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Expression and significance of COX-2,MMP-9 and PTEN in colonic adenocarcinoma tissues
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[Abstract] Objective

tissues. Methods

To explore the expression and significance of COX-2, MMP-9 and PTEN in colonic adenocarcinoma
Seventy-two cases of pathologically archived paraffin specimens after colonic adenocarcinoma radical operation in
the hospital from March 2014 to May 2016 were collected, 30 cases of colonic adenoma tissues and 30 cases of normal mucosal mem-
brane tissues served as the controls. The expressions of COX-2, MMP-9 and PTEN were detected by adopting the immunohisto-
chemical SP method. Then the correlation between COX-2, MMP-9 and PTEN with clinicopathological features of colonic adenocar-
cinoma was analyzed. Results The positive expression rate of COX-2 and MMP-9 in colonic adenocarcinoma tissues was significant-
ly higher than that in colonic adenoma tissues and normal colon mucosal membrane tissues(P<C0. 05) ; the positive expression rate
of PTEN was significantly lower than that in colonic adenoma tissues and normal colon mucosal membrane tissues(P<C0. 05). The
expression of COX-2,MMP-9 and PTEN in colonic adenocarcinoma was correlated with the tumor invasive depth,lymph node me-
tastasis and TNM staging( P<C0. 05) , while had no correlation with sex,age, tumor morphology, tumor size and differentiation de-
gree(P>>0. 05). COX-2,MMP-9 and PTEN expressions showed negative correlation(r= —0. 260, —0. 282, P<C0. 05) ,COX-2 and
MMP-9 expression showed a positive correlation(r=0. 335, P=0. 004). Conclusion The abnormal expression and interaction of
COX-2, MMP-9 and PTEN are closely correlated with the occurrence, invasion and metastasis of colonic adenocarcinoma. Their

combined detection has an important significance for early diagnosis and prognosis assessment of colonic adenocarcinoma.
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