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Familial Adenomatous Polyposis Improved by
COX-2 Inhibitor in a Child

Ki Won Oh, M.D., Se Young Kim, M.D., Hwan Suk Lee, M.D.

Myung Hoon Lee, Ph.D.” and Byung Ho Choe, M.D.

Department of Pediatrics and Pathology’, Kyungpook National University
School of Medicine, Daegu, Korea

Familial adenomatous polyposis(FAP) is an autosomal dominant disease characterized by numer-
ous adenomas in the colorectum. Patients with FAP are always at risk of malignant transforma-
tion, so that colectomy is unavoidable. NSAID, such as sulindac, and selective COX-2 inhibitor,
such as celecoxib, have shown a positive effect on FAP by causing polyp regression in some
patients. We report a case of FAP in a 9-year-old female whose polyposis regressed markedly

after six months—treatment with celecoxib. (J Korean Pediatr Soc 2002;45:1591-1595)
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Fig. 1. Barium radiograph revealed carpet of min-
ute, 1-3 mm diameter, polyps in the entire colon.
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Fig. 2B. Colonic FAP after 6 month-treatment
with celecoxib.

Fig. 3. Light microscopic finding shows the tubular
adenoma in the colon(H&E x100).
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Fig. 4. Restriction Fragment Length Polymorphism
(RFLP). Some of a 133 bp DNA fragment was not
cleaved by Rsal nuclease, suggesting APC gene
mutation in the patient, whereas Rsal nuclease
cleaved a 133bp DNA fragment from normal APC
gene into 85bp and 48bp fragments DNA.
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