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Construction and expression of wildtype and T34A mutant survivin retrovirus

YANG Xiau—yu' , SONG Jian-xun®, BAI Yun' (' Department of Molecular Genetics, *Institute of Immunology, College of Medicine, Third
Military Medical University, Chongging 400038, China)

Abstract: Objective

gene( wildtype and T34A mutant) . Methods — Survivin fragments were amplified from eukaryotic expression vectors

To construct the bicistronic retroviral vectors containing GFP gene and human survivin

by PCR, then cloned into pMIG retroviral vectors. The constructed recombinant was identified by double digestion
with restriction enzymes. The constructed retroviral vectors was transfected into Phoenix E package cells under medi-
ation of liposome. The expression of mRNA was examined by RT-PCR and the transcription of gene was determined
by FACS analysis of GFP. Results The target fragments were successfully bound to pMIG vector. After the vectors
were transfected into NIH3T3 cells, the expression of mRNA was confirmed by RT-PCR and the expression of GIP
was confirmed by FACS analysis. Conclusion  Human survivin gene wildtype and T34A mutant retroviral vectors
have been constructed successfully, which can provide strong molecular tools for further studies and a novel approach
for selective cancer gene therapy .
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