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shPLCei® 1T PPARP/twist 13115 Fil 51| BR 55
MR IE R AEMTIZIZE

BEE F T 4%y RHA mEXR RME FAEmW”
("EE PR BERLR ZEAG B0 22 2Bt W RASL D612 T 22 2008 350 B A 536 =%, EE K 400016
TE PR IR R 2= I R 28 — DR B b IR AR, K 400016)

HE LR A AR T B BEALES 4% S+ 1 AR5 B5C epsilon(phospholipase C epsilon, PLCg)
X+ AT 7] A% 4m e K 18] )R 4% 4 (epithelial-mesenchymal transition, EMT)Z it 4% 48 /) 69 %% . /A
LV-shPLCeR% 3¢ 7T 2| I % 4m Ji&2, q-PCRA=Western blot# MIPLCe. it A AL B 1K 38 74 4 9 0E 2 4K
B(peroxisome proliferator activated receptor B, PPARP). twistl feEMT#8 X 4 FmRNA#F= & & fit /K
F, X F B Ao Transwell 2 oAb M e T A ik 1. 45 R AW, & FLV-shPLCe™T £ % T #APLCe.
PPARPF=twist] #9mRNAF & & Jit /K-, B B AR AT 7 B 55 20 JRARPC3A=DU 14589 iE 45 A2 ) A &
EMTifA42. 0 fEshPLCe4 28 it F Au ANPPARPH L 3) 71| fit.— T A2 & 1% 45 PPARBAtwist1 49 T i, 1Lt
tm fie 0 3L A5 fE /) FMEMTEAZ; mPPARBAYITH| A = A ABRAE A . ZAF R B, PLCe™ i@ i PPARP/
twist] %70 7] 51) IR & 4m i 64 3245 6k ) FeEMTEAE

KR RS BENR IR R B IR BEC epsilon; twistl; EMT

shPLCe Can Inhibite Cell Migration and EMT of
Prostate Cancer Cell via PPARp/twistl

Fan Jiaxin', Li Luo', Niu Lingfang', Fan Yanru', Gao Yingying', Wu Xiaohou?, Luo Chunli'*
(‘Key Laboratory of Diagnostics Medicine of Ministry of Education, Chongging Medical University, Chongqing 400016, China;
*Department of Urinary Surgery, First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China)

Abstract To investigate the effects of PLCe (phospholipase C epsilon) on EMT (epithelial-mesenchymal
transition) and migration, we first build shPLCg cell lines by transfecting LV-shPLCg into prostate caner cell PC3
and DU145. g-PCR, Western blot, wound heling assay and Transwell experiment were used to investigate the effect
of PLCg activity, EMT and migration induced by PLCe knockdown in PC3 and DU145. The results showed that
shPLCe could significantly reduce both mRNA and protein levels of PLCe, PPARP, and twistl. Wound heling assay
and Transwell assay showed that the migration ability was remarkably decreased in the shPLCe group. At the same
time, compared with the blank control group and shNC group, EMT was also decreased in shPLCg group (P<0.05).
After adding the PPARP agonist in shPLCe group, the expression of PPARP and twistl in both mRNA and protein
levels, the migration ability and EMT were increased. The expression of PPAR and twistl, the migration ability
and EMT were lower in shPLCe+GSK (PPAR antagonists) group than those in shPLCe group.

Keywords prostate cancer; PLCg; twistl; EMT
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BRI -

FEVET7 1 5%, 17 51 Mg 72 o5 o AL PR A e 8 2
—, JE B B R T A A AR R, BE
BN W BT A B, HOR R R B AT
=P BT A e AR 2R T RS e L S BOAE T Y
R C, BT R, w8 e R R iR S 2
Gy T HLHEI A5G, Horp, b Rz—1A) 78 )5t %% # (epithelial-
mesenchymal transition, EMT)# 1A\ A 42 [IT 988 41 ffd
AR BRI — A T EE IR ) ),

T RIS 3 M B IR EEC epsilon(phospholipase
C epsilon, PLCg), &Ml JREEC ) — g Y [7) T/, At
WeH-rasi 5 K ) 8 H B3R IE 7 PI(NGHE )G HE
FLOLA) TS TR B, PLCe 5 5% bt s v 78 4t e
LR AEM T UJAH R, {H & PLCe R K] §E 75 52 11
AU A i 40 P e A ANEMT H 8 1 el . ASHE 5T
1 BT 51 i 40 PR bk R GeshPLCe g i 25, DL A
VIN R, BRFEPLCeXS H 21 i i # MTEMT ) 521 2
Fo oy HUH, AT A A 51 B e i DR V6 97 S A
RUMUET S

1 MR5E%
1.1 ¢mpakk

\HI 1 B 40 i 2RPC3 . DU1450 T o [H ) 2
Bt bV 40 B, EH R R R ORI PR A 5612 W 27 2
B AU R AE
1.2 187RE

PLCe T4 18 9% £ (LV-shPLCe) % 38 Fi] [ 4 i &
18993 2:(LV-shNC) HH _F i & i 24 H R A R 48 =] 1)
&, P rIE R R,
1.3 FEIR

YH B 1% 7% FEEDMEM-F12. RPMI164041 i 4~ Ifi.
5 TGibco s 7], MRS I T AL R E A F;
Transwell 4 g1 7% /N % (342271, membrane filterfL1%
8 um)JF-Costors &]; PCR 5|4 HInvitrogenA 7 & ;
RNA$ZHGR 7 £ Trizol. RT-PCRIR 7 £ Alq-PCRIR 7

& T TaKaRaA w5 8 H B RBUATIE T B =
RAEMEARA WA A BTN B-actin 57 B B4 1)
T ImmunoWay A al; 1PN 2 i EHTAPLCeNY T
Santa Cruz/a 7l Rt N 50 FEHTIAPPARBIE T Santa
CruzAa); BPTN T8 B Hi i twist1 14 T Abcam 2y 7] ;
Bt N Z 50 B PLAMMP2 FIMMPOI T Abcam /A 7
RPLN 2 o FEPUARE-45 2 2 E W T Bioss E M) HAR
NFE] RIPTNZ 5 B PR vimentin)l T-Cell Signaling
Technology A wl; i A\ 2 5o b HiAN-45 3 & 1 %)
T Wanleibio A ] ; PPARBHE 7 14 ¥ 5 HIGW501516
FIHHF)GSK3 78714 FMCE A 7] o

14 7%

14.1 #mfg3Esc  DUI4SYIMH MBS 7% T RPMI1640
SEAREFRIE(ET10%00 4 M5 K 1%H HiEE R), B
F37 °C. 5% CO, I 45%~65%3 & 1) £ 3% 46 v 5%
I, A EE H AR KT A FE R 80%~90%, 0.25%[H
EERH AL, T2 IR 40 AR PC3 W A 77 T
DMEM-F125¢ 4= 55 77 3£ (5 10% 06 4 1M1L35 K2 1% &
&), HifrJ7LFIDUL45,

1.42 FRE NG R REAofE miotRe ihit 1%
MR I A A S UL, K an b 5, Befh oLk
(BEFLSX10N), Fr 4l i AE KV A B 1K 60%~70% 0, B
R T MG B 7R 5L, [FIBT E2AFL A & N2 nL 3R e
JiZ(polybrene), SR 5 F573 7 MA 10 pL LV-shNC. LV-
shPLCeJ# 2 5K, 37 °C. 5% CO, M FH -F 157748 h)5
5 20 PR A FIBR e 350K . 4 e SRR o 75 5 0%
Y AR3~41K, BRI pg/mLIEWS 85 3 %, 49
DU145-shPLCe. DU145-shNCHIPC3-shPLCe. PC3-
shNCHz € 4 ik

143 @miedrdlF Fgshmlk®E KIEMCEA A
VLB TS HEEE, PPARBYS 151 FIGWS01516 A1 ]
FIGSK3787(11% FHIKR 51 umol/L, #4543 K FHDMSO
TR A FE 1 mmol/LIY) BEVR, £ TG B8 8 4l 7KKy
REFR B R FE 100 umol /L6 . 557240 i

x1 BHREER
Table 1 lentivirus sequence

i A
Lentivirus name

T A(5—3")

Lentivirus sequence (5'—3")

LV-shPLCeg

Sense: GGT TCT CTC CTA GAA GCAACC

Anti-sense: CCA AGA GAG GAT CTT CGT TGG

LV-shNC

Sense: TTC TCC GAA CGT GTCACG T

Anti-sense: AAG AGG CTT GCA CAG TGC A
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#*2 PCR3IMER
Table 2 The sequence of primer for PCR

HE A LRI 3") TSI —3")

Gene Forward primer (5'—3") Reverse primer (5'—3")

PLCe GGA GAATCC TCG GTA G GGT TGT CAG CGT ATG TCC

twist] TCC GCG TCC CAC TAG CA AGT TAT CCA GCT CCA GAG TCT CTA GAC
PPARp GCC GCC CTA CAA CGA GAT CA CCA CCA GCA GTC CGT CTT TGT
E-cadherin CAC CCT GGC TTT GAC GCC GA AAAATT CAC TCT GCC CAG GAC GCG
N-cadherin CGC CAT CCA GAC CGA CCC AA GTC GAT TGG TTT GAC CAC GGT GAC
vimentin ATG GCT CGT CAC CTT CG AGT TTC GTT GAT AAC CTG TCC

p-actin GGG ACC TGA CTGACTACC TC ACG AGA CCACCTTCAACTCCAC

i, B mLESFRFE NN 20 WL 259014 FH o

144 B2 2PCR(g-PCR)  WINALFEYHfI48 h/5
HiCA FEIER190% )5, FH TrizoliZ: $2 BUAN A (1) SLRNA,
1% 4% 53 NcDNA J5 I SYBGreeniZ: 247 q-PCR (LA B-actin
NNB). N 95 °CTRARME3 min; 95 °CAR
PE10 s; 1B KGR R R R AN [F]) 30 s; 72 CCHEAH
20 s; H40MEFR(RT-PCRAN3O/MIEFR).  FIT FH 5 1
HI W22,

1.4.5 Western blottan) 2m it - 48 = & & it K- o
FIAL PR f48 hfg HIC & B 1A 290%)5, M7
$RECE B A B, BCAYEN & 8 A K E. H10%
e R R R M-SR TR M T i 4t IR PR K (sodium
dodecylsulfate-polyacrylamideelectrophoresis, SDS-
PAGE) 7 A i 5 W2 55105 2 AW L Mi(polyviny -
lidene fluoride, PVDF)JI5 ; =il 5%t i 0 351 741 2 h,
4 °C— P & %, BRI A AL ¥ i (horse-radish
peroxidase, HRP)Fric () —Hi = IR &2 h; ECLAL2
KA, BRI

146 XRFEE AR EILIR, L& LR
50%FNF, INZGAL 48 hiE VA . AT 3L, HaRh T 64l
BR AR, AH % A A H KB R 7 40 i 1A £190%
T A BER oA T 15 773, RR, 1 e B4
M. 7 AERIIR24 h 548 him, FEUCAE [ 52 o BT,
THE AN EREBE B, 82 35 5 B35 1E .

1.4.7 Transwell%3%  H500 pLJG I DMEM il
AEFE/NE L h, HAMNES2 hiE B T 12500, NE TR
TN I3 55 7235700 pl. 40 AE AR, I I3
FREERFIE B, BEA T 129U P BNV E P, A&
NN IR JE N 1x10° 7 /mL. 37 °C. 5% CO.:%
FEAE NI FR12 ha, Bl B, fE124LRFmA
700 pL 4%% 5% B [E 5220 min. SRJ5, 0.1%H145 i

YA S min, W/KMPES min, FIFRZEE EEAH
IR Y ERT A G B NG o

148 RitFEadr LIRS FCSRAISPSS 17.0804F
HATG 3 Mo T 5 TOREFH S8 Bl v 22 (ks R0,
% YL LR FH SRR 22 07 22 43 M, AL TA) 7 7 B R
AR5, P<0.050 N ZE A Gt 222 .

2 #R
2.1 RXFshPLCeI8 7% 5 T B AT 5 IR £ 248 B ik
PC3FIDU145PLCeHIFRI&
q-PCRA1Western blotZh F & Hl, TG it /EmRNA
R A FUKF, B YeshPLCeS 5 5 41 1 PLCeF 1A
P T shNCHL(P<0.05, El1); 112 %) B ZH AlshNC
HEIPLCeRIA 2 7 LG22 = X (P>0.05, 1), 45
R, R YeshPLCe2 9 75 R A XM il 5T 51 B Jee 240
Hpk - PLCe)3RI%, H oM 5 8L 5000 B4 e ik hit .
2.2 RBREshPLCeIE iR S HIHI 5151 AR 2 40 Atk Ay
THEE
IR SLI0 25 L B, B YeshPLCelSi #5 J5, PC3
FIDU 1452 B ¥k () shPLCe2H48 hit)AH X T 7 #E 25 43
°M39.95%- 13.58%, T Xt B ZH ) AH 5o 3 A% B 25 43
HT6.45%  92.24%. T-HLALRI AL S BE 7T i
FART X R 4L(P<0.01F1P<0.001, [&2).
TranswellS£ 36 45 52 % 1H, PC3-shPLCe4H 4 Jitl 11
FH G IE 2 £ 300439, 1 % HE 4HPC3-shNC2H 20 i
fR AR X AT 7 BUN860£118, —# Z R Giit & X
(P<0.01, F3ARIE3C); DU145-shPLCeZH 41 g #H %F
I 7 %6020, B A% T-DU145-shNCZH 48 i 48 % 3T
F%230+£50(P<0.01, EI3BAIE3D).
2.3 THPLCeITEMTHE X 3 FFRIZHIF N
q-PCR¥S: MMPC3FIDU14540 ffg HE-45 %5 5 H
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A B
( ) PC3 (B) DU145
1.5- 1.5
<
<
2 z
E %
G4 o S — W
S 3 e
— " )
E = ° S
5 e ok g %
3} e — —d — ——
2 2 2 i
o et
@ o < %
s & S §
S &
B %é& ay %QQ
(©) (D) _ o5 PC3
> ES ¥ &
5 0.2 : % 2
v . - .
PC3 2 01 Bi :
. ks e =y
B-actin ‘- E 0
S ¢
B %@V
— £ 0.8, DU145
[}
‘ b5
o - - S
DU145 s 1=
[5) e,
o 2 =
§ .-$'. = ok
& ¢ o
< 5 &

A: shPLCe/E&HLPC34H il J5PLCe mRNAZKF; B: DU14540ffiPLCe mRNAZKF; C: PC3HIDU14540 [l HPLCe & [ /i 7KF; D: PLCeE A5 K FEAH

HIZACT . *P<0.05, *#P<0.01, 5shNCALHA .

A: determination of PLCe mRNA level by q-PCR in PC3 cells infected by LV-shPLCg; B: determination of PLCe mRNA level by q-PCR in DU145
cells; C: determination of PLCe protein level by Western blot in PC3 and DU145 cells; D: relative protein level of PLCe in PC3 and DU145 cells.

*P<0.05,**P<0.01 vs shNC group.

Bl RshPLCeIERREFFPCIFMDUI4SHAFPLCeAImMRNAFEE H Bk
Fig.1 PLCe mRNA and protein levels in PC3 and DU14S cells infected by LV-shPLCe

(E-cadherin). N-£5 % &% [1(N-cadherin). # ¥ 88 A
(vimentin) {fmRNAK *F. 25 & 7R, PC340 ffd
shPLCeZH E-5 % &5 11 B J vy T X0 R 4HshNC(P<0.01,
Kl4A), TN-45 26 8 (A 8 B AKX R
(P<0.001, ¥l4A); DU145%H fushPLCeZHE-415 3 4 H
B 5 & T BB ZHshNC(P<0.01, [&4B), TIN-45 % &
R T 8 B RAIK T X B ZH (P<0.01, K14B).
Western blotfa Mtwistl. E-45 %4 & H . N-£5%,
HE. WEEANEAREE. 4R ER, £PC3
MIDU14520 it F$PLCe, b Bz 40 M b7 5 YD E-45 %6
W RIS T 18] 40 PR AR S PIN-A5 2 2 A
= HKFE N EP<0.05, ES). 45H KM, FIFHPLCe

AL 2 A T8 B A EMT .
2.4 TAPLCeHIHIPPARPHtwist] B3R IE
q-PCRHIWestern blotsSk 4 45 R i 7, EPC3A
DU 14540 il i, shPLCeZH 1) 3k 58 Ak 420 T A 186 51 47
5 52K (PPARPB) IS FEMT [ % 5 [Al Ftwist 1 ik &
PR T R ZHshNC(P<0.05, EI4RIES), 45 5% 1,
shPLCe#llI | PPARBAltwist1 {1k .
2.5 PPARPHY 45 5 M B 30 7 0 40 %1 350 =7 i 5
twist1 FTRIA, HMFZMMEMTHEX 7 F
7£ PC3-shPLCef1DU145-shPLCefa & 41 ity £k
i APPARPBAF ¢ P ¥ 20 FHIGW 5015165k 477 ] 77
GSK3787, k% 7724 h. q-PCRAIWestern blotsZ ¥ 45



T AEFESE: shPLCeif I PPARP/twist 14141 Bl 471 FitJe £ 0 ()3 4% AMEMIT i £ 669

PC3

(A

Ctrol

shPLCe

shPLCe
+GW

shPLCe
+GSK

DU145
© 0 h 24 h 48 h
- - - -
o - -
shPLCe
+GW
shPLCe
+GSK

(B)
100
~ 80+
S
e
2 60+
S
o
<=
Q
E 40+
5}
w0
204
o 77
&
X
O‘b
)
§
D)
100+
~ 80'
§
o
2 60-
2
[3]
E 40
5
wn
20+
0- 272770
&
X
Q‘v
QY
&

A: PC3AN B ¥R S50, B: PCIAHUAIXER BE BS; C: DU14SAN B RIR S, D: DUT4SHIIIHIXE R ES . *P<0.05, *#P<0.01, ***P<0.001.
A: wound healing assay of PC3 cells; B: relative migration distance of PC3 cells; C: wound healing assay of DU145 cells; D: relative migration distance

of DU145 cells. *P<0.05, **P<0.01, ***P<0.001.

E2 PC3FIDUI45HIXITRSEE KRR EH IR
Fig.2 Wound healing assay of PC3 and DU145 cells

J IR, fEPC3AIDU1454H il 1, shPLCe+GW 4L K
PPARBAlltwist] FEmRNAFI 2 [ i /K °F ) 0 & T
shPLCeZH (P<0.05, K641 Kl7); shPLCe+GSK 4 M B
EAKFshPLCeZH(P<0.05, K6 A7), [FIl), EMTHH
Koy ¥ AR B A G5 = L(P<0.05, EloflE]
7). ZERF W, INANPPARPBII BB 6E — & FEFE
HPPARBAtwist1 1 i, [F] B2 2k 41 B EMT IS
i T PPARPB il 71 7= A= AH s /B I, $27RPLCer]
I8 I PPARBAlltwist1 ) 3 1A 1 15 A7 71 it 9 FIEMT it
o
2.6 PPARBAYFSME RN S HNHIFIXS F2mFT 5
R 72 LRARAKIT F2 5E D RIS

w1 207 7w, KR S 56 45 3t 3R B, PC3-shPLCe

FIDU145-shPLCe4 41 s o in AGW 5, FAH X iE
% PE B 23 9 9£59.99% . 50.70%, B & & T-shPLCe
41£139.95%. 13.58%; PC3-shPLCe+GSK A DU145-
shPLCe+GSKZH IAHRTIE AL #E 25 73 1) 2 8.09% - 4.29%,
&K T-shPLCeZH(P<0.05).

Transwell 3256 25 H 36 B, PC3-shPLCe2H 41 g i)
AH X 3T F8 % 30039, 1 Il 24 41 PC3-shNC+GW
PC3-shNC+GSKZH 4t f ¥ A5 XJ 1L #% £ 2 503+70F1
9120, N 24541 % 7] S5shPLCeZl ) 2 57 A Gi it &
X (P<0.05, E3AMIE3C); DU145-shPLCs. DU145-
shNC+GWHIDU145-shNC+GSK 41 41 Jfig A5 %} 3T # %k
I AFE60£20. 1242741216, INZ54H ) 5] 5 shPLCe
H 257 Gt 2F 3 L (P<0.05, F3BAIE3D).
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(A)
PC3 Ve
b “‘{:\i 2’
i
B)

Blank shNC shPLCg shPLCet+tGW shPLCe+GSK
: ‘. X o) p 4 & o ¥

el g ol
p A o} 3 :
o : e
REH e < 5 % b
b i
bt 1t i
il o i e
(D)

250+ DU145

2 800 o 2 2004 *

8 i 8 .

5 600~ g 1504

< «

& )

S 400- S 100- :

pram—-— .
200 ] 50 —r
N N & & &
S N & X S N & X
Y RS o4 B ¢ e
B B B B

A: PC341Ifiblank. shNC. shPLCe. shPLCe+GWHIShPLCe+GSK T4l Transwell5545; B: DU 14541 (¥ Transwel 15256 C: PC34HLATAR AT
%, D: DUI4SAIILIARX TR # . #7/X=500 pm. *P<0.05, **P<0.01,
A: Transwell assay of blank group, shNC group, shPLCe group, shPLCe+GW group and shPLCe+GSK of PC3 cells; B: Transwell assay of DU145
cells; C: relative migration rate of PC3 cells; D: relative migration rate of DU145 cells. Bars=500 pm. *P<0.05, **P<0.01.
[E3 PC3FIDU1458 TranswellSL4e R AH X IEHBE
Fig.3 Transwell assay of PC3 and DU145 cells

(A) (B)
2.5
E= Blank E=E Blank
< 50 &3 shNC 257 B33 shNC
% E3 shPLCe 220_ B3 shPLCe
— 4 5
S 1.5 E 'F
g © 1.5 g
s 1.0 g : :
£ g o 107 §=
°© i H = -
& 03 HE 5 0.5 § g
5 :E H :: . E E
0- -3 = 3 J H
O_ = -
¢ L & F® F® % X RS
S & ¢ - & C & S S $
N QQY’ < C?&Q O‘DB 4\6\ R Q?%’ &QA\ %800 @&& ¢ &é\
<f & S IS R
R <~

A: PC34H-HPLCe. PPARB. twistl FIEMTAH 3> 7 mRNAJKF; B: DUI454Jfi HPLCe. PPARP. twistl FIEMTHI 2%/ T mRNAK . *P<0.05,
*#P<(),01, ***P<0.001, 5 shNCH LL#%
A: determination of PLCe, PPAR, twist] and EMT related mRNA level by q-PCR in PC3 cells ; B: determination of PLCe, PPARP, twistl and EMT
related mRNA level by q-PCR in DU145 cells. *P<0.05,**P<0.01, ***P<0.001 vs shNC group.
El4 RERshPLCeIBRHRHFPCIMDUILSLEAMFPLCe, PPARB, twistl FIEMTHE% 5 FHImRNAK
Fig.4 PLCs, PPARB, twistl and EMT related mRNA levels in PC3 and DU145 cells infected by LV-shPLCe
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PC3

(A) (B)
. 10 B3 Blank
g < O 7 =
‘b\:g\‘ %Qé %3\) s shNC
= £ 0.8+ E3 shPLCe
PPARD | m— — i’é
G
. o
Twistl S — z
. [}
E-cadherin | s s——— —‘ 12)
N g E“; l:
g
Vimentin ﬁ w! L]
o e
(©) DU145 (D)
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1.59
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£ B3 shPLCe
PPARB £
=
Gt
Twistl o
o
ks
o
E-cadherin B
=
g 2
N-cadherin C—  ——
Vimentin ‘- ——r -‘
P-actin P—-

A: PC34IMi-HPLCe. PPARB. twistl FIEMTAH > 1 & [ /K 15 B: PC34NAE A K EEAE M 5G /K1, C: DU14SHI A & (A JF 7K 7, D: DU14541j0
IR BT o *P<0.05, **P<0.01, ***P<0.001, 5shNCHL L #% .
A: Western blot of PC3 cells infected by LV-shPLCe; B: relative protein level in PC3 cells; C: Western blot of DU145 cells; D: relative protein level in
DU145 cells . ¥P<0.05,**P<0.01 ,***P<0.001 vs shNC group.
BElS5 BshPLCeI®HRFERPCIFMDUIASHAFPLCe, PPARP, twistlFHIEMTHEX 5 FHIE A RKF
Fig.5 PLCg, PPARSB, twistl and EMT related protein levels in PC3 and DU145 cells infected by LV-shPLCsg
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=3 Ctrol &3 Ctrol
&3 shPLCe 5 &3 shPLCe
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A: PC341 8 PLCe. PPARP. twistl FIEMTAH %7 T mRNA/KF; B: DU145ZH I [FImRNAZKF . *P<0.05, **P<0.01, ***P<0.001 .

A: determination of PLCg, PPAR, twistl and EMT related mRNA level by q-PCR inPC3 cells; B: q-PCR of DU145 cells. *P<0.05,**P<0.01,

***P<0.001.

El6 PPARPBHIEENFSINEIFIAIEFPCIFIDUI4SAMEFPLCs. PPARB. twistl TIEMTHE X 5 FAImRNAK F
Fig.6 PLCsg, PPARP, twistl and EMT related mRNA levels in PC3 and DU145 cells treated with GW or GSK
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PLCe
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Twistl

E-cadherin
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—_—

Vimentin

B-actin

A: PC340fifiF'PLCe. PPARB.
AR A A KK . *P<0.05, #*P<0.01, ***P<0.001.

B)
&3 Ctrol
2.0 &3 shPLCe
shPLCe+GW
3 shPLCe+GSK

Relative level of protein

&3 Ctrol
2.01 &3 shPLCe
shPLCe+GW
33 shPLCe+GSK

—_ —_
(=) [
I 1

o
W

Relative level of protein

twist I FIEMTAH I 73 F (1988 15 K5 B: PC3AK A AH G /K5 C: DU14SZHAAH 5G4 F1¥1 82 (1 Fi/KF; D: DU145

A: Western blot of PC3 cells; B: relative protein level in PC3 cells; C: Western blot of DU145 cells; D: relative protein level in DU145. *P<0.05,

**P<0.01 , ***P<0.001.

E7 MGWHGSKEPC3FDUI4SAAFPLCe, PPARP. twistlFHIEMTHE% 5 FRIE A RKF
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