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Influence of miR-363 on proliferation and migration of colorectal
cancer cell by targeting CTHRCI1
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Abstract: Objective To observe the expression of microRNA ( miRNA )-363 in colorectal cancer tissues and the
influence on proliferation and migration of colorectal cancer cells and explore its potential mechanism. Methods The
specimens of cancerous tissues and paracancerous tissues resected by operation in 96 cases of colorectal cancer and 6 colon
cancer cell lines and normal colorectal epithelial cell strain were selected. Real-time quantitative PCR(qRT-PCR) method
was used to detect the expressions of miRNA-363 in colorectal cancer tissues and different cell lines. After transfection of
colorectal cancer cells with miR-363 mimics, miR-363 inhibitor and blank control, cell counting kit-8 (CCK8) essay and
cell wound scratch assay were used to respectively detect the proliferation ability of rectal cancer HCT116 cells and
migration abilities of rectal cancer SW480 and SW620 cells. Western blot method was used to detect the expression of
collagen three stranded helix repeat containing 1 (CTHRC1) in colorectal cancer HCT116 cells. Results Compared with
paracancerous tissues ,the expression of miR-363 in colorectal cancer tissues was down-regulated significantly( P <0.05).
Comparison with normal colorectal epithelial cell strain, the expressions of miR-363 in 6 colon cancer cell lines were down-
regulated significantly(all P <0.05). After being transfeced with miR-363 mimics ,the proliferation ability of HCT116 cells
and migration abilities of SW480 and SW620 cells can be significantly inhibited. Compared with transfecting blank control ,
the relative expression level of CTHRCI in colorectal cancer HCT116 cells after transfection of miR-363 mimics
significantly decreased,while it significantly increased after transfection of miR-363 inhibitor. These results show that miR-
363 can inhibit the expression of CTHRC1. Conclusion miR-363 could inhibit the proliferation and migration abilities of

colorectal cancer cells, and the mechanism may be related to its targeting effect on CTHRCI protein
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