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Mechanism of inhibition of ischemic tolerance
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Cerebral infarction is a disease in which blood flow to the brain is
disrupted (ischemia), in consequence, necrotic death is induced in brain cells. It has been reported
that after a transient ischemic attack, the brain becomes resistant to the subsequent invasion by

cerebral infarction (ischemia tolerance). On the other hand, our previous studies have suggested
that there are pathways in the central nervous system that suppress ischemic tolerance. However, its
molecular mechanisms have not been clarified. In this study, we have elucidated one part of the
molecular mechanism that inhibits the ischemic tolerance.
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