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[ Abstract ]

Recent progress on antiplatelet therapy

Seung-Jae Joo

Department of Internal Medicine, Jeju National University School of Medicine, Jeju, Korea

The main pathogenesis of myocardial infarction and ischemic stroke is the arterial thrombosis which develops on the surface~
of a ruplured atheromatous plaque or damaged endothelium, Platelets are major cellular components of arterial {hrombosis.
Several antiplatelet drugs, which interfere with certain steps in the activation process, are prescribed for the secondary or
primary prevention of cardiovascular events. Recent clinical trials indicate thal the benefits of aspirin trealment in the primary
prevention vary by sex. Aspirin therapy reduced the risk of ischemic stroke in women and myocardial infarction in men,
Because even the low-dose aspirin has a potential of bleeding complications, benefits and risks of aspirin treatment should be
balanced in the primary prevention, Clopidogrel, an ADP receptor antagonist, is a more poteni, but more expensive anliplatelet
agent than aspirin. Combined aspirin and clopidogre! treatment is indicated in patients with acule coronary syndrome or
coronary stents, but not with stable cardiovascular diseases because of more bleeding complications. Platelet glycogen Iib/lila
antagonists block the final common pathway of the platelets aggregation. These drugs are definitely indicated only in high-risk
patients with unstable angina / non=8T elevation myocardiat infarction or ST elevalion .myocardial infarction undergoing primary
percutaneous coronary intervenlion. Dipyridamole has an antiplatelet effect by inhibiling the uptake of adenosine into RBC or
endothelial cells, and inhibiting cAMP-specific phosphodiesterase, Combined aspirin and exlended-release dipyridamole
treatment is indicated in the secondary prevention of ischemic stroke, (J Med Life Sci 2009;6:78-86)
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Figure 1, Mechanism of action of aspirin,
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Figure 2, Secondary prevention effects of aspirin treatment
on the risk of vascular events.
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Figure 3. Mechanism of action of thiendopyridines,
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Table 1, Randomized Clinical Trials of Clopidogrel plus Aspirin versus Aspirin Alone
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CHARISMA Clopidogrel for High Atherothrombotic Risk and Ischemic Stabilization, Management, and Avoidance, CLARITYClopidogrel as Adjunctive

Reperfusion

Therapy-Thrombolysis In Myocardial Infarction (TIMI), COMMIT Clopidogrel and Metoprolol in Myocardial Infarction Trial, CREDO Clopidogrel for the
Reduction of Events During Observation, CURE Clopidogrel in Unstable angina to prevent Recurrent ischemic Events, CV cardiovascular, CVD
cardiovascular disesse. Ml myocardial infarction, NSTEMI non—ST—segment elevation myocardial infarction, PCI percutanecus coronary intervention,
STEMI ST-segment elsvation myocardial infarction, UA unstable angina. Modified from Ref 18.
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Figure 4. Schematic structure of platelet glycoprotein
IIb/Ta.
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Figure 5. Mechanism of action of platelet glycoprotein (Gp)
ITh/Ila.
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Figure 6. Mechanism of action of dipyridamole.
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