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The origin_of retrograde motor neuron degeneration elicited by activated _
microglia in pre- or early-symptomatic spinal cord tissues from human patients
with amyotrophic lateral sclerosis
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We previously reported that in 70% of ALS spinal cords, massive
microglia/macrophages (Mi/M@ ) were observed not only in the corticospinal tract (CST) but also in
the anterolateral funiculus outside the CST (ALFoc). Among various neurodegenerative diseases, those

Mi/Me distributions in ALS spinal cords are extremely unique; however, its significance still
remains to be elucidated. To address this issue, we explored various molecules expressed in
activated Mi/Mg using spinal cord specimens from human patients with ALS in the present study. The
results revealed that; (1) The number of galectin-3-immunoreactive Mi/Mg@ in the ALFoc was
positively correlated with that of motor neurons with TDP-43 pathology in ALS spinal cords at
terminal stage. (2) Many p22-immunopositive Mi/M@ were observed in the ventral grey matter with
abundant motor neurons in early-symptomatic ALS spinal cords.
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Galectin-3-immunoreactive foamy cells in ALF , correlate
with TDP-43 pathology
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