group:intensive dose group(21
patients,atorvastatin 40 mg/d or rosuvastatin 20 mg/d) and second group: conventional dose group(23 patients,
atorvastatin 20 mg/d, 10 mg/d or rosuvastatin 10 mg/d, 5 mg/d), then compared the difference of the two
groups. Result;: There were no differences of clinical characteristics and parameters during PCI procedural between
the two groups. OCT imagings indicated that in-stent neointima was thinner [ (212. 86 +85. 16) um vs(355. 65+
155. 62) pm, P<C0. 05] and homogeneity occupied higher proportion in the first group compared with second group
(81.0% vs 47. 8% , P<C0. 05). Conclusion: Intensive dose statins could depress in-stent neointimal hyperplasia and
may induce higher proportion of homogeneous property, it may stabilize neointima and reduce the incidence of in-
stent restenosis.
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Table 1 Comparison of clinical characteristics B1C%) ot s
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HDL-C/(mmol « L™1) 1.1540. 15 1.1240. 16 0.519
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Table 3 OCT observations in follow-up period
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MNT/pm 212. 86+85. 16 355. 65+155. 62 0.001
[ J5t 17(81.0) 11(47.8) 0. 024
ST 4(19.0) 12(52.2) 0.024
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Figure 1

Homogeneous property and heterogeneous property

of in-stent neointima from OCT observations
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