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Abstract Cerebral amyloid angiopathy (CAA) is a type of cerebral small vessel disease with amyloid-B (AB) deposition

on cortical or subcortical arterioles or capillaries. In the central nervous system (CNS), the entrance, metabolism and clear-

ance of iron normally operate in a regular manner. The facilitation of A structure binding to iron, the AR deposition mediating

inflammation with reactive astrocyte and the AR deposition on cerebral vessel wall resulting in blood-brain barrier damage and

hemorrhagic events, including intracerebral hemorrhage, non-aneurysmal subarachnoid hemorrhage, cerebral microbleeds or

cortical superficial siderosis etc. , all conceivably drive the exceeded iron deposition and iron dysmetabolism in the CNS. Mean-

while, iron dysmetabolism can evoke the production and cytotoxicity of beta-amyloid, the process of oxidative stress, neuroin-

flammation and ferroptosis etc. , which all potentially contribute to the damage to cerebral vasculature and promote the progres-

sion on the pathophysiology and clinical characteristics of CAA. Our review will discuss the dysregulation of iron metabolism in

CAA, aiming at providing fundamental evidence on potential treatments of CAA.
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