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[ ABSTRACT ] Aim To investigate the relationship between plasma peroxiredoxin 5 (Prx5) level and prognosis in
patients with acute coronary syndrome ( ACS) after percutaneous coronary intervention ( PCI). Methods 148 ACS
patients who received treatment from May 2016 to August 2017 were selected as the research objects, and the average fol-
low-up time was 21.97 (8 ~24) months.  Patients with ACS were divided into high Prx5 group ( =44. 12 pg/L, n=78)
and low Prx5 group (<44.12 pg/L, n=70) according to the best cutoff point for evaluating the prognosis of ACS patients
by Prx5.  The plasma Prx5 level in ACS patients was detected by enzyme-linked immunosorbent assay, and its relationship
with the prognosis of ACS patients after PCI was analyzed. Results Major adverse cardiovascular event (MACE) oc-
curred in 32 (21.62% ) patients with ACS.  The area under the receiver operating characteristic curve, sensitivity, and
specificity of Prx5 in evaluating the prognosis of patients with ACS were 0. 823, 93. 75% , and 62.93% , respectively.
The incidence of MACE in the high Prx5 group was lower than that in the low Prx5 group (P<0.001). The average sur-
vival time of the high Prx5 group was 23. 69 months (95% CI: 23.34 ~24.04), which was higher than 20. 06 months
(95%CI; 18.84 ~21.28) in the low Prx5 group (P<0.001). COX univariate and multivariate analysis results showed
age (HR=1.041, 95%CI; 1.013 ~1.070, P=0.005), family history of ACS (HR=2.409, 95% CI. 1.022 ~5.677,
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P=0.046) and history of chronic obstructive pulmonary disease (HR=6.202, 95% CI; 1. 953 ~19.700, P=0.002) were
independent risk factors for the prognosis of ACS patients, while Prx5 (HR=0. 871, 95% CI; 0. 823 ~0.921, P<0.001) was

an independent protective factor for the prognosis of ACS patients.

Conclusion Plasma Prx5 level is closely related to

the prognosis of ACS patients after PCI, and the detection of Prx5 level is helpful to understand the prognosis.
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WABATS W, 148 Bl A F F #1101 6], & % 37
4 29 ~80 ¥, F 34 (55.25+12.84) ¥, DI
Prx5 4 ACS &2 Tl 5 0y 5 & W7 8 (44. 12 pe/L)
HR B ES A Prx5 H(=44. 12 pg/L,n=78) Fn
& Prx5 # (<44.12 wg/L,n=70), KX#F % % A
PASS 15 $ AT FEAR BT 4, # 3L Log-Rank 3

RWAERFEEZR, R FE 1730 EH T 8@
a=0.05 B 2 F AP T RAE 90% #4248 F A Il 2|
ZR, ZRBITRINA 12 MA M 24 4MALE
32 ] & % MACE Bf #AT 947, % BH i KB,
RIFRAHN216 6] ACS B & RN 148 1, %
RREARREFREE R LMW,
1.2 SNFRAESHER IR A

MANFRAE: (1) BRI ;(2) B AW 2 ik #
# N ACS; (3) #5 & PCL F RIRAEH # % PCL #
(4 EREAE48 h NEEZHIT;(5)E5ET
miEEES,

H R Arok (1) BT BRI IRF HBHEABIT;
(2) &0 £ 30 fkE 0 ALK IEE AL LR 8K
PR LA 0 MR R 5 (3) &R AR AT B b Bk
Fa(4) 6 H REMRAE;(5) 6 BHME,;
(6) HLTT K8k 5 (7) & IR E R 5 (8)
1.3 #ERE

o fE ACS B & F i M A K T E 38 2 (body
mass index, BMI) \®JH & F i)k & HBRFEE . &
fg i E ¢ 1% M P 2E M % 7 % ( chronic obstructive
pulmonary disease, COPD) % 41 B i1 %& %k 7 # | ACS
Kk L ACS R A [ ST B 46 & A & LA 7L (ST-
segment elevation myocardial infarction, STEMI) | 3
ST F 46 & AL 2 M R 20 ik 4% 4 4E (non-ST-segment
elevation acute coronary syndrome, NSTE-ACS) ], Z
P R H SYNTAX 3 4 B ALt 41 & & (gly-
cosylated hemoglobin, HbAlc) X 7 & E 4 fn 7 4%
(left ventricle ejection fraction, LVEF) %
1.4 fEFRAEN

WA ACS B # PCl A& K B = MK # fikf
SmL, %% T 3 500 r/min H % 15 min, £ ] L B #F
W, =20 Cok A RAF, Fede, KA BEK AR R
I ACS B 13 F Prx5 AF KA & W B USCN
Life Science /» 7] , #1t5 ;16245
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X A3, %K FH TEARE th & (receiver operating
characteristic curve, ROC) i1 Prx5 % ACS & #
Ja Wy 18, A Kaplan-Meier 7 Log-Rank . % 1 [F]
Prx5 A ACS E# TR KL, KA COX #E &K
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FIERE,5 6] (3. 38% ) D URTESET:, Prx5S BEHT ACS
BHE TS ) ROC 12 T M F (area under curve,
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Figure 1. ROC curve of prognosis in patients
with ACS evaluated by Prx5

2.2 FMHBREEZABILE

PL Prx5 T ACS f8 35 TS 1Y e A AR T A
(44.12 pg/L) A K H 30 m PrxS 41 (=44 12
pg/L,n=78) A& Prx5 4 (<44.12 png/L,n=70),
PRAATEPE ] BMI WA s v L s 4 PR 52
N IMLAE 52 .COPD ¥ HbAlc ACS 255 95575 37 45 Al
SYNTAX ¥4 i b 2 R G it 2 X (P>
0.05) ; MAE4FE % | ACS K% £ | LVEF J Prx5 7K
DT 2= R A G R L (P<0.05;58 1)

F1. AABEELABILE

Table 1. Comparison of baseline data between the two groups of patients

FSES 5 Prx5 4 (n=78) i Prx5 2H (n=70) 1% P
AW % 52.15+11.08 58.70+13. 82 3.155 0.002
B/ [H1(%) ] 60(76.92) 51(72.86) 0.325 0. 568
Lt/ [ (%) ] 18(23.08) 19(27.14)

BMI/ (kg/m*) 26.50+3.07 26.16+3.03 0.661 0.509
AR /[ (% ) ] 40(51.28) 35(50.00) 0.024 0.876
BRI L/ [ B (% ) ] 22(28.21) 24(34.29) 0.637 0.425
L/ [ (% ) ] 43(55.13) 42(60.00) 0.358 0.550
B ILAE L/ [ (% ) ] 40(51.28) 43(61.43) 1.542 0.214
ACS FEH/[H(% ) ] 3(3.85) 13(18.57) 8.296 0.004
COPD /[ f5](% ) ] 2(2.56) 3(4.29) 0.335 0.563
HbAlc/% 6.80+1.42 6.60=1.30 0.913 0.363
LVEF/% 59.95+3.28 58.73%3.56 2.172 0.031
STEMI/[ #1(% ) ] 19(24.36) 20(28.57) 0.337 0.561
NSTE-ACS/[ (% ) ] 59(75.64) 50(71.43)

BASRAS/ [ (% ) ] 19(24.36) 19(27.14) 0.150 0,699
230/ [ (% ) ] 59(75.64) 51(72.86)

SYNTAX 43/ 4% 17.52+5.38 18.04+6. 05 0.554 0.581
Prx5/ (ug/L) 55.84£6.08 37.55+4.11 21.626 <0.001
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2.3 A[E Prx5 KF ACS BEFFHER

= Prx5 41 MACE &4 %4 3.85% (3/78) Ik
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Figure 2. Survival curves of ACS patients with

different Prx5 levels
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WATHES ACS B Tl 5 A G R R4 A COX
FAPRIRATHT, AnARIS R BMIL WA B | e I e s
DR S0 I ILE S ACS Z R HbAlc . LVEF

ACS 2570 JRAS 8 PrxS K- 2 COPD S 4% 4%

BRAERE RS LA S L ACS F R LVEF  Prx5 7K
K COPD AT fiE 5 ACS BTG A K, WA
bR a<0. 1,6 FiRTTRES ACS BE TG A XK
RPN COX Z R Z 51T, 45 R WoRF 1% ACS K
s K COPD 5 & ACS B Wim B9 4l 57 6 16 [ 2%
(P<0.05) ,Prx5 J& ACS S HlJ il S AR 3 R &
(P<0.05;%2),

3 i iR

5% PCLIRYT I ACS BE ZHEARG 1 IF R &
TEEAR B I8 152, T SCHR NG OBk 28 BT il
FIES LB MACE &A=, stk 20 ik if 8 i 52 02 H
Wr ACS (& brifE, HIRIEFERT, HEW A B 52, Ptk
RFIEHE ACS B PCL ARG U 1 1L 27 &
HAEEEX, BT, MAHT ACS &S ALY
b A WURR Uk 6 [7) Tk . C e i 8 1 L8R
4 H _ERFEFRTE ACS BH BUS PR I A
PR, LRV ) T8 A AAEAE T LA M | 3B £F
FEERR L AN it LR % A 5] T 8 E O L
13 ~8 h JFIETHiEr, 12 ~24 h ik I4(E ,48 ~72 h
PR IE K Freepd g, C OB AL
BORAEPR A Fak fr g LR
FERLAR LT A KOS F it ) s dg ) L Rt 38
5% R B VR 5 B B8 i AE bR A X ACS AR
HHUG AR R EKR,

2. ®IW ACS BEHFH COX EFHH
Table 2. COX regression analysis affecting the prognosis of ACS patients

. COX H[H Z 447 COX Z [N #r
- HR 95% CI P HR 95% CI P

AR 1.051 1.024 ~1.078 <0.001 1.041 1.013 ~1.070 0.005
el 0.743 0.353 ~1.563 0.436

BMI 0.976 0.869 ~1.096 0.678

M2 R st 1.283 0.640 ~2.571 0.484

WH R S 1.783 0.890 ~3.573 0.105

o I 5 0.934 0.466 ~1.872 0.848

751 JIR ILAEE S 3.064 1.330 ~7.058 0.009 1.799 0.742 ~4.362 0.196
ACS Fjf 3.827 1.722 ~8.505 0.001 2.409 1.022 ~5.677 0.046
HbAlc 0.959 0.748 ~1.229 0.740

LVEF 0.885 0.805 ~0.974 0.013 0.982 0.888 ~1.087 0.733
ACS 271 1.610 0. 666 ~3.895 0.293

S A8 37 Bk 1.272 0.605 ~2.676 0.528

Prx5 0.876 0.835 ~0.919 <0.001 0.871 0.823 ~0.921 <0.001
COPD H 6.580 2.302 ~18.808 0.001 6.202 1.953 ~19.700 0.002

T RAE P (Lt =0, B PE=1) s AESE (TE=0, 6 =1) IR L (=0, 6=1);MMIEL(TL=0,G=1);mBMIEL(TL=0,G=1);
ACS FWEL (Fe=0,4=1) ;ACS 255 (NSTE-ACS=0,STEMI=1) ; 8 ¥ (A% =0,£3%=1) ;COPD 1 (E=0,H=1),
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VEFR IR sh Bk ok AR A AL T B S st 1 Bhiikis ke
WAL ACS KA FERt ™ 2B HEN PrxS W] BEE
IR BUAA R G R A

A EE L PrxS 5 ACS i PCI RJ5 TG
MIRR AT TV, W T 3K PrxS 174h ACS i
# PCI RJ5 TS /) ROC [k, 453 /R H AUC K
T0.8, H AR & H AR5 B AR, i 25 R R W I
W PrxS PEAG ACS e PCL AR FUS A9 I R M (48
B AHESE I LR 4] MACE kB3R K
Prx5 41 MACE KA SARTAL PrxS 4, ILAF, R PrxS
20X A A ) 25 TR PreS 21, bR 4 SR B i
Prx5 /K5 ACS B PCI RJEWR S IMI G, %
T LREE SRR A5 R A COX HRH R R ZHE
[0 Hre i ACS i3 PCI RJSFUS A LN K,
5 R RIS (ACS ZKE S Je COPD 52 J& ACS /3%
TG B S7 FE R 2 PrxS J2: ACS B T gk 7
PRI, BE ACS BRI, MR DI BE 1%
LT (SN I @ T A o S v I i L O B N =)
MACE %A XU '™ . B, 28078 2 % Wi
5 R 22O 0 E B G B IR R 2 AR 9T 4%
HRAIESE ACS S5 42 ACS B3 PCL RS HiE A R
Mfar R 2, % &R R v] e 5L AR T e
WA, COPD B 5 IF KNS 0T W s vy | 12 P il
VRO I 55, 7 5 BN TT 5 A 0 DO B R ), B X
SEGRHIT, PUARINIE RexS T T A #5040 il A
J ik SR A R 1 A L S A5, TR e T A i 44k
o7 PR 407 ) IG5 PN B 0 B e e R 18 AR AN 46
15, T % 48 HCIE 4 A= BRALRE . ASBIF TN i 3¢
Rix5 7K ] S WAL 58 i B S8 A o7 5 R B A 1) G
JKEAT M ACS BRE TG .

25 F AR, ACS 3 PCI RJFIMIE PrxS /KA
HUUGE AR, M3 PrxS K5 ACS &
PCI A J5 HUS % YIAH G, Rl HoK P4 BY F 1 1
Jio AFEALEL AR — & oo, #f

ARBke [ [R]— H X, 5250 45 5 T BE A AE — 2 D 17 5
TR MBI PrxS KV = AR TR LRI
FEERH Prx5 5 ACS BIER K2 ACS 3 PCL AR
Je TS s BE A BRI, R — B I0R B X LA
KNREIATENTE
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