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A B E G R RA L RYE Lp-PLA2 K-F 44 Lp-PLA2 3¢ &40 (164 4)) F= Lp-PLA2 EF 4(78 4]), tb4x 2
WEFOERTH BECHE LM 6 ANATRP EZ2CAERRFHFMACE) 69 & AW LF AR AR
HERSH LpPLA2 K FE BRI MRABREREN KL, ER LpPLA2 58 eB 8 KEEREGRZERZ
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MEFEHROSHANEEHT LpPLA2 ¥ S, £33 A %t 3 &L (P<0.05), £ 6AAMmEsay, Lp-PLA2
¥EHM MACE X A %25 F LpPLA2 EH4A . AP A BB CKR. O N RBREIFRLEFLEK, £FH %3
FEL(P<0.05), &t £EZBMSTHEBSZACMEAEF.LpPLA2 KF5 BRI RBE S ELEME. L
SHEETHERERRRE G —AT2FnE T,

KBH:EEROMMAWLAHENMNE A2; ZHSTEXSZAECIEL; FTRIKREY; RBECHH; &
o R ROE A

REES LS R42.2+2 XHEARERD: A MEHE:1672-9455(2018)15-2239-04

Clinical value of serum lipoprotein associated phospholipase AZ in patients
with acute ST-elevation myocardial infarction
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Abstract:Objective To assess the clinical value of serum lipoprotein associated phospholipase A2 (Lp-
PLLA2) levels in patients with acute ST-elevation myocardial infarction (STEMI). Methods A total of 242
consecutive patients with STEMI were enrolled from March 2016 to March 2017 for retrospective study. The
basic information,echocardiographic data and major adverse cardiovascular events (MACE) that followed up
for six months in patients with hyper-Lp-PLLA2 (n=164) were compared with those in patients without hyper-
Lp-PLA2 (n=78). The relationship between the level of serum Lp-PLLA2 and the degree of diseased coronary
artery was analyzed. Results Serum Lp-PLLA2 correlated positively with total cholesterol,low density lipopro-
tein cholesterol (+=0.501,P=0. 023;r=0. 653, P=0.017),whereas correlated negatively with high density
lipoprotein cholesterol (r= —0. 436, P=0. 028). And a significant association between serum Lp-PLA2 and
one or more diseased vessels was observed (P<C0. 05). Left ventricular end-diastolic diameter and the rate of
diastolic dysfunction were found to be more in hyper-Lp-PILA2 patients than those in the non-hyper-Lp-PLLA2
patients (P<C0. 05). Higher incidence in left systolic dysfunction was discovered in hyper-Lp-PLLA2 patients
(P<C0.05). Also,hyper-Lp-PLLA2 patients had more follow-up MACE. Conclusion Serum Lp-PLA2 level cor-
related positively with the severity of coronary artery disease,hyper-Lp-PILA2 patients after STEMI tended to
have higher incidence in left systolic dysfunction and diastolic dysfunction,and Lp-PILA2 is an important pre-
dictor for the risk of cardiovascular events.
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M PRI 1 20 ST B dh i B0 JILEE AL /B 38 242
B AF 1% 30 ~78 X, M4 Lp-PLA2 /K434 Lp-
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T TCI S A B I e i R S Bk 2 IR 52, 359 05 Sk 3
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I I I8 A 1 A e R 0 L U T (D 5 & 5K e 40 0 L
W CA I HLAE, B E/A<<1 2 Wk 260 % &7 1k ) BiE
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1.3 Srif2#ab¥ SR SPSS 19. 0 it b2k 1744
PEab 3, RIER MR R UL T2 s FoR AL
BRI ST AEAS ¢ K58 V1O L DL B 8 R R
ISR R T 5”5, A G 43 B >R Pearson £
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2.1 2HEREMIEARR 2 H4BRFEFR EHN LT
i) AR 5 e H L A L PR TR L TR L s i s OB PR S ]
BAERLTER T, ZR B gt E X (P>
0.05), Lp-PLA2 4] hs-CRP /K& F Lp-PLA2
EHH, ZRE5 %2 X (P<<0.05), 0,3 1, Pear-
son F &40 M7 i % Lp-PLA2 /K45 TC.LDL-C £ 1F
3 (r=0.501,P=0.023;r=0.653,P=0.017) ,Lp-
PLA2 5 HDL-C 2/ tHX (r=—0.436,P=0.028),
Lp-PLA2 5 TG. hsCRP J #f 2% (r = 0.081, P=
0.648;r=0.089,P=0.651),

x1 2HEBENERER[zEsHn(%)]
21 51 n I () B 1R IR W5 IR 155 JIg I SE W% T 46 8 (kg/m?)
Lp-PLAZ iE %41 78 60.32410.93  66(84.6)  40(51.3)  23(29.5)  27(34.6)  51(65.4) 25.79+1. 81
Lp-PLA2 15 41 164 61.58+10.28 145(88.4)  87(53.0)  56(34.1)  82(50.0)  114(69.5) 25.8142.02
P 0.517 0.271 0. 782 0. 241 0. 058 0. 205 0. 754
21 n LpPLA2(ng/ml)  TCGmmol/L) HDL-C(mmol/L) LDL-C(mmol/L)  TG(mmol/L)  hs CRP(mg/1) R (pmol/L)
LpPLA2 E#4l 78  176.3142134  4.67+1.01 1. 0420, 21 3.06-£1. 07 1642108 19.6824.99 3505851 62
LpPLAZ 741 164 315.24430.28  4.79+1.58 1024015 3174121 L9241.15 25864587  498.26-78.52
P 0.000 0. 063 0. 067 0. 065 0. 084 0. 046 0. 069
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(Z+s5,mm) @+s5.%) [n(%)] “H(240.36+14. 49),(276. 49 +10. 42),(315. 31 £+
LpPLA2 [E#%4] 78  A7.734.84 60,738, 61 43(55. 1) 30.16) ng/mL, B & 7 ik #5242 > £ Ay 3% s i Lp-
LpPLA2 7541 164  53.5846.32 5430421047  11167.7) PLAZ K- A R 3t 580 A [7] 568 ko 22 S804 TR] P
P 0,001 0,001 0,027 Wi HL s, 22 R E Gt 24 7 L (P<<0.05),
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E% 40 LVEDd W] . /NF Lp-PLA2 #2541, LVEF
BE T Lp—PI A2 B E AL E/A<<] BB 8 /N T
Lp-PLA2 #5422 55 ¥ A ge it % 5 L (P<C0. 05) ,
W 2,

2.4 VI IA

Bt 5 . Lp-PLAZ 37w 4 B £

MACE %4 %% T Lp-PLA2 1E 4 41, Hrp 2 46
PO SO O ) R RO AE R A R R A
Goit2fm L (P<C0. 05) , 1M 2 28 8] F- Y0 WLEE BB | FRIR
132 B OB O AR R AR . 2 5 gt
&N (P>0.05), % 3,

%3 2 A EE MACE B8 [n(%)]

4151 no O B FRUCL WU SE U IMLIE T IR B OHRE EBE
Lp-PLA2 IE# 41 78 11(14. D 6(7.7) 5(6.4) 8(10.3) 6(7.7) 5(6.4)
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P 0.046 0.118 0.088 0.026 0.065 0.015
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