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[ABSTRACT] Aim To mvestigate the wle of peroxisan e proliferator activated receptorY ( PPAR-Y) i the regula-
tion ofm atrix m etalloprotenases (MM P-9) and tissue mhibitor of metalloproteinase (TMP-1) expression by peripheral
blood monocyte derived macrophages (MDM ) in acute coronary syndrame (ACS) patients M ethods MDM were
fran patients w ith ACS and contols have been assigned to different subgroups and incubated by different concentrations of
rosiglitazone  The concentrations of MM P-9 and TM P-1 i the supemate ofMDM and the expression strength of PPAR -
Y, MM P-9 and TMP-1 mRNA nMDM were analysed and campared between ACS group and control group and among the
different concentrations of rosiglitazone ntervention subgroups Results A fter rosiglitazone interventing either n ACS
group or I control group PPAR-Y mRNA expression were significantly upward and there were a positive correlation be-
ween the expression strength and rosiglitazone mtervention concentration both the MM P-9 concentration in the supemate
and the expression strength of MM P-9 mRNA were descended and there were negative correlation betveen the extent of its
descent in the ACS group and rosiglitazone concentration ~ There was no significant change in T M P-1 concentration in the
supemate of MDM and T M P-ImRNA expression after rosiglitazone mterventing Conclusion MDM had endogenous
PPAR-Y receptor and it could be activated by rosiglitazone Rosiglitazone mtervention significantly mncreased the expres-
sion of PPAR-Y ofMDM, reduced the expression of MM P-9 particularly in the ACS group T MP-1 expression was not
affected  There may be mpact of stablizing atherosclerotic plaque
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7ob L7 A 7E 22 1 56 BRL 3R 1 R T R AR 1 e
RSNk M T 2 PR e s B ik o R B e s 2 LA
R Ak R AR T B A2 2 1 e R B Bk 2% A AiE ( acute
coronary syndran ¢ ACS) /K A4E I 3= 255 FH A R LAl
RIEH F S 7 4 )8 55 H B (matrix metalloprotein-
ase MM P) 75 BE LA 24 it e vh ke 7 S /R
Horh sakz B R 40 A T /Y 28R A1 53 WA ) MM P 2
fRdE BRI E B E R IR . BFFL R, ACS &
# ML MM P-97KF T 1 i 283 o A Ak A4 18
YIEE RS2 4K ¥ ( peroxisam e proliferator-activated re-
cepory, PPAR-Y) Fif'"; PPAR-v i zh 5 T il 1E
N FRAZ IR M EWE AN (monocyte-derived m ac-
rophages MDM ) B¢ A\ 58 1% /5 Wk 40 M #k o] b
PPAR-VZRIA, #lld] MMPFRIE" ™, Huix T ACS
B M AL B WA /2 R & PPAR-Y. MM P, 41 21
IR 4 8 &5 A EEHI 7 ( tissue mhibitor of m etallo-
proteinase TMP) AT 54E ACS % 1l % 4% W2
2 5 A7 AR 22 S W 9 2D e A 5T B A
PPAR -V 71 T 1A /5 ACS B3 5513 MDM
fERIE PPAR-Z. MM POl TMP-1 L% &, LUR
bF PPAR-Y/E R E W40 fi R I& MM P-9, TM P-1
(A FH, TR T AR i e e e — I (TZD) 2825 WI7E ACS
BiE e .

1 XM&MFE

L1 #MRMR

WH ACS B # 48%1, B 334, & 156, ¥
6231 6%, AF A EAOCKE 28], 2K
AUAE T 20]; ¥ BUA 8 M B BB B IR R84
mERmMAESEE LA EHEHRH N EE 286, F
1811, &= 10, £4 60 3 X7 4%, Zim .0
B QB S0 EHKR ACS Hhrirgk: AHER
2 AHRFA 4ARAURNMES;, @5 ME RS
B A MERRFEE, OFE L2 B HME.
18 M 4 4R LR R R B SRR R
L 2 S EFIERNE

KR BEL N % R EE B (TC). H W =B
(TG ) Fu i ¥ 3R &, b 2k 25 0 € ot 3 7 % B e
B R E & (HDLC) A= 1% %5 & fe & & JE B 8 (LDLC)
KE, MFLEEZNZEHFERTR (FF)RE, #%
A LN E &4 CRMEE (hsCRP) K E.
DA AR AR — F A T Pl 5 R
L 3 EMREYEAERIERIEF

FSE S kot 20 mL, Lk, Bl R AL B

BB E B4, DL RPM T 1640 4% 0 7% 3%
KA, CERMETHAFLE RN ER
A, A Q Img/LES@EEERNBKE T
(MCSF, # & Peprotech/A ] )5 % 24 h#% MDM'”.
PL3x10° AN M /an® O E B, KRB E R ESH
A ACS# st BB . fm )\ Q 2mg/L thCD4OL (% E
Peprotech /A 8] ), 37Cigf 24 hJ5, 2 H ik & L 7F,
- 20CHR7F. ¥ ACSH fxt B A 4 Bl A\ i 7. 1
Hmol/L. 10 Bmol/L % 20 Hmol/L % #% 7| 8 (% #% 7|
BF )& 4 1 B % & Cayman Chemical/h 8] )3E 7 48 h
J& U B T BE 28 B Am EVE .
L4 EREEEAMN OMALNEREEEAME
HIEIF 1RENE

B BX %, 9% W % (ELISA) M2 L& W + MM P-9
o TMP-1RE, ARl &M EE L E LM T RARA
g, PAERBRHE S RE.
L5 FHEREEHYER NS

W% MDM, # B E RNA, i % K PCR 4
PPAR-Y¥.MM P-9 #2 T MP-1 mRNA % & & -F. MMP-
9 F W3 # 5 GGC ATC CGG CAC CTC TAT GGT
CC-3’, T#H B4 5° GCC TCT TGT CGG CGA TAA
GGA AGG-3, ¥ 3 &1 94CTI LA 5mn 94CH
P 40 5 52°CE K 30 s 72CHE M 40 s 3t 30ME IR,
R T2CEM 10min ¥ =4 370 bp TMP-1_t£
JWBI4 5 -CTG GCA TCC TCT TGT TGC TA-3’, T
B H 5 -AGG GAT CTC CAG GTG CAC AA-3", ¥
HA M O4CTIE M Smin 94CH# 40 5 56°CIE K
30 s 72CHE A 40 s 3£ 30MEIR, LK T2CEM 10
min ¥ 3”4 386 bp PPAR-v L #5|4 5° - TCT
CTC CGT AAT GGA AGA CC-3’, T#5|41 5 - GCA
TTA TGA GAC ATC CCC AC-3’, ¥ #4#: 94CH
T Smin 94CE M 40 5 54CE K 30 5 72CHE f#
40 5 3 30MEIR, 2K T2CEM 10mn ¥ 3 ~4
474 bp B-actin F# 5|4 5’ “TGA CGG GGT CAC
CCA CAC-3’, T# 5|41 5° CTA GAA GCA TTT GCG
GTG GA-3, # # 4 1F: 9ACTTLA % 5min 96CH 4
30 s 55CiR ok 30 5 72CHEM 60 s £ 30 MEFF,
B4 620 bp. Bl 5 UL PCR =41 & A BAL L 4
BN 1% 378 B B R HL K, LA B ioR ad2000 #E fX AR
RAHFATEE SN, WK EME, 4 7 UL PPAR-v/B-
actimn MM P-9 /B-actin. TM P-1/B-actin X %5 E 18 %
S~ PPAR-Y, MMP-9 % TMP-1 mRNA & A F. 3
W3 d TaKaRa/n & 4 Rk, T apDNA FAEWYE g
A TAEA R F], Trizolik 57| 2 Suppersxrit © H2
74 F R & N EEH Gbeo-BRLA T = & .
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L6 FItFEFE _

KA SPSS13 043t @3 AT, T EH T U «
LR R, R ERUT SRR, EEHEFHAT
EAMER, A HHHEKXA OneW ay ANOVA

2 &£ R

2 1 IsFR&ERIELE

PRI 5 FE b 7 0 T BERL AN 45 ACS 4151 BR A 5T
MR A5, MGG B 246, ACSZH 5 X) HE 4 7 14
SRS PR TR TR A TR L WA T BT 9K R % I AR 4
HHERTT R EME, H ACSY hs-CRP. L BR % B
(CK) JULER W 5] T. 8 ( CK-MB) A7 25 g B 2 /K
FRERETORA (K 1),

F 1L ACSEASIRAEEMBRILE

Z(P<QO05E P<Q 01). TTirl, ACSZ TMP-1
WEE T XA (P < Q 05); THE, & E 4
LHEZEH (X 2).

L ERETERLR ( x200)

* 2 TEIIETFHATE MMP-9F TMP-UKE T

o H of e 4 ACSH
MM P-9( Bg/L)
i) 138 06 *15 45 231 11 51, 47"
K% B A TR
0 Bmol/L 127 28 £15 67 215 02 +47 01
1 Bmol/L 119 1313 40° 181 85 +36 23™°
10 Hmol/L 112 71 %17 23% 172 23 330 66"
20 Umol/L 107 54 £17 94" 151 03 £23 61>
TMP-1( Hg/L)
F-FAET 115 24 11 57 139 80 £31. 55°
K% B A TR
0 Bmol/L 124 56 £39 26 144 48 £23 09
1 Hmol/L 135 44 £18 45° 144 26 £18 76
10 Bmol/L 125 81 21 03 140 43 £25 32
20 Um ol/L 127 01 £24 32 131 14 £26 30

&R ACSH ot 4
% Hz (#) 30/14 17/9
W (%) 62318 6 60 317 4
ARG HL (kg/m?) 23 6%l 4 28 913
R (1) 24 13
W4 E (mmH g) 140 3 %15 8 134 4 £21. 6
#3K K (mmH g) 83 1 X111 83 613 2
TC(mmol/L) 4 0xq 85 4 00 96
LDLC (mmol/L) 2 6710 64 2 4810 71
HDLC (mmol/L) 1. 03 +a 23 1 04+a 18
TG (mmol/L) 1 350 63 L 79 0 86
FF(mmol/L) Q 61 FQ 28° a 380 23
hs-CRP(mg/L) 36 218 61° 4 48 £1. 10
CK(u/L) 1067. 3 314 7° 68 9420 6
CKMB(u/L) 10L 122 2° 21 3F13 2
FBS(mmol/L) 6 811 82 5 80 %1 33

aNy P< Q03 SR L.

22 EEEFLEE

{5 B LA~ nT L gH BN B, Az 2 IRTE, 245
JE A, MUTUE B, JE A D AT, TR B A B
fiE (B 1)
23 EREBREAR oMALREREEEANE
IEF URET

DB T T J5, ACSH AN MMD L&
WirE MM P-93K & %, H ACS4L MM P-9iKk E7E T
WAL IRETHAHEZER TXHRA (P<Q
01). ACSZH MM P-99KJE 5 &' k& 51 BRI FE 5 [ 38 %

aNP<QO05bAP<QOLSXHAMI; cHP<Q03dNP
<0 0L 5RIATFiEE; e P<Q05 £4P<Q 01,5 0lmol/L
DHEHIMAAMEL; ¢ P<Q 055 1 Bmol/LBHEFHIAHLL o

24 ERERERERN IMALARNEREEEQDR
HP&IF 1 mRNA BIRIA
ACSZH AN R ZH MM P-9 1 TMPI-1 mRNA f{]
RKitE EBEW A HEELHLEL. HIEHA 0
Umol/L% ¥ B T- 721 TMPI-1 mRNA ik 38T
FHinT. ACSZH MMP-9M TMPI1 mRNA ik
HH BB R 5 (R 3).
25 EEEAEEEMHUERZA ¥y mRNA BIFRIA
% 5 B T T 5, ACS 41 A1 % B8 4 PPAR-v
mRNA FiE¥ & Fil (P< Q 01); ACSAH TG
HECBESTRINMKEEIEZEXR (P <
Q 05); % HE 41 A 6] ok B 20 4% 271 B 1 T 40 He R
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THRZER (£ 4).

% 3 THRAIEETFFEIE MMP-9F1 TMP-1 mRNA B3IA

a4 H xof HE 26 ACSH
MM P-9 mRNA
T IHT Q 336 *a 080 a 674 0 110°
0% B B T T
0 Bmol/L Q 315 %0 090 Q 623 30 100
1 Hmol/L Q 265 20 050" Q 539 2 050
10 Hmol/L Q 243 10 050 Q 478 X0 100™
20 Hmol/L Q 226 0 050 Q 411 0 095
TMP-1 mRNA
T IHT Q 270 Q 056 Q 321 20 098
0% B B T T
0 Hmol/L Q 331 0 082" a 367 £a 095
1 Hmol/L Q 343 20 079" Q 384 *0 075
10 Hmol/L Q 307 £a 077 Q 387 X0 126
20 Pmol/L Q 31210 099 Q 3330 103

aN P< Q0L 5 xf A AH R M FU BRI FE T T AL, bA P<
Q05 chP<QOL5TTATAHLL: A P<Q 03 e P<Q0L5 0
Umol/LE MHIEREAHLL; £ P< Q 0L 5 1 Mmol/L % 4% %1 B 24 AH
k.

= 4 BRIEIFTTAETE PPAR-Y mRNA B9RIA

s A X 2 ACS#L
TIAT Q 336 fa 132 Q 243 *q 112°
%% 5 i+ TR L
0 Hmol/L 0 302 £a 090 Q 196 *a 070
1 Umol/L 0 989 *0 231"  a 763 *a 115"
10 Hmol/L 0 987 £a 141" @ 855*a 124"
20 Umol/L Q 966 *a 213" L 16 fa 256"

alN P<QOL5XHAMLL; bP<0 0L, SHAFTETALL; ¢
RN P<QO0L5 0Umol/LEHKFIFIMAMLIL; dHP<Q 01,5 1 Hmol/
LB TIBAMEL; e P<Q 0L 5 10 Bmol/L B4% FIERLHAH 1L

3 i

PPAR -V 2 W B 3= 52 7 — PPAR I S % ) — Fof
P A A P 2 S TR 7, SR B0 T B A [ R A
NEWI AR, 25 2 PR DR ) % e R 4%, X RO IRl 7 2%
Rl )R I5 A R . A BRI, 7E 5% [E R
HiH, PPAR -YiE AL 5 AT H] 2 %8 R 7 MM P, C 2 B
B (CRP)Z ZIEAR EMIIRIE . MMP 21K
B IR PN AR T R, AR 1) 5 R R I B AR
ity | 5 57 £ 1 g AN R MM B MM P-9 2 2 Jifd 43 Wk 1)
FE MMP, A [ 22 F e SR A i T, s R S

Rt 20 PR AL I, HI 53 £F 4 45 44, (R HE BT Bl 2,
NIRRT B PRI () 48 hE 48 A DA 5 W 4 i R
F, e W MMP, bR FEES FTEN 92
KDaf) MM P-9, TMP & MM P f A Y5 M5 S 30 )
), A3 TMP-1. TMP-2. TMP-3R1 TMP-4 H &
P& D) REIX 11 2F o 2 R TR 2 B 1% 5 v Ak MIMLP R4 5
FiEtEd o Bl 10 LRI &5 & 4 B MM P-
TMPEAY), NFHK MMP 5 R4 &. kK L
PPAR -VI5BN 7] — MEMEbE — B K 25 )96 97 fe A 2%
& A B ko B A (10 B8 JR s 28 3 B, B 1k o
B, HAM AR AT FIESE PPAR-Y 37
YRIT RTFEAK 2 BN SRS A 2 B ke A A A S 5 1T
& MM P-9F1 CRP/KF",

AW G R K I, PPAR-Y N7 Z % 51 B T
TiJE, ACSZLANXTHEZH MDM %15 PPAR-Y mRNA ¥
T2 B, 8 MDM f£/E PPAR-vZ1K, e 5 H A
FCHC 45 e PE 45 & . PPAR-Y mRNA %Kik 98 B 7
ACSALBEZ 4% 51 B ¥R P (1) 35 o= 11 384 9, HEDU M DM
I PPAR - 52 A4 30 ()55 & mT BE Bl 27 4% 1) ek 4
MG 2, B U L T SR il 1 B 25 A 1 T R 4 v
T HG58, B4 s 7 (1) W BE 0T 3 PPAR-Y mRNA
Fik. MXTAEZ PPAR-Y mRNA F£ik 5 B#& 51 i i
FETC R AR M . AR DA FIEH B BT {3 PPAR-Y
mRNA FiX B B E, S48 IR RS T, PPAR-Y
XTSI B () BUR M = T ACS RAERT . ACSHALT
TiHT & 0 Hmol/L, 1 Bmol/LAI 10 Hmol/L B'4% 41| il
T 241 PPAR-Y mRNA ik 15 8 Z % T X R 41,
JER ACS 3 MDM f PPAR-v 3R 15 # 40 i, 0
ACSZ 20 Hmol/L Z'# 5|l + il J5 PPAR-Y mRNA
Kix¥eEEMSTRA (ERiH%ER), B
R R B A T TA] . ACS B3 MDM 32 #l1 i 1)
PPAR -V 3R IA Pk & B 1EH 7K

PR HIER T 5, ACS 4L A%} 40 MDM 3K ik
MM P-9 mRNA Fiff, FiE W+ MM P-9K & T [%, #2
TN PR HIER O PPAR-Y 5, A RETE % K F B4l
fill MM P-93R1A& . ACS 4 i FE 2 4% 21 B+ T 56 1y
B, IRon0 TR ACSHERN A SR
MM P-97E 8 /71 MDM, PPAR -Y 0% J5 1776 71 &
PG #06) o2 75 MM P-9, R ingseis 25" HfF 57 &
71, FME F R AT A0 6] THP-1 Y5 1 B W 40 i % A
MM P-2 Fl MM P-9 7K ¥, Ff 4 fil] 2L 36 1. ik 12 1§
ot VOV 5 2 TR, o ks 37 i 90 AT 3001 4 415 5 10
THP-1 J5 14 B W SR 4 Rk A e /- &= 6
MM P-9 %5 [ 2 MM P-93 14, 34 5 A HF 57 45 SR AH 0L
HX 4R EEHRE PPAR-VIESFIT il ACSHE
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AT 7R B A 4 ) A P 1 B R A B SR A
MM P-9We? f1 - 44 41 40 g B 77 30 5% 5 44 N 40 g A=
TEMBAFAE R R B Z 51, R A PPAR -y #3055+
T ACS B3, & 1 Be 0 i Ak N B 20 i R 0K
MM P-9 A GERfE . MRSV LR, ACSEE
ANE ML) PPAR-Y mRNA 34 8] BAK -5 2 AU 0
L0 B IR R RS, T MM P-9 mRNA Rk ) &2
ERTREMLEHEESE LEFEXNRE. BiH
S U S ) % B, B AR BTG TT AT BRAK 2 YK R
B 203 ik o A I 44 BB ILJE MM P-9, CRP [ /K
Fo ULEH PPAR-vIEBH T 1 o] B AR e 0o 3 S5 5 I
HEIA 5 50 ik B B A e M 25 DDA 96 1) MM P-9 R 1A
KT, AT B A7 LE 30 1) B 40 B 43 W MM P-9 [ 1
H

BB T )5, TMP-1 mRNA RIEEXT A
(K] O Bmol/L Al 1 Vmol/L V415 T 5l T vh; 40 o
Bege EWEWP R TMP-1 9K B A AE X A1 1
Wm o l/LIV4 i T F T0AT; (E 082 ACSHLIE X iR
A, AN AR FE 2 K 1 B 0 2 18] F R IA HE RN AL B 3
Z5: THiE TMP-1 mRNA FiAF1_E Wbk B 7+
i ] BE PR N IR FE Z A& B B 6T MDM &3k TM P-1
1R, AT B A2 40 3% 7 I AR A 2. BT
0 Bmol/LWAH 5 HEWKRE WAH R AFEREER,
P TMP-1%IEFIH AR PPAR-YIR#E, ANE 25
AR R, TRHES" AR, PPAR-YI#
i 15d-PG J2 F Fi 1E % A 4 A i MDM A] B ik
MM P-9 mRNA ik H R H E M, (A0 TMP-1
mRNA & [ 3RIE, 45 R 5A0F 7 45 FARRL.

R A FE SRR AE PRSP ER B A 50 4 57 B - T e
] ACSEE MR E MDM Rik 5P g 1%
DIAHIE MM P-O3R3%, w] REAG Ko e 30 ik 6 1 BE B
VBRI, (BT 9 B 2% B EE T 2 15 a0k M AN e ff 7
5 B T 22 B BRI B2 I PR TR R 2R 20 4 41 i S e e
ft — BRAZS 2516 97 R I PR U I < A PRS2

MDM f71E IR PPAR-Y 324K, A 4 2 4% 51
BE, PR S BT 78 5 E i MDM ) PPAR-Y &
A, N MMP-93RIE (£ ACSZHIEH AR ), X T -
PI-131ATC B B S 1A, BT BB A7 7 A2 E B ik 346 A B 2R
ITER
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