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Study of lysosomal regulatory mechanism of CNS myelination and therapeutic
application thereof.
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CNS myelination is an essential event for the expression and maintenance of
executive brain functions. To address the role of lysosome for CNS myelination and oligodendrocyte
development in health and disease, we have studied molecular pathogenesis of two different lysosomal
storage diseases with CNS myelination defects, Niemann-Pick disease type C and Krabbe disease.

In this study, we found that lysosomal regulatory mechanism of lipid metabolism plays a critical
role for the development of oligodendrocyte and CNS myelination by affecting Akt/mTOR signaling
pathway. Our results suggest that lysosome may be a new therapeutic target for the treatment of CNS
myelin disease.
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