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Effects of overexpression of Mxi1 on cell proliferation and apoptosis of human gastric

cancer SGC-7901 cells
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[Abstract] Objective:To construct a lentiviral vector containing Mxil gene and observe the effect of Mxil on proliferation and
apoptosis of SGC-7901 cells. Methods:The Mxil gene was cloned into lentiviral expression vector by recombining DNA technology.
The recombinant plasmid was identified by restriction enzyme digestion and gene sequencing,and then cotransfected 293T cells with
the auxiliary packaging components plasmids to obtain recombinant lentivirus containing Mxil gene.SGC-7901 cells were infected
with the recombinant lentivirus,and the infection efficiency was observed under fluorescence microscope.Expressions of Mxil,cy-
clinB1 and caspase-8 gene were identified by RT-PCR and expression of Mxil protein was identified by Western blot. The prolifera-
tion and apoptosis of SGC-7901 cells were examined by CCK-8 and flow cytometry ,respectively.Results:The Mxil gene was success-
fully cloned to lentiviral ,expressions of Mxil gene and protein were confirmed by RT-PCR and Western blot.Mxil-overexpressed SGC-
7901 cells expressed less cyclinB1 and more caspase-8 compared to blank control cells and empty vector-overexpressed cells con-
finned by RT-PCR.CCK-8 and flow cytometry experimental results showed that the proliferation ability of Mxil-overexpressed SGC-
7901 cells was deteriorated significantly compared to blank control cells and empty vector-overexpressed cells,and the apoptosis rate
of Mxil-overexpressed cells was higher than that of blank control cells and empty vector-overexpressed cells.Conclusion:The Mxil
recombinant lentiviral vector had been successfully constructed and effectively transfected SGC-7901 cells.Mxil could inhibit the pro-
liferation and promote the apoptosis of SGC-7901 cells.
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Table 1 Primer sequences for RT-PCR

P

K I (5 —3") B (bp)

Mxil F:ATGGAGCGGGTGAAGATGATCAAC
R:TGAAGTGAATGAAAGTTTGACACTGG

GAPDH  F:GGCCAAGGTCATCCATGACAAC
R:GGCAGGTTTTTCTAGACGGCAG 280

cyclinBl  F:AGGCGAAGATCAACATGGC 361
R:GCACATCCAGATGTTTCCATTG

caspase-8 F:AGCAAAGGGGAGGAGTTGTG 279

R:TACTGTGCAGTCATCGTGGG
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Figure 1 Construction and identification of recombinant

lentiviral plasmid and cell infection
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Figure 3 Effect of Mxil overexpression on the proliferation of SGC-7901 cells
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Figure 4 Effect of Mxil overexpression on the apoptosis of SGC-7901 cells
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