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Significance of and treatment against galectin-3 and p22 accompanied with glial
inflamation in ALS spinal cord
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The pathogenesis of amyotrophic lateral sclerosis (ALS) still remains to be
elucidated, and the absence of distinct treatment is the matter to break through in this devasting
disorder. After discovery of TDP-43 pathology, it is well known that degeneration of ALS spreads
beyond the motor system, and among those areas, we have focused on the diffuse myelin pallor in the
anterolateral funiculi outside the corticospinal tracts and massive microglia/macrophage
infiltration in the corresponding region. These findings prompted us to examine involvement of
activated microglia-associated molecules, galectin-3 and p22, by ELISA and proteome analyses, and to

test if these two molecules are useful as early diagnostic marker and treatment targets of ALS.
Presently, no significant results have been observed; however, during this study, several pitfalls
for using ALS specimens and the ways how to minimize them are indicated, which might shed light on
future studies sharing similar objectives.
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(ALSFRS-R) S°CHEATJEE & OAHBAMENT 21T D o
(2) ALS BT NVEMIZXT D51 Gal3 Hifk, Hi p22 HFUADIBERMR DOBRES

Gal3, p22 ~DF /7 o —F AFUKZIER L. SODI Tg ~ 7 A (GI3A) DBEMENIZR v 7 % H
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