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Construction of p65 shRNA knockdown vector and its effect on breast cancer cell MDA-MB-231
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Abstract Objective: To construct p65-silenced breast cancer cells by RNA interference technology and lentiviral vector, and to study
the influence on proliferation and metastasis of breast cancer cell MDA-MB-231. Methods: Short hairpin RNA (shRNA) was designed and
sub—cloned into PLKO.1-puro to construct lentiviral vector. MDA-MB-231 cells were infected, and the expression of p65 was detected by
Western blot and RT-QPCR. The effect of p65 on metastasis was detected by transwell assay, and the proliferation ability was measured by
cell counting experiment. The expression of proliferation and metastasis related genes were detected by RT-QPCR, Western blot. Results:
The PLKO.1-shp65 was successfully constructed, and was stably expressed in MDA-MB-231 cells and could interfere with the expression
of human p65 effectively. preliminary function study showed that p65 knockdown inhibited MDA-MB-231 cell proliferation and metastasis.
The expression of proliferation and metastases related genes like Snail, Slug, CCNE1 and CCNDI were decreased significantly.
Conclusion: p65-silenced may reduce the proliferation and metastasis ability of MDA-MB-231 cells.
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Fig 7 pLKO.1-puro shp65 infected MDA -MB -231 cells and the
expression of EMT related transcription factors
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