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2F 1 LR Hh. Fik ARRE KB EHFEA(0. 1 Pmol/L.1 Pmol/L.10 PYmol/L #= 100 Pmol/L) 7 4k 3 A #% Bk
AR M 24h, 510 mmol/L &8 ik & @£HH 12h, @it ¥ 2 F ¥4 F R &84 RS F Western Blot 2 A1 #
WP A AP F 1 e B A 5T I mRNA A& A 2B e9 . R LHa®BKE @, 0.1 Bmol/L
F2 1 Umol/L. &A% 7| BA A 4L 32 24 h 28 3% o & % 7k OF 5 ANk A i 20 il & 34 20 8 9] 46 T £ F 1 mRNA L8 4
#)4E B (1. 107 £0. 091 k& 1. 104 £0. 081 #= 1. 062 £0. 051, P> 0.05), # 10 Pmol/L A= 100 Pmol/L 41 W) 4 B B 44 47 ) 1F
(0. 814 0. 016 #= 0. 766 £0. 026, P< 0.01 #= P< 0. 001) ; %= féL i8] 46 Bt 4 F 1 & & & & 9 % F 8 52. 9% #= 55. 5%
(P< 0.01 2 P< 0.001) . 7R B i B 69 %4 7187 0. 1 bmol/L- 1Hmol/L 10 Hmol/L #= 100 Umol/L) 4% o & 4m i 4b I 5~
F mRNA % 3£ 2 51 F 8 14. 2% 19. 5% 45. 1% #= 60. 7% (0. 1 Vmol/L & P< 0.01, & P< 0.001); & & &% 5 5 FiA
17. 8% 33. 8% 54. 5% #2 58.9% (0. 1 Bmol/L, Bf P< 0.01, & P< 0.001) . Z5it FAFIEBRWpH0E $KE QLAA
FRFF AR A R fm Bk A b B A TR 5 F L, 2R B R R e st dm RS 4 F 1 L8 & mRNA 2 & & K
. EAKK B (0. 1 Umol/L F= 1 Pmol/L) B A 4] 45 F. 242 % ik A (10 Pmol/L A= 100 Pmol/L) =T 4 % 91 B 69 40 #14E M .
[FE5T2S] R363 [ SCHAFRIRES] A

Ciglitazone Inhibits Angiotensin (©induced Expressions of Adhesion Molecules in Human
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[ ABSTRACT] Aim To examine the effects of Ciglitazone on the expressions of intercellular adhesion molecule ( ICAM)-1

and vascular cell adhesion molecule (VCAM)-1 which were upregulated by Ang Methods Human umbilical vein endo-
thelial cells (hUVEC) at passage 3-5 were pre-incubated for 24 h with Ciglitazone (0. 1 Pmol/L,, 1 Hmol/T., 10 Pmol/L, and 100
Umol/L) before stimulated by 10-7 mmol/L Ang @for 12 h.  Total RNA was extracted, and the expression of mRNA and protein
of ICAM-1 and VCAM-1 was assessed by RT-PCR and Western Blot respectively. Results Ciglitazone at 0. 1 Pmol/L~ 100
Hmol/L significantly attenuated the Ang (3 induced expression of VCAM-1( 0. 1 Bmmol/L. P< 0.01, the others P< 0.001) both
Ciglitazone (0. 1 Hmol/L, 1 Pmol/L)) have no effects on the expression of ICAM-1( P> 0.05), but
inhibited the Ang (& induced expression of ICAM-1 at 10 Pmol/L or 100 Hmol/L( P< 0.01, P< 0.001).
Pretreatment of Ciglitazone could inhibit Ang (3 induced the expression of VCAM-1 and ICAM-1.
PPARY agonist, currently used in treatment of type (© diabetes, may have beneficial effects in modulating inflammatory response in

in mRNA and protein level.
Conclusions
These findings suggest that

atherosclerosis.
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tazone, Cig) XJ PN Bz 40 MG B 731318 & Ang O
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F#F| B 1 & BIOMOL A\ &]; @ EFHEH 4
BFAEIFERARE NE¥ R B EREF
. Ang @M B Sigma /- &]; £ % fig 4 i1 7% % Hyclon
NE] FF 5, DNA Marker 1 B TaKala /A &]; Trizol 12
7| \RT-PCR % & % 1A 71| & W E Invitrogen 2 &; K1
A ICAM-1 ¥ 5w B Hi A W B R&D 2 3; K4t A
VCAM1 # 7 & 47 & 1 B Chemicon /A ]; Western
Blot XA &( &M EHRBEIFILH — ). T &
FHEL 4N (SDS) 14 B Promega /2 ; FHER 47 4 & . T
% SDS-PAGE 1K 4~ F & Marker & % t Marker. & %
g 8 % & Biorad 5. T HLEL X (APS) 1 B ) M
WA AT 5.
1.2 ERABRIKARAMEESR EENTH

WA THIEE 2% 4 h WA 20~ 25
em, Bl K% PBS(pH 7.2) W # ZE W L& 41k, A
0.25% & G, B 37 CARBHEM 8~ 12 min. K&
B, B 20%FBS(RENRAMAEKE F) W
RPMI1640 % 5% % % .1 ke/min & /0 5 min /&K & 4
B, R ER, (1~ 1.5) x 100 ANL % EH M
F 50 mL ¥ 3 #RF, 7 37 C.5% CO, 4 # T 5 5.
ik 90% DA B E R A R AR A 0.25% & G B A
0.01%EDTA(1: 1) b & A AF RE 5%, & (DF F41
BRRBEHAPANFLEENMERN KB, 3~ 5RAT
LK. AL N TENEBEA: BRERR(E 10%
FBS) 4 T o 17 4L #; @Ang @4L: Ang @& 1077 mol/
L) 5 ABFE Bk A K 28 B 3L 08 12 hy (95 4% 7 BF +
Ang 4 & A &4 5| B (0. 1 Pmol/L. 1 Hmol/L+ 10
Umol/I #1100 Umol/L) 4 47, 24 h, B 5 107" mol/LL
Ang G~ R B F 12 ho
1.3 WHEHRREEEYER(RT-PCR)

£ MLL(2~ 3) x10° ML BMHE 6 IR, &
HBEDL AN, FAMKE 0% UL LW BERS
BH 4 & 10% FBS B9 RPMI1640(2 ml/ L), 44 &
B MM G, K F Trizol R A — 2 %% & RNA. RT-

PCR A # ¥ ik, B AAMNENHAFHT. RT ITEF
E Z: 4% RNA % & 2 Ug.Oligo( dT'18) 1 ML 10 mmol/
L dNTP 38447 2 UL #p DEPC 4 K E B AEM A 12
WL, 65 CiEH 5Smin 5&E Tk b, v\ 8 WL T4 K AL
R FA:5x cDNA A & 2% i 4 UL.0. 1 mmol/L DIT 1
UL, RNaseOUTTM 1 HL.DEPC 4t #2 /& 1 HL.Thermo-
SeriptTMRT 1 ML, 7% £ #v & 37 PCR X+ % B & )7
55°C 50 min i# % 5 R i7; 85 °C.5 min X 7& Thermo-
ScriptTMRT. PCR R B & % %2 T: 10 x PCR % ¥ 7
2.5 HL.50 mmol/L MgCl, 0. 75 HL.10 mmol/L. dNTP &
A4 0.5 UL.5 Bmol/L. F T3 5| #1184 & 3 W..Taq
B 0.25 WL #F DEPC A E &R 4 25 WL, PCR K AL
A4 94 CHUE % 3 min 5,94 CH 4 405~ 53°C
BK60s T2CHEM 60 s, B 32 K5 72°CHE
5 min. ICAM-1 5475 %|1E X £t % 5°-CIT CCT GAC
GGA TGC CAG CI-3’, R X % 4 5’-GGG AGT CCT
CCA ATA CCT TGG-3", K /& 689 bp; VCAM-1 5| 41 )7
| IE X 4k % 5°-AGT GGT GGC CTC GTG AAT GG-3’,
R X 4% 4 5°-VIG TGT CTC CTG TCT CCG CI-3°, K
& 700 bp; GADPH 5|47 /¥ 7| IE 34 % 5°- CGG T
AGT CAA CGG ATT TGG TCG TAT-3", X X & % 5°-
AGC CTT CTC CAT GGT GGT GAA GAC-3", K & 300
bp. PCR = #17& 1% 37 fg 4 5t X ¥, % ( 100 V.65 mA
20 min), L4 THAH. KX PCR EDEE 4 K,
FUPCR =47 10 BL F 1. 2% 3 e M AR v ik, T
E 59/L EB £ ¢ 10 min, 2 5 £ 5% 5 U &,
FBRBEGAINMAGRE, #TKEEH, ULAHE
B A RT&IAE, LA S GADPH K IE.

1.4 ZEH%EENEE( Western Blot)

FHBMLL(2~ 3) x 10" AL B E 25 eam’ B
—R B EFEF. KE 00% a4 R A RE
AR, R 20 U WML E G R &, UBEH L%
A 10% B9 SDS B 77 4 BE B 6% IR L ik o B o A Bk
ST H )G F| BioRad 1\ B 8y F o #6 F5 1 4 4% £ w88
F@EB L EFETHHAZ R0 gL AT
#,0. 3% TWEEN20, PBS) # [ 3 h. 4 Al K 5
ICAM-1 #n VCAM-1 By — #0 ¢ — 47 ( B8 4% HRP 1K)
REJG, BRMFAXERE X LARABLER.
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1.5 GitZEaE

SEHHIEH L v Ts F T, KA SPSSILL 0 4 it
B, HEAERALEEZ 7 E4H, P< 0.05 4t
FIHEEMZR
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2.1 ABfERBKN R BaFRIA 4R AR B RS M 43 F 1 F0
MEMPARLEFTSF 1 mRNA B9 1L

W 1K 1R, RIS E N EE K Rz 4
Jfl ICAM-1 A1 VCAM-1 mRNA FiAfR1K, 0. 1 Hmol/L
Ang GG & L1 ICAM-1 Al VCAM-1 mRNA Rk (5
2 EANIRAMEL, P< 0.001) o FIKRIE Cig TP
ICAM-1 1 VCAM-1 mRNA 52 11 A [H]: (KK FE Cig
(0. 1 Pmol/L A1 1 Hmol/L) % ICAM-1 mRNA ik T4
#l( 5 Ang AL, P> 0.05); 10 Hmol/L F1 100
Wmol/L 5 471 il £ FH BH 2. 3 58, 7 51 '~ I 26. 5%
30.8% (5 Ang GEHAH L, 477 P< 0.01 F1 P< 0.
001) . Cig LA ARG T7 X411 VCAM-1 mRNA ik
3 T 14. 2% 19. 5% +45. 1% F1 60. 7% (5 Ang
G, 0. 1 Bmol/L B} P< 0.01, & P< 0.001)

F 1. ABFEREKPI R ABIRER 4 F mRNA FIATEAL (x o)

a4 W n ICAM-1/GADPH VCAM-1/GADPH
E=PopEE 4 0. 597 £0. 293 0. 537 0. 014
Ang ® 4 1. 107 £0. 091" 1. 396 £0. 170
Ang @+ Cig0. 1 4 1. 104 0. 081 1. 198 10. 031"
Ang @x Cigl. 0 4 1. 062 0. 051 1. 124 £0. 081°
Ang G+ Cigl0 4 0. 814 %0. 016 0. 767 £0. 048°

Ang @+ Ciglo0 4 0. 766 0. 026° 0. 548 0. 068°

b A P< 0.01, ¢ § P< 0.001, 5 Ang GHLHLER; £ 9 P< 0.001, 5%
It HE A L A

V'V'

4
g

B 1. ABFERBkMN R ARG 2 F mRNA RIEMFEHRES
[i5%5g oAz o1 3 I B o1 s v e W SR = 1 o8 1
4% F 1o M 9 Marker, 1 AXTHE4L, 2 J9 Ang @H; 3~ 6 KX N 0. 1
Hmol/L+ 1 Mmol/L+ 10 Hmol/L. 1 100 Mmol/ 1. F&#%& %1 He + TR 4l .

2.2 ANBFERBKAIE 4RAELBARIEI RGP 2 F 1| MM E
MAEFEM T 1 ERFRIERER
el 2 TR 2 BT, AR AL N BT i K P9 B 4

Mo ICAM-1 F1 VCAM-1 & H & ERAK, 0. 1 Hmol/L.
Ang O _Eif ICAM-1 1 VCAM-1 & A £k, 25l
EH 7.0 511 4 5 (5 RRIBA M, P< 0.
001) » 0.1 Pmol/L+1 Hmol/L~10 Hmol/L. A 100 Hmol/L
Cig SR AR M7 2B BAH] VCAM-1 RIX, 73 F
W 17. 8% +33. 8% 54. 5% F1 58. 9% (5 Ang CE2HAH
EE, 0.1 Mmol/L B P < 0. 01, & P < 0.001) . 1 %t
ICAM-1 % H £ i& 1 8 57 2 4K P, 0. 1 Hmol/L A1
1Hmol/L Cig X} Ang @i T (1) ICAM-1 & H R &L
#l( 5 Ang A EE, P> 0.05); 10 Hmol/L F1 100
Umol/L, Cig W1 2 #1 1] Ang O 31 ICAM-1 ER &R
K, 23R 52.9% F155. 5% (5 Ang A EE, 43
H P< 0.01 1 P< 0.001) o

F 2. NBFEREKPI BRI S FEARIANEL (x £)

7 4 n ICAM- 1( B {H) VCAM-1( B {#)
T E X A 4 13.08 £1. 89 6.101.04

Ang @ 4 92.20 2. 754 67.75%1.84"
Ang@r Cig0.1 4 91.03+5. 55 55.68 £1. 69"
Ang@r Cigl.0 4 89. 70 0. 96 44,88 £9.27
Ang ©x Cigl0 4 43.40 £2. 63" 30. 84 X4, 72°
Ang @F Ciglo0 4 41.00%1. 14 27.80 7. 52°¢

b A P< 0.01, ¢y P< 0.001, 5 Ang GHLLEHE; 2 P< 0.001, 5%
SRSEEE N4 /@

’
(N

il

D W B e e VA
110kDa

2. ABFERBkN R AMRM S FEARENSEERRESE
5 Iz 2 BB ik & NGB 2 T 1, T D A 40 B R B 4
F 1o M iy Marker, 1 AXTHUH, 2 9 Ang @H; 3~ 6 KK 9 0. 1 Bmol/
L1 Hmol/L+ 10 Umol/L A1 100 Bmol/ L FEA% 51| B 1 i 2H

3 e
PR RERE AL R —/ME M RO AR . RS 5 F

A —K ﬁj\ﬁ‘ﬁ??mﬁ@%ﬁifﬂﬂﬂ@%ﬁﬁ*%*ﬁﬁ
H, BAECR —S2 AR AR B A T 415 A 2

15 4 0 47 5 T 4 R —E o 4 ) A A K IKH,
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FENUAAR ) ZERE S S I AR TV 1 5 22 s BE AR 3 0 2
R R EAER o RGP 2T B AR I PR R T
— NIRRT RIECR B 2> T RIE TS
Bl an i g ik R @ BB T o B &R
1 0T 2, (E R Bt 20 7 3R 3k B M 3 5 A 7
B> ZRMEFIEAAE N —F0 N L& BUR) PPARY 3
U, J& T % B B S5 A0 & W ( MEE A 5 i, glitazones,
TZDs) g &% 2 G ER), W R 32 2 ] T 1697 1 5 R AT
A2 RUBE PR . S AE ML N AR A PPARY
ik, B IR EN AL B K o8 A B8 AL vh B RS A F i A
FERTERE . T R SIS MG R A FE 42 75 PPARY K&
HWEh A A Bush ks e AL Ve F, (B Fh i =2
5 )RS B 2 7 1 R A Ok E A R AR TE A
—I R ARE .

FEFRERZA T Ang ©FF F T4 B H1 Ja) i 1ML ~F
TR UL PR i 44 L T P 3 o 2R AR T e iR M s — e Y
B2 % 2 (reduced form of nicotine amide-adenine dinucle-
otide phosphate, NADP/NADPH) “H AL B, 7= 4 3% M
A A B (07) Al AL A 1
AET 0 i K F KB( nuclear factor kappa B),
BET 5 30 T WSR2 K Anoks B 73 1 0 3, (i ik 5/
5 4 B K B 380 P K2 o A BIF 9 3R B PPARY B30 )
AT LA Ang ©5 L Bk & A4 52 4 (angioten-
sin (receptor 1, AT1) 25 &, FH Wi Ang &% 3% #i45 1E
FA' o BT LAASHIE A0 b B Ang OFF AR IR &, &
ITESEMEE T Ang ORF N 5 K A 2 41 L ICAM- 1
HIVCAM- 1 KIEH) 5, 45 K U] Ang CUAIK FE AT
(S 7 X - ICAM-1 1 VCAM-1 RiE. % &
F Ang @KJE N 107" mmol/L, /EH 12 h I X ICAM-1
A VCAM-1 K& 1 _ERE ] AR B2, A BT R
AT REAT IR ST . FEA% HI TR ) T 4 2R I 1R SK 2%
SCHR[ 4] B2 AT

A5G RA K I PPARY 331 771 28 4% 51 Bl
BIRJE RO AN ] Ang ©OIF T #9 N BT &K P Bz 48 il
VCAM-1 L35, i H 3k W 22 3 = B (10 Bmol/L AN
100 Pmol/L) & #% %1 A th 7] LL 4 ] Ang O T 1
ICAM-1 &k . FATHIBE L RAUESE T PPARY 3
BB A% 51 Wl 388 5 410 1) A R RS B 43 7 (ICAM- 1 Al

VCAM- 1) R3%, AT T BE 10 1 S Jik 45 A0 58 4 s )
GRENIAT .

ZHF NN PPARY S 52 A4 B 5l 771 e I e
R T DA 4 B ARG B R, 0 A
EL R A0 M v A4, AT O L8 A R B R S s ik
REAG I R AR FAU™ o 6 4 (4 3 400 S 56 T ) P R
T3 BRI DL A i PRATT 98 IR S 1 4% 51 R 25 245 )6 O
B K R RSB Bk e R R I B AR A

B2, PPARY 3l 77 38 4% 51| i W] LA ] 52 470
Ang O T N BT 8 ik A B2 40 g 3R 38 ICAM-1 A1
VCAM-1, ZIRBEERN . H B 2% (%% v w] B BEL 1k ) ik
SFEREAL A AR R R, R i TR AR E . AR
PPARY J HBah 7l an et 51 AH) 78 3h Bk AL (1
AR F e BT AL ) PR 4R A'E I AN 4 A5 5 A% S AL
AT at—BH T,
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