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Clinical research advances in branch atheromatous disease = WANG Xing,HOU Yanbo,ZHU Hui,et al. ( Department
of Neurology ,Lequn Branch of The First Hospital of Jilin University ,Changchun 130031, China)

Abstract: Branch atheromatous disease( BAD) refers to cerebral infarction that occurs at the opening or bifurcation
of the perforating artery and is caused by the stenosis or occlusion of the lumen of the perforating artery due to atherosclero-
sis. Since BAD was proposed, it has attracted wide attention due to its characteristic imaging manifestations and clinical fea-
tures of early neurological deterioration. However,since it is unable to visualize the perforating artery on conventional ima-
ging, it is difficult to clarify and unify the diagnostic criteria and therapeutic strategies for BAD. The application of high-res-
olution magnetic resonance and high-field magnetic resonance can help to display the hemodynamics and luminal plaques of
the perforating artery , which will provide assistance for the development of more high-level BAD studies. This article reviews

the epidemiology, clinical and imaging manifestations , diagnostic criteria, and treatment of BAD,so as to improve the early i-

dentification of this disease among clinicians and provide a reference for the diagnosis and treatment of this diseases.
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