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Abstract:Objective To investigate the effects of protease inhibitors BMS-345541 and MG-132 on cell ap-
optosis and cell viability of human glioma. Methods A total of 15 strains of human glioma cells were divided
into control group,BMS-345541 group and MG-132 group,5 strains in each group. The control group was sub-
cultured, BMS-345541 group was added with BMS-345541 and subcultured, MG-132 group was added with
MG-132 and subcultured. MTT colorimetric assay was used to detect cell viability,cell apoptosis rate,fluores-
cence quantitative assay was used to detect GRP78 mRNA expression, western blotting was used to detect
protein expression. Results The number of cells in the control group, BMS-345541 group and MG-132 group
were (730 000+154),(257 0004256) and (210 000+ 333) respectively, the number of cells in BMS-345541
group and MG-132 group were significantly lower than that in control group,the number of cells in MG-132
group was significantly lower than that in BMS-345541 group (P <C0. 05). The cell viability of BMS-345541
group and MG-132 group were significantly lower than that of control group, but the cell apoptosis rate of
MG-132 group were lower than that of control group (P <C0. 05). The cell viability in MG-132 group was
higher than that in BMS-345541 group,the cell apoptosis rate in MG-132 group was lower than that in BMS-
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345541 group (P<C0.05). The expression of GRP78 mRNA in control group,BMS-345541 group and MG-132
group were (2.21+0.08) % ,(15.984+1.58) % ,(13.55+1.12)%. The expression of GRP78 mRNA in BMS-
345541 group and MG-132 group were significantly higher than that in control group (P<C0. 05). The relative
expressions of GRP78 and JNK1 protein in BMS-345541 group and MG-132 group were significantly higher

than those in control group (P<C0. 05). Conclusion

The protease inhibitors BMS-345541 and MG-132 could

induce the cell apoptosis of human glioma and enhance patients’ efficacy.
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