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In vitro migration assay was carried out to investigate chemoattractive factors for
MSCs in the brain lesions of prion—infected mice. In addition, expression of chemokine
receptor on MSCs that had been transplanted in the brain of prion—-infected mice was
analyzed. The combined 7n vitro and In vivo analyses suggest that CCR3, CCR5, CXCR3 and
CXCR4 and their corresponding ligands are involved in the migration of hMSCs to the brain
lesions caused by prion propagation.
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