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Abstract: Objective To investigate the effects of PDCD5 overexpression on apoptosis of human prostate cancer
DU145 cells induced by cisplatin. Methods First, the proliferation of the DU145 cells treated with cisplatin was
assayed by CCK-8. Secondly, we established stably transfected DU145 cells overexpressing PDCD5. Then,apop-
tosis was determined by Annexin V-FITC & PI double staining and electron microscopy,and the expression of
apoptosis-related proteins was detected by western blot. Results Cisplatin inhibited cell proliferation of prostate
cancer DU145 cells on a dose- and time-dependent manner. Stably transfected DU145 cells with PDCD5 overex-
pression were successfully established. As shown in flow cytometric analysis and electron microscopy images the
apoptosis of DU145 cells treated with PDCD5 and cisplatin (25 pmol/L) was increased markedly compared with
the cells treated with PDCD5 and cisplatin(10 pmol/L) or the cells treated with cisplatin alone. Western blot a-
nalysis suggested that the level of Bcl-2 expressed in the DU145 cells treated with PDCD5 and cisplatin was de-
creased obviously, while Bax protein level showed no significant difference. Conclusion ~ Although PDCD5 over-
expression alone does not cause apoptosis in DU145 cells, it can largely enhance the apoptosis-promoting effect of
cisplatin on DU145 cells. The mechanism is involved in reducing the expression ratio of Bcl-2/Bax.
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Figure 1 Effects of cisplatin on cell growth
and proliferation in DU145 cell
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Figure 2 Identification of stable transfection of
PDCDS in prostate cancer DU145 cell
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Figure 3 Effects of transfection of MOCK and

PDCDS on cell growth in DU145 cell
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5a:negative control; 5b and 5¢: DU/PDCD5 cell treated with
25 pmol/L cisplatin
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Figure 5 The morphologic change of apoptotic cells

treated cisplatin under electron microscope( X 7000)

2.5 Western blot ¥l JR4AXT 0 T X EH
Bel-2/Bax ik 52

53R WR 25 pmol/L Ji4H DU/PDCD5 4 ffi 4 ,
Bel-2 kB B T FE, Bax RIXFHE AR, WWE 6,

3 itig

AT RI6 YT I B R R B E A, SR AE O —
LA 259, HoAE ML 22 Wi DNA B3 1Y
AT, 5 DNA JE K38 L& 45, fff DNA B 1E A
59 , 1% DNA AR, %S amEs™ . B2 H

<
e

<
=

=3
1.34% 0.97% 4.59% 3.86% T~ 3701%

@]

103

H"
o2
;
P
102
i

104

1266% 522% 6.79% 2407%

101
r
101
H

_Am()

3 -
w0t et w?
Annexin V

' w?
Annexin V

AnnexinV/

T, G0 " oma T Y, iP
0 I ] w0 w02 @ wt
AnnexinV Annexin V

4 JFE48% DU/MOCK #1 DU/PDCD5 4 jf1 ifE 1= B9 8 1
Figure 4 Effects of cisplatin on cell apoptosis in DU/MOCK and DU/PDCDS5 cells


http://www.fineprint.cn

fPBEatHRF 2012 55 39 B 1 1

035.

Bcl-2

Bax

p-actin

A:control; B: DU/MOCK cell treated with 10 pmol/L Cis-

platin; C:DU/PDCDS5 cell treated with 10 pmol/L Cisplatin;

D:DU/MOCK cell treated with 25 pmol/L Cisplatin; E.

DU/PDCD5 cell treated with 25 pmol/L cisplatin
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Figure 6 The protein expression level of Bcl-2 and

Bax was detected by Western blot
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