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ABSTRACT: Parkinsion's disease is the second most common neurodegenerative disease after Alzheimer's disease, the incidence of
the disease has been increasing year by year, accompanied by aging in the society, it affects one in every 100 persons above the age of 65
years. The clinical manifestations include static tremor, myotonia, bradykinesia, abnormal gait and posture. The causes of disease have
not been found, it is connected with many factors, but its main pathological feature is degeneration and absence of dopaminergic neurons
in substantia nigra. Studies have found that dysfunction of mitochondria, calcium overload, ferrous iron accumulation, immunization
inflammation all have connection with oxidative stress, which can lead to oxidative damage and promote dopaminergic neuron to
apoptosis. oxidative stress plays an important role in the progress of PD, so under much attention, anti-oxidant therapy can provide a new
approach for PD. This review pays attention to the mechanism of degeneration and absence of dopaminergic neurons that be caused by
oxidative stress and advanced therapy of Antioxidant agents.
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