Recurrent brain edema in a patient affected
by Cerebral amyloid angiopathy-related
inflammation (CAA-ri)
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Background: CAA-ri is a rare and aggressive disease. It is a subtype of CAA, caused by an
inflammatory response to the vascular deposits of B-amyloid in the brain.

A 69-year-old woman was admitted to our hospital following episodes of recurrent transient
paresthesias lasting 15 minutes, spreading from the perioral region to the right arm,
hemithorax, and leg, followed by headache lasting 30-minutes. The neurological examination on
admission was normal.
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A severe relapse occurred, characterized by
hypoesthesia of right hemiface and arm,
weakness and incoordination of right leg
and balance impairment. The patient
complained of difficulty concentrating and
anomia. Brain MRI showed recurrence of
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DISCUSSION: CAA is characterized on neuroimaging by white matter lesions, intracerebral haemorrhage,
microbleeds, and cortical superficial siderosis. The most common presentation is acute hemorrhagic stroke. In a
subset of patients, the amyloid deposition is accompanied by inflammation (CAA-ri), characterized by subacute
cognitive decline, headaches, seizures, and stroke-like signs. Immunosuppressive treatment may improve both
clinical and neuroimaging features as reported, although patients with recurrent symptoms have been described.
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