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| et-7 | L1 - A tumor suppressor miRNA, let-7, can directly bind to the L1 mRNA
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Our lab has recently described a new mechanism In lung cancer, deregulation of this miRNA correlates with somatic L1
non-repetitive repeats that represses L1 in normal cells and is deregulated in cancer insertions. Could there be other miRNAs inhibiting LINE-1 as well?
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2. Patients with L1 insertions express less tumor suppressor miRNAs
and more oncomiRs
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de novo L1 insertions
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MiR-143, mMiR-9 and miR-30e (tumor suppressor MiRNAs) were downregulated in the insertion
group, while miR-20a, miR-92a, miR-181b and miR-425 (oncomiRs) were upregulated
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CONCLUSIONS 1. Downregulation of some tumor suppressor miRNAs and REFERENCES 1rnI:rrlf>§QAR|aeT$?ni.eg.?slr%origzn Irﬁéjmérsu'opressor

upregulation of some oncomiRs is correlated with tumor- retrotransposition. Nature Communications, 11(1), 5712.
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