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Establishment of Human Breast Cancer Cells with Stable Expression of GFP - ST3 Via Lentivirus Vector. Cui Hongxia, Wang Ming, Zhao
Xuemet et al. Department of Clinical Pharmacology, Qigihar Medical College, Heilongjiang 161006, China

Abstract Objective To establish the human breast cancer cells with stable expression of GFP — ST3 via lentivirus vector. Meth-
ods The human «2,3 - ST ¢cDNA was obtained and amplificated by polymerase chain reaction. Then the gene was incorporation into
pGLVS — H1 - GFP plasmid. The recombinant vector pGLV5 — HI — GFP — ST3 was transfected into breast cancer cells. A stably trans-
fected cell line was established using puromycin resistance selection. The expression of a2,3 — ST was observed using fluorescence micro-
scope and estimated by real time PCR and western blot. Results The recombinant plasmid pGLV5 — H1 — GFP — ST3 was successfully
constructed. After transfection into breast cancer cells, green fluorescence was observed. Analysis displayed that the level of a2,3 - ST
mRNA and protein was significantly increased in MDA — MB - 231 cells. Conclusion The «2,3 - ST lentivirus vector pGLVS — H1 -
GFP — ST3 that can express a2,3 — ST in MDA — MB - 231 cells is constructed successfully and can be used to study the correlation of
breast cancer metastatic potential with the overpression of a2,3 - ST gene.
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