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[ Abstract] Objective To investigate the relationship of IL-17, IL-10 and MMP-12 with the
vulnerability of carotid atherosclerotic plaque and cerebral infarction. Methods According to clinical
stroke event 70 carotid atherosclersis patients were divided into asymptomatic carotid atherosclerosis
(ACAS) group (n = 35) and acute atherosclerotic cerebral infarction (AACI) group (n = 35). The patients
were also divided into vulnerable plague (VP) group (n = 38) and unvulnerable plague (UVP) group (n =32)
by color ultrasonic technique. Normal control group (n = 35) was established. The plasma levels of
cytokines were tested by enzyme - linked immunosorbent assay (ELISA). Results Compared with the
control group, the concentrations of IL-17, IL-10 and MMP-12 in ACAS group and AACI group were
significantly elevated (P = 0.000; P = 0.000), moreover, the concentrations of I1L-17 and MMP-12 in AACI
group were higher than those in ACAS group (P =0.000; P =0.002, respectively). In AACI group, the level
of IL-10 was lower than the ACAS group and control group (P = 0.000, for all), whereas, no significant
difference of IL-10 level was seen between ACAS group and control group (P = 0.275). In VP group, the
concentrations of IL-17 and MMP - 12 were higher than those in UVP group (P = 0.000 and 0.014,
respectively). In VP group, the level of IL-10 was lower than that in UVP group and control group (P =
0.000, for all), but no significant difference of 1L-10 level was seen between UVP group and control group
(P =0.742). Correlation analysis showed, the level of IL.-17 was positively correlated with the level of MMP-12
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(r=0.640, P = 0.000), and was negatively correlated with the level of 1L-10 (r = - 0.430, P = 0.000). The
level of MMP - 12 was weakly negatively correlated with the level of IL-10 (r = - 0.242, P = 0.013).

Conclusion

IL-17, IL-10 and MMP-12 all participate the pathological process of atherosclerosis and

cerebral infarction. The elevated IL-17 and MMP-12 levels and decreased 1L-10 level may be closely

correlated with the plague vulnerability. These results would be helpful to discover the vulnerability of

plague in the early stage and to predict the incidence of acute ischemic stroke.
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Table 1. The demographic data in different groups

L35 06 5 (% + 5, mmol/L)

am mr % alh Bl : : B s
3602 TC TG LDL-C HDL-C & g g
XHHEAL 35 62.60+ 8.47 17(48.57) 21(60.00) 4.69+0.87 1.32+£0.42 2.57+0.63 1.36+0.33 15(42.86) 17(48.57)  7(20.00)
ACASHL 35 62.14+10.22 16(45.71) 24(68.57) 4.79+0.73 1.40+0.55 2.77+0.66 1.31+0.40 17(48.57) 13(37.14)  9(25.71)
AACT4L 35 6220+ 9.46 18(51.43) 26(74.29) 4.85+1.20 1.27+0.52 2.84+1.01 1.26+0.35 19(54.29) 16(45.71) 11(31.43)
gt 0.025 0.229 1.653 0.254 0.627 1.151 0.658 0.915 1.006 1.197
Pl 0.976 0.892 0.438 0.776 0.536 0.324 0.523 0.633 0.605 0.550
SR 35 62.60+ 8.47 17(48.57) 21(60.00) 4.69+0.87 1.32+0.42 2.57+0.63 1.36+0.33 15(42.86) 17(48.57)  7(20.00)
UVP4l 32 6034+ 856 15(46.87) 19(59.37) 4.73+0.98 1.24+0.45 2.68+0.86 1.47+0.35 15(46.87) 11(34.37)  9(28.12)
VP 4H 38 62.97+10.08 19(50.00) 31(81.58) 4.90+1.00 1.42+0.60 2.92+0.84 1.37+0.33 21(55.26) 18(47.37) 11(28.95)
gt 0.823 0.068 5.303 0.524 1.080 1.883 1.049 1.712 1.224 0.904
PH 0.443 0.967 0.071 0.596 0.344 0.157 0.354 0.425 0.542 0.636

TE:TC, S B TG, Tl = ; LDL-C, A% % B2 N8 4 118 [ B s HDL-C, 7 %5 B2 G 2 1 I [0 A o 4 2L 1] 4P 3] 5 e 1 8 95 72 86 IR 3% ) BL A
SR HC K IG , 4F % K 4 TUILE AR 53 5 A 09 LA T 80 BR324 B




. 350 . e [ AR M 0 2% 2012 4 6 JT 55 12 4545 3 10

Chin J Contemp Neurol Neurosurg, June 2012, Vol. 12, No. 3

F2  KAZH M IL-17 . 10-10 A MMP-12 7K B FL 8 (3 + 5, ng/1)

Table 2. The comparison of IL-17, IL-10 and MMP-12 levels in different groups (x +s, ng/L)
AR B IL-17 IL-10 MMP-12 An - B IL-17 IL-10 MMP-12
XJ HR 26 35 11.58 +3.39 53.77 £ 14.02° 263.82+76.08 | XJHHZ 35 11.58 +3.39 53.77+14.02°  263.82+76.08
ACAS 4 35 22.86+5.77" 50.23£12.80° 349.50+71.95" | UVP 4] 32 2320+£5.79°"  52.74+11.15"" 355.11+67.49°
AACI 4L 35 3578 £5.41° 37.62+11.21° 404.26 +73.00" | VP 4 38 34.48£6.96"° 36.48+10.72°" 399.10+77.05"
FAE 208.224 15.532 32.292 F1iH 151.233 23.681 32.294
P1E 0.000 0.000 0.000 Pia 0.000 0.000 0.000
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