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[Abstract] Objective To investigate the expression level, cell function and regulation mechanism of
microRNA -875-5p in colorectal cancer (CRC). Methods The expression of microRNA —875-5p in 62
paired CRC tissues and CRC cells was detected by gRT-PCR. Functional experiments revealed the effect of
microRNA -875-5p on the proliferation and apoptosis of CRC cells. Double luciferase and Western blotting
were used to study the relationship between ELL2 and microRNA-875-5p. Results The expression of mi-
croRNA —-875 —-5p was abnormally high in CRC tissues and CRC cell lines. Functional experiments in vitro
confirmed that microRNA —875—5p could promote the proliferation and inhibit the apoptosis of CRC cells.
Double luciferase and Western blotting experiments confirmed that microRNA —875-5p directly targeted the
ELL2-3°UTR region and inhibited its expression. Conclusion MicroRNA —-875-5p is highly expressed in
colorectal cancer tissues. MicroRNA—875-5p can promote the proliferation and inhibit apoptosis of colorectal
cancer cells, and its mechanism is related to down—regulation of ELL2 expression.
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Fig1 miR-875-5p is up-regulated in CRC and correlated with prognosis of CRC patients
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Fig 2 miR-875-5p promotes cell proliferation and inhibits apoptosis in CRC cells
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Fig 3 Knockdown of miR—-875-5p inhibits cell proliferation and promotes apoptosis in CRC cells
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Fig 4 ELL2 is a direct target of miR-875-5p
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