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Administration of neural stem / progenitor cells (NSPCs) with chondroitinase
(CHase) reduced brain injury in a neonatal hypoxic-ischemic rat model. To investigate its
mechanism, we established in vitro hypoxic-ischemic model. GFP-transgenic rat neurons
were cultured and exposed to oxygen-glucose depletion (OGD). Treatment with NSPCs
combined with CHase was tended to reduce OGD-induced neuronal cell death. We are
currently trying to find the factors regulating neuroprotection using this model.
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