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ABSTRACT: Once cerebral ischemia happens, it could induce different levels of brain damage frequently. Ischemic brain tissue
leads to a series of complex pathophysiological changes. A set of polypeptide cytokines play a capital role in the process of cerebral is-
chemia injury. Many kinds of cells can produce and secrete cytokines, including nerve cells. These cytokines have different expressions
of phase and effect. Cerebral ischemia causes the expression and release of various cytokines,such as TNF-q, IL-1, IL-6, IL-8, IL-10 and
FKN. This event triggers the response concerned with injury and repair. These cytokines, which participate cerebral ischemia injury can
reduce toxical or protective effect on central nervous system through a complex network of cytokines. Investigating their definite effect

during the progression of cerebral ischemia injury will conduce to the clinical treatment of nervous system diseases. This article reviews

the effect of cerebral ischemia injury of several capital cytokines.
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