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Effects and Its Mechanism of Different Dental Alloys on Proliferation and Apoptosis of Fibroblast. Chen Shubao, Zhang Rui, Li Rui. De-
partment of Stomatology, Second Affiliated Hospital of Nanyang Medical College, Henan 473000, China

Abstract Objective To investigate the effects and its mechanism of different dental alloys on proliferation and apoptosis of fibro-
blast. Methods Mouse fibroblast 1.929 cells were divided into negative control group, gold alloy group, Ni Cr alloy group and copper al-
loy group. Cell proliferation was detected by MTT assay. Cells were cultured for 48h. Cell cycle and apoptosis rate were detected by flow
cytometry. The expression of Bel =2, Bax, cleaved caspase —3 protein were detected by Western blot. Results Cell proliferation rate
had no significant difference in gold alloy group and Ni Cr alloy group and negative control group (P >0.05) , while was significantly low-
er in copper alloy group than the negative control group (P <0.01). G, phase, S phase and G, phase cells between gold alloy group and
the negative control group had no significant difference (P >0.05), while G, phase cells in Ni Cr alloy and copper alloy group was signifi-
cantly lower than negative control group. S phase and G, phase cells were significantly higher than the negative control group (P <0.05 or
P <0.01). Cell apoptosis rate and the expression of Bel =2, Bax, cleaved caspase —3 protein between gold alloy group and negative con-
trol group had no significant difference (P >0.05). Cell apoptosis rate and the expression of Bax,cleaved caspase —3 protein between Ni
Cr alloy and copper alloy group were significantly higher than the negative control group. Bel —2 protein expression was significantly lower
than the negative control group (P <0.01). Conclusion The gold alloy, Ni Cr alloy and copper alloy can influence proliferation and ap-
optosis of fibroblast. The gold alloy group is minimum. Different dental alloys leads to the possible mechanism of fibroblast apoptosis was
regulation of Bel -2, Bax, cleaved caspase — 3 protein expression.
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