Dabigatran and rivaroxaban inhibit thrombin generation
much stronger than the growth of a fibrin clot
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Low amount of tissue factor (<5pM) produces in-vitro ~100 nM of
thrombin, which is much greater than is required to form a clot. However,
tissue factor is localized to a vascular wall, and thrombin concentration can
decrease with distance. It is unknown how distribution of thrombin

correlates with the rate of the fibrin cloth propagation from the damage

Thrombodynamics-4D assay allows simultaneous measurement of clot
growth and thrombin propagation in space from the local activator and
reveals the differences between heparin, dabigatran and rivaroxaban on
their effect on clot formation and thrombin distribution.

We showed that the amount of thrombin does not fully determine the

fibrin clot formation process.

RESULTS

site, particularly in the presence of anticoagulants.
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METHODS

Initial thrombin and fibrin
formation occurs on the TF-coated
surface of the activator.

In normal plasma thrombin further
propagates in space from the

10 min activator as a moving peak followed
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Activating insert " Light scattering Thrombin generation curve is by fibrin clot formation, while the
Dlactic cuvette (fibrin clot) measured in the volume of plasma TF-surface is covered with fibrin and
that has direct contact with TF cannot affect thrombin generation.
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