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[ ABSTRACT ] Aim To explore the relationship between lipoprotein-associated phospholipase A2 (Lp-PLA2) levels
and carotid atherosclerotic plaque in patients with acute cerebral infarction ( ACI). Methods A total of 82 ACI pa-
tients from June 2013 to October 2014 in our hospital were selected as cerebral infarction group, and a total of 82 healthy
people were selected as control group. The total carotid atherosclerotic plaque score were tested by color Doppler ultra-
sound. The serum Lp-PLA2 levels were detected by ELISA.  The relationship between serum Lp-PLA2 levels and acute
cerebral infarction size, carotid atherosclerotic plaque Crouse score in patients were analyzed by Spearman correlation.
Results The Lp-PLA2, hs-CRP, TG, TC and LDLC levels in infarction patients were significantly higher than those in
control group, HDLC levels were significantly lower than that in control group (P<0.05). Crouse score, Lp-PLA2 levels
had significant differences among the three groups of carotid atherosclerotic plaque block grade I, I, 1. Lp-PLA2 lev-
els increased with the grade and the degree of injury (P<0.05). Lp-PLA2 levels was positively correlated to Crouse
score, infarct size (r=0.823 and r=0.879, all P<0.05). Conclusion It shows that Lp-PLA2 levels and atheroscle-
rotic cerebral infarction are closely related, Lp-PLA2 levels may reflect carotid atherosclerotic plaque and infarct size,

which can be used as predictors of cerebral infarction.
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F1. MAZRE—RBERLE (n=82)

Table 1. Comparison of general data of the subjects in the

two groups
moH oA FE 20 X B PH
EIR (%) 56.3+8.6 54.8+7.9  >0.05
B/ L () 50/32 46/36 >0.05
W BRI (1) 39 37 >0.05
o IR (451 35 32 >0.05
WA (157 24 21 >0.05
R (1) 18 15 >0.05
I FHEE (kg/m?) 25.12£2.11 24.86£2.34 >0.05

1.2 HeBRdRAE

K BT RO FE M Lp-PLA2 254 5 3 B B % |
K FRIR EREAH, & km#; B
MEH FEREIRALHEE,
1.3 Il Lp-PLA2 hs-CRP LDLC,HDLC,TG.TC #§
FRAG

FraFREHTLEThiERE RERXEH K
1 10 mL, B &, B 3 & ) ELISA 421 Lp-PLA2 /K
S, PR AR BB B E R $EAT 4R 1, Lp-PLA2 KA &
W % E ADL 8 4 7= (7= & % 5 5106-PL-010) ; [7]
B>k H S 7600-110 4 B 34 A& 447 SO T hs-
CRP .LDLC .HDLC TG % TC &,
1.4 SAFNBKEEEEULBIMR Crouse B EE 7%

B N\ IE % B Philips 1U-22 %6 % & $hi0 &
AU I [0 B B kB B Bk L BTSN B Bk L BB Bk
A XEBALA NS & A B E B AR A 5 % B
e B AR 4, BN S 3h Bk FE v BE SR 2 Fa O % ) B B
RERY, IR NMEE SN0 %, L3
Bl R — AN Bd, b8 IE<30%; 11 4. F 3
el & 30% ~50% , 3 & AN S %, — Ak
PEH>50%,H £ NI (ED —ANFEIER)
1.5 SFitFESH

K SPSS 17.0 it A AT 24T, R W9 LR XK
X HRE X # e EApf it EXRA vt
s K&, R B EFE = 50 Kot £ % K F Spearman
HK A, PA P<0.05 H ZRAERITFEL,

2 &% R

2.1 WAZKE ST EWLFIBIRLE

A BE 40 5 % Lp-PLA2  hs-CRP . TG, TC
LDLC /K 5 & 5 T B2 HDLC /K i 2 T4
W2 B EA G422 5 (P<0.05 5 P<0.01;%2) ,

* 2. MAZRE ST &M ZIEFRILE (v+5)
Table 2. Comparison of blood biochemical indexes in the

two groups(x+s)

5 n R
Lp-PLA2(pg/L)  138.13£60.96 269.67+128.31"  0.013
hs-CRP (ng/L) 6.52+2.24 18.24+6.88" 0.014
TG ( mmol/L) 1.07£0.25 1.54+0.43" 0.034
TC(mmol/L) 4.22+0.95 4.91+0.52° 0.041
LDLC( mmol/L) 2.87£0.47 3.19+0.51" 0.024
HDLC (mmol/L) 1.76+0.36 1.27+0.64" 0.032

ah P<0.05,b & P<0.01, 5%f Ba4H b4k,
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2.2 AMREIEEEZARRBHR S K Crouse FR4F0
Lp-PLA2 7K F L %2

SbEINRESE R BB T 2% I 9 A I 2% = 4[]
Crouse F141  Lp-PLA2 /K i 22 55 B B & vk
(P<0.001;%3),

R3. DENEEEZEEZELEBRTHR Crouse 53 F0 Lp-
PLA2 7K L3 (w£s)
Table 3. Comparison of Crouse scores and Lp-PLA2 levels of dif-

ferent plaques in patients with acute cerebral infarction(xs)

BEHL 2% n Crouse Lp-PLA2(pg/L)
1% 34 3.28+0.27 201.47+22.69
I 26 3.92+0.14 272.13+18.15
I 2% 22 4.46+0.36 370.96+24.98
FAH 55.413 83.069
P 0.001 0.000

23 RAMERBEEAREEHEIERGESE Lp-
PLA2 7K Lb %

BRI P 20 | v AR b 2 40 45 4 N B e 2
WAL Lp-PLA2 KPS HAE B EME (P =
0.000;% 4)

x4 AERERRRREEME
L& (wxs)
Table 4. Comparison of Lp-PLA2 levels in patients with acute

REH51% B & Lp-PLA2 7k

cerebral infarction with different degrees of neurological im-

pairment ( x+s)

y n Lp-PLA2( pg/L)
TR R 2 45405 2 37 206.83+104.66
rh R 2B 5 4 25 272.15+109.31
G EZS AL 20 381.26+115.24
F 14 58.296
PIH 0.000
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BT R IEAHSE(r=0.823,P<0.05; & 1) ,Lp-PLA2 /K
S SRR T AR S IEAE K (r=0.879, P<0.05; 8 2)
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Figure 1. Correlation analysis between serum Lp-PLA2

levels and Crouse scores of carotid atherosclerotic plaques
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Figure 2. Correlation analysis between serum Lp-PLA2

level and infarct size
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CRP 7K F-Fh = T g 5 i A A6 A 56, 5 [ P9 Sk 5 285
SR AL, #E— 25 UE 52 391 2 Bk ok A R AL AT BB S Lp-
PLA2 /K- FH ARG, Lp-PLA2 7Kl 4 S 1 3 ik
SRR AL 1 A AT 1 2 5 8 bR S0 20 Jik s R R Ak
PEH T 2% T A0 2% =2 18] Crouse £143 Lp-PLA2
KOV EA B 322 5 BEr 3 I, Lp-PLA2 7KV T
B ARG RE L R Lp-PLA2 JK VB 2 oh RE 4 44
A FEHA TN 5 5 Lp-PLA2 7KF 5 Crouse £ A
BTN IEAH 56, $27R Lp-PLA2 7K -5 #8 46 1 £
BN IKoR A O AL AR B AE O, AR FIUIRAS Lp-PLA2 AR
B LDL T IfiL 3% A 2R, Lp-PLA2 i ¥ 3 ik ik RE A 1k
5HA T 0 JE A5 5 0 A 5, A OCHLH k7R N
LDLC UUFLF 3l Bk BE , 9k A fk A ox-LDL, ox-LDL #%
Lp-PLA2 7K fiff A B AU 25 DR TR S A R A T i
MBPBERR , 5 B0 R A 53R 22 1 8 1 5 1l v 26
£, BT B h ks A Ak BE e, {15 596 4 BE B AR
SEPEREAR T P B RS 2 5 B v 4n i vE T ot
T, R BEHLE K R BEH T 81, Lp-PLA2 /-5 7= 2R 1)
2 i R (75 L I 4 iR R 1l KT T i, BER ) 46
PESEINCS ) R IT R, RORE S A AR AE TS
FOEEELR ST AT T R A, S KT H
XFF Lp-PLA2 7KF-5 i A5 SE. 11 BR A4 A OGP BiF 58 358
o ARG EE R Lp-PLA2 /K5 Crouse £
g3 FEACTH AL 2 IEAH G, #8678 Lp-PLA2 7K Al /E
Jiki R BE T3 J TPAG 0 T 48 A , I R4 1 5B AR Lp-
PLA2 I 1T R AIG 3h ok o8 A 1 A0 B B, 5 1 F o ik
SRR AL ME AR AT R YT

25 BT IR, Lp-PLA2 7KV 55 3l ik ot A 5 1 4 i
FEHEAT G, AT Jiz i £ 5 51 5 Jk o5 Ao s 1 ke % i A
FETIRRG O, TAE Ry A HE A T DU A
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