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Patterns of Cerebrospinal Fluid Biomarkers and Amyloid Positron
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Cerebral amyloid angiopathy-related inflammation (CAA-RI) is a distinct subset of cerebral amyloid angiopathy characterized

by the auto-inflammatory response to amyloid-laden small arteries of cerebral cortex and leptomeninges. Clinical features

include cognitive-behavioral change, headache, focal neurologic deficits and seizure. Because anti-inflammatory treatments

can rapidly relieve neurologic symptoms, early diagnosis is critical. Herein, we report a CAA-RI case with distinct laborator
pidly gic symp y diag p Y

findings of a decreased cerebrospinal fluid amyloid beta 1-42 level and relatively reduced florbetaben uptake in the focal

inflammatory lesion during the acute phase of CAA-RIL
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Figure 1. Findings of brain MRI, FDG PET and FBB PET. (A-F) At the first admission, there were multifocal microbleeds in the right
temporo-parieto-occipital lobe (A, GRE sequence) and asymmetric white matter hyperintensity in the right medial temporal lobe (B, FLAIR sequence),

as indicated by arrows respectively. Vasogenic edema in the right parieto-temporal area (arrows) was evident on the DWI image (C) with equivocal

change on ADC map (not shown). There was gyral enhancement (arrows) in the right temporo-parietal cortex (D, Gd enhanced T1 weighted image)

which implicates localized inflammation. Increased metabolism and relatively decreased amyloid uptake in the right parieto-temporal lobe were
shown on the FDG-PET (E) and FBB-PET (F) images, respectively. (G-H) At the second admission, the extent of multifocal microbleeds (arrows)
and superficial siderosis was increased in the right temporo-parieto-occipital area compared to the previous study (G, SWI sequence). There were

diffuse brain atrophy slightly more prominent on the right medial temporal lobe (not shown) and increased hyperintensity lesion (arrows) in the right

inferior frontal lobe (H, FLAIR sequence). MRI; magnetic resonance imaging, FDG; fluorodeoxyglucose, FBB; florbetaben, PET; positron emission

tomography, GRE; gradient echo, FLAIR; fluid attenuated inversion recovery, DWI; diffusion weighted imaging, ADC; apparent diffusion coefficient,

Gd; gadolinium, SWI; susceptibility weighted imaging.
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Figure 2. Initial electroencephalography findings during the patient’s first admission. There were several episodes of electrographic seizures, which

were 0.5 Hz lateralized periodic discharges in the right hemisphere evolving to 1-2 Hz sharpish lateralized periodic discharges.
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