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A Suspected Case of Cerebral Amyloid Angiopathy Presenting with Transient Focal
Neurological Episodes and Recurrent Hemorrhages after Antiplatelet Discontinuation

Hiroyuki TAKAYOSHI”  Satoshi INAGAKI" Atsuo AOYAMA"
Satoshi ABE" Toshikazu HIDAKA?  Fusao IKAWA?
and Naoki OMORI3>

Abstract : We report a valuable case of a woman in her seventies who presented with recurrent sensory
disturbances and was unable to undergo MRI. Serial head CT scans revealed convexity subarachnoid hemorrhage
(cSAH) and subsequent subcortical hemorrhage (SCH), raising strong suspicion of transient focal neurological
episodes (TFNE) associated with cerebral amyloid angiopathy (CAA ). Initially, the patient was diagnosed
with a transient ischemic attack (TTA) and started on antiplatelet therapy. However, she developed increasingly
frequent sensory symptoms followed by the onset of subcortical hemorrhage. Repeated CT imaging demonstrated
recurrent cSAH, and based on the clinical course and radiological findings, a diagnosis of CAA-related TFNE and
intracerebral hemorrhage (ICH) was confirmed. This case highlights the diagnostic challenge of distinguishing
TFNE from TIA, the potential risk of hemorrhagic complications associated with antithrombotic therapy, and
underscores the need for reliable diagnostic approaches in patients who are ineligible for MRI.

Key words @ cerebral amyloid angiopathy, convexity subarachnoid hemorrhage, transient focal
neurological episodes, subcortical hemorrhage, transient ischemic attack
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