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Heparin chains with 
pentasaccharide sequence 
(~30%) bind to AT causing a 

conformational change  

Thrombin inhibition requires 
“bridging” by heparin chain 

(at least 18 units) 

LMWH has greater activity 
against Xa than thrombin 

Heparin/LMWH: mechanism of action  
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Bivalirudin binds to active site 
and substrate recognition site 

of thrombin 

Bivalirudin slowly cleaved 
allowing thrombin to resume 

its hemostatic function 
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Elapsed Time From Start of Bivalirudin Bolus (Hours) 
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0.75	
  mg/kg	
  bolus	
  B	
  +	
  1.75	
  mg/kg/h	
  infusion	
  I*2	
  

IniHal	
  0.1	
  mg/kg	
  B	
  +	
  0.25	
  mg/kg/h	
  I;	
  
At	
  the	
  Hme	
  of	
  PCI	
  0.5	
  mg/kg	
  B	
  +	
  1.75	
  mg/kg/h	
  I†3	
  

Shown to provide adequate 
anticoagulation in PCI (6.5 
mcg/mL) 4  

= 25-minutes half-life 
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  Dose	
  used	
  in	
  the	
  ACUITY	
  trial.	
  PCI	
  dose	
  derived	
  from	
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  2	
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  ranging	
  study	
  used	
  in	
  REPLACE-­‐1	
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Bivalirudin: Platelet inhibition via thrombin 
Thrombin	
  is	
  the	
  most	
  potent	
  platelet	
  agonist	
  known	
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  effects	
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