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ABSTRACT Objective: To study the effects of metformin and celecoxib alone or in combination on the cell viability and Caspase-3
activity in the pancreatic cancer BXPC3 and AsPC-1 cells. Methods: Pancreatic cancer cell line BxPC-3 and AsPC-1 were cultured and
treated with different concentrations of metformin or celecoxib for 24, 48 and 72 h, the cell viability was then measured and calculated by
the MTT assay. In the combination experiments, each cell line was divided into 4 groups: the untreated control group, metformin group
alone (treated with 15 mmol/L metformin), celecoxib group alone (treated with 100 pmmol/L celecoxib), the combination group(met-
formin 15 mmol/L+ celecoxib 100 wmmol/L ). After treated for 48 h, MTT assay was used for the detection of viability and Caspase-3
activity. Results: The viability of BxPC-3 and AsPC-1 cell were inhibited by metformin or celecoxib in a time- and dose-dependent man-
ner. Compared with the untreated control group, the cell viability of all the drug treated groups were significantly decreased, while the
Caspase-3 enzyme activity were increased in both BxPC-3 and AsPC-1 cells (P<0.01). Compared to the untreated control or individual
drug, the combination of metformin and celecoxib significantly decreased cell viability and increased caspase-3 enzyme activity of both
cells (P<0.01). There were no significant different in caspase-3 enzyme activity between metformin group and celecoxib group(P>0.05).
Conclusion: Combination of metformin and celecoxib could synergistically inhibite the cell proliferation and increased caspase-3 enzyme
activity, thus induced apoptosis in the pancreatic cancer cell, which indicated that combination of metformin and celecoxib might be a
promising remedy in treatment of pancreatic cancer.
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*: Significantly different compared to control groups( P<0.05), #: Significantly different compared to MET or CEL alone groups(P<0.01)
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