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Figure 1. Left: schematic representation of the inhibition of COX-1 (large green figure) by
a nonselective NSAID (central blue figure). The entrance channel to COX-1 is blocked by
the NSAID. Binding and transformation of arachidonic acid (bottom yellow figure) within
COX-1is prevented. Middle: inhibition of COX-2 by a nonselective NSAID (cenfral blue
figure). Right: inhibition of COX-2 by COX-2 selective NSAID (central red figure). The
COX-2 side pocket allows specific binding of the COX-2 selective NSAID's rigid side
extension. The entrance channel to COX-2 is blocked. The bulkier COX-2-selective
MNSAID will not fit into the narrower COX-1 entrance channel, allowing uninhibited access
of arachidonic acid into COX-1_ Adapted from Hawkey CJ [23].
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ADVERSE EFFECTS

Celecoxib can cause an increased risk of serious cardiovascu-
lar thrombotic events, myocardial infarction, and stroke, which
can be fatal. All NSAIDs can have a similar risk. This risk can
increase with duration of use. Patients with cardiovascular dis-
ease or risk factors for cardiovascular disease can be at greater
risk. The NSAIDs, including celecoxib, cause an increased risk
of serious Gl adverse events, including bleeding, ulceration,
and perforation of the stomach or intestines, which can be
fatal. These events can occur at any time during use and with-
out warning symptoms. Elderly patients are at greater risk for
serious Gl events.

Maximal
Daily Dose Tmax Half-life Deose Adjustment or Special
Available Formulations (mg) (mg) (hr) (hr) Precautions
Salicylic Acids
Acetylsalicylic Aspirin Tablets: 81,165, 325, 500, 650 3000 0s 46 Decreace doce by 50% in renal
acid Children's: 81 failure patients and patients with
Suppository: 120,200, 300, 600 hepatic insufficiency
Salzalate Disalcid Capsule: 500 3000 14 1
Amigesic Tablet: 500, 750
Salflex
Diflunisal Dolobid Tablets: 250, 500 1500 2-3 7-15 Decrease dose by 50% in renal
failure
Acetic Acids
Diclofenac Voltaren Tablets: 25, 50, 75 225 1-2 - x Incidence of increased
Voltaren XR Extended release: 100 transaminase levels higher than
Cataflam with other NSAIDs
Diclofenac + Arthrotac Tablets: 50 ar 75 plus 200 1-2 2 Incidence of increased
misoprostol misoprostol 200 pg transaminase levels higher than
weith other NSAIDs
Indomethacin Indecin Caps: 25, 50 200 1-4 2-13 Approved for treatment of patent
ductus arteriosus
Indocin SR Sustained release: 75
Oral suspension: 25 mg/s mL
Suppositories: 50
Sulindac Clinoril Tablets: 150, 200 400 2-4 16 Prodrug metabolized to active
compound
Decreasze dose in renal disease,
liver disease, and elderly patients
Ketorolac Toradol IMAV: 15 or 30 mg/mL 120 IV/IM 031 4-6 Decrease dose by 50% in renal
failure and elderly patients
Tablets: 10 40 mg PO Do not use > 5 days
Tolmetin Tolectin Tablets: 200, 600 1800 0.5-1 1-1.5
Caps: 400
Etodolac Lodine Caps: 200, 300 1200 1-2 &7
Lodine XL Tablets: 400

Extended release: 400, 500, 600
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Propionic Acids

Ibuprofen Motrin Tablets: 200 (0TC), 300, 400, 3200 1-2 2 Avoid in severe hepatic disease
Advil i
Nupren
Rufen
Naproxen Naprosyn Tablets: 125(0TC), 250, 375, 1500 2-4 12-1% Decrease dose in renal disease,
500 liver disease, and elderly patients
Aleve Sustained release: 375, 500
Anaprox Suspension: 125 mg/S mlL
EC-Naprosyn
Naprelan
Fenoprofen Nalfon Caps: 200, 300, 600 3200 1-2 23 Idiosyncratic nephropathy more
frequent than with other NSAIDs
Ketoprofen Orudis Tablets: 12.5 (OTC) 300 052 24 Decrease dose in severe renal
Oruvail Caps: 25, 50, 75 disease, hepatic disease, and
Sustained release: 100, 150, eldedy patients
200
Flurbiprofen Ansaid Tablets: 50, 100 300 152 34
Oxaprozin Daypro Tablets: 600 1800 or 3-6 4960 Decrease dose in renal failure
26 mg/ patients and patients < 50 kg
kg/day
Fenamic Acids
Meclofenamate  Meclomen Caps: 50, 100 400 05 23
Oxicams
Piroxicam Feldene Caps: 10, 20 20 25 3-86 Decrease dose in hepatic disease
and elderly patients
Meloxicam Mobic Tab: 75,15 15 5-6 20
Nonacidic Compounds
Nabumetone Relafen Tablets: 500, 750 2000 3-6 24 Food increases peak concentration
Reduce dose in renal disease
Avoid in severe liver diszase
Limit dose to 1 gfday inelderly
patients
COX-2 Selective Inhibitors
Celecoxib Celebrex Caps: 100, 200, 400 400 (800 mg 3 n Contraindicated with sulfonamide
in FAP) allergy
Etoricoxib* Arcoxia Tablets: 60, 20, 120 120 115 22 Contraindicated in severe renal or
liver disease patients

Caution in mild-to-moderate
disease

*Not approved by US. Food and Brug Adminstration.
FAP, familial adenomatous polyposis; MAY, intramuscular/i ntravencous; OTC, over the counter; POL Oral.

Manara University- Faculty of Pharmacy

Dr. Nathalie Moussa



