PERAWATAN LANJUT

® Mobhilisasi: duduk, makan, jalan

® Pengawasan komplikasi lain:

. - - - -
*. Tromhoembholi : deep vein, pulmo, sistemik
u y y y

. -

“ Gagal jantung

. - - -

“ Perikarditis

. - - -

“ Aritmia ventrikuler

. - - - -

“ Angina dan iskemi pasca inrfak
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Rekomendasi menejemen dan terapi awal NSTEMI

Antitrombin (heparin)

Secara umum obati pasien dgn :
* Antitrombin (heparin) : pllus .
- Antiplatelet (aspirin) :: > Antiplatelet (aspirin)

Kriteria resiko tinggi

Ubahlah terapi ini jika :I'> - Depresi ST = 1 mm dan
pasien berada didalam abnormalitas EKG yg
kreteria resiko tinggi : menetap

» Gejala menetap, iskemia
berulang

* Fungsi Vki menurun

« Gagal jantung kongesti

» Pelepasan marker serum :
troponin / CKMB

* Resiko PJK =3

* Riwayat stenosis
koroner = 50%

Sumber : Medika No. 2, Pebruari 2003, p 54




Rekomendasi menejemen dan terapi awal NSTEMI

Pasien dengan resiko tinggi
akan bermanfaat dengan
pengobatan :

« Aspirin dan

« LMWH atau dan

« Kombinasi

Penghambat glikoprotein lib/llla
dengan UFH

Semua pasien tanpa
kontraindikasi hrs mendapat

Pasien yg penderita angina
berulang juga hrs mendapat

Agen ketiga yg digunakan
pd angina refrakter / pasien dgn
kontraindikasi penghambat beta

Sumber : Medika No. 2, Pebruari 2003, p:114

J 01 4

Antitrombin (heparin)
plus
Antiplatelet (aspirin)
plus
Penghambat glikoprotein lib/llla

Penghambat beta

Nitrat

Penyekat kanal kalsium
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Agen-agen fibrinolisis yang sering dipakal

Fibrinolitik Nama Dagang Cara Pemberian Terapi Anjuran

Streptokinase | Streptase, Kabinikase| 1,5 juta unit dim 1 jam Heparinisasi pasca

r-TPA Alteplase, Actylase 15 mg bolus, 0.75 mg/kg/30 fibrinolisis, 5000
menit pertama (maks 50 mqg), unit bolus. 1000
0.5 mg/kg/60 menit unit/jam dgn a-PTT
kedua (maks 35 mqQ) 1,5 - 2 kali kontrol

r-TPA =recombinant tissue plasminogen activator
a-PTT = activated partial thromboplastin time

Sumber : Medika No. 2, Pebruari2003, p:115




AGC / AHA 2014 Guidelines Update
Untuk UA dan NSTEMI

NSTE-ACS:
Definite or Likely

I
¥ ¥

J

N
Ischemia-Guided Strategy Early Invasive Strategy

¥ —

1. ASA(Class I LOE: A)

4

a
1, ASA (Class |; LOE; A)

2. P2¥yy inhibitor {in addition to ASA) {Class |; LOE: B):
® Clopidogrel or
® Ticagrelor

2. P25 inhibitor {in addition to ASA) (Class |;: LOE: B):
® Clopidogrel or
® Ticagrelor

3, Anticoagulant: 3. Anticoagulant:

# UFH {Class I LOE: B) or ® UFH {Class I; LOE: B) or

# Enoxaparin (Class |; LOE: A) or ® Enoxaparin {Class I; LOE: A) or

® Fondaparinuxf (Class I; LOE: B) : ;?nﬁﬁpz_rm;;f 4cllai; Ié L;E: B} or
ivalirudin {Class I; 2

Can consider GPI in addition to ASA and P2Y,; inhibltcﬁ"l
in high-risk {e.g., troponin positive) pts
[Class llb; LOE: B}

® Eptifibatide

® Tirofiban

Medical therapy
chosen based on cath

\ findings 4

{ Therapy \"I_‘ o[ Therapy |

\gffective J* 'k‘ffffif“:v




AGC / AHA 2014 Guidelines Update

Untuk UA dan NSTEMI

Medical therapy
chosen based on cath
findings

Therapy Therapy
( Effective | Ineffective
Y

i )

y
8 PCI With Stenting 2 CABG
discontinue P2Y,, and/or GPI therapy
1. ASA (Class I; | OF: R) 1. ASA (Class |; LOE: B)
2. P2Yy; Inhibitor (in addition to ASA): 2, Discontinue clopidogrel/ticagrelor 5 d
e Clopidogrel (Class I; LOE: B) or before, and prasugrel at least 7 d before
elective CABG
® Prasugrel {Class |; LOE: B} or
® Ticagrelor (Class I; LOE: B} 3, Discontinue clopidogrel/ticagrelor up to
24 h before urgent CABG (Class 1; LOE: B).
3 GPHf nat treated with hivalirugin at timae of PCI) Ray perform urgent CABG »5 d after
® High-risk features, not adequately pretreated clopidogrel/ticagrelor and <7 d after
with clopidogrel (Class I; LOE: A) prasugrel discontinued
® High-risk features adequately pretreated with
clgpidogrel (Class Ifa; 305: B)y # 4. Discontinue eptifibatide/tirofiban at
least 2-4 h before, and abciximab 212 h
4. Anticoagulant: \ before CABG (Class |; LOE: B) /
® Enoxaparin (Class 1; LOE: A) or l
 Bivalirudin (Class I; LOE: B) or / B \
® Fondaparinuxt as the sole anticoagulant (Class Late l-fosplga!/ Posthaspital Care
IIl: Harm: LOE: B} or 1. ASA indefinitely (Class I; LOE: A)
\_ 2 YFH Class |, LOE:B) - 2. P2Y,, inhibitor (clopidogrel or
ticagrelor), in addition to ASA, up

to 12 mo if medically treated
(Class I; LOE: B)

3. P2Y; inhibitor (clopidogrel,
prasugrel, or ticagrelor), in
addition to ASA, at least 12 mo if
treated with coronary stenting

K (Class 1; LOE: B) /

4
<
v

FIGURE 3 Algorithm for Management of Patients With Definite or Likely NSTE-ACS*




AGG/AHA 2013 Guidelines of Management
UPDATE for STEMI

STEMI patientwhoisa
candidate forreperfusion

Initially seenata
PCl-capable
hospital

A 4

Sendtocath lab
for primary PCI

FMC-device time
<90 min

(Class |, LOE: A)

Initially seenata
non-PCl-capable
hospital™*

DIDO time £30 min

A 4

A

Diagnosticangiogram

h 4

Medical
therapy only

Transferfor
primary PCl

FMC-device
timeassoonas
possibleand
<120 min

(Class |, LOE: B)

Administer fibrinolytic
agentwithin 30 min of
arrival when

anticipated FMC-
device >120 min

(Class |, LOE: B)

. v

Urgenttransfer for Transfer for
PClIfor patients angiography and
with evidenceof revascularization
failed reperfusion within 3-24 h for
or reocclusion otherpatientsas
part ofan

(Class lia, LOE: B) invasive strategyt

(Class lla, LOE: B)




OBAT-OBAT ANTIPLATELET

Thromboxane A, inhibitor
- Acetylsalicylic acid (ASA)

Phosphodiesterase inhibitor
- Dipyridamole

Glycoprotein (GP) lib/I11a blockers
- Parenteral: abciximab, eptifibatide, tirofiban

ADP-receptor antagonist
- Clopidogrel (plavix)
- Ticlopidine (ticlid, agulan, ticuring)




* Irreversiblyinhibits cyclooxygenase and prevents synthesis of
thromboxane A,.

* Effectlasts for the lifetimeof the platelet (about 7-10 days).

®* Does notpreventaggregation caused by thrombin.

®* Only partiallyinhibits aggregation induced by adenosine
diphosphate (ADP).

Collagen
~*— thrombin

")

GPllb/llla == e
(Fibrinogen receptor)

COX (cyclo-oxygenase)
ADP (adenosine diphosphate)
TXA, (thromboxane A,)



®* Platelet adenosine diphosphate (ADP) receptor antagonist.

® Reduced ADP binding inhibits platelet aggregation.

® Also inhibits aggregation stimulated by thrombin, platelet activating
factor, and collagen.

* Platelet effects lasts for the lifetime of the platelet (~7-10 days).

CLOPIDOGREL —>*

GPIlIb/lla =g S Collagen
(Fibrinogen receptor) “— thrombin
TXA

COX (cyclo-oxygenase)
ADP (adenosine diphosphate)

TXA, (thromboxane A,) Jarvis B, Simpson K. Drugs 2000; 60: 347—77.




Effects of different antipiatelet agents
combined with aspirin vs. aspirin alone

Comparison* % odds reduction  p value

Dipyridamole 6% NS

Ticlopidine 20% NS

Iv GPIIb/Illa-inhibitor 19% p <0.0001

Subtotal 15% p <0.0001

Clopidogrel 20% p = 0.000093
0.0 0.5 1.0 1.5 2.0

Combined with ASA ASA alone better

*In combination with ASA vs ASA alone
1. Antithrombotic Trialists’ Collaboration. BMJ 2002; 324:71-86. 2. The CURE Trial

Investigators.
N EnglJ Med 2001:342:494-502. 3. Data on file, 2002: p73 internal CSR-EFC 3307.



CAPRIE : Benefit of Clopidogrel over ASA in
the Reduction of Myocardial Infarction

JANSYAN
5 19.2%
lReIative
risk
4 reduction

ASA 3.6%

N

Cumulative event rate (%)

ol
0 3 6 9 12 15 18 21 24 27 30 33 36
Months of follow-up

Gent M. Circulation 1997: 96 (suppl 8) : 1-467 64
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Comulative Events
(Myocardial infarction, Stroke, or Cardiovascular Death)

Placebo
(n =6,303

20% Relative
Risk reduction

P =0.00009

0 3 6 9 12

Months of follow-up

The CURE Trial Investigators. N EnglJ Med 2001; 345-502, 2 data on file 2002, p73 internal CSR-EFC 3307



Eplne%hrlne Ccl%agen
©

ADy/ hrombin
Ticlopidine =T Heparin
Clopidogrel /& T\ Aspirin

gthear I $ ) Thromboxane
ress Cooerron, o ;&D/ Synthetase
ka0 inhibitors
Glycoprotein lib/llla S Thromboxane
=" lIb/llla receptor
- antagonists

v .
Platelet aggregation
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Potential Therapy
for Endothelial Dysfunction

l‘

3

 Lipid Lowering Therapy X
ACE inhibitors
Estrogen
Antioxidant vitamins
L-arginine
Exercise
Stop smoking
Tight control of diabetes mellitus

(Lawience G, Cardvology updatie and mievvenional cardiology)
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ACE Inhibitors
Mechanism of Action

VASOCONSTRICTION VASODILATATION

ALDOSTERONE PROSTAGLANDINS
VASOPRESSIN tPA
SYMPATHETIC o
Angiotensinogen N
<—RENIN

Ang!)tensin I BRADIYKlNlN
|

A.C.E.Kininase [
¥ \

ANGIOTENSIN Il

68



Dosages of ACE-Inhibitors after
Myocardial Infarction




Adverse Effect of ACE-Inhibitors Usage

ACE inhibitor side effects

(CAPTOPRIL)

Angioneurotic oedema

Proteinuria

Renal impairment

C
A
P
I
0,
P
R
|

L
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Contraindication to ACE-Inhibitors Use
during Acute Myocardial Infarction




LIPIDS

 Lipids-lowering agents
— Statins
— Ezetimibe
— Proprotein convertase subtilisin/kexin type 9
— Fibrates

Cosentino F, Grant PJ, Aboyans V, Bailey CJ, Ceriello A, Delgado V, etal. 2019 ESC
Guidelines on diabetes, pre-diabetes, and cardiovascular diseases developed in collaboration
with the EASD. Eur Heart J. 2020;41(2):255-323.



PERCUTANEOUS TRANSLUMINAL
CORONARY ANGIOPLASTY (PTCA}

Indikasi klinis : -IMA periode 4 -6 jam
- AP unstahle
- Stenosis rekurens

Angiografik : - 1vessel, multivessel
- Oklusi total
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Angioplasti : pemulihan pembuluh darah yg tersebumbat dgn menggunakan “balon”
yg bisa dipompa untuk membuka penyumbat / pembuluh darah koroner yg menyempit.

Kawat bantu yg dimasukkan
ke dalam pembuluh yg tersumbat

Pipa balon dimasukkan
ke dalam sepanjang kawat bantu

Balon ditiup untuk
membuka penyumbat

Setelah prosedur tersebut,
pembuluh tidak tersumbuat

Untuk mencegah terjadinya pemyumbatan ulang, dipasang
stent yaitu semacam cincin yang dipasang secara
permanen sebagai penyangga.

Stent bisa dilapisi obat untuk menghambat pertumbuhan
sel-sel sehingaa tidak teriadi penvempitan




. | |
A. Ballon catheter with stent mounted.

B. Stent expanded via balloon.

C. Stent implanted in artery.









