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HRI HER B AKIE 5 FLARE 41 AR SKBr3
AT HI PPARY [ESBEHZ

R AT % R F

Wan Wit EAM AP A

(PR 252 B, T M1 510006)

WE  ¢is95 trans11-CLA il trans10, cis12-CLA & 250 i B2 (CLA) — Fh e 6 o S it 1) = B s, A6 LT & B S 3L
g 0 L O T AR B, BE— R IR Y il R A A LR g 40 M SKBr3 E TR R L. SR A RT-PCRA
Western blot 5/7V%, {IESE T CLA 71 SKBr3 4 i 1 vJ {5l 2 4 = PPARy (W45 S B 1 iR IA K, JF &I CLA X PPARy 5
JHTAHDCHEE [ Bax. Bel-2 il caspase3 MIZRIARZ M 2 [RDAROCHE, -2 BLHS B () AR S Ak . it PPARy #3157 GW9662
LIS RWH BN Z MAFENHCER. BIRIEH T PPARYy -Bcl-2-Caspase3 15 5 il i 1) SKBr3 41l 138 %, A CLA AN

PPARvy Hi AR5 771155 3 I8 20 P T R N P i 52 4 s

KGR IR AR, A BRI R A2 ARy, AT, AFLIREAN AR SKBr3

ZR9%ES  Q291, RI1

0 V. v 2 (conjugated linoleic acid, CLA) &
—HRRAAAE TN W ATFLIG h 2 AR g 1D
B2, VMR (linoleic acid, LA) F )L AR S5 #4441l
P SRR, JERIFAESS, CLA HAT B &Mt
R IS 1 T ARG, T SL BT LIRS
SRS IBRNIEUE X . BT, X
CLA 03] i yeg 1045 AL 3 2247 LA JLAS J5 1
a. CLA 7&/) BUAT B s ok 7% 5 8 iod S8 A0 =4
(T AR 0, b, CLA G IR, b
I8 AR IR 1A A s DA T A S it b R D T s
c. CLA T-Hgh i ai i i BRI 147, H i g
40 5ES; d. CLA 1l id ERK- MAPK 15 5 1
B LR R AN A T, ke L, CLA XPR
[F) 4] T 4 o v S ek A ) P A2 5 S 4 B 1

CLA 7E 4 48 55 37 40 b 0k 1 70 0% 9 40 fie
MCEF-7 F#0HIE - IRk A AN 45E, W CLA
I s bR AR R -A(VEGF-A) il 41 i
HABEP),  CLA X3 28U A Py ity AR 38 0 o 1 0TS 3244 y
(PPARy) 3R ik [ 52 1 5 2 MCF-7 4il Y E-cadherin/
B-catenin {55 5 i B IR, T 9100561 40 o 34 B 19,
DA J& CLA %} MCF-7 #0155 — 5L JIfJ 41 e &2 SKBr3
LM Bel-2. P21 SR ARIL, (EgE4H s -0,

cis9s trans11-CLA (c9, ¢11-CLA) M trans10,
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cis12-CLA (110, ¢12-CLA)JE &9 & & i it 2
PUREIE LS SR PN SR A, R IR 4 s AL
fFFErh, XA AR R A . A
WS E T ¢9, ¢11-CLA Fil 410, ¢12-CLA B4
%) SKBr3 4l LR T2, TESE T CLA e
P AR Y 5 S A P T R 1 B ER O 2 ARy
(peroxisome proliferators activated receptor, PPAR-wy)
EYIR G, B IXFEH T PPARy-Bcl-2- Caspase3 fi
5 IR R A MR TR AR, Dy HE— B BRI CLA HI$T
J IR AL SR BT AR UE S
1 #MRIERE
1.1 ##
1.1.1 At

CLA HAR(9, (11-CLA, (10, ¢12-CLA), 4fi

FEH 98%, THHTFEEEXAEYRIEAIRAR. B
Hill B 200 mmol/L (1) 1 3L W AR(DMSO) L,  7)%¢

* CRARHRITH (2007B031406001, 2008A060202010) A1 5K
H AR 3L 4 B B I H (30873457).
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fifi 1-20°C % .

GW9662: PPARy I, T dh 3 B T %
]I AT, TARREE: 1x10°° mol/L.

Rosilitazone( 2 # 51li]): PPARy ¥#zh7, 1T
S M TR Ny A w], TARMKEZ: 1107 mol/L.

FEAA: H2HUR RNA 1) TriZol I 4 3 [
Invitrogen /A m] /™ s 1451477 Oligo-dT. dNTP
HHORGE T AR A TR A B A w42 4l 10 4% 5 il
M-MLV 4 Promega A 7]/ s HLUK BRI 6 T
J7IM B A T BCA 8 E SR & 8 1 Pierce
Oy s Puik: PPARa. PPARy. B-actin Fll
Bcl-2, Bax 4 3E[E Cell signal /A %] 7% df, Caspase3
T J6 5 FR A2 445 2 7 (SantaCluz 77 ). PVDF Jii
1% [ Millipore 27, fL4% 0.2 pm, 5524
ISEQ00010.

T RT-PCR #1519 it B TAYIEAR 23 7]
B, AL PPARy HePRI ZRIA W L 517 51 A
5' tgtgaagcccattga agaca 3', N iF 514 5’ gagegg
gtgaagactcatgt 3';  bel-xl, KD RIL ) B |97 41
43 5" gtaaactggggtcgeattgt 3’ , K U 51 4,
5’ tggatccaaggetetaggte 3’5 bel-xS FE KR IA 1 Lt
SI¥F 5 4 5" cagggacageatatcagage 3', R iiF 54
5’ cagggaccageggttgaag 3'; W 2 B-actin L IF 51 W)
J¥ % 5' tgtatgcctetggtegtaccac 3, F Ui 51
5" acagagtacttgcgctcaggag 3'.

1.1.2  4ifuligr. AT 40 & SKBr3 4i il 7t
TR FE N 10% 8 A2 4 G (PAA A ] 1)
RPMI 1640 (Gibco 28 @42/ BiF&i ., T 37°C .
5% CO, S MIANREZAT FER IR,

1.2 7%

121 1A K ihgk. SKBR3 4l ekl T 24 fL&:
FM, 4.0x10* A /4L, 37C . 5% CO, Ki il 4,
XA E R 50 100 pumol/L ) CLA(c9, ¢11-CLA
o0 110, ¢12-CLA), #RE:R79%, HldE 1~8 K%
1B, PR AR AL, A R,
0, RPN AN, R Eoiot-#
AEAE, TPEIOME. DAEIRIN T R, gl sl
N2z A AR it 2, RN AL R 3 A AL
YEGEVH I M, v S 200 0 G G 400 ) L 8 B 4 o)
R (Yo) = O HE 2 240 0 A K- 5 56 201 40 )/ ke
21141 o 5 Hx 100,

1.2.2 AR TPO0 WA IEE. SKBr3 4i g4 fh
T 12 fLEEFRIR, 37°C . 5% CO, #5370, 43
AN PE 4 0, 50, 100 wmol/L ] ¢9, ¢11-CLA 5%

110, ¢12-CLA, 4k%:3559% 48 h 5, PBS 5 vt 4
Jfl. H Hoechst33342 %Gkl 4L (0, JosK FBE[H
P (LN DU R A G RUNE A1 i U A
1.2.3 it o 20 i AR 0 40 9 1 56 R0 41 i ) .
SKBr3 4 a4z T 6 fLEEFEM, 3x10° A~/ 4L, 7E
XPEUER I A ¢9, ¢11-CLA 5 ¢10, ¢12-CLA
50~ 100 wmol/L, #%3% 48 h Ji, K 40 i thil bk 5 41
MU, 2 500 r/min 250> 10 min, PBS ¥k 2 %,
HERIET 4C 1A 70% L0, UK 30 min. 0 F7 0
1 ml A TR BE (P 2545 4o ¥4 (2.5 mg PI, 10 mg % bl
¥ B, 25 ml Triton X-100, 32.4 ml 4P EEK,
50 mg FPAEIR, INZEMH/KE 50 ml), TRA) GG
30 min, 340 oA (3 B FE /R 22 7] ELITE)
K. XS AT SR 25 DNA &80 0. FEANFE
i3 418 4L, K Mod Fix LT #F 347 40 g
DNA &&= 7.
1.24 RT-PCR. AFLIR#E40 M5 SKBr3 4 o s
T 6 LM, 3x10° 4~/ 4L, B IR G, A
0,25 F1 50 wmol/L 1] ¢9, 111-CLA £{ 110, ¢12-CLA,
48 h J H TriZol i 5f|$2 L RNA. RT-PCR #Z U1
J7VEHEAT: 10 Wl RNA (1~ 5 pg) A 3 pl Oligo-dT
(100 mg/L), LA 75C {£#F 10 min, HEALE K
H, BN 2 wl ANTP(10 mmol/L), 4 pl SxZZ 3,
1 pl M-MLV 08 sgiilg, K % 20 pl, T 42°C f
& 30 min &% cDNA, 70°C 5 min 211 ¥. PCR
YRR K. 94°C A5k 4 min J5, 94C 28 % 1 min
S51CiBK 30s, 72°C #EAH 1 min, 30 PH¥F; f&Jo
72°C fRifh 10 min. PCR “#1E 1.5%35 I5H i v vl
¥k, EE UVP A A (GDS8000) #E 1% 1k f4 & 45 i 1%
Mg, 41 I LL Labwork4.5 #4420 #r B4% . LA
B-actin fEA NS, WL VKA % %5 B-actin 4%
7 % P TR EUARLEAT 2K B 23 A7 o B VEA
1.2.5 Western blot £l PPARy FHH T AHICHE .

SKBr3 4 f R T 6 FLAR,  fEXTE A K43
IINH Bl CLA A R Ab HE 40 i, dh2kha% 1~4
K, WL, A 40 wl 24 8 (50 mmol/L
Tris-HCI, 150 mmol/L NaCl, 0.02% NaN,, 0.1% SDS,
1% NP-40, 0.5% L% HMHRH, 1 mmol/L EDTA),
4 wl &5 1 g 404 571 Protease Inhibitor Cocktail, T
4C P=F% 15 min. T 4°C F 12 000 r/min Z5-L> 30 min.
FiEER 2 EP B, Ll BCA W E B A
WIE.

I 40 pg 5 FURAE 10% SDS- J8 T4 4 B et Jie
HEATHIK, 90 V. 90 min ¥Ry HLEL S 2 PVDF il
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. Western blot £zl : 5% 4 IfiL 35 1 2% 1 (BSA) &f
M 2 h. APt A PPARy. Bcl-2. B-actin
oY caspase3 HL ¢ BEPLAA(L 1 1 500) 4C B, 1x
TBST ¥EME 3 ¥k, HFK 10 min, IR A4k
il b i 1 L SE PR IgG = PHi(1 ¢ 10 000) E i 1 h,
IxTBST ¥EfK 3 ¥, K 10 min, ECL fh22 KRGk
A, X-Jthisae®. DA ERS
B-actin [KJWROY L ELABREAT A B2 2347

2 & R

2.1 ¢9, t11-CLA #7110, ¢12-CLA 7] & & # #|
SKBr3 B4 1<

SEIG 25 B oR (K 1), R 20 (DMSO)SKBR3
I M/ g FIG AR R, SEERAI/E A CLA 244
450, 100 wmol/L ¥ &2, 41l g A=K ] WL W] S 1)
FHIVER. 9, (11-CLA %R E4AE 5 8 RPNk
43 A 33.5% 66.9%; 110, ¢12-CLA 53K & 41 4F
558 RIWEIER > 5K 66.3%H 65.4%. 4 SPSS 4t
TR REAT T 2 M 45 AR W), €9, 111-CLA
110, ¢12-CLA #2415 41 AH Le 384 Wl 3 1k o %
(P <0.05, n=3), HH 10, ¢12-CLA %} SKBR3
S M A= A ) 0 A OB S5 T ¢9, 11-CLA (1)
YEH.

100}

Number of SKBr3 cell

Fig. 1 Cell growth curve of SKBr3 cell treated
with ¢9, t11-CLA and #10, c12-CLA
P < 0.05, compared with control “DMSO”. P < 0.05 compared with
the cells treated with the same dose of 10, ¢12-CLA. ¢—e: Control
(DMSO);0—0: ¢9,111-CLA(50 pmol/L); A—A: ¢10,c12-CLA(50 pmol/L);
o—e:110,c12-CLA(100 pmol/L); m—m: ¢9,:11-CLA(100 wmol/L).

2.2 ¢9, t11-CLA FA £10, c12-CLA F[{Ei# SKBr3
MAEH AT

221 T4l 9 OO0 W W 5. WOk
Hochesst33342 4Lk} G845 7 1 45 4 41 i 1N [¥] DNA,
W 2 frow, 15 40 Mg B Az O6 IR S oRig 34 5]

PN, POCELYS, UL T LS R A A
WEAZAARR] AR, 4, BRGSO RTRL IR
SRAOG, FLAR AT WAL M AEE ) Betk. WK 2 hAE
t, 78110, ¢12-CLA BRI (50 pmol/L) I HI &
P UE To A A%, 15 Al R TR T 69,
t11-CLA.

50 pmol/L

100 pwmol/L

Ctrl/DMSO

¢9,111-CLA

t10,¢12-CLA

Fig. 2 Morphological changes of SKBr3 cell nuclear
treated with c9, /11-CLA and ¢10, c12-CLA
by Hoechest33342 staining (20x)

2.2.2 UG M A W0 240 i T 0 A0 i 3.

53 501 50 A1 100 wmol/L ¢9, ¢11-CLA F1¢10,
¢12-CLA b2 SKBr3 4 i 72 h i, Ui x40 f A
BT RZW TP < 0.05), $10, ¢12-CLA 761K
WP FRIAE F A% T 09, ¢11-CLA, 1M ¢9, ¢11-CLA
T e W FE IS 000 A M M AE 0 A R R T
t10, ¢12-CLA. 50 pmol/L¢9,¢11-CLA #1¢10,¢12-CLA
WREELLS S 10 SKRB3 TR 50514 6.4%F1 8.8%,
L5505 HECAH B R LS 3 22 S (B R o), i AE
100 pumol/L ¥4 8 20 A m] L2 B (1 0 10 (n ] 3),
AT 54 20.5%F1 13.4%.

I G A AR AH R 4% 11 A A0 1 ) 3 53
At kAT B A DMSO X R4 GO/G1 ]
41 Mo bk R 60.1%, S B 7.8%, i A 50 X
100 wmol/L ¢9, (11-CLA Ab¥HJ5, GO/G1 Hi4) A%
H 56.5% M1 46.1% , S W4 I Tt A 14.7% A
353%, 50, 100 wmol/L ¢10, ¢12-CLA 4t H J5
GO/G1 W12 54.2%F1 49.2%, S W14 5 A 23.9%F1
28.9%. W ULBHAG i AN, i S BIAE K,
GO/G1 ¥14ii%i, 50 pumol/L ¢10, ¢12-CLA [f] S HI4E
KAIMEEE ST ¢9, 111-CLA, 17 100 wmol/L ¢9, ¢11-CLA
(1) S FHAE MR FE 5 2w T 110, ¢12-CLA(I# 4).
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Fig. 3 Apoptosis rate of SKBr3 cell treated with ¢9, t11-CLA and ¢10, ¢c12-CLA by flow cytometry
(b) (©)
1000} 800 F
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Fig. 4 The cell cycle of SKBr3 cell treated with c9, 111-CLA and 10, c12-CLA by flow cytometry
(a) Control(DMSO). (b) 50 pmol/L ¢9, /11-CLA. (c) 100 wmol/L ¢9, 111-CLA. (d) 50 wmol/L 10, ¢12-CLA. (¢) 100 pmol/L 10, ¢12-CLA.

2.3 CLA AJ &8 PPARYRYZRIL, {EX} PPARa &
E} un

FAr 138 1k Western blot #F— 5 IE T B> CLA
S¥1K 5 PPARy 1 PPAR« [l1% %, Ell SBKBr3 4
HAE /S 544 444373 4 100 wmol/L F1 200 wmol/L,

48 h %} PPARy Fl PPAR« FRIA/K P 5Em. 4553

c9,t11-CLA t10,¢12-CLA
Ab DMSO 100 200 100 200 wmol/L

PPARG _“ - a ‘ —

B-Actin

Fig. 5 Western blot detected PPARy and PPAR«
proteins expressional change in SKBr3 cell treated
with ¢9, t11-CLA and £10, ¢12-CLA for 48 h

KW, SSLE AR W] W N PPARy IR 8R4
(& 5), {H PPARa MIRIEARNAZL, $#/8 CLA
S PPARy A WOSER, 1% PPARa A A1E:
ﬁ?ﬁ i
24 CLA AJEZEEMN PPARYHIEFEERES
BRFRIEFEY, BSATHXEANTHRS
2.4.1 RT-PCR Kyl 535 1k
HFIHI RT-PCR K, FATTATI T ¢9, ¢11-CLA
A1410, ¢12-CLA AbPEFLI 40 L SKBr3 48 h 2 )&
XﬂL PPARy B Kl mRNA #5052 ma . 45 3
xR, BEFE 9, 111-CLA WEEHN,
PPARy ()08 B W 9 9, 76 100 wmol/L A £ 5
9%, 1M 10, ¢12-CLA 3 & X #E 50 pwmol/L
PPARy HIH I iR IA. KW CLA W[ {2 if PPARy
ek (1# 6).
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TRATT IR IRF A I A S R A ) 3 T2 S PR
bel-xS Ml bel-xL ¥ 5Em. S5 KGR, FIFEAAE
N ARVH TR bel-xS B B3 Iz i i, A8
¢9, 111-CLA 100 pmoVl/L ik FIlf5 54, 1M 110, ¢12-CLA
£ 50 pmol/L I il 2 B W] 2 iR . 0 T3k D
bel-xL B 9, ¢11-CLA ¥ 38 InRIABRAL, 78
100 wmol/L I &Ik 555, 1M ¢10, ¢12-CLA )=
£ 50 wmol/L I 55 55 . M bel-xS 5 belxL 1) L
0 W, 50 wmol/L 110, ¢12-CLA Fl 100 wmol/L
9, t11-CLA Wy T A SEae 41, Horzm A4
TR (P <0.01) (H 6).

PALGESREW], 9, ¢11-CLA F1¢10, ¢12-CLA
A5 2 5 ) PPARy I T AH DG R ) 4% 5 7K F
HXPEATHISE A2 75 .

c9,t11-CLA t10,¢12-CLA
DMSO 50 100 50 100 pmol/L

PPARy

bel-xS

bel-xL

B-Actin

PPAR~y/B-actin  bel-xS/B-actin - bel-xL/B-actin

Fig. 6 Detection of PPARYy and bcl-xL/S mRNA
transcription in SKBR3 cell treated with ¢9, 111-CLA
and 710, ¢12-CLA for 48 h by RT-PCR
*P<0.05, **P<0.01, compared with control “DMSO”. []: DMSO; [7:
¢9,111-CLA(50 pwmol/L); B: ¢9,:11-CLA(100 pmol/L); E: ¢10,c12-CLA

(100 wmol/L); M : ¢10,¢12-CLA(100 pmol/L) .

2.4.2 CLA 5% PPARy W ToAH G 8 F IR A R

M. AT %% CLA 5 PPARy R T AHC & 1 2 [A]
ok F&, AT ESEAER =TT 0% % T CLA X
SKBr3 4 i 1 PPAR+y LA}z Bax. Bcl-2 Fl caspase3
(R, 76 25, 50, A1 100 pmol/L ¥ J¥ F CLA
PRI RAL B 48 h )5, PPARy AR TIAH G H 3R
ik BRI A E O E(E] 7), PPARy, (2T
21 Bax Hll caspase3 (/M BY) MERIARHEA CLA #

PS5, AT E Bel-2 B2 I
TGS > E P S ey A2 1 7)o 28N A BT AN [
¢9, t11-CLA 7 100 wmol/L i A2 fh #5834 5 (10,
¢12-CLA 7t 50 pmol/L N FKiAf  .(P < 0.05). f
BRI AE, CLA IS4 PPARYy 52 B A 1
TR EARAZL AAMHARES, HY L
RT-PCR £ 52— 1.

¢9,t11-CLA t10,¢12-CLA
DMSO 25 50 100 25 50 100 pmol/L
- v W W S PPARY
— w—— - w—— Bax
R e e e Bcl-2
e e e el Caspase3
— —— —— | — | — | — —B—Actin

NN WW AL
chohhobhonon
— T

Protein level(% of control)

T2- (9, (11- 110,¢ 12- 9 111- (10, 12-
Bcl-2/B-actin Caspase3/B-actin

¢9,t11- ¢10,¢ ¢9,t11- ¢10,
PPAR~y/B-actin  Bax/B-actin

Fig. 7 Dose effects of PPARYy and apoptotic proteins
Bax, Bcl-2 and caspase3 in SKBr3 cell treated with

¢9, t11-CLA and 710, c12-CLA for 48 h by Western blot
*P<0.05 and ** P<0.01 compared with “DMSO” control. (] : DMSO;

O: ¢9, t11-CLA (25 pmol/L); & : ¢9, t11-CLA (50 umol/L); E: 9,
t11-CLA (100 pmol/L); B : 110, c12-CLA (25 pmol/L); & : 110, ¢12-CLA
(50 wmol/L); B : £10,¢12-CLA(100 pmol/L).

2.4.3 CLA 521 PPARy A1 TAH 5% 2 1A 1) i 1]

1IN TA) 250 N J7 1, FRATT % %8 T 100 pumol/L
¢9, t11-CLA 2 5I/ER 12, 24, 48, 72h Lid& 4
R k50, ¢9, ¢11-CLA 1ER] T SKBr3 41 i
J& PPARy. Bax Hl caspase3 (/)M 7 Bt) 3 1A bifi ] [A]
B sg e, 75 48 h I FRIAfH®, Bel-x 2L A
(A ).

] i AT IR % %2 T 50 wmol/L 110, ¢12-CLA
SAER 12, 24, 48, 72h FR&E AN EIA
L. S5 LW, PPARy. Bax Al caspase3 (/M
BY) FIAAE 24 h i i, Bel-2 WA, nzh4itt
XA )RR ZEGS (] 9).

DL &5 B EI AR S i Y PPARy S TAH SR A
— B A
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12 24 48 72 h Ry WAAE 2 0 R B SEAFAEHE IR R N
DMSO + DMSO + DMSO + DMSO + IOQ wmol/L CLA

- v~ —= —w —— "% —= W PPARy
— — — N S— — D

.
T e SR NS S SUTRESSp ) o

| s S i RS e O SN WD
B e (Caspase3
[ — - —" — = B-Actin

12244872 h

|
12244872
PPAR+/B-actin Bax/B-actin Bcl-2/B-actin Caspase3/B-actin

12244872 12244872

Fig. 8 Time effects of PPARy and apoptotic proteins
Bax, Bcl-2 and caspase3 in SKBR3 cell treated
with 100 pmol/L ¢9, t{11-CLA by Western blot
*P<0.05, **P<0.01 compared with “DMSO” control. (1: DMSO 12 h;
O: ¢9,:11-CLA 12 h; @A:DMSO 24 h; I ¢9,:11-CLA 24 h; ll: DMSO
48 h;E: ¢9,111-CLA 48 h; E:DMSO 72 h; E: ¢9,11-CLA 72 h.

12 24 48 72 h
DMSO + DMSO + DMSO + DMSO + 50umolLCLA
— . — — — —— = = DPAR~y

— T — w— — w— www DBax

ek = 1 " o2

5.------

Caspase3

12 24 48 72 122448 72h
Bcl-2/B-actin Caspase3/B-actin

12 24 48 72 12244872
PPAR~y/B-actin  Bax/B-actin

Fig. 9 Time effect of PPARYy and apoptotic proteins
Bax, Bcl-2 and caspase3 in SKBR3 cell treated
with 50 pmol/L £10, c12-CLA by Western blot
*P<0.05, **P <0.01 compared with “DMSO” control. [1: DMSO 12 h;
[: £10,¢12-CLA 12 h; :DMSO 24 h; M: 110, ¢12-CLA 24 h; l: DMSO
48 h; E: 110,¢12-CLA 48 h; 8 :DMSO 72 h; B: 110,¢12-CLA 72 h.

2.5 CLA @it PPARYIFSMMATER
M IR EE RoRE, ANie e NFNEIE SR
I, CLA 5% PPARy Kik 5 Bax [0 2 [R5 ¢

I, A1 CLA 5 PPAR~y #1511 GW9662 St 4k
H SKBr3 41 it , PPARy ¥ 31 # ® k& % i
(Rosiglitazone) 1F 24 1E % #, M % Bax. Bcl-2 fil
caspase3 [F721L.

MK 10 AT & e A2 KA 100 pmol/L 1)
¢9, t11-CLA BX 50 wmol/L (10, ¢12-CLA kb # 4
Jfl, 48 h 5, PPARy ik W #EHHo, (RMT-HEA
Bax Fl caspase3 (/) Ji BY) Rk bl A 18 5, Lo
PPAR~y # %) 7] Rosiglitazone [ i R 3. A
PPARy il 7] GW9662 J& f& i T4 1 Bax K iL I
55, 152 2L FAS S KT FI T AL 1 Bel-2
IZRIB AR B, FEARIAAE I ) 2 e G vk A
EE IS R4 9, 11-CLA #1410, ¢12-CLA, J&
ZORIE I, kAT WL, BT PPARy [f140
#1571 GW9662 #1il T PPARy 1%, B T4
KEAM A, JEREINEDIAHCHE. I 3RAT
H#EM CLA JE1E N PPARy [WECARSE HeZik, M
TR TR E AR, &3 EUM R AR

Iy

AT

100 pmolL &9, (11-CLA 50 umol/L10, c12-CLA

CLA DMSO + GW9662 + GW9662 Rosig GW9662
PPARy = — A —
Bax | ——

Bcel-2 | -

| —— ———— | — e —

Caspase3

B-Actin

[ %%

N
[

(% of control)

— = N
S »n O
T T

o
[

PPARvy and apoptotic protein

i

PPAR~y/B-actin Bax/B-actin Bcl-2/B-actin  Caspase3/B-actin
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Studies on PPAR< Signal Pathway of Conjugated Linoleic Acid Isomers
Induce Apoptosis of Human Breast Cancer Cell Line SKBr3*

YUAN Xian-Lin”, HE Feng, CHEN Qing, YANG Xiang-Ling,
YANG De-Po, WANG Dong-Mei, ZHONG Ling™
(School of Pharmaceutical Sciences, Sun Yat-sen University, Guangzhou 510006, China)

Abstract Cis9, trans11 and trans10, cis12-CLA are two major isomers of conjugated linoleic acid, which have
stronger activities of anti-tumor. Based the previous studies, it was explored the pathway and mechanism of
inducing apoptosis in human breast cancer cell line SKBR3 by ¢9, t11-CLA and ¢10, ¢12-CLA. It was confirmed
that CLA could increase obviously the transcription and protein expression levels of PPARy by RT-PCR and
Western blot. The synchronism and correlation between PPARy and apoptotic proteins Bax, Bcl-2, caspase3
changes were found with a dose- and time-dependent manner. PPAR+y inhibitor GW9662 experimental result
showed that there is cooperative relation between them. This is the first report that CLA induces apoptosis in
SKBr3 cell by the signal pathway of PPARy-Bcl-2-Caspase3. These observations indicated that CLA will be useful
for clinic therapy of anti-tumor as a new regulator of PPARy in the future.
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human breast cancer cell line SKBR3
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