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[ ABSTRACT ] Aim To evaluate the levels of plasma lipoprotein associated phospholipase A2 (Lp-LPA2) in pa-
tients with coronary heart disease (CHD) and provide effective biomarkers for early diagnosis of acute coronary syndrome
(ACS). Methods 230 subjects with angiographic inpatients were didvided into three groups: ACS group with 98 ca-
es, Non-ACS group with 81 cases, and normal cornary artery group (NCA) as control with 51 cases.  ACS group includ-
ed unstable angina pectoris (UAP) subgroup with 61 patients and acute myocardial infarction ( AMI) subgroup with 37 pa-
tients; Non-ACS group included stable angina pectoris ( SAP) subgroup with 49 cases and chronic total occlusion ( CTO)
subgroup with 32 patients.  Plasma concentrations of Lp-LPA2 in all individuals were measured using commercial kit by
enzyme linked immunosorbent assay ( ELISA). Results Lp-LPA2 and hs-CRP levels were significantly higher in
CHD patients including ACS and Non-ACS groups than in NCA group (P <0.001). ACS group showed very significantly
higher Lp-LPA2 levels (P <0.001) and higher hs-CRP level (P <0.05) than Non-ACS group.  Compared with NCA gro-
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up, subgroups including UAP, AMI, and CTO subgroup showed obvious increases in plasma Lp-LPA2 levels ( P <

0.001), and SAP subgroup showed no significant increase (P >0.05).

subgroup (P <0.001).

Hs-CRP level was significantly higher in every

Conclusions Elevated Lp-LPA2 levels in CHD patients suggest the instability of atheroscle-

rotic plaque and may be viewed as aneffective indicator for prediction of ACS.
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Table 1. Basic clinical data in each group
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5/ () 23/28 28/33 17/20 22/27 14/18
BMI(kg/m?) 24.5+3.2 25.5+2.8 24.1+3.4 24.7+3.0 25.8 3.7
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Table 2. The changes of plasma Lp-PLA2 and hs-CRP lev-
els in ACS group and non-ACS group
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Table 3. The changes of plasma Lp-PLA2 and hs-CRP lev-
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Table 4. Logistic regression analysis between plasma Lp-PLA2 levels and coronary heart disease
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WA 0. 365 0. 658 0.339 0. 637 1.533 0. 475 ~4. 948
Ei 0. 068 0. 037 7.538 0. 001 1.15 1.128 ~1.267
3 W B Lp-PLA2 JZ W5 A2 KGR Z —, 7 F &t

ACS 114 i PG A5 20 [k o83 A B8 AL BE R A HE 18
K B B MR MR T A A AE R A J5
(2 551020 A e 1 5 6 TR 28 R 4 RE A 3 40 4 1 440
M2 IR IRSEIN 1 C ROV AR I G R o
S5 e B AR SRS B AR Z T ST A TESE , (EANfiE
fERERT A ACS SH0F, B 89760 BUW N 1 B BF 58
A PRI SE — KR, Lp-PLA2 AE 2 — R0 (4 1l
HEHNRIER T, H 5 ACS AasE MEBEH C R 1Y A
FE VAR RO 2 i w2

45. 4 kDa, NKH Ca®* BLIG , &A 441 DR FERRIEFE
B 22 S R R I , 32725 e W4 T 9 B0 &4 e LA A A
FANM S Wbtk A MLV AEER 0 A HF Y Lp-PLA2
ISR A4 & e X7, Hrh 2405 LDL 45
A, DR 5 e % BE R 85 1 (HDL) DA KR4 B2 B
EH(VLDL) 454 Lp-PLA2 /K fift %8 Ak A 25 i

B AR A A SR TR g s TR AR I A AR, 7
JERFU IR ST S T A, 5 | S R A A Ak
TG AL R LS Vi LR B S B R e 5 % I 4 P B
Tfe a0 . oA i /)N b 3 4R K e il D Rk 42 1F 3 bk



832

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 9,2012

SREREfL A R

HATAMFFE R, Lp-PLA2 5 LDL &Il & 4R
481 Ry S U 11 S 3 i ST A DG L 2R 5 50 e R A
RIEBEYIRC, 5 Oofe B AL 45 ACS I ACS &
1% Lp-PLA2 1 hs-CRP 7K V-4 4R 8l Ik 1F % 3%
B3, HOACS B I3 Lp-PLA2 Fl hs-CRP 7K
e ACS B, (AR /AT h o, 5 0 R
L%, Ir A W4 hs-CRP 7K & 3 38 &, {2 Lp-
PLA2 /KF-7E SAP 41 JCHA W34 &, T 78 AMI 41 UAP
4 .CTO H¥ W FHW H ., #2758 Lp-PLA2 & hs-CRP
PINTAE S ACS M AE bR &Y, (0 hs-CRP (147 5 M
A, 3R Lp-PLA2 76 30 ik 3 B 1 Ak BE B )=y

HELA AR (W 2R5A & T R i A8 RRE K N B2 T Rk

ZALA AR X RE SRR &, 1T hs-CRP S —HE{R M %
FE N =), o2 — AR RE S M R AE bR R, FoRR R
Fonl Sz slgs 2 e > DR, R T A
1) 56U ANRRE TR BRI AR 754, B ACS I R 2
IR, T H ET T Lp-PLA2 5 5 4R 3 fik ok A
T AL BEBR AT R P (0 VA 4 AR R 3

M 7€ SAP B E K Lp-PLA2 JC I 234 &
Ifii hs-CRP 7E SAP (&5 J& W] b 1 = 1, A 55 45 21
HE— 478 Lp-PLA2 AE by 5600 9 AN B e PE BE B 1)
PR, 76 R W se AR I kA AR P BB () A0 {7 T
P TAE 50 hs-CRP, IR, 3 = 1Y Lp-PLA2 /K-
W RN ACS TR S kAT, X 5 LLRT A5
SERA—EC W, G ST R UE S AR S Lp-
PLA2 #1135 Darapladib 7] LA FH. 11 2l ik ok £ il 16 B
PR R ek, B TR, Wik, Lp-
PLA2 AT LAE A PF-Ak 2 Ik o83 A B B e M 1
AW, A T B A AR PEBEHR AR Y T AT

[&E k]

[1] Toth PP, Mccullough PA, Wegner MS, et al. Lipoprotein-
associated phospholipase A2: role in atherosclerosis and u-
tility as a cardiovascular biomarker[ J]. Expert Rev Cardio-
vasc Ther, 2010, 8 (3) . 425-438.

[2] Oei HH, van der Meer IM, Hofman A, et al. Lipoprotein-
associated phospholipase A2 activity is associated with risk
of coronary heart disease and ischemic stroke: the rotter-
dam study[ J]. Circulation, 2005, 111 (5);: 570-575.

[3] Danesh J, Wheeler JG, Hirschfield GM, et al. C-reactive

[

protein and other circulating markers of information in the
prediction of coronary heart disease [ J]. N Engl Med,
2004, 350 (1): 1 387-397.

[4] ACC/AHA. Guideline updates for the management of pa-

[

tients with unstable angina and non-ST segment elevation

myocardial infarction[ J]. Circulation, 2002, 106 (4) . 1
893-900.

[5] Van de werf F, Ardissino D, Betriu A. Management of a-
cute myocardiol infarction in patients presenting with ST-
segment elevation. The Task Force on The Management of
Acute Myocardial Infarction of European Sociaty of Cardiol-
ogy[J]]. Eur Heart J, 2003, 24 (1) 28-66.

[6] Smith SC Jr, Feldman TE, Hirshfeld JW, et al. ACC/
AHA/SCAI 2005 Guideline Update for Percutaneous Coro-
nary Intervention-summary article: a report of the American
College of Cardiology/American Heart Association Task
Force on Practice Guidelines ( ACC/HAH/SCAI Writing
Committee to Update the 2001 Guidelines for Percutaneous
Coronary Intervention) [ J]. Circulation, 2006, 113 (1)
156-175.

[7] Hansson GK, Nilsson J. Atherosclerosis as inflamation; a
controversial concept becomes accepted[ J]. J Intern Med,
2008, 263 (5) : 462-463.

[8] Zalewski A, Macphee C. Role of lipoprotein-associated
phospholipase A2 in atherosclerosis biology, epidemiology,
and possible therapeutic target [ J]. Arterioscler Thromb
Vasc Biol, 2005, 25 (5): 923-931.

[9] Wilensky RL, Hamamdzic D. The molecular basis of vul-
nerable plaque: potential therautic role for immunomodula-
tion[ J]. Curr Opin Cardiol, 2007, 22 545-551.

[10] mNZR, MU, EA4548. RHE AR CHENRRE A2 Fof
WEFEHEREL)]. o [ 3 Bk AE Ak A i, 2008, 16 (11):
922-924.

[11] Rosenson RS, Vracar GM, Helenowski I. Lipoprotein as-
sociated phospholipase A2 reducies oxidized fatty acides
[J]. Cardiovasc Drugs Ther, 2008, 22 55-58.

[12] Lavi S, McConnell JP, Rihal CS, et al. Local prduction
of lipoprotein associated phospholipase A2 and lysophos-
phatidylcholine in the coronary circulation association with
early coronary atherosclerosis and endothelial dysfunction
in humans[ J]. Circulation, 2007, 115; 2 715-721.

[13] Bitla AR, Reddy PE, Mpnohar SM, et al. Effect of a sin-
gle hemodialysis session on inflammatory markers [ J ].
Hemodial Int, 2010, 14. 411-417.

[14] Kolodgie FD, Burke AP, Skorija KS, ey al. Lipoprotein
associated phospholipase A2 protein expression in the nat-
ural progression of human coronary atherosclerosis [ J].
Arterioscler Thromb Vasc Biol, 2006, 26 2 523-539.

[15] Patrick WS, Hector MG, Buszman P, et al. Effects of the
direct lipoprotein associated phospholipase A2 inhibitor
darapladib on human coronary atherosclerotic plaque[ J].
Circulation, 2008, 118. 1 172-182.

(MSCHHE SCEI





