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[ Abstract] Objective: To investigate the effect of miR-29¢ over-expression on the proliferation of hu-
man pancreatic cancer cells, AsPC-1 PANC-1. Methods: The recombination adenovirus Ad-miR-29¢
and control adenovirus was constructed and transfected human pancreatic cancer cells, AsPC-1 and
PANC-1 cell (experiment group). The expressions of miR-29¢ in AsPC-1 and PANC-1 cells were de-
tected by real-time PCR. The CCK-8 assay was applied to examine the proliferation ability of miR-29¢
on the proliferation of human pancreatic cancer cell. The cell colony formation assay was used to meas-
ure the growth of the cells after infected by miR-29¢ for 24 h. Results: Afier infected with Ad-miR-
29¢ and PANC-1, the miR-29¢ expression levels increased ; the over-expression of microRNA-29¢ in
the pancreatic cancer cells significantly inhibited the proliferation abilities of AsPC-1 and PANC-1
cells, cell clone formation abilities were also significantly decreased (P <0.01). Conclusion: miR-
29¢ can effectively suppress the proliferation of human pancreatic cancer cells,which makes a promis-
ing new therapeutic target for pancreatic cancer.
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Fig.2  Over — expression of microRNA-29¢ inhibited PANC-1 and AsPC-1 cells proliferation ability
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Fig.3  Over — expression of microRNA-29¢ inhibited AsPC-1 and PANC-1 cells colony formation ability
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