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[ABSTRACT] Ain To investigate the effect of rosiglitazone (RSG) on glicose-induced adhesion of human endo-
thelial cells M ethods Endothelial cells were incubated w ith different concentrations of glicose and then treated

Vascular cell adhesion molecule-1 (VCAM -1) protein and mRNA expres-

Endothelialmonocyte adhesion assays were carried out

w ith different concentrations of rosiglitazone
sion was detected by mmunocytochen icalm ethod and RT-PCR.
in treated cells Results VCAM -1 mRNA and protein expression were increased significantly w ith glicose concen-
tration ncreased which was obvious at 16 7mmol/L. glicose group (P < Q 05). Can pared w ith RSG untreated group
relative VCAM -1 mRNA and protein expression decreased to varying degrees i the RSG treated group (P < Q 05). Fur
themore endotheliabmonocyte adhesion increased w ith increm ent of glucose concentration (P < Q 05) and decreased after
tream ent of high dose RSG (P < Q 05).

erosclerosis which is at least partly due to effects on VCAM -1 expression induced by glicose which leads to decreased en-

Conclusions RSG may appear to have direct antird iabetes-associated- ath-

dothelialm onocyte adhesion and m acrophage mfiliration
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VCAM -1 % %44k (BD A 8 ), %% H 54 ¥ SP
Rl & (8 EZF ), Triol AMV, O ligo(DT) 15 F
RN ase#f | 7| (% E Pramega’A 5 ), YTaqle (H &
TaKaRaA 5 ), VCAM-13|47 (AL = A ).
L2 ZmpEtESR

Fl 4 100 Be4F M7 B0 RMPI1640 35 5 3 35 5
Q2% frEEHAER NEAARECEEZHETE
HEARHET . BEREKZLARANNEZER
FILMmEREFERF 24 h WATRKREREGHE
(55 1L 116 7% 33 3 mmol/L) 4 2 4 1, i A
3 5mmol/LAZE MmN 27 Smmol/LH EE/EH
BEEXMBH, 75— RE K E R EH S EE
i Al i 25 Bmol/L 3, 50 Umol/L % # 7| B 3t 3
ABHM, BhEREEN. e 2Ll Eal
EAH. U93T 4 & 10% f6 4 75 B9 RMPI1640
EREER,
L 3 SRMAEEFEENEMEMERMSF 1T
A/FRIL

LHMILA PBSTE 2K, BT 1% £ RBEARK
AL, ® %#FFEEE 15mn #EKA &%
A S BEME. —F 10 200% B, L PBS K #&
'W’F%Wiﬁﬂ@ BREFEEERE 30/ HH,

Z M etaM orph I aging System % 145 | 48 fg, <F 35 A1 4~

%t)}%fﬁo
L 4 HERREEEYER NG M EMBRM ST
1 mRNA BI3RIA

VCAM -1 #5341 5’ -CGT CTT GGT CAG CCC
TTC CT-3°, T# 5|47 5 -ACA TTC ATA TAC TCC
CGC ATC CTT C-3” (460 bp); W % B B-actin I %
247 5" -ACA CTG TGC CCA TCT ACG AGG GG-3’,
T#E 4 5 -ATG ATGG AGT TGA AGG TAG TTT
CGT GGA T-3’ (366 bp). | Trizolif 77| 3 B & 4L 2
Y20 fL W K RNA, Fl & 44 KoL E 1Tl & RNA 48
EAus 8, Bl 2 Ug ¥ RNA 3 # F & DNA, A5 #
T PCRY #. PCRE RN FR 20 ML § ¥ &4 N
IUCTHREME Smin K5 94CH 4 30 s 55CE k. 30

% 1 VCAM -1ZE B mRNA B3RIE

s T2CEEM 45 s /B3R 30K, &G T2CEM 10m i
PCR P41 DA 1 Fho 37 FE ¥E % IR o, vk 0 0, K K % 4h
JT T WM BB A, Hk 4 R UL Quantity One( 3 E Bio-
Rad /A 8] ) E G 44T & G AT Wik & W 55 B 24T,
HHE VCAM-15 B-actin 9 6 & & B 4 b E A7 2t
VCAM -1 mRNA % 3 A,
L5 FAMHALE

B W oollard & ' 7 3k, 460 & W X 40 ML B
MITHRAERFERAN 6N, EFARAEREKT =
BREHRKREERE BEERR LR, H M
NAS[E K & & bR T B R Am sk 4 Al A L 25 Bmol/L
50 Umol/L B FIERA LR M F M 48 h REH
FRFWE, WA U3TH M, §3L 4 x10' 4, 37C3
FfE 30minn REHAHEE W 2 R FEN
PBSHAHE 30min AW = sdk 3k, TRk
Bt pe, BB A BRI A, AR ERE
TR
L 6 ZitFEHE _

BUHIHER 3K, LRHEEU « TsxT. Xk
Jl SPSS 11 53 tF # # One-way ANOVA # 1T 4 it
AT, T iR R H LSD ik, MR X A H A
A K2 H7, A Pearsonff % R # &

2 £ R

21 EERFSARARME
XN

WA ES VCAM -1 RIA B B30, £ 16 7
mm ol/L 7 & HE 4L 5 B & (P < Q 05), 33 3 mmol/L
HIEMEA VCAM-I RIEE R FREaH, HS 16 7
mmol/LHHMHER LR EM (P> 0 053% 1M
Kl 1). VCAM -1RIEH5BFEERF ST (B ).
2 2 TEYIERHEI ME MR M S F 1RIE

B R%HIEA B 0] VCAM -1 £k, JTRHAE 16 7
mmol/L E & HEH R N E (P < Q 05), 2IIREMK
ik (R 1TFE 1.

SRR F 1%

FidsE. SN mRNA Fik
T 7 W AR 0 Umol/L 25 Hmol/L 50 Umol/L 0 Hmol/L 25 Hmol/L 50 Umol/L
P51 D5 D &5 T 1% 5 i D5 D5
5 5Smmol/L 10 55 *q 90 7 46 0 98 5 94 £1. 38° Q 410 02 Q 38 %0 04 a 27 ta 03"
11 1 mmol/L 17 14 +0 99* 14 93 +2 68° 11 52 £2 90 0 61 FQ 08 Q 58 +a 05 Q 44 2q 04
16 7 mmol/L 33 36 £2 88% 19 39 £3 27%¢ 15 23 £2 50 a 92 £a 09 a 76 xa 07 q 67 X0 05%¢
33 3 mmol/L 25 74+4 47 20 8212 15 18 673 18® Q 81 +Q 08® Q 77 fa 10" a 70 £a o6®

aNP<0Q055 53 Smmol/LHAIMEAHLLE:; bIP<QO055 1L 1 mmol/LFEHEALLLIL; N P<Q 055 16 7mmol/LAE BEH LI, dN P
<Q 055 0Umol/LEHANEALLE: e P< Q055 25 Bmol/L 2 #& HIEH 4 LL A .



CN 43-1262 /R 7 [E 3 ikt 22 & 20094E5 17455 3 187

L GRIEMBEEFENERNE M VCAM -1 & B 3RI& ( x400)

11 1. 16 7F1 33 3 mmol/L# & ¥4 .

2 3 TE5ERXT A R 48 R R R R B9S2 N

I 55 7] 2 A 3G N, - £H 4 P 26 B 4 FH B R
H5E (P < Q 05). D& 51 R 15 40 Pt 355 B4 FH Ok 2,
BARTE 5 Smmol/LEZHEH & 33 3 mmol/L % %]
WEH Z 3 B R FE M, B 16 7 mmol/L % 4 bE 4
258m o l/L AT 50Mm o1/L 4% 51) li 34) B 5 A 26 PR 41 A
W (P< Q033 2). K 33 3 mmol/L % % ¥l 21
Ab, B k& B EA O B BE A 6] S VCAM -1R & T
fE25PIAH2< (r= Q 786 P < Q 01).

® 2 WA SRR R M B EE R

I 4% 51| L2 BB

0 Umol/L 25 Umol/L 50 tmol/L
5 5mmol/L 76 015 3 72 7410 1 63 0£10 4
11 1 mmol/L 15 7T 22 92 0 Fi1a 6¢ 8L 019 5¢
16 7mmol/L. 161 0 £21 0% 124 7 %14 o 96 7 *16 3¢
33 3mmol/L. 183 0126 5% 167 7 128 6% 150 7 +17 5b¢

aNP<Q03S5 3 Smmol/LE&FEHLILE: bAIP<Q 055 1L 1 mmol/L7H
ERRALE; cAP<Q 035 16 Tmmol/LFHFEALLE: Y P<Q 0535 0
Umol/L ¥ B HIFHLLLLES; e P< Q 03 55 25 Hmol/L B ¥ 5 B4 L4

MEZLERN 0258 50 mmol/LE ¥ H|EIH, N\ F4ETF AN 5 5
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AICATE 88 B K 4y 7 /KPR a3E I 7 B 41 Bl R I8
VCAM -138fin1, [R]85 (i 33 P Bz 40 Pl 5 B0 A% 200 i Fr 266
BHER, XIFIEm TR ER ST TR BT
% 0 PRI R B I A S RORE, T B8 E T v I A
T P B A B 2R T4 A B 6 B 2 388 n, BN T 75 i B
2 1 B 2 0 28 B . (BT RBR B, 16 7
mm o 1/L % %) BE AL BR2H P9 B 4R f R I8 VCAM -1 5 &,
AR — T EIA 33 3 mmol/LI VCAM -1%iA
A FREfES, mRAMRE IR LESR. TR
R ER P R 2 B v A e e AR P S LR T A e
I ATRERL N VCAM -1 2k, 1M B X Fh/E F A 8
AT EA R Sk, B A e B AN 3 DR R A 7R
i — BT . [ A B0 AT 28 P A P 7 v A b 2
BE— D1, WAE LA R E HER 5 2 RN & A 2K,
T VCAM -1 2 & Hdr . —, 15 94 5 7 &0 0 ] gt —
A A 2 Fo At 4 2 14 240 i 26 P 3

PPAR & — LA 5 T Fic 47 £ g 08 1 2 00 35 [R] 1A
TR T, SRR U ER AT I R AR A
RO AN B B 245 0 ¥R T B DR PR RN o g B FR K
' BT BRYIEALEE & PPAR Y ARG A1 ALIA
HE PPAR YIOAE FH, AATTIZR R R B0AE 3L At 2H 2140
Mo T R PR TR S, PR A
D, I B 22 Fh 40 i, 40 P9 R T A L P TE LT B A
ELMEST M R A7 AE PPAR VERIE, IEhX — 2R Al fig
TE ) JE SR 98k /0 Y60 oK 40 T j 25 22 AN 3R 1
BRI ASTERT Y AR ISRt R LT S
REA5 PN /=5 0 75 3 10 I3 P R 4 SR IE VCAM -1,
JEHAE 16 7 mm ol/L 7 %) ¥E 40 H2 40 B 55 2 4% S Bk
JEE R 03X P ) /R FH 3 5. B A MR EAE 16 7
mmol/L LR &40 1, VCAM -1 3% '~ Bt A1 Bz 40
Ff A% AN M 2 B P ORSS B AR K, i — B i %
% 51 R AS(ECRT DA fin Fof & 2R SRR 1, 1T LR — 52
B AR 3 BBl PN K v IR BT B A s R A B
A VE o {5 G0 S8 A PRI B i, X R E A
SRR o X R TN a0 AR PR S
ZZ T B F I 10T R, W RN A AR AR
R S e LA LA 25 SR AN AR AR, T HL 2 B T
BE T IZANPKIEEER, B AOEBEEARE

A

S, B S B T fe I T 0 R S
BZAHHL V CAM -1 2 32 SR A0 A Bz 4H 0 56 A% 4 M 14
FOMAE L, X AT RE R 2 AR B B AE TURE JR I AH S AT A's
D5 T BIE R 22—, SR B S 25 Wkt T TR R R
P8 R I RE SR SE Y S
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