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Effects of E-cadherin gene transfection on bladder cancer cell growth and invasion
PAN Jin-hong, JIN Xi-yu, SONG Bo, XIONG En-qing (Urinary Suigery Research Center, Southwest Hospital, Third Military Medical U-

niversity, Chongqing 400038, China)

Abstract: Objective To observe the effects of E-cadherin (ECD) on bladder cancer cell growth and invasion
using gene transfection technique. Methods Human E-cadherin gene was transfected mto a highly invasive and

metastatic bladder cancer cell line Ts3L. Cell growth curves, clone formation rate, in vitro tumor cell infiltrating a-

bility, and cell ¢ycle distibution were determined, respectively. Results Speed of bladder cancer cell growth de-
creased significantly to 35. 7% after ECD gene transfection. Apoptotic cell rate in ECD transfected cells was markedly
higher than that of the wntrol cells. The percentage of superploid cells in Ts3L/ECD cells was significantly reduced

than that in the control cells. Clone formation rate of ECD transfected cells, detected by soft agarose gel clone forma-

tion test, was significantly decreased as compared with that of the control cells (P<0.01). Invitro umor cell infil-

trating ability was markedly suppressed in Ts3L/ ECD cells, as compared with that of its parental and control cells (P
<C0. 01). Conclusion ECD might play an important role in the inhibition of bladder cancer cell growth and inva-

sion. It is an important inhibitory factor for tumor growth and invasion of bladder cancer.

Key words: transitional cell carcinoma of bladder; growth; infiltration; gene transfection

E-cadherin (ECD) ,
, ECD

ECD

1

1.1 523 4
FCD Ts31/ ECD,

a9e7—), s s s s
: (023)68754186

5 2002:08-20; : 2003-11-20

ECD ¢DNA Ts3L G418
ECD ; Ts31/ pLX 5
Ts3L 3 431,
T24
(0 MTT, Sigma ;
1.2 B 7k
1.2.1 ,01%  /EDTA
. . 2X 10% 1001
96 , 100 37 C ; 3
MTT , , 7 d,
1.2.2 .
, . 10°/ ml,
.3 , 25.50.100 3
, 3 ,377C ,2~3



292

26

2 s s, >50
1.2.3 : @ Chamber Matrigel
> [ 1] s Chamber 0.1% ,
; . @
, s » HE
, s 5 s
1.2.4
, 1 ml 70% , Pl
. 4C 30 min Gi. S
G tM ,

1.3 st am

2

2.1 ECD AR 4% stim oAt K R smfe. FH06y %ok
211 ECD
Ts3L/ ECD Ts3L/pIX  Ts3L
»  357%, Ts3l/plX Ts3L
(P> 005, 1.

= 1.6 —— T43L/ECD
% L at :-—-T53L/pLX
s o = Ts3L

g 1.2

=

=

£ 10

E o8

=

~ 0.6

£

= 0.4

S

_= 0.2

S o

Time (¢t/d)

Fig1 Growth curves of Ts3L/ ECD, Ts3L/PLX and Ts3L cells
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Tab1 Cell division cycle detected by flow cytometry
Apoplosis G/ Gy S GyM SP(%)
Ts3l/ ECD 16.85 29.85 8.22 16. 11 29.34
Ts3L/ pLX 5.54 20.45 9.74 19.45 45.36
Ts3L 3.2 18. 66 10.77 14.71 53.22
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Fig2 Cell cycle distribution detected by flow cytometry
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