What Is Your Diagnosis?

European '
Neurology Eur Neurol 2015;73:171-172 Received: August 12, 2014

. Accepted: August 24, 2014
DOL: 1%00367843 Published online: January 13, 2015

An Elderly Patient with Recurrent
Episodes of Hemi-Paresthesia

Sung H.Ahn JaeH.Lee JongS.Kim

Department of Neurology, University of Ulsan, Asan Medical Center, Seoul, South Korea

Key Words nance imaging (MRI) of the brain showed no abnormali-
Amyloid angiopathy - Sidersosis - PIB-PET ties (not shown). Sequential T2*-gradient echo (GRE)
images revealed a progressively enlarged area of superfi-
cial siderosis on the right fronto-temporo-parietal cortex

Question from 2009 to 2012 (fig. 1).

A 71-year-old man presented with recurrent episodes What is your diagnosis?
of paresthesia in the left limb and face that lasted for a few
minutes. Plain and gadolinium-enhanced magnetic reso-

Fig. 1. T2*-gradient echo MRI shows pro-
gressively worsening superficial siderosis
on the right frontoparietal cortices (a 2009;
b 2011; ¢ 2012).
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Fig. 2. 11C-Pittsburgh compound B (PIB)-
PET image shows increased PIB uptake
throughout the cerebral cortex.

Answer Disclosure Statement
Cerebral angiography, EEG monitoring, CSF study, au- We have no disclosures to declare.
toimmune and coagulopathy tests were all within normal
limits. 11C-Pittsburgh compound B (PIB)-PET showed
diffuse cortical amyloid deposits (fig. 2), a finding consis-
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seizures. Although definite diagnosis of CAA requires sur-
gical biopsy, PIB-PET helps us make a diagnosis in vivo [2].
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