Journal of Neuroscience and Mental Health, 2017, Vol.17, No.4

13% CX3CL1 /K5 2 M A Be 5™ e
K A

MRS wE I AR

[HE] BH HiTLECXBCLIATL 2RERLELRESEREATEN X F. HiE K
£ 1394 Btk Ak 5e % G 4] 40) & 82 4 4 e xf PR (3 FE 40) 89 6 R T H & e 3¢, KR ELISA skl 52
2 3 CX3CL1 KT, 5640 EF T ARG 24 h W4T NIHSS # 4, 5F T XM 34 A /5 K35 477 mRS# 9.
F 5% 1) 28 B, F AR P NIHSS 3F 5 & mRS #F 2 & 3 3E 47 48, Pb4k & B 40 14 2 3¢ CX3CLI R -F A £ £ 5,
R mH) 2 3 CX3CL1 K T 9 BAK T 2 88 28(P=0.009), % Logistic & )2 5 #1 B 7= 2 3 CX3CLI &
5 & MG AR 5T K 9R % b1 48 % (OR=0.387, P=0.020), F. f2 3¢ CX3CL1 /K F 5 CRP £ §i 48 % (=-0.232,
P=0.003), & M AR 58 & & 2 CX3CL1 K -F 5 3 A B2 )5 24 h A NIHSS % 4~ £ #i 48 %X (r=-0.179,
P=0.034), & R B4 (mRS>2%") o 3 CX3CL1 K -F 2 FIK TG RIFAmRS < 24), & @ g it K
% CRP B % & TG R4F40(34 P <0.05), 23 CX3CLI K+ 5 &M xie st /s 3/~ A mRS#F45 £ fi da %
(r=-0.263, P=0.002), Logistic ¥ J2 £ #7 42 = f2 2 CX3CL1 K -F 5 2 4 AR 56 175 %5 o 48 % (OR=0.087,
P=0.004), 51t A PEREAR L B f 2 CX3CLI KT 44K, B f2 3¢ CX3CL1 KT 5 &M fie st & 509
Ttk B EAREAIUE By £

[ %4837 ] #s; ZMmARE; CX3CLl; i

doi : 10.3969/j.issn.1009-6574.2017.04.003

Association between level of plasma CX3CL1 and severity and prognosis of acute cerebral infarction
LIU Tian-xin, LIU Jia, SUN Miao, et al. Department of Neurology, Shengjing Hospital of China Medical Uni—
versity , Shenyang 110004, China

[ Abstract] Objective To investigate the relationship between plasma CX3CL1 level and severity
and prognosis of patients with acute cerebral infarction. Methods The clinical data and plasma of 139 acute
cerebral infarction patients (case group) and 82 healthy controls (control group) were collected. Plasma CX3CL1
levels were determined by ELISA. Patients in case group were tested by NIHSS within 24 h after admission, and
then tested by mRS after 3 months. Level of plasma CX3XL1 was compared between subgroups divided accord—
ing to NIHSS score and mRS score in case group. Results Compared with control group, the level of plasma
CX3CLL1 in case group were significantly lower (P=0.009). Logistic analysis showed that plasma CX3CL1 level
was associated with the occurrence of acute cerebral infarction (OR=0.387, P=0.020). And there was a signifi—
cant negative correlation between CRP and plasma CX3CL1 level (r=-0.232, P=0.003). There was a significant
negative correlation between the plasma CX3CL1 level and the NIHSS score within 24 h after admission (r=
-0.179, P=0.034). Compared with good outcome patients (mRS > 2), the poor outcome patients (mRS < 2) had
significant higher leukocyte count and CRP, and lower plasma CX3CL1 level (all P << 0.05). And there was a
significant negative correlation between the plasma CX3CLI level and the mRS score after 3 months of acute ce—
rebral infarction (r=—0.263, P=0.002). Logistic analysis showed that plasma CX3CL1 level was associated with
the prognosis of the patients (OR=0.087, P=0.004). Conclusions The plasma CX3CL1 level of acute cerebral
infarction patients was lower. And the plasma CX3CL1 level was significantly associated with the severity and
prognosis of acute cerebral infarction patients.
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1o B LA s, v i BE SR LR, DA K E
Y it FAAZ 0 B TE %, CRP /K 2 2 & T X iR
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x1 HOASHRAGKERTIRILE

=] I il2H (n=139) X} ZH (n=82) YA P
W, %) 91(65.47) 45(54.88) 2.444 0.118
FW [ Z, M(Pys, Pys) ] 61(55,71) 59(52, 68) -1.403 0.161
WA S (5], %) 64(46.04) 17(20.73) 14.231 <0.001
TR (], %) 83(59.71) 31(37.80) 9.911 0.002
BEIRI (1], %) 43(30.94) 12(14.63) 7.331 0.007
L (B, %) 11(7.91) 3(2.44) 1.574 0.210
H =& [ mmol/L, M(P,s, P;5) ] 1.43(1.03, 1.78) 1.29(0.96, 1.81) -0.763 0.446
SABEEE [ mmol/L, M(Pys, Pys) ] 4.72(4.03, 5.40) 4.84(4.25,5.45) -0.657 0.511
LDL[ mmol/L, M(P,s, P;5) ] 3.09(2.56, 3.66) 3.05(2.66, 3.54) -0.165 0.869
HDL [ mmol/L, M(Pys, Py5) ] 1.04(0.90, 1.25) 1.16(1.03, 1.35) —3.425 0.001
FIAH%L [ 10°L, M(P,s, Pss) ] 7.07(5.80,9.14) 6.10(5.18, 7.60) -3.490 <0.001
AR 10°L, M(P,s, Pss) ] 0.50(0.39, 0.67) 0.42(0.31, 0.52) -3.369 0.001
CRP[ mg/L, M(P,s, Ps5) ] 4.59(2.94, 8.03) 3.01(1.75, 4.50) -3.910 <0.001
CX3CL1 [ ng/ml, M(P,s, Ps5) ] 0.79(0.55, 1.14) 0.94(0.64, 1.48) -2.624 0.009
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Spearman FH G730 T i 7 i 1 2H £ CRP /K- 5 1L
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F2  AERIEIEA RE % Logistic B3 447

i H BIA OR{E 95%CI P
2 AR s 0.914 2.494 0.972~6.399 0.057
fR ML 0.779 2.179 0.844~5.625 0.108
W s 0.576 1.778 0.568~5.569 0.323
HDL -1.105 0.331 0.075~1.469 0.146
H A4 -0.020 0.980 0.770~1.248 0.871
AL YN 3.063 21.392 0.872~524.836  0.061
CRP 0.170 1.185 1.025~1.371 0.022
CX3CL1 -0.949 0.387 0.174~0.860 0.020
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KM R B A G AR . I AR SR HIF 7T & B CX3CLL
ALE I 2 FLE S 50 A RSB K s Z i R .
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i H WA R4 (n=79) TE A R4 (n=52) X 17214 P
B, %) 52(65.82) 33(63.46) 0.077 0.782
W[ Z, M(Pys, Pys) ] 61(53, 66) 63.50(56, 74) -1.447 0.148
W2 AR 5 (5], %) 37(46.84) 23(44.23) 0.086 0.770
TR ML (8], %) 52(65.82) 28(53.85) 1.892 0.169
BHIRI (1], %) 26(32.91) 14(26.92) 0.530 0.467
S Lo (], %) 5(6.32) 6(11.54) 1.106 0.293
Hh =& [ mmol/L, M(P,s, P;5) ] 1.50(1.08, 1.84) 1.36(0.91, 1.86) -1.257 0.209
SBEEE [ mmol/L, M(Pys, Pys) ] 4.72(3.89, 5.35) 4.96(4.12,5.54) -0.924 0.355
LDL[ mmol/L, M(P,s, Ps5) ] 3.10(2.44, 3.66) 3.18(2.65,3.71) -0.608 0.543
HDL[ mmol/L, M(P,s, P5) ] 1.06(0.90, 1.25) 1.03(0.88, 1.27) -0.437 0.662
P L 10°L, M(P,s, Pss) ] 6.70(5.76, 8.70) 7.64(6.26, 10.20) -2.061 0.039
AR 10°L, M(P,s, Ps5) ] 0.49(0.38, 0.68) 0.58(0.41, 0.77) -1.529 0.126
CRP[ mg/L, M(P,s, P;5) ] 4.28(2.89, 6.89) 6.46(4.37, 10.35) -2.495 0.013
CX3CL1 [ ng/ml, M(P,s, Py5)] 0.84(0.64, 1.23) 0.71(0.49, 0.99) -2.719 0.007
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