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Introduction
Dyslipidemia and lipoprotein gathering drive atherogenesis and 

cardiovascular illness, a main preventable reason for mortality around 
the world. Lipoprotein levels are laid out risk factors for atherosclerosis 
and clinically critical atherothrombotic occasions like myocardial 
dead tissue and stroke. In these unique situations, atherosclerotic 
plaques and elements of a sick vessel wall start and advance apoplexy 
through communications with platelets. Oxidized low-thickness 
lipoprotein (oxLDL) at locales of irritation and plaque burst adds to 
macrophage invasion. OxLDL is likewise perceived to bring down 
platelet enactment limit ex vivo; in any case, the components by which 
oxLDL communicates with platelets and potentiates platelet actuation, 
and how to best remedially target such associations to securely forestall 
atherothrombosis with regards to cardiovascular sickness still need to 
be explained [1].

Coursing lipids and lipoproteins gather and are promptly oxidized 
at locales of vascular irritation, where oxidized phospholipids might 
tie to and initiate platelets by means of CD36, a glycoprotein and 
scrounger receptor exceptionally communicated on the platelet surface. 
After connections with oxLDL, CD36 is set to bring down platelet 
initiation limits by different agonists. Additionally, collagen-enacted 
glycoprotein VI (GPVI) receptor partners with Fc receptor γ-chain 
and becomes actuated by Src family kinases (SFKs) on intracellular 
immunoreceptor tyrosine-based initiation themes (ITAMs) to 
phosphorylate downstream substrates, like Bruton tyrosine kinase 
(BTK), that drive thrombo-fiery and procoagulant platelet reactions. 
Once actuated, platelets externalize phosphatidylserine (PS) on their 
extracellular surface, supporting thrombin age, fibrin arrangement, 
and coagulation. In any case, biochemical and utilitarian associations 
among CD36 and GPVI and their joined jobs in platelet procoagulant 
movement remain to a great extent obscure and unthinkingly unknown 
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Abstract
The quantification of antiplatelet effects utilizing ex vivo platelet aggregation assays. Platelet aggregation plays a 

crucial role in hemostasis and thrombosis, making it a key target for assessing the efficacy of antiplatelet therapies. 
Various agents have been developed to modulate platelet function and reduce the risk of thrombotic events. To 
accurately evaluate their effects, ex vivo assays offer a controlled environment that mimics physiological conditions. 
In this investigation, a comprehensive review of the principles behind ex vivo platelet aggregation assays is provided, 
outlining their relevance in assessing the pharmacological activity of antiplatelet agents. The methodologies involved 
in preparing platelet-rich plasma and conducting aggregation assays are discussed in detail. Furthermore, the 
study examines the factors influencing assay results, including platelet concentration, agonist selection, and assay 
conditions. Through a series of experiments utilizing established antiplatelet agents, the utility of ex vivo platelet 
aggregation assays is demonstrated. The results underscore the sensitivity of these assays in detecting differences 
in platelet aggregation patterns, thus highlighting their potential for guiding therapeutic decisions. The study also 
addresses the limitations of these assays, such as their reliance on blood samples and potential variability. In 
conclusion, this paper sheds light on the significance of ex vivo platelet aggregation assays as a valuable tool for 
quantifying the antiplatelet effects of various therapeutic agents. By enhancing our understanding of platelet function 
modulation, these assays contribute to the advancement of personalized medicine in the realm of cardiovascular 
health and thrombosis prevention.
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Platelets, little anucleate platelets, assume a significant part in 
hemostasis by genuinely fixing and fixing harmed vessels, advancing 
blood coagulation and vessel recovery, and adding to have resistant 
safeguard. Consequently, platelets address an appealing objective for 
remedial controls of apoplexy (by means of antiplatelet drugs) and 
dying (through platelet bondings). It has for some time been perceived 
that patients' reactions to antiplatelet treatment fundamentally 
change, with people showing high lingering platelet reactivity 
being more powerless to thrombotic occasions [3]. Among other 
antiplatelet therapeutics, assessment of anti-inflamatory medicine 
and thienopyridine platelet "opposition," i.e., hyporesponsiveness or 
high on-treatment platelet reactivity, is of the best advantage because 
of the undisputed predominance of these specialists in the drug the 
executives of cardiovascular results. Customized antiplatelet treatment 
directed by utilitarian and hereditary tests has been proposed to resolve 
this issue. While hereditary measures are utilized to respond to whether 
or not a patient's capacity to handle specific meds is compromised, 
practical tests plan to distinguish high platelet responder patients 
whose platelets are "delicate" to a given antiplatelet specialist and to 
show whether platelet hemostatic capability is enough restrained by the 



Citation: Zang L (������4XDQWL¿FDWLRQ�RI�$QWLSODWHOHW�(ႇHFWV�WKURXJK�([�9LYR�3ODWHOHW�$JJUHJDWLRQ�$VVD\V��-�3KDUPDFRNLQHW�([S�7KHU��������

Page 2 of 4

Volume 7 • Issue 5 • 1000191J Pharmacokinet Exp Ther, an open access journal



https://link.springer.com/article/10.1007/s10928-004-8319-4
https://link.springer.com/article/10.1007/s10928-004-8319-4
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/27638639/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/27638639/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/26252969/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/26252969/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28101809/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28101809/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/27562164/


Citation: Zang L (������4XDQWL¿FDWLRQ�RI�$QWLSODWHOHW�(ႇHFWV�WKURXJK�([�9LYR�3ODWHOHW�$JJUHJDWLRQ�$VVD\V��-�3KDUPDFRNLQHW�([S�7KHU��������

Page 4 of 4

Volume 7 • Issue 5 • 1000191J Pharmacokinet Exp Ther, an open access journal

multidimensional drug dose responses based on measurements of drug pairs. 
Proc Nat Acad Sci 113:10442-10447.

6. Amur S, LaVange L, Zineh I, Buckman-Garner S, Woodcock J (2015) Biomarker 
Qualification: Toward a Multiple Stakeholder Framework for Biomarker 
Development, Regulatory Acceptance, and Utilization. Clin Pharmacol Ther 
98:34-46.

7. Goossens N, Nakagawa S, Sun X, Hoshida Y (2015) Cancer biomarker 
discovery and validation. Transl Cancer Res 4:256-269.

8. Townsley CA et al. (2006) Phase II study of erlotinib (OSI-774) in patients with 
metastatic colorectal cancer. Br J Cancer 94:1136-1143.

9. Holbeck SL, Camalier R, Crowell JA, Govindharajulu JP, Hollingshead M, 
et al. (2017) The National Cancer Institute ALMANAC: A Comprehensive 

Screening Resource for the Detection of Anticancer Drug Pairs with Enhanced 
Therapeutic Activity. Cancer Res 77:3564-3576.

10. Ariëns EJ, Simonis AM (1964) A molecular basis for drug action. J Pharm 
Pharmacol 16:137-157.

11. Zhao L, Au JL, Wientjes MG (2017) Method to Assess Interactivity of Drugs 
with Nonparallel Concentration Effect Relationships. Curr Cancer Drug Targets 
17:735-755.

12. Ariëns EJ, Simonis AM (1964) A molecular basis for drug action: The interaction 
of one or more drugs with different receptors. J Pharm Pharmacol 16:289-312.

13. Chakraborty A, Jusko WJ (2002) Pharmacodynamic interaction of recombinant 
human interleukin-10 and prednisolone using in vitro whole blood lymphocyte 
proliferation. J Pharm Sci 91:1334-1342.

https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/27562164/
https://ascpt.onlinelibrary.wiley.com/doi/10.1002/cpt.136
https://ascpt.onlinelibrary.wiley.com/doi/10.1002/cpt.136
https://ascpt.onlinelibrary.wiley.com/doi/10.1002/cpt.136
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/26213686/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/26213686/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/16570047/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/16570047/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28446463/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28446463/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28446463/
https://academic.oup.com/jpp/article-lookup/doi/10.1111/j.2042-7158.1964.tb07461.x
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28359247/
https://www.ncbi.nlm.nih.gov/pmc/articles/pmid/28359247/
https://academic.oup.com/jpp/article-lookup/doi/10.1111/j.2042-7158.1964.tb07461.x
https://academic.oup.com/jpp/article-lookup/doi/10.1111/j.2042-7158.1964.tb07461.x
https://linkinghub.elsevier.com/retrieve/pii/S0022-3549(16)31001-2
https://linkinghub.elsevier.com/retrieve/pii/S0022-3549(16)31001-2
https://linkinghub.elsevier.com/retrieve/pii/S0022-3549(16)31001-2

	Title
	Corresponding Author
	Abstract

