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Establishment of novel therapy for canine degenerative myelopathy targeting SOD1
aggregates and neuroinflammation

Kobatake, Yui
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The purpose of this study was to establish a novel treatment using
macrophage migration inhibitory factor (MIF) to regulate mutant SOD1 aggregate formation and
neuroinflammation in canine degenerative myelopathy (DM). Using DM model cells, we clarified that
the increasing intracellular MIF inhibits the formation of mutant SOD1 aggregates. We revealed that
MIF was expressed in neuronal cells of the spinal cord of DM by immunohistochemistry with anti-MIF
antibody. We hypothesized that the MIF secretion inhibitor suppresses the accumulation of MIF in
cells and the formation of mutant SOD1 aggregates, and we conducted the experiments using DM model
cells. In our study, it was not observed that accumulation of MIF and suppressing the aggregate
formation by MIF secretion inhibitor.
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