Long non-coding RNAs: A new frontier in the study of Amyotrophic Lateral Sclerosis
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Discussion: Our preliminary data showed a comparable regulation in ncRNA between two groups positive for mutations
in TARDBP and FUS, both involved in the same pathways, in fact we have detected some ncRNA common in both groups
while a different profile arises from SOD1 and SALS groups. Moreover we have detected two interesting AS-genes
involved in mitochondrial dysfunction and autophagy, known pathways in ALS that will be subject of work in the
functional studies.

This preliminary analysis seems to indicate that it is not possible, with this set of ncRNAs, to discriminate between the
different mutation states.
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