Journal of International Neurology and Neurosurgery 2020,47(4)

i d

L& -

<1

i &) &t CD40 B i 5 2 M i 58 B & S sh Bk BE R By X &

SEM ' RE R, S’
lLAMESEREPSER,ITT %kim 110024
2. PEEMRKFWEETER,ITT %M 110022
3.kmWHE—ARER,ITT M 110041

W E:BE BT T CDA0 FC K (sCDAOL) /K- 55 2k I A JE £ 4 S S B AE REAL BE B 6 R o iR HEIR
2018 ££5 H 2 2019 48 5 J 75 o [6 B2 B k27 B i e ot B2 e ot 22 P R o ) 2 2 I A8 A 28 108 ] AR 9 35158 5l ok A
L5200 Oy JCBE B AR BE B 21, B e 2H AR 4 BE B SR 0 — 20 00 O R E BE R A O AR BEB AL DA e OB O R T R ik
(ELISA ) i 52 M1 #F sCDA4OL /K- ; 73 47 M sCDAOL /K15 B3 bk i A BE AL BESR B SC 3R o B8 5R B30 Wk B e 241 A8 2 7 1
JE(P=0.026) A EIMAE(P=0.045) =@t Hh (P =0.027) 4% 554 (A MH [E B% (LDL-c) (P =0.005) FI sCD40L k
F(P<0.001)Hm TN, SiME(OR=2.598, P=0.028) LDL-C(OR =4.247, P =0.006) fil sCD40L 7K F
(OR =1.079, P =0.009 ) J& 2 Yk s 1 5E 5 35 47 76 200 3l bk ok B 68 1k BE e i 5 B R R o 8003 Dk S B e B B 4 A8 3 o5 ML T
(P=0.031) HANMEIHE (P =0.002) AKE LN & A AR EE (P =0.003) Fil sCDAOL /K (P <0.001) 3 T 52 < BB
Mo AR E S BRPESRA R F, #ILE(OR =2.918, P =0.033) fll sCD40L /K- (OR =2.712, P <0.001 ) J2 ¥ i 4 58
BETEPEIATEER R MR, i VRTS8 E I sCDA0L K ¥ i 71 %5 5 21 30 bk ok #F 0 4k BE P ) & A
AR ARG, IR -5 S50 ok R SR AR AN AR 5 PR AR G

KRR S LKA A ; S DK BE M ; AT A R CD40 LIk

B 43S R743.33 DOI:10.16636/j. cnki. jinn. 2020. 04.007

Association of the serum level of soluble cluster of differentiation 40 ligand with carotid

plaque in patients with acute cerebral infarction

70U Mei-Na' , XU Xiao-Yang' , BI Guo-Rong” , LU Di’. 1. Affiliated Central Hospital, Shenyang Medical College, Shenyang, Liaon-
ing 110024, China; 2. Shengjing Hospital of China Medical University, Shenyang, Liaoning 110022, China; 3. Shenyang First People’
s Hospital, Shenyang, Liaoning 110041, China

Corresponding author: XU Xiao-Yang, Email. 366936616@ ¢q. com

Abstract: Objective To investigate the association of the serum level of soluble cluster of differentiation 40 ligand (sCD40L) levels
with carotid atherosclerotic plaque in patients with acute cerebral infarction. Methods A total of 108 patients with acute cerebral in-
farction who were admitted to Department of Neurology, Shengjing Hospital of China Medical University, from May 2018 to May 2019
were enrolled. According to the findings of carotid artery ultrasound, they were divided into non-plaque group and plaque group, and
the plaque group was further divided into stable plaque group and unstable plaque group according to the nature of plaque. ELISA was
used to measure the serum level of sCD40L, and the association between serum sCD40L level and carotid atherosclerotic plaque was an-
alyzed. Results Compared with the non-plaque group, the plaque group had a significantly higher proportion of patients with hyperten-
sion (P =0.026), as well as significantly higher levels of fasting blood glucose (P =0.045) , triglyceride (P =0.027), low-density
lipoprotein cholesterol (LDL-C) (P =0.005), and sCD40L (P <0.001). Hypertension (odds ratio [ OR] =2.598, P =0.028),
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LDL-C (OR =4.247, P=0.006) , and serum sCD40L level (OR =1.079, P =0.009) were independent risk factors for the presence

of carotid atherosclerotic plaque in patients with acute cerebral infarction. Compared with the stable plaque group, the unstable plaque

group had a significantly higher proportion of patients with hypertension (P =0.031), as well as significantly higher levels of white
blood cell count (P =0.002), LDL-C (P =0.003), and serum sCD40L level (P <0.001). In the unstable plaque group, hyperten-
sion (OR=2.918, P =0.033) and serum sCD40L level (OR =2.712, P <0.001) were independent risk factors for unstable carotid

plaques. Conclusions In patients with acute cerebral infarction, the increase in serum sCD40L level might be associated with the de-

velopment and progression of carotid atherosclerotic plaque and the instability of carotid plaque.
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2 ( enzyme-linked immunosorbent assay, ELISA ) f% it
K o, 3 sCD4OL ¥ B % i 5 6 A A9 A I ¥
sCDAOL i &g B SRR A TRA R A A
M2 CV% <8% ,HHLH2Z CV% <10% .

- 383 -



Journal of International Neurology and Neurosurgery 2020,47(4)

1.5

FitEHE
K SPSS 21. 0 48 it 43 B #1442 47 $ 408 43 #7 o
EA S TR R R £ 22 (v 25) R
AN L1 E 7 A E L VAR S N R v A o G = A E
(%) £, A EEXRHAY KR, RAZHNZK
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sCD40L(mg/L) 5.56+1.42 3.91+1.03 6.074 <0.001
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HEEREGEEE (mmol/L) 1.1220.21 1.17£0.37 0.743 0.460
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2.4 FEHBERERAREYEMNZ E X logistic [ 13
S
BRI PESAG I ZEXNEREN A Z
WO AATEARE S kAR N E &, &2

P& logistic [a] 15 73 41 , 5 2 {75, % 1L i A1 sCD40L
TR 2 T IR A AL SR A S Bk B B A AR E 1 ) G
KiHZE (¥ P <0.05), WLE4,

x4 FEBBRAIZE MM S EE logistic BT

AE® B SE P OR 95% CI
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