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Mechanism of astrocyte-mediated ischemic tolerance
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Brain ischemic tolerance is an endogenous neuroprotective mechanism, whereb
an experience of mild ischemic episode (preconditioning; PC) produces resilience to subsequent muc
severe ischemic injury. We previously showed that PC-induced activation of astrocytes, and their

subsequent expression of HIF-1a 1is responsible for ischemic tolerance. Although PC also increased
HIF-1a in neurons, this was not involved in ischemic tolerance. Here, we show the difference in
mechanism of HIF-1a increase between neurons and astrocytes, and answer why astrocytic HIF-1la is
more important.
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