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neurodegenerative diseases
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Inhibition of amyloid fibril
formation of canine SOD1 protein
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Degeneratlve myelopathy (DM) Inhibition of aggregate formation

of canine SOD1 protein in cell
* Progressive and fatal neurodegenerative disease MRNTORRRR, S8 HA5- GFPYED(#1-SOD1%#
+ Late onset of neurological signs
* No effective treatment

+ Aggregates of mutant SODI proteins in neurons and glial cells
(E40K, T18S)

+ DM can be a naturally occurring animal model for human ALS

GIF-0890-r interacted with
aggregated protein
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Conclusion: GIF compounds
inhibited the aggregation of
multiple amyloidogenic proteins
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