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[Abstract] Objective: To study the change of plasma lipoprotein-associated phospholipase A2 (Lp-PLA2) concentration in patients
with acute myocardial infarction (AMI)and its correlation with cardiac function after AMI. Methods: Ninety consecutive AMI patients
who met the study criteria were enrolled. The plasma Lp-PLA2 levels were measured immediately after admission (TO) , the next day
(T1) , the third day(T2), and the seventh day (T3), N-terminal pro brain natriuretic peptide (NT-proBNP)was measured one month
after AMI(T4) , left ventricular ejection fraction (LVEF ) was measured by two-dimensional echocardiography at T1 and T4. Pearson
correlation analysis was used to analyze the correlation between Lp-PLA2 and LVEF or NT-proBNP. In addition, 48 healthy volunteers
and 43 stable angina pectoris patients were enrolled as the controls. Results: The level of plasma Lp-PLA2 showed dynamic changes
after AMI, it was increased significantly after the onset of the disease, but decreased to normal level after 7th days of admission
[ (61.42+36.99) mg/L. vs. (49.83+27.17) mg/L, P > 0.05]. The correlation analysis showed that there was no significant correlation
between on-admission plasma Lp-PLA2 and C-reactive protein level (r=0.06, P > 0.05) or between Lp-PLA2 and cardiac troponin T
level (r=-0.07, P > 0.05). Further studies showed that there was no significant correlation between plasma Lp-PLA2 level at TO and
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plasma NT-proBNP level at T4(r=0.16, P > 0.05) or LVEF at T4 (r=-0.09, P > 0.05) or the difference of LVEF between T1 and T4 (r=
0.04, P > 0.05). Conclusion : The plasma level of Lp-PLA2 showed dynamic changes after AMI, which reflected the unstable state of

artery plaques, but it was not related to the recovery of cardiac function after AMI.
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Table 1 Baseline characteristics of STEMI patients and

comparison between the high and low Lp-PLA2

groups
EWEH Rk
I RV (n=45) (n=45) 't P
Il PREEAS T 1
AEWE (%) 67.36 +12.10 60.51 £9.82  2.95 <0.01
Bn(%)] 32(71.11)0 40(88.89)  4.44 0.04
EIEn(%)] 28(62.22)0 30(66.67)  0.19  0.66
BRI n(%)]  9(20.00) 13(28.89)  0.96 0.32
BMI(kg/m®) 2426+£2.69 2422254 007 098
adiiest ] (h) 8.56+244 6.16+501 289 <0.01
SR E SRR
A (mmol/L)  6.55+2.44 849+487 239 0.02
TC(mmol/L) 452+1.13 457+1.15 021 0.82
TG (mmol/L) 125+056 1.77+1.06 291 <0.01

LDL-C(mmol/L.) 273+0.91 265090 042 0.67
HDL-C(mmol/L.) 1.16+0.30 1.06+032 153 0.12
JLEF (mmol/L.)  83.80 +31.94 74.62 £ 30.21 140  0.17
hs-CRP(mg/L)  16.12 £29.28 12.65 + 1427 0.71  0.48
WBC(x10°4/L) 10.18 +3.35 9.64+3.14 0.79 043

¢TnT(ng/L) 821+9.78 6.63+£879 081 042
Il R FH 2517550
[n(%)]
T ] DA 45(100.00) 45(100.00) 0.00 1.00
iy T2 45(100.00) 45(100.00) 0.00  1.00

BAZIRRHA 2L 38(84.44)0 39(86.67)  0.09 0.76
BMI: R B H5 4 TC : AR TG Hil =8 ; LDL-C: IR S5 FE AR
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Figure 1 Comparison the LVEF of STEMI patients at 1

month after myocardial infarction between the

high ( >median) and low ( <median) Lp - PLA2

groups
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Figure 2 Levels of Lp-PLA2 in different time after on ad-
mission in STEMI patients
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Figure 3 Correlation between the level of on admission Lp-PLA2 with hs-CRP,TC,LDL-C and cardiac troponin T

) r=-0.09,P>0.05 30
604 teeae . ~ 20
S 007 XLt T CHRT
— . ® .
= 40 .":’ Dt . E 0
= . -10
=020 3

0 50 100 150 200 250
Lp-PLA2(mg/L)

.:8 *’n'

50 10 150 200 250
. Lp—PLAZ(.mg/L)

r==0.04,P>0.05 ¢

r=0.16,P>0.05

NT-proBNP (mg/L)
o N & o ®

0 50 100 150 200 250
Lp-PLA2(mg/L.)

A:Lp-PLA2 5.0 14 A LVEF AR B: Lp-PLA2 5 T4 M T1 LVEF 25{8(A LVEF) AR ; C: Lp-PLA2 50485 14 1fiL 3% NT-proB-

NP #eBEAH KA

4 ABEBEDZI(TO)Lp-PLA2 K E S 2O AESE /5O ThREMR X 14

Figure 4 Correlation between the level of on admission Lp-PLA2 with cardiac function after acute myocardial infarction
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