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A Combined Treatment of Tamoxifen, Goserelin, and Sulindac
in 2 Cases of Recurrent Desmoid Tumor in the Abdomen

—2 Cases—

Hee Cheol Kim, M.D., Byung Sun Suh, M.D., Dong Hee Lee, M.D.
Byung Yool Ahn, M.D., Cheon Sik Chung, M.D., Gyeong Hoon Kang, MD.!
Hyun Kwon Ha, M.D.? and Jin Cheon Kim, M.D.

Department of Surgery, IPathology and Diagnostic Radiology,
University of Ulsan College of Medicine and Asan Medical Center, Seoul, Korea

Desmoid tumor is a subtype of fibromatosis arising from deep fascial or soft tissue
structure. It is characterized by locally aggressive behavior with a tendency to local
recurrence, but is generally accepted the lack of ability for distant metastasis. Although
excision is the best initial therapy, surgery is not always amenable in cases of lesions
lying in difficult anatomical area. Two female patients with recurrent desmoid tumor in
abdomen and pelvis after excision were treated with tamoxifen, goserelin, and sulindac.
This. therapy led to a progressive decrease of tumor size within 13 months in one patient.
However, in the other patient, this combined therapy failed to reduce the size of the tumor.
Despite the success of combined therapy with hormone and nonsteroidal anti-iﬁflammatory
drug is anecdotal, this treatment may improve the survival and reduce the recurrence in

“certain sub-group of desmoid tumor.
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pic examination of desmoid tumor in case 1 presented spindle-shaped fibroblast with regional variation

Fig. 1. A. Micfosco

Mason-trichrome staining well demonstrates blue-colored collagen ‘deposited in extracellular matrix (Mason-

of cellular density. They are intimately associated with moderate amount of collagen (H&E stain, x200). B.
trichrome stain, X 200).
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Fig. 2. A. Computed tomography of pelvis in case 1 revealed a 12X 10 cm sized huge mass attached to the sacrum
with bony destruction. This scan was performed 7 months after excision of recurrent desmoid. B. The size of
mass was reduced into 1.7 X 1.5 cm in transrectal ultrasonogram after the patient had taken the combined therapy

with tamoxifen and goserelin for 13 months.
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