DIFFERENTIAL PROTEIN AND NEUROPEPTIDE EXPRESSION IN EXPERIMENTAL PARKINSON'S DISEASE.
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INTRODUCTION In the present study two-dimensional fluorescence difference gel electrophoresis (DIGE) was used to pinpoint significant differences in
Parkinson’s disease (PD) is a common neurodegenerative disorder characterized by a selective degeneration of the nigrostriatal protein abundance during dopamine denervation after MPTP treatment in the striatum. Secondly, we have developed a peptidomic
dopaminergic neurons. The death of these neurons causes symptoms as slowness of movement, muscular rigidity and resting tremor. approach to study a large number of neuropeptides and employed it to an investigation of the endogenous neuropeptide content of PD.
Administration of the neurotoxin MPTP causes similar degeneration, and this procedure has been widely used to generate animal models for Finally, direct molecular profiling of the biological samples using MALDI-MS was shown to be a powerful tool for investigating the spatial
PD. Addition of the drug levodopa compensates for the lack of dopamine and temporarily reduces the motor symptoms of PD. distribution of peptides and proteins directly on tissue samples.
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