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Relation between Bmi-1 gene expression and clinicopathological characteristics in breast infiltrating ductal carcinoma
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Abstract: Objective To investigate the Bmi-1 gene expression level and difference in breast infiltrating ductal carcinoma and
pericarcinomatous tissue and its relation with the clinicopathological characteristics of breast infiltrating ductal carcinoma. Methods
The tissue specimens were obtained from the resected carcinoma tissue and corresponding pericarcinomatous tissues in 82 patients

with breast infiltrating ductal carcinoma and Bmi-1 mRNA was detected by using the real-time quantitative reverse transcriptional
PCR (qRT-PCR). The expression differences between them were compared; the relation and the correlation between the gene ex-
pression with the clinicopathological characteristics of the age, tumor size, TNM staging, histodifferentiation degree and lymphatic
metstasis were studied. Results Bmi-1 mRNA could be detected in breast infiltrating ductal carcinoma and pericarcinomatous tis-
sue,and the gene expression level in the carcinoma tissue was significantly higher than that in the pericarcinomatous tissues(P =
0.001). The expression level of Bmi-1 gene had no relation with the age and was correlated with the tumor size, tumor’s differentia-
tion degree and lymphatic metastasis. Conclusion The high expression of Bmi-1 gene is correlated with the invasion and progress of
breast infiltrating ductal carcinoma,its detection results could be used as the reference index in the molecular level for the early di-
agnosis of breast infiltrating ductal carcinoma and prognosis.
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