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A Case of Hereditary Hemorrhagic Telangiectasia

Dong Hyun Kim, M.D., Kwang Hoon Lee, M.D.*, Jee Sook Hahn, M.D.**

Department of Dermatology, College of Medicine Phochon CHA University Pundang CHA hospital, Pundang,
Department of Dermatology*, Internal Medicine**, Yonsei University College of Medicine, Seoul, Korea

Hereditary hemorrhagic telangiecatasia(HHT) is a familial syndrome inherited by an autosomal

dominant mode and characterized by recurrent epistaxis with multiple telangiectatic lesions on the

mucosa and skin. Recently we experienced a 59-year-old male patient who had been suffering from

recurrent epistaxis and needed blood transfusions frequently to correct anemia. The patient had strong

familial history of epistaxis and showed telangiectatic lesion on the tongue. We diagnosed this case

hereditary hemorrhagic telangiectasia.

Key Words : Hereditary hemorrhagic telangiectasia
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Fig. 1. Pedigree of recurrent epistaxis history not only the
patient(arrow), but also father, his brother and sister, his son
and nephew were suffered from recurrent epistaxis with
hereditary mode.
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Fig. 2. Multiple punctiform telangiectasia on tongue.

Fig. 3. An ectatic vessel in the dermis(H&E stain X 100).
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