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Serum levels of high mobility group box-1 and interleukin-6 in cerebral infarction

patients and their correlation with the disease’ s risk factors

Zhou Ping', Li Weidong', Li Yingqiu', Han Tongshi', Xia Yang', Wang Lin', Yao Yongming’, Zhang Yangying', Yu
Yan® , Zhou Huamin' ('Department of Neurology, Affiliated Hospital of Aviation Medicine Institute, Beijing, 100089; *Institute of
Burns, First Affiliated Hospital of General Hospital of PLA, Beijing, 100048, China)

[ Abstract | Objective To study the significances of high mobility group box-1 protein (HMGB1) and
interleukin-6 (IL-6) in pathogenesis of acute cerebral infarction ( ACI) and their correlation with ACI risk
factors, including homocysteine, blood lipid, blood glucose and fibrinogen for acute cerebral infarction.
Methods Fasting venous blood samples were collected on days 2, 4, 7 and 12 after acute infarction in 40
cerebral infarction patients who admitted in our hospital during January to July 2011. Another 20 age- and
sex-matched health volunteers and 20 patients with high risk of ACI (with no acute cerebro-vascular disease but
with at least one of the risk factors of hypertension, diabetes mellitus, and hyperlipemia) served as control.
Their serum levels of HMGB1 and IL-6 were measured by ELISA, and their serum levels of homocysteine,
blood glucose, glycosylated hemoglobin, and blood lipid were measured with an automatic analyzer. Results
Serum level of HMGB1 was 6.548 +0.364, 8.697 £0.328, 10.491 £0.512, 5.315 £0.224 and 2.994 +
0.243 ng/L respectively in cerebral infarction patients on days 2, 4 ,7 and 12 after infarction, and reached its
peak on days 2 —7 after infarction, which was significantly higher than in risk factors group (3.272 +0.285 pg/L)
and in control group (2.994 +0.243 pg/L, P <0.01). No significant difference was found in the HMGB1level
between the 2 later groups (P =0.998). Serum level of IL-6 was 26.799 + 1. 878, 28. 546 + 2. 327 and
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22.422 £2.011 pg/ml respectively in cerebral infarction patients on days 2, 4 and 7 after infarction, which was
significantly higher than in risk factors group (15.186 +1.325 pg/ml) and in control group (13.275 +1.214 pg/ml,
P <0.01), and reached its peak on days 2 to 4 after infarction. No significant difference was found in the IL-6
level in infarction group on day 12 after infarction with risk factors group and in control group (P >0.05). The
serum HMGBI and IL-6 levels were positively correlated with the fasting blood glucose, glycosylated hemoglobin,
postprandial 2 h blood glucose, and homocysteine and fibrinogen levels (P <0.05, P <0.01) but not with the
serum triglyceride, LDL, HDL, and cholesterol levels (P >0.05). The serum HMGBI level was positively
correlated with the serum IL-6 level (P <0.05). Serum level of HMGBI1 was closely related with that of 1L-6
(P <0.05). Conclusion

esis of cerebral infarction. The time for serum HMGBI to reach its peak level is later than that for serum IL-6.

Inflammatory cytokines, HMGBI1 and IL-6, play an important role in the pathogen-

The serum HMGB1 and IL-6 levels are positively correlated with the risk factors of blood glucose, homocys-
teine, and fibrinogen for acute cerebral infarction.

[ Key words | cerebral infarction; high mobility group box 1 protein; interleukin-6; homocysteine;
blood glucose ; glycosylated protein; blood lipid; fibrinogen
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SIS (OR {4 Hh 2. 431.2. 042 1. 056, 0. 331,
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®2 WHEEEREME HMGBl K E5EHEERE IL-6 118X 4

H% OR fii 95% CI P
23 HE I 2.312 1.171 -4.853 0.007
4RI5 2 h I 1.804 1.046 -3.261 0.000
LAl AR = 1.038 1.005 —1.079 0.024
B 1.221 0.945 -1.517 0.113
Hoh =g 1.143 0.394 -3.227 0.092
MR E A 1.242 0.944 - 1.635 0.167
LR E A 1.481 0.403 -3.852 0.124
AR ENR & A 1.047 0.991 —1.128 0.089
EEES et 0.294 0.102 -0.836 0.018
LY R 1.144 0.896 - 1.985 0.017
1L-6 2.182 1.247 -3.562 0.021
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