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Overview of thienopyridines drugs with effect of antiplatelet aggregation
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Abstract: Cardiovascular and cerebrovascular diseases have become the number one killer which could cause death. Antiplatelet
therapy has been shown to be effective to do some prevention and improvement. Thienopyridines, including ticlopidine, clopidogrel,
and prasugrel, which are a class of drugs targeting at ADP receptor, have been widely used in clinical practice to greatly improve the
health of cardiovascular and cerebrovascular diseases status around the world. The objective of this article is to summarize the research

progress in drug metabolism, mode of actions, clinical practice, and the drug-drug interactions of thienopyridines in brief.
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