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[ Abstract)
targets. Methods The level of miR-27a in pancreatic adenocarcinoma tissuses was detected by RT -PCR. The growth

Objective To explore the function of miR-27a in pancreatic adenocarcinoma and the possible

vitality of PANC-1 cells after transcient transfection of miR -27a inhibitor was detected by CCK -8 and soft agar colony
formation assay. The possible targets of miR-27a were choosen by dual luciferase reporter gene assay and Western
blot. Results (1) The expression level of miR-27a in pancreatic adenocarcinoma tissuses was up -regulated
dramatically compared with the paired normal pancreatic tissuses . (2) The growth ability of PANC-1 cells was
suppressed significantly after transcient transfection of miR -27a inhibitor. (3 ) miR-27a can regulate the MRE of

Sprouty2. (4) The protein level of Sprouty2 was up-regulated significantly by 35% after transcient transfection of

miR-27a inhibitor in PANC-1 cells. Conclusion
may function as an oncogene in PANC -1 cells by targeting Sprouty2.
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miR-27a was up-regulated in pancreatic adenocarcinoma , and it
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