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[ABSTRACT] Ain
(PPARS) expression i peripheral blood monocytes semm levels of transfom g grow th factor-81 (TGF-B1) and mterleu-
kin-18 ( IL-1B) m patients w ith acute coronary syndrane (ACS). M ethods
lected fran 55 patients w ith ACS and 47 healhy controls  The PPAR S mRNA expression was detected by reverse tran-
scription polym erase chain reaction (RT-PCR), while the serum level of TGF-B1 and IL-1B were measured by enzyme
linked mm unosorbent assay ( ELISA). Results The PPAR SmRNA expression level (Q 13 2Q 09)wasmatkedly re-
duced in peripheral blood monocytes fran patients w ith ACS com pared w ith healthy controls(Q 34 £Q 08 P < Q 01).
The serum IL-1B level (142 7 239 3 ng/L)was significant higher while the TGF-B1 level (11 4 X4 6 Hg/L) was obvt
ous lower i patients w ith ACS than controls (8L 5323 9 ng/I, 26 3*1Q 5 Ug/L) (bothP < Q 01). Furthemore
the PPAR 8 mRNA expression levelwas negatively correlated to IL-18 level (r= — Q 437, P < Q 05) and positively related
to TGF-B1 level (r=Q 598 P < Q 05).
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Conclusion The PPARGS m ight play a critical role in the pathogenesis of
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20084 9 A ~ 2009 F 9 A &K L & W
EBEH ACSEH 550, RmENKRE 12hUAW; &
A AESE 304, TARE RO R B3 250
FH 396, LK 166, £ 59 3X10 7% . 474
EFXRBAR S @ EERRZ, Fi 346, L%
136, 54 58 710 1%. fiAEEF T AR X
B % i o 8 A 40 B R i vE, N v A AL AL
457 ¥ 1( cardiac troponin I ¢I'nl). JLEX % B [E] T Bg
MB( creatine kinase MB, CKMB). L& 5. = K
RhETXREFRnMmAs miEE. TOREHH
B4 19794 ISFC/WHO ik i V8 I 7 B9 & 4 Fn
WIARE A AFUTRERE: REMER 4
HeEERF CERERA S Ee L ET o ER
EHREFE BERF EAFERRERERG R 4
EMF G
L2 EEHH

ME L2 E K E % E Siemad 5, TR Izol
™ A5 & ( Invitogen A 8 ). ¥ 2 F A & ( hvito-
gen/A & )+ PCR marker(dt 7 KR & R & A R A
8] ). TGF-B13X 7| & ( B ionew trans Pham aciutical B io-
technology /- ] )+ IL-1B ELISA | & (L& & 78 &
KV HRAE ), PCRY EI e LEET Y
BEANE AR, 757 A GAPDH L 5’ -GAA
GGT CGG AGT CAA CGG -3°, T# 5’ - GCT CAG
TGT AGC CCA GGA T -3’ (PCR 7 4 824 bp);
PPARS_EW# 5° -TGA GTT CGC CAA GAG C -3, T
# 5 -GCC AAG ATC ACA GGG AC -3° (PCR =4y
418 bp) » MMULTE 1000 & 4.5 % 5 447 X X B
ERXA (2B DPC/AH ).
L 3 SMEMEBEZMEES S

XRAKCHRL) BREEREBCELERAE
mEZEAM. BA#EKD SmLin \FEREE,
Hanksi® 11 1HBRA. HRA B W WAF AR
CEHEZEMANE L SmLKBAEL, BKN EPE
W, Ei, 2500 r/min B Q 15mine 2R EF
T3E ELESFENRAA — AR aed i
A AR, B E R R TR B4 i RNA.
L 4 BEHREEEERMQNE S LA IGEYH
SERIRR SHRIA

Wk A B, R A TrizoliR | & 3% BX 40 i &

RNA, %8 % A N E RNA 4 &, # # K A& &
ADNA % 14, PPARS X GAPDH #9 PCR X 4 fF
A 95CH A 5min 94C & # 45 5 58CiE k 30
s 72CHEH 40 s EH 35MEFK, 72C EMH Smin
FEHIE 1 5% 3R 8 HE Bt R vk, B R R 18 R X &
AR, WA, 2 AT & PPARSS GAPDH % ot
EWhE.
L 5 [As. m¥EaNE

o B8 2 R CBE kB Ok, ot AR R R R kN,
R A VLA AR 2 B o & AT E
L6 #HUEKET BLAMAMENE 1B OALALES
A LAERMEERETE M B XANIER/I&EN

TGF-B1 & IL-1B X F R 4704 3= 0 B Bk 4 % R
Mt &M %, ¢'nk CKMB R L1 & & B 46 0 % A A
FRNE. PHRERRAAE A RE.
L7 ZitFEaE

R SPSS1L S4it F Mt #ATRIT M7, W E
TRV ¢ E&0R, HELERA ek, HARRAR
KAX SN P<QOSHEREZUFES

2 R

21 HE&LER

ACSZH AT IE 55 5% B 20 1) 47 0% 14 31« A 5t 48 4
I H M =B (TG) S IHE B (TC)KHE &
HAEERE (LDLC)- /5 % B G & B H[E B (HDLC) .
Mk ZER TR EH M ACSAMNLLEH . CKMB K -
nIHEETEENEHA P<Q0LFE 1),

x 1 BABZRR—RFR

i IR R AH ACSH
(n=47) (n= 55)
R (%) 58 710 1 59 3£10 7
5 He () 34/13 39/16
R RTE S (kg/m?) 23 37 *1. 54 23 79 1. 83
W4 (mmH g) 132 £27 134 125
#F ik & (mmH g) 79 £17 81 125
TG (mmol/L) L 63%a 38 L 73 =a 47
TC(mmol/L) 4 92 10 98 548 %1 12
LDLC (mmol/L) 2 94 4q 90 3 49 1 98
HDLC (mmol/L) L 23%0 35 1. 20 %a 31
MHE (mmol/L) 5 0120 96 54511 12
MaEH (Bg/L) 31. 57 %13 37 279 54 £106 52°
Tnl( Bg/L) Q 11q 09 21 74 £18 31°
CKMB(Hg/L) 3 76 £1 95 30 36 £26 84"

alN P<Q 0l 5IEH A LR
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22 MBFEHEKEKEF BIMBAMBENE 1BKFE
ACS B i TGF-B1 B AR T IE X fE 4,
IL-1B /K FIH & & T IER XA (P< Q 01, 38 2).

* 2 MBERAEKETF BIFAMEMENE 16KF

5 W n TGF-B1(Ug/L) IL-1B (ng/L)
EFEXTERA 47 26 3%f10 5 81 5123 9
ACSH 55 1. 44 6* 142 7 139 3*

al P< Q0L 5xtiRALLE.

23 AEmMREZMEMPIRMAEIGEDHERZ
Ix SHIFRIE

PPAR 6§ mRNA 7 J& [ I 5 4% 40 g o 5 3R X,
ACSE# PPAR & mRNA )31 B B T 1E & X} i’
(a0 13%0 09tk 0 3430 08 P< Q 0L 1).

M 1 2 3 4 5 6

2000bp

1000bp
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500bp

250bp

L EEMNBEERIM DRGSR E EE D EZHE
S SA A EEY R ERFE S mRNA BRIA M ¥
M aker 1. 381 SAIEHF XA, 2. 481 64 ACS4.

2 4 BEMEBZMEMEE S AIGEBERZ &
SmRNA FRIASMBEHCEKEF BLEMEBREN R
1B XM

S35 ACS B3 A1 JE I B A% 40 i) PPAR S mR-
NA £i5/KF 51 TCF-B1 K& IL-1B 34T A M4
T, KIS E I BAZ 41 il PPAR § mRNA ik /K F5
MiF TGF-B1/K-FRIEAHR (r=0Q 598 P < Q 05),
HIjE L-1BKFRAAHK (r= - Q 437, P< Q 03
K 2).

3 1R

BRI FERE AL ( atherosclerosis A s) & — F L&
BERRAEE SR Y . H AT ACS KA E ML
il T e R BN BB T AT E AR HH I AN I A
TE R, RAEAT I 43 W 3G I, $0 498 IR 1 4 Wb PRI, 53K
Ak b s b

IL-1B 2 — M ROEHMBE 7, B A ZME As
RAE VAR, B IR E R A
WFFRRET IL-18 G219 5 D Re, ot & ~F i
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2 2MERENIKE SR E B B 8 4% 40 AT & 1 1
EYHERZ R SmRNA WFRIESMEZLEKETF B0
B4fENT = 1IBMERM (n=55)

WL4H 3G 58, K% ERE & A (LDL) R, 5%
AR E A AR, 1800 @S, 0 i s
DL g s 1, 2 5 EREEY Tk AR5 M8 A 1Y
wmiE e, AR RER L-1B7E ACSH
FHER S ES T IEEX A, R L-1B7E AsK
A EEER.
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HABIEDURAEF 4 R 7, & nr LA 2 Fh
W0 I 87 % A ) T, T X L T P S BT A sBEBR 1)
JB R S AR T AR AR . TGF-B1 B S
=, AR HE R SRR SR G B, (ki
A R, VR AT A A R 43 A, R T 9 2 i ) A
SHAIETT T AE, P A R 1( interleuk in-
1, IL-1) B BORIRE L, 0016 V60 3 40 B PR T2 8 A T
AR REA Y. KRR, ACSH#
FIMiEH TGF-B17KF B BAK T 1E % X R4, 18R
TEATEE VBT R AR R B FE A, HL IR T HHS
PUAE FH Uk 55 7T A 2 LM 2 — . R H TR AE
F - DL RAEF S, AT B8 & A Fe e MR BE B Bk 1)
TR

125 ) ks B AR G I IR AR B e b,
e R PPAR S5l 7l GW 501516 Re % 2 &= iE
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] B 10 ) B dE R ATP 456 & ek (ACBA1), 2
HERRE 3 ) s, A S ER P S ERE A
(HDL) AU Jb B E A /N %5 1) LDL )
fEAY™ . Grahan %' & I PPAR 8% 57 1 B3 7|
GW 610742 R {5 5 fik 346 16 R A0, B B 453 497 T AR sk 2> 18

500, RS RS F Rz B ES 1
(MCP-1) U8 SR FE K 7 o (TNF-a ) 140 ffd [a) 266 B
S F 1(ICAM-1) RIE N, M4 #0431
MCP-1. IL-12 A1 TNF-a ) 7KF P& . A 58 &L,
A%u%ﬂlmﬁﬁ%ummmMA%ﬁ%ﬂ
KT IEFRA, HHREES RIENT L-18 &
&b, 5 chuﬁlﬁEIEtto $&7~ PPAR 8T g ik #1
# IL-1B Rk, 123 TGF-B1AIRIE, AT HL R K
T 5 RORES R 2 100 1 BB, AT 42 4400 1) 20 Fok o8
AR B M E . R B PPARGSTE ACSIH)
RIR T e A EEEH.
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