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Study of the proliferation of osteosarcoma cells promoted by NCAPG
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Abstract Objective: To preliminarily explore the effect of non—structural maintenance of chromosomes condensation I compex subunit
G ( NCAPG) gene on the proliferation of osteosarcoma cell. Methods: A total of 58 patients with osteosarcoma admitted to Shangqiu First
People’ s Hospital and Yantai Yuhuangding Hospital from July 2010 to January 2021 were selected to compare the expression level of
NCAPG gene in osteosarcoma and normal tissues by immunohistochemical staining. The expression of NCAPG gene in osteosarcoma cells
mG-63 and U-2 OS was inhibited by transfection of shRNA of lentiviral vector and control vector, and the knockdown effect was verified by
qRT-PCR and Western blotting. Colony formation assay and CCK-8 assay were used to detect the effects on proliferation of oste osarcoma
cells MG-63 and U-2 OS. Results: Immunohistochemical staining showed that the expression of NCAPG protein in osteosarcoma tissues
was significantly higher than that in normal tissues, and the expression of NCAPG gene was closely correlated with clinical stage(y’=6.375,
P=0.042) and tumor size (3>=4.169,P=0.012). qRT-PCR and Western blotting showed that the expression of NCAPG mRNA and protein
was significantly inhibited by lentiviral vector(mRNA: ¢ =20.7 ,t1505=22.9; protein : ty.¢ =18.7, 1y20=16.9,P<0.001 ). Compared with no
NCAPG gene knockdown , the number of mG-63 and U-2 OS clones was decreased after NCAPG gene knockdown (#y.=18.3,1,0=15.9,
P<0.01). Conclusion:The expression of NCAPG gene in osteosarcoma tissue is increased,and the knocking down NCAPG gene can
inhibit the proliferation of osteosarcoma cells.
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Fig 1 The high expression of NCAPG in osteosarcoma( hematoxylin staining, 100x and 400x respectively )
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Tab 2 The relationship between NCAPG expression and clinico—
pathological features in 58 patients with osteosarcoma ()
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Fig 2 Detection of NCAPG gene expression after NCAPG gene
knockdowninMG—63 and U-2 OS cells by quantitative PCR
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Fig 3 Expression of NCAPG protein after NCAPG gene knock—
down in MG-63 and U-2 OS cells by Western blotting
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Fig 5 The proliferation of osteosarcoma MG-63 and U-2 OS cells
inhibited by NCAPG knockdown
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