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RIEFRGHNERERIKGR ST

AR FLHE

Z V5 ik 28 5 1iF (acute coronary syndrome, ACS)
FEALFE A TR 2 0 &9 (unstable angina, UA) (3
ST Bedfi L JJURESE (NSTEMI) K ST B4 g 0 UAE A
(STEMI) , J: [a] Ji 2 KL fith 3= B2 78 6 R 3 ok ok 4 4 4k
(O BE Rl b BE PR AL Ak R i AR I N, S O I P A
M ZE, TG SR kS i kA . RAEH T Z
55 50 Jok s A B AL I8 15 O R T HL R ¥ R RE TE AN AR
JE RYBE P T 1 M R o 28 B e ) A B2 B 6 B e 7
R TSR L UL ARE R T T R £ 4 4
- C W % H (high sensitivity C — reactive protein, hs
- CRP) . B0 4% 40 B # 1k 25 4 ( monocyte chemoattrac-
tant protein — 1, MCP — 1) &7 N /9 R AE B 7~ 1Y ZE Ak 5
I PRATE ST, B 7 6 00 sz e 48 R Js Iz ) 1t Y8 A A s 75
XF A T Dk SE B 1) 2 5 K T0I W 1l 4 S B AT
BN, B XS SEAE P T B FE SR YT T RE B ACS 1Y)
I RIS o SR ACS B &k ML AF 52 2%, o8 K 48
i 200 L A& RE PR DA R e DR ] 458 45 22 A4S R 1T KRR AR
FH A SO 50 A2 AU AR 35 B9 0 5% BRI — 253k

—RERNSHERABEE

RAE W B 25 3l ik ok FE 8 4L (atherosclerosis , AS)
FLACS 1y axid B2, 9 B2 358 B DI EAN KL AS 1 1R 30
K&, I8 40 M B 597 ( vascular cell adhesion mol-
ecule —1,VCAM - 1) F0 40 i [7] 25 B} 4 F - 1 (intercel-
lular adhesion molecule — 1, ICAM - 1) & MCP -1 %
IRBG T, A A0 A A B I A P R SR AN A 1T
B B A8 A BT BCR W A RY E AR . e BT ST IR
S5 I 200 0 9 U 200 Y o e 2R B B 1 i X e S A
LIS AY o — 07 TR Ak 1Y) 6 40 i mT DL A W A o 5 B
A8 RE Sl Dk BE AL K A 5 R R . g — T T AR Y
200 0L 194K L 00 i R T 22 b R AE T B A 3R (TL - 1
IL-6.1L -8) MCP -1 R RFEH F - o (TNF -
o) THE —y(INF - y) I T 4 I8 2 11 B ( matrix
metalloproteinases, MMPs ) 4%, H i IL - 6 J& R iE 1Y
R AR T I — oy 40 5T LA Y B
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O U, 4T Ak R A B DB O B A, MMPs [ A 3XE B )
20 L A BT ) S T AE R R L R RS S TR, A
S R I K i (K= v O S U N = e
MLk MCP — 1 34, £ 3 j2 T 55 22 9 1 e 40 M 3
4 s MCP — 1 ] 006 0% - A IR 2 i, % = L7 A= TL
~ 1L -6 52 uE R M4 F ko 45 Rl A
FHE AR A8 JRAE S B JBOR , i BE R T AR 2
W, 2R R e A Ak 7 ok Ok K T e 4
Jfl MCP — 1 75 P R AR A 5 Bk B B v 2 3k, e 35 Jik
Bers BB 0 8 b TR W A0 i R 0
MCP — 175 58 #F BE e 0 30 7R 240 i &b PR P 26 35, Ud )
MCP — 1 i3 B2 235 2 5 I 75 b ik i) 2 0 s iz S
Wk 240 i 72 11

AN E BEHY FRAE : O LT 4E1E ( <65um) ;@
KNG B B mg i Mg g ° o WFFE W, ACsS
% % 1 F o Bk % oP B B 48 N BE, Ambroase %5 7E &
PO JUBESE (AMI) iz 176 Bk 3 52 275,65 % 875 7
kN A2 B2 <50% ,85% HFH K NE <70% . A
I, Davies MJ TA , B B (0 8 28 3 278 T 47 JCARAE L
7 R BRE S A 28 BT A R G R /N o 33 i 1 S ok o 72
0B 7 i B2 AN BB L S5 1 s i 722 1 48 RE R L 5 BT
B IR A M R ACS BB 38 1 ek ko A8 &2 Sk % v
JEBRAE | JANE N A R B e PE R P E R &

" REREYREEIRK LR R

HBi7 L4 9B A (TVUS) eIk 3l bk oy I 48 45 Ot
AT WZ 38 (OCT) 5575 147 B T2 W 5 15 e Bk
1E i T i B 5t e B AR A5 Tt D e PR b xfE LTz T
JO7 ), PR ARG T fz e ik R ke A S e ) 0 VA A A A
W B A e 1Y i PR S8 A (B R 6 i PR AIE 5 78 R
i I3 A A AR S X ACS FiG PR A B X,

1.hs — CRP: fEARZ RAEN 7, C W 8 1 (e
- reactive protein, CRP) — B £ 3 X1, # A N & fefit
Y RREFR B 2 — . CRP MUK TE 48 5F 3030 15 3
FEr, B W0 B BRI A 2R — 6 I R T I R 5
JSL 1 — Tl S B AR B e Rl S R AL 4 E S
7o 3T A Ok SR FH RS L1 5 A 922 be it (ELISA 32 55 R A
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FEB S T E hs — CRP, IEH W00 T DL B
AEAE T I YRR 20b: R A5 SERT 6
~8h PR TH 5,24 ~48h ik

LRI E 42 CRP H#:5 5 108 W K 41
M it e . CRP 58 8 111 45 6 1 28 0 42 ST
MR R G, 77 R AR M 7= Y A K C5b -
O, X L P9 B AN IR B o B N A2 B0, CRP
SR PN B 200 B 53 s SR R B 4 OMCP — 1 (I 2 3R
- 1(ET -1) J IL -6, fifi 97 Z 545 40 J 3F A I Y
B R RA W A 6 O o A1 % B i A T R B TR
2., {5 R A TR, BB B TR e . CRP I
SR ST - kB (N - «B) I 1, 42 #F K 1 R IE
PIFe st DL E SRR B S 2 W, CRP A J2 ML A
RAEAR Y, I BEBR () 2 A Kt e il EEEAE A . B
Yo GE AT IVUS BF9Y & 3L ACS 5 F BE B 21 1 %K hs
~ CRP /K1 B % T 5 $ B 41 . Hong %)
Xt 143 5] ACS H % 1 FH IVUS #F5% & 3 65 fi] i % 47
FEZ RIS HBEH (40% ) ,26 6 & A dE £ & M
MBI (18% ) s i M3 hs — CRP K V-3 T ¥,
$E7R hs — CRP WIAE N £ % Pk B 45 BE B 1% 1 7 190300 1
Fo XEEHFFE R hs - CRP JKF 5 58 ok BE B i) B i
PEBE DDA G S DT B 5 B e 11 ] FE 4R b

MEER &Y BT & UA B % Braunwald 4) 2%
Z 8] hs — CRP /K- 22 24 Gi it 2% & X, hs - CRP 7]
1ER ACS Fil J5 PE A F1AE B 43 )2 1000 A+, TIMI -
TTA SEE 5 R o UA JAE Q U0 LA FE 8 35 4%
CRP FFiE 5 14 FIRARE YA K . A to Z L5
FH ACS B 30 REFLETF Y hs - CRP 54k 2
AT P BE R i LA Ik ST A A G . A B 5T R
hs — CRP Xt ACS {31 #H K 38 3 P % O 0l 55 =5 14 0 3L
JEXFAE TSR TN LA B Y, Yun ZEPEA ACS i
B2 A& BE KA AR YT (PCL) J5 L3¢ hs — CRP K
SEAR Ak B He 2k hs — CRP 7K S Xt 1t 3 F s 09 40 18, 45
KRB AIRITFIE hs — CRP >3mg/L 5 2 4 Py 3L
A RO I 24 ( major adverse cardiovascular events,
MACE) Jilt 57 A1 3¢ , 3£ 28 hs — CRP 7K 0] LIAE M 15 K
5y Z WA M AE 8 r

2. A AL B 1 - 1 (MCP - 1) :MCP -1 J§
TN K B(C - C WHKE) G,
BB MCP -1 &5 76 A2 FE /R 19 Bk Mk 4 1, A AR A%
W RE R 11 (ox — LDL) %5375 S 1L 45 P4 B2 40 Jf0 | 5 I 40
Ji 45 F 15 MCP — 1 59 i, %o B A% 400 i o 1o 8 Ak 1
Ni 286 MCP — 1 LR 52 A8 R 7 A aopE 3 A G /)N f)

Ji& 20 Ik JE] L) B s LA 20 BELA IE % MCP -1 5
ZAR CCR2 254 45 B & B MCP — 1 2828 (R AR AL 1T LA
B S 0 ) B — N 1] I PN SRS, i T DU
ETEH, Werle ZE 0 5% i — A IESE MCP -1 5 CCR2
S50 WO 22 5L R TE AL B ( MAPK) %3656 2 7, 4k i
N F LM T R A T R 4R R
g AL, SRR E |, 1 LA RO A R R
Ao IXEEFERRATFFE U] MCP — 1 76 RE N (1 & A4
B BBt o v e 2 S ml R B OCHE M E A . IR
2FINN MCP — 1 0] DUE Sy il ACS £8 35 4% i 20 Jifd
T A PR A BTt ik BRE B o 463 R 32 %) 1) T S 4 o A
P B RST oRk , STEMI B % 7E 48 PCI AR
J& 24h N, MCP - 1 %8R K F KB AR w78 % T+
1, IL = 10 7K T 85 AR iy ik 2 R AR, 4 s o0 UL e i/
TRHE T J5 19 24h N HLIAR 28 R0 IR A8 B 800 |, 90 B XL
TP BT A RS W 1 3

Arefieva TT ZEHF 5% 5 /8 ACS 21 1f 3% MCP -1 7k
B E S TR E L 40 (stable angina pectoris,
SAP) 41 FXF BT, AMI 21 I &5 F UA 41, 1fi] SAP 41 &
EEm TR R MCP - 1 /K 5 560k 3 bk 5 B
HIF E A AE— BRI =M . de Lemos 55T K HE,
ACS HF L MCP - 1 >238mg/ml 4 4> J7 Fifi 177 3 7]
HOR AR 5 5 4 25 S B S 1 v e U 4 A H it
MCP -1 >238mg/ml 5 H 5 3.5 4F N 5 5E 3R il 57 4]
Ko OPUS - TIMI16 57 A5 ] 4 Fe 26 A% 1 (0 3l 1 A
fb U454 1,CRP) J&, 3£ £k 1f 2% MCP - 1 7K F >
196pg/ml(75% i %5) 5 10 4> J BE U5 W 18] 955 58 48 K0
WUAE B8l 37 4 5 o Kervinen S8 HF 58 X ACS H 3 A Bt
B 220 6 00 1 2 MCP = 1 7K, iR ifn 2% MCP — 1 H iz
BOKF- > 144pg/ml J&HUM 13 A 7 P 5 ik 440 19 R
UFHE bR, FE T ) 40 A e i MCP — 1 v (37 B0K 7
(355 £220pg/ml) ;1 H 7 RNEkFH LS 7 KRG
5ok ok 4R A LA B MCP - 1 K,

LI EWFSE 260, MCP — 1 X ACS 3 9 75 19 3 #r
HATEZEMME, BT HRA E MCP -1 % ACS 3T
TG WD , MCP - 1 Fill ACS 3 3 93 f= A9 41 (E 1%
AU, A T B AR W o FRATT Y A BT 5 4
B8 UA B35 % I8 Braunwald 43 2% bR () T B 24 3
LI MCP -1 KW e T 1B 4/ 1 B4, IB
HEZA RO IS F A (MACE) B4R R & T 1B
H5 1 B 4H ;3 Hilid Logistic A1) & FL MCP - 1
J& UA B3 30 KN MACE (1980 s B () 2%, 48 0% 7+
B FELR 2K MCP — 1 7K SFa] RUAE Sy 3000 31 30 R )
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WS W A AR S W T 4ROk, B WE A,
MCP - T HAWAEIR T B IF M I # o Kervinen 55
WHFE R, MCP — 1 0 {2 ACS B8 % ¥ 7E 1916 J7 48
o TRIT RO W 5 FATTR ISR
— B IGUEPL R IGIT AT ACS 3 L2 MCP — 1 KAy
S

3L WE T R B T AR A0 S8 RE 40 i AT
AF= A Z Ff 4 i A F 4 TNF - o (IL - 6 (IL - 1 |IL -
18 TFN -y 55, 4 T R AE S 1Y 9006 o A%, H b X L
-6 ffsiimZ .

T A W 0 A T 9bk 4 i o T - 6, H 2%
AW T 5 S I 5 A v I SOy 2 1 B CRP
HLF 4 2 F 5 0 BCE W A0 A A
MMPs ; & 37 6 B 43 3¢ 35 R0 3 JUL 48 M i) 38 5 55
Tan 25 4F 58 46 W AE B2 S 1] STEMI #55 1IL - 6 /K1 B
T AR O R, 2 ERIH iR 1L -6 K
55 STEMI % A= B A M7 AH G 1, JF HLZ R ok 2 48
N 1| =R A Y U vl R =

4. KL T4 Jm AR B (MMPs ) - BE 57 43 J& 25 1 g
BOR G T B W20 AN T 94k I 20 M Y — 2B ARORE 1
JIKT , 76 5 T BE SR X 4k MMPs 3K 3, MMPs [ fi#
BEH Y 21 4t B B RS I 2T 4E MRV 2R 1 HI S5 T 4E B 1
JE R, M 5 BB S BE B[] N i e 7 8 R
24, Hrh MMP -9 7ERESR h & A0 2 TR PR . BE 5T
£ FE M B 2H A 3 7 (tissue inhibitor of matrix
metalloproteinases, TIMPs) & IE & & NAELE ) MMPs K
SR SRR, A2 P06 MMPs 15 P b (9 7E F fe 2

Fukuda 25875 % 80 AMI il UA F825 1M 9+ 5 K
) MMP -9 570 9 1l 48 B Bl 24 F ¢, 378 MMP
-9 BB R ST P B FE AR . Cheng 55 R TIE 52
IEH 415 SAP 4111 7 MMP - 9/TIMP - 1 {X F ACS
A, ZIc il H 53 B /s MMP - 9/TIMP - 1 J& ACS B
B e P R0 e bk o A8 7 R FR B 0 ST R B AR A
Hi T MMPs 5 BEH 198 € P B H A O, PRy Hon] DUAE
h BN BEBR Ty 45 1 1 BT SE RAE AR S H, X ACS TS
RO EA A

5. M FEE H A (serum amyloid A, SAA) : SAA
E—MES THRHEBES, TR S EEIRE AL
B o SAA IS W20 AL T 4 R AR A 1 UL
P DAY G ) 3 D R SR A D iR L 0 A B % i B
T (27 Y i AR

Kosuqe 1 SAA 5 hs — CRP 73k ST Bt 465
ACS 8 WU o (6 i pF 58 b & B, A% hs — CRP

.20 -

JKF K, SAA 5 NSTE — ACS % KK 30 REEA 4
SRR A0 LR BT B I A I i R
AR, T 9 SAA JE L CRP T4 14 T 15 IR 45
JR 48R o Toshiro ZE 5T & 0 AMI f8 3 7€ &K 24h
Ja SR E ARG ML hs — CRP (SAA JK-F-800 HRZH 18
T R AE S T 2% 1L A4 (subacute thrombosis,
SAT) KA ¢, H SAA ] AE & SAT [ 2k 37 15 JU #5
Fro DL EWFSGTHE 8 SAA XFF 5 1 B B i oF #r K X
ACS H 21 PR 19/ A 40 BT 7T g /& [E hs — CRP T 471y
Febn , M E6 A E ARG SAT KA BA R4y 1
AEH

6. CD40L: CD4OL J2 i & R BE [H] 7 B8 42 Ji% 1l O
FHEE IR TIHILR CD4 " T 4 g 1m0 , N J2 40 i 1 4%
SF-TE LAE AL L E I 20 B RT T Ak A I /D A 2 T O A R
ko HHETINN CDA0L J2& 4% Fh i 5 A AE I 15 (1915 5
W, 25 AS BEH Py 322 40 MR o A RE BN IR .

Mach Z£ W98 3IF 52 CDA0L £ 5 0 5 FB % 4 9
Jof 3k i A v RO AR L S I BB B AR E P . Youssef
AW 5 S T O R XURS: AMI R A1 56 56 ik h ik N
sCD4OL 7K ~F- % A0 il W e 7+ &, 22 5 [l U5 43 B W R
sCDA0L J& AMI f8 55 2Pk 30 Jc 2B ey i A IXURS: 2k ST 3
I $5 % o Nannizzi — Alaimo 25 fiff 5% 48 715 BHL ¥ 1L /1N B
ADP Z &5 GP I b/ 1 a 32 fA 41 il i /1N 4 3% £k 14 7]
i, A LA 2D sCD40L B, $27n CDAOL A UAE ACS
(189 5 A S 17 98 757 v kS OC SR T, 8 PR CD4OL 7K P X
ACS TG PEMN B B A E 2 E X,

7. 2ok AL Yy i 3 B AR BT 32 A4 (peroxisome pro-
liferator activated receptor, PPAR) : PPAR & # N 3% {k
A SR N, S ) RE I 5 R N T AR R Y R IR A
ko HAETA G PPAR Jz HC A (9 W 55 91 20 18 7R i
SRR HAT BT AS FUJE 5 B AR e v, Bl R RE
Pa AR AL Y 2E — 20 B B, AT RE 2 AR OR A BUIR IIR 9T
MR AN A Sk (NF - kB) 3495 IL - 6 MCP
-1 ICAM -1 VCAM — 1 & JE [R5 (%) %5 5% i 75 B 2 1
e e A EH AR .

= PR I B K E KRR E IT R b

FEAE b 4 T R SEL BT 2 A 52 3 (% AT DA AE 28 B U
> AS S A BH IR B B0 il 24 i ke G, {2 2 ACS
() 5 HE R TR ML IR 52 A%, L 40 S 1y ¥ B 4% i 24
P90 PR D R i IR R 4 4 2 A BT 5O TR KCF
BRI TTAE 28 ¥ 97 2 ] DL X 98 E 19 AN [ 7K 1 5 AH Ny 4§
T T,

T 2R R 25 ) HA 5 2 1Y AR LDL (9 4E A,
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SR AE R 2 i R 53 v 2 Bl TR 3R 45 0 A 58 42 Bk
T I RE T K. CARE fff 5% b VT 0] LAy 2> CRP 7K,
HYIRIEM S MR K . Triakas 5K BLXT ACS B
T LA 20mg/d B BT FE £ A VT R 9T 30 KRR UL T
MMP -9 IL - 6 7K °F 1 MMP - 9/TIMP - 1 [t {4 & &
R, B2 5 300 St 9 B 46 A 7T 36 97 A B T 2 4
ACS A W FEBE B 1 F2 E o SR 1T Lewandowski %5 fiff
30 7 I ) A 7 BT HE AR A VT UE S5 (20mg/d, 6 JH ) IR
J7 ACS B3 5 AR PTHE b VT 4040 L IF AS fig BH S B IR
iy hs - CRP . IL - 6 \TNF - o /K, A fREW /D> F H AR
RO S R0 LA BN RS E5RN
P BRI AT (25 1 ~ 4 FBTFE Al 7] 20mg/
d, 25 5 ~ 12 JE BB T 40me/d) G575 45 12 J& if
ICAM — 1 VCAM — 1 1 MCP — 1 7K B} g B A%, 5 B¢
BIRITH B 1 ~4 J IR A BT HE AR AT Smg/d + 4K 3T
A 10mg/d, 55 5 ~ 12 Ji ]k FIBTHE AR ABTT 10mg/d +
YT A 10mg/d) W ERAHIFTFEE L (P <
0.05) , $& 75 5 A 50 2 At 7T X6 5 0 i R 3 1) BE B
e PEVE FH AT AL T /N7l il VTR B AT o

LTI At VT 28 25 ) (0 Bt R A TH 2 75 B 3R = 4
PR UL KA R0 T (8] 7 F B 58 559 A Ff T 3k — 20 i 5%
Bl . Vasilieva E &% f5 i 0f 58 2 WA BT AR AL 7T 78 ACS
R LN B A AR BT hs — CRP K -, 1717 44 Itk 4%
R BT /MRAE 5 hs — CRP K6,

TR IR RSN AR 2R 1 E KR DA RRCER 04 /0 BN
Bt CDAOL HLR 540 /MR IE T7 W5 J8 J5 3P 34 1L v
sVCAM -1 Al sSICAM - 1 /K- FEAIC, 5 7% 21 1k 23 B
7R B Uk D BE B A B 20 i 5 AN B i SF- T L
Ui i K, Western 23 AT {2 s FEAR BT MMP -9 £k,
AR PT CDAOL Hp A BH KT CD40 — CDAOL {53 %
wAE, AT LA /D R 7 A MMPs B ik, IR 2 A Bt
RAEH . EAFERWFSE 5 m COX — 1 41 4fi] 1) By =] DT Ak
BAPRAE M & k4% 75 7T LU 2> ADP 3 & 1Y
CD4OL f 3R ik , ACEL 3 i 3 /> ATIL 3% 18 K 7Bt 3L
B FE AN o FERH A 5T S TR, a0 URE 6 220k 3 4
il 9 A SN T B v B R PR KT A A sk 2 o0 LA
Mo =, ol 3% A4 . Lewandowski Z57A S MCP -1 A
PIE R AT 25 25950 98 16 PR 1 I PEAN H8 4

ACS W RAE FE MR AT ET R, RIER
IV AE AN T B B B 1) B i e v o OB AE
RRERR W R T T T ACS 5 45 5 S 19 B 131 51
TS A 0 e B A AN A, BB X ARE PR A 5T Y
HE— B IRA K Ry ACS I R S B 42 {1 5 2 F M (6 1Y

UESE , B X5 R AE 7 148 SR 9T R O ACS /IR T T
OB AR R E— 2P % ACS By IR IR U .
&% i
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