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Effect of folic acid on levels of aluminum-induced reactive oxygen species and

mitochondrial membrane potential in human neuroblastoma cells”
ZENG Zhidong ,QI Chuanjiao ,ZHOU Yanhua . XIE Chun
(School of Public Health/Key Laboratory of Environmental Pollution Monitoring and Disease
Control Ministry of Education ,Guizhou Medical University ,Guiyang ,Guizhou 550025,China)
[Abstract] Objective To study the effects of folic acid on the levels of aluminum (Al)-induced reactive
oxygen species (ROS) and mitochondrial membrane potential (MMP) in human neuroblastoma cells (SH-
SY5Y). Methods SH-SY5Y was co-processed by folic acid and different metals for 24 h. Different concentra-
tions of Al respectively contaminated SH-SY5Y for 6 h. Different concentrations of folic acid interfered the Al
induced SH-SY5Y for 6 h. The levels of ROS in cells of above each group were measured. The toxicity and
MMP level for folic acid in Al inducing SH-SY5Y were detected. Results Compared with the control group,
the ROS level of SH-SY5Y induced by Al was the highest (P<C0. 05). The relative fluorescence value, propor-
tion of cells with MMP decrease,and cell survival rate in the 50 ymol/L folic acid+300 pmol/L Al group were
15 92648 200,38. 04% and 82. 7% respectively, which in the 300 pmol/L Al group were 20 118 +12 503,
45.88% and 71. 9% respectively,and the differences were statistically significant (P<C0. 05). Conclusion Fo-
lic acid prevents the decrease of MMP probably by antagonizing Al inducing the increase of ROS level, thus in-
crease the survival rate of Al-induced SH-SY5Y.
[Key words|] human neuroblastoma cell; aluminum; folic acid; reactive oxygen species; mitochondrial

membrane potential
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