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Construction and Verification of Lentiviral Vector Targeting Suv39hl Gene. Zhang Fan,Lu Tao,Sun He, et al. School of Laboratory
Medicine and Life Science of Wenzhou Medical College ,Zhejiang 325035 , China

Abstract Objective To construct the lentiviral vector recombined mouse H3K9 histone methyltransferase Suv39hl gene. Methods
PCR was performed to amplify the mouse Suv39hl gene based on the PCMV — SPORT6 vector recombined Suv39hl, with the Kpnl and
Xmal restriction sites primer. The product for amplification was cloned into lentiviral vector PLenti — eGFP — Neo by Kpnl and Xmal diges-
tion and T4 ligase ligation. After transformating into competent E. coli cells,the candidate clones were identified by PCR and then were i-
dentified according to the results of Suv39hl PCR,recombined into PLenti — eGFP — Suv39hl cleaved by restriction enzyme and DNA se-
quences. The recombined vector was co — transfected into the 293T cells with four — plasmid system, package lentivirus particles, then and
the viral titer was determined. Subsequently, the 293T cells were transfected by lentivirus with the values of multiplicity of infection
(MOI) 10 and 30 separately,and the expression of Suv39hl gene was detected by RT — PCR. Results Resulis of the PCR, restricting
enzme digestion and DNA sequencing demonstrated that four — plasmid system successfully were transfected into 293T cells in which 95%

expressed enhanced green fluorescent protein (eGFP) ,and the functional titer of lentivirus particles was 2. 11 x 10°TU/ml. RT - PCR i-

dentified Suv39hl gene expression with MOI 30 as three times as MOI 10 which both could be stablely expressed in 293T cells. Conclu-

sion Lentivirus expressing Suv39hl was successfully constructed,which faciliatate further investigation of the roles Suv39hl gene.

Key words Suv39hl gene;Histone methyltransferase; Lentiviral vector
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