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HDGF overexpression enhances migration and invasion of glioma cells by promoting B-

catenin phosphorylation in vitro

Fu Song', Long Weiguo®, Zhang Aixia"

'School of Pharmacy, NMU, Nanjing 2111663 *Department of Pathology, Affiliated Hospital, Jiangsu University,
Zhenjiang 212000, China

[Abstract] Objective: To investigate the effects of up-regulation of hepatoma-derived growth factor (HDGF) expression on the
biological behavior of glioma cells in vitro. Methods: The effects of overexpression of HDGF on the proliferation of malignant glioma
cell line DBTRG were examined by MTS and bromodeoxyuridine (BrdU) incorporation experiments. The effects of HDGF up-regulation
on the migration and invasion of DBTRG in vitro were investigated by Wound -healing assay, Transwell assay and Matrigel invasion
assay, respectively. Western blot and immunofluorescence were used to determine the expression and subcellular localization of cell
adhesion molecules. Results: There was no significant difference in the proliferation rate and the proportion of BrdU positive cells
between the overexpressing group and the control group. Compared with the control group , the numbers of migration and invasion cells
in the HDGF overexpression group were significantly increased. In addition , overexpression of HDGF increased N-cadherin expression
but decreased B -catenin protein levels. Furthermore, HDGF did not affect the nuclear translocation of {3 -catenin, but promoted its
phosphorylation. Conclusion: HDGF enhances migration and invasion of DBTRG glioma cells in wvitro by promoting B - catenin
phosphorylation.

[Key words] HDGF ; glioma; migration ; invasion ; B-catenin
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Figure 1 Establishment of stable HDGF overexpressing glioma cell line
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39 % 4

i Fa TR, 5K, 55, HDGF i ik (e I SR 4 MU A M RS -5 1R 28 e B-catenin BERRAL[ T ].

201944 A B ERIR A (H ARBRERR ) ,2019,39(04) : 505-512 < 500 -
DBTRG-M DBTRG-H
150 7
sk
-=
() ) —
g 100
e
&
g 50 A
-=
I 0

DBTRG-M DBTRG-H

x40) AT REIE B 1 ge it 4. P <0.001,n=3,

E 4 HDGF Lif%t DBTRG RS EhAE 11 HI S0
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Figure 5 HDGF up-regulation enhances the migration and invasion of DBTRG cells in vitro
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Figure 6 HDGF overexpression increases the expression of N-cadherin and (3-catenin phosphorylation
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