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Circulating hs-CRP and IL-6 are Associated with White Matter Lesion
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[ ABSTRACT ] Aim To explore the association between circulating high sensitivity C-reactive protein ( hs-CRP)
interleukin-6 (IL-6) and white matter lesion (WML). Methods In 378 patients with asymptomatic lacunar infarction
or dizziness, consecutively admitted to the Department of Neurology of the First People’s Hospital of Anging from Dec. 2011
to May. 2014, the data including their hs-CRP and IL-6 levels and brain MRI scanning were retrospectively analyzed. — A-
mong them 166 patients were finally diagnosed to have WML.  The severity of WML in the white matter was classified into
three groups according to Fazekas’ standard; WMLO level group (72 cases), WMLI level group (55 cases) and WMIL2
level group (39 cases). The differences were compared between the three groups in age, gender, history of smoking, his-
tory of coronary heart disease, blood cholesterol and low density lipoprotein levels, systolic blood pressure, diastolic blood
pressure, blood glucose, hs-CRP and IL-6. Results In the WML2 level group the patient’s age, history of coronary
heart disease, systolic blood pressure, diastolic blood pressure, total cholesterol, hs-CRP and IL-6 were significantly in-
creased, compared with WMLO level group, there were significant differences (P <0.05). Compared with WML level
group, the patient’s age, history of coronary heart disease, systolic blood pressure, diastolic blood pressure, CRP and IL-6
in the WML2 level group had statistically significant difference (P <0.05), implying that age, history of coronary heart
disease, systolic blood pressure, diastolic blood pressure and total cholesterol were all the risk factors for WML.  Ad-
vanced analysis using binary Logistic regression demonstrated that statistical difference still existed between the three groups
in hs-CRP and IL-6 level even if rejecting the factors of age, history of coronary artery disease, cholesterol and blood pres-
sure.  Multivariate regression analysis showed that hs-CRP was correlated with the degree of WML (OR =1. 480, 95% CI
was 1. 030 ~1. 850, P =0.032) and IL-6 was correlated with the degree of WML (OR =1.395, 95% CI was 1.002 ~
1.607, P=0.040). Conclusion Hs-CRP, IL-6 levels and the severity of WML are positively correlated.
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Table 1. Comparison of risk factors in the three groups

A ES WMLO Z4#H  WMLI 240 WMIL2 944
EERY (%) 62.7 £8.9 64.2+7.6  72.2+10.1%"
B2 (f) 33/39 21/34 16/23

WA = (1)) 10(13.9% )  8(14.5%) 13(33.3%)
SeE 0o s () 6(8.3%) 8(14.5% )  18(46.2% )™
TC(mmol/L) 4.12+1.35 4.26+1.22 4.97 +1.28*
LDL( mmol/L) 2.63+1.03 2.74=%1.12  2.76+1.08
Y46 (mmHg) — 128.05 +13.54130.12 +15.63 145.94 +18.75%
#7 5k FE (mmHg) 75.32+8.84 76.92 +10.04 91.58 +14.83%
1HE ( mmol /L) 5.84+1.63 5.69+2.01 5.91+1.84
hs-CRP(mg/L) 2.46+1.86 2.87+2.12  5.08 £3.41*
IL-6(ng/L) 3.18+1.73 3.82£2.10  6.15+3.95%

a} P<0.05,5 WMLO 241 tb4 ;b S P <0.05,5 WMLL 4441
L,
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Table 2. Logistic regression analysis of multivariate risk fac-

tors

s R 2 FIHZRE Wald x> P OR{H  95%CI
(2 0.352  5.160 0.046 1.861 1.005 ~1.250
SEE L9 5 () 0.570  4.072 0.042 1.953 1.128 ~4.746
TC( mmol/L) 0.420  4.501 0.062 1.495 1.080 ~2.036

Y 45 HE (mmHg) 0.037  5.927 0.038 1.012 1.020 ~1.650
&3k E (mmHg) 0.041  6.035 0.043 1.272 1.042 ~1.730
hs-CRP(mg/L) 0.325  4.542 0.032 1.480 1.030 ~1.850

IL-6 (ng/L) 0.270 4.056 0.040 1.395 1.002 ~1.607
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