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= Abstract=

Hereditary Hemorrhagie Telangiectasia Associated with
Massive Bleeding Confined to the Rectum

Jeong Kil Seo, M.D., Jong Hun Kim, MD. Hee Chul Yu, M.D.
and Cheol Woong Park, M.D.

Department of Surgery, School of Medicine, Chonbuk National University

Hereditary hemorrhagic telangiectasia (HHT, Osler-Weber-Rendu disease) is character-
ized by the familial incidence(80%) of telangiectatic lesions, primarily in mucous mem-
branes and skin, which tend to bleed with little or no trauma. Advances in molecular ge-
netics have demonstrated that HHT is actually a group of autosomal dominant disorders.

HHT is most frequently manifests itself epistaxis and multiple telangiectases in the
face, the mucous membranes of the nose, oral cavity and the gastrointestinal tract. Most

organs can be affected.

The gastrointestinal bleeding is stated to be the second most frequently site of hemor-

rhage. It is unusually start until the fifth decade of life and occurs with a peak incidence
in the sixth decade, but recurrent epistaxis occurs more common in childhood.
Gastrointestinal telangiectases most frequently in the upper gastrointestinal tract and pre-
dominantly in the stomach and the duodenum. Therefore, HHT confined to the whole

layer of the rectum with massive hematochezia at the young age is rare.
So, we report a case of HHT associated with massive bleeding confined to the rectal
mucosa at the age of 35 male patient, and review the relate literatures.
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endoscopic examination

Fig. 2. Photograph of
showed diffuse dark reddish and bluish
spots on the rectal macosa.

Fig. 1. Preoperative Barium Enema showed large
filling defect with mucosal destruction of
the rectum
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Fig. 3. Gross finding revealed telangiectatic lesion
of the rectum.

Fig. 4. Histologic finding revealed telangiectatic lesion of the whole layver of the rectum.
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Fig. 5. Postoperative Barium Enema showed no
filling defect and mucosal destruction of
the rectum.
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