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[ Abstract] Atherosclerosis (AS) —related cerebrovascular injury is an important link between vascular lesions and Alzheimer’ s dis-
ease (AD). Clinical cohort, imaging, and pathological studies suggest that increased carotid intima—media thickness , carotid plaques,
AS of the circle of Willis, arterial stiffness, and cerebral hypoperfusion are associated with cognitive decline, risk of dementia,and AD—
related pathological burden. Potential mechanisms include an imbalance between 3—amyloid production and clearance, microtubule—
associated protein tau abnormalities, lipid dysregulation, apolipoprotein E g4-related susceptibility , blood—brain barrier and neurovas-
cular unit dysfunction, chronic inflammation, and oxidative stress. Current evidence supports the application of vascular risk factor
management, such as blood pressure, blood lipids, and blood glucose, as well as lifestyle interventions for the management of the risk of
cognitive decline. Apolipoprotein E &4 carrier status may reflect genetic susceptibility to AD and is associated with AS-related vascu-
lar risk; however, its value in clinical identification of the risk of AS when used alone or in prediction of the risk of AD when used in
combination with vascular risk indicators still needs to be validated. Strategies targeting 3 —amyloid/microtubule—associated protein

tau, inflammation, and B—amyloid transport across the blood—brain barrier are still mainly preclinical or in early exploration. This ar-

ticle reviews the relationship between AS-related cerebrovascular
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injury and AD from three aspects: evidence of association, potential

common mechanisms, and implications for risk identification and in-
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