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Effect of antisense telomerase RNA on adhesion and invasion of hepatocellular
carcinoma cells

WEN Ting-yu, LIU Ji-yong, HAN Cui-ping, JIANG Ya-kun ( Department of Gastroenterology, Provincial Hospital Affilia-
ted to Shandong University, Ji’ nan 250021, Shandong, China )

[ Abstract ] Objective: To study the effect of antisense human telomerase RNA ( hTR ) on adhesion and invasion of hep-
atocellular carcinoma ( HCC ) cell line BEL-7402 and its mechanism. Methods: Our previous research had successfully
transfected sense or antisense hTR gene into BEL-7402 cells. This study they were divided into 3 groups: the sense hTR
transfected group ( BEL-7402-hTR-EcoRI ), the antisense hTR transfected group ( BEL-7402-hTR-BamHI ) and the blank
control group ( BEL-7402 ). The adhesion and invasion of BEL-7402 cells after antisense hTR transfection were observed
with adhesion and invasive assay, respectively. The expressions of integrin §1 ( INTB1 ) and epithelial cadherin ( E-cad )
were detected by immunocytochemistry, and galatin zymography was used to measure the activities of matrix metalloprotei-
nase-2 ( MMP-2 ) and MMP-9. Results: The adhesion and invasion abilities of antisense hTR transfected BEL-7402 cells
were significantly weaker than those of the blank control and sense hTR transfected groups ( 0.204 +0. 029 vs 0. 505 +
0.037, 0.465 £0.029; 34.80 +3.19 vs 71.47 +5.15, 69.87 +3.11; all P <0.05 ). Meanwhile, the expression of
INTB1 was also significantly decreased ( 0.153 3 £0.015 6 vs 0.385 £0.008, 0.375 £0.014 4, P <0.05 ), and E-cad
was significantly increased ( 0.209 +0.020 »s 0. 124 +0.018, 0. 134 +0.016; P <0.05 ) in the antisense hTR transfect-
ed group. The activities of MMP-2 and MMP-9 were significantly inhibited in the antisense hTR transfected group
(2054.22 £138.52 vs 3 105.56 £329.60, 2 923.22 £269.08; 846.33 +104.66 vs 1 538.89 £122.85, 1 453.33 =

126.35; all P <0.05 ). Conclusion: Antisense hTR can inhibit the adhesion and invasion of hepatocellular carcinoma
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BEL-7402 cells, which may be related to the increase of E-cad expression, decrease of INTB1 expression, and decrease of

MMP-2 and MMP-9 activities.
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Fig. 1 Effect of antisense hTR on INTB1 expression
in BEL-7402 cells ( IHC, x200 )
A: BEL-7402; B: BEL-7402-hTR-EcoR [ ;
C: BEL-7402-hTR-BamH |

T

W T

B2 &KX hTR Xf BEL-7402 40A@
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Fig. 2 Effect of antisense hTR on E-cad
expression in BEL-7402 cells ( IHC, x200 )
A: BEL-7402; B: BEL-7402-hTR-EcoR [ ;
C: BEL-7402-hTR-BamH |
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Tab. 1 Antisense hTR inhibited adhesion and invasion of BEL-7402 cells( % )

Adhesion Invasion
Group
D g0 Adhesion rate  Inhibition rate Invasion cell Inhibition rate
BEL-7402 0.505 £0.037 79.50 - 71.47 £5.15 -
BEL-7402-hTR-EcoR [ 0.465 +0.029 75.73 7.83 69.87 +3.11 2.24
BEL-7402-hTR-BamH | 0.204 £0.029" 48.75" 59.66" " 34.80+£3.19° 51.31"°"

"*P<0.01, " P<0.05 vs BEL-7402 or BEL-7402-hTR-EcoR |
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Fig.3 Antisense hTR inhibited invasion
of BEL-7402 cells( H-E, x200 )
A: BEL-7402; B: BEL-7402-hTR-EcoR 1 ;
C: BEL-7402-hTR-BamH T
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Fig. 4 Antisense hTR inhibited activities of MMP-2
and MMP-9 in BEL-7402 cells
A: BEL-7402; B: BEL-7402-hTR-EcoR [ ;

C: BEL-7402-hTR-BamH |
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Tab. 2 Antisense hTR inhibited activities of
MMP-2 and MMP-9 in BEL-7402 cells

10D

Group

MMP-2 MMP-9

BEL-7402 3105.56 +£329.60 1 538.89 +122.85

BEL-7402-hTR-EcoR [ 2 923.22 £269.08 1 453.33 +126.35

BEL-7402-hTR-BamH T 2 054.22 +138.52"°  846.33 +104.66 "

"P<0. 05 vs BEL-7402 or BEL-7402-hTR-EcoR |
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