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Abstract : Acute Interstitial Nephritis Associated with Selective Cyclooxygenase-2

Inhibitors (COX-2 inhibitors)
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Acute interstitial nephritis (AIN) is an infrequent cause of acute kidney injury (AKI). Non-steroidal anti-inflammatory

drugs have been reported to be one of the common causes of acute interstitial nephritis. Also, selective COX-2 inhibitors

NSAIDs was reported to be associated with acute interstitial nephritis. We reported a case of 63 year-old man who had

spondylosis. He had been taking celecoxib for about 1 week prior to the presentation of acute kidney injury. A kidney biopsy

was done and revealed moderate lymphocyte interstitial infiltration compatible with acute interstitial nephritis. His kidney

function was recovered (without dialysis treatment) after celecoxib discontinuation in combination with an 8-weeks course

of corticosteroid therapy.
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Hematocrit 37%, White blood cell count 5,000/mm?
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: spgr 1.010, pH 5.5, protein negative, WBC 5-10/High power
field, RBC 0-1/High power field.
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