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ABSTRACT Objective: To explore the regulatory role and the underlying mechanisms of miR-598 in human colorectal cancer
(CRC) migration and invasion, laying a foundation for formulating novel therapeutic target for treatment of CRC. Methods: We detected
miR-598 expression in 30 pairs of CRC tissues and paired adjacent normal tissues using qRT-PCR analysis; The effects of miR-598 on
invasion and migration ability of CRC cells were determined using Transwell and Wound-healing assays when miR-598 were
over-expressed and silenced. miRNA target analysis tools miRanda, TargetScan and DIANA-microT were used to explore potential target
of miR-598; Jagged 1 (JAGI) was predicted to be a target of miR-598; The expression of JAG1 and epithelial mesenchymal transition
(EMT) marks (Vimentin and E-cadherin) was detected by western blotting and luciferase reporter assay. Results: miR-598 expression
was significantly lower in CRC tissues than that in normal mucosa; The ability of invasion and migration of CRC were decreased when
miR-598 were over-expressed, and were enhanced when miR-598 were silenced; Biological information method predicted that JAG1 was
a target of miR-598, and further showed that miR-598 can directly bind the 3'UTR of JAGI by luciferase reporter assay. Western blot
revealed that the expression of the JAGI and Vimentin (one of EMT markers) were decreased after miR-598 over-expression, while
E-cadherin which was another EMT marker was increased. MiR-598 inhibitor tood the opposite results. Conclusion: miR-598 was
downregulated in CRC, and then inhibited the occurrence of EMT in CRC, which suppressed the ability of invasion and migration of
CRC through negatively regulating JAG1 expression.
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Fig. 1 Expression of miR-598 in CRC tissues and paired normal mucosa
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