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Analysis of cyclooxygenase-2 expression in patients with familial adenomatous polyposis

XU Xiao-dong, YU En-da”“ , MENG Rong-gui(Department of General Surgery, Changhai Hospital, Second Military Medical U-
niversity, Shanghai 200433, China)

[ABSTRACT] Objective: To analyze the expression of cyclooxygenase-2(COX-2) in patients with familial adenomatous polyposis and
to discuss the possible role of COX-2 in adenoma formation and cancerization. Methods: The adenoma specimens were obtained from 10
FAP patients (2001-2003). Different sizes (<20.5 cm and —>1 ecm) of adenomas and cancerous adenomas were subjected to Envision im-
munohistochemistry for analysis of COX-2 protein expression. Results; COX-2 was mainly detected in epithelial cells, with some in in-
terstitial cells. When <C0. 5 em, COX-2 expression in adenomatous epithelial cells was stronger than in normal epithelial cells (P>
0.05); the same was true when —>1. 0 cm, but with statistical significance (P<Z0.01). The expression of COX-2 in different sizes of
adenomas was significantly different(P<C0.01), with that in 1. 0 cm adenomas stronger than that in <C0. 5 cm adenomas. Expression
of COX-2 in cancerous adenoma was stronger than that in normal epithelial cells (P<Z0.01) and epithelial cells of =1. 0 cm adenomas
(P>>0.05). Conclusion: COX-2 may be a stimulative factor in the progression of FAP and may participate in adenoma formation and
cancerization. Selective inhibition of COX-2 may be an effective strategy for preventing FAP.
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Fig 1

COX-2 expression in different tissues

A: Normal epithelia(10X10); B: Adenoma(10X20); C; Cancerous adenoma(10X20); D. Interstitial cells(10X20)
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