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Role of Nonstenotic Intracranial Atherosclerotic Plaque in Embolic Stroke of Undetermined Source. Yan Yufeng, Li Shuang, Song Xiaoy-
an et al. Shanghai General Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 201620, China

Abstract Objective To investigate the role of nonstenotic ( <50% ) intracranial atherosclerotic plaque in embolic stroke of unde-
termined source( ESUS). Methods We studied the images of a total of 59 ESUS patients hosptitaled in the Department of Neurology in
Shanghai General Hospital from January 1,2018 to December 31,2018. The vascular area, plaque area, plaque burden, high signal, sur-
face regularity and vascular remodeling index and vascular stenosis rate were analyzed by Vesel MASS software. Results There were 43
responsible plaques and 41 non — responsible plaques in 59 patients with ESUS. The plaque area and the plaque burden of the responsibles
plaque were larger than the non — responsible plaques (0. 73 +0. 13mm’ vs 0. 04 = 0. 02mm*, P =0.000;0.27 +0. 13PB vs 0.21 +
0. 10PB, P =0.019), as well as the proportion of hyperintense plaque (69.77% vs 46.34% ,P =0.029). In addition, the proportion of
positive remodeling of the responsible vessels was higher than that of the non - responsible vessels (65.12% vs 41.46% , P =0.030).
Conclusion Compared with the non — responsible plaque, the plaques in ESUS patients have larger plaque area and plaque burden,
higher proportion of positive remodeling and hyperintense plaque and irregular plaque, suggesting that nonstenotic atherosclerotic plaque
may be an important emboli source in the pathogenesis of ESUS patients.
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