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Effects of Ubiquitin Ligase Nedd4 on Human Prostate Cancer
Cell Proliferation and Apoptosis
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Abstract: To study the effects of Nedd4 on tumor cell proliferation and apoptosis, Nedd4 was depleted in prostate cancer
cell DU145 by infecting the lentiviruses expression of Nedd4-shRNAs. MTT assay showed that that depletion of Nedd4 de-
creased DU145 cell proliferation. DAPI staining indicated that knockdown of Nedd4 resulted in greater sensitivity to stauro-

sporine-induced apoptosis of DU145 cells. These results revealed that the down-regulation of Nedd4 expression not only

reduced the cell proliferation but also induced the apoptosis of DU145 cells.
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Fig. 1 Interference of Nedd4 expression by different se-
quence shRNA
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Fig.2 The Nedd4 expression level in DU14S5 stable cell line
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Fig.3 Interference of Nedd4 expression on cell prolif-
eration

K 3 AIA: AN AEREMIS M 96 h, Tl
Nedd4 1) DU145 4O T BRZH (P<<0.01) , 1569]
T8 Nedd4 kAT LI DU145 i o4 58
2.4 TiF Nedd4 Ri&xt DU145 40568 B9 2200

P20 B A A0 AZ B 4 TR I, 2 g e
BEIE R AR, A7 e b SR R Uk, FIAH DAPI
Ye o F AR 7 Nedd4 AYZIAXT DU145S A iH T
(RIFEIR , SEERZE SRR 4 FR. TERER R IEME = AL
PJE , F20E T Nedd4 Fikny DU14S 2R 4540 =
W Z T IAMEXTIRE ; B 48 h 5, B2 T4k Nedd4 £
iKY DU145 4 T 1 2, OLEF b 040 i s
A se gk ELECHL I R ] Neddd 263k AT DL
DU145 ZHiEET-.

scramble

shNedd4 1#

shNedd4 2# g

E 4 TiF Neddd Fix>+4HAE TR0

Fig. 4 Interference of Nedd4 expression on apoptosis
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