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[ Abstract ] Objective To investigate the expression of miR-212 in breast invasive ductal carcinoma and its correlation
with clinicopathological characteristics of the cancer. Methods The expression of miR-212 was detected by loop RT-gPCR in
cancer and pericancerous tissue specimens of 38 breast cancer patients. The relationship between miR-212 expression | and
clinicopathological characteristics was analyzed. MiR-212 inhibitor was transfected into human breast cancer MCF7 cells, then
cell proliferation was determined by MTT method and cell invasive ability was measured by Tran—swell assay. Results Com-—
pared pericancerous breast tissues, the expression of miR—212 in cancer tissues was significantly higher (P<0.05); the expres—
sion level of miR—-212 was correlated with lymph node metastasis, TNM staging and proliferation index (Ki67) (P<0.05), not cor—
related with menopausal status, tumor size, estrogen and progesterone receptor status, and Her-2 status (P >0.05). Compared
with the blank control group and negative control group, miR-212 inhibitor significantly inhibited cell proliferation (P<0.05) and
migration (P<<0.01) in MCF7 cells. Conclusion MiR-212 is high expressed in breast cancer, which may be involved in the de-
velopment of breast carcinoma, indicating miR—-212 might be a new target in breast cancer therapy.
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