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[ ABSTRACT ] Aim To observe the early dynamic changes of the serum level of myeloperoxidase (MPO) after per-
cutaneous coronary intervention (PCI) in patients with acute myocardial infarction (AMI) , and investigate the prognostic
value of MPO for in-hospital major adverse cardiovascular events (MACE) in AMI patients treated by PCI. Methods
A total of 68 consecutive patients hospitalized with chest pain for the first time who had the onset of symptoms within 12 h
were selected and arteriography was performed.  They were divided into 44 patients treated by PCI (stent group) and 22
patients assessed by coronary angiography only (angiography group). And 15 patients with normal coronary arteries were
selected as normal control group.  Blood samples were collected at baseline (TO) and 30 min, 4 h, 12 h and 24 h (TI,
T2, T3, T4) after surgery, MPO and high-sensitive C-reactive protein (hs-CRP) were measured using an enzyme-linked
immunosorbent assay (ELISA). Patient in-hospital MACE of stent group was recorded. Results (1)Both MPO and
hs-CRP levels were significantly higher in stent or angiography group than in normal control group, but there were no signif-

icant difference between the stent and angiography group.  (2)The MPO and hs-CRP levels of stent group reached to the
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peak at T2, T4, respectively, and were significantly higher than TO (P <0.01).
groups all showed a trend of gradually increasing, and reached to their highest value.
stent group were higher than that in angiograph group significantly (P <0.01).
and hs-CRP were found in normal control group before and after arteriography at the different time points.

a total of 9 patients with MACE during the hospitalization in stent group.

Both MPO and hs-CRP of the two
The peak value of the two factors in
No dynamic changes in levels of MPO
(3) There was

The receiver operating characteristic curve

(ROC curve) analysis revealed the level of MPO at T2 had the highest predictive value for MACE [ area under curve

(AUC) =0.823, cut-off point =792. 850 pg/L, sensitivity = 88.9% , specificity =70.3% , P =0.003].

sions

vated and rapidly reached to the peak in the early stage after PCI.

MPO is a sensitive resemble of the early inflammatory response in patients with AMI after PCI.

Conclu-
It significantly ele-
And the predictive value of MPO after PCI was superi-

or at preoperative for in-hospital MACE due to the patients with AMI treated by PCIL.

20 0 WUAE FE (acute myocardial infarction,
AMI) J&—Filfe R & UL ARG Co 4520 , 3728 Bl oy
FEREALBE SR AT 2L | i A E J AN e AR 2l K i A8 95 28
S, EE 2R, e AR A B R, TR
it B 2F T30 ko B A AL BE R T 1, K R BN
MU B 4 i B2 78 AMI 8 2% 9 1o A2 v o 24
M. #Eid A ALY ( myeloperoxidase , MPO ) 4 i —
T Y S A $5 b BlOR B 32 2 G T, MPO 78 3 JIk 385
FEREAL I St 0 JR 1 2% A B Be 34 R 4% 1 A
F NN B AR 42 03 g o OR3P B I e
AR B He 0 T8 B, 5 3 €1 4E BE S 0 it KA
MPO 12512 4 B ARE kA AR T (percuta-
neous coronary intervention , PCI) BE#E il 1ML 4, £ A,
SRS L 114 E T Be AR AR 2 ik i iz HE Y
F R, BF5 R PCL ARG RAEK -3 AR AT IH B
T, M = 8 C 2 I (high-sensitive C-reactive
protein , hs-CRP) Jz&— 7t iy JHF I 7 A= 9 2P s A Bz
B, RN RAE 5 500 1 0C R REE
Z T FE IR, A FEMEE AML B A A
IRIT ARG F MPO 8 &2 46, X LE hs-CRP, 737
PCI AR XS MPO 7K (9 B2 i, I HC AN [ 5 1] s 1Y
MPO 7K % g N 32 BEAS B0 148 35 14 ( major ad-
verse cardiovascular events, MACE) A FIIME

1 MN&E5F%

1.1 BRIFH

WL 2012 4£ 12 A £ 2013 4£3 A NERX R
REER G NGk B MRS KR
A 12 h e AMI £ 3 68 ], 34T /& Wk 30 ik & @ 4
R E TAT PCLIEIT 2 AR 4L (46 f) Fofk <F
A2 0)) , HP X RAH R EEL RFANE
FHAEMETELHTAT PClL BT K E LK EHIEL
PCI 3697 W9 B3, o 26 ] 0 1 B o A7 7 K 20 k& %

o 25 5E 52 R B0 Bk IE B 15 ) B 1R O IEF At
4, AMI B N3 AR vE AR £ B JE R % 2 F 2
BRI AE R S 0 dE ST b m A A MW AVE
( non-ST-segment
NSTEMI) F ST £t 4 & A & 1 & HLAE 3T ( ST-segment
elevation myocardial infarction, STEMI) &9 & # . #H &
g REARORE S H, AFAR NE S
AL SR T E R R R R EE R ERA
HFENBHEA2H, R BEE TR EER
A8 K Bh ik 3k & ILAE B 75 2 3R 56 ( thrombolysis in myo-
cardial infarction, TIMI) M3t 2 2% 3 %,
1.2 PCli&Y7

DL Judkins 3% AT 72 A 7 WK 30 Bk B LA 2 < R
A0 A VAR 7 AT PCL BT, PR U A
FEWMBERGMEE L (Excel), HEHNE T
HEE AT Z 0, A RT3 RO A4 F 600 mg, 7
BT & IE R 300 mg "B ; LR ABATEREY K + L%
BN, F 4 RCE 3 B2 AUAT /R 30 ko % &
T, AY AEWEERAAZEE, FAER T
KoY g RREEEBEIH A B T KA K
HERE LAY,
1.3 MiFtRARENE N

i B 3T R ET R B 30 min 4 h 12 h 24
h 3 BUART ## i, B R R 2 B8 % TOLT1, T2, T3,
T4, X5, AMAMARRT TREY, FERT#
F2h,z 5% T L3000 r/min & 3 F 5O 20
min, 48 FERE T -80°C IR IBKE RBELEN, #
WA F JE A MPO 0 hs-CRP, & 9| J7 3 By B¢
TR E,
1.4 leREHUE

B FAE B #1822 4 MACE th & £ 0, & 4
TS5 18 SO B A BILAE B 3 g Kiillip= 4R
THOELRE RLE QEMERTE,
1.5 SEitFabig

K SPSS 13.0 % it 8t & 34T 4o it 41, 1t

elevation myocardial infarction,
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BEMAE(%) 2T, AE LKA X Bk, T &
KR ARAEARRD, BAEAH A xes %
T,EZERBRAEAET Z0H, FEKEEK
MPO .hs-CRP 7 te 82 Rl & £ & it 89 7 £ &
B 4B BB P B AR R R, X
Jl %R # T AE #F4E (receiver operating characteristic,
ROC) th % 4 47 MPO 3t It 19 & & MACE ¥ ¢ty
WA, P<0.05 HZ=FAAITFEX,

2 # B

2.1 3 AEMIGKREZRIELE

3 HBOWEEATEAENE ML) AT 5 WA st |
L S AN WA NN TSN AN i N E T LN
150 %% i J8 25 1B [F1 % ( high density lipoprotein choles-
terol , HDLC ) 1K % & g 2 11 10 [5] B (low density
lipoprotein cholesterol , LDLC ) J7 Tf H %% T i 3 1 2%
F(P>0.05;%1),

F1. TEA RFANEENRAREELER
Table 1. Baseline of stent group, angiography group and

normal control group

% A PR | oSSl IEH XTI
(n=46) (n=22) (n=15)

T (#) 33 16 8
AFERY (%) 60.65+9.98 64.64 +10.59 59.93 +7.94
B (kg/m?)  22.55+3.13 23.3122.91 24.09+2.72
W (1)) 16 7 3

Wb (1)) 10 5 4

TR L7 (1)) 32 14 8

JUUBT ( mol/L) 85.78 +16.53 88.05 +19.87 86.40 £15.30
BHE B (mmol/L)  5.17+1.04 5.14+0.89  5.06+0.75
H=E(mmol/L) 1.78+0.76 1.77 £0.62  1.41 +0.75
HDLC ( mmol/L) 1.12+0.29  1.05+0.13  1.16 £0.21
LDLC ( mmol/L) 2.60£0.67 2.74+0.60  2.44 £0.60

2.2 3ABISAYEBINSH C REEAFARE
=]

IR MPO /KT T2 ik ElE, & T3 B EE
HIKF, T4 B AR TR, T T2 1 MPO 7K F-3)
BT T0.T3.T4(P<0.01),T2 & F T1(P<0.01),
TO. T3, T4 Z [ LGt 22 7 (P >0.05), fR5F4H
MPO 7K 2 ¥ Tt =, TO I T H 4 25 B B) S (P <
0.01),T2. T3 T4 ¥ T T1(P <0.05) ,{H =2 2 Ja]
Tz (P >0.05), PZE b, 2284 MPO KF-T
T1.T2 B TAESFLH (P <0.01) , T AE T3 | T4 BHE T

TRSFLH (P <0.05) ; 484 MPO fers {H i TR ST 2 i
FME(P <0.01) . SZERLHFPESFAL hs-CRP KP4 2
BT B A 45 A B ] 5 hs-CRP 7K
WAEBEEZET (P <0.01), 284 T3 T4 B hs-
CRP /K-35 TR F L (P <0.01) o IEH X HEZH
MPO F hs-CRP 7K “F- AR Hif A J5 T W1 i 22 4k (P >
0.05) , £ B [a] £  MPO Fil hs-CRP 1 2L T 3 48
HAESFAL(P <0.01; & 1 FIE 2)
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Figure 1. Myeloperoxidase at different time points in the

there groups
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Figure 2. High-sensitivity C-reactive protein at different

time points in the there groups
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ROC M1Z43#7,T1 T2 . T4 B} 1) MPO 7K SF-A] T3 4
B BATE] MACE (19 & 42 (P <0.05) , £ F 1 A2 51
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Table 2. Results of MPO for prognosing major adverse cardiovascular events

470.733.0.823.0.760(#2) .

B 1) 45 i WNTIEA 95% R {5 [X.[F] P Cut-off {8 (ng/L) R e

T0 0.583 0.372 ~0.793 0.446 441.695 66.7% 62.2%

T1 0.733 0.562 ~0.904 0.032 578.615 77.8% 73.3%

T2 0.823 0.704 ~0.941 0.003 792. 850 88.9% 70.3%

T3 0.637 0.423 ~0.850 0.208 422.210 77.8% 48.6%

T4 0.760 0.574 ~0.945 0.017 457.000 77.8% 83.8%
3 W ﬁ%ﬁ’a‘ﬁ%ﬁﬂiﬂ?}%ﬁ% PCI ﬂiﬁﬁiﬂ MPO %‘E%ﬂ
e Je B T R, R BRI MPO T i I 2R+
ARAFFTIMELE] AMI B B MPO Fil hs-CRP 7K SEAFAE, B0 H SR AIL I 0 05 3/ 96 T Bt = F5 2211
PEETIEE AR G ZF IS5 T AML R shE, B HER PCL RS B0 MPO (&l g

FES . AR MPO ZKF-AE PCL AR JS 30 min 5L
BT, 4 ho AR, BE S T [ 2 IE 5 OKOF AR SF
41 MPO W] 52 320 i 7 e 3 | (G vy 0 i 21 1 S 2
2, hs-CRP 7KF-7E S B2 FMR SF AL S8 2 i T 5
T3 T4 B} S AR W30 TORSFA . T IE 3 X IR AR
B RIS 9 MPO F1 hs-CRP /KX T sh 57254k

MPO 22— &R 2L R & i, EE 2T
H L 0 R 0 0, 2 R B Y A AR A, O
Z 5 RG RN R, EAFREHD MPO K
HAEAT W2 5 12 3 2 Bk AR B AL 19 T8 1 BB
(R I RS PR N 24 | 77 5K FE RS Ak BE B R T S AR
BEHAN A K MPO AETE . SERAFFE R MPO (1)
IKOPAERR 8 B0 B AN R L0 08  NSTEMI
STEMI 83 % W 5, J2 BEHRON R 1 1) T 48
FR BB AN ST 12 W AMI, it HE2 % T WLAS 4 11 B
PEAY e R0

CAFFEUESE PCL AR S5 RAE K TR 2 7
5. Stankovic ZEIREL T 100 %55 6 h N2 bE
STEMI %, KR IA G MPO 1 7K - 52 X fi] 4 ol 7% |
BIZEAR G 4 h ik 55 1 A i 5 Vel F B 2 0E % K
S FEARJG 24 h B IAES 2 Al (HIEERT 4 h,
X 55EHT Goldmann 25 iR ST 45—, ARHFS
WL T1 Y MPO 7Kk £ B i T 7, B L 5]
T4 B MPO %2 T3 A fFift i , HE R THITEE X,
HF A AT R R FEA R/, HAWFSE X S0 STEMI
FBE N NSTEMI 83, A R RAEAC I g0 i — 2R

PCI R J5 MPO 7K1 25 F 1, T IE ) BR 20 i
SCHTIE MPO TG B AR fk, 278 PCI AR A] /& MPO

IR B I W% 1 PCT AR th A B ML B 1
SR AE N BB N B A B S Bl )R
YRAE LI 5, G H M A A 5 B0 UL
Wif o, A fEHS AR & N Ok i 45 F i 5
A RE N HE AR ) MPO 19 R 5 BE i, hs-CRP 78 T3
IEA 6 Y S T i, 3 5 A R A G T —
AL MPO T 2O L 5 i B A . A WFSR
IRMEL 45720 MPO £ hs-CRP 3 AR R T 75 , 1M 1F
HWXTRA T WAL, XATfRg S AMI B3 AL T
WUBEZE ) 20t 1, 9 0 48 A 1 o 38 21 /e 05 A O 5 1
TER Bl K 1 5 AR AR B X 96 0E IR 2K S 19 5 1R T
K,

MPO 7KF-7E AMI B3 iR & A2 109 2 h a0 il
WHAES [ OWUILES 2 (M T ( cardiac troponin T, ¢T-
nT) ] % Ak 2 W1 Fh e, A A0 JE it 4 )
Sawicki 25 (I 7T th 2 W bk e IR 0 Bk 25 A 1iE R
H BRI T 1 BAPERS , MPO ¥ 8 5t © B & T .
MPO 7R85 ey 1) A A o o & A= 5 9 14 XL
5 FAE MPO KF# . HBLFATIN A, MPO Xf
SEE LR R T 43 2 e AMI - B2 W A 8 K 75 X
ABE B ) MPO 7K AT HU AMI f8 25 30T 3] A a7 39
MACE K& AR EKEA MPO J2& AMI R 3#E
WIPET R — A EEAEKRE R RAIATWE T A
[F]EF ] S5 MPO 7KF-XF SR BE N MACE & AR 15 O
BITTIAE R, & B T1 . T2 F1 T4 B MPO 7K RJ Fil
WA B 01 18] MACE 9 & A, HL T2 Bk A% 35 0 41 5
If, ATRESEARJG MPO /K52 I &2 bR A &
AMI FITE RAE VAL, 38 F 7 PCT AT SRAE K
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1) & AETE O, A 7~ PCL ARJS 4 h i) MPO 7K
SEXTBEN MACE 0N A (A A1, 7T 58 A I IR
RN PCLYAYT B AMI S5 35 (0 I T s 42 it 1
— AR T 10, AR R/ IR R A
P4 STEMI F1 NSTEMI 43 FF W EE, il REXT &5 SR A —
IR, EARMEEAR G MPO 7KV 53R %EH 5K A 0L
KSR AR O, R SS8Aa fF T KB B IIf PR
R — Rk,
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