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Effect of Glut 1 gene silencing on proliferation differentiation and

apoptosis of human colon cancer cell line HT29 and its mechanism
Guo Shengchao' Wu XueLiang® Xue Jun® et al
(' Graduate School of Hebei North University Zhangjiakou 075000
*Dept of General Surgery First Affiliated Hospital of Hebei North University Zhangjiakou 075000)

Abstract Objective
the proliferation differentiation and apoptosis of human colorectal cancer HT29 cells. Methods

To investigate the effect and mechanism of glucose transporter 1( Glut 1) gene silencing on
Glut 1 interfer—
ence sequence ( siRNA) was transfected into human colon cancer HT29 cells as shGlutl group non-interfering se—
quence was transferred to HT29 cells as NC group HT-29 cells as Blank group and normal tissue cells adjacent
to cancer as Control Group. qRT-PCR and Western blot were used to detect the expression levels of Glut 1 TGF-
Bl PI3K AKT PTEN mTORmRNA and corresponding proteins in each group of cells and to detect the Bel2/
Bax ratio p-PI3K p-S473-AKT p-S389-S6K1 p-T 704 EBP1 CleavedCaspase-3 Cleaved-PARP protein ex—
pression; MTT method was used to detect changes in cell proliferation in each group flow cytometry was used to
detect cell cycle and apoptosis clone formation experiments was used to detect tumor cell proliferation and tumor
formation ability in vitro. Results  The immunofluorescence results showed that the transfection efficiency of
shGlutl group was higher which met the experimental standards. Compared with the Control group the expression
of Glut 1 TGF-1 PI3K AKT mTOR Bcl2 mRNA and protein were up-regulated in colon cancer tissues

while PTEN Bax mRNA and protein expression were down-regulated p-PI3K p-S 473-AKT p-S 389-S6K1 and
p-I' 704 EBP1 protein expression was up-regulated Cleavedcaspase3 Cleaved-PARP protein expression was
(all P <0.05); compared with the Blank group and NC group the expression of Glut 1 TGF-
Bl PI3K AKT mTOR Bcl2 mRNA and protein was down—regulated in the shGlut 1 group and the expression
of PTEN Bax mRNA and protein was up—<regulated p-PI3K p-S 473-AKT The expression of p-S 389-S6K1 and

p-T 704 EBP1 was down—regulated the expression of Cleavedcaspase3 Cleaved-PARP protein was up-regulated

down-regulated

the proliferation rate was down—-regulated the G,/G, phase was more and the S phase was less the apoptotic rate
was up-regulated and the clone formation was fine the cell growth was slower ( all P <0.05) . Conclusion Glut
1 gene silencing can inhibit the proliferation and differentiation of colorectal cancer cells and promote their apopto—
sis. It is considered to inhibit the TGF3/PI3K-AKT-mTOR signaling pathway.

Key words

Glut 1 gene silencing; human colorectal cancer HT29 cells; proliferation; differentiation; apoptosis;

mechanism



