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“A DES should never be 
Implanted during PCI for AMI” 

Renu Virmani 2007 
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Diff [95% CI] = -3.0% [-5.1, -0.9]  
HR [95% CI] = 0.59 [0.43, 0.83] 
P=0.002 
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Time in months 

Ischemic TLR MACE 

MACE	
  =	
  death,	
  reinfarcMon,	
  stroke,	
  or	
  stent	
  thrombosis	
  Stone GW. Et al. NEJM 2009. 



Major 2° endpoint 

* ITT: Includes all stent randomized lesions, whether or not a stent was implanted, 
and whether or not  non study stents were placed 

** Any lesion with restenosis ð per pt restenosis 
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Wenaweser et al. JACC 2008. 



Mortalité: 6 mois – 2 ans 

8.6

1.6
0

2,5

5

7,5

10

BMS DES

P=0.001 

% 

FU: 88,6%  BMS and  84,2% DES 
   

Steg PG et al. EHJ 2009. 



Mortalité Hospitalière 
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Multiple logistic regression adjusting for GRACE risk score, number of dilated vessels, 
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Steg PG et al. EHJ 2009. 



Mortalité 2 ans 
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*Trials	
  included	
  were:	
  
BASKET;	
  di	
  Lorenzo;	
  HAAMU-­‐STENT;	
  MISSION;	
  PASSION;	
  

SESAMI;	
  STRATEGY;	
  TYPHOON	
  	
  

HR:	
  0.80	
  (95%	
  CI,	
  0.46-­‐1.39)	
  
p=0.43	
  

Kastrati A, et al. Eur Heart J 2007;28:2706-2713.  



EXAMINATION	
  trial	
  

Cardiogenic	
  shock:	
  	
  1.3	
  %	
  Xience	
  V	
  vs.	
  1.1%	
  Vision;	
  p=NS	
  

Sabate M et al. Lancet 2012 Oct 27;380(9852):1482-90. 



%	
  

p=NS	
  

Antithrombotic  
Therapy 

Xience V 
n=751 

Vision  
n=747 

Unfractioned heparin, 
n (%) 

597 
(79.5) 

587 
(78.7) 

LMWH, n (%) 62 (8.3) 71 (9.5) 

Bivalirudin, n (%) 49 (6.5) 56 (7.5) 

IIb/IIIa inh.* (99% 
reopro), n (%) 

400 
(53.3) 

385 
(51.5) 

Aspirin, n (%) 692 
(92.1) 

691 
(92.6) 

Clopidogrel (pre with 
600 mg), n (%) 

712 
(94.8) 

706 
(94.5) 

*	
  63%	
  vs	
  60%	
  when	
  analysed	
  within	
  STEMI	
  <12h	
  group	
  

Sabate M et al. Lancet 2012 Oct 27;380(9852):1482-90. 
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p	
  =	
  0.01	
  

Sabate M. et al. Lancet. 2012 Oct 27;380(9852):1482-90. 
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Grines et al. NEJM. 1999 



“A BMS should never be 
Implanted during PCI for AMI” 

Renu Virmani 1996 
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