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Abstract Objective: To detect the expression of microRNA ( miRNA, miR)-125a-5p in pancreatic cancer ( PC)
tissues and cell lines and its effect on gemcitabine ( Gem) resistance of PC cells. Methods: A total of 13 pairs of PC and ad-
jacent non-cancer tissue samples were collected. Gem resistant PC cell lines were constructed. Real-time fluorescence quan-
titative polymerase chain reaction (qRT-PCR) was used to verify the expression level of miR-125a-5p in all samples. The
Cancer Genome Atlas (TCGA) database was used to analyze the differential prognosis of PC patients. Cell counting kit-8
(CCK-8) was used to detect the half inhibitory concentration (IC50) of Gem in PC cells after transfection with miR-125a-5p
mimic or inhibitor, to investigate the effect of miR-125a-5p on drug resistance of cells. The database was used to predict the
target genes of miR-125a-5p, and Western blotting was employed to examine the effect of miR-125a-5p on the expression of
signal transducer and activator of transcription 3 (STAT3) protein. Results: The expression of miR-125a-5p in the PC tissue
was significantly lower than that in the adjacent cancerous tissue. The expression of miR-125a-5p in PC cell lines was signifi-
cantly lower than that in the normal control cells. Expression of miR-125a-5p was closely related to the prognosis of PC pa-
tients. Expression of miR-125a-5p was down-regulated in PC cells treated with Gem. Compared with non-drug resistant cells,
the expression of miR-125a-5p was significantly reduced in drug resistant cells. CCK-8 data showed that the IC50 value of
cells was significantly decreased after transfection with miR-125a-5p mimic, while the IC50 value was significantly increased
after transfection with miR-125a-5p inhibitor. Overexpression of miR-125a-5p inhibited the expression of STAT3 protein.
Conclusions: The miR-125a-5p is low expression in PC cells and correlated with the survival prognosis of PC patients. The
miR-125a-5p may mediate the Gem resistance of PC cells by inhibiting STAT3.
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