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e neurotoxic (Al) reactive astrocytes are induced Al reactive astrocytes
by classically-activated iIN human disease

neuroinflammatory reactive microglia
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e microgliainduce Als by secreting
IL1a, TNFa AND Clg
(both In vitro and in vivo)

e Als are present in human neurodegenerative
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microglia induce Al reactive astrocytes

INn vitro and In vivo
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Al reactive astrocytes are
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