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[XEHS ] 1007-3949( 2010) 18-01-0037-06 * KRR -

I E ARG TE P oE T sz AR S sl 7 $ )
RAW 264. 741} 28 iF Kl 1) R 3k

BRE, Bk, KE FE E R BRI KIR ERRE F N
(R E AR KB EIR S AA, W R#F T 610083)

[Z8 ] BRI, Exmip, SARKEASEFRTK § EEMR

(@ E] B HiTdARREALRER TR SR FH CW 07423+ AR IKFE E IS & 85 F 69 RAW 264 7
mipEmmARE s L EmEsmsT LEAReAEZRGE OARFRAAXNYh. HiE HEIRITL
ARG I R AR AR SRR TR A& HAR R T R & 84K, 350 RAW 264 7@ i o A s+ #8 40, GW 07424,
GW 0742+ T AMARIE A B EA TR STRAUBRMTRA, EBHLTFTANRBREEBEEES (S0mg/L)HFH
24h PARAEHFRLBHADAEOLBIFTEANmMB T L mbALES L oPmBiERL>TF 1 &
AB42EEOHE O mRNAREALRE., RAEEMRLLERANRAN A LER M ETRR S4EALATH
AALEN., R OGWoIREemB PR ML LE S LT mBEERST 1AL R4EEE A 94 mRNA &
BOAZXZEMRTHEA (P<QOLRP<Q05), Md ARG RFER IR ST EFH 5 GW 07423 4%
WM E S e FmBARS T IREAREEE O 9OMMHER (P<Q 01X P<Q05). GWO07424L % 4 tm
FOEASIEH T AR (P < Q 05), A il AALARIEIA S it & AL AR ST AR AL TR BT GW 07423 3£ A% 4m B A2 1L 44 4 41
YR, i TANKREAYHEER TR SEFHFH CW 074248 2 Fip 5 A AIKF B & @14 F 09 RAW 264 7
MLt MmN E S L E@ARRS T IRAREEE O Ok, RELANKRMEALAFAR T ST
H B F 55 b S Ak BAEALAL

[FESZES] R363 [SCHAFRIRES | A

Inhibiting E ffects of Peroxisam e Proliferator A ctivated R eceptor-6 A ctivation on In-

flanm atory Factors in RAW 264. 7 Cell

YANG Da-Chun YANG Yong-Jian ZHANG Xm LIDe¢ TANG Bing CHEN Jmn-Song 7ZHU Jun SU XiaoHua and LI
Gang

(Depariment of Cardiology, GeneralH opital of Chengdu Amy Disirict PIA, Chengdu 610083 China)
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[ABSTRACT] Aim To mnvesticate the effects of peroxisam e proliferator activated receptor-6 ( PPAR-8) activation
by GW 0742 on oxidized low density lipoprotein ( ox-LDL) nduced upregulation of monocyte chemotactic protem-1 (M CP-
1), vascular cell adhesion molecule-1 (VCAM -1) and matrix metalloproteinases-9 (MM P-9) in RAW 264 7 cells

M ethods Culured RAW 264 7 cells were divided into 4 groups vehicle-treated groun GW 0742-treated groun PPAR-§
silencing+ GW 0742-treated group and empty vector-transfom ed group A fter stmulated w ith ox-LDL (50 mg/L) for 24
hours the mRNA and protein levels of MCP-1, VCAM -1 and MM P-9 were detected by reverse transcription polym erase
chain reaction (RT-PCR) and mmunoblbtting respectively  Themonocyte m igration activity was tested by m icropore fik
term ethod using amodified Boyden chanber Results Both the mRNA and protem levels of M CP-1, VCAM -1 and
MM P-9 were significantly decreased m GW 0742-treated cells canpared w ith vehicle-treated group (P < Q 01 orP < Q 05
). However PPAR-0 gene silencing by RNA mterference matkedly attenuated these beneficial effects of GW 0742 (P <
Q 01 orP< Q 05). Sinilarly the monocyte chanotactic activity w as noticeably inhibited in GW 0742-treated cells (P <
Q 05), while this mhibitory effect of GW 0742 was canpletely blocked by PPAR-6 gene silencing Conclusions The
present study shows that PPAR-8 activation by GW 0742 successfully inhbits the oxidized LDL-induced upregulation of
MCP-1, VCAM -1 and MM P-9 in RAW 264 7 cells and monocyte m igration ~ The results indicates that activating PPAR -8

m ight becan e an effective strategy for the prevention of atherosclerosis
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[ 20 e o 4 ) 38 T )7 T R B2 AR L B
AR AR 8 T (oxidized lw density lipopro-
tein ox-LDL), FE04H Hd Py JH [ B2 5 10 AR 23R, & Ja %%
AR IR AN, J Wb 2 T 40 0 BT 1, R A B A T D
IR EE . o PR 4 L 2R B T I A8 A e, (R R
FAZAMARIR N B T AL, Rt — 2ok o B g i
RGN M, {3k 3 Bk s A A Ak X R AE R R 2
T S AR 3 T P00 AL SZ AR ( peroxisam e proliferator
activated receptors PPAR) /& HC A4 B [ ¥ 5 %
T, 8 55 R DNA SOV TR S R 2 R Y
Kk, FEREE AT 40 M oAb L 39 FE R T R R M
2 AU PR M BT S RN o) W b Ok B AR
FAU . R M TGOS PPAR O IR 9 vk 41 e A= 4
TIReFEm 1) 8, AT 7038 1 40 i B 7%, 3R B
PPAR S B BN ) GW 07423035 PPAR 8 J& X
VLR 20 B 28 RE A R AZ A AL B 1 1 (monocyte
chemotactic protein-1, M CP-1) . Ifil & 41 g & [ 4 7 1
( vascular cell adhesion molecule-1, VCAM -1) f& 3 i1
SBEE AR 9(matrik metallbproteinases-9 MM P-9)
o3 W H) 0 o

1 HMRFIEE

L1 #8

Lipofectan me TM 2000 i T % [E Ivitrogen /A
8. G418(SimaF], £[E ). RAW264 741 1y
B ERFR LB E. GW0742( PPARSH 3
7, Signa/A 8 ). %FT PPARSHL K. MCP-1. VCAM -
LMMP-9% B-actn#i k¥ 4 B Santa’l 5. #HAR
TEMY AT L FRE R (AR &
NBEARERAE ). KREEKEEE (Cabiochen 2
8 ), Trizol( Invitrogen A 8] )o ¥ # F XA & (Pro-
mega/s & ), PCR R M A A & (L#E A TN F ).
DNA M arker DL2000 (b 7% K 1R 4 b # 3% H R A
). BREEEENREREHREMN (BoRad
N ), 1RIE B O HL (Beckman /A 8] ), E H ik 4 A
¥ (BoRadAF ).
L2 EBRSEANTENREEMBERZE &
N eo-RNA i3

2 B CHR [ 4]3R 3 B9 77 %, LAl Ambion 2 5] 8
HE4/NT I RNA (sBNA) B 47 2 T8 (hip //
www. anbion can /techlb /resources/RNA i/), 7 i H
PPAR 8 mRNA J7 7| #9 % £ RNA i%¥¢ &, 3f i BLAST
aATHR S EM RS T H AR 20~ 214 % G AE
MEMSHFF. RAEEFHE (1) GTT CGA GIT

TGC TGT CAA GTT. (2) GAT CCA GAA GAA GAA
CCG CAA, &t ¥ 24 %4 shRNA #7 DNA E & F
B 75, A KH sh-dDNA &8 % & X | & 48 F 4
F&, EEREEF I EFEW Loop/F 7| (TTCAA-
GAGA ). K3t U6 8 5 T # 1k )5 7| (TTTTTT) A —
W XholvEEYI AL . FRIT 14 A EmNRER
B R 4 AL 7 5| ) DNA B 80 4%, A 1E RNA |
BIFA AT B (T3t ). AL Omega BioTek Gel Ex-
traction K it# /T PLL3 7 % ik i fr 0 B 477 5 & M #
R ER, R BA 45 4T . & RHY sh-dDNA B X
TR %, sh-dDNA B 5 & M 80K 09 % 8K & 4o
T: 10 xbuffer L 5 U1, PLL3 74 H 2 4k 5 UL ik
FH B 6 BL, T4 DNA # #8 1 UL H,0 1 5 BL;
15CH## 16 h EHEFYHMEELETFHRZEK
AT ® DHSa. E4 Rk PCRE X G, Mk H KL
HHETEAE LN EFWRE, # 5 293FT 4, #
B RhEEBRATARERE £ 48~ 720, K
ETLABRETNNARE LER, FHE K% ERE
BEENERERE R, KJEE 293FT 4 jg + 0 &
FEBEHN 5x10° TU /L
L 3 ZmAEEEZ

RAW 264 7 48 f 7 DL 100 Fi6 4 1 78 89 RPM 1
164035 % £ 7 37C & % CO, BHFREAFA.
¥ RAW 264 740 g & A #4 51 B # B S IR o, 4 4
EHR2-ZREHARAEK TS, ERFWHERRK
W, T E RPM 116407 % 138, 1% 5% 04 4 7
JH 418 % & F 44k PPAR SN eo-RNA ik & % & # 1k
(N eoRNA renpty) (T T # 4., vector) 7 RPM 11640
BRERL RAW 264 740, 37CIEF4#1E 24 h
B, E#4 800 mg/L GAI8M B i ., HF 2
AEH \RERL HENEFRANAR TR A
Kk, AF 10~ 12K. BED 5AHAEZRR
W, G #H AT PPARSE A& M. T#H 4
RAW 264 740, PPARS T X X 80% M L& &
BTHRAMBGFTHRATER . w0 H LR & H
HMENFHEBEREEAGRETRBREAART 800
AN ERERI ()W ENEREEAR.
14 REEEEANEKL

KXRAAETFTENED . YREEBEEE (lw
density lipoprotein LDL) E T Q 01 mol/L fH7 4
BERH Z K (PBS)H, 4CEAN 24 h REAE S 10
Umol/L CuSO, #) PBS # = H & 20~ 24 h BT 4
1 mmol/L EDTA # PBS# 4°C 4 h# 1k K fz, B 4%
ANARTERESE (xIDL). EH4EE HH R
Bt F 8 RS # i (TBARS) 3% &
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L5 #HREsreER T

¥ RAW 264 T AT 44H: 3 B4,
@B T 4; (WGW 0742+ PPARST 4 41 (PPARST
M), CWOTR4A. FraameEmnT 63K+,
G 2REH 1REFRE, PPARSTH A LB T
HiEREF4E 800mg/L G418, 4l A K44
80 724, ¥ Al o fE RPM 116408 3 12 h fm A%
WE N S0mg/L ox-LDL. & 100 i 4 mEH RPM 1
16403 = 5% 24 he B4 6HAH. 4 5
WEAHMMERERMEE . E4H 3IMAHER
B4 f & G4 1 MCP-1. VCAM -1. MM P-9 & & ¥ &
ik, F 4 3R 4 B2 B mRNA, # #ll MCP-1. VCAM -
1.MM P-9 mRNA #) % 3% .
L 6 SELMmERFE

ZHXHE[6]RENFE. M 3REFRER
R, A A RE L, 4CHE. A H LFEE, 2
500~ 3 000 r/mnE L Smin % BEE MEH K
ZW|AE, REmMAN 2 g BEERE Y, 37CKE 30
min 3000 r/minE L Sminn RE_EE, 5S6CAKB
30min Y EMRME, & CSa A EBAHARE
MR E . TERE, - 20CREE A, A A
RIM I 16405 B & 6 (V V)R E .
L7 BiZmpniailsiig

KR EWEHEMIEFRB (FHERE)T 4C
PBS#E AT 24 hi& Flo WA KRB Boyden/N E M AL
WEREEHATHNER . FHEAN AL EREEL B
WXCER R B AT, R R R AR, R
FEH 1x1°AN /L~ 1x10 A /L, % (0 8mL)
MANFLEHEAENERERER, L TEZHRF
DARHER 4F 4 £ FLUEFE (FLE 8 Bm, A& 13 Hm,
Schleicher-Schuell: & ). Z 3 4 6 4: K AL & 3
BB BRE, TEmAL EEAE T E,
FEME X BRAE, T % i N\ V& i XA, TEMmA
MEBAEREL BRTHYE TEMABGRTHAE*
#; FHA, TEmA GW 0742+ PPARS T # 4 & 5
i MAESE, TEMA GWOTRHEEHFE£E, i
UL E, BE/NEET 37C.5% CO, BHMA+
BE Ominen FHIEE, ETHEREFTEE, Har
risHAARERE, BRERERA, —FREH, #4
MR, HUEBEARNEGLRELVHARE
Hi. EEEEMET ( x400) , F#%EF#EEE
MEREERE (T LEEH A2 H B )EN
RE, ATENFR, TLARBEZEH RS, E/NL
I~ 3N Eapaet, BN A& B, ANEFRY
AELAEBESEREZAAWES, NERH BB

HEH. GEBILR SMLE, 44 27KE, £
10MLEY, ZREE 3k, HF4H L& 300438
1L 8 RT-PCRIMEBZMAMEHLER . MELHMM
HMaTF I IREREEERR IfIRIA

W& ox-IDL T & A 8 f, 54 34, Trizolik
A &AL RNA ZBR & 5 2 2 LIl € RNA
B, ¥ AK DNAE 14, KA Priner 5 0
BT B 47, MCP-1( 169 bp) L # 51#1 5° -AAG
TTG ACC CGT AAA TCT GA-3’, T# 54 5 TGA
AAG GGA ATA CCA TAA CA-3’; VCAM -1( 372 bp)
F#B 4 5 TAG ACA GCC CAC TAA ACG C-3°,
T#E| 4 5 CAA TGA CGG GAG TAA AGG T-3’;
MM P-9( 178 bp) L # 5|4 5° -GGG ACC ATC ATA
ACA TCA CAT AC-3’, T# 54 5° “TGC TCC GCG
ACA CCA AAC T-3’; GAPDH (720 bp) L #5147 5° -
ATT CAA CGG CAC AGT CAA-3’, T# 3l 4 5 -
AAG GTG GAA GAG TGG GAG T-3’; 4 LB T
KM AR N F] A . MCP-1. VCAM -1 % GAPDH
PCR R i 43 % 95CTHZE M Smin 94CHE M 45
s 58CiE Kk 30 § 72CHE# 40 s E&E 353K,
T2CHEA Smine MMP-OR 5 A& % 9SCHRE M 5
min 94CE M 455 55CiB K 305 72CH M 40 5 &
& 35SAEIR, T2CHEM Smine FHE L Y HHE
o AT WLk, BE AR R R R X A, AT,
4Bt & MCP-1. VCAM -1. MM P-9 5 GAPDH %
B, FUMBAN 1HTRYEETR.
1L 9 ERREINTFEENEZMEMEECER 1.0
EMWBAFM ST IREREEERR 9EANRIE

RBAEEEZS, T8, EFEARER, &85
Bk, BE, o HEEFREE G, 37CH
KEWRFNY 4k 4 Fl 4w PPARS MCP-1, VCAM -1,
MM P-9f0 4 % B B-actnfifk, 37CHE K FHkzh 2~
3h Q 0l mol/L PBS¥ 3%; /m G =41, 37CHI =
SEKFED 1~2h Q 0l mol/L PBS# 3%, &
P ERBRERARAHEANMFTRAE (A). HE
BNEALEHRNAE (A)5AS R B-actn % K E
(A HCE, FUAXT R A 1 #HATR A B R Ro
L 10 ZitFaE

HEARU x Isk R, AE S ELKRALEEZF
FEMM, P<Q 05 HERERITFES

2 &£ R

2 1 SREEIEEMBER SR SEETIMER
PPAR §7F RAW 264 740l %Kik, PPAR 83
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RF#iJ5, PPARSEHASRIL (Q 12 20 04) B BT
XTREZH (1 00 X0 00)FI{ETHE4H (Q 98 X0 09 P <
Q on), R T4 5 RHAERLEZEN (P> 0 05
K1)

1 2 3

. PPARSERTFMLER
PPARS sRNA 4.

VAR, 2ABTHH4A, 38

22 BUEESWAEEMBIERZA OXTBIZ 4
E#ELER ImRNA MERRIANE M

GW 07424 RAW 264 7404 ox-LDL%E S5,
H MCP-1 mRNA #1725 & 18 B B AK T X & 4,
GW 0742+ PPARS A T4 AH AR T4 A (P <
Q 01); X RH 5 TP K GW 0742+ PPAR 8 [A]
THHERLEEN (P> 0 038 1HE 2),

2000 bp

1 000 bp _
750 bp GAPDH
500 bp
250 bp MCP-1

100 bp (169 bp)

MCP-1

f-actin " o ‘ ——

2 #5E PPARSXT MCP-ImRNA (LENH)MZEB (TE)E
pr:EAl st B4, 2R T# 41, 35 GW0742+ PPARS
FHIA, 44 GW 07424

= 1 55 PPARSXT M CP-1VCAM F1 MM P-93 ik B2

23 BUBISEAMIEEYBERZH X ME M
FEFAMI ST ImRNA FIE B RIZHISNT

GW 07424 RAW 264 74i}fi% ox-LDL %S /5,
H VCAM -1 mRNA Fl 2R B %35 B B A% T xF B4
GW 0742+ PPAR S A FHLAHAM R FHLA (P < Q 05
BP<QOl); MIBHER/RTILAK GW0742 +
PPAR SFERFHAH E R LR ZEM (P> Q 03K 1H
3).

Marker 1 2 3 4

2000 bp

1 000 bp .
750 bp (J:\PDI‘I
s VCAM-1
250 bp (372 bp)
100 bp

1 2 3 4
VOAM-] S ——

Bactin . g———

3 #B5E PPARSXT VCAM -1 mRNA (LB FEH (TH)
FIERIE T LRyxtHE2H, 2 BT 3R 4, 34 GW 0742+ PPARS
FIA, 405 GW 07424,

2 4 FUEESUHEEMBIERZE SNERE
BERE 9FRIAHF T

GW 07424 RAW 264 744 ox-LDL%E S )G,
H MMP-9 mRNA A1 &5 H & 18 B 8K T % 8 4,
GW 0742+ PPARGH: Al T AH Al T4 4H (P <
Q 01); X RA 5T K& GW 0742+ PPAR 8% [A]
TMHAERLEEN (P> 0 038 1K 4),

MCP-1 VCAM -1 MM P-9
4 H

mRNA EHA mRNA EH mRNA EH
X FE2H L 00 XQ 00 L 00 XQ 00 L 00 XQ 00 L 00 Xa 00 L 00 Xa 00 1 00 X0 00
EBTHd 1L 01%Xa 11 Q 99 0 09 a 97 xq 07 1L 01 X0 09 Q0 99 *a 08 Q98a 12
PPARST-#4H 1. 03 £a 07 1L 01%a 10 098 % 10 Q 96 X0 09 1. 020 05 Q 97 a 11
GW 074241 Q 24 +q 05" a 330 07" a 35 %a 09 Q 43 % 07° Q 30 xa 07 Q 24 +q 08

aN P<Q05 bNP<QOL 5HBALK.

25 BiZMMAmEEaL RIS
B R, BiEs 4 (GWO0742 4 )

RAW 264 74014 ox-LDL H ¥ J5 ) 4 4F 1% 35 3L 5|

S BAAZ 4 P A2 R 2 B 5 /N TR R 4. GW 0742 +
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PPAR SJE A T HL4H KT HL4H (P < Q 05). XTHR
H BT S GW 0742+ PPAR S [ T 4H /] 2
REBZEMN (P>0Q 05F 2).

Marker 1 2 3 4

2000 bp
1 000 bp
75 = =
e GAPDH
S00 bp

MMP-9
(178 bp)

250 bp

100 bp
1 2 3 4

MMP-9 A ——

B-act] e— E— S S—

4 B5E PPARSXT MM P-9 mRNA (LENHFER (TE )&
b0k LA A, 2 AMRFH4, 39 GW 0742+ PPARS
T4, 49 GW 07424 .

< 2 55 PPAR ST BAZMREIT R AIEM (n= 30)

Al B EE B (Hm)
gl =2z 6L 71 3
FH {4 0 i 2 9L 132 1
X HE2H 83 213 4
BT 82 5%2 o
Rl 82 73 1™
iz sh A 71 8 %2 3¢

aNP<Q 03 bAP<QOLSHILBEIALLE; cHP<QO0y dN
P< Q0L 5#atkizshd .

3 11 i

A% [E R 4y W 7= A= 98 RE (R T 72 Bl ik 5 A
LR AR EERN R —. AR K
B, ox-LDL B& 5 5 B 1% 41 M J& A v ok 41 L, 4 i %2
FhAR 28 R EK 1, AR 32k 20 Jik 545 A A58 1 B B AR T BRI
Je't . ox-LDL AR B VT 3h Ak ol AF A AL B e P £ b
S B 2 I3 PN B 4 B P UL AR R A P
Foh 22 P RRE A o TEARBEF A, RATKI, ox-
LDL ] 5 5 BRI PE R AZ e RAW 264 75 % M CP-
. VCAM -1 & MM P-9%& % i [K -1, HRF IR L5 3 5
% 4 B 7% BE 25 BH S 3G I, 5 BE AR AR IE — 2

Tk S AR S T 0 B 52 R — S R AR S
iz 1, B G ZEERER R Z —. Hl
RN A71E 3/ PPAR W. %!, Bl PPARY. PPARa fll
PPAR S(t#X A PPARB), 20 Bl T #% 52 1K U K Ji&
PPAR 5 MR X 4k (RXR) 45 A A R Ak,

5 PPAR V.t ( peroxisam e proliferator responsive
elanent PPRE) %5 & J5 17 2R i 5%, IR HE— &
PN BEAERF U R B, PPAR 3% 22441
RUERELAG PU M BE 98 14 S B VR, 48 1 B BiF 5T
NN PPARaF1 PPAR vE44 Py B A #li) E W1
YT AN B ko RERE AL R R E Y. fE 53
ik S B A % 1) g TR ARSI b, B R R R IR
PPARS¥) ¥ ) 7% GW 501516 7 N\ E W 40 g &
(THP21). % ik Al 1 48 40 2 ( BBR3N ). Jig 40 Jg
(FH S74) T Refe i I8 [ B2 iz fE 5 IE AN R KK
e85 i JH [ B2t [ 54 02 7 =R IR B 45 & |k i
& A1(ATP binding cassette transporter A1, ABCA 1),
(I 33k R [ Rt ) B d, T v (B R I R B
(high density lipoprotein HDL)7J(5|ZLQJ, > BB
KRR /N T 2 IDLAE . i
BN PPAR SHI{E3E THP21 IR R A E
WEA R A BB AR . [Ait, PPAR STE ST AR AN
PORE S B Bk FERE AL 70 5 R AE AT FRE A, H RTik
A5 B

B ok 58 LR A (0 T RGBS S VT 2 o B R, B A%
ST e 288 A IO/ P9 B2 40 B SRS B N R R B BUR B O
Ak D R VR 41 B A2 B Bk R A Ak T R 3
M CP-1 % VCAM -1 7 50 ik o A B50 A b i AR A7 2 v 2
ik, SRR G 40 i RE 4212 N BE B SR I 3 B L
PR, T HL = 2 s A TR 0 1 B A [ 4 B )
MM P-02x 55 2 ik 6 £ A 4 B e F 72 it s B I A
PRI (130 PRI e, ik L 3R 0K 2 R e BE R ) — A
EEEHE . Grahan &' 4 F IDIR™ ™ /MR
HEiR &, [ I 2r B % F PPARGS 4% 57 19 3% 5 7
GW 61074280 25915544, GW 610742 Ab 2 2H 5 fik s £
BE B 15 ARk > Ik 50% , 3% B PPAR S A
B Pu 3N Bk o B A0 A . 3T Sk A BF AL iR 18
PPAR SI#171 GW 610742F1 GW 50151633 &2
HIRIRZER T o FI A= 187 S W 4
FEAE IR N4> T VCAM -1 BB f9 R IA, J540H)
405 Py R A RO BB Y, AT RE BT T PPARS
ML BN AKEEAL AL 7E A AL R IR GW 0742
WOE PPAR 65, 7T FEAIC B A% 15 Mk 200 i Y050 44 9 K 4 i
M CP-1, VCAM -1 52 MM P-9 % 4% it /1 Jii i1 & B A 43
W, AR BAZ AN ML (W IEFE BE 55, 177 PPAR ST HL g &
Z Y159 GW 0742%F M CP-1. VCAM -1 & MM P-9 {4l
HIWEH . $R~0% PPARSIG, Al IE R/ B A% BN
Y 2 9 A5 PR ORI L, /> R A%, 440 L 1 286 B
TR, B R AL BEER 9 MM P-93R %, o Bk,
X AT RE AT PPAR 8 35 It h ik o #4618 A6 A FH 1
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B —HLH . FEOE PPAR STE 011 51 ik 35 RE A5 4L
MRAERETEEEEEH.

I A B 5T R TE, BE PPAR S 2 A AT a8 i
TGF-B /Sm ad315 5 18 I U4 15 40 My 71 355 57 K if 5 %
TENER AR T (E I g e R L R 30 8 A
A MCP-1. VCAM -1 }2 MM P-9 [ %35, H 8 M A
TiER. HTFBAR, BUE PPARSEANREH 2
B EAYIBIKE R EH, A R — P Rk
SE,

[&E 3R |
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