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[ Abstract ]

Intracranial atherosclerotic stenosis (ICAS) is a common clinical disease with high incidence. In China,

about 46.6% of stroke/transient ischemic attack is caused by ICAS. However, the pathogenesis of ICAS has not been fully

elucidated. This article mainly reviews the clinical classification and risk factors of ICAS, and expounds the main pathogenesis of

ICAS based on the theory of lipid infiltration, in order to improve clinicians” understanding of ICAS.
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