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Ischemic tolerance in the brain
-How can it be translated to stroke patients?-
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“Transient ischemic attacks before ischemic stroke: Preconditioning the human brain™
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Pro-Inflammatory
Cytokines and Enzymes
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HIF: Hypoxia-inducible factor, NF-kB: Nuclear factor kappa
B, HSF: Heat shock factor, CREB: cyclic AMP-responsive
element binding protein, VEGF: Vascular endothelial growth
factor, EPO: Erythropoietin, IGF: Insulin-like growth factor,
TNFa: tumor necrotizing factor o, IL-1B: Interluekin 1,
HSP: Heat shock protein, BDNF: Brain-derived neurotrophic

factor
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