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Oral manifestations of hereditary hemorrhagic telangiectasis

Yuichi Izawa*", Shingo Yamaguchi”, Ryogo Katada"?,

Junichiro Chikuda?, Hiroki Takamatsu?, Atsutoshi Yaso?,
Maiko Suzuki?, Takaaki Kamatani? and Tatsuo Shirota?

Abstract —— Hereditary hemorrhagic telangiectasia (HHT), also known as Rendu-Osler-Weber disease,
is a rare autosomal dominant disease characterized by fibrovascular tissue in the skin or respiratory or
gastrointestinal mucosa. The common symptoms are anemia and recurrent hemorrhages. Here, we report
a case of HHT with manifestations on the oral mucosa. A 75-year-old woman visited Shin-yamanote Hospital
because of abnormal red spots on her tongue, hard palate, lips, and oral mucosa. She had been receiving
an injection of iron supplementation for anemia due to recurrent epistaxis. Her mother and daughter had
recurrent epistaxis, and the latter had palmer erythema. A biopsy specimen from the tongue revealed
dilated capillaries which was stained by CD31, factor VI, and smooth muscular antigen. The pathological
diagnosis was dilated capillaries lined by flat endothelial cells. The clinical and histologic findings were
consistent with the diagnosis of HHT.
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