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Neurotoxicity of homocysteine on mouse N2a neuroblastoma cells

GOU Yun, HUANG Guo-wei, CHEN Shuang, ZHANG Xu-mei

(Department of Nutrition and Food Hygiene, School of Public Health, Tianjin Medical University, Tianjin 300070, China)

Abstract Objective: To explore the neurotoxicity of homoeysteine (Hey ) on mouse neuroblastoma cells (N2a) and its effect on pERK1/2
protein level. Methods: Cultured N2a cells were divided into four groups according to the concentrations of homocysteine: control group
(Hey 0 pmol/L), low—Hcy (30 pmol/L), moderate—Hcy (300 pmol/L), high-Hey (1 000 pmol/L) groups. After 72 h Hey treatment,
the toxicity of N2a cells was detected by LDH (lacate dehydrogenase ) assay kit, cell proliferation ability was detected by MTT methods,
and the protein expression of pERK1/2 was detected by western blot. Results: The LDH activity in Hey—treated groups was increased
compared with control group (P<0.05). The cells proliferation ability was decreased after Hey treatment, and OD values were reduced
compared with control group (P<0.05). The protein expression of pERK1/2 decreased after Hey treatment, and significant differences among
the moderate, high Hey dose groups and control group were found (P<0.05). Conclusion: The toxic effect of Hey on N2a cells may be caused
by reduced ERK1/2 protein phosphorylation expression. It suggests that a low serum Hey level may have a protective effect on neural cells.
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Fig1 Morphologic observation of N2a cells (x100)
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Tab 1 The neurotoxicity of Hey on N2a cells(n=3,xzs )
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Fig 2 The homocysteine effect on the proliferation ability of N2a
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Fig 3 The Hcy effects on the protein expression of pERK1/2
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