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Remyelination strategy in treatment of injured spinal cord
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In this study, we examined the mechanisms of remyelination, which is one of therap
eutic targets in spinal cord injury. We found that maturation of oligodendrocytes, myelin forming cells in
spinal cord, is negatively regulated by Ascll-Hes5 axis in developmental stage, but the progenitors in ad
ult spinal cord do not express Hes5, indicating they are relatively mature progenitors. Suppression of rem
aylination in mouse spinal cord injury model leads to deficit in motor function recovery, which indicates
the importance of remyelination processes. Taken together, to establish therapeutic approach to remyelinat
ion, we should consider the mechanisms governing oligodendrocyte functions.
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