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Advances in platelet lipidome in the regulation of platelet function

and implications for cardiovascular disease”
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[ Abstract] Platelets are essential for thrombosis and inflammation, which contributes to the progression
of cardiovascular disease. Platelet lipids play important structural and signaling role in platelets. Besides,as a
family of bioactive metabolites, platelet lipids have been shown critical in regulating platelet function and its
proinflammatory status. Platelet lipids serve as a significant source of energy during platelet activation, pro-
mote platelet shape change, degranulation and provide procoagulant surfaces, ultimately exaggerating
thrombus formation. Intriguingly, platelets can act as intracellular compartments to process lipids into oxidized
metabolites, which might alter their redox status and induce inflammatory response, such as monocytes infil-
tration,neutrophil migration and platelet-leukocytes aggregation. Moreover, platelet lipids have clinical impli-
cations for risk stratification and prognostic evaluation in the setting of cardiovascular disease. This review
highlights the intriguing features of platelet lipidome that stimulate thrombotic and inflammatory activities
and its translational impact for biomarkers and therapeutic targets. Exploring platelets lipidome may uncover
new thromboinflammatory mediators and offer novel therapeutic insights in the management of cardiovascular
disease.

[Key words] platelet lipidome; platelet function; thromboinflammation; antiplatelet therapy; cardiovas-

cular disease;reviews
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