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A preliminary study on the effect of RSRC2 on the proliferation, migration and invasion of triple negative
breast cancer cells

LI Yong-li, ZHAO Xiu-lan, ZHANG Ning, DONG Xue-yi, BAN Xin—chao, LIAO Shi—han, LIU Tie—ju
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Abstract Objective: To explore the effect of arginine/serine—rich coiled—coil 2(RSRC2) on the biological behavior of triple—negative
breast cancer cells. Methods: RSRC2 overexpression, interference and empty vector plasmids were transfected into triple—negative breast
cancer cell line MDA-MB-231 by the lentiviral packaging system. Western blot was used to detect the protein expression level of RSRC2.
Transwell assay and wound—healing assay were used to examine the effect of RSRC2 on the migration and invasion of MDA-MB-231 cells.
The effect of RSRC2 on the proliferation of MDA -MB-231 cells was tested by plate clone formation assay. Results: Cellular function
experiments showed that with the overexpression of RSRC2, the proliferation, migration and invasion abilities of triple —negative breast
cancer cell line MDA-MB-231 were weakened compared with the control group. Compared with the control group, knockdown of RSRC2
enhanced proliferation, invasion, and migration of triple—negative breast cancer cell line MDA-MB-231(all P<0.05). Conclusion: RSRC2
plays an important negative regulatory role in the proliferation, migration and invasion of triple-negative breast cancer cells.
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