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Bullous Pemphigoid Associated with Cerebral Infarction: Hypereosinophilia
as a Possible Mechanism

Wookjin Yang, MD, Han-Gil Jeong, MD, Seung-Hoon Lee, MD

Department of Neurology, Seoul National University Hospital, Seoul, Korea

Bullous pemphigoid (BP) is an autoimmune skin disease, which manifests as subepidermal blisters with severe itching. BP
has been reported to be associated with a higher prevalence of cerebrovascular diseases in population-based studies.
However, the mechanism of cerebral infarction from BP has not been elucidated yet. We hereby suggest that the missing link

between BP and cerebral infarction may be eosinophil, through a case of a woman with multifocal embolic infarction.
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Figure. Skin lesion and radiologic findings of
the patient. (A) Bullous pemphigoid manifested
as multiple subepidermal blisters in the patient.
(B-D) Brain magnetic resonance imaging
(MRI) shows multiple acute infarctions mainly
in the left posterior cerebral artery territory on
diffusion-weighted imaging (DWI), involving
the thalamus and the corpus callosum splenium.
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