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A Case of Intra-abdominal Desmoid Tumor in a Patient with
Familial Adenomatosis Polyposis after Total Colectomy

Yong Beom Park, M.D., Ki Hwan Kwon, M.D., Yong Seok Cho, MD,
Se Joon Lee, M.D., Si Young Song, M.D., Won Ho Kim, M.D,
Woo Ick Yang, M.D.* and In Suh Park, M.D.

Department of Internal medicine and Pathology®, Yonsei Universi‘ty College of Medicine, Seoul, Korea

Desmoid tumors are histologically defined as fibromatosis occuring in the musculoaponeurotic soft
tissue. They rarely metastasize, but often behave as malignant tumors in the clinical setting
because of frequent recurrence and local invasion. Desmoids occur more commonly in association
with familial adenomatous polyposis (FAP) than with any other disease, ranging in frequency from
4% to 13% in patients with FAP. In patients with FAP, desmoids often appear after total
colectomy as descrete masses in surgical scars of the abdominal wall or as infiltrating fibroblast
sheets within the abdominal mesentery or retroperitoneum. Intra-abdominal or mesenteric desmoids
pose a serious management problem because of their propensity to surround and compress major
blood vessels and viscera. Recently we experienced a case of desmoid tumor associated with FAP
after total colectomy. This is the first case in Korea and thus, we report it with review of the
literatures. (Korean J Gastroenterol 1998;31:707 - 712)
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Fig. 1. Gross finding of the total colectomy shows familial adenomatous
pdyposis.Nmmsnallpolypsmwidelyqxeadmanimlargcbowel.
Nearly all of the polyps are small and sessile. Invasive carcinomatous
chmgeisnotedhxthepolypwithsmfwe:ﬂmﬁmint}wmmm(amw).



g 9] 7} VMR A 855 RN e ¥ oiAY B3 433 1 709

peaeH |
] =l
Fig. 2. Microscopic examination reveals adenocarcinoma
arising from the familial adenomatous polyposis. Cancer
cells infiltrate the stalk of the polyp. Open arrows indicate
adenomatous area, arnxi closed arrows indicate adenocar-
cinomatous area (H&E stain, X40).
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Fig. 4. (A) Abdominopelvic CT scan before partial resec-
tion shows 10X11x14 cm sized well defined hetero-
genous solid mass lesion from lower abdomen to pelvic
cavity below right colostomy site -(closed arrows), 2 X3 %
4 cm, 2X2.5%7 cm sized two relatively well defined
enhancing mass lesions in left side rectus abdominis
muscle (open arrows). (B) Abdominopelvic CT scan on 3
months after pertial resection shows ill marginated
spiculated infiltrative soft tissue thickening in mesenteric
fat (closed arrows) and loculated relatively smoothly
marginated homogeneous mass lesion in presacral space
with possible adhesion with bowel wall loop (open arrows).
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