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Abstract: Objective To investigate the changes of serum lipoprotein-associated phospholipase A2 (Lp-PLA2) levels
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in patients with vascular cognitive impairment ( VCI) and its predictive value in the cognitive impairment. Methods Fifty pa-
tients with cognitive impairment after stroke admitted to Dongguan Houjie Hospital from May 2018 to January 2019 were
selected as VCI group,and another 50 patients without cognitive impairment during the same period were selected as control
group. The patients in the VCI group were divided into vascular dementia ( VD) group (n =28) and non dementia vascular
cognitive impairment (VCIND) group (n=22) according to the degree of cognitive impairment. The serum level of Lp-PLA2
of all patients was detected by enzyme-linked immunosorbent assay at onset,6 months and 1 year after onset; the cognitive
function of all patients was evaluated by mini-mental state examination( MMSE) and montreal cognitive assessment( MoCA ).
The changes of serum Lp-PLA2 levels of patients in the three groups were analyzed,and the receiver operating characteristic
curve was used to analyze the value of the serum Lp-PLA2 level in predicting the occurrence of VCI. Results The number of
infarction , history of alcohol consumption,age , National Institute of Health stroke scale (NTHSS) score, years of education, the
levels of homocysteine and Lp-PLA2 were correlated with the occurrence of post-stroke VCI (P <0. 05). Multivariate logistic
regression analysis showed that the old age, high NIHSS score, less educational experience , elevated homocysteine and Lp-PLA2
levels were the independent risk factors of VCI in stroke patients (P <0.05). There was no significant difference in MMSE,
MOCA scores and serum Lp-PLA2 level at onset,6 months and 1 year after onset in the control group (P >0.05). The
MMSE,MOCA scores and serum Lp-PLA2 levels of patients at 6 months and 1 year after onset were lower than those at onset
in the VD group and VCIND group (P <0.05) ;the MMSE and MOCA scores of patients at 1 year after onset were lower than
those at 6 months after onset in VD group (P <0.05) ;there was no significant difference in MMSE ,MOCA scores and serum
Lp-PLA2 level between the 6 months after onset and 1 year after onset in VCIND group (P >0.05). On the onset , there was no
significant difference in MMSE and MOCA scores among the three groups (P >0. 05) ;the serum Lp-PLA2 level of patients in
the VD group and VCIND group was higher than that in the control group( P <0.05) ;the serum Lp-PLA2 level of patients in
the VCIND group was lower than that in the VD group( P <0.05). At 6 months and 1 year after onset,the MMSE and MOCA
scores of patients in the VD group and VCIND group were lower than those in the control group (P <0.05) ;the MMSE and
MOCA scores of patients in the VCIND group were higher than those in the VD group (P <0.05). There was no significant
difference in the serum Lp-PLA2 level among the VD group, VCIND group and the control group at 6 months and 1 year after
onset (P >0.05). The serum Lp-PLA2 level was better than other indexes in predicting the occurrence of VD and VCIND, the
area under curve was more than or equal to 0. 70 ;the cutoff of Lp-PLA2 in predicting the occurrence of VD and VCIND was
181.65,140.23 mg - L.™", respectively. Conclusion ~ With the increase of serum Lp-PLA2 level, the severity of VCI in-
creased; and the serum Lp-PLA2 level can be used as a marker to predict the occurrence of VCI after stroke,especially VD.
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(4) %t HR 41 % MMSE .43 =27 43 8§ MoCA =26
g HEBRARIE : (1) Hofth S 5 5 B A M Bl R e 45
(2) 15 91 10] H BUAS BE AR 22 58 A T 58 1Y HoAtAS R
Fel5 (3) KA S 5 (4) BB ME IR T Dhae
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5T e 7 v B 32 ( National Institute of Health stroke
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2.1 REFEELZE VCIEREZEEREZESH
ZERILFE 1, A B UCEL DRI S AR I L NTHSS
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B RS A IR RN L I S LR bR 3 O
FES B =Tt vl L e JE [ I o T R I
JREE 1, C-) i B K F 5 46 5 & A= VCT 6%
(P>0.05),
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Tab.1 Univariate analysis of risk factors of VCI in stroke

patients
IR VCI4l(n=50)  WHA(n=50) > P
3
/1% ) 30(60.0) 32(64.0)
/1% ) 20(40.0) 18(36.0) 0.1690.680
it 2
B/ B (%) 38(76.0) 40(80.0
B (%) 12(24.0) 0(0.0) B3 069
A R A/ 1 (% )
eI 16(32.0) 15(30.0)
HEIRH 14(28.0) 13(26.0)
el 9(18.0) 15(30.0)
I 5(10.0) 3e0) Y 0
il 5(10.0) 2(4.0)
Al 1(2.0) 2(4.0)
REFEU K il (% )
B 8(16.0) 18(36.0)
2% 26(52.0) 25(50.0) 7388 0.025
WML 16(32.0) 7(14.0)
R EEH =25 ke - m 2
=2/ Hl(%) 20(40.0) 18(36.0) 016 0,650
E/H1(%) 30(60.0) 32(64.0)
BB
B/H1(%) 28(56.0) 24(48.0 L6l 0.6
/(%) 22(44.0) 26(52.0)
BIFEILE
B/0(%) 30(60.0) 32(64.0) 016 0.6
5/ %) 20(40.0) 18(36.0)
AIFRmE
/61 % ) 28(56.0) 24(48.0)
E/(%) 22(44.0) 26(52.0) 0.1610.688
BIFLH
/(%) 30(60.0) 32(64.0) L6 0.6
B/41(% ) 20(40.0) 18(36.0)
UL
/(% ) 38(76.0) 40(80.0) 033 0.629
E/H1(%) 12(24.0) 10(20.0)
TR
B/61(%) 34(68.0) 24(48.0) 05 0,043
/(%) 16(32.0) 26(52.0)
IR % 61.83 £4.53 62.54+4.62 2324 0.036
NIHSS 45 13.27 +3.36 6.06£1.34  2.452 0.033
XHEER 2 12.23+2.43 6.47£2.35  2.202 0.040
SR/ (mmol + L) 1.81£0.32 1.79£0.53  0.432 0.378
A REEEE (mmol + 1L™1) 5.15+0.33 5.12£0.63  0.35%4 0.422
B SR/ (mmol - L) 0.89+0.13 1.01£0.10  0.443  0.343
R N2/ (mmol + L") 3.52+1.01 363111 0.154 0.621
C-R R A/ (mmol + L") 5.55+1.23 5.33£1.61  0.53% 0.231
R /(mmol - L™1)  19.63£3.54 15.44£2.51 2,177 0.042

Lp-PLA2 JKF/ (mg - L.=") 186.63£23.12  136.54+12.54  2.779  0.030

2.2 REREERE VCI B EZ S E X logistic
EFSH 4R NE2, XRERRER A 51T
R H R P47 Z H R logistic [1IH50HT, 45
SRR, il NIHSS P45 & 32 20E A BR D J [ Y
PP R | Lp-PLA2 7K - F i 02 i A5 v J 3 R AR
VCI sz fafa 2 (P <0.05)




<34 G Bl

2021 4E 438 &

http : // www. xxyxyxb. com

®2 MEHRBELLE VC G EE S E X logistic @3
ST

Tab. 2 Multivariate logistic regression analysis of risk
factors for VCI in stroke patients

HE FAZ%  SE(B)  Wad  OR
A 0.961 0.345  7.728 2.616
NIHSS 743 1.183 0.557  4.507 3.264
ZHHTR 0.577 0.204  7.996 1.782
FEEMSER 1,086 0.409  7.036 2.964
Lp-PLA2 K 1.180 0.411  8.265 3.256

2.3 3AEBEARERESR MMSE MoCA if45 &
miEF Lp-PLA2 /K EEbE 250 0L3R 3. X R4 R
TR G 6 AN H K EWifE 1 a MMSE \MoCA
P43 K ML Lp-PLA2 /K i 25 R ¥ 4t it 2
X(P>0.05), VD 41H1 VCIND 41 % K5 6 1
H %% )5 1 a MMSE ,MoCA ¥¥43 J% IfiL 5 Lp-PLA2
KB T Ry (P <0.05) ; VD 4 & Kk a
1 a MMSE, MoCA ¥ 4r ¥ MK T AW )5 6 4~ H
(P <0.05); VCIND 41 & kWi fa 6 1 M ke )E
1 a MMSE .MoCA P43 & Ifil 3% Lp-PLA2 /K Fhis 2%
SIGIHE X (P>0.05),

KA, 3 4 B MMSE  MoCA T4 Lk % H
TG L (P >0.05); VD 41 f1 VCIND 41 %
I3 Lp-PLA2 7K@ FXHBE 4L (P <0.05) ; VCIND
HBF MG Lp-PLA2 /KPIRT VD 41 (P <0.05),
RIIG 6 A~ A B EWIG 1 a, VD 41H1 VCIND 41 i 3%
MMSE , MoCA 4} # 1% T % B 241 (P <0.05);
VCIND 4] f % MMSE. MoCA 4 & F VD 41
(P<0.05); &) 6 M H K EWG 1 a VD 41,
VCIND 24 K %o} B8 26 [a] ifit 7 Lp-PLA2 /K- He g 22 7
TGt E (P >0.05),

%3 3 AHETSERES MMSE, MoCA f 4 & il 5
Lp-PLA27K F bL 8

95% Al fiF X 1] P

1.328 ~5.153  0.005
1.095~9.729  0.033
1.194~2.659  0.004
1.328~6.615  0.007
1.456 ~7.281  0.004

Tab.3  Comparison of MMSE, MoCA scores and Lp-PLA2
level of patients among the three groups at different time
points (xxs)
A3 n MMSE 43 MoCA PF4y  Lp-PLA2/(mg - L™1)
pagiseiil 50
R i) 28.25+3.42  29.48%3.71 136.54 £12.54
SR 6 M H 28.233.73  29.51£3.35 135.32 £10.34
KWL a 28.31+3.61  29.51+3.74 137.06 +10.01
VD 4 28
R 28.23£3.12  29.43£3.13 216.63 £23.12°
KRG 64 A 21.11£3.59% 22,22 £3.42%  135.36 +11.51°
K 1 a 8.91£3.07° 19.32£2.34%  138.41 £9.12*
VCIND 41 2
KR 28.26+3.01  29.52%3.24 157.49 £20.59<
JHifE 6 4~ H 23.18 £2.71%4 25,84 +3,34%4 138,23 +12.36°
KHifG 1 a 22.56£2.35%¢ 25,00 £2.32%¢  136.91 +13.07°
W SARU R P <0.05; 5 A4 LG 6 A~ H
P <0.05; X HRAL HLH P <0. 0555 VD 4P <0. 05,

2.4 BREBERMMESFELE VCI BTN MGE
SRR 4 A1 2, Lp-PLA2 JK-H VD K&

VCIND HJRLREDL T At 45 b , H 46T 0 FR 44 =0. 70,

HW VD F1 VCIND 1y 3 87 4 43 3 oy 181. 65,

140.23 mg - L',

F4 FEEERMEERFERE VCI HRUMGE

Tab.4 Predictive value of different indexes for VCI after

stroke
2 i VD i VCIND
= AUC HifR #RITE AUC B A
RS 0.61 62.45 0.55 60.56
NIHSS $E43 0.59 11.23 0.53 9.98
ZHEH R 0.51 8.45 0.48 8.12
[ B I R 0.50 17.96 0.45 16.76
Lp-PLA2 7K 0.77 181.65 0.70 140.23
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ML TS5 VCL I B R s s BE T &
B A BB VCI 5 i i (R R e a liK O 2 B 2
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TCACINBERRAR " B VT AEIR

VCI A4 1 I EED RN A S 5 8 1 A 1o e
v VD S B i %) g i /7 A LS B0 5 R AR i T
VCIND Sk L REREARAE i AR B A . TR,
ABEFEAR Y VCI A2 4 5B & 404 VD 411 VCIND
Y1, 2550 KB, VD 41 53 MMSE MoCA $F43r ¥{IK F
VCIND 4 5 % B84, VCIND 4 3% MMSE MoCA 3
SYEMGT R IRAL; VD 4R I Lp-PLA2 JKF-&F
VCIND 4 5 %} H& 40, VCIND 41 B 3% 1fi 35 Lp-PLA2 7K
- X BR 4 ; Pearson A S 43 M 45 SR % BR, 1ML T
Lp-PLA2 7KF- 5 MMSE  MoCA F-435 2 AH ¢, 42
R Lp-PLA2 7K 510 HIBR AR 0 & A SRR 34 i 5 A0
5%, Lp-PLA2 7K , TN RS BE ™ 8, k4R
A ISR I, VD LRI Lp-PLA2 /KF %
F TGS 4, VCIND 26 #3413 Lp-PLA2 /K V-5
FIN KN IE # 415 logistic [B] 5 43 A7 245 L /R, 1 ¥
Lp-PLA2/Z 5 VD # ML M E R R K, HHKF 5
BE NI REVE o 22 SAAH DG, Lp-PLA2 R DU if
R AN A8 Ry E W AT, P-4 7 R Y TR 40, 3 A3k
TN JEAE SN, T B 4y, AT 403 A8 P9 B, 5 R B
TR, T2 BRI R AL, o5 0 A A 5 it
A, Lp-PLA2 7EAA I Hr a] 5 s 85 1 BUR AR 2 4,
TE AR A A AN B i 2 1 AR S I SR , AT i —
AR SR ROV . IR BFSE & B, Lp-PLA2 W] 1)
ReE Fff - LA M S LR B AR BB, 5 Ui AR T i,

S G I A R K VCIL B & AR KR, B I,
Lp-PLA2JK -k e , B0 5 & A i v 28 T 1 A 2
WS I DD RE RRRe Y & A

ATy, VCIND 2 A T 1E 5 FIHi R 2Z 8] Y
DRI 15, o 1 A 0 5, HL G DA 0 B 1 02 ] 3
9 R, SIS W VCIND 3 K it 2 7+ Hi
Jit BA S Im R L HAT, VCIND B2 AMZ L
RN, I R, 5 5 Z B R E
SRR F R, BN RS, AT TR
IFl fe o PR 38 e A v i A VT I 0N, 25 5k
B, 5 HA P Z AR LG, Lp-PLA2 $50Jll VD K& VCIND (1)
YrHR e, BRI 29 51k 181.65,140.23 mg - L',
{EABFAREA YN ATyl KA I i — 2L R BiE
AR

2% LTIk, Lp-PLA2 155 VCI R AE B DIM G, Bi&
Lp-PLA2 7K 3 F} i, VCI ™ 5 2 ¥ B 2 34 i, HL
Lp-PLA2 AT LA Sy T i 2 v i VCT R AR, 52
VD KAERIFRICH), I R &% Lp-PLA2 5 i) 28 L
SR B, AT T B i o
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