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in cancer. Splicing is the mechanism responsible for
RNA maturation through intron excision and exon ZRSR2
junction. We have previously shown that splicing is METTL3
dysregulation in various types of NENSs, including SF3B3
pancreatic and lung NENs, identifying both aberrantly {

spl|ce.d varlant§ and altered con.ﬂponent.s Sl sp.llc?mg — RBFOX3 ’ C:mpone:’ntwiscy) Of the 434,286 splicing events detected, 70 were differentially spliced between patients with
machinery, which Yvere associated with and .cllnlcal | long and short survival (F). Of which, the majority were intronic retentions and skipped exons (G).
parameters and increased tumor aggressiveness Ds,e B Long-term survivors O Long-term survivors Enrichment analyses demonstrated that the alternative splicing events affect genes belonging to

features. In contrast, the role of splicing in siNENs and 0 B short-term survivors SR ST key pathways such as translation, protein biosynthesis and focal adhesion (H).
its putative relation to tumor biology is still largely

unexplored. Therefore, the aim of this study is to
evaluate the spliceosomic landscape, —splicing factors
and variants—, in a set of 44 siNENSs to identify putative
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