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Abstract: [ Objective] To explore the association between lipoprotein a [Lp (a) | and major adverse cardiovascular
events (MACE) in patients with coronary heart disease (CHD) within 1 year after percutaneous coronary intervention
(PCI).[Methods] Our study consecutively included 297 CHD patients who underwent PCI in our hospital from January 1,
2013 to December 31, 2014 and finished follow—up visits 1 year later. All patients were divided into 3 groups according to
Lp(a)<150mg/L,, 150mg/L.<Lp(a)<300mg/L and Lp(a)>300mg/L.. MACE occurrences were recorded. MACE is defined
as hospitalization for recurrent angina pectoris, unplanned revascularization, acute myocardial infarction, acute heart fail-

ure and cardiogenic death. The different incidences of MACE within one year after PCI between patients with different

W #5 B #5:2021-02-08
EETE : [H5 A AP (81370447)
TEHE R PIRER  R2F 1 B W, BF 53 7 1) - s KR FERE AL , E-mail : yolkliang@163.com; 262 B, Il F/E# , E-mail : gianxx@mail.

sysu.edu.cn



55334 PRIRER G5 IR asK T CHD [ 35 PCIARG 1AF N R RO 148 4 1 AH DG 393

Lp (a) levels were compared by univariate and multivariate survival analysis. [Results] The average event—free survival
time of 297 patients was (11.41+2.04) months. A total of 30 patients suffered from MACE, and the incidence of MACE
was 10.1%. After constructing the event—free survival curves and comparing the survival rate by Log-rank test, it was
found that patients with LP (a) > 300mg/L had a higher incidence of MACE. Cox proportional hazards regression models
were used for multivariate adjustment. As a quantitative variable, elevated Lp(a) level was risk factor of MACE occurrence
in CHD patients within 1 year after PCI [ hazard ratio(HR) per 1-SD increase 1.76, 95% confidence interval (CI1): 1.41 ~
2.19, P<0.001]. As a categorical variable, Lp (a) > 300mg/L was also positively correlated with MACE occurrence within
in CHD patients 1 year after PCI (HR 2.25, 95%CI: 1.38 ~3.67, P=0.001).[Conclusions] The higher the level of Lp
(a), the higher the incidence of MACE within 1 year after PCI in CHD patients. Lp(a) is an independent risk factor for
MACE occurrence within 1 year after PCI in CHD patients.
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Table 1 Baseline information and drug therapy of patients [n(%) ]
non—-MACE (n=267) MACE(n=30) XNz P

Male 187(70.3) 17(56.6) 2.242 0.134
Agelyears 66.54+10.22 66.63+9.78 0.050 0.960
BMI/(kg/m?) 24.45+3.34 24.37+2.85 0.127 0.899
CHD family history 22(8.2) 2(6.7) 0.090 0.764
Smoker 91(34.1) 10(33.3) 0.007 0.935
Diabetes 92(34.5) 19(63.3) 9.608 0.002"
Hypertension 201(75.3) 27(90.0) 3.276 0.070
NYHA heart function 7.826 0.005"

Grade I- I 236(88.4) 21(70.0)

Grade M-IV 31(11.6) 9(30.0)

Creatinine/( wmol/L) 83.2(68.5 ~ 96.8) 67.5(59.9 ~ 132.0) 0.577 0.564

TC/(mmol/L) 4.40£1.29 4.43+1.36 0.114 0.910

TG/(mmol/L) 1.77+1.61 1.59+0.81 0.595 0.552

LDL-C/(mmol/T.) 2.71+1.05 291121 1.012 0.313

HDL-C/(mmol/L) 1.05+0.28 1.02+0.26 -0.488 0.626

Lp(a)/(mg/L) 151.0(73.0 ~ 246.5) 239.0(120.8 ~ 923.0) 3.199 0.001"

Glycosylated hemoglobin/ % 6.0(5.7~6.7) 6.4(6.1 ~6.8) 2.181 0.029"

NT-proBNP/(pg/mL)* 13.104 0.001"

normal 230(86.2) 19(63.4)

grey zone 21(7.8) 4(13.3)

high 16(6.0) 7(2.3)
LVEF<50% 9(3.4) 3(10.0) 3.057 0.208
E/A ratio<1 233(87.3) 26(86.7) 0.197 0.657
Drug therapy

Aspirin 267(100.0) 30(100.0) - 1.000

Clopidogrel 267(100.0) 30(100.0) - 1.000

ACEI/ARB 149(55.8) 16(53.3) 0.067 0.796

B-blocker 118(44.2) 15(50.0) 0.368 0.544

CCB 125(46.8) 12(40.0) 0.504 0.478

Diuretics 43(16.1) 8(26.7) 2.115 0.146

LMWH? 251(94.0) 28(93.3) 0.022 0.883
Statin intensity"’ 9.757 0.008"

Moderate—intensity 257(96.3) 24(80.0)

Low—intensity 8(3.0) 2(6.7)

No statins 4(1.5) 4(13.3)

LVEF': left ventricular ejection fraction; ACEI: angiotensin converting enzyme inhibitor; ARB: angiotensin receptor blocker; CCB: calcium
channel blocker; LMWH: low molecular weight heparin. "P<0.05. * NT-proBNP was calculated using the following classification: “normal” was <
300 pg/mL; “grey zone” was 300-450 pg/mL for < 50 years, 300-900 pg/mL for 50-75 years and 300-1 800 pg/mL for > 75 years; “high” was >
450 pg/mL for <50 years, > 900 pg/mL for 50-75 years and >1 800 pg/mL for > 75 years. ¥ LMWH was only used within 3 days after PCI, not for long—
term. ¥’ Moderate—intensity statin therapy: atorvastatin 20 mg/d, rosuvastatin 10 mg/d. Low—intensity statin therapy: fluvastatin 40 mg/d, simvastatin

10 mg/d, pravastatin 20 mg/d.
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Table 2 CAG and PCI parameters [(x+s),n(%)]
non-MACE (n=267) MACE(n=30) X7 P value

Number of intervention vessels / n 1.37+0.57 1.50+0.68 1.189 0.235
Intervention vessel location

LM 7(2.6) 0(0.0) 0.069 0.793

LAD 172(64.4) 18(60.0) 0.229 0.633

D1 6(2.2) 0(0.0) 0.688 0.407

LCX 79(29.6) 14(46.7) 3.657 0.056

oM 8(3.0) 1(3.3) 0.010 0.919

RCA 88(33.0) 11(36.7) 0.167 0.683

PDA 5(1.9) 0(0.0) 0.571 0.450
Number of stents / n 1.63+0.86 1.97+0.96 2.014 0.045"
Total stent length / mm 43.48+28.48 56.93+27.01 2.465 0.014"
Intraoperative complications 14(5.2) 1(3.3) 0.205 0.651
Post—procedural ¢Tnl levels / (ng/mL) 1.52+5.84 3.62+6.27 1.851 0.065

LM: left main coronary artery; LAD: left anterior descending artery; D1: first diagonal branch; LCX: left circumflex artery; OM: obtuse mar-

ginal; RCA : right coronary artery; PDA: posterior descending artery; "P<0.05.
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Table 3 Cox proportional hazard regression model

Variable B SE Wald x* HR(95%Cl) P

Model 1 Lp(a)/(mg/L) 0.564 0.113 25.005 1.76 (1.41, 2.19) <0.001
Total stent length/mm 0.375 0.172 4.725 1.45 (1.04, 2.04) 0.030
Post procedural ¢Tnl/(ng/mL) 0.338 0.115 8.552 1.40 (1.12, 1.76) 0.003
Diabetes 1.410 0.412 11.699 4.10 (1.83, 9.19) 0.001
NT-proBNP/(pg/mL) 0.607 0.221 7.516 1.84 (1.19, 2.83) 0.006

Model 2 Lp(a)/(mg/L) 0.811 0.249 10.618 2.25(1.38,3.67) 0.001
Total stent length/mm 0.373 0.168 4.949 1.43(1.06,2.00) 0.026
Post procedural ¢Tnl/(ng/mL) 0.366 0.119 9.441 1.44(1.14,1.83) 0.002
Diabetes 1.415 0.411 11.841 4.12(1.84,9.21) 0.001
NT-proBNP/(pg/mL) 0.592 0.218 7.375 1.81(1.18,2.77) 0.002

In model 1 Lp(a) was analyzed as a continuous variable and the result was expressed as HR per 1-SD increase; In model 2 Lp(a) was ana-

lyzed as a categorical variable using a cut—off value 3 00 mg/L.
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