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[ Abstract] Objective To investigate the variation of TNF-o and IL-6 in the pathogenesis of the disease in
patients with acute cerebrovascular disease (ACVD) leading to systemic inflammatory response syndrome (SIRS)
and multiple organ dysfunction syndrome (MODS) as well as the correlation between them and the disease
changes. Methods Based on the patient characteristic of the evolution of the disease, 153 patients are divided
into three groups: The group of ACVD alone, the group of acute cerebrovascular disease induced systemic
inflammatory response, and the group of acute cerebrovascular disease induced multiple organ dysfunction. The
method of ELASA was used to measure the expression of TNF-a and IL-6 in the peripheral blood of patients with
ACVD. Results The expression of TNF-a and IL-6 was significantly increased in the third day of the disease
onset; To the expression of TNF-a and IL-6, there is great difference between the group of ACVD induced SIRS
compared with the group of simple ACVD (P<<0.01), and as well as the group of ACVD induced MODS
compared with ACVD induced SIRS (P<<0.01), in which its elevated expression degree are as the disease worsens
and showed an increasing trend; With the MODS integration becoming higher, the expression of TNF-o and IL-6 is
also higher (P<<0.05); In the patient with ACVD induced MODS, TNF-a and IL-6 in the serum of the death group
was significantly higher than that of the survival group (P<<0.01). Conclusion In the acute phase of patients with

acute cerebrovascular disease, IL-6 and TNF-a may be involved in the inflammatory response process, and showed
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an increasing trend as the disease worsens.

[Key words] Cerebrovascular disorders; Systemic inflammatory response syndrome; Multiple organ failure;

Tumor necrosis factors; Interleukin-6
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