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Acute Coronary Syndrome

INSWUS Tonsnnuse " ns

TLIRET
Acute coronary syndrome (ACS) g maznéﬁuLﬁaﬁa‘[wmﬁamama?ul,m uazduwauy Tngd
WNARAINNT rupture B8N atheromatous plaque uwal¥iinnsagadu visnsaisuanapenguusdlu
coronary artery v Toofisnuuznadiniu

1. Unstable angina
2. Non Q-wave myocardial infarction

3. Q-wave myocardial infarction (MI)

weBMLiin (pathogenesis)

n35nslsn ACS m”mmﬁ’ﬂmmﬁuazmmL"ﬁﬂﬂum‘nﬁm thrombus formation LLaY coronary
plaque pathobiology Iuﬁﬂlﬂﬁﬁ coronary atherosclerosis edansUe clinical syndrome ANNAIN
Juus9za9n3aadiuly coronary artery SeazhlitiAnnnizninanievivlanedaamuanluseuinses
L ULAeA

Tasluud ACS 1AnRINN1INI5UANTDY lipid-laden plaque’ Al thin cap "uNINLEL plaque
wsndinoufiazuan LL@ZLﬁﬂﬂcym"ﬁu a1y plaque 7il3finasia hemodynamic 289 coronary artery?
\fioufia inflammation Zufiu5ians subendothelial area axfnavTH plaque BAULLDAY LL&:‘ﬁ’ﬂﬁ’llﬂqj
N1ILAN ¥IDUIMINNT N9eLl  turbulence LAE velocity T84 blood flow FINAUANBULNINNIBINIATDY
Naaalien eflNalinTzl LApAAALIINTEWNN WA shearing force NIvvinsantlovianALADn AWAIH
MADALRDALINIDUANATNNN

Superficial erosion 289 plaque fifudin wnguilsiivhliia ACS léunau Taewud 25%
2a9fteAimafiadusesssiy systemic marker 284 inflammation® aztiaanisalilauld Anaguuse
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1

WATITBLIAYBINIRAR 398U INE W3plaifl collateral circulation axifusmvuadnsusneadin

28y acute coronary syndrome

\fia plaque i rupture 1138 erosion AWAWILNSALABANLNAULSINM IUBDY plaque T
rupture (platelet adhesion) LLazLiA platelet aggregation AN Ln‘djﬂLﬁamﬁgnﬂitﬁu%ni:ﬁuizuu
coagulation system ¥4 UHY fibrinogen cross-links W&z thrombin auLA thrombus wazAa ¥in
N3AAULIN IUDBY coronary artery FovefinaviniiAinn1ie myocardial ischemia Iﬂﬂﬁﬂam:ﬁmmi
myocardial ischemia fig1uIUNIUNG WEaLAaTEIN Tuszeziias “anadn thrombus fitinTuazifiu
platelet-rich thrombus ﬁ\‘iﬁ'u M3 wien antiplatelet LHU aspirin LAy GP lib/llla receptor inhibitors
A lEwani A masnelaalii fibrinolytic therapy Azl lguseToand URZDII9ZLAANITNITLIINITYAAU
289 NADALADAKIUNIINALNYBY release clot-bound thrombin "z’m:ﬁauné’umni:ﬁum%mLﬁammn'ﬁu“ﬁ

N139AAUDEY thrombus 6@ coronary artery 3¢il 2 AnWMUTAD

1. N3 thrombus qmﬁuwaamﬁammmﬂm e (Intermittent) 9199 WAAANNS necrosis
289 myocyte ﬁ\lﬁ%’uLﬁamﬁmmnmamﬁamﬁqmﬁu WazazAnnN2 non-Q-wave MI 3u &1 clot @
ﬁ?uﬁ"ﬂu’m‘iwmﬁu thrombus B9y AR microemboli m\gcﬂ‘iﬂu microvasculature W89 coronary
artery fINaYI¥LAA myocycte necrosis AWaVNIWIEiU cardiac troponin WNTuaY w30n5alé
AwNAnUNATDY microvascular®” fAndu azvliiAn myocardial dysfunction Fulg nzdufivhla
myocardial ischemia L8z minimal necrosis 16uA n19LAn intermittent dynamic occlusion LLRENNIE

spasm U3LUFAILUINLAA thrombus®

2. th thrombus gARU coronary artery Huszaznannuiy fasinarlfiionmsaisses
néanilorlanindu auifin Q-wave MI dnsnuzpe9 clot T¥in Q-wave MI 1§ azuansgaInnsiin
non-Q-wave Mi Tngfta=dl Jutlsnauass thrombin way fibrin 8ngu’ ﬁa’[u@’ﬂ’mmjuﬁ N5 fibrinolysis
1139911 percutaneous coronary intervention (PCl) Tuszaznafisme fae W1I0anIUIATEY myocar-
dial infarct 1¢i

27IN19 LALaIN1Ik MY (symtoms and signs)

Qﬂ?ﬂﬁlﬁﬂ acute coronary syndrome ulniejudI9ziAin ischemic chest pain Befidnmeauy
lwfs oI uLUBUSMRnaNTien WauNIzQN sternum wazenvaiuinluiine, vds wie
wzudneladnndls wie aetn dnvazzasmsthnesiduuiy, thenasanan wazdnaslimesinnsly
nitrate a3 Qﬂaﬂﬁn%ﬁmmﬁwamaﬁuﬁaﬂﬁa widauan, adul”, seuwmde, Ta “u, nd onsiuntiien
LADEY Sunndu audud Alunmmansuil Tuﬁjﬂaﬂﬁmﬂﬁmmswm angina pectoris 3MaY AN¥UY
Po9MIIIImdauiu wiavzlenissuusannndt uasidusgunini

Hae acute MI Uszunal 20% a=lifionnmsiuntiien viafldnsuzraanmsiiurtihenlianiy
@A Tudthedl sengriadulsaunnnu, §ihendsnisidainig ensazdu nzﬁuﬁ1ﬁﬁ chest pain
16 wazangwansduliun wilaevey, ¥laduwad, peripheral, embolization, new mitral regurgita-

tion, syncope, heart block 13081’
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ﬂ[uﬁﬂ’m nileiazundiwens cardiac arrest 970 ventricular tachycardia %58 ventricular
fibrillation (VT/VF) $9a19aziinvaiznaudslsonsiuia wialulsewenuia At svaziin VIAVF ag
Wil alu 4 Falaowsnzeeniaine1nis

ariulums resuscitation filefiven f uazasiwaslild fosdnag nedrennduiiaelu
nan ACS uazwianfiayi early defibrillation ¥Wuil (U9 1)

i, ndvTE
‘ﬁqnau o R N
0] v ML thomishyts
b 0% puicary FTCA =755 e
Mon-}
" v 57 1% 1%
’ TongnzraefiRean s
AVTITWELIL sggeeasive
Tiadody
Tndfuaru .
A arghy s
Hre Il nuINAY
y
Seidden casdiac death

31/77 1 9971317, NMIEUNINTOU UALNITINI acute myocardial infarction (Ml)

N13UsELlUN1E chest pain

Hilan Winisl ACs mﬁﬁmqmﬁu uardug 'auLﬁmmm?ﬂm:ayﬂﬂ‘mwmma a3
A8 chest pain sutuFadunifisasunndifiazenainis chest pain anlsaiilalalsuidieanainennis
chest pain 31N wmqﬁu TosandenmsinyseIA wazn15m573 ECG vlH 1wnsavsivanuinaziiulsa
Wlalalsun3 (coronary artery disease, CAD) 16 (mi’l\‘l‘ﬁ 1)

Wotssiiiuldudridiaefianuiandu cAD sndesiieslauds fdeegdalufisaruguuse
284 chest pain 1AAMNTULTY wazananaliiAdewLingsNvse non fatal Ml snuiesla (115199 2)
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ARTN LAY ECG LWInsy

a199fl 1 nautegthefinndae chest pain maifadel “sefivaraniaziiulsailalalsund (CAD) mwdnue

High Risk
(>1 Hasaluil)

Intermediate Risk
(Lsifi High-Risk Features
saufiu 1 dasaluil)

Low Risk (lufi High n38
Intermediate-Features
sy 1 dasaluil)

weLflu MI ¥38 life-threatening
arrhythmia episode
waefu CAD

81013 angina Fawaulugie any
oy

Possible angina

91N13 angina TALAU

Probable angina Tufie _ya1e
U U 9

1 risk factor, 91 L l2wIMIU

Dynamic ST-segment change
FwiuaInTiduniien

Possible angina
LUIYIU
risk factors Au¢ 3 BEN

T-wave inversion < 1 4.

Marked T-wave changes Tu
anterior precordial leads

ST-segment depression < 1 44
T-wave inversion > 1 44 (leads
3 dominant R waves)

ECG Unf

A1599 2 JavuL " Besan1SANY LAz

nonfatal Ml Tu@'ﬂ’mﬁﬁ chest pain ¥ "8 ischemia

High Risk
(>1 Fosinluil)

Intermediate Risk
(L3ifl High-Risk Features
squfiu 1 dasaluil)

Low Risk (lufi High n38
Intermediate-Features
sy 1 dasaluil)

1. 819 pain AYBEUIUNT 20
Wi lamaeluidadn

2. Pulmonary edema  1L##31n
ischemia

3. S3 %39 rales
4. Hypotension 998U angina

5. Angina 97810 dynamic ST-
segment changes > 1 ¥4

6. Serum troponin T #38 | 9

1. 81M19 pain AvBLUIUNT 20
Wit weivnelousyssifiu
2. Rest angina > 20 U9l v

16igie nitroglycerin
3. 819 > 651

4. Dynamic T-wave changes
LLaE angina

5. Pathological Q waves %38
ST-segment depression
<1 33 Turane lead groups

1. Angina WnsnTuluaw
Ugy, AMHTULTY WATITEE
AN

2. Lower activity threshold nau
1A angina
3. 1 risk factor, Ll lsAwmau

4. New-onset angina > 2 “Uavi
fiv 2 LeaunauNn

5. ECG Unfi v3oluiasuuias

Risk stratification a1nn19M572 ECG ﬂ%\‘ulﬁﬂ

wwildguagineluszzusn azlai ansavenléi Tuiihefisneds ACS az1fiu unstable angina
w38 myocaridal infarction %l Q-wave %138 non-Q-wave MI §utiuns6in “wlafl @fe n1sfiasanls
repurfusion therapy %"ﬁuﬁ'ﬂ ECG finsranuluszezusninduuuy ST-segment elevation, ST-seg-

ment depression, non diagnostic ST-segment LLRE T-wave abnormality
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Initial general measures

Tugthei ¢ p3udu ACS  wma39zléisunis monitor iufiuassiiles suzifeaiuasfasende
anasndunsivdayadsssiuiiansda “ulaiinaduie iiuiumssneiiuviniimsdnsidessiu
iaussimensitefidu s duduiieiu Tawende (13w 3 uazunugif 1) axgsluwuam

1 =

NMIURURATARUNINTUY

m‘s’mﬁ 3 Assessment and Treatment to Consider for Patients Who Present with ACS

nsUseLiuTUaY

1523039099 AMI inclusions LLag fibrinolytic exclusions
Vital signs WazN13AT9INNMEN Waseslsanasalianiila

12-lead ECG, serial ECGs aNdinusd (1Wplazidiu ST-segment resolution Wazlind

recurrent discomfort)
Mwse " nywen (Arsduri upright)

ECG monitoring

msguasneiiasdu (sW 1e31 “MONA”)

Morphine, 2 iy 4 ain Trgldiyn 5-10 wril e ldanemaaldweliies
pandiau, 4 ans/aund: uazlvisaiilaedn arterial oxygen saturation < 90%
Nitroglycerin, sublingual 730 spray, ANAE IV 13U persistent %38 recurrent discomfort

Aspirin, 160 &9 325 an. (1AB2 M3anaw)

NN ILULINNIE

seazailvnig wmSU reperfusion therapy

Fibrinolytic agents: 3zazamNiWosgniduaunszialédue < 30 Wi

Primary PCI: s:ﬂ:nmmﬁoﬁaoqntﬁuauns:ﬁ"@nmﬁ dilate balloon < 90+30 Ui
Conjunctive therapy (32801 fibrinolytic agents)

Aspirin, clopidogrel (optional)

Heparin (LMWH) (lagiawnzsandu fibrin-specific lytics)

Adjunctive therapies

Beta-blocker #hlsifitiavinu

IV nitroglycerin ( 15U recurrent ischemia, large anterior MI, heart failure, antihypertensive
effects)

ACE inhibitor (IﬂilLQWﬂ:: large anterior wall MI, heart failure i hypotension A1NAL
systolic AN31 100 an.U5am ey Mi) Tivas 24 o
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Yszidiu ECG wansy

v

EKG 12 lead 1fiu"oil dnjlunisdsziiiu Acs Turasgnidu

uwivgthedu 1 Tu 3 syndrome melu 10 Wil st

v

v

Y

ST-segment elevation %38

new LBBB

ST-segment depression/

dynamic T-wave inversion:

Nondiagnostic #38
ECG Uni

v

v

v

e ST-elevation > 1 N&. Tu 2 leads
wapannirlunguiieaiu

LBBB fiAndulna (BBB vhlw

uiana ST-segment lailg)

v

* 90% 289§11287& ischemic-type
chest pain Was ST-segment
elevation 2=1in Q wave #38
AFIIWU serum markers U8
AMI.

@'ﬂ’mﬁﬁ hyperacute T wave
azldivselomiannnisngia
ECG T1finfusumyitade
AMI fiuriuau

f;:\]ﬂ’mﬁﬁ ST depression Tu
early precodial leads 73]
posterior Ml azlduselamidie
fusun1iilads AMI Auiueu

e ST-depression > 1 4.
e Marked symmetrical T-wave

inversion Tu multiple
precordial leads

e Dynamic ST-T changes 3%
U pain

e ST-depression 0.5 fi¥ 1.0 N.

e T-wave inversion %38
flattening Tu leads 71
dominant R wave

e ECG Unfl

v

v

v

o

High-risk subgroup fIfidns1
Ay :
Y
e Persistent symptoms,
recurrent ischemia

o Diffuse 38 widespread ECG
abnormalities

e Depressed LV function
e Congestive heart failure
e Serum marker release:

Positive troponin 138 CK-MB

Heterogeneous group: A9
Usziupdnsilas

e Serial ECGs
e ST-segment monitoring

e Serum cardiac markers
Usziiulage “solen

e Perfusion radionuclide
imaging

e Stress echocardiography

v

e Reperfusion therapy

e Aspirin

e Heparin (814 fibrin-specific
lytics)

e beta-blockers

e Nitrates MNTDUIY

v

e Antithrombin therapy 381U
heparin

e Antiplatelet therapy 331U
e Aspirin
e Glycoprotein llb/llla inhibitors

e beta-blockers

e Aspirin

(] ﬂ'ﬁ%lﬂ'if}']ﬁlu‘] ﬁLWN']: EN

. @'ﬂ’]ﬁl‘ﬁﬁ positive serum
markers, ECG twazuuia,

%38 functional study: QUA
SABILUY high risk

UHLDAN 1 UUINWNIIQUATNEIRL acute coronary syndrome A1NBINTYTEIAU ECG UINTY
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yaajevanananiumsinengihelungu ACS iide
1. aAIUIATAY myocardial necrosis Iu@'ﬂmﬁﬁﬂﬁoaéium%z myocardial infarction
2. ila\‘lﬁ'um’s‘zLmiﬂ%auﬁ?ul,lﬁ\ﬂﬁl,l,d N15A18, nonfatal MI, need for urgent revascularization
3. ¥ rapid defibrillation 1iBLAia ventricular fibrillation
Oxygen

Tilugiheynaenfioans ischemic type, chest discomfort uazgitheil ¢ “‘bazifiu ACS #
wé’ﬂgﬂuwudw N5 L oxygen 3¢ TN1INILAA ischemic myocardial injury, 8A ST-segment elevation,
an morbidity VED) mortality Turﬂﬂaﬂ acute MI, an infarct size Iui’lﬂﬁﬁﬁfym oxygen saturation #1

NN WATH3D muscle fatigue THRa13eun early intubation WAz assisted mechanical ventilation'™"”

Nitroglycerin
miumju nitrate LU endothelium-independent vasodilators %ﬁqwéﬁ °ﬂﬁfyﬁa analgesic
W30 ischemic-type chest discomfort wazffafinafse hemodynamic effect lapazzane coronary
arteries, peripheral arterial bed WLz venous capacitance vessels At NﬂﬁLﬁdﬁﬁﬂtﬁﬁIﬁLﬁu myocar-
dial blood flow 11 coronary vasodilatation LLREa®m myocardial oxygen demand ﬁﬂiﬁ@ﬂdﬂﬁﬁm?t
myocardial ischemia §81n136%u N7 1650 coronary blood supply fiaguiiunaly systolic uas
diastolic function Taialavneulddiu uasislduazoinisan ventricular filling pressure, wall stress

ILAL oxygen consumption 3I:6E

ﬁdﬁuﬂﬁiﬁ’[u@'ﬂ’aﬂvmiwﬁﬁ ischemic type chest pain #nLfuLAI1 SBP < 90 mmHg lae
133191nN151% Y form 289 sublingual %38 aerosol nitroglycemin %19 5 wrft s 2 ads au
8173 pain A7 W3 blood pressure anay fsligulHABLATNTHTunaendasuny Tu
aunaenildae Buldeluauaiien 5 ug/min wastinaseas 5 ug/min nn 3-5 wifl thilwluaunie 20
ug/min uddolainey uasilisusuiuiuaiaz 10 ug/min U 9 A lHAD 200 ug/min Tapysy
g N 5 wilhuithemedunihenrisanaduanag

ﬂﬂlunéjuﬁﬁ):ﬁwm&lgmmu 1un oral form, sublingual form, intravenous form, subcutane-
ous form m3lenldfidutiunizaesiihe Soudgluuunisiazuansdeiuusinaniy hemodynamic
arAfpAReiu ANHLANENTBINIIABY wavaziufusuealgthegadudn senedn ‘nszu Tadin

Morphine

Morphine §ians niifiaaauduLale Lﬂuaﬂ"l\‘iﬁIﬂﬂLﬁWﬂqu@'ﬂ’mﬁLﬂu myocardial infarction
Tuﬁjﬁ’m ACS 711§ nitrate w&898 pain \Wianay 131850 morphine uana Nil morphine fefinas Nifan
vascular congestion Tuﬁﬂaﬂ AMI Tagam ventricular preload _LLa‘:mmﬁa\‘lmi oxygen Hunenaln
venodilation stiu3slsia51% morphine Iuﬁay’ﬂ’mﬁﬁ hypovolemia %38 hypotension
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Aspirin
Tugithe ACS asldisy aspirin® ynee sniiuusdaziin1zgiudisie aspirin Tuauin 160 i
305 mg. Uil Fear wnsnpengnBeteTIABluniudants 59 thromboxane A2 d9azananiaiin
coronary reocclusion WREAA recurrent events NA9N L fibrinolytic therapy Iu@jﬂ’mﬁl,flu unstable
angina fazlduselpmiann aspirin wWudsaiu nsli aspirin Tu form Wendnduesldnasiniing
ndudn@ Tunsdliidl intravenous form fimaudantile “ugedilad wnsonuld msli aspirin sup-
positories fi 1W130 W lipEvLanns

ST-segment elevation Mi

fis ST-segment elevation MI Nn31eazdiavléifunisussifiuagvmaisainmme wan1sli
reperfusion therapy 3l %oﬂ%;ﬁ’uﬁﬂﬁLLiJ\a’“J%‘n'ri'%fnmaanLflu 2 ngwAe M3l fibrinolytic, PCI
puzifieiufi insinendusinde lnaiqasomane 4 snede

1. relief of ischemic pain ToeTw oxygen, nitroglycenin, intravenous morphine

2. stabilization of hemodynamic TagTdn5U5218u volume status ?JEN@"J'J’JEJ LR left ventricu-

lar systolic function

3. reduction of myocardial oxygen demand Tag/Tw sedation, af pain, aA heart rate Tag

beta-blocker

4. maintenane or increase to myocardial perfusion TaeT aspirin LRSHID heparin (5,000-
10,000 U bolus)

Fibrinolytic therapy

wwndazld fibrinolytic agents riafiaediagia1san indications, contraindications, benefits
uaz major risks (31971 4) reudlacli Tasfandnin fiheudacauldselomi o o Tuuednnsli
fibrinolytic therapy fioidu standard treatment ‘[uﬁjﬂ’m ST-segment elevation Mi Iﬂﬂﬁﬁg‘mg:\‘mmﬂ
\Waam mortality rate TuszazwIn wazan infarct size Fvaviiunaduszozena, Tuzneiinsl# fibrino-
lytic agents fazfiaa“paflaziin bleeding 98193924 minor bleeding 12 hematoma lu3iiay
access site lJaufly fatal intracerebral hemorrhage waiilann LAalsisnniin

“3 #it aBnganiledn szuziimiiazi3uli fibrinolytic therapy lawiindnin azdasl
fibrinolytic agents 52 awinfiaz 2ansaliflé (aeii 5) Tasawizlugae 3 Falususnazléinad
i o Beszpznasnlimssnnduiisds wausclemiilasuiazianss wazlon ez wnsoda
viaaaAaafigaduiuna “uSafazanasmuin dnfudent usuuzi

o

N ST-segment elevation Ml Tu

1. Tufithennsedid ischemic chest pain uaz ECG fid
lﬁql

srpzaliiv 6 Falae wdeniduiduntien aslinnaeibiddedu
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mi"lx‘lﬁ 4 Fibrinolytic therapy

Foried
Ongoing Q-wave infarction >30 W1#l WAy <12 Ba. § ST-segment elevation >1 mV Tu >2
ECG leads

Chest pain Lz ST depression Tu anterior precordial leads 994U imaging test 1L v
posterior LV wall motion abnormality

fie daslasnm
Tsifidaviuila absolute
Hovinuld
N. Absolute
Annzidnnnan
1gsumseindalnal melu 6 “Uanvi w3aldisu arterial puncture T noncompressible
area w30 LivléSunlRmg
fiU5eRl9A cerebrovascular disease fiia1n1v3adnens nwly uas
9. Relative
fiuseIRuna peptic ulcer il active
wAeldsuen streptokinase Tuszpziian 6 Lﬁauﬁmum (WL streptokinase AL
activated plasminogen streptokinase activator complex)
Cardiogenic shock (Elﬂﬁu\lsiﬁ urgent angioplasty)

Uszifmadiianaandiy

Cardiopulmonary resuscitation (TUfiULIA")

f1990 5 WisuLiipy fibrinolytic therapy UN13SN¥ININTZIU

afiENe ﬁﬁuauﬁﬂaﬂiaﬂ%’immnﬁu
Fibrinolytics oy 1000 efisnmn
Tudluousn 65
Tudlued 2 37
Tudlued 3 29
senietalued 3-6 26
3enietalandt 6-12 18
seninatluedl 12-24 9
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2. Tugasnian 6-12 Falus Hgihedefl chest pain Tu uas ST-segment elevation $amée
fazdofitselomd unlugiefilifl chest pain Ui uazndesaniy ECG imsuwdsuulawes ST-seg-
ment anasaLioUUNA uazisull Q wave Usinglinfudmauiiudnsns complete infarction Wi T
Asundusieg W wsrzeeazldldusslomiviniiaig asdasfiansan risk-benefit WiRnaufiay
fin ~ulal¥inssne

3. Tusefifl chest pain 3nn31 12 alaeluuda 16598 chest pain WanBtuay ECG il
n3asuLlas 2sfaeiianIanagNsauAaLn chest pain tuazifiu ischemic chest pain w3ald &
TaiflasRasantiud “siidosilife Tuinag Tuudr azliuuzh fibrinolytic therapy Tugiheifianns
wnn 12 Flueluuda

yilmvay fibrinolytic therapy

fibrinolytic fawsnfifin1slfatnaunsviasfe streptokinase wagaNua s tissue plasmino-
gen activator (TPA) Fafu fibrinolytic fafl aveanuNTIvLNY mmzﬁiuﬂiztﬂﬂ\lwaﬁﬁm 2 ﬁﬁﬂwhfu
fifisine fibrinolytic 11 a9flan udRuanAeii 1 clot specific, half-life ForuAznsTHenFes
ANHLANGAITL FedaeRnunseaziBunatnfnaufiacly

finvonaedadionssuiisunasenitesie 2 §f Wy GISI2, ISIS-3, GUSTO-1 wuih
TPA wnsoidaviaeaiianldisandn wasAndnluid mortality rate Tuszaziian 1 Waudnauastinanin
streptokinase U5zd10U 1% Tusueii TPA 8193 risk 284 intracranial bleeding m\‘m’i’l streptokinase
dnifer serulunsientifete 2 wilad arsfiarsandeluwd risk-benefit uaz cost effectiveness 37w

G]’,Jﬂ13,14,15

’lui‘]aqﬂ’ulﬁﬁm‘;ﬁmmm fibrinolytic Bl lraipandmiing wazyinmsdIveluselszinadnrans
10 Imﬂﬁmmﬁm‘(mﬁ%ﬁ@m NRlUN3LAR immunogenicity tipanin aanqmﬁf\lﬁﬁﬁu, ABnNIuInNT
883U, dose 71T Laidipaduiuann wazdefigns fibrin specific 3T FvEWTBY fibrinolytic T
T‘mJGT T Reteplase (rPA), Saruplase, Tenecteplase, Lanoteplase (nPA), Staphylokinase Falu
ounandulndd slalvimandssismielulszinalng uazoraumaunuifosTuilagii

Heparin and fibrinolytic therapy

Fibrinolytic drug dluyssmalnsuasdufidende Streptokinase war TPA 81 TPA Y
haft life 0981 UFeTua ez fioolif heparin SIN61elUE98 3 JU U streptokinase A=A half-
iife wp98101In97 Tuszozusniudolaifindngiuinnsli heparin $awdsazivstlominoiiounduy
utdefns@neingu i liwodnslk heparin azanlena 1fin reinfarction waz reocclusion 79y
CuieaiidaldaudTulsomeuneacld defuds sasfiasli heparin 3andp0e9mn 5 Tundold strep-

tokinase

N3 low molecular weight heparin i 1130 WNAWNY unfractionated heparin Lz
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fu Tuns@inen The Safety and Efficacy of Subcutaneous Enoxaparin and Streptokinase in Patients
presenting Acute Myocardial Infarction (AMI-SK) AlgFnuiensli enoxaparin Fauly) streptokinase
Iu@'ﬂ?ﬂ‘ﬁlﬂu acute ST elevation Ml lael# loading dose 789 enoxaparin W¥aNfiu streptokinase
wazlvisiodn 5-8 Tu Al 1y yudearudrouu orfusezauustile heparin samdaeTun1sli fiorinolytic
therapy laalsiiuiiuaslviraateiios 5 Tu

Percutaneous coronary intervention in acute Ml (PCI)

PCI udnmaiiennils wiugiaelungs ST-segment elevation Mi Tapindngudniauin
Iemafinin fibrinolytic therapy Tummﬂmmamﬁam, N198A reocclusion, postinfarction ischemia, short
term mortality rate, stroke rate (GUSTO-IIB)"®"” ‘[uﬂﬂ’mﬁﬁmm‘i‘;umwmzLLiﬂ‘%"U (Killip class 3-4)
msvih PCI Yszlumfannnia fibrinolytic therapy Tusaisiigiefionnisliguuseann (Killip class 1-2)
UseTomiluund mortality azlaifimau Tunsdififiaeandng cardiogenic shock Asaz3uvi PCI sz
azfivselamiluidan mortality rate lépeinadniau

flgmzes PCI Tuilaqiufide azdosfilsoneunaifiindae cardiac catherization wazfia
wnnduaswerafigungludiui uazazdos wnsalivins PO Idedwsinsuiud Wagieanis
Tsewenuna Teefiszaiaan Door-to-Balloon time tipanin 90 w1t Folunisvinadeq wu Tsewenunad

T8 ws0dafinunng wazwenuia standby Mnaan 24 H3lue 1vasiduiamls deiuients
fivsananumne ¥ laslanznedunaidesnsssezai ui e

Combination therapy

mnm@waﬁwudmaamLﬁamﬁqmﬁuizﬂ:uinﬁu 2x15EnaUiIE thrombus 715 "UTEnaUYeY
platelet 1fusuiunin M3l fibrinolytic Havinl¥ platelet WA thrombin “Ni AU UUsENaLDY
Tafinlunsz Tafinsnndu Foaziureasfinazfulil activation platelet uaziiin platelet deposition Wt
ﬁamfum‘iumju antiplatelet Fefimrusndumnifiadananenalni

£ antiplatelet nguInifiuaninilelan aspirin enaazifudnmadanlnaifiazyiliinalans
Faren1srieuses platelet TATu Tagusmssaniiu aspirin Wil HqnaTan219n3791uY platelet
uyinimn%u El'f[unﬁju glycoprotien llb/llla receptor inhibitors 121 abciximab,'® tirofiban, epitifiatide
p1azthan ¥y fibrinolytic Tavazies$u dose Timanz suiielalvigiiinnsalues bleeding L
u sruzil l6fin53duRensti fibrinolytic $rufuenlungu GP Ilib/illa receptor inhibitor agj Hefidaya

@
o o

NARAULAY WU WU AITUNR QUﬁmLauﬂa%ﬁaaﬁmsmﬂﬁﬁ
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A59f 6 Mdssifiunazsnssauaiuil 2 aunssiendutiulusedilidlsaunsndou

mM3Ussiiiu M35

Noninvasive MINEUVYIEAUYTEADY

LV function assessment Monitoring, ¥ABI¥T, DONHLAU

sesulviu 118911 deep vein thrombosis

Stress testing B1951NE, BNARNYLASEA, rehabilitation

Tuinesne Al

coronary angiography aspirin, heparin, B—blocker ACE inhibitor, mam‘lmﬁu, nitroglycerin

unugdn 3 mstsaiduuazSnmlugilae post-myocardial infarction vauzaglulsoweuia (Alsidnmazunandou)

U 1 Jun 2 Jun 3 Tui 4 Fun 5 navtu
NFNEYTLAVYTEADY ¢ %
2ONTLAU - >
Monitoring >
TRCrATRL]] >

{lo9riu deep vein thrombosis <&

Cardiac rehabilitation

N1F3NYINIEN

Aspirin
Heparin

ACEI, Beta-blocker

gan Lo

Nitrates

190195793194

Echocardiography Q
|

Stress test

NS WNNSANEN

|
|
|
|
|
#lhpuazaIpuAt <|I
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ST-segment Depression : Non-Q-Wave MI/High-risk Unstable Angina

E;iﬂ’stl“?'l'l.‘flu non-Q-wave MI LAY unstable angina T ST-segment depression %ﬁm’m?uui\‘l
789 pathological process 8tj3:1319 Q-wave MI LLaz chronic stable angina Iu@'ﬂmﬁﬁ ACS LAy ST-
segment depression TusazusnLI1aztialyl Wmimmfﬂﬁdw:Lﬂé‘ﬂuLLﬂaOLﬂunzﬁN non-Q-wave Ml
n3naziilu unstable angina high risk® azfipaldiaansanased cardiac marker N5 CK-MB, Troponin T
nauxnaudvazuenanfuldfaey wafelldnsusneadinuwetetienenld WU JraziaInsisy
ni1anuINNd1 60 U9, ST-segment depression ﬁLﬂuagmm U admission UW&IEA depression B
n9iasundas ECG il deep inverted T wave aaan 8133:U3111921du non-Q-wave Mi Wiy

masnslusrosusnidnazmiiouiuio 2 nguAe n13l¥ antiplatelet Wwaz antithrombin tiie
Fudaniaiin platelet aggregation L&y thrombus formation auifudumpuunsndi RGN A ANNNAE
nitrate tE1)8E98 chest pain wapBt, Qﬂmnnswmsa:\léﬁ’u beta-blocker TuzuALVNE NNIY
\iaan O, demand Tuseil#5U beta-blocker Tuzuafiiiaawaud visla 1ansanu side effect 1§ A23
9150 1¥ calcium antagonist SI6e Iumjuﬁjﬂ’mﬁlﬂumju high risk %38 recurrent chest pain finJ
#R2130U15UYN coronary angiograhy watiilafiazyin revascularization siply (15197 7)

Iuvﬁﬂ’m‘ﬁmau Up9AD medical treatment L&A wazaINIsAsAiasFiagiiansu risk stratification
§8 stress test e wluszuziafivane o Lﬁﬂﬁﬂtuﬂﬂﬂ@:uﬁmu high risk 8ana" wiafiazyin
coronary angiograpy 68/

st fibrinolytic Tugiheis 2 nquil fmdngwanmsidedainlaiisclomi uazanaazsili
1fin thrombosis 1ngu Felaiuuzailugiengui

Tun@u@'ﬂmﬁlﬂu non-Q-wave MI 1881113 stable W&IA3HI13UMN coronary angiograhy
vi30 risk stratification Wiz ansufiaclgihendutin wazdislunguiliilon flazifn recur-

rent ischemia 9

o o

ndanaifagluilaatiu U wun¥h invasive strategy Taesuvin coronary angiograghy L
Y 9 9

Y

A5 7 e we m\ﬂu non-ST-segment elevation coronary syndrome®

3818, prior myocardial infarction, \W1I%IU

Hemodynamic compromise (shock, congestive heart failure)

Persistant ST-segment depression VED) dynamic ST depression > 2 §3. troponin | or T levels
CK-MB 9

Reduced left ventricular function by imaging test

Anterior wall involvement

Complex lesion with thrombosis

Positive predischarge noninvasive test

Recurrent chest pain
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mi‘llizLﬁuuazguﬂ%'ﬂﬁ’ﬂuﬁﬂ'mﬁﬁ ST-segment Depression, Dynamic T-wave changes:

Non-Q-Wave infarction-Unstable angina

Tumssneie
-Antithrombin (heparin) LLae

-Antiplatelet agent (aspirin)

Usumssnen dithedungs hisk risk

iiiedunga high-risk criteria luszTamd

NNTINBIGIE
e Aspirin LAY

e GP lIb/llla inhibitors LAY

e L ow-molecular-weight heparin

Ay @

Hihennaed Lifde
ATz lésy
Iﬂﬂ’mﬁﬁ recurrent angina
ATz léisy
Jusndudansi 3 Tu
Refractory angina w%a@'ﬂ’mﬁ'ﬁﬁaﬁw

Tunns19 beta-blockers

R

R =

Antithrombin (heparin) LLas

Antiplatelet (aspirin)

aa

High-risk subgroup filidnTae :
e Persistent symptoms,
recurrent ischemia
« Diffuse 38 widespread
ECG abnormalities
e Depressed LV function
e Congestive heart failure
e Serum marker release:

Positive troponin #1389 CK-MB

Antithrombin (heparin) 38U
unfractionated heparin %139
Antiplatelet (aspirin) 381U

Glycoprotein llb/llla inhibitor

beta-blockers

Nitrates

Calcium channel blockers

uRupdi 4 Fouusrinisguasnulugieiid ST-segment depresion, dynamic T-wave changes,
non-Q-wave infarction llas unstable angina
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revascularization ﬁaumﬁﬂﬂ’sﬂﬂﬁuﬁ’m Tuﬁz\]ﬂ’mﬁlﬂu intermediate to high risk unstable angina %38
non ST elevation Ml 8nnIfias0auiteeINTUNALEIINN non-invasive test 11D risk stratifica-
tion nauiazsn " ulayi coronary angiography

Adjuctive Therapy for ACS

Heparin
uwuzil¥ heparin TugtwACS n318 A guideline Fatl (ANA13WT 8)

Iutﬁﬂ’sﬂﬁ\lﬁ non-selective fibrinolytic agents (streptokinase, APSAC) N3 heparin £
W& equivocal result Falailduuzililunnsy dnsidevatseranuitlinad lasawizlunisan
reinfarction rate Wwazfiazifial risk 289 bleeding Snidntioy FetumsiasaunaTtuiunateiiads wu
mqmaoﬁﬂ’m, YUNAYDN infarct, N19LAA large anterior wall infarction, LV dysfunction, AF (m’i’l\‘lﬁ 8,9)

Low molecular weight heparin Tgnasifisuwin vSawmilandn unfractionated heparin Taei

220,21

aAN13Liin bleeding Idannndt uazanAugaeInlun1s monitor a9l

uaziayszfneds wed 9zdeslil loading dose 289 heparin 1 nalungugiae acute coro-

nary syndrome

A13197 8 daviedlunivh coronary angiography LLR¢ revascularization Tu unstable coronary artery
disease

e Refractory symptoms (\lﬁLLﬂ' recurrent episodes ¥84J angina ﬁoﬁiﬁ%’um beta-blockers,
nitrate, aspirin W< heparin)
e Refractory episodes 184 ischemia ﬁy'\iﬁ\lﬁ%"i.lm beta-blockade, nitrate, aspirin LA heparin
e ST depression A51awulu ECG 2ausiin
e Cardiac markers @1 3 (3 troponin
e Signs 789 severe ischemia [WN3¥h stress test Tuaraundutinu
low maximal exercise tolerance laglufi¥aaduedu uanan ischemia

ST depression WAz low work load Tuviane leads vi3aanuauladinmadluszring
2NNIAINTY

severe arrhythmia 3&vI1900NARINY
widespread #1389 multiple reversible defects at perfusion scintigraphy 3£#319880
M|
e Poor left ventricular function 910 echocardiography
e Clinical indiators of high risk
15238 angina w1 (MNN7 30 W)

previous myocardial infarction
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15797 9 Heparin Wae ST-segment elevation Ml

e Class | (definitive evidence): Qﬂ?ﬂnﬂiwﬁ%ﬁ’l PCI
e Class lla (evidence strong supports use): IV heparin ’[uojﬁﬁwﬁlﬁ%’u selective fibrinolytic

agent (alteplase, reteplase, tenectaplase); LAz nonselective fibrinolytic agents (streptokinase,
APSAC) ndiladeL"uusia systemic emboli (large anterior MI, atrial fibrillation, known LV throm
bus, 1138 previous embotic event)

e Class llb ( 1u quimwﬁngmﬂ\la\i’ﬁ’mw): subcutaneously (7500 U Juag 2 A54) M50 pulmo
nary embolism prophylaxis 9Un3=9 ambulatory @i lasanns §rinnziiladuiman

o Class IIl (lsil§uszlumd onaillny) : routine IV heparin melu 6 $7lus Tugiheiléisy nonselec
tive fibrinolytic agent (streptokinase, APSAC) Qﬁ\lﬂiﬁﬂﬂﬁmﬂmﬁia systemic emboli

#1519 10 Heparin Wae ST-segment Depression LAY non-Q-wave Ml/Unstable angina

e Second #38 third-degree heart block* Severe LV failure Was pulmonary edema

Bradycardia (heart rate < 60 ﬂ%d/u’]ﬁ)

Hypotension (ANFUlafin systolic N1 100 Nx.U50N)

Signs Y8V poor peripheral perfusion

Second %38 third-degree heart block

Beta Adrenergic Receptor Blockers

Beta-blocker 2 18anuAYeN infarct I wazEann1sLin ventricular ectopy Wae fibrillation
161, Iuﬂﬂdﬂm@\"%’u fibrinolytic b-blocker aza@ postinfarction ischemia LLas nonfatal Ml LLAZAADAT
mMaaalEz

oriuludienninealsld beta blocker nMelu 12 Falawnasaniiae1ns nisi wnsali
viuiiTuguuuy intravenous Mivpsaniduléfidumsd dewimaesnsli beta-blocker (1319 11)

arsef 11 daviwlunsld B-blocker

o IV heparin \futian 3-5 Yu Tufithn high-risk uas intermediate-risk U318 The ACC/AHA
Practice Guidelines wuztinssnsidunan 48 $alus udmansunduseg 1

e LMWH 1w130ldmaunu IV UFH LMWH flenldiunnnin UFH
e W190(F UFH w58 LMWH 32810 GP lib/llla inhibitors 1agasitlsy “nSnwannduvisaiiuuivii

o {11 unstable angina Nn318 AITLHFL aspirin 325 un.spTu
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Nitroglycerin
Tunguifihediin ACS mslienlung nitrate azfuszlomi lawaz 1an3aan ischemic pain
16 Tugfihnofifl recurrent chest pain Tusznzian 24-48 $alaausn mslielunguiias wnsan pain
16 Tugihwil hypertension, GHF, large anterior wall MI finnafiustlomi Tnsaztisauoinsldfiu
“siifiouszi9fidn st hypotension Tugihefisl RV infarction w3al#saaiuen B-blocker 38 ACE

Tugtheilllé$y fibrinolytic therapy fiwaanma3de Tu Tefidslaid fibrinolytic 1 n3TH

intravenous nitrate  1X150aA infarct size I Immaww:mﬂ;uﬁﬁ large anterior wall MI??%24%

Calcium channel blockers

calcium channel blockers 8193814 Tungy non-Q-wave Mi Ffinan153danazativdi ms

% diltiazem 320 reinfarction WAz post infarction angina bi°

Taely uazliuwusildenlunga nifedipine Tunga acute MI ws1ze1asiligie "y
FIMNNTU U verapamil 18989l evidence 13zan mortality rate adlé wsaN199zan major cardiac
event duadléitheg

orulaeiag lduazazli calcium channel blocker wwnzlugfileilsi wnsald B-blocker
16 3olaudy maximum dose uihiaaeiiann1iog uaz calcium channel blocker ¥ A5y diltiazem
389 verapamil (iU

Clopidrogel

NNIANE Clopidrogel in unstable angina to prevent recurrent ischemic event (CURE)
study 71@ %81 clopidogrel Sau/y aspirin Iuﬂﬂ’sﬂﬁlﬂu acute coronary syndrome Fousilu 24 4119
winfifionsuazsailaslauasy 1 I wud1 2ansoann1siia ischemic event adlépenediiiy 1wy
Q’mﬁagaﬁﬁﬂﬁlﬁﬂﬁ’lLLu:ﬁWTﬁﬂ’l Clopidrogel 371U aspirin Iu@'ﬂw‘ﬁlﬂu unstable angina L&Y non
ST elevation MI 1agl# loading dose 784 clopidogrel nauudldslvsaiilavoly uarliluuuud
Ty dufuazdodliluauasy 1 Bvdelaiu asclifidmeuuida Tunsuffesegidoussliitoiion
2 piind uazinazlaiiu 4 eniind

ACEI therapy

m3li ACEI TugiuAMI axfivszlemiluuian mortality rate agléf Tana1aazerdunalngail
AD an infarct expansion, AAN13LAA remodeling, RANATBY neurohomoral feviila, wazLfin collateral

flow LUl peri-infarct ischemia area”

faqiiuldfins3seaunalnanarsduiling W yunsli ACE! Tugtle MIfifl LV dysfunction
TapawizanlwluTuusng §af amdsaniifiedl hemodynamic asiiuds  ulugiae AMI 7§l left
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&ala Ao

ventricular function agluinauifia n13l% ACEI axiiustlemivdalaidulufidnoudaiau widuualiiad
an9viissluni

TwSavszpzinafiac lfssliddnautoau Taealulusedsl LV dysfunction a:l% ACEl 1y
Ananly 'au‘[uvﬁﬂwﬁﬁ LV function Unfinnaasli lulussusinai lsiuusnniinanaasidusces 3-6 oy
dustwen Ty wzssuieniaclifas iouad I qﬂ‘ﬁ@'ﬂ’lﬂﬁ?:ﬂuﬂﬂﬁﬂﬂﬂh\iLﬁ@]ﬂ’]’}:“ﬁ’]\‘nﬁﬂ\‘i fratiu
Tunslendearsfiansanstnseunsy viasenan1sidefiasausndaly

Future trends in ACS management

ns¥nelsalungu ACS finsufsundasnasaaagesand lusaeiifing3dsdmounniie
ﬁazmﬁ%‘%’nww@’ﬂ'sﬂTuna;uﬁTﬁlﬁwaﬁﬁ K MATImEIURTUINRL R sample size TUNALEN LAZL
atuslaifinsdnmuFeuiisuannmeiiacsyi i qudunssnsunasguld dafudont uafouunlii
flenaaziwdsundaslilussezign 2-3 9 wefunuamslunsfiasansnuniihessly aasnauas
HoeRnmuienazaon1sfnesmanil N

1. Facilitated PCI (Pharmacoinvasive strategy)

Dumasiudnsgie ST-elevation MI 1aannsl¥ fribinolytic therapy Fanfunavi pri-
v, . . 1 Ay a4A v v 1 @ vV v

mary PCl m3l# fibrinolytic therapy rauazfidafde "ansnlildegwsimsuazl®ldnlameua
wazvinig sftheludelsenweunadl awnsavih primary PCI ey coronary angiography Tunselitl
n35née fibrinlytic wiEld g facld w5091 primary PCI dialuias msvitutiasyinli ldina
Tunasnenfihelasasla “wisangaduldfitu wsrzn1sfiagyi primary PCI agaiiealuueasoas
Veamniuns 9§ w3e door-to-balloon time Tuzuzfisafingey cardiac cath lab axuIUNN
WA Bai di el Snavhigthee1n1sfitu uazan complication 289Mm3vh PCI agld

2. M5 Lipid lowering drug T4 ACS

9199 50U Tapenaazliiud vielu 2-3 Tuusniigiieiina ACS witeiiu secondary pre-
vention sialy esinidenlviide ngs HMG CoA reductase inhibitor W3anga statin Witee Tuilagiu
fitoya U yumslielunguil udaasiiosinnusslldiiaziu standard treatment v3lal

3. Clopidogrel in unstable angina and acute Ml

clopidogrel \flu oral antiplatelet il NiEawatWNA 12U pani51l#159, potency N
faqiudinidunntulunguite ACS Tapaneazanlisiniy aspirin ¥3991938MAUNY GP lib/llla inhibi-
tors 16

Tunsil acute ST-elevation M clopidogrel Atnaziyselamiiuiu Fadasfagsanan1sinm
sialy

4. GP lib/llla inhibitor and fibrinolytic in acute ST-elevation MI 8199TNNUT fibrinolytic
a7 Fedidayans iU gudﬂﬁﬂiﬂﬂﬁﬁ n3n laiuansneiu
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5. M5UNUA unfractionated heparin Tae) low molecular weight heparin “[uv;iﬂ’mmiu ACS

6. MIWTIMAUIENIN low molecular weight heparin uaz GP llb/lla inhibitor Tunggile

unstable angina Llar ST-segment elevation Ml
7. M3l angiotensin Il receptor blockage Iu@ﬂ’m acute MI F1azunuil ACE! lgn3olai

8. M3%1 primary angioplasty Tuﬁjﬂ'm acute ST-elevation Ml 113¢HANNANIVTINT tech-
nique NATUIULFANNYABATILALNIMALNY fibrinolytic therapy léviTalal

T

9
Tumasndthengs ACS “oft 1wl afide Mavdsiian uazmaidelsaiignsios Gespeende
AnasINY uazn1ada " wleid fufifidesaadiesaasaiianit asvhetelsfvasrildanluniads

masnsfitheldnatdesi adesfossumiusinalianaiuifiheieins dyzedsalunduiinaaniu

Y]
o AaA v

FawsnguUnanl uazelilindend aar s lWIFlein fuheandekosanidu

Y
¥

TupurAnnanN133nBN reperfusion axfpuAspuAgNNTTY TapiinaNMIAfissiy epicardial
vessel lUil5efu microcirculation Liefiassnmndmiilamlaliléuni o deluivasdosfinauta
Ang g Mazaasuudainissnsmasgiuluiiagiiu
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