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Epicritic pain

Proropathic pain

Neuropathic pain
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The events in inflammation
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Tissue injury
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Inflammatory mediators

-Histamine
-Prostaglandins
-Leukotrienes
-Platelet-activated factor
-Bradykinins

-Interleukins

-Reactive oxygen species
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Non Steroidal Anti Inflammatory Drug
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Oxicams

Indene and Indole Derivatives
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Phenylacetic Acid Derivatives
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Selective NSAID’s
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Highly COX-2 Selective Moderately COX-2 Selective

Generic Brand Generic Brand
Etoricoxib Arcoxia Celecoxib Celebrex
Lumiracoxib Prexige Etodolac Lodine
Parecoxib Dynastat | Meloxicam Mobicox
Rofecoxib Vioxx

Valdecoxib Bextra




Acetominophen
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Sulfate Glucoronide

H\N/COCH3 H\ /COCH,
N
Primary Metabolite Primary Metabolite
in Children in Adults
0SO4H
SGlcA
H_ _COCH, SO AP0CH,
Acetanilide : OCHs OC,Hs
l wnor Acahmlnophon Phenacetin
Ha P CYP450
Methemoglobinemia,
COCH, Hemolytic Anemia
COCH,
‘ Hopatotoxlc
”‘m"’mw"":‘- Nophrotoxic
molytic anem OC,Hs
Aootammoph'n
N-Hydroxamide
H,O
COCH; HO__ /COCH,
- H,o Hopatotox-c
Neptwotoxlc
N-acetylcysteine hepatic proteins

as antidote

N-acotylimidoquinom
"Reactive Metabolite™”

H\ COCHJ
l glutathione

HO_ ~__COCH;
HOOC\H NHCOCH, H\ _COCH, N
CH;
glutathione

hepatic proteins

OH

'

Hepatic Necrosis,

Renal Failure
renal excretion as mercaptunc acid

or cysteine conjugates



conjugation conjugation
glucuronide «—— Acetaminophen — sulfate
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Indomethacin
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5-lipooxygenase Inhibitors



