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Pathological findings
Congo red staining shows red-orange deposits under nonpolarized light; apple-green
birefringence under polarized light indicates amyloid deposits within vessel walls.

Post-operative brain MRI (T2 star-weighted imaging)
Post-operative MRI shows multiple microbleeds in both the cerebrum and the cerebellum.
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Characteristics of (previously) reported cases of young patients with cerebral amyloid angiopathy in Japan

History of open surgery

A t Famil ApoE
Author . o a. Cadevaric Main hemorrhage cite .aml v po
diagnosis age diagnosis surgery history genotype
dura mater
. 14) Hematoma Lt.temporal and
Sujong Pak, et al. 37 Male 1y Lt. AEDH . (+) ) (=) &£3/¢3
evacuation parietal lobes
L D Hematoma Lt.parietal and
Yoichi Nakayama, et al. 32 Male 1y Lt. ASDH ) N/A (=) &3/¢3
evacuation frontal lobes
" L. 15) Hematoma
Kenji Yoshiki, et al. 40 Male 5mo  Rt. AEDH evacuation (+) Lt.lober ICH N/A €3/¢3
Hematoma
Our case 46 Male 3y Lt. ASDH . N/A Rt. Front-temporal lobes  (—) N/A
evacuation

AEDH : acute epidural hematoma. ASDH : acute subdural hematoma. ICH : intracranial hemorrhage. N/A : not available.
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Iatrogenic Cerebral Amyloid Angiopathy with a History
of Childhood Neurosurgery: Case Report and Literature
Review in Japan

Shunsuke TAKETANI", Makiko FUJITANI", Toshiki TSUDA", Megumi TAKASAGO",
Yuta TAMAI", Atsushi FUKUI", Masato INOUE"

1) Department of Neurosurgery, National Center for Global Health and Medicine

Cerebral amyloid angiopathy (CAA) typically manifests in the elderly, leading to cerebral hemorrhage
and infarction. Its occurrence before the age of 55 is uncommon, with notable exceptions linked to amyloid-f
gene mutations or iatrogenic origins. Cases of juvenile onset, particularly post-neurosurgical interventions
involving cadaveric dura mater, have been reported in recent years. Here, we present the case of a 46-year-old
man with a history of head trauma surgery at age 3, who presented with altered consciousness and headache. A
right front-temporal lobes subcortical hemorrhage was revealed by head CT scan. Subsequent decompressive
craniotomy with hematoma evacuation revealed amyloid-f deposits on vessel walls upon histopathological
examination of brain parenchyma, confirming CAA. No hereditary predisposition to CAA was evident; instead,
a childhood craniotomy for head trauma was implicated in the iatrogenic development of CAA. This report also
summarizes prior reports of iatrogenic CAA in Japan and provides a literature review on the subject.
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