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SEQUENCE OF EVENTS IN BLOOD CLOTTING
(see Figure 1)

following vascular damage , collagen is exposed in endothelial cells lining the blood
vessel wall

Von Willebrand Factor then adheres to the exposed collagen allowing platelets to
aggregate at the site of the rupture.

platelet aggregation forms an initial plug to block the rupture.

Factor V then interacts with the aggregated platelets to provide a scaffold to which
Factor X binds.

Factor X triggers the conversion of inactive prothrombin to thrombin
glycoprotein IIb on the platelets interacts with fibrinogen
active thrombin then converts the inactive fibrinogen to active fibrin

fibrin forms polymers that serve as an adhesive to hold the platelets in place and thus
form the clot at the site of the rupture
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Figure 1. The normal events in formation of the blood clot (top) are described in the preceding slide. In
Glanzmann’s thrombasthenia (bottom), glycoprotein IIb is defective (X). Consequently fibrinogen
cannot be held in place to be cut by thrombin to form fibrin. Hence fibrin is unavailable to hold the
platelets together and a normal clot does not form




