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* Increasing TF, or L, results in the thrombin burst being stronger and
earlier, hence leading to the formation of an early and bigger clot.
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> [Fbn]" Laminar flow interface + Output parameters are more sensitive to variation in L, than TF,, while
- keeping the total number of TF molecules fixed. Blood flow In
combination with diffusion plays a pivotal role since the Inactivated

Non-linear system: Newton method Parameters zymogens in the fluid are in contact with the same number of molecules,

Linear system: MUMPS . 1000 pm [Fbn]* 600 nM but stretched over a larger Injury site, meaning a larger contact
Time integration: BDF |, 200 um TF, 90 fmol/m? time/region.

Mesh: Finer near the wound where L L/32 Ueooq  0.0035 kg/ms + Flow and diffusion have a limiting role on the mechanism. If their values
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active ones and as a result the balance between the pro-coagulant and
anti-coagulant effects of increased flow and diffusion tips in favour of the

[ up anti-coagulant effect.
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