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Typy DES 

Piccolo R. et al. Heart BMJ 

Cardiac Interventions Today 

+ navíc jsou bezpolymerové DES  
– tzv. DCS (drug-coated stent) 



 BYRNE ET AL., ESC-EAPCI STENT TASK FORCE | EUR HEART J 2015 

SYSTEMATIC REVIEW OF 158 RCTS 
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Death MI 

Revascularization Stent Thrombosis 



IVUS MECHANISMS OF DES FAILURE 

Early Thrombosis Restenosis 

Small MSA 
 (Underexpansion) 

•Fujii et al. JACC 2005;45:995-8  

•Okabe et al., AJC 2007;100:615-

20  

•Liu et al. JACC Interv 

2009;2:428-34  

•Choi et al. Circ Interv 

2011;4:239-47 

 

•Sonoda et al. JACC 

2004;43:1959-63  

•Hong et al. EHJ 2006;27:1305-10  

•Doi et al. JACC Interv. 

2009;2:1269-75  

•Fujii et al. Circulation 

2004;109:1085-8  

•Kang et al. Circ Interv 2011;4:9-14  

•Song et al. CCI in press  

Inflow/outflow 

tract disease 

•Fujii et al. JACC 2005;45:995-8  

•Okabe et al., AJC 2007;100:615-

20  

•Liu et al. JACC Interv 

2009;2:428-34  

•Choi et al. Circ Interv 

2011;4:239-47  

•Sakurai et al. AJC 2005;96:1251-3  

•Liu et al.AJC 2009;103:501-6  

•Costa et al. AJC 2008;101:1704-

11  

Underexpansion Residual PB Edge dissection Intramural hematoma 

PATIENT, DEVICE AND PROCEDURE–RELATED MULTI-FACTORS WITHIN 1 YEAR  

Guagliumi G, TCT 2017 
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Antitrombotická medikace 

Přednemocniční Peri-procedurální Nemocniční Dlouhodobá 

Eptifibatide 

Abciximab 

Tirofiban 

Cangrelor 

Warfarin, NOAK 



 

Pharmacokinetics: 

none, 1-step or  

2-step oxydation 

P2Y12 inhibitory: 
Farmakokinetika a farmakodynamika 

8 

Clopidogrel Prasugrel Ticagrelor 

Ticagrelor 

Prasugrel 

Clopidogrel 

Potential  

biotransformation 

P2Y12 

1. 2. 

1. 

Drug Administration Activation 

(CYP 

dependant) 

Receptor 

binding 

Onset of 

action 

Offset of 

action 

Loading 

dose 

Maintenance 

dose 

Clopidogrel oral sensitive to 

inhibition 

irreversible 2-8 hrs 7-10 days 600mg 1x75mg 

Prasugrel oral resistant to 

inhibition 

irreversible 0,5-4 hrs 7-10 days 60mg 1x10mg 

(5mg) 

Ticagrelor oral not needed reversible 0,5-2 hrs 3-5 days 180mg 2x90mg 

Ferreiro JL, Circ Cardiovasc Interv 2012;5:433-445 

Cca 30% pacientů  

má semi/resistenci  

na clopidogrel 



Clopidogrel – stabilní ICHS: PCI+stent 

9 

CREDO (n=2116): clopidogrel 28 dnů vs 1 rok 

společně s ASA 
• Clopidogrel  1rok: RRR 27%  

• s LD 300mg: RRR 38,6% 

Steinhubl SR: JAMA 2002; 288: 2411–2420. 

RES: 
• po PCI – DAPT 12m  

• LD 300mg > 6hod 

Months from randomization 
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Prasugrel/Ticagrelor vs Clopidogrel trials 



The PRAGUE-18 study group 

N=1230 

Prasugrel 

N=634 

Ticagrelor 

N=596 

N=0 N=0 
No information on the combined EP 

during 365 days * 

N=0 N=3 
Without the end-of-treatment data for patients who discontinued study drugs  

less than12 months after randomization ** 

* The combined efficacy endpoint (EP) = Cardiovascular death, Non-fatal myocardial infarction, Stroke: Missing 

information in 19 patients were supplemented from national registries of the Institute of Health information and Statistics of 

the Czech Republic. 

** For missing end-of-treatment data in 3 patients, a visit data were added for which treatment discontinuations were 

reported. 
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1° NET-CLINICAL ENDPOINT AT DAY 7 

All-cause Death/reMI/urgent TVR/Stroke/Serious bleeding 

NNT:  1158 

4.0% 

4.1% 



Cumulative Kaplan-Meier estimates of the percentages of the primary and key secondary 
end points. 

Zuzana Motovska et al. Circulation. 2016;134:1603-1612 

Copyright © American Heart Association, Inc. All rights reserved. 



KEY EFFICACY ENDPOINT: CV Death/Non-fatal MI/Stroke 

HR (P/T) 1.167; 95% CI 0.742 to 1.835, P=0.503 (Log Rank test)  



SWITCH TO CLOPIDOGREL 



 

Time distribution of economically motivated 
switches to clopidogrel after discharge  



The hazard ratio was based on the Cox proportional hazard model with time 
dependent covariates 
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WOEST Key Investigators: JW Dewilde, JM ten Berg Lancet. 2013 Mar 30;381(9872):1107-15 

EuroIntervention 2015 Aug;11(4):381-90 

https://www.ncbi.nlm.nih.gov/pubmed/24970794
https://www.ncbi.nlm.nih.gov/pubmed/24970794




Riziko krvácení u pacientů s FISI 





*Study drug should be administered 6 hours after sheath removal and no later than ≤120 hrs post-PCI (≤72 hrs is preferable). PROBE, prospective, 

randomized, open, blinded end-point; R, randomization; BMS, bare metal stent; DES, drug-eluting stent. ClinicalTrials.gov: NCT02164864; Cannon et al. Clin 

Cardiol 2016 

Study Design: Multicenter, randomized,  

open-label trial following a PROBE design 

R 

Randomization 

≤120 hours 

post-PCI* 
 

6-month minimum treatment duration with visits every 3 months for the first 

year, then visits and telephone contact alternating every 3 months and a 1-

month post-treatment visit 

Patients 

with AF 

undergoi

ng PCI 

with 

stenting 

Dabigatran 150 mg BID + P2Y12 

inhibitor 

Dabigatran 110 mg BID + P2Y12 

inhibitor 

Warfarin (INR 2.0–3.0) + P2Y12 inhibitor 

+ ASA 

Dabigatran (110 or 150 mg) 

Warfarin 

1 month of ASA 

(BMS) 3 months of ASA 

(DES) 

N=2725 

Mean duration 

of follow-up: 

~14 months 

P2Y12 inhibitor 

P2Y12 inhibitor 

Cannon et al. NEJM 2017 



Full analysis set presented. HRs and Wald CIs from Cox proportional-hazard model. For the dabigatran 110 mg vs warfarin comparison, the model is stratified 

by age, non-elderly vs elderly  

(<70 or ≥70 in Japan and <80 or ≥80 years old elsewhere). For the dabigatran 150 mg vs warfarin comparison, an unstratified model is used, elderly patients 

outside the USA are excluded. Non-inferiority P value is one sided (alpha=0.025). Wald two-sided P value from (stratified) Cox proportional-hazard model 

(alpha=0.05) 

Primary Endpoint: Time to first ISTH major  

or clinically relevant non-major bleeding 

event 
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Warfarin 
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Dabigatran 110 

mg  

dual therapy 

HR: 0.52 (95% CI: 0.42–

0.63) 

Non-inferiority P<0.0001 

P<0.0001 
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Dabigatran 150 

mg  

dual therapy 

Warfarin 

triple therapy 

HR: 0.72 (95% CI: 0.58–

0.88) 

Non-inferiority P<0.0001 

P=0.002 

Cannon et al. NEJM 2017 
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Kazuistika 

M, 61 let, BMI 28kg/m2, kuřák 15cig/den 


