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Expressions and clinical significances of MDC1 and MMR proteins in endometrial cancer
XIN Li-hui, TTIAN Yun-xiao, WU Shi-qgian, SUN Ying, WANG Jing, ZHEN Shen-ying  ( Department of Pathology, Handan
Central Hospital ,Handan Hebei 056000, China)

Abstract: Objective To explore the expressions of mediator of DNA damage checkpoint protein 1 (MDC1) and mismatch repair
(MMR) proteins in endometrial cancer and their relationships with related clinical features. Methods The clinical and pathological data of
126 patients with endometrial cancer were retrospectively analyzed. The surgical or curettage specimens of the patients were collected for HE
staining and immunohistochemical staining,and the expressions of MDCI and MMR proteins including MSH6 ,MSH2 , PMS2 and MLH1 were
detected. The expressions of MDC1 and MMR proteins and the relationship between different expressions of the two proteins and the clinical
features of patients were analyzed based on the immunohistochemical results of MDC1 and MMR proteins. The Kaplan-Meier method was used
to draw a survival curve to analyze the relationship between the combined detection of MDC1 and MMR proteins and overall survival.
Spearman rank correlation was used to analyze the correlation between expressions of MDC1 and MMR proteins. Results Compared with
patients with MDC1 positive expression, patients with MDC1 negative expression were younger and mainly low-grade (grade 1 to 2) endometrioid
adenocarcinoma (P <0.05) ; compared with MMR-proficient (MMR-p) patients, MMR-deficient (MMR-d) patients were younger and mainly
low-grade (grade 1 to 2) endometrioid adenocarcinoma ( P <0.05). There were statistically significant differences in the age, histological
type and histological classification of patients in the groups of MDC1 negative expression/ MMR-p,MDCI positive expression/MMR-p, MDCI
negative expression/MMR-d and MDCI1 positive expression/MMR-d ( P <0.05) ; while there was no statistically significant difference in the
clinical staging or the depth of myometrial invasion (P >0.05). The combined detection of MDCI and MMR proteins had no correlation with
the overall survival of patients (P >0.05). MDCI negative expression accounted for 9.5% (12/126) of all endometrial cancer patients,
which had positive correlation with MMR-d( P <0.001). Conclusion MDCI and MMR proteins are mainly deficient in low-grade endometrial
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cancer,and MDC1 negative expression and MMR-d have a positive correlation, which suggests that MDC1 deficient is closely related to the

microsatellite instability of endometrial cancer.

Keywords: endometrial cancer; mediator of DNA damage checkpoint protein 1; mismatch repair protein; immunohistochemistry ; poly
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