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Application of high-resolution magnetic resonance imaging in plaque diagnosis and pathogenesis identification for
intracranial atherosclerosis-related stroke XI/E Zhengqi, WU Jian. (The First Hospital of Hebei Medical University,
Shijiazhuang 050030, China)

Abstract:

tice, ICAS is mainly identified through imaging examinations. In recent years, high-resolution magnetic resonance vessel

Intracranial atherosclerosis (ICAS) is the main cause of ischemic stroke in the world. In clinical prac-

wall imaging (HRMR-VWI) has gradually become an important means for evaluating the characteristics of ICAS plaques.
The application of HRMR-VWI has increased the accuracy in identifying the pathogenesis of acute ischemic stroke , provid-
ing a reference for the secondary prevention and clinical individualized treatment of stroke. This article systematically re-
views the imaging manifestations of the main components of ICAS plaques on HRMR-VWI, summarizes the progress on
HRMR technology, and discusses the relationship between intracranial arterial plaque characteristics and stroke occur-

rence and recurrence as well as the relationship between plaque characteristics and stroke mechanisms, aiming to provide
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a basis for the diagnosis and treatment of ICAS-related ischemic stroke.
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