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Abstract : Objective To study the expression and significance of EZH2 in triple-negative breast carcinoma
and to explore the relationship between triple-negative breast carcinoma and main clinicopathological parame-
ters. Methods The clinical and pathological data of breast cancer in Jining No. 1 People's Hospital and Guan-
gzhou KingMed Center for Clinical Laboratory from December 2010 to May 2019 were analyzed retrospective-
ly. Immunohistochemistry SP assay was used to determine EZH2 expression in the tissues of patients with tri-
ple-negative, non-triple-negative breast cancer and paracancer tissues of triple-negative breast cancer.
SPSS20. 0 software were used for and data analysis. The X* test were used to compared the relationship be-
tween different clinicopathological features and EZH2 expression in the triple-negative breast cancer. Logistic
regression analysis was applied to analyze the pathological features associated with positive EZH2 expression.
Results The positive expression rate of EZH2 in triple-negative breast carcinoma, non-triple-negative breast
carcinoma and adjacent breast tissue were 84.7%,79.8% and 40. 0% respectively,and the expression of this
protein in breast cancer tissues was higher than that in adjacent tissues,and the difference was statistically sig-
nificant (P<C0. 05). In triple-negative breast cancer, EZH2 positive expression was associated with histological
grade, tumor diameter,and lymph node metastasis. Multivariate analysis demonstrated that histological grade
was the important factor affecting EZH2 expression. Conclusion The high expression of EZH2 has a certain
relationship with triple-negative breast cancer and its differentiation, growth and metastasis,and detection of
EZH2 expression maybe more valuable for the prognosis of triple-negative breast cancer.
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