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Parkinson’s Disease (PD) is the second most common neurodegenerative disease after Alzheimer’s Disease. Diagnosis is primarily clinical and is based on the presence of asymmetric or unilateral resting tremor, bradykinesia and TOCl'lS PrO ucts
rigidity. These motor features are predominantly the result of the degeneration of dopaminergic neurons in the substantia nigra pars compacta (SNpc) and loss of striatal innervation. Accumulation of a-synuclein in intraneuronal Lewy
bodies and neurites is a pathological hallmark of PD. Neurodegeneration also develops in non-dopaminergic pathways and results in a series of non-motor features that include cognitive impairment, sleep disorders and autonomic D, and D_ Receptors NMDA Receptors
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dysfunction. The clinical diagnosis of PD may be preceded for several years by prodromal features that include hyposmia, rapid eye movement sleep behaviour disorder, depression and constipation. The known causes of PD include A 68930 D-APS
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