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H vea pag dnuooicuon, oc cuvepyaoia pe tnv Dr Lesley Probert arnoé to Ivotitouto Pasteur,
ME QVOOOYEVETLKA, VEUPOAVOOOAOYLKA Kal TTABOAOYOaVATOULKA OEDOUEVA OE £VA HOVTEAO
TIOVTLIKOU yLa ZKI1, Emayouevou amnd AEPPOKUTTAPA TIEPLPEPLKOU aipaTtog acbevwy pe ZkI1 !

Metd nevte Xpovia Epyaciag Kal ouvepyaoiag, Ta arnoTeAeouata yag dlkaiwoav Kat Jag
divouv Tnv duvatonTa yla MEPALTEPW XPNON TWV ATMOTEAECUATWY, OTNV XOPNYyNoN EOLKWV
METTIOLWV/’EUBOALWYV” TIOU XPNOLPOTIOBNKAV KAl 0TV dNUOCLEUOT HAG, OE A0oBEVELG TTAEOV,
0€ KALVIKEG HEAETEQ, OE HEAAOVTLKO XPOVO.

Euxaplotoupe tnv EKAEKTH ouvepyaTda Kat urteubuvn tng ueAetng, Dr Lesley Probert, aAAa
KAl TNV EKAEKTN ouada Twv cuvepyatwyv tng!
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Mannan-MOG35-55 Reverses
Experimental Autoimmune
Encephalomyelitis, Inducing a
Peripheral Type 2 Myeloid Response,
Reducing CNS Inflammation, and
Preserving Axons in Spinal Cord
Lesions
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CNS autoantigens conjugated 1o oxidized mannan (OM) induce antigen-specific T call
tolerance and protect mice against autoimmune encephalomyeltis (EAE). To investigate
whether OM-peplides treat EAE initiated by human MHC class Il molecules, we
administered OM-conjugated murine myslin oligodendrocyte glycoprotein peptide 35-
55 (OM-MOG) to humanized HLA-DR2b transgenic mice (DR2b.Ab®), which are
susceptble to MOG-EAE. OM-MOG protected DR2b.Ab* mice against MOG-EAE by
both prophwiactic and therapeutic applcations. OM-MOG reversed clinical symptoms,
reduced spinal cord inflammation, demyelination, and neuronal damage in DR2b.Ab®
mice, while preserving axons within lesions and inducing the expression of genes
associated with myelin (Mbp) and neuron (Snap25) recovery in B6 mice. OM-MOG-
induced ftolerance was peplide-specific, not aflecting PLP178-191-induced EAE or
polyclonal T cel prokferation responses. OM-MOG-induced immune tolerance involved
rapd induction of PD-L1- and IL-10-producing mysloid cells, increased expression of
Chi3i3 (Ym1) in secondary lymphoid organs and characteristics of anergy in MOG-specific
CD4" T cells, The results show that OM-MOG treats MOG-EAE in & peptide-specific
manner, across mousehuman MHC dlass Il barriers, through induction of a peripheral
type 2 myeloid cell response and T cell anergy, and suggest that OM-peptides might be
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