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ASPIRIN VS. SALICYLIC ACID

O~__OH O< _OH
Hydrolysis
0 : OH
\n/ (Rapidly occurs on ingestion) HO + \n/
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Acetylsalicylic Acid (ASA) Salicylic Acid Acetic Acid
(A synthetic derivative of salicylic acid) (Active Form)
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MECHANISM OF ACTION

Cell Membrane

. (-)
Steroids =)y Phospholipase A2 l NSAIDs
. . . COX-2’s
Arachidonic Acid Steroid
Zileuton (Omega-6 Fatty Acid) eroias
. | | -)
! )
5-Lipoxygenase : Cyclooxygenase (COX)
I
1
Leukotrienes (LT) !
-LTB, (chemotaxis & activation r%eufrophil adhesion)
-LTC,, D,, E, (vasoconstriction, T vascular .
v I;Jermeobilify, bronchoconstriction) P ros.l.q g IG nd in (PG) HZ
. |
) Prostaglandin Synthetase I Thromboxane Synthetase
: i
I
I
Montelukast v :
Zafirlukast Misoprostol )}
(PGE1analogue) PG E _ . TXA2
- PGE, (vasodilation, pain, fever) ~Vasoconstriction
- PGI, (vasodilation, inhibit platelet aggregation) -Platelet aggregation
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PLATELET ACTIVATION & AGGREGATION
MECHANISM OF ACTION

) PAF Serotonin
Epi Thrombin

Collagen TXA2 4—m

ADP Vasopressin

v

Tgpllb/llla Receptors

(Up Regulation)
& %
Tgplib/Illa Receptors Tgplib/llla Receptors
(on another platelet) (on another platelet)
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G ne THROMBUS / CLOT FORMATION
NORMAL PHYSIOLOGY

Intrinsic Pathway Extrinsic Pathway
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Activated
Platelets
///” TGP lib/llla
lla (Thrombin) receptors

Fibrinogen —— Fibrin —, Clot
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