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Correlation between Coagulation and IL-6, IL-8, and TNF-a Levels in Patients with Cerebral
Infarction LAI Xiao-yin”, WANG Lu", ZHANG Pan", YANG Xue-lian"”, SUN Jia-lan", HU Rong-guo”, BU
Bi-tao’, LI Long-xuan”. 1. a. Department of Neurology, b. Clinical Laboratory, Shanghai Gongli Hospital, The
Second Military Medical University, Shanghai 200135, China; 2. Department of Neurology, Tongji Hospital,
Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China

Abstract Objective: To investigate the relationship between coagulation and the changes in levels of
Interleukin-6 (IL-6), IL-8, and tumor necrosis factor-o (TNF-o) in patients with acute cerebral infarction.
Methods: We recruited 74 patients with acute cerebral infarction. Patients were divided into the mild stroke
group (n=41) and moderate-to-severe stroke group (n=33) according to severity of symptoms based on the
National Institute of Health stroke scale (NIHSS) score. In addition, 30 patients without cerebral infarction and
hospitalized during the same time as the cerebral infarction group were recruited as the control group.
Coagulation was evaluated by thromboelastography, and serum levels of IL-6, IL-8, and TNF-a were detected by
chemiluminescence analysis. We studied changes in cytokines between the groups and analyzed their relationship
with coagulation. Results: The G-value reflecting clot hardness was higher in the cerebral infarction group than
in the control group (P<0.05), and the increase in G-value and MA was greater in the moderate-to-severe stroke
group compared to the control group (P<0.05). Compared to the IL-6 and TNF-a levels of the control group,
those of the cerebral infarction group were higher (P<0.05) and those of the moderate-to-severe stroke group
were significantly higher (P<0.05). IL-8 level in the moderate-to-severe stroke group was higher than that in the
mild stroke group (P<0.05). Changes in serum TNF-a levels in cerebral infarction patients showed a positive
correlation to G-value in TEG (r=0.295, P=0.015). Conclusion: IL-6 and TNF-a are involved in the coagulation
of blood in patients with cerebral infarction. IL-8 is related to the severity of disease. TNF-a is related to the
hardness of the clot which may be an important factor in promoting thrombosis in patients with cerebral
infarction.
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