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Abstract: [Objective] To investigate the effect of KIF23 gene expression on the proliferation , migration and invasion of
human hepatocellular carcinoma HepG2 cells in vitro, and to explore the possible mechanism. [ Methods] The KIF23 siRNA
was transfected into HepG2 cells by lipofectamine 3000. The expression of KIF23 mRNA and protein in HepG2 cells was de-
tected by qRT-PCR and Western blot. The effect of silencing KIF23 on the proliferation of HepG2 cells was studied by CCK-
8 assay and plate clone formation assay. The tumor cell abilities of migration and invasion after transfection were measured by
scratch assay and Transwell assay. The expression of protein kinase B (PKB/Akt) and phosphorylated Akt (p—Akt) protein
in HepG2 cells transfected with KIF23—-siRNA2 was detected by Western blot. [ Results ] KIF23-siRNA could effectively si-
lence the expression of KIF23 mRNA and protein in HepG2 cells (P<0.01) .The results of CCK-8 assay, plate clone forma-
tion assay, scratch assay and Transwell assay demonstrated that the cell proliferation, migration and invasion ability of the
KIF23-siRNA2 interference group were significantly inhibited, compared to the negative control group and the blank control

group (P<0.05). The expression level of total Akt protein in HepG2 cells was not changed, but the expression level of phos-
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phorylated Akt protein was down-regulated (P<0.05). [ Conclusions ] KIF23 may promote the proliferation, migration and in-

vasion of human hepatocellular carcinoma cells by activating Akt signal transduction pathway. KIF23 is expected to be a new

target for gene therapy of hepatocellular carcinoma.
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Fig.1 The expression levels of KIF23 mRNA (A) and
protein (B) in HepG2 cells transfected with KIF23—
siRNA were detected by qPCR and Western blotting ,
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CON: HepG2 cells without transfection; NC—siRNA: HepG2
cells transfected with NC—siRNA; KIF23—- siRNA2: HepG2 cells
transfected with KIF23-siRNA2. 1) P<0.01, vs CON and NC—siRNA
groups ;n=3. 2) P<0.001, vs CON and NC—siRNA groups ; n=3.
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Fig.2 Effects of KIF23 gene silencing on proliferation
and clone formation of HepG2 cells were detected by
CCK-8 assay (A) and plate clone formation assay (B) ,

(Hematoxylin staining ) , respectively
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Cells were detected by wound healing assay (A, x40) and Transwell invasion assay (B, crystal violet staining, X100) , respectively. The ex-
pression levels of Akt and phospho—Akt (p—Akt) proteins in HepG2 cells transfected with KIF23-siRNA2 were detected by Western blotting (C).
CON: HepG2 cells without transfection; NC—siRNA: HepG2 cells transfected with negative control (NC)-siRNA; KIF23-siRNA2: HepG2 cells
transfected with KIF23-siRNA2. 1) P<0.001, »s CON and NC—siRNA groups; n=3; 2) P<0.01, vs NC-siRNA group; n=3; 3) P<0.05, vs CON
group; n=3

B3 KIF23 ERE i HepG2 4HATIER R R BE N FBER L Akt B B RIZAIRNG
Fig.3 Effects of KIF23 gene silencing on migration, invasion and the phospho—Akt (p—Akt) proteins expression of HepG2
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