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Heaithy, intact
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Prostacyclin
Nitrous oxide

Endothelial cells

@ Healthy, intact endothelium
releases prostacyclin into
plasma.

Prostacyclin binds to platelet
membrane recepiors, causing
synthesis of cAMP.

CAMP stabilizes inactive
GP lib/lla receptors and inhibits
release of granules containing
platelet aggregation agents
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@ Prostacyclin binds to platelet
membrane receptors, causing
synthesis of cAMP.

® cAMP stabilizes inactive
release of granules containing

platelet aggregation agents
or Ca2+,
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Activated platelets cover Collagen fibers
and adhere to exposed

subendothelial surface

of damaged endothelium.
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Activated platelets release
chemical mediators

B Platelet aggregation

Thromboxane A,
ADP
Serotonin
Platelets are PAF
recruited into
the platelet plug %
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adenosine diphosphate (ADP),
thromboxane A, serotonin,

platelet-activation  factor, and
thrombin
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Thrombin : ,
ADP

Other mediators

Elevated Ca2* cayses:
® Release of platelet granules

¢ Activation of thromboxane A, synthesis
® Activation of the GP lb/lia receptors
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Thrombin, thromboxane Ao, ADP, and
E other mediators released from activated
platelets bound to collagen of the syb-
endothelia cause an increase in Ca2 levels,
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Figure 1: Heparin accelerates
inactivation of coagulation factors by
antithrombin.
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