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Effect on the proliferation and invasion of human papillary thyroid

carcinoma K1 cells after RNAi mediated knockdown

WANG Shuai, ZHANG Guoan, HOU Sen, KONG Xia, CUI Wen
(College of Life Science and Medicine,Jinan University & Shandong Academy of Medicine Sciences,Jinan 250062, China)

Abstract: Objective To study the effect of RNAi— mediated OBR gene silencing on human papillary thyroid
carcinoma cell K1. Methods siRNA interference technology transient transfection was used to construction of
siRNA—ObR. After transfection, we detected whether siRNA-ObR inhibited the expression of target genes in mR-
NA level and protein level. MTT and Transwell respectively detected proliferation and invasion of K1 cells after
OBR gene knockdown. Results Real-time PCR results showed that the level of mRNA expression decreased in K1
cells after ObR gene silencing. Western Blotting results exhibited that the level of protein expression was inhibited
by ObR gene silencing. MTT results showed the silencing of ObR did not influence the proliferation of K1 cells.
Transwell results demonstrated the silencing of ObR decreased K1 cells invasion. Conclusion OBR siRNA could
effectively inhibit the expression of target gene and reduce invasive ability of human papillary thyroid carcinoma
cell K1.
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