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Spinal cord environment: elucidating the mechanism of neurodegeneration through
glia-neuron interaction

Yamanaka, Koji

113,400,000

(ALS)

TRIF, TGF-P 1
(OPN)  ALS

We aimed to elucidate the mechanism for glial cells in recognition and response
to neurodegeneration in amyotrophic lateral sclerosis (ALS). We identified an innate immune adaptor, TRIF
and astrocyte derived cytokine, TGF-B 1 as a detrimental factor of ALS related to glial cells. In
addition, we found that osteopontin (OPN), known as a immune and inflammatory mediator, expressed

specifically in_motor neurons resistant to degeneration in ALS, and modified neuroinflammation through
secretion to neighboring glial cells.
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