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AR BRI A AL 82 Lp-PLA2 J CXCL12 /K
SN A E PR

KA, X 27 55 TRI I, B/ R, %) B R

E B8R FE B ESE (LD 835 10035 I 8 A GRS IS A2 (Lp-PLA2) K CXCL12 /K F-51A
FITHARERSAFIIIE R . Fok « R BRI S 2 W fhHk (ELISA) K6 80 924 LI 2 (LI K 80 451l [l A fet B A6
A OV IRZL) /I3 Lp-PLA2 J CXCL12 K- FIHZEREFI N EITAS 73 (MoCA) 1A 2 4L FN T fE
M L1 IS Lp-PLA2 J2 CXCL12 7K 5 MoCA PEAF YA a1, B FH 238 & TAERHE Hh 2k (ROC) PFA
Lp-PLA2 5 CXCLI12 X &4F LT E NI Ih RE R i 2 Wik it . £5 5 : LIZL AU Lp-PLA2 & CXCLI12 7K
- e T BRZH (P=0.000) , MoCA P43 s ZME T X BEZH (P=0.001) . Z4F LI #3114 Lp-PLA2 /K F- 5 Mo-
CA PE > 5 7 # 2€ (=— 0.234, P=0.001) , CXCLI12 /K *F- 5 MoCA ¥ 4> £ 1F 4 3¢ (1=0.654, P=0.004) .
Lp-PLA2 5 CXCL122 Wr & 4F LU FIAFI I AER A9 ROC Mk T H A3 4 0.821 F10.887. 4518 : #4F
LI 5% M35 Lp-PLA2 J CXCL12 /K2 T4, M3 Lp-PLA2 J& 84 L1 B Z I BERE RS & 16 P %, CX-
CLI2 2P E

KRR WEBPEIAESE ; 035 A 8 A OCHERR Al A2; CXCL12; IAHIT BERR AR

hES#ES R741;R743.3 XBAARIEES A DOI  10.16780/j.cnki.sjssgncj.2020.03.013

alBriE, XTS5, MR, 45, AR RSB IR AE R Lp-PLA2 & CXCLI12 /K- S5IA I fE R fs il 56 & U],

Mg S DI REE A, 2020, 15(3): 168-169, 179.

J B P AT 5 (lacunar infarction, L) 42 ik At ¥
T 27 B Uk P 2E BT SO SR AT | = — R RR R ST Y
e AL P K 0 A, A R D ) R R s TP Uy
FU, B LTS I FE Kt E5a A AT n L HC
INNTIRE LR 232 B 50 , 7™ 8 23 e oA I A
PR, AR R LU AN R B fs 1Y) = A A
AT R I A I ok FE R A 3 72 v ke B2 A
I, I8 8 F1 A C B IS 1§ A2 (lipoprotein-associated
phospholipase A2, Lp-PLA2) f& 387 & LAY 4 JE b s
Wy, S Sk R AL Y R A R TRAHDG , S 5 LI
BASTR, I B N REAEAE — 5 B IR T AR
¥, CXCLI12 2L F CXC MK i —F,
HZ G HLAR N A2 N 5300 B 2874 P S A, B mT
V5 AR B 335 M A it i A9 07, 3 itk — 25
07, SCRE RS AL A 28 T AR A B T A M Al A
PN 7 24 B A5 SR AR BB kT, 175 1 22 A UM A 24
A AR R O AP 7R T rl e
CXCLI2 iy7KF-IR Al 45 LI Y & 2E o B2 SO N3
AEAHOC . H TR AT K&t SCik 48 ) Lp-PLA2 K&
CXCL12 7K1 25 28 i i A5 9 1) B JR AH G, {FL 3L
5 2BAF LI & A % R BN T RE R R[] 195G 2% v
A AW R AR T A LT Lp-PLA2 Mt
CXCL12 /K5 AR RERRL At (Y 5 2%, - B 400+ T
A PERAR RIS 2%

1 #ER5FE
1.1 —f% ¥
BEHIR B 22 R 20154 8 H 2 20184F 8

WA AT LR 80914 LIZH , P AARUE : 9555
1995 41575 U Y 4 [ fi 1 4577 27 A 25 10 194 fli 1.
BRI WARED, T 203 MR &% DWI R HI2 N
LI; 4R =60 2 3 IR &0 AR <2 il o HEBRARITE :
BEAEAATE O A A B 0T 0 VB S0 s 6
HE M2 R G50 ; R A RE RS ; P i 2R
A AT 8 5 0T Y 24 W s O RS R
115 B IS P B s KB e G . 450, 4 35
il 1% (68.95+6.21) % SCH 6 i, /N 1145, )
23451, e 27 51, R R 1300 Sk R AE TR B
F2 A2 A RS A 1 FE LL{ERR & 45 A 80 141 Ay if 4
B a8 4, 2z 32 9 ; A (67.36+6.33) % s CH 741,
AN 2 b 21 4, b 29 B, e DA b 1 B
2GR 22 B g L (P>0.05) .

1.2 7k

121 MR RAE 2 25 I # Ik il 3 mL,
PAZ R DU 8 e 50 J5 B 17, — 80 C
PRI o SR ELISA G e i) & (Ra st 4R
A= 9 BE B A BR 2 | ) I A il % Lp-PLA2 &
CXCL12 7K B b He A I8 W AR 7 o

122 NHIDIRETHAN % B4 et £l i 25
By B A SR F A 30O 52 R R R DA T A i R
(Montreal Cognitive Assessment, MoCA ) % 37 i #
FIAHI DI REHEA TITAT o 12 A Fh 2 1) B A T
RET) A ERCN GBE AEREMC 2 g
At 7 AR, 3530 0. PR SE U TR
HE BRI, ZHEREE D XU ERTE
MERZE R AN 153, MoCA =263 N IEH , Ml 1]
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PEHIAE 10 min 247
1.3 %itsas®

K HI SPSS 22.0 Aoy Bt , X T Se R GORL, B ek AT
IEZSPEAGYS , Q0 SR A5 2 236 I 12k HL 2 4Ry 2255, R e
Lt e =1 = R <l N S o N [ A3 | S
Mann-Whitney UK. XTF 2028508k, /7 8 0ORER Y
5o BRI ICANE R H Pearson AHSCHE T, ST fa b R 43R
FH Logistic [11J9 4387 . P<0.05 A2 347 G124 5 50, AT # 0
B R AN 565

2 #R
2.1 2#86 7% Lp-PLA2 & CXCL12 K- bk

LIZH 1Y Lp-PLA2 K CXCL12 7K V-2 i 25 o T4 B2, A7 Wik
FE25(P=0.000), FE 1.

#1 240 Lp-PLA2 &% CXCLI12 7K Ho A (aks)
20 531 % Lp-PLA2/(ng/L) CXCLI12/(ug/mL)
X 2 80 7.27+3.02 0.96+0.65
LIZH 80 12.3543.15 3.57+1.10
¢ 10.412 18.271
PIH 0.000 0.000

2.2 241 MoCA #4514k
LIZH T, MoCA $F-43<26 43 49 1 (61.25% ) . LIZH A MoCA

P4 B B A T B2 (P=0.001) 5 LI ZH A4 40 25 1] S AT i
1 GEED EE SER LI R IRZL (P<0.05) , L3R 2.
F2 241 MoCA PR LA (4, xks)

mn i ﬁifi n wEh EE
XHHEZH 80  4.08+0.68 2.82+0.44 5.65+0.66 2.74+0.54
Li4l 80  3.65+0.85 2.76+0.41 5.45+0.53 2.45+0.59
¢ 3.533 0.892 2.113 3.243
P1E 0.001 0.374 0.036 0.001
20531 HEIR [F]1Z FEM] g 0 gE Ay
X HEZH 3.14£0.95 5.86+0.36 1.45+0.53 26.27+2.23
Li4l 2.54+£132  5.83+0.41 1.53£0.54 24.95+2.87
¢ 3.300 0.492 0.946 3.248
PE 0.001 0.624 0.346 0.001

23 %4 LI &% Lp-PLA2 & CXCLI12 7K F 5 MoCA #4548 %
e Xoiis

SBAE LI Lp-PLA2 5 MoCA P43 2 A G (=—0.234,
P=0.001) ; CXCL12 /K - 5 MoCA 43 5 IF #H 5 (r=0.654, P=
0.004) .
2.4 #HFLI%E 3 Lp-PLA2 & CXCLI12 /K 34 1A 4n o 44 1% 5344
EAC)

£ IC AT s B LR, Lp-PLA2 KPS 5U i 2 4F LT
AT G FEAT (4 57 5 6 P9 2 (P<0.05) , CXCL12 K& 52 i)
EAE LU E NI RE A A sy R4 B 2 (P<0.05) , 3% 3.
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#3520 MoCA PE43 1 Z K 2 Rl 434t
MRHNE  WBIHRE SEE  PMHE  ORME  95%CI
Lp-PLA2  —0558 0274 0.042 0.572 0.01~32.407
CXCLI12 0.862 0411 0.036 2368 0.952~5.887

2.5 Lp-PLA2 & CXCLI2 #F4& # 4 L1 B 2 iAo 2 AL 5504 4
By A

K HH Lp-PLA2 ZWii] , ROC [if1£k T HIFUA 0.821, s N
90.2% , FE 5B A 51.9% ;5% F CXCL12 2 Wi, ROC 4k T il
4 0.887 , SHURKE Hy 85.2% , F 5 B R 82.4% , ULIEI 1,

A B
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3 Tig

LIFE A NG R0 R 1K 20%, 1 H. 50% A1 (1R 8 2 1%
HFE £ (1) MR AT U0 Bk B A AR AL . LTS 8 £ R AS [ i
JE AN RE A, 7™ F A TN T R B AR 0 — 20 % oA I A
PEBIRY, ABIFSE & B LT A MoCA P4 B E IR T IEH A,
PR LIS D) g i i e i 43 , 5 SR W A RS AHAT . LS
HR I IA RN ) B B A R P M R A L i R AR A R
AT LA B R S 1 fh i, i ] P 4t bt 405, %
DM 5% 5y 32 0 40 MRS 28 B 3 0™ 800, Rk, R 24K
BETE R LS I A DI RERE AT , E 2RI (5 B AL K B
FTRE S22 (W zs 8] T TRE D ERB T GBS %),

Lp-PLA2 J& TBEIR I B 0% T il it 2 — , EE A E
W20 M A5 AN 380, Lp-PLA2 /K15 50 ik bt b At £ A i ke .
PEPEE 0 & A 5 & R B UIAH G , ] A Sk F000 i A 4 25 3 B it
B R TS W AR YR e bR ARG R, LIALRY) Lp-PLA2
AT S X IR, HHOKOT- 5 83 MoCA P43 T A 56, $2
R e 7K Lp-PLA2 ¥ I E SR 5 A D e Bt , 5 2 ) Bh A5 9fF
F—F, MO, AT FIH AT 45 R 7R Lp-PLA2 J&2 L1 B H &
AN RE RS AO FE R TR 2 22—, T e & A LU, ML B3I
RS TS 7 A0 A R AR RIS P T, S B A, A
77 5 1 6 M R L A58 405 o O A A 0 i — 2B 5 S RRE N,
Lp-PLA2 7K F-BH & T , R N = ) 26 38 R G A 7= A
LI IREAT TR , 1% B8 iy Lp-PLA2 3 (U R (5 5 15 10 B 5 |
AL Sl o P M 483 403 1) 2 — 20 R R 3 BB OV T RE . A,
Lp-PLA2 KE-Fh s £ e L1 R 3 sh Bk EE AL AR BE | 3 ni i 20 27 2
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