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[ ABSTRACT]

Myeloperoxidase;  Atherosclerosis;

neutrophils , is an enzyme that is released from activated neutrophils , monocytes and macrophages.
oxidase products promote the formation of atherosclerotic, and stimulus to thrombogenecity and unstable plaque.

fore ,myeloperoxidase is closely related with the incidence of acute coronary syndrome.

Inflammation plays an important role in atherosclerosis.

Acute Coronary Syndrome

Myeloperoxidase ,a biomarker of activation of
Myeloperoxidase and its
There-

Myeloperoxidase is an early bio-

marker of acute coronary syndrome,and that can predict the incidence of the major adverse cardiac events.
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stk B Bk 25 A 1E (acute coronary syndrome, ACS) J&
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R0 Y, 22 T8 2% 11 40 9 ( polymorphonuclear cells,
PMN) 2 H R ZORIE . HA iU BB 40 i A6
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XFACS S IEAT R e B, A g B4R i A 1
JREBRESR A TR ) 12 00 BRAZ 40 R v PR 20 i iR
i, 38 3 Y €, R TE A AF A/ MPOY 5 K 5T
G T IRAE As TAL R T MPO R4 fk
PR TEBESA A b o B 3 1 AR R R A I
[ (low density lipoprotein cholesterol, LDLC ) H1 41 %
BT ZFh MPO (%L [REE MPO H BL7E
S B EROL LR MPO —Efe ik T As YA K
N A5 Zh4 st FH MPO 3 R B K BV M F o
MR RSB AR BAE R IEIRE TR e kA&
As. MTXT MPO BYEC As AEIHR R T RiRE, 53 —3h
WIS R IR, MPO B (/)N B k2 e R TR
F 14 G As AR LS BZL 2t 50% , ORIk R
MPO 7E NZEH S BIEL As AR, Memillen
AT RIS As BEHLA F 4 PR £ MPO, i
N BN ELAE A BFSE MPO S5 4S 57 V8 H AR
SO Viana 522 5 85 H/E AN MPO % 5 /)
USRS I3 /I % B2 B 25 1 (low density lipo-
protein, LDL) 32 & [ /N B, F BT A MPO §% 3L K /)N
S AE BN B B AN, 2RI RIS,
RITEA MPO % ik DA B 20 10 14 /) B = 3l ik A s
FEE Ak TR R T R 1Y 2 A%, W1 vy JE [T s i i
(/B MPO HYEL As 1R, #st, 76 AR MPO
A As EH,

HSE, MPO AL 1) 5L 26 4 A0 S W 7E As 0T
C P AEAE R, AR FY 7=y mT AR £ i B i 4 Ak S
XA 7 B R AR IRE B C &
UESE , MPO e 0o Y & A2 A i 3 -+ 7 B Y
YEFR, NN B2 453003 i B 0 R 1A B8 S 34 A= 1) B e
TR B, A MPO 2, HATA HE As 1EH]
AIFSE E A PTELU T LA
2.1 BEEAWENMEZEEREEANSELER

MPO T {4 N 7T 7 A — 5 31 Y 5 48046 5], 4n
HOC1, 5 LDL /EHJ& , f# LDL i) 245 & A B100
(‘apolipoprotein B100, ApoB100 ) A9 2 & iR 5% 3& S
LDL Hh AT AR RIAS 0 LR 7 1 b e A 1
PNTTNE R0 51 E S = W) IO e U o G 7
B B R U B i 20 AR B AT T, e RS
MPO 5 PR THR , LDL AR5 . LDL $ 8 L5
T 25 B 4 1 W 240 i 5 I T X ——4R 1k B IR %%
& g 25 11 (oxidized low density lipoprotein , ox-LDL) ,
I I 240 60 308 ok 9 38 K 32 1A CD36 RS 33 L ox-
LDL, FF44 A A A W R 240 B, 100 9 I 48 L ) T i

As RIBISFR PR SCHIR T, i TR = 1
R, S0 ox-LDL N W gl A N, 3 R i il
BB, BN - RImA T o A S
MPO Sy FEAR M (¥ %0 fk LDL, I 155 THP-1 B
ELWRANM IR IR Al . 24 B 1 Y6 UK 40 i i AR 3RO
PIOHG  BETI— ZR 0 B K Stk T, 9 — 20 3 Bl i /7 41 i
P07 RV A N B AR, 20 P R B R B 3 i
PRSP 0 B A1 ) 5 e 260 Il DR B e g 5 L I e i
AT o TR BT % ) AN BT 47 K-S S0 Bk 5 45 1 4
Jn, AT 5 T R A B A i, R ox-LDL 5
TN sE S a6 B VAN AT I R 2K, S 3 E
Wik 2 X 30 T 0 B PO T R R 0 T B, AR 0 T 4 i
TEREHUR TR AR i T s REBE S I i, i HL
ox-LDL 30 {7 BAZ A 285 T P B 4 i 3 v, i i
AR AT I, S T 2L 200 L S i a7
2.2 BEEAUMBENEEEREENELER

15 % HE 8 1 (high density lipoprotein, HDL) f%
T AR S0 0] dz JE [ st | RIDRE TS 2H 240 i Y
F14) L [ P 3 ok 1 A0 B 5 3 30 JHF U N E AT AR ot
Hb HDL SAAT HUAAE S ARAP ML BEAN 6] As F977
] & ReIVE . T ARAE M JS 9 HDL(oxidized high
density lipoprotein , ox-HDL) R 411 il 4 Jitg Ay I [&] i 14
AN 38l I ] e 2 B P DT AR T O R A L, 2%
IEF H Al (apolipoprotein A1, ApoAl) j& HDL f; 5
B R EEMEA, 5 HDL 3% ) %z 0 [ EE Y T 6E
FUIAAOC, MPO 2R L %/ ApoAl fif HDL 3
J%T 1) % a2 AR R R D AgUYT . MPO T A&
ApoAl MK Z FRFR AL 162 F1 192 {7 5, Hivh 192 £if
M MPO E AL &1 HDL () EZA7 25, MPO 1Y i
T B AN T34 AT A i 1 = R %k 192, {H S AL A
FHAECHHAGAE I B REFEAR ApoA1 it JH [& B (1 30 4% iz
DIRe!” . GBS 1 ApoAl {& i = W R IR 1T
i s R AL AR N [ B LR S PR R
i — 205 it G LT P 200 P ) AR 0 2 Bl Dk S e
PEHOY AL RIS ST HDL (4 4R 9 S
VR, T EI S5 T HDL A BT RERE AL AE A . ox-
HDL 5 ox-LDL H:[m] i i BEH R R i 15 K
2.3 B EAWEERT N E ARG IER

B AR A A5 5 01— AL & (nitric ox-
ide,NO) HA & 7 A&7 ¥ LA R 17 . MPO
S5 BN N B AN M, 285 IR 05 B Ik N B R AR R
T A ZL, FHHEAHFE NO, AT R R FTBR ] NO 119
AR R 3 L A BT SR D RE RS 28 MPO
AL AE 5 (W HDL fEH0 ] NO /& >, ik 4h
MPO %4k 7™ A4 ) HOCI L ] £ F F NO & A il
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(NOS) , BR i = A 1k & s NO, fff NO 1 ¢ ik sk
AN HOCT 38 7] 75 S P4 B2 40 0 A v O T s A
ARV | T UL ST i A0 40 0 A PN S, o N B T RE A7
E R (A 5 B O e i rl S N R E A S |
(TIMP-1) B35 P, DT 84006 3l kR 366 ot 3 26 11
DABS A B 05 28 1 SR HE T 40405 N B I, Stocker
A2V B F TSR], MPO 94 AL 4 HOCL AT LA
RS R SR,
2.4 BEEEAYER|ENEESE

NO HLA & 5 13 8755 1l % 5k 3 i VB T, i N
KRR B NO 2 PR P I A T 5K d5e v K A R
MPO ]38 IR AL 5 05 N Bz 4a i, 92 NO 9 &
B, X — Z2 AN BIVEHIBRE T NO B EY2EE T, S5
MK T RERRAT , 5 | 1M /N A 285 B SR A A Al it
R B R BN ATV A L A5 ELURT I O, A amn A
PAZE | B LB B B0 B 1Y K2
2.5 EE S YEERTR(EDTLREE S A

2 B AR TR R B 2T 4 T R As R R
(G T i MPO P2/ 9 HOCT AT 3876 26 i 42 i 2K
IR, 51 36 5 4 & 5 1 8 ( matrix metalloproteas-
es, MMP) [ 3 35 G P 380, B A 40 B A1 36 05, 5
HAYEIEAE W, 5 R R B AR e e E R Y |
Jy— T, 4 MPO A AKAEM 5 1724 ox-LDL A 1)
ISPV LA 1 184 3, 375 T S o LA B R T, B feE
SF-¥e LA A8 B R o T SR AL S BT e B
SREEIRTS , B TR, BLAh, 78 As 4b, MPO A Ak
&MY ox-LDL 7] 355 T B W 40 Mg 32 38 145 9 B AR K
R ORI A8 R B, TR AE MR Z B R
G K EAR S i L BOBE R Y s 0t e LB
Az i AT AR HE A 2 AN 46 1 A i e A I A
APkt , FEEEPAFE . T ACS 1 & A E &
FHEH (41 24 5/ 1A T

3 BEEAXYEBNIEERIKESIERN
FnE R

HRiA KEFE R, MPO /K5 ACS 1% 4
TS, S PRI ITRE  ACS (41 1)) Fa
FE LSS (stable angina pectoris, SAP) (17 i) Fl
XFHREH (20 ) #EAT 5T, 45 R WoR ACS 41 1M 3K
MPO A i i T XF FE 25 Al SAP 40, . SAP 410 & 55
THFHRA , MPO 2 ACS B TAEHAE £k F w7
9°0.927 12 W FE M 212,59 wg/L, LW ACS I
JEYE R 95.1% , ¥ N 86.5% , BT & F N
91.0% , -5l K2 Wr ACS 712 (I R & 30 hn s AR

Bk & 5% ) #E 17 Kappa — 2P 56, Kappa {6 H
0. 819, PHFP I ik — Bk R AT, IS H MPO A
W ACS [ RIEAREY) Z— X ACS %5 A
FHE N X, Ndrepepa 2% f£—T0i X} 874 {9 &
PR 10T BRI 5% h & 3, B SAP R JE % ST Bedh
B U E A AR R L MPO (7K -t i 22 32
Wi o BRBH S %k 80 191 A by fis 45 g - 2 T4k
BTk R RS A e O 9 YRR R AT I AR R e 1
538 ACS 21 SAP AR L2, 45 R A B ACS
HI I 2K MPO ¥k B 1 3 & T H AR Wi 4, Biasucci
SRR R R A SO 40 R 9 MPO B i
TR PR 2P O UURE BE R AS B i L0 489 U 41
JA Pk 4 R ) MPO 5 & IR T SAP AR
SEECZO B 1 — B4 3 BT R 1) R 4 i
BT KEE B MPO, 2545 78 5 Pk 0 00 58 3 vh Gk
SIS, RIS 5 B F 000 7 A O
Sawicki 45 AR KW, PEAL ACS B MPO B LS
ORISR TR EUE S 6
MPO B J5 f T ACS 1y B2 Wr, DL E#FoY R
MPO A& AR R 4% AR 5, X ACS B2
Wit HLA I PR B

WEFE @R , MPO A9 I 2K vk B2 THm B e L ge
PR FE R, Goldmann 452 HFSE T ACS ¥
FU MPO #e B2 A2 4k, & 3 MPO 78 i i R & A
JE A2 h PNEBA SR, LT R S = R 2 A 3
h IR BE IR B e e IRz g HH T i A ST B
JULAR A5 A LES 22 T T (e Tn'T) J5 7RO IURESE A AR
J5i 3 ~6 h AT E s AR Bl Ik 2 E A 7 4 v
C J2 W 25 A ( high-sensitivity C-reactive protein, hs-
CRP)MITE6 ~8 h Ja A Tk, X MPO T ACS
B RIS WHR AL TRl RE, Lin 200 005E T 2568k 3h
Jhk 1 5% 1k 55 19 536 19156k .00 s F8 (363 151 ACS
173 151 SAP) F1 181 il i .0 55 S8 34 B9 113 MPO |
LDLC 7KF, W4& MPO 7K°F-5 ACS &% % Fl LDLC
FSEFR G R LI ACS BE 1 MPO /K EE SAP K&
e R R BT E (P <0.001) ,ROC 4k
AR 0. 84 (95% C1:0.80 ~0.88,P <0.001), VA
MPO /K4 164. 77 mg/L Y1 E] S B2 H ACS 1)
RO R S 02 79. 1% 82.1% , FifiE MPO
IRV R B — = BT R 2056 = =406 4k, ACS 1Y
K (46. 4% T+ = 5 88.8% ) A1 LDLC A9 ik J&
(8.9% Tt 5 59. 8% ) ¥ W E T+, th Il MPO
AIRBSE ACS (1) R HATIAE H 7
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4 BEEENYEERISMERHKESER
RE 4Tl (e A

Ok (RFFE B, MPO X ACS & T3 &
WA K F R & A 5, Baldus 45 £ EAP-
TURE 56288 T 1090 6] ACS #3546 H: 1fi 2%
FEL MPO /K-, FFHET 6 A H IRV, id sk AR St
O UESE SFET S0 A O, 45 5 S s Bl 4 B2k
MPO 7K 9 T+ 5 (MPO > 350 wmol/L) , #3005
BN & A A B T (CIE HR R 2.25,95%
CI:1.32~3.82) , XFRLWAE ¢TnT <0.01 pg/L Y
HBE I B (HR 4 7. 48 ,95%CI ;1. 98 ~28.29 P
=0.001) , IXUELERILHH MPO ARSI & A AE O LR
P/ AR D R 45 51, 45 8 R, MPO
(TN AN (M SZ T ¢ TnT A hs-CRP 284545, H MPO
XHEE hs-CRP A3 & A O VA S5 A S AT A5 T
WA, Roman 253 % SAP K ACS H & #E4T T %F
FCBFSE , R B MPO 5 SAP (35 I PR & AE 1 AH 56
PEAN G2 T HELR KB MPO BESL ST TR ACS H %
K e R R 0 KU, (EL X SAP BB B UAR K,
Chang 2550V % 128 44 KMRINTTE] <12 h B9 ST Bedam 2
O IUREBE B35 1 20 3] 1E % BEE EA TR ST, B
P HUEEFE B MPO 7K VB I & T 1E 5 X R4 (P
<0.0001) ,7f-H MPO 7KFFt& ( =1150 peg/L) A
F A F 2% LDL CK-MB /K EIR I, it
MR, H 30 RNAS RO 48 R & AR5
Z It 5B R = A I 2% MPO 7KFJ2& 30 RINAS
RO L R A S B0 R, Tang 2657 A RITAE M
FFFE 2 A, ] 3% 4% 40 G 16 IR 2 5, A1 R it o T 5 1
MPO /K -5 3 4Py FZL A K0 15 =R 1 8 35 A1
%, Mocatta 255t 512 il s e O IUREAE Y £ HEA T
THIRMEMERRSE  JERfDT 5 4F 25 53R MPO 7] DA S7.
T AR 3 5 AR Rl 7 B TR 9 BT % (OR 1. 8,95% CI.;
1.0~3.0,P =0.034)

Chen %5 YEFT T — 004440 437, 76 Pubmed %5
HL PRI e PR R IT 40 b T 8 TG PRI, AW ER
MPO X ACS B FI A, F 3B 17 3902 14i] £
H, KB MPO /K4 HAIE MPO KP4 38 37 & A=
AN B0 I 2 1 9 XURS: 35 (1.43% b 10.4% , RR
1.84,95% CI1.1.42 ~2.37,P <0.00001) ., Nicholls
SEHOTXE 490 KRS 4 h R BE Y 2 i e 8 1
177 HTREPERE ST, I HERR & A ST Brdh o B0 WA
SO JE SIS R ABERT ARG 4 h .8 h,
16 h ) MPO 7K, 3BV 6 A~ H . 558 EKW 6 1
AWRAEAS RGNS 43 MPO /KF 3 5 (OR

2.4,95%CI:1.4 ~4.1,P =0.001) , %L Wi MPO
B —— KA MPO 7P XA R S 9 ot il ¢ 1 B
K (0. 813 1 0.602,P =0.002) , % ULAS 4 B 1 Y
HBE WA E X, Pawlus %[4]] 7,%})@, MPO 7K %% &
O VR BT 8 3 L B AR T % 02 MPO BILER & 1Y
2 1%, H MPO B4 hs-CRP fiE 5 4 A T 58 91 A R
O R,

DL 25 B, MPO 1] it 57 b 0 AN K0 1L
BN EE, B E AR I 0 TS 5 B, A
B St PR 22 I SR B IsF A5 3880 B a7 150

5 XEEANRHITEAIERENEL

B 25 L OO A A TR YT IR R R, 28 B etk 3l
kA NIG ST © Bk g O 5 £ 3 1038 T A ) T
Bz — A AN FARA G IR 0] BE 2 FIP R RE 1Y &
A DR RAE R F T . MPO VER 5T br i ) 1Y
— i, 28 B e AR B kA AR YT R (primary percutane-
ous coronary intervention, PCI) K J5 IRTF . Gach
AELRTR I T 15 A AR E RO S0 A 11 Bl R E TR
OB BB AR B K SR AR () MPO VB, K&
ARG P41 MPO MR EERAR AT &, AR A2
RLOGR 4128 AL T B B, 3R B S 2R A AR RE 51k
MPO BB, kb A ISR T 18 B4 TRtk 3l ik
FEAAR AR B0 B0 B, KA AT T AR B S A
J5 30 min 3 h.6 h.12 h.24 h #iil MPO IL-8 L %
PR, RIARJG KB =W E B AR & (P <
0.01) , 2 BIFE LA ARG 30 min 3 h 12 h ik
W X —ZE SR AR ik & 2 T8 A% 11 4 L Y
A ey 350 A 4 A R, Stankovie 2 BF 5T T
100 BiIFT PCI 37 BI0) & ST BLAA i L0 JILAE BE &
H KA ARG 4 h 8 h 12 h 24 h 48 h 168 h
1) MPO 7K, FFIE SR BEAET R | 25 R B MPO &
JEE B Ao [ S 00 ) PR 2R RS 4 b SR B — ) e 0
AR5 12 h FERRAR , AR5 24 h BHASE sk (H
KT ARJE 4 h B9 MPO KF) I EBIAJG 24 h 1
MPO ¥k F& AT it 37 B0 B¢ P FE T % (OR 3. 34,95%
CI:1.13 ~9.86,P =0.029), L\ F&55 £, MPO
WA M AR G T8 5 A G, BAR G
P RIEAKF 0 BES ARG A RS kA X,
ARt — S IRARE

g5 B ik , MPO 1 AR L ORI 3 S8 4 AE AR
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Yy, 2T ACS RUBT BUAR G, X ACS B E 112 W
KW B4 i B AL, o T LS 28 1 B G R
ARRAS B A S5 R TOAE F , SC 28 ARG
MPO ()4 3 T BB X A S5 AS B0 45 = 1 1 & AR B
A WAE, MPO A 58 ACS W B iR B 17 S 42
RIGA R IR & A B8 0 %, 6T i bl
AR T 2 — 25 T .
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