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Brief report
A case of cholesterol embolization syndrome

Niigata University, Department of medical school; stu-
dent?, Niigata Medical Center, Section of internal medi-
cine ; cardiologist”, Section of dermatology ; dermatolo-
gist, Section of pathology ; clinical technologist, pa-
thologist %
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Background : Cholesterol embolization syndrome refers
to embolization of cholesterol crystals from a

proximal artery to distal arteries. It causes end-or-
gan damage by mechanical plugging and an in-
flammatory response. We experienced a typical
case confirmed by histopathological biopsy.

Case report : A 61-years-old male presented pain of foot
and livedo reticularis after intravascular catheteri-
zation. Laboratory tests showed a rise in C-rective
protein and eosinophils. Cholesterol embolization
was suspected and biopsy from livedo reticularis
was performed. The specimens showed typical his-
tological pictures and we diagnosed cholesterol
embolization. We made serial sections to examine
the length of cholesterol emboli and performed im-
munohistochemical analysis.

Conclusion : Cholesterol embolization is often associated
with intravascular catheterization. Histopathologi-
cal and clinical data suggested that cholesterol em-
bolism in this patient was caused by percutaneous
transluminal angioplasty performed 8 days before
biopsy. Cholesterol crystal emboli were detected in
small arteries and accompanied by macrophage
and lymphocyte infiltration not only around the
embolized portion but also the peripheral arteries.
We assume that cholesterol crystals and ischemia
triggered inflammation.
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