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[ Abstract] Objective

Methods The MBD4 expression was examined by adopting the SP immunohistochemical method in 45 normal endometrial samples

To study the expression and clinical significance of MBD4 protein in endometrial adenocarcinoma.

and 60 endometrial adenocarcinoma samples and to analyze its relationship with the clinical staging and pathologic grading. Results

The positive expression rate of MBD4 protein in normal endometrium was 60 % , which was significantly higher than 25% in endom-
etrial adenocarcinoma,indicating the decreasing trend, the difference was statistically significant( P<C0. 05). The MBD4 protein ex-
pression in endometrial adenocarcinoma had no obvious correlation with the clinical staging, pathologic stage, myometrium invasion

depth and lymph node metastasis. Conclusion The lack of MBD4 protein in endometrial adenocarcinoma may play a role in the oc-

currence and treatment of endometrial adenocarcinoma.
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