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Familial adenomatous polyposis-associated desmoid tumors

LOU Zheng, YU En-da, MENG Rong-gui (Department of General Surgery, Changhai Hospital, Second Military Medical Uni-
versity, Shanghai 200433, China)

[ABSTRACT] Desmoid tumor (DT), a rare benign tumor sometimes with local invasion, is more frequently seen in patients with fa-
milial adenomatous polyposis (FAP) than in the general public, which might be associated with surgical trauma. genetic predisposition
and hormonal factors. Fifty percent of FAP-associated DTs are intra-abdominal, usually present as non-tender, slowly growing masses.
The symptoms include abdominal pain, vomiting and diarrhea, etc. Mesenteric DT can cause obstruction and ischemia of intestine, hy-
dronephrosis and fistula. Diagnosis can be made through biopsy or CT scanning. Surgery should be considered for the abdominal wall
DTs and medicine is the first choice for mesenteric DTs. Surgery should be chosen with caution.
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