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Impact of lipoprotein —associated phospholipase A2 on adverse cardiovascular events in hospitalized
patients with acute myocardial infarction

SONG Wen-ting , LI Xiu ,WANG Dan-dan , GUO Xing-mei , LIU Xiang-li

(Department of Cardiology, The Second Hospital, Tianjin Medical University , Tianjin 300211, China)

Abstract Objective: To determine the prognostic utility of lipoprotein —associated phospholipase A2 (Lp-PLA2) for in—hospital
major adverse cardiovascular events (MACE) in patients with acute myocardial infarction(AMI). Methods: A total of 167 patients referred
for AMI participated, including 86 patients who were diagnosed as ST-segment elevation AMI(STEMI) and 81 patients without ST—elevation
(non-STEMI)) ,while 80 patients without AMI were selected as the control group. The following in—hospital MACE were recorded: death ,
remyocardial infarction , angina pectoris after M1 , acute heart failure, and life threatening arrhythmias. The Lp—PLA2 levels among each
group were compared, and the correlation between in —hospital MACE and Lp —PLA2 levels was explored. Results: (1)The plasma
concentration of Lp—PLA2 was higher in patients with AMI than those of the control group, and the STEMI group was the highest, P<0.05;
(2)The occurrence rate of in—hospital MACE was elevated significantly with the increased level of Lp-PLA2, P<0.05; (3) Levels of Lp-PLA2
were significantly higher in patients suffered from an event than those event —free subjects [(288.732+124.873) ng/ mL »s (231.537+92.059)
ng/mL], P<0.05; (4)Lp-PLA2 was found to be an independent risk factor in AMI patients for the in—hospital MACE in the regression
analysis. Conclusion:Lp—PLA2 is positively correlated with the in—hospital adverse cardiovascular events in patients with AMI, and it’s an
important biomarker in the risk stratification for in—hospital AMI patients.
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Tab 1 Comparison of clinical data among the patients of STEMI,NSTEMI and the control group

ikl n B (%) AFiS% BMI/(kg/m®) il E/m(%)  WERIG (%) WiAESE/m (%)  WehA /(%)
STEMI 41 86 62(72.1)% 64.48+13.11 24.85+3.02 49(57) 17(19.8) 15(17.4) 49(57)*
NSTEMI 81 61(75.3)% 64.78+10.47 24.56+3.18 49(60.5) 22(27.2) 16(19.8) 53(28)*
XJHRZH 80 43(53.8) 64.08+9.33 25.37+3.27 54(67.5) 27(33.8) 13(16.3) 36(45)
Fix? 9.917 0.081 1.363 1.995 4.15 0.350 6.88
P 0.007 0.923 0.258 0.369 0.126 0.840 0.032

SRR UL, *P <0.05
F2 3IHEBEBEXENIEFRAKFIFLL (xs)
Tab 2 Comparison of laboratory characteristics, LVEF , Lp—PLA2 mass in patients of each group(xzs )
210 CK-MB/(U/L) ¢Tnl/(ng/ml.) D-dimer/(mg/L.) Fg/(g/L) 1 41H/(10°71) LVEF/%
STEMI 24 134.26+92.85% 23.61+16.04%* 0.90+1.52%* 3.38+1.02% 10.45+3.56%* 50.45+9.20%
NSTEMI 41 66.57+59.15% 10.19+15.43% 0.60+0.64 3.30+0.97* 8.36+2.75% 52.82+9.25%
XFHRZH 10.82+17.27 0.011+0.03 0.48+0.58 3.0+0.62 6.93+1.86 59.48+7.92

F 69.484 4212 4212 32.527 23.05

P <0.01 0.016 0.016 <0.01 <0.01
ikl TC/(mmol/L) TG/(mmol/L.) LDL~¢/(mmol/L) ~ HDL-c¢/(mmol/L) hs—CRP/(mg/L) Lp—-PLA2/(ng/mL)
STEMT 41 4.63+1.06 1.71£1.06 2.97+0.93 1.054+0.24* 31.66+54.34+ 277.16+121.61%*
NSTEMI £ 4.61+1.32 1.79+0.95 2.93+1.08 1.04+0.24%* 15.08+24.30%* 228.99+88.74%
payiite:l 4.64+0.91 1.701.10 2.92+0.80 1.16+0.28 3.86+8.14 175.67+87.38

F 0.016 0.177 0.067 4.899 13.092 20.917

P 0.984 0.838 0.935 0.008 <0.01 <0.01

5% A, #P<0.05; 5 NSTEMI 4H He#5 , *P<0.05
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Tab 3 The occurrence of adverse cardiovascular events among each groups[n(%)]

2H 51 n DURTESET RIS ERINE P Stk JrEs HAE MI LB AR
STEMI 41 42(48.8)*" 9(10.5)* 23(26.7)* 7(8.1) 2(2.3) 1(1.2)
NSTEMI 41 23(28.4)%* 2(2.5) 12(14.8)* 5(6.2) 1(1.2) 3(3.7)
poyiE| 4(5) 0(0) 0(0) 3(3.8) 0(0) 1(1.2)

%R AR, #P<0.05; 5 NSTEMI 4H L8 |, *P<0.05

%*4 7AFE Lp-PLA2 KFLMEEHRERILR
Tab4 Comparisons of the occurrence rates among different
Lp-PLA2 levels

M5 Lp-PLA2 25 /(ng/ml) n DAMAE S (%)
14 <138 62 5(8.1)

24 138~210.5 62 17(27.4)%
34 210.5~309 62 20(32.3)*
44 >309 61 27(45.8)*

514 *P<0.05, 5 2 4 H i P<0.05
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Tab 5 Logistic regression analysis of correlation between Lp—PLA2

and the occurrence of cardiovascular events
PSS B SE  Was Sig Exp(B) Exp(B)I95%CI
¢Tnl 0.031 0.011 8.880 0.003 1.032 1.011 1.053
Lp-PLA2 0.006 0.002 7.901 0.005 1.006 1.002 1.009
D—dimer 0.444 0222 3.997 0.046 1559 1.009 2.408
hs-CRP  0.016 0.006 6.522 0.011 1.016 1.004 1.029
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