PE R AEYIRTT 24 hip: //www. biother. org

Chin J Cancer Biother, Apr. 2014, Vol. 21, No. 2 . 125 -
doi: 10.3872/j. issn. 1007-385X. 2013. 02. 002 - otk .

E2F1 %t TFDP3 Rix A R E X515 BRE PC3 40508 T B 22 N

FE MR, FLB,IARE HH, EFL, KR FOEEXFTHEDTER £ FIEKEFHBTLA,
B %% 710032 )

[ E] 8« WdE 1FDP3 FEH S F PO R MR FE A A A 2K pGL3-TFDP3-promoter, %% E2F1 X} TFDP3 %
e B FERIVREAE AL S TFDP3 % E2F1 i S 4 i T . & ¢k LTS IR PC3 4N R I 4 DNA Jg#iig,
PCR ¥ TFDP3 J8 ) 77 913 SEREA VOCR B & FE R 48044, 5 E2F1 F3A 34K pCMV-E2F1-HA BRi 5 s 3t [7) 5% 3¢ PC3
YL, R 2GR TG P LIS E2F1 X TFDP3 JR 31 W R /E A, Western blotting il pCMV-E2F1-HA #% L %T PC3 41 it 4
TFDP3 AR , J a4 I TFDP3 5 E2F1 M T AR AT T80 B 40 M g T Sy . #8 % < oA 2 TFDP3 JE A
T # 4 R pGL3-TFDP3-promoter, 5 E2F1 FiR# A pCMV-E2F1-HA 4% PC3 4015 , TFDP3 J3 51 T S0 C R BT
PR B AL Y pGL3-TFDP3-promoter i FHE[ (1. 14 £0.06 Jus( 0.61 £0.05 ), P <0.05 ], ¥4t pCMV-E2F1-HA fiJ PC3 £
) TFDP3 5 [ 35K 2 AR5 YL 4 4 2.7 4351 (0.24 £0. 03 Jus( 0.09 £0.02 ), P <0.05 ], pCMV-E2F1-HA #4¢J5 PC3 4 i i
ToREREEY A B EFH (7.10 £0.003 )% wvs( 2.66 =0.001 )% ,P <0.05 1,1 pCMV-E2F1-HA 5 pcDNA3. 1-TFDP3 4%y
JEANAEIA T4 pCMV-E2F1-HA 20 23 TR (4.92 £0.002 )% vs( 7.10 £0.003 )% ,P <0.05 1. % # : E2F1 A[ 4458 TFDP3
Je BT BIE R B TFDP3 2R (A9 238, T Rl sb LRI & E2F1 15 SR Ri 2 A A a -

[ &R ] E2F1; 6  HF AR 35 WHOGE R 5 5L 5 0 30 F 5 B4 A ; PC3 40

[ FEIHES ] R737.25; Q78 [ XEktRBERD ] A [ XEHES] 1007-385X( 2014 )02-0125-05

Role for E2F1 in the regulation of transcription factor dimerization partner-3
expression and apoptosis in prostate cancer PC3 cells

Li Rui, Ma Yueyun, Xin Yijuan, Diao Yanjun, Yang Jing, Yue Qiachong, Hao Xiaoke ( Institute for Clinical Laboratory
Medicine of PLA, Xijing Hospital Affiliated to the Fourth Military Medical University, Xi’an 710032, Shaanxi, China )

[ Abstract ]|  Objective: To evaluate the regulatory effects of E2F1 on transcription factor dimerization partner-3
( TFDP3 ) expression and apoptosis in prostate cancer cells in vitro. Methods: A luciferase reporter construct driven by
the human TFDP3 gene promoter, pGL3-TFDP3-promoter, was made through PCR and subcloning using the total DNA ex-
tracted from human prostate cancer PC3 cells. PC3 cells were transfected with pGL3-TFDP3-promoter and pCMV-E2F1-
HA E2F1 expression vector, either alone or together. TFDP3 promoter activity and TFDP3 protein content in the transfec-
tants were determined by dual luciferase assays and Western blotting analysis, respectively, 48 h after transfection, while
apoptosis was analyzed by flow cytometry 24 h after transfection. Results: The luciferase activity was significantly higher
in PC3 cells co-transfected with pGL3-TFDP3-promoter and pCMV-E2F1-HA than PC3 cells transfected with pGL3-
TFDP3-promoter alone ( 1.14 »s 0.61, P <0.05 ). TFDP3 protein content in PC3 cells transfected with pCMV-E2F1-HA
was 2.7 times higher than that in non-transfected cells ( [0.24£0.03 ]vs[0.089 £0.02 ], P<0.05). The proportion
of apoptotic cells PC3 cells transfected with pCMV-E2F1-HA (7.1 £0.003 )% was significantly higher than that both in
non-transfected PC3 cells ([ 2.66 +0.001 1% P <0.05) and in PC3 cells co-transfected with pcDNA3-TFDP3-promoter
and pCMV-E2F1-HA ([ 4.92 +0.002 ]% vs[ 7.1 +0.003 ]% ,P <0.05 ). Conclusion: E2F1 may enhance the TFDP3
promoter activity and upregulate TFDP3 expression in prostate cancer cells. This finding suggests that E2F1 and TFDP3
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may play a role in the survival/apoptosis in prostate cancer cells.
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prostate cancer; PC3 cell
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FIX PCR P12 1. 0% SR BEMEHLUK IS , S25MTF Al
DLIE— 25737, K/NZT 1000 bp , 513 A B/ —
H(E 1) ¥ TFDP3 Ja 3T IX PCR F=#%% 1k DH-
S5a Ji7 , $#EHU pGL3-TFDP3-promoter i ki1 Nhe 1 Fl
Xho 1 XY, 153 4. 6 kb LI pGL3-Basic il 1
kb i H A R Be( B2 ). SE4LTUR DNA U745 5 R
HI NCBI blast tXf,iIEBH 5 Genbank Ht TFDP3 3K
Ja 875 58 4 — 5
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Fig. 1 PCR ampification products of TFDP3
promoter identified by electrophoresis
M: DNA marker; 1: TFDP3 gene promoter
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Fig. 2 Identification of recombinant plasmid
M: DNA marker; 1: Plasmid pGL3-TFDP3-promoter
digested by Nhe | and Xho [ ; 2: PCR result
through template of pGL3-TFDP3-promoter
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(0.32+0.06),P<0.05 ], pGL3-TFDP3-promoter 5
pCMV-E2F1-HA &% L 41 i )5, 2¢Ot Bl 7% P ¢
pGL3-TFDP3-promoter HIIE T 1.9 fF[ (1. 14 =
0.06) vs (0.61 £0.05),P <0.05 ], 2 #AK peD-
NA3.1 5 pGL3-TFDP3- promoter t:45 QL 40l J5 , 5
pGL3-TFDP3-promoter ZH L5, 7¢ 6 2 i P T i 3
Z5(P>0.05 ) E3), LIES5RUH, spEm
TFDP3 Lt v Bt B A JA 3 1% 75, pCMV-E2F1-HA
Y pGL3-TFDP3-promoter IL44 YL fENS 1 TFDP3 Ji
STFE .
2.3 #:3 pCMV-E2F1-HA L8 PC3 2842 A TFDP3
4 F A

2t Western blotting f Il 45 5 ( & 4 ) iR, K%
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N Fe ikt R YL LH Y 2.7 4% (0. 089 0. 02 s
(0.24 £0.03),P<0.05 ], A] W E2F1 %} TFDP3 iy
HEHFRAEAHE FIEEH.

1.0

Relative luciferase activity

B3 E2F1 LiE TFDP3 BREhFiEiE
Fig. 3 E2F1 upregulates promoter activity of TFDP3
1:pGL3-Basic + pRL-SV40;2 : pGL3-promoter +
pRL-SV40;3:pCMV-E2F1-HA + pGL3-promoter +
pRL-SV40;4 : pGL3-TFDP3- promoter + pRL-SV40;
5:pCMV-E2F1-HA + pGL3-TFDP3-promoter + pRL-V40;
6:pcDNA3. 1 + pGL3-TFDP3-promoter + pRL-SV40
* P <0.05 vs pGL3-TFDP3- promoter + pRL-SV40

E2F1

TFDP3

[-actin

El4 pCMV-E2F1-HA ¥ FiF PC3 i@
M TFDP3 & BHJRIX
Fig. 4 pCMV-E2F1-HA transfection upregulates
the expression of TFDP3 in PC3 cells
1: Control; 2: pCMV-E2F1-HA
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Annexin V

E 5 TFDP3 %l E2F1 - SA4ET
Fig. 5 TFDP3 inhibits E2F1-induced cell apoptosis
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RI, B E2F 458 T8 % E2F/DP 5 R AK, Xf
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FHFFNEG 5 IR ZH 28, TFDP3 3[R 7E -9 A1 G 51 iR
JErh I 2RI, T HAF 65% BYHTH i 441
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T S W], TFDP3 1] LA 3045 4 E2F & 1,
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TFDP3 AN AT A6 E2F F) 20 g Ji5) 303 70 200 o 35 5
T, BT LIS E2F1 5 5 IR 48 PS3 A S 4 i
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HMEE TEDP3 AT DL 2k 175 5 17 51 6 20 ML 7 1 e
YRR, AR s V2= M58 1 1 91 B8 4 L LNCaP 1 A=
FPRES . Li OV, W T R AR R 51
Ji#9E( androgen-independent prostate cancer, AIPC )
TEEA R EH . sk s 45 R4 /R TFDP3 3%
KR AT BE S AIPC B KRR .
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Jifl E2F1 3 3K 3% 25, AIPC 41 Jif W) 5L A5 o 25 7K F 1Y
E2F1 ik, A, @K E2F1 R A 16 Al 4
MR- WE? ABFEUER , 1T TFDP3 1-lita sh ¥
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