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Abstract: Objective To detect miR-181d expression levels in colon cancer cell lines.and to study the functions of miR-181d
on colon cancer cell proliferation and apoptosis. Methods RT-qPCR was employed to study miR-181d expression levels in
colon cancer cell line HCT116,HT29,LoVo,SW480 and SW620 cells,as well as in colon normal epithelial cell line HIEC.
miR-181d mimic and control were transfected into LoVo cells while miR-181d inhibitor and control were transfected into
SW620 cells. qRT-PCR was performed to validate the transfection efficiency. MTT assay was performed to measure cell pro-
liferation while flow cytometry was performed to detect cell cycle and apoptosis rate. Results miR-181d was universally
downregulated in all colon cancer cell lines compared to the colon normal epithelial cell line HIEC ( F=29. 34, P<{0.01).
Overexpression of miR-181d in LoVo cells significantly decreased in vitro cell proliferation rate ( F=5. 403, P<<0. 01). Flow
cytometry indicated that cells at S phase were greatly decreased (t=4.71, P<{0.05) and apoptotic cells were greatly in-
creased compared to the control cells (1=3.47, P<{0.05). On the contrary,inhibition of miR-181d in SW620 cells signifi-
cantly promoted cell proliferation (F=20. 82, P<C0. 01). Cell cycle was accelerated with significant increase in S phase com-
pared to the control cells (+=2. 92, P<0. 05) , whereas apoptosis ratio was significantly decreased (t=4. 14, P<0. 05). Con-
clusion miR-181d was universally downregulated in colon cancer cell lines compared to the normal epithelial cell line. miR-
181d inhibits cell proliferation and induces apoptosis,thus functions as an tumor suppressive miRNA.
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BUE RNAL qRT-PCR £ I 45 B 98 40 i &= ' miR-
181d FIE XK F-(E 1), L HIEC 1 miR-181d AY
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