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Development of a new treatment for CNS demyelinating disorders targeting glucose
and monocarboxylate transporter

Watanabe, Mitsuru
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In Balo®s concentric demyelinating lesion, GLUTS and TMEM119 (marker of
resident microglia) positive microglia were preferentially seen in most outer layer (acute active
demyelinating lesion). Therefore, this finding suggests that GLUT5 is expressed on resident
microglia and involved in active lesion formation.

Experimental autoimmune encephalomyelitis in oligodendrocyte-specific connexin 47 knockout mouse
showed severer course than in control. In neuromyelitis optica spectrum disorders (NMOSD), serum
glial fibrillary acidic protein and neurofilament light chain (NfL) levels were higher than in
healthy controls. The decrease of serum NfL levels per month after relapse was significantly smaller
in NMOSD than in multiple sclerosis. Taken together, in NMOSD, astrocytic damage may disturb
trophic support from astrocyte to neuron and cause sustained neuronal damage even in the remission
phase. These findings showed the importance of neuron-glial syncytium in demyelinating disorders.
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MS GFAP, NfL pg/mL
1fiL {5 GFAP i 5 NFL
T (pgmL)  Pua OS%CL  PAE TR pgml)  Paw  9S%CL P
AR - 1.00 0.98-1.01 0.832 - 0.99 0.98-1.01 0.299
FEsl 180.9 vs. 111.9 0.94 0.61-1.47 0.795 34.1 vs. 24.6 1.48 0.97-2.25 0.068
[ vs. Zo]
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