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Methods and Results

To study whether FLNA contributes to TXA, generation, platelets were

Platelets and Hemostasis Thromboxane A, (TXA,) generation pathway

Platelets are the second most abundant cell type in the blood after
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Filamin A (FLNA) as an intracellular kinase (MAPK) signalling in thrombin-activated platelets. 55 52 ... L 1l
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Figure 4. TXA, secretion and protein phosphorylation in thrombin-stimulated
platelets. FLNA-KO platelets (black bars) and control platelets (white bars) were either

Platelet-specific conditional FLNA deletion

Filamin A (FLNA) is a ubiquitously-expressed protein that crosslinks actin Since FLNA deletion is embryonically lethal in mice, we used the Cre-loxP system stimulated with 0.1U/mL thrombin (THR) or left unstimulated (US). TXB, levels were
filaments near the cell membranes. and is therefore important for o _ _ measured in the platelet supernatant using ELISA (A). The phosphorylation levels of ERK1/2

v > _ P to generate platelet-specific FLNA-KO mice. Cre recombinase, under the control of (B and C), ERK1/2 (D), and cPLA, (E) were measured using Western blot. Two-way ANOVA
membrane stability. FLNA also binds multiple cell surtace receptors and the platelet factor 4 (Pf4) promoter, was used to selectively excise the DNA statistical test and graphs were processed using GraphPad Prism.

intracellular signalling proteins, including the GPIb complex and the

_ . : L encoding FLNA from the genome of megakaryocytes and platelets (Fig. 2).
tyrosine kinase SYK (Fig. 1). Recent publications show that FLNA-KO

Conclusions and Future Directions

platelets exhibit multiple signaling defects. However, the role of FLNA in O . . . L
. . . L FLNA is essential for thrombin-induced TXA, generation in platelets by
modulating MAPK signaling and TXA, generation is unknown. £ . L . 29 . .
J J J 29 9 regulating MAPK activation. The intracellular signaling proteins
- T e Figure 1. Filamin A. Afilamin A T interacting with FLNA will be identified in the future.
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