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Preclinical Proof-of-Concent research targeting development of novel
neuroprotective drugs for Pankinson®s disease.
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In our previou studies, oxicam NSAIDs including meloxicam have been found to
prevent dopaminergic neuronal death with a novel mechanism in the cell-based and animal models of
Parkinson®s disease. We constructed an immunohistological assay in the animal disease model as the
most important evaluation system to judge the efficacy of the drug in preclinical studies. In this
assay, meloxicam was cnfirmed to protect against dopaminergic neuronal death in the substantia nigra
of the brain, usually damaged in Parkinson®s disease.
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