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[# ZE] BRI IEE A AHCHE R A2 (lipoprotein-associated phospholipase A2, LP-PLA2) 5 54k )i ik i R fL 22 1]
HOAHSCHE . 773 RIS mt BE RO 5 — B B e O I R B 28 3 119 (I AT, O Ie flk i 52 St s A el ks 722 ) 83 441
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linked immunosorbent assay , ELISA ) A8 I =18 C )5 )7 2 14 (high sensitive C-reaction protein , hs-CRP) , # el A D- — 5
IR o K SRR T o 25 S B 53 o 1 SO 2 32k 2 S+ /8 1R (3 32k 3 32+ 48 1 3 41, {1 Gensini 143
LKA TR A TR, B85 R O AL 4 LT LP-PLA2 \hs-CRP } D- SR /K W48 7 ik i 5 P P2 B 275 (P<0.05) o AN
IFi S o AR P £R % 22 [R] LP-PLA2 il hs-CRP HLAT it 25 5 (P<0.05) o i#F— 25 1) Pearson AH 43T i /R LP-PLA2 il hs-CRP
555t k28 Gensini P4 ELAT BRI CBE A IEMIDEE R (7=0.418,r=0.365, P<0.05) . 53 : Ifil 7 LP-PLA2 .hs-CRP 2 D- 3R {A&
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Study on the correlation of serum lipoprotein-associated phospholipase A2 with coronary
atherosclerosis

Zhang Yanda, Hong Mei", Zhou Haibo, Jia Zhigiang

Department of Cardiovasology ,the Second Affiliated Hospital of NMU ,Nanjing 210011, China

[Abstract] Objective: To investigate the association between serum lipoprotein - associated phospholipase A2 (LP - PLA2) and
coronary atherosclerosis. Methods: A total of 119 inpatients from the Second Affiliated Hospital of NMU were selected in this study.
Eighty - three patients with coronary atherosclerosis were included in the coronary lesion group, and 36 people without coronary
atherosclerosis were included in the negative group. LP-PLA2 was detected by enzyme kinetic method , high sensitive C-reaction protein
(hs - CRP) was detected by enzyme linked immunosorbent assay (ELISA) , and the level of D - Dimer was detected by immune
turbidimetry. The patients in the case group were divided into three groups including 1 branches, 2 or 2 branches lesion + left main
lesion, and 3 or 3 branches lesion according to the number of diseased coronary artery. The severity of coronary artery lesion was
evaluated by the Gensini integrations. Results: The serum levels of LP-PLA2, hs-CRP and D - Dimer in the case group were
significantly higher than those in the control group (P < 0.05). The levels of LP-PLA2 and hs-CRP were significantly different between
patients with different severity of coronary lesions (P < 0.05). Furthermore, Pearson correlation analysis showed that LP-PLA2 and hs-
CRP had a low-level positive correlation with Gensini score (r=0.418,7=0.365, P < 0.05). Conclusion: The levels of serum LP-PLA2,
hs-CRP and D-Dimer were correlated with coronary atherosclerosis. For patients with coronary atherosclerosis, serum levels of LP-
PLA2 and hs-CRP can only provide a limited reference value in assessing the extent of coronary artery lesions.
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SeE R B bk o 4 B Ak 4 o0 JDE 9% (coronary artery
disease , CAD ) 42 7 R 2y Jlk o83 FF 8 £ 5 | 3B i 755 e A8
K BHZE S ECO LSRN SEEFIRTE R . R SE
T, AR CAD SBT3 5 4l 5L B M JE T2 A 1Y
30% , ™ AL FH NAERR A UL o R T
IR, AT A2 B Ik B Ak 1) R Al 76O 1l A
o 4 AR R R TPl B E AR RO T R C RO
£ M (high sensitive C-reaction protein , hs-CRP){E &y
PNBIRIESREY) , AU CAD HE i B BUEIR AR
17 H. 5 3 Rk HE R AL % A R ARG . 25T
B, T R B LA R S M A AE A RS W i £ AR
K W I ¥ A2 (lipoprotein - associated phospholipase
A2,LP-PLA2)Z: 5 CAD [ L3 sk A RE AL 510
BEAh, D-RAKRNE ]y SR 4T 4 2R B =1, 2
VR PN i R S R I O HE O bR 35, TR O 5 e R
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WF 58 1Y J7 1k PR T e R 3h bk s+ 1k 5 1L LP-
PLA2 .hs-CRP 2 D-— MK AR Sk K Ll R

1 XWHMAE

1.1 %
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L1191, MR e Wk 5 4t FR A 5T X 52 0 A ek
ok 9 78 20 A eE ik 1 5 PR e AL o G b i o A 4
83 1], 55 47 4], %z 36 19, 4F- 1% 40~88 % , V- P 4T 1%
(68 £ 12) % . 7k kit 5% Bk 40 36 i, 55 10 ], %
26 5, AE 1% 44~94 % AR (62 £ 10) % T fik
i 70 2 7B e ok s R A IR A T K o R B A
i B IOk 78 53 S SR L E O 1 SRR
22+ E TR 3 LWL+ A FE TR
A8 3 4, IR Gensini PR3 X} 6 ki A L i A7
VAL, 43 R B PR R B AE 34, IS
FRUEANT < e ok 0 A8 8 I e A FR B <25% 0 143,25 %
~<509%°H 243 ,50%~<T5% 5 453 , 15%~<90% 1 8 4%,

90%~<99% 4 16 43, =99% K 32 4% o K 7 Bk 4% 4%
TORAEAFAY o IR L R IR A A28 22 £ T
543, 75 B R S B ol 2.5 4%, 28 Il JiE S il By Ry
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TN 0.5 4, FEJE AN S R 0.5 4y, FE A I A
153 450728 S5 4 SR BI Ry BB 118 e Jokos 28 ke
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J% W Bff 3K 35 (enzyme linked immunosorbent assay,
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P, 7 2257 E1T LSD Z 8 AR, 7 2455 47 Dun-
nett T3 22 5 H %5 5 2% JH Pearson #H 3¢ £ 43 #1 LP-
PLA2 hs-CRP 1 D- — 5RAK 555 Ik Gensini 1431 4
Ktk P<0.05 HZEFAGIFE L,

2 &% R

2.1 RRIRE A Fe ARk E 7S P M4 dn iF LP-PLA2
hs-CRP & D-=Z 1R /K ph g

55 et Jok it 52 B 2 A L, e fokos 28 21 S8 4 1035
LP-PLA2 hs-CRP }% D- — BAAK /KA , W4 4%
ZRAGIFE (P <0.05,%1),

®1 BHREAMBIKER R EA M LP-PA2.hs-CRP K D-Z R4k F L5
Table1 Comparison of LP-PA2,hs-CRP and D-Dimer between the coronary lesion group and the negative group

(xxs)
20 531 LP-PLA2(pg/mL) hs-CRP(mg/L) D-— A& (mg/L)
Tk AEZH (n=83) 255.36 + 133.01 445 +4.96 0.43 +0.55
SEE Ik S B4 (n=36) 177.31 + 88.06 2.56 +2.34 0.27 £0.23
tf 4.06 2.82 2.25
PH <0.05 <0.05 <0.05
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22 BHRRHEARE BB E LB F fiF LP-
PLA2 . hs-CRP % D-= 4k K- pb gz

PR R 5 2253 BT 387 A ) el ko A8 S B R
MLY% H LP-PLA2 \hs-CRP J D- — KK 2 [[] 25 57
TG E (P >0.05,%2).
23 KR AR R KR KA B f i LP-
PLA2 hs-CRP & D-=F R K-t

AN TR ek fokoi 72 A8 B2 A8 8 LT Y, LP-PLA2 F1l hs-
CRP 7K F- 25 Gt 2 L (P<0.05) , D- R 4K
FEFTGIHFE L (P>0.05), #F—LL2H

I3 A 2% B0 56 ik R G A8 4H LP-PLA2 /K V-4 % i
74 2 v R A 2 B I A i (P<0.05) , et Ik R
2 hs-CRP 7K-P-H052 B A8 2H I 1 4 55 (P<0.05)
56 ik B 78 2H hs-CRP /K -5 Fp R AR 21 L 3 22
SIS (P> 0.05) , 76 ik b B A8 20 2 i
Ji%5 25 2H LP-PLA2 Fll hs-CRP 7K - 2% % 5t it 3 X
(P>0.05,%3),
2.4 ## LP-PA2 hs-CRP & D-=F AR KT 5 &Rk
Gensini #F 269 48 %

Pearson A1 &4 43 # i 78 LP-PA2 Fl hs-CRP 7K

K2 AEBHRET L EEMELP-PLA2. hs-CRP & D-— Bk E L&

Table 2 Comparison of LP-PA2,hs-CRP and D-Dimer in patients with different numbers of diseased coronary branches

(xxs)
21 5] LP-PLA2(pg/mL) hs-CRP(mg/L.) D- "R {K (mg/L)
1 329078 2H (n=30) 252.13 + 132.62 448 591 0.40 + 0.62
22 AL TR A (n=27) 224.52 + 136.83 4.17 +4.36 0.48 + 0.60
33 AL TR (n=26) 291.12 + 125.65 4.69 +4.51 0.44 + 0.41
FA4 1.70 0.07 0.15
P >0.05 >0.05 >0.05

®3 FREBRETEE RS MiE LP-PA2.hs-CRP K D-Z Rk F Lb %
Table 3 Comparison of LP-PA2,hs-CRP and D-Dimer in patients with different severity of coronary artery disease

(x+s)

415

LP-PLA2(pg/ml.)

hs-CRP(mg/L.) D-—R{k(mg/L)

BRBEIAE (n=33)
HEERRAR (n=29)
A (n=21)
F{H 8.36
P <0.05

202.21 +111.13
253.14 £ 129.12
341.95 £ 129.99*

2.80+2.22 0.44 + 0.66

4.04+5.14 0.39 £ 0.45

7.59 + 6.40° 0.48 £0.49
7.04 0.15
<0.05 >0.05

SRR HL S, P<0.05; 5 EERAR A H AR, *P<0.05

55K Gensini W43 HA i 3 A e (7=0.418 , =
0.365,P < 0.05) , 1fif D- 2R 7K V55 Gensini 153 7C
BH S AH G (7=0.100, P > 0.05) .
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LT 7K fi# 1 (platelet-activating factor acetylhydrolase
PAF-AH) , 844 PAF 7K fift IS TG P Y I8 1M 1 AR
FEIR 7~ (lyso-PAF ) ATk /D S E K il #e A2 i, BAT
—E MY BRI FEREALAE o [ LP-PLA2 38 1]
DL it K i SR A AR B AR 2 1 P A AR B L 2R
5 1. UR % I8 (1ysophosphatidylcholine , lyso-PC ) Fl 48,
AT ES Bg 1R (oxidized fattery acid, ox-FA ), X T
JEZAE AR Wy J5ie 3 453 10 P B A0, 36 T PA) B2 B RE S+
U €Y IES R RYNE 1 S R A Y A 7 N a e i)
WkokREREARAE T K g a5 s HLIA Y
LP-PLA2 ({2 Sl Ik sk RERE AL AR IR THi sl ik ks e Al
FRAEHIT . eAh , SAE S 3 7 H hs-CRP K B
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