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Expression and Its Clinical Significance of Serum MicroRNA - 21 in Infiltrating Ductal Carcinoma of Breast Patients. He Peina, Dou
Lajia, Sheng Jianyun. Medical College of Qinghai University, Qinghat 810001 ,China

Abstract Objective To study the serum microRNA —21 expression levels and its relationship with clinicopathological features of
the breast invasive ductal carcinoma between the two groups by measuring serum microRNA —21 expression in the experimental group (in-
vasive ductal carcinoma in female patients) and the control group (normal female group). Methods Serum microRNA - 21 expression
levels in 45 breast cancer patients and 45 normal female was analyzed using real — time quantitative PCR( RT — PCR) . The differences and
the relationship of the clinicopathological features between the expression of tumor size, TNM stage, the patient’s age, axillary’s lymph
node metastasis, hormone receptor status and menstrual status were analyzed. Results Serum microRNA - 21 expression of female breast
cancer patients exceeded normal control group. In breast cancer patients, it was obviously raised. It has no relationship with age and

menopausal status. It has great relevance with tumor stage and axillary’s lymph node metastasis. Conclusion In female breast cancer pa-

tients, the expression of serum microRNA - 21 was higher than normal women group. It was obviously up — regulated in breast cancer. It

may become a new index of breast cancer for the diagnosis, treatment and judging prognosis.
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