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[ Abstract] Objective: To explore the role and possible regulatory mechanism of

acylglycerol kinase (AGK) during platelet activation. Methods: Platelets were extractedfrom
wild-type mice (WT) and Agk G126E point mutant mice (deprivation of AGK activity),
respectively. Levels of aggregation, ATP secretion and fibrinogen (Fg) binding during
platelet activation were detected using platelet agonists, aggregator and flow cytometer. The
phosphorylation levels of key signaling pathway proteins during platelet activation were assessed
by western blot assays. Results: Upon stimulation with the agonists at same concentration, levels
of aggregation, ATP secretion and Fg binding of platelets were significantly lower in Agk G126E
mice than those in WT mice (all P<<0.01). Western blotting showed that, compared with WT
mice, phosphorylation levels of phosphatase and tensin homolog (PTEN), phosphatidylinositol-3-
kinase (PI3K), protein kinase B (AkT-Thr308), glycogen synthase kinase 3 (Gsk3p-Ser9) were
decreased during platelets activation in Agk G126E mice (all P<<0.01). Conclusion: This study
suggests that AGK may regulate platelet activation through mediating PTEN/PI3K/Akt/GSK3f3
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