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[ Abstract] Objective To investigate the inhibitory effect of improved TAT-VP3 fusion protein on human
bladder cancer BIU-87 cells, and the effect on the expression of bel-2 and survivin in BIU-87 cells, and provide
experiment basis for the further study of improved TAT-VP3 fusion protein. Methods The inhibition rate of cell
growth was detected using the method of MTT. Different concentrations of improved TAT-VP3 fusion protein were
used to interfere with human bladder cancer BIU-87 cells, then the expression of bel-2 and survivin mRNA was
detected by real-time fluorescent quantitative polymerase chain reaction (qPCR) after 24 h, 48 h, 72 h, and the
expression of hel-2 and survivin protein was detected by western blotting after 24 h. Results  When improved
TAT-VP3 fusion protein interfered with human bladder cancer BIU-87 cells, the inhibition rate of tumor cell growth
showed a time— and dose—dependent manner (P<0.05), and the expression of bel-2 and survivin mRNA showed a

time— and dose—dependent manner, too. When different concentration of improved TAT-VP3 fusion protein
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interfered with tumor cells,
h. Conclusion

influence the expression of bel-2 and survivin.

the expression of bel-2 and survivin protein showed a dose—dependent manner after 24

Improved TAT-VP3 fusion protein can inhibit the growth of BIU-87 cells in a certain, and
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Tab. 1 Interfering with different concentration of improved TAT-VP3 fusion protein and at different time point,
the inhibition rate of growth of BIU-87 cells [%,(X +5) ]

TAT-Apoptin (mg/L) 24 h 48 h 72 h

0 0 0 0

0.1 1.61 +0.87" 2.60 + 1.742 1557 +1.834
0.5 1.61 + 0.60" 6.07 £2.14*2 22.06 £2.40°
1 550+ 1.92° 10.41 £ 1.64™ 26.25 £ 1.092
10 8.72 £ 1.83 20.06 + 1.87% 56.61+1.91%
50 44.95 +2.07 67.61 £2.344 79.53 £2.06™
100 75.69 +2.58" 80.33 £2.47 84.09 +2.21"4
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WHE o
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1 MRE TAT-VP3AEBARIRE, AR E &3
BIU-87 HRaA K HI 2
Fig. 1 Interfering with different concentration of im-
proved TAT-VP3 fusion protein and at differ-
ent time point, the inhibition rate of growth of
BIU-87 cells

, 524 h HILEE, 2P<0.05.
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Fig. 2 Interfering with different concentration of improved TAT-VP3 fusion protein and at different time point,

the effect of the expression of bcl-2 and survivin mRNA on BIU-87 cells
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Fig. 3 Interfering with different concentration of im-

proved TAT-VP3 fusion protein, the effect of

the expression of bcl-2 and survivin protein on

BIU-87 cells
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