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Outcome after
Drug Dose Baseline Manifestations of Discontinuing
Case (Duration) Characteristics* Medications Renal Dysfunction* COX-2 Therapy*
1 Celecoxib 80 years old, female, |sosorbgide dinitrate, Pulmonary edema One hemodialysis
200 mg/day coronary disease, chronic insulin, amlodipine, requiring mechanical session; 4 days after
(13days) renal failure, ischemic gabapentin, warfarin, ventilationX 1 day; celecoxib discontinued:

cardiomyopathy, atrial desyrel, atenolol, creatinine 2.4 mg/dL; volume status and
fibrillation, neuropathy, erythropoietin, blood urea nitrogen potassium returned to
anemia, diabetes mellitus, lansoprazole 111 mg/dL ; potassium baseline, creatinine
hypertension, type 4 renal 6.9mEq/L; sodium 140 1.9 mg/dL
tubular acidosis, mEg/L; bicarbonate 13
depression, creatinine mEg/L; urine, few
1.7-2.0 mg/dL tubular cells and casts

2 Rofecoxib 69 years old, female, Enalapril, furosemide, Heart failure; creatinine Three days after

25 mg/day coronary disease, chronic amitriptyline, 4.1 mg/dL; blood urea rofecoxib and enal april

(21 days) renal failure, ischemic glyburide, carvedilol, nitrogen 88 mg/dL ; discontinued;
cardiomyopathy, anemia, aspirin (81 mg), potassium 5.6 mEg/L; intravenous
hypertension, gout, erythropoietin, iron sodium 130 mEg/L; furosemide given:
diabetes mellitus, sulfate bicarbonate 18 mEq/L ; volume status and
neuropathy, peripheral, urine, few tubular cells potassium at baseline;
vascular disease, 6 days later, creatinine
creatinine 2.8-3.0 mg/dL 3 mg/dL

3 Celecoxib 75 yearsold, female, Amlodipine, Three days of vomiting, One hemodialysis

200 mg/day chronic renal failure, amitriptyline, volume depletion, session; 6 days after

(18 days) hypertension, diabetes furosemide, glyburide, hypotension, and celecoxib discontinued:
mellitus, dementia, atorvastatin, bradycardia (3 degree volume status and
peripheral vascular acetaminophen, block); creatinine 5.6 potassium returned to
disease, osteoarthritis, potassium chloride, mg/dL; blood urea previous baseline;
hyperlipidemia, creatinine  aspirin (325 mg) nitrogen 83 mg/dL; cregtinine 1.7 mg/dL.
1.4-1.8 mg/dL. potassium 8.5 mEq/L;

sodium 132 mEg/L;
bicarbonate 12 Eq/L ;
urine, few tubular and
white cells
4  Rofecoxib 83 yearsold, female, Furosemide, atenolol, Three days of diarrhea Two days after

50 mg/day coronary disease, chronic spironolactone, iron and anorexia, mild spironolactone,

(6 days) renal failure, ischemic sulfate, lisinopril,, hypotension and volume furosemide, lisinopril,
cardiomyopathy, aspirin (81 mg), depletion on examination;  and rofecoxib stopoped:
peripheral vascular acetaminophen creatinine 3.5 mg/dL; volume status,
disease, osteoarthritis, blood urea nitrogen 94 potassium, and
depression, mg/dL; potassium 6.0 creatinine (1.5 mg/dL)
hyperlipidemia, anemia, mEg/L; sodium 129 were at baseline,
creatinine 1.4 mg/dL. mEg/L; bicarbonate 17 lisinopril and

mEg/L; urine, few spironolactone
hyaline casts restared within 4 days
and tolerated
5  Celecoxib 69 years old, female, Torsemide, enal april, Leg edemaand severe One hemodialysis
200 mg/day anemia, congestive warfarin, glyburide, heart failure; creatinine session; 8 days after
(12 days) cardiomyopathy, chronic ferrous fumarate, 5.5mg/dL ; bloood urea celecoxib and enalapril
renal failure, diabetes aspirin (81 mg), nitrogen 112 mg/dL; discontinued: volume
mellitus, hyperlipidemia, diltiazem, potassium 7.3 mEg/L; status and potassium
chronic atria fibrillation, acetaminophen sodium 126 mEg/L; returned to baseline,
peripheral vascular bicarbonate 14 mEg/L ; creatinine 1.8 mg/dL;

disease, creatinine 1.6-2.1
mg/dL

urine, few tubular cell
casts

enalapril and
torsemide were
reinitiated, and renal
function was stable.

* Laboratory results reter to serum levels.
F Bk R E4EE COX-2 4 4l F X 4F A B A 4 Mk ey COX-2 ¥4l & ACEl & A &M B RBZ EHI XK -
(Perazella MA, Tray K. 2001)



