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ABSTRACT: Cerebral ischemia is a clinical common disease, has become the cause humanity to one of the leading causes of death,
after cerebral ischemia there is a very complex pathophysiological process, involving many mechanism. Including ion steady destruction,
free radical damage effect, excitatory amino acid toxic effect, the immune inflammation function and fine apoptosis mechanism, etc.
TOLL sample receptor namely TLR (at like receptor TLR), is a kind of natural immune mediated the transmembrane signal transfer
receptor family, in cell activation signal conduction plays an important role, has become a contact natural immunity and acquired immune
bridge. Now were found in 13 TOLL sample body, recently discovered TOLL samples under physical induced the body's natural immune
response, mediated inflammatory factor cytokines release, and the whole body many important organ ischemia-reperfusion injury related,
study indicates that partial TOLL sample receptor in the brain ischemia injury plays a very important role. This paper TLR structure,
distribution, ligand, signal transduction pathway and the role of cerebral ischemia were reviewed as follows.
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