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[ Abstract] Objective: To investigate the effect of microRNA-1181 on the proliferation of pancreatic
cancer. Methods: Quantitative polymerase chain reaction (qRT-RCR) was adopted to detect the ex-
pression of miR-1181 in 4 human pancreatic cancer cell lines and 1 human normal pancreatic epithelial
cell lines. The PANC-1 and MIA PaCa-2 cell lines with significantly different miR-1181 expression
were selected for subsequent experiments. The miR-1181 over-expression lentiviral vector ( miR-
1181U) and the empty lentiviral vector vector (NC) were constructed and qRT-PCR was used to de-
tect infection efficiency. The effect of miR-1181 on the proliferation of pancreatic cancer cells was de-
tected by CCK-8 assay and Plate cloning experiment in vitro. The subcutaneous tumor model of nude
mice was established, and the effect of miR-1181 on the ability of pancreatic cancer cells was detected
by immunohistochemistry. Results: qRT-PCR showed that the expression of miR-1181 in 4 pancreatic
cancer cell lines was significantly lower than that in normal pancreatic epithelial cells (P <0.05). The
proliferation ability of PANC-1 and MIA PaCa-2 cells was significantly inhibited after over-expression of
miR-1181 (P <0.05), and the number of colony formation was significantly decreased (P <0.05).

Subcutaneous tumor model in nude mice showed that the tumor size and immunohistochemistry index
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Ki67 were significantly lower than those in the normal control group (P <0.05) after over-expression

of miR-1181. Conclusion: Over-expression of miR-1181 can inhibit the proliferation of pancreatic

cancer cells in vitro and in vivo, and is expected to become a new target for the treatment of pancreatic

cancer.
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