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BE. B R IEE SRS A2 (lipoprotein—associated phospholipase A2, Lp—PLA2) K B 5 w0 IR Bh Ik
SKOREREA IR RS CRb s ) P BERR L AOREOCE A 3E SRATBEITTEIAAF 9T 757, AGZEM 2013 F 52 2014 SRR RE N
REBERH TR E A A IR Gk 678 i, EEITAE NBEE A F oL, L= EEDLGER
BIFKIE R LE R BT IR B S SR LS R R A 3 AXS IR (HESR T O9R ) R B 20 GRER Bk
BRAE<50%) | BT AR (B SSEEAIRBIIIR A >50% ) LS 22 SOm A2 (B SZ B = SO IR A >50%) o 1t Lk 5y
H B AR E B TR TR, AN R 2 3T 2 5T il13 Lp-PLA2 IR 5 bR sl 28 S22 AR
FME, BRI Lp-PLA2 MR SRERBIFRAE SR A B MM, R (1) SHAAMM , 230k AEH 8
H BT S S R AR (1R NEE ) (a) IREEAT Lp-PLA2 IR BRSO M s e (Sl ) B T
BN = FE AR E P H RS IE E O A IR, ZRRA ST L (P<0.05) , Hop&Arm S A,
ESTHITFEN(P>0.05) , (2) ZRERIHSHTEE R TR, MIE GG F a6 51 W | i R R
FENEE O HERE &% IS I ERE BIEE S A EIEED BIRE)S, 3 Lp-PLA2 JRE SR sl R AR
T B AR (OR=1.053,95 % C1:1.025~1.069, P<0.05) , #4518 13 Lp-PLA2 IR S iRal o ke i 2.
A TSN, SIS KNS Lp-PLA2 3K AT I R SR 3 RO

KRR THIRBSIIKER ; IR & AR SCHEREAERG A2 FHOCIE
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Relationship between lipoprotein-associated phospholipase A2 and the severity of coronary artery disease

CHEN Jin, CAI An-ping, LI Xi-da, WEI Xue-biao, ZHOU Ying-ling, LI Li-wen

(Department of Cardiology, Guangdong Cardiovascular Institute, Guangdong General Hospital, Guangdong

Academy of Medical Sciences, Guangzhou 510100, China)
Abstract ; Objectives To investigate the relationship between plasma concentration of lipoprotein-associated
phospholipase A2 (Lp-PLA2) and the severity of coronary artery diseases (CAD). Methods Cross-sectional research
was performed and totally 678 participants were enrolled and performed coronary angiography (CAG) from 2013 to 2014
in Guangdong General Hospital to figure out the number of coronary artery stenosis. According to CAG results,
participants were divided into control (excluded CAD), non-significant stenosis (< 50 %), single vessel stenosis (> 50% )
and multi-vessel stenosis (two or three vessels > 50 %) groups. Baseline characteristics were recorded and compared.
Statistical analyses including multivariate regression analyses were performed to evaluate the relationship between plasma
concentration of Lp-PLA2 and CAD severity. Results  (1)Compared to the other groups, male patients and the
percentage of patients with smoking were more in multi-vessels group ,and plasma concentrations of lipoprotein(a) and Lp-
PLA2 were also higher in multi-vessels group. In contrast,the percentage of patients with hypertension and plasma
concentrations of high-density lipoprotein cholesterol (HDL-C) and Apolipoprotein A (ApoA) were lower. All the
differences between groups were significant (P<0.05). And other variables between groups were insignificant (P>0.05).
(2)Multivariate regression analyses revealed that, after adjusting to traditional risk factors including age, gender,
smoking, hypertension, diabetes mellitus, low-density lipoprotein cholesterol (LDL-C), HDL-C, ApoA and ApoB,Lp-
PLA2 was still significantly associated with the number of CAD, and the odd ratio was 1.053 (multiple-vessels stenosis
group versus control group, 95 % CI 1.025-1.069, P<0.05). Conclusions Plasma concentration of Lp-PLA2 is
independently associated with the severity of CAD, and it may be used to evaluate the development of CAD.
Key words; coronary artery disease ; lipoprotein-associated phospholipase A2 ; relationship
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T AR Bk ks BE R A DR GREvs ) 1T 52
WA BEIER MBI R R e R~
ER B REERFI, SIKRAE SRR FERE L
A R R SCHE AR, ARE ARSCIERRIRRS A2
(lipoprotein-associated phospholipase A2,Lp-PLA2)
2 EH A B Bl v W 2 i 5 2% A I T 43 2 Y
g W I, B A T RE RAE R NS s A0 R 8% A
PRTN B2 40 R BhRE LA 8 0 oo 1o B ke 34X B Y
TERE4, BREA T34 RER, MK Lp-PLA2
IRERT &S OME FEN LA B —ERNHER
PEST1, BRI, Y Lp-PLA2 IR 5 50 R &
TR Bl Pk B 7 B B R A5 BB AE S H AT R 58
LB o BRI, ZARBE S0 % PRI i 5 05 70, 1%
T3 Lp-PLA2 IR FE 57 IR s o 48 SO AR
KA, Mt R] A g 2 — 28 T e 50 b2 R AR Al AT
R

BRI T E

— R

A 2013 £E & 2014 fRAE] AE AR ER S
B2, FAT IR sh bk R & RO 5T % 3L 678 51,
WA AR B F A D8k Sl = EdE L
N EIREI SR B R, RIETIREIIE R
EER ) BEETE NEEE D A IRA (HESREO
) AEM™ BB A A GREIR Bhi 45 <50% ) | BRI
AL (BT TR R BB %S >50% ) DN 2 SR A5 4H
(W78 = SR B 72 >50%) .

1

1.1

1.2 ARGE
IRPE ER A EH, WS AR BB R LR TR
BEATHES, RN R A2 R E T 2 DT i
Lp—PLA2 IR 5 5L R AN 25 32 FU AR S
1.3 R ER

BHAf I 2% Lp—PLA2 IK 5 4R 8h ks 28 %2
LGN Ve RV IEP S
1.4 S

SR H SPSS 18.0 et RS B T4b B 17
EIEES MR TR A (s ) F0R, AR ERER
K AW FEAR 8058, RFE ESO MR
HERER FH M(Ps~Py) TR, R HAESER S . i
B RER HE 230K, RAFRE ., RHZH
75 AW IME Lp—PLA2 IR & 564K Bk e 45
FEEEFRIMNE . DL P<0.05 A ZEBESITHE X,

2 & R
2.1 REBHELERILE
(R IR Bk S 45 R, #F 678 Bl Ak

Ty RN R AR E SRR A R SI R 2 SOR A A
SHAAM, 2 30K A B SO %
MR Z (MR E D (a) IR Lp-PLA2 ¥k
BERSEs, el e R L B M 3 = 3 B 2R
HHEREATEAEE O A IRERIR, ZRA5T
HE(P<0.05) ; Hax R B R AR L, 2R TSE
T2 (P>0.05) 4 HERLRTTRITLAR TRV 1
=233,

R1 SAESHHITEERLERER [x£s]
HAl X RRZH JEr B FASTHRER ESaLES P{E
n 103 190 293 195
s, % 60.57+9.57 62.77+10.68 64.70+10.83 61.79+11.84 0.002
B bmaEE /% 6.33+1.59 6.50+1.37 6.44+1.25 6.48+1.38 0.727
JEUIE [E S/ mmol - 1! 4.54+1.07 4.29+1.01 4.41+1.22 4.43+1.08 0.316
= HE/mmol - L 1.74%1.40 1.59+0.97 1.60+0.95 1.64+1.13 0.792
1R FE i 25 1 PHE B/ mmol - L' 2.72+0.89 2.57+0.86 2.67+0.98 2.79+0.91 0.263
e NS 2 F B S/ mmol - 17! 1.08+0.26 1.02+0.27 1.000.25 0.90+0.17 <0.001
HASE M A/mmol - L 1.18+0.24 1.14£0.32 1.10£0.25 0.98+0.20 <0.001
ZHASE M B/mmol - L' 0.81+0.18 0.77+0.19 0.80+0.22 0.85+0.28 0.071

®2 BAFESHTHHERZABILER

[M(P25~P75)]

H Al X R AH e E PR FASTHRER ES e P{E

n 103 190 293 195

ZS B I /mmol - 1! 5.41(3.78~13.64) 5.64(5.06~6.94) 5.74(4.97~7.49) 5.85(4.92~8.22) 0.148
JEE I (a)/mmol - L™ 96.05(27.06~158.56) 130.15(66.79~293.25)  172.97(82.43~420.94) 176.97(101.09~289.26)  <0.001
Lp-PLA2/pg-L" 7.37(2.34~15.78) 5.94(2.89~8.55) 8.56(5.34~11.95) 8.68(5.56~13.27) <0.001
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®3I J[ETHELTRILE
FEERE BEORER

[n(%) ]
£ P

AR WA

n 103 190 293 195
B 67(65.0) 154(81.1) 225(76.8) 159(81.5) 0.006
FiEsL  8(7.8) 12(6.3) 12(4.1) 6(3.1) 0.216
W AR 25(24.3) 73(38.4) 105(35.8) 87(44.6) 0.006

191(65.2) 103(52.8) 0.025
93(31.7) 60(30.8) 0.396

EILE 67(65.0) 108(56.8)
MR 24(23.3)  61(32.1)

2.2 ZREEHSHTER

AT M I Lp-PLA2 IR T & 5w Ik sh bk
AR SRR ORR S, BA T T T 2 R R SHT,
GER TR AR IEES RN R Ewy MR R | i
FE PRI RS e & S S & R &
FHEES ZAEE D A FIE =N AB IKE G, M2
Lp-PLA2 I B S550IR B oS 28 s2 X B A Az A7
F 4 (OR=1.053,95 % CI.1.025~1.069, P<0.05)

3 W #

AIFFRERFR, W TET KRB IEFIE
SEMAER R RS, I3 Lp-PLA2 IR #Y 7T
= SR BN oW 28 SRR A O AR, FRoRIL
I Lp—PLA2 JRIE 11155 m] BEHE D0 5 ik ok R AL
It , shAR B M 2% Lp—PLA2 JREEXS TR IR
BNPR AR it R B A BT G AR E

TR EL R A9 R B s M 3¢ () AR A 1 T
MEZERR . —, HREEFT At
RETE R TP B A tE PRt , SR AR o s Y
PR S ET TE R A EEN SR, E
P8 B A DL ) L5 TR Sk PN B 2 B ) 28 i
SRz 2 A B EIAR G, sl rh Lp-
PLA2 7K EE RO TF et TR s sfs FE B L iy 2k e th 2
ARSI, SR, 32§ Lp-PLA2 JKFE
fTHE A REAS TR RSk 28 FORRRE B AT
ESTEAEL i

AWFRER TN, BETRIBORERERER
INE, M3 Lp-PLA2 iRk 20 H Z Tt &
%, B2 NFRTT E TR IEESR G R anEi |
0 R | IR M B S5 R AR K Lp—PLA2
WREE T a5 5 e IR o 28R R B A 7 AR
KM BABAR XAl BE S FHLEIA 8 (1)
Lp—PLA2 fE35 (@t FEDESR i RE S R FHEaU L
BEEOE, PIE AT INE N R A B RE RIS R Y
AL, dhifnfidt R R EE N R Ry
TR, T S ECR - BESR R T pFIRERE 5 (2) M

Lp-PLA2 I 5 i F w5 =] DARE DN ifn /N O 330E , M
i 5 2R IR Sh bk Y B2 4R e i )N B L R
TEEBEH ) 2 8 5 (3) M3 Lp-PLA2 IR B (s
AT DL B I R - A B DL Bt/ 4T V8 R 58
IR, M E—CREE - aE (s rEpt
HITE BRI 5 (4) 3¢ Jm , I 3E Lp—PLA2 JREEHIFF
] BB S EUN 2 AR ThRE R S, Mt S8l
EEZE R, E7 IR DhREIRGR |, [t A0 N7 38 18
T LN ORGP DL B 111 22 8 OIS

KW RAFE—E RBRYE . (1) A0F 58 A Al
TR, T G W T i 9 AR 5 P A [ JR B
M, AR BEAF R AL AR M AAT 5 ; (2) ANWF 9 45 SR TE it
FHBAMWORE SRR &, HEES AR, Hit, 4
J& BT FF R HHE PRI 90 it — P T M 2 Lp-PLA2
W R S (RSt BB e e ;. UK
PRI 2% Lp—PLA2 ¥ /& 75 RE S 4L 28 Bh ik ok 1
MR

22 FPFIR ¥ Lp-PLA2 IR 5 TE R SR
BREERE - ENMEHE, s NimiE Lp-
PLA2 IR R H TR IR AR AR O 2 e

SE K.
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