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Construction and Detection of GV115 - caspase — 3 siRNA. Sai Jiaming, Ma Xuexiao, Qiu Chensheng et al. Department of Spine Surgery,
Affiliated Hospital of Qingdao University Medical College, Shandong 266003 , China

Abstract Objective To construct and detect the GV115 — caspase —3 siRNA. Methods On the basis of RNAi design principle,
four caspase —3 siRNA sequence were designed. GV115 — caspase —3 siRNA was constructed by gene synthesis and subclone technique.
The GVI115 - caspase —3 siRNA was detected by PCR and DNA sequencing. After the lentivirus had been packaged, the 293T cells were
transfected by GV115 — caspase —3 siRNA. The translation of caspase —3 gene transfected by GV115 - caspase3 siRNA was detected u-
sing RT — PCR and the most effective GV115 - caspase —3 siRNA was screened. Results The GVI115 - caspase —3 siRNA was proved
to be right using PCR and DNA sequencing. The gene knocking rate of the most efficient GV115 — caspase — 3 siRNA was 84.2% .

Conclusion The GV115 - caspase —3 siRNA was constructed successfully.
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Construction and Identification of Lentiviral Vector Over — expressing Sulfatase — modifying Factor 2. Na Chunxin, Xue Li, Liang Hongy-

an et al. Department of Labratory, The Fourth Affiliated Hospital of Harbin Medical University, Heilongjiang 150001 ,China

Abstract Objective To construct a human sulfatase — modifying factor 2 (SUMF2) over - expressing lentiviral vector for further

functional study. Methods The primers of SUMF2 with restriction endonuclease sites were designed,and gene were amplified by PCR.

Purified SUMF2 fragments and PLJM1 — EGFP plasmid were linked by T4 ligase after they were digested by Age [ and Nhe [ .

Positive

clones of SUMF2 — PLJMI — EGFP vectors were confirmed by PCR and sequencing. The lentiviral vectors containing SUMF2 gene were

transfected into 293T packaging cells together with envelope plasmid and packaging plasmid by lipofectamine 2000. The recombinant lenti-

viruses were transfected in to 293 Tcells and the expression of EGFP observed by fluorescence microscopy. Results PCR and DNA se-

quencing demonstrated that the lentiviral vector was constructed successfully. The titer of concentrated virus was 1 x 10° TU/ml. Conclu-

sion The lentiviral vector over — expressing SUMF2 gene was success fully constructed, which can be expressed in 293T cells.

Key words Sulfatase — modifying factor 2; Lentiviral vector construction
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