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Immunoreactivity for voltage dependent potassium channels Kvl.3 and Kvl.5 was not
observed in the mouse hippocampus. On the other hand, Kvl.3 and Kvl.5 were most highly
expressed in microglia after neuronal injuries. Proliferating microglia were not labeled
by Kvl.3/Kvl.5, but microglia expressing phosphorylated p38 mitogen—activated protein
kinase (p—p38 MAPK), markers for neurotoxicity, were Kvl.3/Kvl.5-positive.
Minocycline—treatment suppressed expression of Kvl1.3/1.5 and p—p38 MAPK in microglia

These findings suggest that microglia expressing Kvl.3/1.5 and p-p38 MAPK can be a

potential therapeutic target against neuronal death.
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