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BACKGROUND PLAN OF THE STUDY
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To investigate the role of cellular LncRNA in Multiple Sclerosis pathogenesis by |
analyzed the expression of the 90 IncRNAs most

investigating their expression in patients compared with controls

RESULTS: piscoVERY PHASE:

Investigated and related to a disease status
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** Results showed robust dysegulation of 14 IncRNAs in MS patients compared with controls
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** Some of these dysregulation showed opposite trend in Progressive MS and RRMS
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@ ANRIL, sox2-ot, TUG-1 and XIST were downregulated also in RR MS
@ GOMAFU, HULC and BACE-1AS were dowregulated both RR and Progressive MS @ ANRIL and TUG1 correlate with EDSS whereas NRON correlates with disease duration

CONCLUSION

@ LncRNAs investigated were found to be significantly downregulated in patients compared with controls.
@ NRON is involved in inflammatory process (Nguyen et al., Int J. Devl. Neursci,2008) whereas TUG1, MALAT-1, Sox2-OT and GOMAFU are involved in brain

development ( Wu et al., Brain Research Bullettin 2013) and oligodendrocyte differentiation (Mercer et al., BMC Neuroscience 2010) and they could thus exert a role in

MS pathogenesis.

@ [IncRNAs profiling may represent a new challenge in the research of biomarkers of disease susceptibility and progression. CONTACT chiara.fenoglio@unimi.it



