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Elucidation of operation principle of glial assembly

KOIZUMI, Schuichi

118,500,000

To elucidate operation principle of glial assembly, we have focused on
astrocytes and their assembly, their mode and mechanisms of operation were analyzed. We also used a
high-throughput assay system of Drosophila. Using stroke model, we have found that astrocytes as an
assembly, respond to very slight ischemic stimuli so-called preconditioning, and changed their
phenotypes to neuroprotective ones, leading to induction of ischemic tolerance. Furthermore, in the
neuropathic pain model, astrocytes in the primary sensory cortex become synaptogenic phenotypes, and
then cross the innocuous network with nocuous neuronal networks, leading to induction of mechanical
allodynia. As for a high through-put assay, we identified various genes that are essential for
function or development of glial assembly.
Taken together, we have found various modes and mechanisms of astrocytic assembly, which greatly
affect brain functions both in physiology and pathophysiology of brain functions.
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