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Morphologic features of coronary plaque rupture in acute coronary syndromes without
significant angiographic lesion detected by intravascular ultrasound”
Zhou Hua' \Wang Juan',He Xiaoyan' . Zhuang Shaowei' ,Lai Yan' ,Yao Yian',Liu Xuebo' ,Wang Cheng®
(1. Department o f Cardiology ,East Hospital , Tongji University School of Medicine , Shanghai 200120 ,China;
2. Department o f Cardiology »Shache County People’s Hospital , Kashi District s Xinjiang,844700,China)

Abstract: Objective This study was designed to report the characteristics of the culprit lesion with plaque without significant
angiographic stenosis after acute coronary syndromes(ACS) by intravascular ultrasound(IVUS). Methods After ACS,IVUS was
performed in 45 patients(44. 3 years=+ 11. 3) without significant angiographic stenosis(31=+15%). Patient were divided into two
groups: Group with plaque rupture(16 patients) and Group without plaque rupture(29 patients). Qualitative analysis defined the
type of plaque,and quantitative analysis evaluated plaque plus media area, plaque volume, plaque burden,and arterial remodeling in-
dex. Results All patients with rupture showed soft or mixed plaque, In group with plaquerupture, plaque rupture was associated
with a larger plaque burden[ (48. 648.7) % vs (38.5+11.8) % ,P<C0. 000 5],a more significant plaque plus media area[ (7. 242,
6)mm® vs (5. 142, 4)mm?*,P<C0. 001 ],a greater plaque volume[ (154, 6 +101. 4) mm® vs (96. 24+ 82. 1) mm?*, P<C0. 03], and a
higher ratio of plaque volume over length[ (8. 044, 1)mm?’/mm vs (5. 9%+3. 7)mm’ /mm, P<C0. 003]. In group with plaquerupture,
positive remodeling was more frequent than negative remodeling(P<C0. 005). In group with plaquerupture,there was no significant
difference between the two types of remodeling. Conclusion The plaque ruptures responsible for ACS frequently appear on volumi-
nous plaques with a large plaque burden and positive arterial remodeling.

Key words: acute coronary syndrome;intravascular ultrasound;arterial remodeling; plaque rupture
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