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Introduction and Aim of The Work

Introduction

Cyclooxygenase (COX) enzymes mediate prostaglandin
generation.COX-1 is expressed in all cells, producing
prostaglandins that maintain cellular homeostasis, and COX-2
is an inducible enzyme that generates inflammatory
prostaglandins at sites of inflammation and healing (Mateos,
2010).

Nonsteroidal anti-inflammatory drugs (NSAIDs) that non-
selectively inhibit COX-1 and COX-2 continue to be an
important option for management of pain. However, despite
the potential advantages NSAIDs, including their opioid-
sparing effect and reduced opioid-related side effects,
improved analgesia, and attenuation of the inflammatory pain
response; several side effects limit their use. NSAIDs
predispose to ulcer formation and upper gastrointestinal
bleeding, impaired coagulation, cardiovascular effects and
renal dysfunction (Mateos, 2010).

A relatively frequent problem with the use of NSAIDs
and/or aspirin, and less frequently with paracetamol, is the
development of intolerance and hypersensitivity reactions, a
situation for which diverse alternatives have been proposed.
One of these includes the use of cyclooxygenase 2 specific
inhibitors (coxibs) (Bello and Niembro, 2009).

Selective cox-2 inhibitors (coxibs) have been shown to
possess much improved Gl tolerability and reduced Gl related




