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Introduction 

Parkinson’s disease (PD) is a progressive 

neurodegenerative disorder associated with a loss of 

dopaminergic nigrostriatal neurons. It is named after James 

Parkinson, the English physician who described the shaking 

palsy in 1817. It is recognized as the second most common 

neurodegenerative disorder after Alzheimer’s disease. The 

likelihood of developing Parkinson’s disease increases with 

age. Parkinson’s disease is more common with advancing age. 

It affects as many as 1.5% of individuals older than 65 years 

and as many as 3.5% of individuals older than 85 

years (Olanow et al., 2009). 

Symptoms of Parkinson’s disease are slowly progressive. 

Well-recognized clinical features of Parkinson’s disease are 

slowed movements, tremors, rigidity, and difficulties with gait 

and balance. However, other features commonly occur, 

including changes in olfaction, autonomic function, cognitive 

function, affect, sleep, and energy level (Burn et al., 2006). 

Parkinson’s disease is characterized pathologically by the 

selective loss of dopaminergic neurons from the substantia 

nigra, and by the presence of Lewy bodies in surviving cells 

and Lewy neurites in brain parenchyma. The main protein 

component of Lewy bodies and Lewy neurites is α-synuclein, 


