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AaZE=sIE, BNOERLA75-100mg/dK &R (1, A) ;| AaE=ERIMESF75mg/d (1, B)

JESTE &S HIACS

AR SIEEYAOIRM S RERIE100-300mg, 75mg/dKHES (1, A) ; AeeSE0ESHIES (300-
600mgRERIE, 75mg/diHy) &K (1, B)

PCIARRI: MEILHER EM1RP2Y12Z2EERN (1, A) |, EREEHIERE (MEE180mg, #iFE90mg, 2i%/d)
(I, B) . SMIZE (MF=E300-600mg, HFR75mg/d) (I, B)

PCARIG: €852 (BMS) DAPTAITELAR (1, A) : HYkSEE (DES) DAPTAIFEN61H (1, B)
CABGAHI: [aIL#i100-300mg/d (I, A) ; IEERAMEILHEARBIAEZES (1, A)
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1&&H75mg/del Ei&lwi560-90mg, 2i%/dEf{ (1a, C) ; HAIMEIACABGA)G: ME)ILHK75-150mg/dEXS Stk
B75mg/di&ir14E (1, A) ; (KIMEACABGARGUEEM LS MBS hmMR14E (11b, A)
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AR LHAROER L EShitara RRORSMISERESE300mg (Fk<75%) k75mg (fFg>75%) , of
EHidmEREE180mg (1, A) ; BEREBEEFDAPT, MEILHi75-100mg/d, KHEIEHS: SMEEHE75mg/dakE
mi%90mg, 2ik/d, #HF1248 (1, A) .
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v/ No invivo

biotransformation

CYP-dependent
oxidation
CYP3A4/S

CYP2B6
CYP2C19

Hydrolysis
by esterase
Platelet

@ Active compound

. Intermediate metabolite CYP2C19 CYP2B6
@ Prodrug



FHE
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Receptor blockade
Prodrug

Half-life

Type of binding
Admistration route
Frequency

Onset of action
Offset of action

Drug interaction with
CYP enzymes

Approved settings

Irreversible
Yes

~6h
Competitive
Oral

Once daily
2-8h

5-7 days
CYP2C19

ACS (invasively
or noninvasively
managed) and PCI

in stable CAD

Irreversible
Yes

~Th
Competitive
Oral

Once daily
30min to 4h
7-10 days

No

PCI in
patients with
ACS

Reversible

No

8-12h
Noncompetitive
Oral

Twice daily
30min to 4h
3-5 days

CYP3A

ACS (invasively or
noninvasively managed)
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CLOPIDOGREL STOP CLOPIDOGREL

TICAGRELCR TICAGRELOR!
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| ASPIRIN'

,,“llliq 8 7 6 5 4 3 2 Imo u I -4

Minimal delay for P2Y; interruption Days after surgery

= Expected averoge plotelet function recovery
| Decision to stop aspirin throughout surgery should be made an a single case basis taking into occount the surgical bleeding risk.
2 In patients not requiring OAC.

BESC 2017

Figure 9 Minimal discontinuation and re-implementation time frames of dual antiplatelet therapy (DAPT) for patients undergoing elective surgery
OAC = oral anticoagulant.

2017 ESC focused update on dual antiplatelet therapy in coronary artery disease developed in collaboration with EACTS 17
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PRASUGREL

CLOPIDOGREL

ACUTE o 3
SETTING o,
ALWAYS RELOAD ’%%632

Ticagrelor LD (180 mg)

24h after last Prasugrel dose

TICAGRELOR

Prasugrel LD (60 mg)

24h after last Ticagrelor dose

2017 ESC focused update on dual antiplatelet therapy in coronary artery disease developed in collaboration with EACTS 18
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QL S % Yo 4,
T S CHRONIC RN
o SETTING %
a
Ticagrelor MD (90 mg b.i.d.)
PRASUGREL 24h after last Clopidogrel dose TICAGRELOR

Prasugrel LD (60 mg)

24h after last Ticagrelor dose

2017 ESC focused update on dual antiplatelet therapy in coronary artery disease developed in collaboration with EACTS
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