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Fig. 1 Abdominal enhanced CT revealed the in-
flammation of the sigmoid-descending colon (white
arrow, A) and a large quantity of ascites in the ex-

cavatio vesicouterina (B).

A7z, FERII %D o705 BARIZRBL TS
D AL R Bt 7. MR IBEERAT R T
&, SAREER A S TATH £ TR OMEET
xARO 7z MM B BB ), Fon
MBI EF CTho7o. HRHAMKT 2L, S
AW Smm DIRE % £k o 725 LT % R ik
WKL =% LTz, Zofl, ZZILEEEEE O
FRERD LI, EHROMBIMRTE, B
MDA 2 hr o 72, BBl % 520 72 FATHE
A5 SARKEG TR 60cm DRSIEA R B L O
BEATAE R % F 72 HALECN TP s L A8 % 7%
TL7.
YIREEARBATT L S IR 2 & T ARSI 1 2
U Tl K EA% 52mm O % S e & 5 & i o 72
(Fig. 2A) . HERH CILIRE FIBETICEE 3mm, HE
PDZEILE % 350 (Fig. 2B), FhEEER E —% L
T/ BRREO L7

AR A RS L - L — T, —Eb e
VZIET B IR VIESS & AP BRI & 1 O IRE T AT

91(565)
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Fig. 2 The resected specimen of the sigmoid-de-
scending colon. A : There were multiple linear ul-
cers on the mucosa (white arrows). There was no
evidence of tumors or diverticulitis. B : A single
perforation was found on the serosa (white arrow).
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Fig. 3 Histopathological findings of the specimen
showed nonspecific inflammation of the tissues.
There were ulcers penetrating into the muscularis
(A, HE. x5). Mild infiltration of inflammatory
cells was found in the submucosa. Apoptotic cor-

puscula were found in the epithelium (B, white ar-
rows, H.E. x400).
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Table 1 Reported cases of colorectal ulcers with perforation(s) induced by non-steroidal anti-inflammatory drugs
Case Author Year | Age/Sex | Location | Perforation Drugs Therapy Prognosis
1 Day? 1983 79/F Sigmoid 1 Indomethacin Colostomy Alive
2 Michael® 1995 53/F Cecum 1 Diclofenac/ Aspirin u R lgh:[ Alive
emicolectomy
3 Adhiyaman? 2000 76/F Ascending 1 Diclofenac Conservative Death
4 Fukaharal® 2003 69/F | Transverse 1 Diclofenac Colostomy Death
5 Tharall 2003 | 94/F | Rectum | Multiple Loxoprofen/ | "o corvative | Alive
Indomethacin
6 Satol? 2004 | 31/M | Transverse| Multiple Diclofenac Transverse Alive
Colectomy
7 Hatakeyamal® | 2004 89/F Cecum 2 Indomethacin H R ight Alive
emicolectomy
8 Aloysius) | 2006 | 65/F | Cecum 1 Diclofenac | . Jo8ht Alive
emicolectomy
Present case | Our case 78/F Sigmoid 1 Aspirin Colostomy Alive
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A Case Report of Multiple Ulcers of Sigmoid Colon with a Perforation suspected being
Induced by Aspirin

Koichi Hoshikawa, Toru Yoshida®?, Koichiro Sato”, Taketo Kato”, Shin Obara?,
Yoshiyuki Yashima?, Takashi Sato” and Go Wakabayashi
Department of Surgery and Department of Pathology IIV, Iwate Medical University School of Medicine
Department of Surgery, Iwate prefectural Kamaishi Hospital”

We report a rare case of colonic ulcers with perforation suspected being induced by aspirin. A 78-year-old
woman admitted for episodic lower abdominal pain and vomiting. She was medicated with enteric-coated aspi-
rin due to atrial fibrillation and mitral regurgitation. Her abdomen was rigid and bowel sounds scanty. She
was afebrile and abdominal X-ray was normal. Abdominal computed tomography showed inflammation of the
sigmoid descending colon and large amounts of ascites. Based on a diagnosis of panperitonitis due to lower in-
testinal perforation, we undertook surgical exploration. Laparotomy showed a large amount of turbid ascites
and sigmoid colon ulcers with a 3mm perforation, necessitating colectomy with colostomy. Microscopic exami-
nation showed multiple deep ulcers and nonspecific inflammation of the colon without evidence of Crohn’s dis-
ease, vascular occlusion, or diverticulitis. The definitive diagnosis was thought to be colonic ulcers and perfo-
ration induced by nonsteroidal antiinflammatory drugs (NSAIDs). Recovery was uneventful. After closure of
the colostomy, she was discharged in good condition.
Key words : aspirin, NSAIDs, colon perforation
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