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FMC The time point when the patient is either

initially assessed by a physician, paramedic,
nurse or other trained EMS perscnnel wheo
can cbtain and interpret the ECG, and deliver
initial interventions (e.g. defibrillation). FMC
can be either in the prehospital setting or
upon patient arrival at the hospital (e.g.
emergency department)
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ACS : acute coronary syndrome , SHERIKGEEE

PCl: percutaneous coron
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— WMNFTESIE , TitKRIIHaTTREE , FAMEEEIINORM ST
M EFIfGEE150~300mg ( RIRAEMS)CHARIERE ) FLA
75~100mg/daIFIEI<HABRA (1, A)
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Recommendations

Class”

Lewvel

A potent F2Y gy inhibitor (prasugrel or tica-
grelor), or dopidogrel if these are not avail-
able or are contraindicated, is
recommended before {or at latest at the
time of) PCl and maintained over

12 months, unkess there are contraindica-

tions such as esccessive risk of
bleeding, "

Aspirin {oral or Lv. if unable to swallow) s

recommended x5 soon as possible Tor all
324

patients without contraindications.

GP kil inhibitors should be considered
for bailout if there i evidenoe of no-reflow
or a thrombotic complication.

la

Cangrelor may be considered in patients

who have not received P2y, receptor

inhibitors. 114

%

PCIX I £k HE

Deoses of antiplatelet and parenteral anticoagulant co-
therapies in primary PCI

Antiplatelet therapies

SN,

NEZHELAT
XLER

Loading dose of 150-300 mg orally or of 75-250
mg i.v. if oral ingestion is not possible, fellowed by a
maintenance dose of 75=100 mg/day

Aspirin

Clopidagrel Loading dose of 400 mg orally, fellowed by a

maintenance dese of 75 mg/day

Prasugrel Loading dase of &0 mg orally, fellowed by a
maintenance dose of 10 mg/day

In patients with bedy weight =40 kg, a maintenance
dose of 5 mg/day is recommended

Prasugred is contra-indicazed in patients with previous
stroke. In patients =75 years, prasugrel is generally
not recommended, but a dose of 5 mg'day should be

used if treatrment is deemed necessary

Ticagrelor Loading dase of 180 mg arally, fallowed by a

rmaintenance dose of 30 mg b.ld

Abciximab Balus of 0.25 mg/kg iv. and 0.125 pg/kg/min infusion

(maximurn 10 pg/min] for |2 howrs

Epdifibatide Drouble bolus of 180 pgikg iv. (given at a 10-min
inverval) followed by an infusion of 2.0 pg'kgimin for

up to 1B hours

Tirofiban 25 pglkg over 3 min iv, follewed by a maincenance

infusion of 0.15 pglkg/min for up te 18 hours

1. B#EPCIEE ARG

P2Y  FH/RS4ERT |

2. IR A] &% =] FLAR150-300mg
600mgakE18Em%180mg ;
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SALEAEER300-

Doses of antiplatelet and parenteral anticoagulant
therapies in patients not receiving reperfusion therapy

Antiplatelet therapies

Aspirin Loading dose of 150=-300 mg orally followed by

a maintenance dose of 75-100 mg/day
Clopidogrel | Loading dose of 300 mg orally, followed by

1 maintenance dose of 75 mg'day orally
Parenteral anticoagulant therapies
LIFH Sama dose as with fibringlytic therapy (see Table 7)
Enoxaparin | Same dose a5 with fibrinolytic therapy (see Table 7)
Fondaparinuix | Same dese as with fibrinolytic therapy (see Table 7)
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300mg.,
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Chen YD, et al. Int J Cardiol. 2015:;201:545-546
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NSTE-ACS: AESTEHA =R S kL &4 CV: O, MI: OUEZE; HR: XL

1. Lindholm D et al. Eur Heart J. 2014;35(31) :2083-2093

2. Supplement to: Lindholm D et al. Eur Heart J. 2014;35(31):2083-2093
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1. Lindholm D et al. Eur Heart J. 2014;35(31):2083-2093
2. Supplementto: Lindholm D et al. Eur Heart J. 2014;35(31):2083-2093
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Pollack CV Jr, et al. Clin Cardiol. 2017 Jun;40(6) :390-398.
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Pollack CV Jr, et al. Clin Cardiol. 2017 Jun;40(6) :390-398.
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Anticoagulant therapy

Anticoagulation is recommended for all
patients in addition to antiplatelet therapy
during primary PCL

Routine use of UFH is recommended.

In patients with heparin-induced thrombo-
cytopenia, bivalirudin is recommended as
the anticoagulant agent during primary PCL.

Routine use of enoxaparin iv. should be
considered "™

Routine use of bivalirudin should be
considered ™"

Fondaparinux is not recommended for pri-
mary PCL i

PCHusE Bk

Parenteral anticoagulant therapies

UFH

T0=100 Uk iiv. bolus whan no GP (1b/lfa inhibitor
it |;||3,r'm:d
S0-70 kg Ly, behus with GP Ik inhibicars

Enaxaparin

0.5 mglkg iv. bokus

Bivalirudin

0.73 gl L, bolus fellewed by L. Infusion of |.73
my/kgihour for up to 4 hours after the procedure

1. BEEPCIEEABINTESAEIIETLER ;

2R 1R E1EATZ<70-1001U/Kkg , (1.C) #kiEAF=0.5mg/kg(ITa.A)e& Ltk
F5E0.75mg /kgE &2, 1.75mg/kg/h4EE U5k ([Ta.A) ( 2

MMXPEMAL ) .

HIRfERE
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Anticoagulation is recommended in STEMI patients treated with lytics until revascularization (if performed) or for the
duration of hospital stay up to 8 days.

I
The anticoagulant can be:

* Enoxaparin i.v followed by s.c. (using the regimen described below) (preferred over UFH). |

» UFH given as a weight-adjusted i.v. bolus and infusion.

118,153,
158164

158-163
153

2017 EESCYAAE J5 PCIH Bh i e i 4 77

Anticoagulation co-therapy with fibrinolysis

Anticoagulation is recommended in patients treated with lytics until revascularization (if performed) or for the duration of
hospital stay up to 8 day5.199’224'227_233 The anticoagulant can be:

e Enoxaparin iv. followed by s.c. (preferred over UFH). 2722
e UFH given as a weight-adjusted i.v. bolus followed by infusion.”**

e In patients treated with streptokinase: fondaparinux i.v. bolus followed by an s.c. dose 24 h later, %9233
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— i ¥ HEVER GERAKT . STEMI : ila%ﬁgg*ﬁm,h
et AT AE 70 = 100 Urkg I B
WEAL EE MR

AT I B s O BB PR LR (S DR B 0. 75 mg/ks, B |
LTamgekg  «h Mg AL4h)

[

St AL DKL 075 mg/ke R L %S me ke b7 e A ;}"T ( | C)

HESEARIG 3 -4 h) y

AT 0.5 me/ka BB TR
NSTE-ACS

BT PCT R bR AR L PR 254 [ A ;

e LA BT R RO e A R 25 [ ¢ B8 _‘l‘n ]‘%ﬁjﬁtﬁl %

" ~)

PO AT H i — DR 460,75 mu/hg B 1,78 mg kg < b l A

WS AR 3 -4 ) (a2 GPLEY B 47 ( | )

PCT TGRS 0 A LB AL [kl‘#ﬁﬁﬂh LIJHHI: 1470 - 100 U/kg I 1} ’ C

& I GPT ], — A Bk 41 58 T 2 50 - 70

+
PCLFF A0 S PR S RE 0 48, T8 L e ACT i ]w:—;J‘JIJH#—.‘[AUI';IIEs} b B ° tt{iz }'I—'_I E ( I : A)

PCLACH0 TRE S 28490 2. 5 mg/dd) (S04 2 PCLA T — P pEe B I | i
B2 85 Urkg, 6 S AT & 60 U/kg 2 1] GPI
BT T2 L PR PCL A e O N Il B
158 [ e 8 2 1 A R R T S lla (.
STEMI
AT 0 PCL A e M 7 AR I ST 254 [ A
bt e TN T G I e s e 3 8 AU B | C
AT B E I & 70 ~ 100 Uskg; ST GPL —eE MOk TR E S0 -T0 Ukg ] C
P A L (R B 0.7 my/kg B 175 mg - kg™ o' iR A

Fi3-4h)

PEZEZE RPN Niafrigr8(2016hR
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18.0 - 17.0
(% )16.0- P<0.001

14.0 13.2

tefkFEvsitE , P=0.009
RI=0.67(0.50-0.90),NNT=23.1

P EvsiT R + &5 9FHE , P<0.001
RI=0.52(0.39-0.69),NNT=12.3

FFERvsFFE+&%Z3EHt , P=0.04
RI1=0.78(0.61-0.99),NNT-26.2

1.5

JAMA. 2015;313(13):1336-1346. doi:10.1001/jama.2015.2323



ELiE PR EA IS NSZ R Mz MBS

30 RZL£Ea
P=0.07(Z4HLKER)
( % ) P=0.04 ( LLIXFREVSHTRN )
P=0.07 ( tLIKEEVSHIBRTR )
12 P:0.07(tt1£ﬁz’ﬁvsﬂ$§%m§%—’iﬂﬁﬂiﬂ?ﬁ)
=48tvar , P=0.77
1 0.9
0.8 - 0.7
0.6 -
04 -
0.2 -
0-

SZERIMERIRY, /)R>
B b TE W BTSN RN+ B DR

JAMA. 2015;313(13):1336-1346. doi:10.1001/jama.2015.2323
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1SR UFH+GPIlIb/Illais)
20148EESC/EACTS  Eb{XA7E0.75mg/kgtEfg1.75mg/kg/hsEE ==
MzEZEiSr ZEA54h ’
PCIARFEVARERE(0.75mg/kgEaEdk L
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(e EH S ZEPCIARG4h)
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Lipid lowering therapies

It is recommended to start high-intensity statin therapy” as early as possible, unless contraindicated, and maintain it long-

MIM‘IM&

An LDL-C goal of < 1.8 mmobL (70mgldl) or a reduction of at least 50% if the baseline LDL-C is between 1.8-35mmal/L
(70135 mg/dL) ks recommended /-6

It is recommended to obtain a lipid profile in all STEMI patients as soon as possible after presentation, 410

I patients with LDL-C =18 mmol/L (=70 mg/dL) despite a madmally tolerated statin dose who rermain at high risk, further
theragy to reduce LDL-C should be considered. ™ =™

A I TIETT
P TR B AESTEMIE & MR B RPMERARITET (1, A)
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Borja Ibanez, et al. European Heart Journal (2017) 00, 1-66 L.CN.MKT.GM.11.2016.6368
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Lipid lowering therapies

It is recommended to start high-intensity statin therapy® as early as possible, unless contraindicated, and maintain it long-

364,366,368
term.

An LDL-C goal of < 1.8 mmol/L (70 mg/dL) or a reduction of at least 50% if the baseline LDL-C is between 1.8-3.5 mmol/L
(70-135mg/dL) is recommended,’®’ %7532

Itis recommended to obtain a lipid profile in all STEMI patients as soon as possible after presentation.”®**®

In patients with LDL-C >1.8 mmol/L (=70 mg/dL) despite a maximally tolerated statin dose who remain at high risk, further
therapy to reduce LDL-C should be considered.?”®82
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Recommendations Class”

Level”

Beta-blockers

Ciral treatment with beta-blockers is indicated in patients with heart failure andfor LVEF <40% unless contraindicated ™%

Intravenows beta-blodkers should be considered at the time of presentation in patients undergoing primary POl without con-

traindications, with no signs of acute heart failure, and with an SBP =120 mmHg, M* 85040

Routine aral treatment with beta-blockers should be considered during hospital stay and continued thereafter in all paticnts

without contraindications 3 *71-156404.405

Intravenows beta-blockers must be avoided in patients with hypotension, acute heart failure or AV blodk, or severe

bradycardia***
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ACE inhibitors/ARBs

ACE inhibitors are recommended, starting within the first 24 h of STEMIin patients with evidence of heart fallure, LV systolic
dysfunction, diabetes, or an anterior infaret™

An ARB, preferably valsartan, is an alternative to ACE inhibitors in patients with heart failure and/or LY systolic dysfunction,
particularly thase who are intolerant of ACE inhibitors.™*"

ACE inhibitors should be considered in all patients in the absence of contraindications.™ "™

ACEIFIARB/SE FH &1 :
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1. ACSEH : WinllMrEE EIMMAmELSYRSTTER: (1, A)

2. ACSEH : FMBAESAESTEMIBENEBRFSHAERMITAT (1, A)
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