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[Abstract] Objective To investigate the relationship between glycated hemoglobin (HbAlc) level
and restenosis after percutaneous coronary stenting by using intravascular ultrasound (IVUS) technique.
Methods Based on the HbAlc level, a total of 178 patients with successful coronary stent placement were
divided into 3 groups: HbAle < 6.0% group, HbAlc 6.0% — 7.0% group and HbAlc = 7.0% group. All
the patients were followed up for 6 — 12 months, and follow-up examinations with CAG as well as [VUS were
conducted. Luminal diameter stenosis = 50% of the original target lesion determined on CAG was used as the
criterion of in-stent restenosis (ISR). After the stent implantation, the minimal lumen area (MLA), plaque
burden(PB) and neo-intimal area(TIA) were measured by IVUS. The correlation between HbAlc and ISR was
analyzed. Results A total of 201 lesions were detected in 178 patients. Follow - up checkups with CAG
showed that restenosis occurred in 30 cases (14.9%). The HbAlc level of ISR patients was (6.87 + 0.56)%,
while the HbAlc level of non-ISR patients was (6.05 + 0.47)%, the difference between the above two groups
was statistically significant (P = 0.017). Of the 30 patients developing restenosis, 10 was in HbAlc < 6.0%
group, 8 in HbAlc 6.0% — 7.0% group and 12 in HbAle = 7.0% group. The incidence of restenosis in
HbAle = 7.0% group was 31.6% , which was significantly higher than those of HbAlc 6.0%-7.0% group
(13.8%) and HbAlc < 6.0% group (9.5%) (P < 0.01), but no significant difference existed between HbAlc
6.0% — 7.0% group and HbAlc < 6.0% group. Statistical analysis indicated that HbAlc level had a parallel
relationship with both TA and PB (r =
DOI:10.3969/j.issn.1008-794X.2012.09.005 0.685, r = 0.617 respectively, P < 0.01).
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Conclusion  The elevation of HbAlc

might be related to the severity of coronary
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intimal hyperplasia. The determination of HbAlc can help assess the coronary restenosis risk after stent

implantation. The effective control of HbAlc level is of certain value in the prevention of ISR.(J Intervent

Radiol, 2012, 21. 725-727)
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