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[ ABSTRACT] Aim To investigate relationship between the expression of microRNA (miRNA) and inflammatory
cytokines in plasma in patients with acute cerebral infarction ( ACI) and its clinical significance. Methods Sixty pa-
tients with ACI were divided into three groups according to clinical neurological deficit score.  The patients were further di-
vided into non-survival group and survival group based on their outcomes. 20 Healthy volunteers were enrolled into the
control group.  The expression levels of plasma miR-210, miR-145, miR-21, miR-223, miR-497, miR-15a were detected
by real-time quantitative PCR(gqRT-PCR).  Tumor necrosis factor-a (TNF-a) and interleukin-10 (1L-10) levels in plas-
ma were detected by enzyme linked immunosorbent assay (ELISA). Results Expression of miRNA and level of TNF-
o, TNF-a/1L-10, IL-10 were significantly increased in patients with ACI compared with normal control group; Expression
of miRNA and level of TNF-ar, TNF-0/IL-10, IL-10 were gradually increased. =~ Among the patients, the level of TNF-at,
TNF-o/1L-10, IL-10 in the survival group were obviously lower than those in the non-survival group (P <0.05 or P <
0.01). There was a positive correlation between miR-21, miR-223 and IL-10 and IL-10/TNF-a( P <0.01). Con-

clusion The expression levels of miR-21 and miR-223 in plasma in patients with ACI was significantly upregulated, and
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had a positive correlation with IL-10 and IL-10/TNF-a, which may be used as early diagnostic markers and can reflect the

severity of condition to a certain degree.
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Table 1. Comparison of miRNA expression based on different clinical classification(x +s)

4 n miR210(107*) miR-145(10"*) miR497(10"*) miR-21(10™*) miR-15a(10"*) miR-223(10°*)
ERAIRA 20 4.52+2.70  7.07+1.91  2.38+0.69  2.36+0.66  5.92+2.19 4.02+1.94
B ACIYL 28 6.32+3.26°  8.27+2.11" 2.82+0.70° 2.88+0.92"  7.51+2.94° 5.44 +2. 56
hEEACI 4] 18 6.46+3.34°  8.32x1.99"  3.02+0.78° 3.92+1.05"  7.82+3.05° 6.99 +2. 98"
FREACIAH 14 6.87+3.91°  9.02+2.14° 3.32:0.85" 5.63x1.61" 802+3.22°  9.85+3.21°"

ay P<0.05, 5IEHE XA LA ;b 8 P <0.01, 558 ACLA L ;¢ o P <0.01, 58 ACLALLEL,

% 2. BASNIM TNF- IL-10 F1 TNF-o/ IL-10 7K FHLE
B(x+s)

Table 2. Comparison of the level of TNF-«, IL-10 and
TNF-o/ IL-10 in different groups(x +s)

| n TNF-a(ng/L)  IL-10(ng/L) TNF-o/IL-10
IEHXTIRAL 20 6.32+1.74 11.60 £4.42  0.64 0. 34
ACI 4 60  72.90 £14.12°  27.68 £6.68° 2.50 £0. 78"
Eveail 44 68.85+13.83  27.17£6.48 2.48 £0.73
SETH 16 172.44 £36.52"> 68.25 +17. 10" 9.42 +1.85"

ah P<0.05, 5E# % A ;b P<0.05, SHEFHLE,

R 3. AEFEEERE ACI £E5MNI M TNF-o IL-10 1 TNF-
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Table 3. TNF-«, IL-10 and TNF-o/IL-10 levels in ACI pa-

tients with different pathogenetic condition degree(x +s)

| n  TNF-a(ng/L)  IL-10(ng/L) TNF-o/IL-10
B ACIZH 28 68.98 £14.02  27.48+7.03  2.61 0. 81
FREACTH 18 98.68 +£18.12%  40.18 +0.08° 4. 19 +1. 28"

EEACIA 14 169.75 £36.22%" 62.27 +16. 68 8.86 =1. 76™

ayP<0.01, 58 ACL A L& ;b N P<0.01, 59 ACI 4
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PIRIEA X (r =0. 566, P =0. 000 F1 r =0.378,P =
0.001)
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B P ACT 4URNIE % X4 BELH (38 P <0.01) , i EE
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=4 TL-10 IL-5 Al TL4 S5t R N1, S 23U R X
Jof FR () B 48 S g 3 2 2 Al B S e IR A KAy, F
R B miR21 .miR-223 5 NF-kB A X, HSHLkZ
B GAE BT 15 T A AN miR-21 3005, 5 S
IL-1 Z AR KB 1 (IL-1 receptor-associated kinase
1,IRAKI) Fil TNF 3Z{&AH 3¢ K+ 6 (TNF receptor as-
sociated factor-6, TRAF-6 ) B X} H-7E &% 55 J5 7K - 4171 il
TATH K, M) IL-1B . TNF-o £ 48 5 A Ji 1Y 7
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