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Hemostasis

e Maintains blood in a
fluid, clot free state
in normal blood
vessels.

e Ready to form a
hemostatic plug
(clot) at the site of
vascular injury.
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Lab Tests: Prothrombin time (PT) and
activated Partial Thromboplastin Time (aPTT)

Activated Partial
tin Time.

aPTTis ini d with
phospholipid (PL), calcium
and silica.

(Figure 4) Classical Coagulation Cascade
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No Correction of PTT
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Time — dependent
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mixing study

See next page
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Figure 6

Time — dependent
Prolongation of P’
with mixing study

Presence of factorinhibitor
Factor Vil inhibitor assay

Perform platelet
neutralization procedure

Correction of
PTT
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