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DNMT1 and HDACI expression in epithelial ovarian cancer tissue and its clinical significance
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Abstract: Objective To investigate the expression of DNMT1 and HDACI in normal ovarian tissue, benign ovarian tumor tis-
sue and epithelial ovarian cancer tissue. Methods Immunohistochemical method was used to detect the DNMT1 and HDACI ex-
pressions in 15 normal ovarian tissues,20 benign ovarian tumor,and 30 epithelial ovarian cancer tissue. The relationship between ex-
pression and clinic pathological parameters of ovarian cancer were analyzed. Results DNMT1 and HDACI positive expression in
epithelial ovarian cancer was significantly higher than that of normal ovarian tissue and benign ovarian tumor tissues (P<Z0. 05). In

ovarian cancer tissue, DNMT1 and HDACI1 expressions had no significant relationship with the presence of menopause, pathological

types.and histological grade. DNMT1 and HDACI expression in ovarian cancer tissue were positively correlated. Conclusion High

expression of DNMT1 and HDACI1 plays an important role in the occurrence and development of ovarian cancer.
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