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Expression and significance of COX-2 in endometriosis*

Min Wu, Wei Cheng
(Hunan Maternal and Child Health Hospital, Changsha, Hunan 410008, China)

Abstract: Objective To observe the expression of cyclooxygenase-2 (COX-2) in endometriosis andthe difference
between COX-2 in normal endometrium. Methods Expression of COX-2 in 36 ectopic endometrium and eutopic
endometrium in endometriosis as well as 25 normal endometrium were detected by immunohistochemistry. Results The
expression of COX-2 in the ectopic endometriotic tissues was significantly higher than those in the eutopic
endometrium and normal endometrium (P < 0.05). And the expression of COX-2 in the eutopic endometrium was
significantly higher than that in normal endometrium (P < 0.05). The expression of COX-2 in the AFS stagel-II
and III-IV in ectopic endometriotic group was higher than control group (P > 0.05). Conclusions COX-2 may
contributed to the pathogenesis of endometriosis.
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