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12 BN BPR AT RE SRR ﬁ§%%\@m%£%%%%ﬁhk 7 NSTE-ACS #4
s BIRA R EARE RS TRAEHERE - FRBEZTCEETRERGMANGHRE » dmiE
REERAEHNEMETEERBE - KR OB EREZEWaHhT RN FTHE H
MBS LR K 4% @i o SRRR B OB BEILF R o RXUARL XA B AT LR E 5
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REfEEA ¢ DAAEE (Myocardial Infarction)
JE ST BiEs A& 2/ DAAEZE (Non-ST-segment elevation myocardial infarction;
NSTEMI)
ST BEsAEZ D HIEE (ST-segment elevation myocardial infarction; STEMI)
JE ST EiEsF = 2 =M/ (Non-ST-elevation acute coronary syndromes;
NSTE-ACS)
;8 (Drug therapy)

R - R — R B R A SRR < B R
" o HAUOAFEZE (myocardial infarction » MI) &2

HREEE R LR RN BRES £ —HfEk IR SEEE - BEERS BELE
{5 A 132 7 22 e AL - ool U AH B 96 s RIEBERTAIEIE T - FrLISECRE RS -
(cardiovascular disease » CVD) » BI4I = /Lo Al T Ml SRS S T AR - SRR - £22E -
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{EpE 2t B B R B B ER A 25 e - BR T el IR )
MRmEAL ~ BEBRMG L ~ S tEAR 28 55 O W LA A
TR ~ ERSRERIZR AN » IR B & VE P R
M R EBIThRE SRS, ~ I RMAER F - &
TR B e IR B AR I R GO - SO LA R
AT - HATEE LR e A [ SR
Er (American College of Cardiology Foundation/
American Heart Association » ACCF/AHA) KB
o€ (European Society of Cardiology » ESC)
¥ MIEFES (universal definition) & » MI 1932
B rl o> B TRHE - B - (—) DHAEEECY)
(biomarker) BT FE fe (B) REAR - el DL L gL
#5785 [ (cardiac troponin » ¢Tn) {E{F E & » 3l
BC A AUBRIMAEAR ~ R B ML - B s
ERgERIMEEDS 5 (=) GOFHBLOILERSEGER -

LR B - FR OIS YER BT
AT BRER A OET 5 (=) B R R E)
BRA ™ AJ&$E (percutaneous coronary intervention »

PCI) #HEH » &0F cTn {EH_ LA ZE25{E LR (upper
reference limit - URL) 9 5 % - Wifc &0 LB
iER > LR I B L - BUNE e Bl g 6w
AEEEIENE 5 (PY) BSZZR]M A% (stent thrombosis)
FEER - B ALEREBTIEAR - KoL LA YIARE

YTt e iR - HEAH —E AR URL . Z 99
B AR 5 (1) Bl IR B k#EE 597 (coronary
artery bypass grafting) fHEH » 2059% A JR 4L ¢Tn
EIEH - flrfk 48 /NIF A » cTn (ER R 10 f5 1Y
URL ;2 99 F43A7{E - BLAh » Sifd &0 A e H B
PER R Q TR/ R BEERH A (Left Bundle
Branch Block - LBBB) &5 4= #t 4L, « I & 52 &
B RS AE A IM 8 B SR I8 38 A Frav Az ~ B¢
T H R Y Jeg 1S Lo 22 B T B S R BT IR AR B TS 1
O ILRERE 22 o BhAh - MRS A 00 88 B BE R
ST Ffi By NeEEL E 753 %25 NSTEMI (non-ST-
segment elevation myocardial infarction) Ei STEMI
(ST-segment elevation myocardial infarction) » ¢
EBBENE CEM L BE LA 3.
STEMI B2 ¢ 16 V2-V3 LI4h - HEAHARIY
1 leads H{ ¥ J point elevation = 1mm (0.1mV)
SLEFE ST elevation » 1 V2-V3 11 S AR [RIFEAD
FIZ A A RIRVEREE - 537 = 40 gy - = 2mm

(0.2mV) ~ 534 < 40 jEF » = 2.5mm (0.25mV)
M= 1.5mm (0.15mV)? - $iiy LBBB #i i /E 12
STEMI Zffz— -

NSTE-ACS (non-ST-elevation acute coronary
syndromes) 2T & < i5 HEF778 (non-persistent)
ST-elevation ({HEZHEERIFEE ST 1K ~ = 2/
i (V1-V4) [y #s BE[LAE - true posterior MI) o &
PEHE QAR IE e AR T o0 Ry DURE SRR, « (— ) “Very
High Risk™ Criteria : g B 23 (1) £ a I ER 1
S E BE D AITEIR T ~ (2) S T EGE T TERI
T HEEVNRRHESL » 3) Banthry LA B
Lot 1 BkED ~ (4) L WIBEZE B BRI TERY OF
BHE - HIAN D HURRAE ~ B E T RIREAE AN 2
F -~ (5) a O b - (6) FEIREMERY ST-T 32
L R EEry ST B Bt (=) “High
Risk” Criteria : jwm B2 23 (1) OALcTn{EHHY
TRECR I - B A LILBEZE ~ (2) BIRETERY ST B¢
T Bs#{E (A EfEERE ) ~ (3) Global Registry of
Acute Coronary Events (GRACE) score > 140 ;
(=) “Intermediate Risk” Criteria : 5 & & £
& (D) BEIRIE ~ (2) B DhREA 4 (eGFR < 60ml/
min/1.73m?) ~ (3) 75 La 25 WL 43 SR /N 40% B,
B TE O ~ (4) BB IER.ORTE ~ (5)
Te 132 PCHIRH ~ (6) B #8922 52 7l ik Bh kv 3
FfliriE ¥ ~ (7) GRACE score > 109 f1< 140 ;
(PY9) “Low Risk” Criteria : 5 BBE -~ EH A £l
BB - ¢Tn 2 H T2 B MI i MERERY AR V) AR
ALY o NSTE-ACS 19 cTn {E 345 » fi B #k i Ky
NSTEMI* » 35 cTn B AR 845 » 7 B 4 by A
122088 (unstable angina) - #£ 2004 2 2008
FHAR DLA 2 B R FE R & T 52 - ik
FEHIAT AR 2 M1 520 R e s L B 34
RS  HLSeME Mo RO Ryt A A7
& - ATHZ&OE SRS - KRR
SEEARENART AR LA (P <0.001)° -

RE2AE

EEE > BEGLMEEERRC S E L
i1 T 2 o BB R AR B AR/ A IG5 (primary
coronary intervention) - {&$#ERI » STEMI 2 JK
BHEAZRZER  LAEAE LETLOEERE
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WEE 2R » LRI RS Lol SR B Al R 2 S B )
LR R an/NE - EFIBE 90 23 88 4 T LT
T AR PH ZE R et AR BRI AL o 78 REANRE 2 B Ky
NSTE-ACS » A7 4 BBy S /NH - {HZH
ZHEAEIFER B - RBHER - B2/ ATERY
Pt » Al 40 B @ “Very High Risk” Criteria &
A 2 7NEEPA » “High Risk” Criteria 75 24 7[NEg /)N
B4 ~ “Intermediate Risk” Criteria 7F 72 /)N i
/NI B B2 0 B R AR R AR IR © o Al UT
A T2 = L ZH 4G T loading dose Fy 162
325mg - ifif H 2 " IH g (chewable) » JF 4 5 Al
(non-enteric-coated)’ » fii1_I= Clopidogrel (Plavix)
600mg®°® &Y Ticagrelor (Brilinta) 180mg'® - #
&e (Anticoagulant agent) : T3 (unfractionated
heparin - UFH) 0] B £ 1F T2 = 8L #6 T M1 i
B BT B Y E 5 0 ACCR/AHA &% i
A ) & & : loading dose % 60 1U /kg (& K&
40001V) » 8 IR ST (intravenous » 1V) | &
By 12 1U/kg/h (5 K& 1000 1U/h) » S FE#TEAL
RO EEIMIEREHERS (activated partial thromboplas-
tin time » APTT) HI5E (1.5 % 2.5 £ ) ZRERHE7]
B 5 AR HE R 48 /NIF > B E EIfETT PCI -
ESC ## = 60-70 1U/kg (f% A& 5000 1U) » #2
2 |V ek 12 28 15 U/ kg/h (A5 1000 1U/
h) - ¥HA 2455 0E (acute coronary syndrome -
ACS) Ji & - L (Nitrate) =] DUSHE.CLRTE
fiif (preload) - ¥} 4% & 4] (afterload) /N2 B
HIREAE - fETE2 B BEEL ACS s [ - IGHa RS
KA 90mmHg - FEHG T B nitroglycerin (NTG)
0.4mg - #iGg T =K NTG ®IE R HE » H
F AR AR AT DA R I JRR 3 8 7 46 - R
5t 2 U FH B8] (beta-blockers) Fi1 nitroglycerin »
i % 2 200pg/min - 2 fEER [ FEIRE - A W3
R & - R SUR AR AL - NSTEMI i &
#4F Nitrate /& Class | (13 - (H2 > HHEH
LB AE ~ (RIMEE ~ NEEGHIBEZE ~ L =ERE
FENF - TR BT A 2 RRE - E U RN
JBR o MAEALR 2L SE - BUFG - B TR
T~ PR ~ ARIMER ~ forviuzg (Pericarditis)
% o BRIFAZETEE - I LAIEAER MLEE I
" BYEEREY) o [t - Morphine Sulfate 214

ks

%

REH®H  &kmA

A TR EN 7K R GFEERERY M1 R - BEJRES
MR e » S FERE - BEFT BRI VRS -
it &k 1-5mg - AJDLS F 15 738k T B
NZHPE - 2N%EYHE Morphine Sulfate fyZEY)m]
LU 15 4345 A 1V Naloxone 0.1 % 0.2mg -

EBaE
— ~ JuM/)\iREE (Anti-platelet agents)
BB AR ZEYIEHE & o2 UL
T o [l HT UL EE UK A A T R 70 #= 100mg/
H - BrJE% B E % 2% ' - Clopidogrel
(Plavix) B, &2 Ticagrelor (Brilinta) 24 8 %5 T 12
A& B X 22 (bare-metal stent » BMS) » gl fH
A 1 %£ %) 3 48 (Drug-eluting Stent » DES) [1§
S5 B —4F » 78 & & Clopidogrel 75mg/day*? &,
= Ticagrelor 180mg/day®® » 7 Jp5 Ht %t ] #7 P
%A J01i 52 % » {7 7T LA f# i Clopidogrel
(Plavix) 75mg/day*® - Jth4h » 5 HT ML/ MR EEY)
(dual anti-platelet agents » DAPT) Jfz [n] #r UC 22 Bl
Clopidogrel (% Ticagrelor) » {5 B A 5 4R Bl Ik [T
B B PCHIF A  {IBHER]] » DAPT Z IG5
i AFE © (1) PRFRE MBI LBz A (stable
ischemic heart disease » SIHD) H 252 PCI j5 %
E SR B THA BMS £ LA H - il
A DESHIZE4 6 A ; (2) SIHD H#5 CABG
BE - [ F M 124 H 5 (3) SIHD H R £
% PCI 8, CABG % » QI 5466 ] DAPT ;
(4) ZMEE.CME (acute coronary syndrome » ACS)
BEMAEZPCIAIE DA 1216 H ; (5)
ACS & H# % PCILAIE A 128 H ; (6)
ACS 3 H#%5 CABG HIfE F 126 A 4 - 35
S A I e ~ AR PUSEMm A ~ 221k
=~ IREBRE - BB A - BRI - &
I~ £ 3016 I NSAID sl [ B2 16 77 55 1 b [X
+ » B ] DAPT HRE] SR HY I+ A] 35 R AL
E i FHRRRE M o A0SR SRR B A - &
B HI D] (Proton pump inhibitors, PPIs)
EIFRYERE - WRARE - YRS EHTIN - Z5
A~ [RIRFE RS R R 3% 26 2EY) (non-steroidal
anti-inflammatory drug » NSAID) - F1 K4 "I 45 B
(Helicobacter pylori) &4z ° -
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=~ ZEUBEERE (Beta-blockers ¢ BB)

BB B J&i& K e i AR SE RV ml gk
1808k ~ Bk Lol L PSR RE T+ 1 T 5 21
RIMBRRY H A - 435 ACCF/AHA HEHT] » BB 14
JHAG T STEMI By & - HLZH TR 24 /N IRF P9 %
T 10 BRIEE ARSI | B RS IS
Bk 2R ~ 0 g = U (heart failure » HF) F9¥E
feg - Lo BT R e WG R R e
fa b (= —) - BB A ZHAE (LB Hh Bl H e 2% FF
fEihs TR - BRIEF L ZERIKE BE
% 1118 o {HIE > ESC Yy HIl 50 3 7] S 2195 B
RA i E % - PGS T L1k BB (FEEF
k{5 ) - BB AE MI % - HAYZEH R K7
(secondary prevention) » 572K B R Ml &
AW ~ LV DIRERERE - BuLE M OHA
#& (ventricular arrhythmia) - 7 NSTE-ACS HYjK
/& ] BB BLE SR B A A RIS M (intrinsic
sympathetic activity) FYZEY) » R385 .0 B EE 1%
£ —TIPH B (cardio-selective beta-1 blocker) »
a0« £330 metoprolol succinate (Betaloc-Zok)
bisoprolol (Concor) ; B3 E H— % K 2, —AI[H
7] (alpha-1 and beta-1 blocker) » 4[] : carvedilol
(Dilatrend) © [X] I3t 3% w] DLk KO i 5 5 95
FRIZELC 3R 1920 o 411595 K8 G 18 14 FH 26 14 T
(chronic obstructive pulmonary disease » COPD)
B (asthma) g 5k » BLRE TR EESH
SCRVE R (bronchospasm) JR T « TR
ELO g 1% E fth—RURH B 7 (cardio-selective
beta-1 blocker) RIJfEE 575 » 41 : metoprolol ~
bisoprolol T2 22 41 » A Sy REARMEIR s HE
12 (forced expiratory volume 1 » FEV1) » thfv gy
BEIMEIRGE R S E - AT L AR R
(beta-2 agonist) 1y 3 5@ & #& AR 1F A 21 - [RIit

x—  JEEERINERESRA

Beta-1 selective BB & & 322EY) » (HEE/E(LHE

EBHAAR 2 -

= - $5BEFRHERE (Calcium Channel Blocker °

CCB)

CCB W] Ifil % ¥ g WLARER » 3 RIS $%
5 o GIRRAR LU » T RERE SR - CCB %
AMIZSEBIE @ S MBS - ME R
FE T # (infarct size) FIJR D #HR 2 - (HEHE
I3 JEJREA Y 52 BB 3G » A LUFI] A CCB HY
A R PR E fie ~ R A IR ~ FOPE L 5
Brig) (atrial fibrillation) & (a2 53R  {HZH R 51
B » CCB Jiis F it M1 g /IR » DAZH SR AE 7
Ly B UCHETIRE » PLAh > B ME#Y Nifedipine
(Adalat) A~ 58 F * MIJE B 0 (A Ry & 38 iR
IfiL J& (hypotension) F1 5z & 1 22 Jgk it % Bl 75
O kS B 24 - CCB 7R A] L5 i fifi i A COPD
Ji5 - CCBs 43 J dihydropyridines (DHP) #l1
non-dihydropyridines (non-DHP) - (1) DHP :
nifedipine (Adalat) #1 amlodipine (Norvasc) & {5
JEE BRI O - SO LU ~ LB L= E
AR ZE - (2) Non-DHP : diltiazem (Herbesser)
1 verapamil (Isoptin) & 5.0 LG R BEE ~ 0
FRENRE o [LAh - FTE Y CCBs B A] 2 & fill
PR AR EN RSB (coronary spasm) HJf & -

« FH1EE] (Nitrates)

Nitroglycerin (NTG) ] DAJEEE MI i 2 E
fg o EFEHRA o0 =R R AL (preload) F1k
o e TR BBl IR 111 3778 A4 52 BT 7 H Y {H'E N RE K
BLISZIE - IV AT NTG » af DU R S I -
STEMI F1 HF 55 £ - {5 Nitrates AR o] F AR
PFEARIMER ~ ki E (< 40bpm) ~ BoL Bkt

2EY) EESE Pl & 1 45 5E M 1 EE
Beta-Receptor  « [If : RAEZESEE 5« Metoprolol tartrate £ 6 = 12 /NIF IR« LBEEEIBAVEGS
Antagonists IV EREMEEIMER SRR 25-50mg - (2% 2 B3 RIGHMAHIE - (EEHIIARE ;

IMAYE - HHEEERSE

f metoprolol tartrate 545 H metoprolol
succinate fz A& 200mg ;

© SEI LR PR e e 5
RIS i E

« Carvedilol 6.25mgH HRW X » I % [HIE

25mg ; Metoprolol tartrate IV %F 5 43 i

* EMSRGE IR

5mg - % 3 Hl -
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TR (> 150bpm) ~ 5.0 ZEREZE (RV infraction) (3
) o FEBAE AR Nitrates 7 M1 jiH BB AR &
Y - Ry RLFRHY 5 KL - TR Nitrates R0
HABEH -

“BE-MERNE-BEEE (renin-angio-
tension-aldosterone, RAA) F#[FH kf7
% 55 J7 Z L EF (angiotensin converting

enzyme » ACE) /& RAA R iy — {lf] B2 B B8
i BRI ~ O LEERAEL - D=

*_  HERNEREBREA

REH®H  &kmA

A B A HL B YR R ([ —) - ACE Y B2
YEFI /2151t angiotensin 11 (Ang 11 ) BlfE{LE
If1L %% &F 7 7 F (19 bradykinin 7K f# - Ang I &J #i]
PR b B R B M 7 2E 188 [ R (aldosterone) o

171 ke 1 3 /] Ve S Sl - A 7K A PRI - e
INAEIM R & - BEIMEE 7+ 5 Ang T JRBEE #2112

A/ NEIIK (arteriole) YKL - B4 ITIMAE A& RH T
(peripheral resistance) » IR -7 2° - BRIEs
B PR 2% SE » ACEI IAEELAE 24 /NIF A 28
#5 7 STEMI SR » M RTEEREZE « HF ~ BUZ/E

S ERE Pl | 155

i N RE =

o WiElE - F 50 04mMg EH N % 3K
o P I RE « IV #5%ELL 10meg/min Bits 5 ERTFEN BP
o LR

o EEGR A PR BE U L = I 2E

« EGA(E A SBP < 90mm Hg Bk SBP {E AR 30mm Hg

N5 24 % 48 /NEF A5 {# FH 5°-phosphodiesterase inhibitors »
i e G fol

225 2013 ACCF/AHA STEMI Guideline

B—: BX-MEBRNE - BEE (renin-angiotension-aldosterone) A##f§E ACE : angiotensin converting enzyme
(MEBRADFRELEF ) ; ACEI : ACE inhibitor ; ARB : angiotensin receptor blockers (MERNDRZeeSNA ) ;
EC : endothelial cell ( ARZ#AAR ) ; EDHF : endothelium-derived hyperpolarizing factor ( ARZIRI4:&@B{LRF ) ;
eNOs : endothelial NO synthase ( ARZEI—S L/ SE) ; MI : myocardial infarction (/MWALIEZE ) ; NO : Nitric
oxide (—&{t& ) ; LVH : Left ventricular hypertrophy ( ZZMWEEE ) ©
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&= ! RAA system [BERRIBVERESEE

) T EE il | fagE MG R
ACE Inhibitors = ¥}ARTEERESE » MI $2ULHET » Lisinopril 2.5 2 5mg/ K » %% 10mg/ K ; o {ICIMEE 5
BEFERE (EF < 40%) 2.0 izE  « Captopril 6.25 & 12.5mg3 X/ K ; £% 25 £ 50mg -« &g ;

VAR
B TR R EREE

3XIK;
« Ramipril 2.5mg & HWX ; 1% 5mg > HHMRX ;

* EPHIE -

B - « Trandolapril 0.5mg; &% 4mg/ X -
ARB BHARRENTSZ ACEI 5 Valsartan 20mg KX ; £x% 160mg » 5 HFEIX o {RMRE ;

« BRI
* EOPIILLE ©

224 2013 ACCF/AHA STEMI Guideline

x : SEREOMERRRAMNEGERESIZ AR
LDL-C jRE#2HI BIR

R 2 =

e oL i
TR L R < 70mg/dl
BT T AAEAREE < 70mg/dl
R 11 P2 B e RS T TR e RS ST A 4 < 100mg/dl
LM + FEFRI < 70mg/dl
TR VR + BEERIA < 55mg/dI

2 [ rh 3 R e B st 1 B2 oy S - A B vy S [ 1
A1 T AR GRS |

V2R H R (ejection fraction » EF) < 40%%"2%8 -
ARIMERRAZEBIE S « RIMEE - k5 ~ B2
B SEYLaRL - #5275 (R=) - ACEI
fa TR RS S R R AT T
RESEE o [ - B OO R B LR Y 4 -
411 = Captopril (Capoten) i Enalapril (Renitec) °

&R 2 a5 UM (angiotensin receptor
blockers » ARB) 71 A fH 7 RAA % # % - ARB
AR MBI PE R » fRAE L ~ BFIRE -
FIYCEEIME E S * - ARB 2B E H %
it B 1k B REE AL B AR TP B A e iR i
P KZ IR 7396 A B2 5% (endothelin) ~ Il #E 5 F
VS i g I AL 0 1 5 28 — Y (procoagulatory
substance plasminogen activator inhibitor 1) 5z &£
& & 8 %E M & 1 (matrix metalloproteinase 1 -
MMP1) &5 » fIIFIRHE(LRL R >0 - ARB AT A
575 FE RN AT SZ /Y ACEL (=) (iI4r < Tz
E i i st - A5 3 = R BRI 52
ACEI)® - Valsartan {1 Captopril 7 i 7= iff 92 &
R B MUSE R FRPR e e 2 -

i (] P 75 A A AL B ~ TR B2 D RERREREE ~ o0
Bt 2SS AR AfE AL > 2 BLZ A% mineralocorti-
coid receptor (MR) + [ff MR #y 5 H11F F & [ K
FEl ik HF B M1 FREAGSE TSR 32 o BEE ST
7| (Aldosterone Antagonist » AA) =L EHE R
STEMI ZJ% f& - #r&E Eplerenone FYER IR IFSE -
17 305 198 B (B2 1% Creatinine = 2.5mg/dl ; %
4 Creatinine < 2.0mg/dl - §f#f 1< 5.0mEq/L) -
RERAAET » ATREESECR (all-cause mortal-
ity) FILCMEEE (sudden cardiac death)® -

7N~ MBEAY/AE

IS AYGHE & #E Statin - 5585 HY Statin {5
G 7% i i i 1 I [l PR (L PG 50% » #8 F R P
Ml ZgRfE (5RIY) - JeRiiiffseaE & » Statin AL
BRSBTS ~ MIBYFEES ~ vp R IRENAR ST A
HE 3% o BN AERRIRRTSE T - Atorvastatin
(Lipitor) 80mg ] SRR 28 L SR LERY
FEEER % o JRBAE M AR - MR
FE A EE (low-density lipoprotein cholesterol)
{8 < 70mg/dl - {H itz F Statin ¥f M1y BB 5
Bl 2% 37 o I 2K IMPROVE-IT [iff FR B 5 5 5 B
N 2 EURER A ¢ B Wtorin (Simvastain/
Ezetimibe) #H - SEAKZSEENEE H IEREEHE KR
< 70mg/dl ( SE#5 55mg/dl) - 7E 7 4FRORS A
DEIRIE TR » M1 AEREBLLRIE » e IRE)
Ik 111 %5 6 2 il i S v JRURY) 28 A SR B A ol
FH Simvastatin®® o 733% M1 5 B Fepl - Bags
BH 5 %2 B Statin B Wtorin 359 - 1 2016 4% 11
H 30 H » Bl KHERIEE SR THE A LR
e BB A MG IE RS | » dak e R s A I
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Kh - Statins ZE)5RE RIS
TR Statins 29 ( Fil & )
=) Atorvastatin (40-80mg)  Rosuvastatin (20-40mg)

1 Atorvastatin (10-20mg)  Rosuvastin (10mg)
liig Pravastin (10-20mg)

Pravastin (40-80mg)  Fluvastatin (80mg) Pitavastin (2-4mg)

Fluvastatin (20-40mg) Pitavastin (1mg)

22 Diabetes Care

NEVEHE Z AR LDL-C JE s #e i H 2 (2 PY
F 1) {HE » 7l (n-3 polyunsaturated fatty
acid) EHEEE S M1 A B2 HEBh 2Ry 3040

+ ~ HAth

26 11 BUBR S & B 1 7] (COX-2 inhibitor)
FINSAID 1£ STEMI 2 i5 & 52 #% &% 1k
By {ESERTMTREE - MM mseT®
HRXMI LR SIEE - B IReA 2 -
R B 5 38 242 o pb 4 > MY FE I 1 1 B
#£ (magnesium) ~ f&j 78 - IS 3% - 1 (glucose-
insulin-potassium) 1 Lidocaine & RFEZEMY o

MAER

STEMI By B E R T B % - LILZE
GRS B AL B IR ZHE
KL LA I f ik o3 A DABCE B AR R 0 5 SO
B ¥ (myocardial remodeling) » Tij.CoJLEESEAYER
Ty e ER AR HE A AR PR A BUE R L LARHE(L
(myocardial fibrosis) » f#%5e /LI A RE R
RESR(L P34 o LIUBEIE 3 B S FE I
WRf P B HE 6 - 0 - BRI A R E b A 2K ~ 1M
/IRPHZE ~ BRI RIENE ~ EAAEH A
FIRHRPI$52285 *° o FA M1 RERE B 2 WA ML
B PH ZE RO RE B AR e A ~ kA o3 -
TR AR ~ A 1 5 R L Ty i e e 5 A )
IKIZ 3 R 2O -

— ~ MATEEEY)

ok Mg e AE R FE ~ Bt Al
A AL E T (oxidative stress) » NI R Bl 2%
;i |2 € (complement cascade) 2 4749 o 35 #L 7
JE g N LR S B E 2 0 L L BEZE (recurrent
M) -

I ey 40l (immunosuppressive drug)-
Tacrolinus J55% M1 B - HFRET(E 7 25
HEE 5 (mitogen-activated protein kinase -
MAPK) # ° » B Akt {5 B3RP0S 18 L
MRS B 52 I A S FER AL e - R
Sl MI BRI A 0o B YE B R /e L 2 ThE 22
L4 » SEBEIE#E1T The Cardiovascular Inflamma-
tion Reduction Trial (CIRT) & - {&&t¥H00 00
B RAERER Ry ErYER AR HIE (ClinicalTrials.gov
number: NCT01594333) » #I| F§ Methotrexate 5
TG AR MI YRR - TR RV RESURET
fili ©

Z ~DAVEZERRE

MI 2 & 5 [FE.0 LB AE AL i 4R3O LA
iR ~ BEIEAIRIR I B 75 53 Ry + AR AR ML
B JE R S E < SRR - R AEAE AL
AHREER 2K ~ B SERIRER AL B 1R MR L
M HoFEEeE ™ - L b e s
A I ~ LA 3k o e AU AL 27 7%
TURERERE » L= OLRARE - B ROEA
LA *° o AU R AE 42 MMPs » ]
YIEIB R B MR E ] 0 > B B
AR~ AR A AL S s A 5
FEAh » JR43%0 tissue inhibitor of metalloprotein-
ases (TIMPs)/cardiac inhibitor of metalloproteinase
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In recent years, the myocardial infraction (Ml) management in Taiwan has been tremendously improved
with the establishment of national Emergency Medical Service System (EMSS) and the Emergency Critical Care
Department in medical centers and regional hospitals. When a patient presents to the ER with myocardial infarction,
he would immediately receive examination with 12-leads electrocardiography by emergency specialist to clarify as
ST-elevation myocardial infarction (STEMI) or non-ST-elevation acute coronary syndromes (NSTE-ACS). He would
also receive the oral dual antiplatelet agents (DAPT) and intravenous heparin as the initial treatment. If patient
is diagnosed with STEMI, a cardiologist would perform primary percutaneous coronary intervention (PCI) for the
patient to recanalize the culprit coronary lesion within 90 minutes with 12hrs of symptom onset. For patient with
NSTE-ACS, an appropriate treatment will be provided for the patient according the risk stratification. Intensive Care
Unit (ICU) specialist would be responsible for the patient care in ICU. However, patient should receive long-term
pharmacological therapy continuously during and after hospitalization. The common sequelae of Ml are heart failure
and cardiac fibrosis, which should be carefully monitored and prevented with the needed medication. In this article,
we will focus on the current medical therapy for Ml and latest research results. While every physician will face and
manage patient with cardiovascular disease in the clinic career, it is important for the emergent specialists, ICU
specialist, and internal specialist to understand the pharmacological drugs of MI. After all, to give the most adequate
and update medical treatment to patients is the responsibility and obligation of every physician. (J Intern Med
Taiwan 2017; 28: 148-159)



