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Clinical features of hemorrhagic lesions of the large intestine treated

by endoscopic hemostasis

Koichi ABE*, Koichi KURAHARA, Mao FUNATA, Yuji SAKAL
Ken KominaTo, Chiaki KoGa, Keisuke KAWASAKI
Kensei Otsu, Ema WasHIO and Tadahiko FucHIGAMI

*Division of Gastroenterology, Matsuyama Red Cross Hospital

To determine the clinical features of hemorrhagic lesions of the large intestine treated by
endoscopic hemostasis, we reviewed 64 subjects with the hemorrhagic lesions in Matsuyama Red
Cross Hospital between August 2004 and March 2010. The 64 patients (22 women and 42 men,
average age 72 years), underwent endoscopic hemostasis. 38 of the patients were given NSAIDs
and/or anticoagulants; 25 received NSAID and 20 received anticoagulant, with an overlap of 7
who received both. Colonic diverticula were the causative disorder in 26 cases, rectal ulcer in 18,
and angiodysplasia in 15. In the cases of colonic diverticula and rectal ulcers, we applied a
hemoclip to the hemorrhagic complications; for angiodysplasia, we used a hypertonic saline and
epinephrine (HSE) injection or argon plasma coagulation (APC). Endoscopic hemostasis was
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