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Protective effects of SOD mimetic on N27 cell injury induced by Paraquat

CHEN Ping', WANG Shi-long', CHEN Zhen®, LI Ang', WU Xiao-kang®, ZHAO Chun-jun', LIANG Li-ping' ('School
of Life Science and Technology, Shanghai 200092, *Department of Cerebral Surgery, Shanghai Tenth People’ s Hospital, Tongji University
Shanghai 200072, China)

Abstract: Objective To determine if manganese ( Il ) meso-tetrakis (N, N'-diethylimidazolium-2-yl)
porphyrin (MnTDM) , a SOD mimetic, prevents the neurotoxicity of Paraquat in the dopa’ minergic neurons.
Methods N27 cell, a dopaminergic neuron cell line, was used as cell model of Parkinson’ s disease (PD) af-
ter Paraquat induction. After MnTDM intervention, the cell viability and metabolic state of Paraquat induced
N27 cells were measured by MTT assay. Their protein expression of tyrosine hydroxylase (TH) was examined
by immunocytochemistry and Western blot, and malondialdehyde (MDA ) was detected with thiobarbituric acid
(TBA) method. Results MnTDM significantly inhibited Paraquat-induced decreased cell viability and do-
paminergic cell density depletion in N27 cell line in a dose-dependent manner. MnTDM also prevented the
changes of TH expression and the increasing of MDA that were both caused by Paraquat. Conclusion Oxida-
tive stress may play a role in the pathogenesis of Paraquat-induced dopaminergic cell damage. MnTDM prevents
the neurotoxicity of Paraquat to some extent, suggesting the potential clinical therapy for PD.
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B4 (55.75 £2.36) (27.86 +4.28) (43.20 +2.17) (45.34
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