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Inhibition of combination of hTERT promoter and mad]| gene on bladder cancer cell

proliferation

LUO Chun-li', CAI Xiao-zhong', ZOU Lin', TANG Min', HU Hong-bo', WU Xiao-hou® (' Department of Laboratory Diagnosis,
Laboratory Medicine Faculty, *Department of Urology, The First Affiliated Hospital, Chongging University of Medical Science, Chongging 400016,
China)

Abstract: Objective To explore the mechanism of the growth inhibition of bladder cancer cells by combination
of human telomerase reverse transcriptase (hTERT) promoter and mad1 gene. Methods The cell proliferation, cell
cycle progression, cell ultrastructure alterations, mRNA and protein expression of hTERT and TGF-B1 were detected
by cell counting, transmission electron microscopy (TEM), flow cytometry (FCM), reverse transcription polymerase
chain reaction (RT-PCR) and immunocytochemistry after T24 and EJ cells were respectively treated with hTERT pro-
moter and madl gene plasmids. Results Bladder cancer cell growth were suppressed, apoptotic bodies were oh-
served, and the cell number of S phase decreased while the cells of G,/G, increased, both mRNA and protein expres-
sion of hTERT and TGF-B1 was decreased after hTERT promoter and mad 1 gene transfected into T24 and EJ cells.
Conclusion  Combination of hTERT promoter and mad1 gene could inhibit the proliferation of bladder cancer cells,
which may provide a new idea for gene therapy of bladder carcinoma.
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Tab 1 The growth of EJ, T24 and primary fibrocytes in treatment
group and control group ( x 10°)

Cultivated cell number

Time
(d) EJ [N} T24 T24 Normal Normal
(control)  Ctreatment)  (control)  (treatment)  (econtrol)  ( treatment)
1 5.3 4.8 5.6 4.5 5.7 5:3
2 6.0 4.6 6.1 4.3 6.4 6.1
3 6.5 4.2 6.6 .8 6.7 6.4
4 8.1 3.9 7.7 3.6 7.9 7.0
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NA Fik JLFJOFEW o [ X 1 AT HE 20 My hTERT 1 TCE-
B 1Y mRNA Feik o A A FEm (P > 0.05) .
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A: Low-differential T24 cells in control group (TEM x 6 000); B: Apoptotic body in EJ cells in treatment group (TEM x 15 000) : C: Myelin fig-

ure of cell membrane of T24 cells in treatment group (TEM x 12 000)
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Fig 1 Cell ultrastructure of treatment and control groups
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1 = 2: hTERT expressed at 145 bp; 1: control group; 2: treatment group;
3: DNA marker; 4 - 5: TGF-31 expressed at 161 bp: 4: control group; 5:
treatment group; 6: Each lane had inner control GAPDH band, which ex-
pressed uniformly at 208 bp in each group
B3 FFEAIEA hTERT 7 TGF-Bl mRNA ik 7k T (4 7
Fig3 The expression of hTERT and TGF-B1 mRNA in T24 cells in
treatment and control groups
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