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Experimental autoimmune encephalomyelitis (EAE), an animal model of multiple sclerosis
(MS), was used in our study to develop new therapeutic avenues of multiple sclerosis.
Firstly, we found that oral administration of spermidine, a natural component of our diet,
reduced the severity of EAE, suggesting that spermidine might be suitable for the treatment
of MS. Secondly, we revealed a novel pathway of RAS-NFxB-TLR4-ASK1 in neural and immune
cells as a valid therapeutic target for autoimmune disorders in the central nervous system.
Thirdly, we found that Dock8 deficiency or overexpression both reduced the severity of
EAE, suggesting that modulation of Dock8 expression might be effective for the treatment
of MS.
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