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Abstract: Objective To investigate the expression levels of interleukin-18 (IL-18) and C-C motif ligand 2
(CCL2) in patients with vascular cognitive dysfunction (VCI), and to analyze the diagnostic efficacy of the two for
this disease. Methods From January 2019 to April 2020, 140 patients with cerebral small vessel disease admitted to
our hospital were divided into VCI group (z = 76) and non-VCI group (n = 64) according to whether VCI occurred.
After admission, the Montreal Cognitive Assessment Scale (MoCA) was used to evaluate the cognitive function of

the two groups of patients. In the fasting state, 4ml of fasting cubital venous blood was collected, centrifuged, and
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serum was taken to measure serum IL-18 and CCL2 levels by enzyme-linked immunosorbent assay. Pearson linear
correlation was used to analyze the correlation between MoCA total score and serum IL-18 and CCL2. The receiver
operating characteristic curve (ROC) was drawn to clarify the diagnostic efficacy of serum IL-18 and CCL2 for VCI,
and the area under the curve (AUC) and the optimal limit value were determined. Results The visual space
function, memory function, attention, executive function, language function, calculation score, and total score of the
VCI group were lower than those of the non-VCI group (P < 0.05). Correlation analysis showed that the total score
of MoCA was negatively correlated with serum IL-18 level (» = -0.828, P = 0.000) and CCL2 level (r =-0.738, P =
0.000). The AUC of serum IL-18 and CCL2 levels in the diagnosis of VCI was 0.772 (95% CI: 0.692,0.852),
sensitivity was 72.40% (95% CI: 0.715, 0.858), and specificity was 73.40% (95%CI: 0.698, 0.897); the AUC of VCI
by serum CCL2 level was 0.722 (95% CI: 0.636, 0.808), sensitivity was 70.30 % (95% CI: 0.619, 0.840), and
specificity was 74.20% (95% CI: 0.644, 0.868). Conclusion The incidence of VCI is higher after cerebral small

vessel disease, and the serum IL-18 and CCL2 of VCI patients are significantly increased. Both of them have certain
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value for the diagnosis of VCI and can be used as an important indicator for screening the disease.

Keywords: vascular cognitive impairment; chemokine CCL2; interleukin-18; cognitive function; relevance

ik /0N 1 ) S SRR AR Ry N 0N I A8 A AR S
WAL, BAENBRRE, MAEREER, B
A 2 A M, AR E L R EE X
g2 I A PE N A i (vascular  cognitive
impairment, VCI) 52 i 71> 158 95 B9 — Fh 1 O I K 9E
ZAENVCLEIRREHF 10% ~ 20%, BURF . FHIER
B Wi/ 5 VOL I &R AL H A 5 2%
A WF 5PN R, 140 A 2 -18 (Interleukin-18, 11—
18) 76 VO A i e vh R B ZAR T, HRIKTHE
RN BE D (G E FTRee  0 AN EE A N < K (4
FHe A 2 (C=C motif chemokine ligand 2, CCL2) 5 i
WA TS A ¢ A BESER S, CCL2 7 5 B fil
IR A5 00 55 A B A 22 S TP R R EAE D AT DA
Az W 35 T A T A 0 ) T AR R S R T
Jo o 2 CCL2 2 BNl 5, /I BUAY DA E 1 32 T+
YT I, ARFFEILER VCI B 17 IL-18 . CCL2 7K
L JFRDTPIE X VCLiZ WL ie . SIRE T .

1 #AREFE

— R

e B b N R BE g A 56 2 Bt 5 2 B B I 12
BE 2019 4F- 1 H —2020 4F- 4 H Wi 10 106 78 0585 F8
140 1], Ho, BH796], o6l fl; Fik 41~
78 %, F34(62.64+11.79)% ; HKIE L3346, A
WG R s 24 451, w34 51, BEIRE 24 6, I AE
W38 B SCALRREE . AN LA 6841, 424,
E 7, KB R E 136, A bRIE: OB
A M/ S s QW . 3SR AR 1 T I W R

1.1

5 QREMEL A A T A S 45 AL A TAE; @H§ DT
PERST A OBE RHERESMERZ. R R
e OB . M ge . R MR 20 45 Hofth I 2%
g1 A N5 5 Q3 I T 3 % il VAR AR A R
A A, WRE R MRS, QFEEM . W
Bafit; I . BHENIEREHZH; O BEMN
S LI R G S T E R o

12 FHik

12,1 paalde R HES KA VCL5r L VEl
4 (n=76) MIHEVCI2H (n =64) . VCIZWibRiE"D: @
FEFEINAE , (HAR IR BB R AR i s @I AR
DAL R T B, R 2 8k, R B R I B R
J&, fEA R R R REIR E ; OF Rkkis &
GARAE . 3h ik ok R AL IR B

122 KA HACE FEIE G T B 5 (ELISA)
R & AR N A, SRR R -HRP
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FEAIRA) AE 37°C RV 10 min, 6. OB FEHR
M, A S0 wLZgkii, Al s 458 . T 450 nm
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30 4%, BRIIIE IR E AR 1 4, A A R B R
EES 04y, Hrp, M4y 2648 , W INEIIER, &
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X2 / lfﬁ 0.416 0.200 0.001 0.788 0.046 0.191 0.020 0.638
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2.4 MoCA B4 5175 IL-18.CCL2 /K FRItAX T JEverd 64 8.34+1.02 135.93 + 14.86

Pearson FH &M .78 , MoCA B4y 5 1L 75 11.-18 {H 34.584 10.972
7K (r =-0.828, P =0.000) . CCL2 7K (r =—0.738, P{H 0.000 0.000

P=0.000) ¥ A, WE1, 2,
2.5 IMi&IL-18.CCL2 3} VCIHiZ N A
M 3% 1L-18 2 Wr VCI 1 & (£ I 5 N

18.970 pg/mL, AUC 4 0.772(95% CI:0.692,0.852),
UM Ry 72.40% (95% C1:0.715,0.858) , H¢ 571N
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