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Neural Sem Gells (NS3) having sel f-renewal ability and
mul tipotency are considered as one of the cells-of-origin of Brain tunors. The NSGs
transduced wth constitutively activated ALK rapidly forned highly proliferative and
i nvasi ve braintunors. H stol ogi cal featuresof thesetunors aresinilartothoseof hunan
glioblastoma naltifornme(@V such as necrosis, perivascular cuffing and giant cell
fornmati on. | munohi stochenistry anal ysis reveal ed that these tunors are positive for
glioma narkers and proliferation narker. These nodel s are useful for investigating
nol ecul ar nechani sns of gl i onagenesi s.
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NS Brain tunor nouse tunor nodel ALK

(Nat Genet. 25:55-7.
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