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THZeEERE4 () Development of oxicam-bearing non-steroidal anti—inflammatory drugs
with novel anti-parkinsonian mechanism.
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WFoe pl B oo 2 (3% ) : In this study, three oxicam—bearing non-steroidal
anti—inflammatroy drugs (NSAIDs), such as meloxicam, piroxicam and tenoxicam, were
identified to have novel neuroprotective mechanism of maintaining phosphatidylinositol
3-kinase (PI3K) /Akt signaling against MPP'-induced toxicity using neuroblastoma SH-SY5Y
cells. The other types of NSAIDs did not show neuroprotection in the same assays. In a
chronic mouse model of Parkinson’ s disease, meloxicam ameliorated motor dysfunction and
dopaminergic neurodegeneration by maintaining Akt—-signaling. These results suggest that
meloxicamwould be a candidate agent as a disease—modifying drug for Parkinson’ s disease.
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