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ABSTRACT Objective: To investigate the mechanism underlying the protection effect of resveratrol against 1. cellular impairment
induced by 6-hydroxy dopamine. Methods: SN4741 cells were divided into three groups: the control group, the 6-hydroxy dopamine
treated group and the resveratrol pre-treated group. The cellular viability were measured by MTT assay. DJ-1 level were assessed by
Western-Blot assay. ROS level, and MMP were detected to reflect cellular oxidative stress level and mitochondrial function. Results:
Resveratrol alleviated 6-hydroxy dopamine induced cell death through a dose dependent manner. Pre-treatment of resveratrol significantly
relieved the reduction of DJ-1 level induced by 6-hydroxy dopamine, which contributed to a lower oxidative stress level and milder mito-
chondrial injury. Conclusions: Pre-treatment of resveratrol protects cellular damage induced by 6-hydroxy dopamine. Moreover, it also
alleviates cellular oxidative stress level and improves mitochondrial function. All these effects may due to promoting expression of DJ-1
protein induced by resveratrol.
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Fig.3 Resveratrol significantly relieves ROS level and protects mitochondrial function of SN4741 cells induced
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