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[MZE] B® BiTaith s E Z i A% 88 9 (proprotein convertase subtilisin/kexin type 9, PCSK9) 7K 3
T 2 ST Bedh & AL JILFEE (ST-segmentelevation myocardial infarction, STEMD) (& 2 T ] = BAR R .0 & &
4 (major adverse cardiovascular events, MACEs) (I R (. Fik HELEHSE STEMI B 90 #l, i E B8 A B
Y14 %2 48 Je S R B kA AR J7 (percutaneous coronary intervention, PCD) , i1 U Jik ifin >R FH B8 156 4 528 T8 o 552 3690 9% 4
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FO B e B R DT L 10 S B MACEs, fe K BEVII A )y 30 d, il 5 ROC M £E 3F#r PCSK9 #iill STEMI #3534
MCAEs WG IRME . 48R & PCSK9 44 % A% % & JI§ & 1 8 [# B (low-density lipoprotein cholesterol, LDL-C)
OIS E H 1 Ceardiac troponin 1, ¢Tn 1)K ¥ MACEs % 24 5 Tk PCSK9 41, JC 3 {1 4 77 if ] 48 T %
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[Abstract] Objective To investigate the clinical value of proprotein convertase subtilisin/
kexin type 9 (PCSK9) level in predicting the short-term major adverse cardiovascular events
(MACESs) in patients with acute ST-segment elevation myocardial infarction (STEMI). Methods

A total of 90 STEMI patients were recruited consecutively. All patients received percutaneous
coronary intervention (PCI) after admission. Venous blood was obtained and PCSK9 levels in
peripheral blood were determined by enzyme-related immunosorbent assay (ELISA). In the
meantime, patients were divided into high PCSK9 group (2=45) and low PCSK9 group (n=45)
according to the median PCSK9. All patients were regularly followed up after discharge, and
MACESs of patients were recorded. The maximum duration of follow-up was 30 d. Results Age,
low-density lipoprotein cholesterol (LDL-C) and cardiac troponin [ (cTn [ ) levels, and
incidence of MACEs in high PCSK9 group were higher than those in low PCSK9 group, while the
event-free survival (EFS) was shorter than that in low PCSK9 group (P<C0.05). PCSK9 level
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was positively correlated with LDL-C and negatively correlated with EFS (P <C0.05). The area
under curve (AUC) of PCSK9 in predicting MACEs in STEMI patients was 0.843 (95% CI ;
0.722—0.964). High PCSKY9 level was an independent risk factor for MACEs within 30 days in

STEMI patients (P<C0.05). Conclusion

Patients with high levels of PCSK9 have a high

incidence of MACEs and a short EFS, and PCSKY is related to inflammatory indicators and lipid

disorders, which is a potential marker for predicting MACEs within 30 days after intervention in

STEMI patients, and is also an independent risk factor for the occurrence of MACEs.

[Key words] ST-segment elevation myocardial infarction; proprotein convertase subtilisin/

kexin type 9; major adverse cardiovascular events
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FRAE T 20N B B 58 R A it A T B0 R B0 ke s il O
ZRF W, SR AR O S AN R FAE L EE
STEMI & A AR5 iz 9] Ko 3 95 45 32 31 W 35
SZM [l AR AE 98 AT AT, STEMI B35 40 E 1+ i
M VR B 2 AT H 5% B 9 (proprotein convertase
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(ZME ST Bt ¥ 8.0 JILAE 56 12 W FLIG 97 46 B
(2019) . G AbR#fE: ©LL STEMI by 15 212 Wi
@ 0 ) g F 2 HRE] 12 hs O A4LJR ¥4 % PCL; @
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Table 1 Comparison of clinical data between two groups
(n=145)
3 B AR TR IR 1= g il 3 i) 78 15F 1] PRSI GE  AR
ZH 7
CBIEL, %60 (r£s5.%) CBIEL Y0 B Y (xr£s,h) L)
& PCSK9 4 26(57.78) 54.92+8.14 23(51.1D) 11(24.44) 8.36+2.18 31(68.89)
Ik PCSK9 4 30(66.67) 51.03+£7.29 31(68.89) 14(31.11) 9.0742.27 27(60.00)
X2/t {8 0.105 2.388 2.963 0.498 1.513 0.776
Py 0.746 0.019 0.085 0.480 0.134 0.378
15 TR A 1 2 TR DA EANES /LY Hir BE L LR AE LDL-C HDL-C
A
' s IR %) S S (zts,mmol/L) (& +s,mmol/L)
= PCSK9 41 17(37.78) 9(20.00) 5(11.1D) 24(53.33) 3.2240.93 1.21£0.25
ik PCSK9 # 22(48.89) 13(28.89) 7(15.56) 28(62.22) 2.8040.88 1.1640.26
X2/t 1.323 0.963 0.385 0.729 2.201 0.930
P 1A 0.250 0.327 0.535 0.393 0.030 0.355
5 TC TG CK-MB ¢Tnl MACEs To g 1 A A7 15 1]
) (x £s,mmol/L) (x £ s,mmol/L) (x +ts5,U/L) (x £s5,pg/L) (%, %) (r£s,d)
B PCSK9 4 5.2141.33 1.55+0.61 89.424+11.89 13.82+3.52 15(33.33) 19.3744.16
ik PCSK9 2 4,98+1.41 1.77%0.65 84.51+13.22 10.73+3.66 5(11.1D 22.824£5.29
X2/ {8 0.796 1.656 1.785 4.082 5.239 3.479
P4 0.428 0.101 0.078 <<0.001 0.025 <<0.001
2.2 Pearson HHEXMEHT  Pearson A8 & 1E - #r 45 L0
B R, PCSK9 KFE Y5 LDL-C(r=0.721, P = 0.
0.029) & ¢Tn I (r=0.696, P<C0.001) & 1E M %,
FLY5 5 5 6 1 77 I T 2 1 (= —0.737, P = 06
i
0.042) , By
2.3 PCSKY #iill STEMI &% MACEs 9 lifi JE ffr
NN < y 3 . § . 0.2
6 i ROC #iZEiT4 PCSK9 Bl MACEs By #fr
{H, 45 % 5o~ , 2 F 1 2 Carea under curve, AUC)

7 0.843,95% CI.0.722~0.964, f% £ 12 Wi {5 K
4217 pg/L BURE N 0.841, K F N 0.763 (A
D
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Figure 1 The clinical value of PCSK9 in predicting MACEs in
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patients with STEMI

2.4 STEMI # % MACEs WGl £ 08 LU
MACEs (& = 0, 5 = 1) A A 28 &, LI PCSK9
(PCSK9>th i % =1, PCSKO<< 1 i1 5 = 0) , 4E i
R > 8 =1, F << i 8 =0) J¢ ¢Tn |

(eTnl >Hfifi=1,cTnl <HHif=0NHERE
AT 0 Logistic B4 43 H1 . 45 5 R, PCSK9 4R
% K cTn 1 #J& STEMI ¥ MACEs 9 & (6 [H &
(P<<0.05) . L% 2,

R 2 IIT Logistic B T4 #r &M STEMI 2% MACEs ERE =
Table 2 Binary Logistic regression analysis of risk factors affecting MACEs in STEMI patients

78 I I 22 4 P i 22 Wald X* {H PH OR f& 95%CI
PCSK9 0.256 0.031 2.072 <20.001 1.941 1.216~3.462
R 0.423 0.164 3.286 0.034 3.574 1.863~5.294
c¢Tnl 0.097 0.005 1.135 0.041 1.339 1.048~2.612
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