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[# 8 &5 2T nL s 5 X 35 Tk 38 2L 58 Ak (Atherosclerosis , AS ) ML & BE 41 M 5] %5 B 43 7 (Intercellular adhesion molecule~1,
ICAM-1)ZREXMEW, F% Fil2REISR S 4. A EEXR, B EH + K5 & it#% 5§ ( Pioglitazone , P10 ), C . i ELXT IR,
D: RHE4-EFE PIOE: HWHE+ERE PO, XARBHELKRNERBEIEERN (RT-PCR) #IJ W ZR it #% 5) BH i & B2
ICAM-1 B % mRNA RIAMEZN, 2R AS BEHRNA ICAM-1 1 mRNA &3k, PIO 3l ICAM-1 B E 1 mRNA #
SA(P<0.05) , B BRI B I F2 BE B K (P<0.05) , # #: PIO W3MI4] AS BEER ICAM-1 B mRNA MOk, # TR IEH AS
RAEMER.
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Effect of pioglitazone on expression of ICAM-1 in an atherosclerotic rabbit aorta
XU Qing—hua,et al
(Department of respiratory Medicine , the First Hospital of Quanzhou Affiliated Fujian Medical University)

[ Abstract ]Objective:To explore the effect of pioglitazone (PIO) on expression of intercellular adhesion molecule-1 (ICAM-1) in
atherosclerotic rabbit aorta. Methods: Newzealand white rabbits were divide into 5 groups: normal control, normal+low dose of PIO,and
AS control, AS+low dose of PIO, AS+high dose of PIO. Immunohistochemistry was used to detect the protein of ICAM~1. Reverse
transcription —polymerase chain reaction (RT-PCR) was used to detect the mRNA of ICAM~1. Results:ICAM-1 protein and mRNA in
AS plaques. PIO could inhibit the expression of ICAM~1 protein and mRNA (P<0.05). The effect of high dose was more than that of were
highly expressed low dose(P<0.05). Conclusion: PIO could inhibit the expression of ICAM-1 and further produce its anti-inflammatory
effect on AS.
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BN bk %5 4 15 4k ( Atherosclerosis, AS ) & — 8 o 48 58 3
B, RIENT S 505 AS S BB HY S5E KN W, kA& 51 R
(Pioglitazone , PIO ) J& 37—t B Mk k5t B2 (Thiazolidinedions,
TZDs Y254, B M52 00T R B i PRS2 36 B i m HAL B Y
U AS A FN M A AFIFER PIO THRAIT AS iR
R, BT PIO X LB 8% ICAM-1 283K (9 2 i LI K v BE A9 4L
o

1 #MREF*

1.1 Sh#h44

HEPEFVE 2 H% 55 RUEKE 1.9~23 ke, W H LHERE
I HYIA PR ), SEU6 ZE M PR SR @ AR 10 o AL
SRS A EEXTRA(S H) ARFAR @R - 2R
MEFRB IEHR + ENE PIO H(11 H)BEER 4+ L@ AR+
PHAE S IER (2.5 mg/(kg-d)); C PN IRAA (12 K BH 30 Bk
PRI 45 + AR TR+ AR SR D IR IR & P10 A
(12 H): BBk R 45 4 55 B8 1R -+ 30 R kA% 37 B
(2.5mg/(kg-d));E I+ HAIE PIO 4 (12 H): B E3h
PRS- B IR LR+ BRI EMAE F B (10 me/(kg-d) ). PIO
(HRBLTH, RERHARERAFRE) fMEss
Masahiko?PISLE R RE o
1.2 AS #HERHE

SCEOTF G, A I B AH Ak IR SR E AL 100 ¢/d,C.D.E
AT IR IRIE = ISR (1 % FH [E BE 4 10% 25 B0 + S % 1 T -+
849381741100 g/d, ELIEE 2 XK, % C.D.E HITHE
K REBGARY, A F1 B HF AR R T4 RS smss T,
Rk ABRERGIE TSk, RGH DRGSR E
%10 xR,
13 #H 53

SCEGEE 3 A ENFEARES 1 d, FIREB A, AC
145 R 10 ml AETREUKES ,B.D A8 Ak 2.5 mgkg 1T
EPIOHE , HET 10 ml 2 HEKEE E HE N 4% 10
mekg T EHE BRT oml AWEKEE , S0 1 K, &
0% 10 JAR , RAS SR ERAIENY . BN EE 3k ML
AL E 2 em AbBIK, A EEK R RE I, bR E B A
WM, S — B 2 -50°CYKFETRTT, & RT-PCR . BT L
BIEL 1 em BHBK, WG AR1E T 4% P B 12~ 24 h, &
S A,
1.4 S$ufE4404m) [CAM-1 & A

PRASA SEAUIR, ) EIE 5 pm, SE gl ALk SP (8P
A &0 B REEF EYHE AR, FRich R AR
/NEHIA ICAM-1 Hifk (sc-8439) (SANTA CRUZ BIOTECH-
NOLOGY INC £ H) i A F R (DAB) B, HFARE
P, BB EAR I — U AR A BAR R B BAEXT IR, JBRT
B A, MRS 5 M HEHANRRENSFRE, 5 E
T 100 MM, BARFIWTHRIEINT < BAME SR D 43K 2

RO, BIERABRENTTS R EREFHE(REERR
MHGREE BAEEOYE) N 1 4, RpOABRERE(ERE
PREEYRE)RN 3 4, PR AREH (REEEN TRIRE
ZI8))2H 2 4 RYEE G A o R TIEor  F A 3t
BT SR <5%H 0 53,5 ~25% 57 1 4,26 ~50%HK 2
43 ,51% ~ 15%HK 3 4%, >75%H 4 5y o BT Y 00 A
BOoSEAHRE SRESE BER, Y EEESS. B
0~ 143 HBAME(—),18 2~ 3 5p ASHME(+), B 4~53H
PRERAME(++),6 SRR ERAYE(+ + 4 ),
1.5 RT-PCR ##] ICAM-ImRNA % ik
1.5.1 Bl#iEkit 548 M Genbank K BAREF ICAM
BN S5 HE =R H 8 B A8 (GAPDH) /) mRNA
31, #itEm5IY. ICAM-1 BRES DQ893785 P =K
W7 :407 bp, EWESI40: 5" -GAGCTGTTIGAGAACACCTC-3’
T #5145 : 5’ -TCACACTTCACTGTCACCTC-3", GAPDH %
5 123961 ¥ 18224 H- 7 1476 bp, E#FS 4.5 -GAGCTG
AACGGGAAACTCAC- 3" ; T3 #1 .5 ~GGTCTGGGATGGA
AACTGTG-3".
1.5.2 ZHZUE RNA fili32 MR Trizol RNA $REURFH & 1580
F(Gibeo A FD MR TR R ZLE RNA, FABEEEHE
RNA BFIAIEE OD/ODy ITE 1.7 ~20 ZJH],
1.53 cDNA & BBEEEFENE& (Promega AT
B AT o RRIVAAZ : 8 RNA 1 pg, 10 x 385457 Buffer 2 pl,
25 mmol/l MgCl, 4 ul, 100 mmol/l ANTP 2 pl, RNA 40 5 3
0.5 pl, AMV 3555 B 15 U, FEVLS 4 0.5 g, Ml DEPC-H,0
BEETR 20 plo M EAPEHR :42°C 15 min,95%C 5 min,4C
5 min,
154 $ER PCR 21 1cDNA #7T B iR EEMA SR
FH PCR BB o BRI ZR : cDNA 21, Taq #§ 2 U, 10 mmol/t
dNTPs 0.5 1,10 x PCR buffer 2.5 1,25 mmoll MgCl, 1.511,
10 pmol/ 1 BBV 101,10 pmol/ w1 FHESIH 101, M2
BTKZE 2511 ICAM-1 SR A& : 94°CTHAEYE 5 min, 94C
Pk 30 5,56°CIR K 405, 72°CHEMH 40 s, )5 72°CHESH 8 min;
TEFR R B BiR M 28.30.32.34.36.38, GAPDH 2 [ &%
4 : 94°CHAEHE 5 min, 94°CAE M 305,58 CiR 2k 405,72°CHE
8 40 s, B2 J5 72°CIEAR 8 min; TEF KA BHRE Jy 24 .26,
28.30.32.34,
1.5.5 EEIKEEZST SBPCR P 5 ul, & 1.5%%58
FREEB I , IR 88 Yo 0, B FH Imagemaster VDS—CL X 5§
BEAUR , T8 PCR F= B ik 457 IR EE ARS8, JF LA GAPDH 1
IRERT TR AR ST . HAREERE PCR = HAE & =8
FREEE B KA IR B RS / GAPDH Bk A IKBER 2> .
1.6 HitFie

TTEBTEH(ICAM-1 PCR P=HMX &) x £ T, KA
T ST HAT RV EAL I 3 B R IR (ICAM-1 e i
B )R AIESER T (B ) , R4 50
JH Kruskal-Wallis H #38, BAkEAS K% /8] L3 A Mann—-Whit—
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(P<0.05), {EFE PIO X} IE % Gl % ICAM-1mRNA Fik#k
FEAR G R (P>0.05),

3 i it

3.1 TZDs 4E A &g o-F fuhlm

T EYRHAS T BIE 18 v (peroxisome proliferator—
activated receptor—y ,PPAR v ) EEMEEENHFERF—
M ERER R Z— 76 AS WA RN B 4B B A% / B
AT RS PR R A RR S 5 gmf
BE SRS AL, X AS R4 KR A REEENNA
EVER . TZDs B AT SRR PPAR v 303, FE B4
BB ,PPAR v # TZDs G /8, —HE, 50— % H—
MEREL X ZWERS Bk eSS EEERNE ST
ByHESE 1 PPAR S JC4 (PPREs ) L, 1T 81 15 485 ) i BR A
FEAACIR D, BFEFREIE. X4 PPREs B —BUH AG-
GTCA EREFHM MR, g 1 82 MEHREH. B—F
[f,PPAR v 551 RE M 1 BB L0155 1 B L T e
SRR T (f24% NFk B APL.STAT 4 ), LI9F DNA 568975
M RIEREEL; HE S DNA S5, Bt HEEHER
B, M R B R DA A, B T
3.2 WA F Bt ICAM-1 #94E A

B FRFEENRERN T, 5 AS WER . EREFE
PEBYIAED, FENSN R IR BEEFRKR EBERE &
ERRE ARG BB TREMARERERE L eXRA
KM Fo. REREABRERE—HEE 2 MREREOMH
ARSI RO, SR G EFRBEREN A FENZES
EofR, 2 59N BB . EEA ICAM-1 il BRI
43 F (VCAM-1) Uit /AR 1N B2 2 R B M 43 F (PECAM-1) o
ICAM-1 2— M EHL( 8 MO )R 90 ku R ARZE
B, HEMas s MEUARREARX, — MESEBRE O
— AR , T AE P E I | b R AR | B A A
YRR L FRIA . ICAM-1 FFRATHE mRNA FIEHEHA:
WA, FEEERT ICAM-1 XA FIEAKE, AES
T S0 A B AR BT LA L B ine,

BRI, MEARFIEIXT AS BEH ICAM-1 4B RIBF T 2 4R
i, ARFLEIMEEE], ICAM-1 B9 mRNA 12 B 7EfR HEXT AR 40
AS BEHRL N BRI ICAM=-1 B 403 F N L 40ME . vk 4m
MBI MBS B . PIO FHIAT /D ICAM-1 # mRNA FI5E
AR, R —EWRBCR , HM LD AS RIEMER.

AERIRE TS %, Cuzzocrea FOH A X EREFH S
BT A e e L 46 SR RY | B AR B B -5 A LR R R st

KT S SR a3 ST R R A ST R VER . BAEF IR
LEYERIRTH S ICAM-1 B8k, BAT4AF PPAR vy #5#1
I X P e - 31 B P Bk (BADGE ) 7T BH 5B X 0 5 4% 5 R K471
RAEM ., BRBEFIE X ICAM-1 W% /E B 5 %%
PPAR vy K, Jackson ML 5 7R - FRAK 5 B A1 Bh 4% 51 BR BT
A BBk R 4HAE VCAM-1 /) mRNA B EX, b
AR, NF-B 2R M T BN R BT, SHAK ST
RHREREREFHREM, # NF-B 2h—X5R 4T H
(4 :p50 (NF-B1), p52 (NF-B2), p65 (Rel A), c-Rel, and
Rel B)A B — B4, TZDs i@t #4554 NF-« B B
JE ML ERAE VCAM-1 J3 3h F X 300 fhil 46 Bl %% 3% 5 F T 40 461
VCAM-1 ik, BHAN MM ICAM—1 ZFESTFR &
A NF— k B IG5 AL, IEASFI B0 ICAM—1 K42
THLHIGEE F EIRELML TZDs 25940 1 VCAM-1 BIHLEIk
R FEEH—H TR,
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