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Objective: New nonsteroidal anti-inflammatory drugs (NSAID) with highly selective cyclooxygenase-2 (COX-2)
inhibition afford protection against gastropathy, but their acute and long-term effects on the central nervous system
are unclear. Our aim was to investigate the influence of COX-2 specific inhibitor(Celecoxib) on cognitive function in
the elderly. Method: Within the context of a randomized controlied parallel rial of NSAIDs for ostecarthitis(OA), we
performed a battery of neuropsychological tests in consecutive 10 patients with Celecoxib(200mg/day) and 13
patients with Diclofenac(100mg/day) before and after 4 weeks by clinical psychologists who were not involoved in
the study and unaware of study protocols and treatment allocation. The tests were performed randomly in sequence
in order to minimize learning effect. The examed cognitive domains included memory, reasoning/problem solving,
simple and complex attension, visual-spatial processing, and psychomotor speed. Results: Demographic characteristcs
( age, sex, disease duration, functional status measured by patient’s & physician’s global assessment and WOMAC,
CES depression score, education level)were not significantly different between both treatment groups. In all cognitive
domains, we did not find out significant cognitive decline before and after treatments either with Celecoxib or
Diclofenac. There was no difference in the change of cognitive function between both treatment groups.
Conclusions: The short-term use of COX-2 specific inhibitor as well as conventional NSAID in the elderly may notl
impair cognitive function, The long-term follow up study using large number of patients is in progress.
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