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[Abstract] Objective To study the influence of methylglyoxal on human pancreatic carcinoma PANC-1
cells proliferation and possible mechanism. Methods Cell proliferation was evaluated using MTT method;
Hoechst33258 staining assay was used to observe MGO-induced morphological changes; Changes for Bcl-2 and
Bax expression level were assessed using Western blot. Results Comparing with control group, PANC-1 cells
proliferation was suppressed by methylglyoxal. The growth inhibition induced by MGO was in a dose-dependent
manner(P<<0.01). Apoptosis of the PANC-1 cells was observed after exposure to MGO, which was verified by
morphological changes and increased proportion of Hoechst positive cells. The expression level of Bcl-2 was
significantly decreased compared with the control group, but that of Bax was higher in the former than that in the
latter, as well as the expression level of Caspase-3. Conclusion MGO could inhibit PANC-1 cells proliferation
significantly and induce the apoptosis via regulating the expression level of Caspase-3 and Bcl-2 family proteins.
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