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Simplified model of thrombus formation.
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Effects of platelet receptor inhibition on
ischaemic stroke development.
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Blocking of early platelet adhesion and activation FXIl plays a central role in Diverging pathomechanisms involved in thrombus formation
protects mice from acute ischaemic stroke. stroke progression in mice. and thrombo-inflammatory disease (e.g. acute stroke).

from: Nieswandt et al. (2011) J Physiol 589(17):4115-4123 from: Nieswandt et al. (2011) J Thromb Haemost 9 ( Suppl. 1):92-104



