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(NE] HE FREMIELYRMPOXMARBRESTEMTMAGKRAE. Fk 618 ALEKEER
EREANBRIKELERA BERLCEBANSHERESTEH, FTARSYXHO W MPOS &, M6
BAPEE136MACRASTAMNRER, SR DLAEEREFEATLN P MPORSREERTENARM
BEELAKEA., DELSETKESEHTMN P, YIEEA I <0.05 ug/L,MPO X SR ERESENTANI ¥
RTFNEEQIMCRUEEN. (3)F b2-HREABR,MPO K¥>62.9AUU/L 419 6 M AREREHH R
REXRDERTF MPO K¥<62.9AUU/L, &# MPOXMAKBMEAENAMERERYER—THENIER,
ENKEA—EMNEARRERF AR CIROAFEHRET.
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Changes of myeloperoxidase in patients

with acute coronary syndrome
XING Yanwei® , WANG Jie, MA Changsheng, et al
* Guanganmen Hospital , Chinese Academy of Medical Sciences, Beijing 100053, China

[Abstract] Objective To study the significance of myeloperoxidase(MPQ) for predction and prognosis of
acute coronary syndrome( ACS). Methods The study subjects consisted of 618 consecutive patients. They were
divided into normal, stable angina pectoris (SAP), unstable angina pectoris(UAP) /non-ST elevation myocardial
infarct(NSTEMI) and ST elevation myocardial infarct (STEMI) groups. The blood serum of every patient was
collected in 24 h after admission. MPO, C reactive protein (CRP) and troponin I (TNI) of blood serum were
measured and compared among the 4 groups. Through receiver operating characteristic (ROC) curve analysis,
ACS was predicted by MPO, TNI and CRP. The patients were followed up for 6 months, and follow-up exami-
nations were performed at 1, 3, and 6 months respectively. The end points included death, MI, revascularization
and coronary artery bypass. Results (1) MPO levels in ACS group were significantly higher than that in normal
and SAP groups. (2) ROC curve for the prediction of ACS were plotted for the entire cohort and for the cohort of
patients who were consistently negative for TNL In the cohort consistently negative for TNI (TNI << 0. 05
pg/L, n=446), the area under the curve for MPO (area=0. 680, P=0.02) was significantly larger than that
for TNI (area=0.629, P=0.09) and CRP (area=0. 489, P=0, 31), which showed that MPO level was
higher than TNI and CRP levels and thus higher value for predicting ACS. (3) Kaplan-meier estimator curves
showed that according to serum MPO (median 62. 9AUU/L; n=618), the cumulative incidence of end point e-
vents during 6-month follow-up in MPO > 62.9 AUU/L group was significantly higher than that in MPO<C
62.9 AUU/L group. Conclusion MPO may be a new predictor for adverse outcome in patients with ACS, par- o
ticularly in individuals with low TNI levels, )
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NEEA fERONFRNERED . EXATL
HatONER., BRESEZBEBMIEEAR
KFEX HBRALNER, RENEER"D, &
EEFHRMER ERERENABEE. 0N
FROB[EANN O DMEOBELAEXRR,MEZ
RISt A 7% & #£ £ ¥ 8 3 48 ;8 (polymorphonuclear
neutrophilic leukocytes, PMNs) 15 f fa g 480341,
PMNs 4+ # 1 28 i3 & 1k ¥ B (myeloperoxidase,
MPORETEMNSE5E. MARXRBAGZLE AN
RAMEDHRS . AT BXBEHERAN
MPO 7 {12 3 bk % B B8 L 69 ¥ ) , A R 3h Bk & %

C MFTRIERAMPOMMBENE TRRMERSA

%7, MPO 6% F PMNs f i X & R b, &
W& RAE R R, MPO 8 8 i B 40 M 41, 16 0 Fo
PMNs FBH#H—MER. MEMAAKRS B MPO,
 HEENI RV ER IR REERAST.
MPO 55 34 bk B8 4L %50 1L % 550 3 B0 A 60,
EPwpRERRBEHERLRE RS, R EIR
KR4I HE X2 &M 1ER) =0, [ o 48

NO, 5|2 i & B 480, Bk, BF MPO xt & ¢
2L Bk 2% A i £ 700 0 R 3C A B L0 R B » 7T BB X b
RHLITA—EBX.
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1.1 AR %E 2005 4E 6~12 AERAER:
BEPFOLLOBERFEEERIKELFRANBE
618 4, P RSBk W IE# 182 #1, H+ B 118
M, % 64 B, FIY4ER (55.4+10. 9 ¥ B EHLR
B E 1625, KB 112 #, & 50 B4, F4E#
(56.8+7. 9% ; AR EH L &M/FE ST BB L
WUEEFER B E 172 A, 33 120 i, & 52 B, F 1
F#(58.91+11.0) % ;ST BRRE At O MEEN
BE 12 AKPB 1M, 431 6], FHE®
(61.41+10.8)% . HEERHEKELEEL. EABK
YXmM MPO X &, BEil6 A, HHES 1.
SWTAERARENNRER, AREHEHER
T VIERIE S 4.0 DUESE IR i B 8 Bk 45 67
D,

®1 HAGKARMIEE

£ ERAR
A @ AR e RAEGD  RAGD  LEAE D
AhERER  \55.4%10.9 118/64 6(3%) 36(20%) 4(5%) 0(0%)
(n=182) AN ' : ' '
BEE LR 56.8+7.9 112/50 J17Q00%) 1 37(23%) 24(15%) 202%)
(n=162) .
x?rﬁaﬁ% fﬁ; * 58.9+11.0 120/52 42(24%) 45(26%) 55(32%)  50(29%)
(n=172)
STEHEM.LE  61.4410.8 71/31 26(25%) 29(28%) 35(34%) 15¢15%)
(n=102)
P 0.563 0. 000 0.397 0.003 0. 000
T CHM=M &Bﬂﬁﬁ FE&EEQE BREEREA ?l!nhﬁ NBEA T
T (mmol/L). (mmol/L) (mmol/L) ©  (mmol/L) ~ (mmol/L) (pg/L) . .
EHREMER  1.96+0.48  4.0240.96  0.93+0.20  2.64+0.68  3.7940.58  0.1+0.0.
(n=182) _ ‘ : ' .
BEHORA  2.0340.45  4.53+0.94 - 0.86+0.20  3.074+0,75  3.90+0.69  0,7+3.2
(n=162) ’ ' '
THEHLLH/ ) ) .
srammow | LOEO¥ 4 68+0.11  0.87+0.25 3.34:0.90°  5.00+0.75  7.7429.8
(n=172)
STB#RM M  1.98+0.034 4.44+0.98  0.8440.16  3.3540.80  5.44+1.24  11.8+32.1
(n=102)
P& 0.751 0.071 0. 452 0.033 0.003 0.012
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. MPO CREER TERIKEE BHIEKEE Gensini score =E:
(AUU/L) (mg/L) ¢23) AT (%) (G/L)
EHhEYER 42.14+10.1 2,1+0.7 100 0 0 6.6+1.8
(n=182)
BEE LGN 56,248, 2" 2,0+1.6 100 25 18.8+6.4 7.04£2.1
(n=162) ’ ’
A CLH/ . . . .
ST BT 69.7£9.6 5.84+1.8 100 95 42.5+18.9%  7.2%1.9
(n=172)
STERHERLE 86.5+9.9*% 9. 742, 4% 100 100 65.64+30.3%*  8,7+1.6"
(n=102)
P 0. 000 0. 001 0. 000 0. 000 0.013
. FIElEHK  BRAHENR HREHM ACEI EZHLAY ZEREHRE
¢2)) (%) (%) %) %) (¢
EhE¥EX 10 3 8 . 10 57.5+9.8 3(5%)
(n=182) '
BEHLEHK 100 15 15 18 57.6+6.7 21(32%)
(n=162)
- FEEOLN/ ’ .
ST B LS 100 33 30 38 58.5+8.1 19¢29%)
(n=172)
STRHAMLE 100 20 25 27 54,4+12,5 23(35%)
(n=102)
P 0.002 0. 000 0. 045 0.032 0. 875 0. 001

.- 5EkEXEKAMK, " P<0.05,% P<0.001
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1.3 MPO # C R 2 % &g (C reactive protein,
CRP)#ME BETARYX,ZHECIEFREA
Bt 3h N R ABY 8h N, KT EZ A EDTA Hi 8
EREFHDBKE Sml, ERTHR 1h, L
(1500r/min, 15min) , B i # F-70°C K i % 7 7% [F
W24, MPO M E .. AW T H 2 Zeus
Scientific A 7l » Myeloperoxidase 1gG Elisa Kit, 4
P2, #5.05030123, CRPEMERAR
B DSL A & 4%, #9:03095, £ HEKHFN, 2

&, Wellscan MK3, 3% 2 Labsystems Dragon /4 ]
£,

1.4 WH®EFRk&EHN HBE MPOKFNAHL
FALg 62. SAUU/L Ky & B (»=618), MPO %k
F>=62. 9AUU/L #1 MPO K ¥ <62. 9AUU/L &
HABE P LB 6 AR EFHMRITRER,
AERAT . FERAAECNER FXOEERM
R H 8 :
1.5 R®R3H3%ki& B f Gensini score ##t X 5 ik

. Gensini score BH B ERREEREN—Fit&

Tk ERRAEE LSS 25%,50%,75%,90%,
99%,100% % F Gensini score B4 1,2,4,8,16,
32; R OHUA Sl 5 B, B 22 = F X5, B e 3 o
X 2.5, B0 K P X 1.5, B R m s X1, B iR
WX2.5,MKEXEm X1, AR X1, AP B X
LAZEHEXL B 1AXIXLE 2 HAIXLAE
ZREEX X1, KM X0.5, Gensini score Blir =5
RAETREBRENRY> XRENME 20T,

1.6 i %94 R SPSSI2. 5 KRB
waOHERHA zEs RR, BB EFHS AR
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BHBERARR T Z21r(ANOVN) ARFF &
FriEZ 4 M R LB R AES HER (Kruskal
Wallis Test) ;s HE BB AE HLBEAFTRR; W
HAZEMHBERERA BB W aEdk
ZEENANAZRTEMRROO ST HEF
. At F P2-TE/RE S BB, BRI MPO K4
frdfu ¥ 62. SAUU/L B R, LBW4A7E 6 A
- BETPAREHRITRERNER.

2 & R
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23 ¥r2ERE 85 MPOKF>62.9
AUU/L4M 6 MABITRAEHMRTRAERE
%% F MPO K¥<62. 9AUU/L 4 (@ 2).

0.4—

0.3+

[0 MPO K ¥ >62 9AUUL
+ MPOK¥<629 AUUL

I3
Y9
|

BRFHH R RAER

0.0

0 100 150 200
BEB X ¥ (d)
R1E MPO K ¥AR, WAKEE 6 AR FESEH
REXGLH
M2 *pM=-ERE

1.00
TNI ]
MPO r
754 P
J
501 Vi
;/,-';
tI‘
.——_'_J’
.25 B
£
k= H
] 4 -
2 s i ' A(n=618)
0.00 25 .50 5 1.00
1-Specificity
1.00
MPO = |
[
s Ll
/’//f
TNI /" cre
.50 /
.'/V
']
.25 1
oy
>
=
i U
% i ' i ﬁmn—M)
0.00 25 .50 s 1.00
1-Specificity

AFHER:- ABRRELEUNFRAER P (n=618),
MPO.CRP 1 TNI k¥ % st BHKF A EHHMN. B
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B ROCHHMER ELETFRARS,
TNI & F @R K, ¥ 8% F MPO # CRP,
¥ TNI<O0. 05 ug/L Bf, MPO th R FTEH B B
# T TNI # CRP, X4 R B 484 91 2 690 L
Fimt,MPO £ —4 R 57 1 B 5 R 3h Bk &5 & 1iE
I8 .
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¥ 53 Mo e 8 6 A AR D IR R AL E L
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fER .,
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