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Abstract
Cerebral Amyloid Angiopathy-related inflammation (CAA-ri) is a distinct subtype of CAA characterized by rapidly 

progressive cognitive decline, focal deficits, seizures, and headache. It is characterized by vasculitis associated with 
cerebral amyloid deposition. Differential diagnosis may be challenging due to overlapping symptoms and lack of clear 
imaging criteria, although CCA-ri is usually responsive to immunosuppressive therapy. We describe an 81-year-old 
female diagnosed with CAA-ri by Magnetic Resonance Imaging (MRI). Fluid-Attenuated Inversion Recovery (FLAIR) 
imaging revealed hyperintense lesions in the bilateral temporal and occipital areas, and T2*-weighted gradient echo 
(T2*-GRE) imaging demonstrated multiple cortical and subcortical hypointensities in the same areas. Furthermore, 
the findings of T2*-GRE were confirmed by Susceptibility-Weighted Imaging (SWI). In cases of encephalopathy, 
CAA-ri should be considered in the differential diagnosis, and the presence of microbleeds should be examined using 
T2*-GRE and (or) SWI MRI.
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Case Report
An 81-year-old female was admitted with generalized seizures. 

After the seizures resolved, severe cognitive dysfunction was observed. 
Laboratory examinations, including a cerebrospinal fluid study, 
detected no abnormalities. The electroencephalogram exhibited 
frequent epileptic discharges in the right mid-temporal area. Brain 
Magnetic Resonance Imaging (MRI) revealed hyperintense lesions in 
the bilateral temporal and occipital areas on Fluid-Attenuated Inversion 
Recovery (FLAIR) sequences (Figure 1A). T2*-weighted gradient echo 
(T2*-GRE) imaging demonstrated multiple cortical and subcortical 
hypointensities in the same areas (Figure 1B). Moreover, T2*-GRE 
findings were confirmed by Susceptibility-Weighted Imaging (SWI) 
(Figure 1C). Although brain biopsy was not performed in the patient 
due to clinical deterioration, we diagnosed her with Cerebral Amyloid 
Angiopathy-related inflammation (CAA-ri) based on diagnostic criteria 
(1), and initiated treatment with antiepileptic drugs and corticosteroids. 
The patient became seizure-free and MRI findings revealed slight 
improvement of the bilateral temporal lobe lesions; however, severe 
cognitive dysfunction remained.

Cerebral Amyloid Angiopathy-related inflammation (CAA-ri) is 
characterized by vasculitis associated with cerebral amyloid deposition, 
which induces rapidly progressive cognitive decline, focal deficits, 
seizures, and headache [1-2]. The MRI manifestations of CAA-ri include 
patchy or confluent hyperintensity on T2-weighted or FLAIR images, 
and the presence of multiple cortical and subcortical hemorrhages 
[1]. Although there are usually asymmetric inflammatory lesions, 
multifocal hyperintensities or bilateral changes are found in 25%−40% 

Figure 1: Brain Magnetic Resonance Imaging (MRI) revealed hyperintense 
lesions in the bilateral temporal and occipital areas on Fluid-Attenuated 
Inversion Recovery (FLAIR) sequences.
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of cases [2,3]. Differential diagnosis may include infections, sarcoidosis, 
acute disseminated encephalomyelitis, lymphoma, and brain tumors. 
CAA-ri may be distinguished by responsivity to immunosuppressive 
therapy. 

Conclusion
Therefore, in cases of encephalopathy presenting with cognitive 

decline or seizure, CAA-ri should be considered and the presence of 
microbleeds should be examined by T2*-GRE or SWI MRI [1,2].
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