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Therapeutic disadvantages Therapeutic advantages
of selected NSAIDs* of selected NSAIDs

Upper Gl disturbances . Low cost; long
are common Salicylates: history of safety

Aspirin
Salicylate salts
No antipyretic Diflunisal Less Gl irritation
effect Acetic acids: than aspirin
Indomethacin
Very potent; should be Sulindac
:'59_‘5 only i'ft:r less Tolmetin Long half-life permits daily
oxic agents have L ) ica-dai i
proven ineffective Propionic acids: or twice-daily dosing
CNS disturbances are !buprnfe;: —
common Fenoprofen Lower toxicity and better
Flurbiprofen acceptance in some
Ketoprofen patients. Naproxen is
Naproxen considered by some experts
Oxaprozin as one of the safest NSAIDs
Oxicams:
Piroxicam
Meloxicam
Fenamates:
Mefenamic acid
Potential for increasing Meclofenamic acid Less Gl irritation than
myocardial infarctions COX-2 inhibitors aspirin

and strokes
Celecoxib




Range of COX-1 and COX-2 selectivity of NSAIDs

lumiracoxit
rolecoxib
etoncoxib

valdecoxib > 50-1cld COX-2 selective

gtodolac
meloxicam

nimesulide
celecoxib i
diclofenac 5 to 50-fold COX-2 selective
fenopraten < 5-fold COX-2 salective
buproten A\
tolometin
nAaproxen
aspirin
indomethacin
ketoprofen
thurbproten
ketorolac
i T | i T T T
-3 2 -1 0 I 2 3
Increasingly COX-2 selective Increasingly COX-1 selectve
e e e e e e e e e — e »

Range of COX selectivity for COX-1 and COX-2
(l0g+g 1C5n COX-2/COX-1)

COX = cyclooxy-genase; IC50 = concentration of NSAID that inhibits COX by 50%,
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Figure 14.8
Characteristic pinpoint pupil

associated with morphine use.
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