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(Percutaneous Coronary Intervention, PCI)
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chest e FAlol] thali S SEANEE Qgekral
7 hgdo] Had 4 ki wolo] AF MR AT ANE 45 of
olet,

o o

PAlS(unstable angina, UA)/H] STA A5 Al7d 5 (non-ST elev-
ation myocardial infarction, NSTEMI) $kx}e] 2]F o]l 38k ACC/AHA 2007 713
Anetel] Z7] Az Mol g Aueke thash o] AXEL Yok

E 1 27| A8 2 M9 8% of 2EX oY
SH= 9 Ao EHE
FHighe] FeA g Bkl Adshs FEold 74 Al
e e e5Row St §5
AT G249 A(TnT & Tnl)
A e ST 3
ARAe] 24 Fe A7) HolAY wE SuBRI A2
S Jle] SRRl ofse
w214 AAje) g7te] 2 )
CCEERRER
e AT
I olulsl pet el glg
W aeslee]
AT FH(e.g. TIMI GRACE)
FAAFZT159 AHEAIETEE <40%)
AET A (e.g. TIMI, GRACE)
291@e) 54| gt A% Sk elrzlel Az wepy
GRACE: global registry of acute coronary events, TIMI: Thrombolysis in Myocar-
dial infarction
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TIMD 2Rl vl o]F 149 Fotol] Hhsl= RE Yol o3k AP, A)
ooy | =F BT AN AR, EE e ARGES Y8R 3
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Risk Calculator for 6-Month Postd M ¥ After t italization for Acute Coronary Syndrome

Record the points for each variable at the battom left and sum the points 1o calculate the total risk score. Find the total score on
the x-axis of the nomogram plot. The corresponding probability en the y-axis is the estimated probability of all-cause mortality
from hospital discharge to & months,

Medical History | Findings at Initial Findings.
Hespital Presentation During Hospitalization
(1) Age in Years Points | (4) Resting Heart Rate. Paints | (T Initial Serum Points
beats/min | Creatinine, mg/al
529 o |
30-39 [ | 249.9 Q 0-0.38 1
40-49 18 50-69.9 3 | 0.4-0.79 3
50-59 3% 70-89.9 El 0.8-1.19 5
60-69 55 90-108.9 14 1.2-1.59 7
70-79 72 110-149.9 23 1.6-1.99 9
80-89 a1 150-199.9 35 2-3.99 15
=30 100 =200 43 | 24 20
. !
@ History of Congestive | ® Systokc Blood Pressure, | @ Elevated Cardiac Enzymes 15
Heart Failure 24 mm Hg [
5 |
(3) History of | 789 24 (8) Mo In-Hospital
Myocardial Infarction 12 80-99.9 22 Percutanecus
100-119.9 18 Coronary Invervention 14
| 120-129.9 14
140-159.9 10
| 160-198.9 4
| 2200 0
| :
| @ ST-Segment Depression 1
Points Predicted All-Cause Montality From Hospital Discharge 1o & Manths
@ 0.50
@ 0.45
@ 0.40
@ 0.5
> 030
® 2
® g 025
& 0204
@.
015
i)
@ 010
@
W2/ .05
Total Risk Score —_______ (Sum of Points) 0+ - :
0 80 110 130 150 170 150 210

Mortality Risk _____ (From Piot)
Total Risk Scone

32 1. GRACE o5 #A| 7= X B[ = 67H2m A AZE0| 25 =43t
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2, UA/NSTEMI xpoll dizt x=7] A5A Aget

ZX7] BEA X2 w|n

1,810 2] UA/NSTEMI $A1E thaho 2 A|a88t RITA-3(Third Randomized
Intervention Trial of Angina) 7oA sd AR BAAES HH 27| H54
Agol 27 BEH XgTe| vs) S5 oy A9E molrhad 2)”

25—
Conserative
o 20—
=
=
2 15 I
2
= Intervention
= 10—
IS
=1
o
5
o T T T T 1
o 1 2 3 4 5

Follow-up period (years)
Numbers at risk

Intervention 895 827 808 783 705 446
Conservative 915 838 808 782 683 436
25—
—_ 20—
=
= .
B 15 Conserative
L
=
= 10 1
E Intervention
S
55—
o T T T T 1
o 1 2 3 4 5

Follow-up period (years)
Numbers at risk

Intervention 895 854 842 822 743 470
Conservative 915 878 853 828 729 463
T2 2. RITA-3ATOIM M = ARBMO| =X QHE. Bk STER 4350]
Qs BUVSUSTTOM A EE HTHM QIHE, STk 22 BXS MY

e
= .

STRA d5o] gl F9uslsTolA A% ?i:rl":—g] 8,37518¢] ¥k
02 3 meta-analysis A7 B Z7] 254 2571 A7)l 2|4}

& 2 g olr 27 BEH XeHct 995k o & gltkad 3).7




o]dd }5‘ A EISE a=x12 FApo
01 2 Ea B P B i Rl )
A Deaths, n Follow-up,
Study Invasive Conservative Months
FRISC-II —_— as 67T 24
TRUCS — =+ 3 o 1z
TIMI-18 —.— 37 39 6
VING @ — > o 6
RITA-3 g 102 132 60
ISAR-COOL = o 3 1
IcTUS —-— 15 15 12
Overall RR (95% Cl) 0.75 (0.63-0.90) g
o 10
Favors Favors
Early Invasive Conservative
Therapy Therapy
B Events, n Follow-up,
Study Invasive Conservative Months
FRISC-II R 111 156 24
TRUCS RS 3 3 1z
TIMI-18 —-— 53 76 6
VINOD ———————— 2 10 &
RITA-3 —— a6 57 80
ISAR-COOL —-,— 12 21 1
1cTus — . Q0 59 12
Overall RR (95% Cl) 0.83 (0.72-0.96) <
ol 10
Favors Favors
Eary Invasive Conservative
Therapy Therapy
C Events. n Follow-up,
Study Invasive Conservative Months
FRISC-II - 547 796 24
TRUCS —_— 13 17 1z
TIMI-18 - 123 152 6
VINO —_—— 6 12 6
RITA-3 - 58 106 12
IcTUS —- 44 64 12
Overall RR (95% Cl) 0.69 (0.65-0.74) 4
o1 10

Favors
Conservative
Therapy

Favors
Early Invasive
Therapy

3% 3. UANSTEMI AZ0IIM &7 EH A2 of B2EX XE 4F9| Huw 2
S Al B 2 FH HEY|ZESCe| MA ALES| H|ueEE. B €2 7|7t
o HiENoZ Ylst= AZZMO| HRLEE. C: B 1371gel FAHET|Z
S0t HIEX0l EoFY HAlSel MAYUASHA == HuelEx. CI HneEE,
FRISC—II: Fragmin and fast Revascularization during InStability in Coronary
artery disease, ICTUS: Invasive versus Conservative Treatment in Unstable
coronary Syndromes, ISAR—CQOOL: Intracoronary Stenting with Antithrombo-
tic Regimen COOLing—off, RITA—3: Third Randomized Intervention Trial of
Angina, RR: relative risk, TIMI—18: Thrombolysis In Myocardial Infarction—18,
TRUCS: Treatment of Refractory Unstable angina in geographically isolated
areas without Cardiac Surgery, UA/NSTEMI: unstable angina/non—ST—elevat-
ion myocardial infarction, VINO: value of first day angiography/angioplasty In
evolving Non—ST segment elevation myocardial infarction: Open multicenter
randomized trial.

10



Tl BE SRl ABAR 27 FAR Aol 948 2 olun 9
Aol that 2571 Basith ol sgke] Azl 71@401 21,

3, UA/NSTEMI $rlolldl 25 =<2 Alsisiol & gxt el
ok PAB/STRA Aol g AR Bold 53] BB 2
&g AR 271FAA Aol Bad A9t AU b AnoE 2
o s 4l SV APHOZN, HAR A B
Aol At ofd ZHlel B,

e
oy
2
iy
~
=
'y
o>
—1J
A
(O8]
N
“o\
o
>
Fl’>

= 4 H@a&* awe 0|8 AlgE 25"

HA G A A7) 35 o)

19]%] Treadmill score score(-117]%F)

BN AN HAAAEEA FATAGo] 35% VI

_ro]_n_ul = _1,]. _/;:(E_o] ;(«]Bi)

Bzl 271 57)9) thay AR Ae

FAlA B == AdAF FHe Fuke gE 2 #F Z<E(Thallium 201)

4202 8w A ZA1E Fe Rae 50 e BRas
(Thallium 201)

Ag-22] dobutamine(10 ug/kg/min o|3p ot} wEe- Auk=0) 4 (1203]/min
olehold 25 obiel T2 ¥ LA B FoEET AL

3} Zastold AT sl AV} Ak AS

FTEENFT(ATE APEEC] 19014 3%)

Al A& (mild) -2 F5E(moderate)2] FAA FA(FH 44 FEEo]
3514 49%)

2254 Treadmill score(-11~5)

AU B wE ANA 218 B e $AA R 279
A& (Thallium 201)
31-82F2] dobutamineo| AWk 284 o|5}e] mA ¥ F o7} EAE=
Agrd Kbzt HIAA

AFT (AT AFEE©] 1% HThH

#1238 Treadmill score (5 0]"1)

QP S e Hols A ke Fle] AT A6 A

S Bt Haa o G a7 S Atk B ST ol
A T2 ¥ 25 Fole] Fsk

*AgtE Aol ANk o]H 2715 0] o= IHFES] treadmill scorel}t A3 714
A FAEAEATEE <B35WUT B AYTEE AR gt




H 5 LI ZWS o584 At 298 EENAARTY
quge | wshuzest

s ugk | FgA] FAATEE 0.35 mIRk
35 vk [ L% 2] A]F(wall motion score index)7}
1

YA 3718 B0 WA A ¥

A

4, STRHE 5 AL A £ PCI (Facilitated PCI)

Keeley o] 231 pcish dx44 parg wlwdt 17709) A2 2t
o] 979] AT GP IIb/Ila AAAES A}-831911(1,148), 67i= A
|3A(2,9538) &, 27/l LA GP Ib/ia JANAN(3998)E FAl
AREEFEE EAL3AE AREsE 31 PCIe] ASolM Fofsl AR, HIA|
B AR 7 AR AlE, HEF, T8 8ol dak paldl H3) =3t
o} ZEY GP Ib/MadAAIS AR8ale] Al8)st =31 PClE Ux14 pCLel H)
wate] &g 9 Aol Aot YT aR 4). AEH o= dARsAY GP
IIb/llla HAAES o]&3st 2 pClE Auhzo g AnER] gt



Faciitated Primary Death P

intervention intervertion

(M, %) (WN; %)
Platelet ghycoprotein libllla inhibitor
van't Hol, et l (On-TIME) (76) 245 (4%) 247 (1%) bt 0032
Lee, et al (TGERPA) (17 1150 (2%) 1150 (2%) —_— 100
Mesquita Gabred et al (ERAMY) (78) 4736 (11%) 538 (13%) e 079
Aentz et al (REOMOBILE) 7%) 052 11482%) ————— 04
Zoman, el al (80) 56 4156 (T%) e 0.067
Cutip, et al (81) [\ 1030 (3%) —_——— 050
Gyongyosi etal ReoPro-BRIDGING! (82) 028 021 _ 0%
Zoymer. el al (INTAM) (83) 253 4%) 249 (4%) : 0%
Belandi, et al (B4) 1127 (4%) 1128 (4%) i 0%
Sublotal 171575 (3%) 171573 {3%) . 0%
Thrombolytic therapy
Van de Wer, et al (ASSENT4PCI) (85) 50828 (5%) 36 (4%) - 003
Oiel, ol al (SAMI) (36) w58 063 — [T
Widkmasicy ot al (PRAGUE) (87) 12100 (12%) T (T%) o 02
Vermser. ot al (UM (88) 674 (8%) 575(T%) —— 074
Ross, et al (PACT) (89) 11302 {4%) 107304 (3%) —_-— 081
Femandez-fules, et al (GRACIA-Z (90) 104 (3%) 5108 {5%) —_— 05t
Sublotal E211466 (6%) 501487 (4%) o 0.042
Combination therapy
ADVANCEMI (31) 569(7%) o7 — 00
Kastrat, e (BRAVE) (92) 2125(2%) 2128(2%) —_— 09
Sublotal TH4 (4%) 05 (1%) —_— 044
Tetal 0BZZ35 (5%) TRIZ265 (3%) g 0104

i T T T T 1
0001 oot Q1 1 10 W0 1000
Favours facitaled Farvours primary
inlerventon rervenion
=l 4 =7 POl E= YA PCIS AIBS SXS2| TH| AR,

5. STVA 35
HZ 1,178
7} e SRl mlel APE-E 10.4%<14 7,30
A=
AHAIE 0.58 (95%AZTZE 0.35~0.97); p=0.04], Z&|aL 4
[17.8% Th 12.7%, FHIEE 0.73 (95%A1 27 0.54~1.00); p=0.05]
ANZIE A& Busidthad 5). weba dd88a
9] 7H60~90% ool 50% ool Yl F

%_J’]_ Hz\:la-]_ ST
1273 olufebdl T2 PCIZ Al k= Zlo] gt

AL AMS N F& PCI(Rescue PCI)
A7) AES

=)
AR

Ao 2 3 Wijeysunderao] wE} 2HWe vy T2 pCl

0.69, 95%21 273 0.46~1.05; p=0.09) A7EWE{10.7% ] 6.1%,

Fol= A&EHE F

Hw

Hl—/\gg_

o
S

)\]— el




Mortality

Study PCl Control
Belenkicetal. (94) 116 412
RESCUE (95) 478 73
TAMI (101) 349 159
RESCUEII (95) 1114 w15
MERLIN (%) 157153 177154
REACT (97) 94 187141
Total 3345 470454
(13%) (104%)

Absolute risk reduction 35 (95% C10%-T%)
NNT 33
Teest for heterogeneity: 3 6.1 dF 5 (p 030) 17 18%

Heart Failure
Study PCI Control
RESCUE 178 M3
TAMI 9449 14/59
MERLIN 37153 460154
REACT M4 11141
Total 44 ThA2T
(127%) (178%)

Absolute risk reduction 5% (95% C10%-94%)
NNT 20
Test for heterogeneity: f 2.0dF 3 (p0.57 1% 0%

Reinfarction

Study PCI Control

TAMI 7149 10059

MERLIN 117153 16154

REACT W44 121141

‘Total 21446 L
(6.1%) (10.7%)

Absolute risk reduction 4% (955 C10%-9%)
NNT 25
Test for heterogencity: f 2741 2(p0.25) 1* 27%

RR (95% CI)

0.19(0.02-1.47T)
053 (0.16-1.
36000.39-33.64)
32000.14.7262)
0,89 (0.46-171)
0.49(0.23-1.05)

0.69 (0.46-1.05)
p=ilin

RR (95% CT)

0.19 (0.02-1.56)
0.77(0.37-1.63)
081 {0.56-1.17)
062 (0.25-1.56)

0.73(0.54-1.00)
p=LiE

RR(95% CI)

.84 (0.35-2.05)
069 (0.33-1.44)
0.24 (010740850

0,58 (0.35-0.97)
p=llid

——
R
—_— )
N
»
-

r T T T T 1
ol 02 0.5 2 5 (1}
Favors PCI Favors Control

¢ &
S —
-
——
r T T T T 1
0 02 08 12 5 10
Favors PCI Favors Control
—_—
e —
——
r T T T T 1
ol 02 05 1 2 5 10
Favors PCI Favors Control

J2l 5. & PCICH 22X X2 Afo|9 2uf =Ml A7t Z2H. Cl: confid-
ence interval, MERLIN: Middlesbrough Early Revascularization to Limit Infarc-
tion trial, NNT: number needed to treat, PCl: percutaneous coronary interven-
tion, REACT: Rescue Angioplasty versus Conservative Treatment or Repeat
Thrombolysis trial, RESCUE: Randomized Comparison of Rescue Angioplasty
with Conservative Management of Patients with Early Failure of Thrombolysis
for Acute Anterior Myocardial Infarction trial, RR: relative risk, TAMI: Throm-
bolysis and Angioplasty in Myocardial Infarction study.
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REALITY” AZgrs 2HE 1353 | A 100 mg 315 13]
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ACHIEVE: B<:o| ARRH 2ulEQ] AFEH, BMS: bare-matal stent, C-SIRIUS: Ca-
nadian Sirolimus-Eluting Stent in Coronary Lesions, ELUTES: European evaLUation
of pacliTaxel Eluting Stent, E-SIRIUS: European Sirolimus-Eluting Stent in Coronary
Lesions, h: hour, ISAR-DIABETES: Paclitaxel-Eluting Stent Versus Sirolimus-Eluting
Stent for the Prevention of Restenosis in Diabetic Patients With Coronary Artery
Disease, ISR: in-stent restnosis, IV: intravenous, ML PENTA: multilink stainless steel
bare metal stent, PCI: percutaneous coronary intervention, PES: paclitaxel-eluting
stent, RAVEL: A Randomized Comparison of a Sirolimus-Eluting Stent With a Stan-
dard Stent for Coronary Revascularization, REALITY: Prospective Randomized Multi-
Center Head-to-Head Comparison of the Sirolimus-Eluting Stent(Cypher) and the
Paclitaxel-Eluting Stent(TAXUS), SES: sirolimus-eluting stent, SIRIUS: Sirolimus-Elut-
ing Stent in Coronary Lesions, SIRTAX: Sirolimus-Eluting Stent Compared With Pac-
litaxel-Eluting Stent for Coronary Revascularization, Taxi: Paclitaxel and sirolimus
stents in the real world of interventional cardiology, TAXUS V ISR: Paclitaxel-Eluting
Stents versus Brachytherapy for In-Stent Restenosis,VBT: vascular brachytherapy
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CABG: coronary artery bypass surgery, PCI: percutaneous coronary intervention
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23} He Ztzhe] dAfEo] M2 kA= (reviparin, fondaparinux E-& en-

oxaparin) YA7RE EF TR EAte] FRAIGE o] Z2 E XFE

CREATE(Cardiovascular risk Reduction by Early Anemia Treatment with
Epoetin beta) AT 5249, olF W0 FH wdl SHH STRA
e ASANF BAL 1557085 WFe R IMWE| Q] reviparin ]k
< 12 AR reviparin P 7R B Ao 159714 Fofateet.

OASIS-6(Organization for the Assessment of Strategies for ischemic Syn-
dromes) 7= AR, 2, o|FHW A AFEE factor Xa GAA|Q] fond-
aparinux®} 2T (1 -2 393) =S 41709 yghellA] 12,092789] 3
A5 ooz umet dpol,

EXTRACT-TIMI 25 7= SA14]), ol 4R n A= 48705 20,500 ™4
o] FAEANA STREASAZEAT AT 6ARE o]l AR A Fo
7} AYE FAES P3O enoxaparind} 398 FAE vlugk o).
ol dAFEolM 1H] FAlA enoxaparing FAE B EH| TP
BaE7] wlZell, 7541 o] FASAe AR FoF 8] A8HAU
I A7Vse] AaH e B FXa BAE HHE HLskeluA oFF 7
ol %2 71kt W 2717 enoxaparin AR 70|13
gt ARgTellrdE 2ol qdnt.

ARG B AUF A e el e Aud uE
%29 WG} CREATE, OASIS-6 12|31 EXTRACT-TIMI 25 A7 1] %]
T F¥es A FeaAle] dge o] ME vk H2E a3t CRE-
ATES} OASIS-6= U] dEd JPas e e okxldes 3
Zich. ¥hA EXTRACT-TIMI 25 1% $2ke-2 ZSHA7)A1A] e9ket. CREATE
AT reviparin} $1oF 15 RFolA Au)H ey 4B F slvka
< FoJ3lodrh. OASIS-6lME fondaparinuxZ} FF2 F=9dct. 71 &

d%0] 47 AL dshel 25l 0%, fondaparinux TEITE 2270]
BEAYEITHpP<0.001). Open-label 3|3}#13} fondaparinuxs Fojike Sxl=
o] ol Fleke BEX519S vl FHEE AL dlukel 2FolA 01, fondapari-
nux ZEME 2ot

EXTRACT-TIMI 25 7-oxe 482 494 a5 i< 7] Ao
olFsh B¢t FeaAlE Tl AU n=2178) 2Jrte] HAdl| ule}t FEd A
P& F 87+ /MgE A (open-label) F-FUAE FLUTHN=2498). Enoxa-
paring Fok2 SRS wpx[2 gjet FAL AN 12413 Holgitt
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W AWFALR kgd 0.3 mge] R0 g Fof Wigly who] 84t o2 3
AL HATHA F71AR] enoxaparin® Foj=2] okt dlohd ke
activated clotting time(ACT)ol| ]3] A3 F=rl, GPlIb/lla JAAIE W 3t

- = . S 17
AFEL 20025 BER ST 28X e Al 25028 BEE stk

E 3. MRS ExF XZ22M SSTA
2004
STEMI 2009 STEMI HagF 8 744l ARk
HA3tk

N

Class 1

1. @ALNAR AFFE P FAEL i 4827 59 &

31 QWS wholo} 3t} (Level of Evidence: C). Ht] 8471A4] ¢

713t 52t Fo=lE Aol Frh(whd 48 o|$71A] - 8-S

Al €hA sk olele] g o] AR EE ol dus v

oz AR FFRIfEAEATT] 0] 78] uiE

o|th(Level of Evidence: A).

sy S g9 o2 2

a. #7360 Ukg) YA AF Fo(FH ) -83F 4,000 U) o]of 12 U/
kg/hr(Z & 1,000 U/hn) & 27] FHFUF aPTTE 3%
o vlal 1.5-2.08] FABFES(EF 50-70%) B8-S FASHHLe-
vel of Evidence: C)(F-2]: datels F-SUAZ 48A7F o)
ARgBE Ao o5 tigk -85t dlofE= §ltt. slztaie] A
AR AR A=A LTS S SR,

b, Enoxaparin(8% Z#olEld <2.5 mg/dL @A}, <2.0 mg/dL
AzLlA] AR EeJok g 754 olske] SAEA A2 30
mgo] Aoz UA] AT o]F 15SET 1 mg/kgE 124]
7t g Fofdict; 7547 B FAEAE Ae EAl A
FE AJBkaL 0.75 mg/kgs wll 122Kk} Fofgit), to] o]
oz gk FgolEl HAgol(Cockroft-Gault 3271 X157
7t &<t 30 ml/min ofslebd ul 24A17F 529t 1.0 mg/kgE F
ofglit}, Index Y 717HEr Ao 8U7HA] enoxaparing 4]
3o} stk (Level of Evidence:A).

c. Fondaparinux(87 F#loFEld <3.0 mg/dL): 27|85 2.5 mg
< ATl ol F v 2.5 mgS H35ARI, Fondaparinux
of FAEFE Ao 8U7HA index YA7IE B FA =} g
th(Level of Evidence: B).

2 %83 QUF A5H HENzdes e BAEe) Ang

2 o5 2

a. 39S A& FQIthE GP IIb/IMa receptor A o
ol ZgHglo] A& B TR Eutl F5 asitt (Le-
vel of Eveidence: C) Bivaliruding o] Aol &|u}¢lg Fofike

M o, ofo

o
Rl o
2 Mo

O

>

46



AFE oA AR8E 4 Jtk(level of Evidence: C),

b. Enoxaparing ¢ 9k SRSl 8AIKE Aol 354
= ehH 371291 enoxaparind Q514 ¢tk vk A7kl
A 12217 Aol] FAEHAJATHH, 0.3 mg/kgE enoxaparin®] &
ZF Fojo} sltk(Level of Evidence: B).

c. FondaparinuxZ} FE At GP TIb/1lla receptor A4 2]
Fofol] Aglo] anti-lla E43sle} JHE F&IAE T3
oJo} 3HH(Level of Evidence: C),

Class III

1, 7}EE g% wjiol|, fondaparinuxE 32 5 ZAes

BEshs FEAARN G502 ASSAE eherh O ant-

la &/9slel #AE FSIAE F7HHo2 Fofsljof gtk (Level

of Evidence: C).

41.4 &

CREATE, OASIS-6, EXTRACT-TIMI 25 I7-& %3] ¥ 7}x] 523 HH7}
ATHRIL, 0|7 7 Habel] vh=EAOM(& 3), & 490 9okw o] girt.
gL 9HE STRESS ATAAF SAlolA o5] 9lon, reviparini 9]
SH(CREATE), fondaparinux®} 92K(stratum T in OASIS-6), enoxaparin¥} 3|1}
H(EXTRACT-TIMI 25)& et ATollr & F= Je AXH, 834
Fof Hhe SiAlollA S aS oY 7IRE st A&PE w) EHUE Sl
PSS FPBES AL & e 015 U|He thgH]] Aew B
A o
Els

o
Z
off

W Fo] AFAZT o, ke 3

Bl 54 AFA Z7}Hrebound increase in events)

o thgh ol Fo] thEH2 7)ot BeMEAd JA4ls & HsTRE 45 A

RS AN SaE A S B AR Y] vk Sl

gk sk AZHAJL, ol fEe
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e 7H4-= 4 ). Reviparin, enoxa-
parin & fondaparinuxts 25 #2435 4 S 53 wjd E ot w2t
A AR vt AlshErs d-xa 8457 54 2 7o) EAlgE A
ste] &4 7ks/do] EAT), 4 7Fsdt HlolH o 28k o]k MR
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S|/ Ad aens A

o] EsH A=}, 3k, FdolEld ujAd &S Modification of Diet and
Renal Disease(MDRD) HU}= Cockeroft-Gault2-S &3 F-3lo} 3h=t)], o]
€ 4 TN FoRE sl $AF ARSE 9] whiteldt,

ol dlolgel Hls| F7td 82, 3L A5E vHd H|SolH &
B3 A(ell: streptokinase) ok FAo FARE W) 3712 FF] F-§A
Follx] o]5o] A7 whitell F-E3NA FFel dEglo] dH dao
o A AH-g AE ek Hole), WasA Az F A4 o
T TAER olYT AF, dlutdol enoxaparing AR FolW EAlE
Aagtel W2 &l Wt ofAl M7 glo] A FHE A&T 5 Uk
OASIS-6 E OASIS-5 7o, U= T FA& A8 Al fondaparinux s
= ARRSE A9 FHHE EAdS0] BHaEo] lor R fondaparinuxE 733
A B FAE A G502 ARgSEA] 2aL, 3 lla B37) Qe 14
SFAIE ARETl] = T RS =Y A& dxska ot Bivalirudin
7} 3|gtel 25 fondaparinux®] HFZQ] AR Mest 4= glon} H]
E AlgHA o]l SRt F|utle] o] el W dejoltt. CREAT A7} ¢]
o} A Fdg A7oln g ARgSt. ofel ARl theixl= of
2 F7HAR1 F219] el Hasitt 1) H Sold FHeA 2 4
97 A A AYshHs SAtollA @) v|wst reviparin®] &7}
2) AT 8-S Asdshs SR oplE}, T Sold FHESA S2 T
B v|Sold FALHAE FAt SAolx] soAF v)wet fondapari-
nux®] FiA &3, 3) ABAF AHS Ak et dAH dE SRl
< A|gY%k Exfoll A UFHS} B3t enoxaparin®] Atz &3}

RPN O

l‘

H 4.STEE 45 AZEMB0| st 3ieY A 20 29
goadl|  EsChiagGzh | ey | 90 e wkE
= A8
Reviparin| @383 2|5 ojulm f]efol| Aztgh Bd Bl A 5
H|3)| -4 %3¢ reviparin ©5% ARg-ol o
Ade Z7}| & dlofEle gle. vl
AR 252 AYslA] ek 73 -2 bivalirudin 5 3 1la
$ ofulm glekol Hj3)] - 7150] e oAl F
7kl AMgsE A A
g
Fondapa-| 84§32 8: (L2389} | 23k Fonadaparinux® THE0
nux | @)ell Bjs) L3 71E vlole] | &3 o 2 AR A 7MY g24%
2 9okt dutel gk A des |9 AdeE TR S
g2l o152 MEskste] H| YW A |9l 2 bivaliudin?} 2




7H 5 gl & 3l B o= 4

W A Fohe B e A,
2 ALg A slsRel] vl
o5e| glov], wd Az
ehbe AR A B
U FAE 3 A S D)

AR AR A ke 7
9 dhzzol Hlsh LRSIk
EERIE R BELTREE
3} slstelo] thet Aeel of5
2 Jusitol e 2 g,

Enoxapa-[@ &3] 2|5 s|utele] Hlsf $1dsh Enoxaparing &A-&3)%]
rin 43 =39 B 5 39H #59 $A
APw S7F [ HEsP) Sle) Aed

“3%A) g shael tiet e e E e

5. Thienopyridines

ol ST IS AEAAF A5 Aty F487 ARd(atherothrom-
botic events)e] T|q Fx}ollA], clopidogrel®} A& of2v]eg 0]&3) o]
Z FPATA A5} AHetA o9l At Il Clopidogrel> 74
Bels(H2e] A28, H2e B3, dx 9 H3, FuH A5
FAIE, BT 3 AT A L 23t 459 B qioh old
STREds ASBAS X5 dagle] &34 o, 34 #3s™ S5+ W
Qo] SRl sSTRE Y ATAMZFAM 9] copidogrel AM-S A A[8l= 271
o] A7AIT} B

COMMIT-CCS-2 7= 239 12507 WA 243 Yol st Al
NS 22} 4585292 162 mg of=y] ] F718ke] 75 mg clopidogrel (-
3 & glohe Folat £} 9Joke Fofak Loz FAe] wiAakh ' o
Aol 93%7} STEEAS &2 Ztxlek(bundle-branch block) 4715 H.$J
on 7%ellA STEAE 33 2718 Btk 54%7F A4 2 (F= urokin-
ase)S WoTh AT Algke §IGTh B AE2 614199, 2602 A7} 70
Al ool 28%7F ootk AT A= EHE Al 2 4571 A&
AL FEF7IEE 14,99 odek Abd, AAA, HANeE Y £
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27 (composite primary end point)-2 ¢]eFrtollA] 10,1%%3L, clopidogrel

ol 9.2%= v wgkommatu] 0.91(95% 2173k 0.86-0.97); p=0.002]

HALHA S Folsl T TSR] & T EFA clopidogrele] E37}

A}, FAFFELS QekrolA 8.1% %2 clopidogrel oA 7.5% %L

A2FH] 0.93(95% A=T7E 0.87-0.99); p=0.03] H&E B H&H 2] Fa
g2 9JokrolA 0.55%%aL, clopidogrel FolzellA] 0.58%tHp=0.59).

CLARITY-TIMI 28(Clopidogrel as Adjunctive Reperfusion Therapy-Throm-
bolysis in Myocardial Infarction 28) 7= 3,491 9] W 12413 oifjof] W
Asteo] BHES ANRE WS STREGSAHTAEAS $AH18~754)F clopi-
dogrel(300 mg F385F; 75 mg AT 44 &) FoTH $oF Foroew
T2 wigakic” AhW 29 Yol A B A, AR, EE A
i g Aol 2T A ASBAS(AT A B8 T 48ARNA
192213 Atohe g T4 dAERETELLS fokrelA 21.7% 2R,
clopidogrelsollA= 15.0% LAFTHILAFH] 0.64(95% L1273 0.53-0.76);
p<0.001], Clopidogrel®] 7= w8 A Fulo] ulg 7Avt FA 713319
o, ol 7] AT Fxlol| aiMEly] Hrks A4 B A A (infarct-
related reocclusion)@] adbel] ¢l o]Fo] 2 Ao g vEhgth ™ 302 7k TIMI
F8 &8 ves gJokrdA 1,7%AL, copidogrelitolld 1,9%3THp=0.80).
Clopidogrel2] ¢FAA, E3] 300 mg F3l&-aol a4, CLARITY-TIMI 28
Ao TSI o] 4000 U o) el sshele Fol we B A
S HReL FAok e,

CLARITY-TIMI 28 7+ 5 7394 &5 SAES Al e
pidogrel FA|ge] BIE A A7, AT 55 § A9 #5Y =)
FH 3097tA19] A€ ARG, A, e HBMoR 7Y 3L
Hl- A Batollk] 6,203 A FarellA] 3,60 3R] 0.54(95% Al #73E
0.35-0.85); p=0.008.” TIMI 8 &¥7} 2epe] Fdo] 2L F oM #
oJgt zpo]7h §IATH2.0% il 1.9%; p>0.99).

ool ATFATIEL 83| ASE e FAllA o3| o) dopido-
grel F7ksh= Ao] Aol thgt 27 AlFdaL . COMMIT-CCS-2 %
T B3 AR AFEE B 9 SAME dopidogreld] A A]|A|$
o @A 7H&EE dlolE ol 278ke] A7 FA 872 HF 75 mgo R AlA|
StaL QUARE, 754 ool nyA}, 53] BHEHAE Fo e Aol
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i
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HekgFE Fkshs Aol ek &t} el disiM= B2dd Adeol
o meb AREL dA8eiAE Fol W 1F EAblx HehdEs
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3}, CLARITY-TIMI 28 §37-ol] AN A wd, A2 s xﬂg
& FF AP B¢ copidogrel& 7] & 4%511 A5 Al Fofshs AL o]
5ol 3l& Aoz Bl sTREANS HEAEAT SAbolA 4718 clopi-

el ¢
dogrel ARg-ll gt A 7 HolHE e Adelolch s ~HE 4
A=S AlFEE A 2 ERPYAATEANSMISTRE DS A5 SAtellA
o] AL B3 #533e W, A71H copidogrel ARg-(ell: 1) STEAA

& AN Al E 588 = dohal FHETK(Class 1Ma; Level of Evid-
ence: C),
£ 55 BEF MUY
5. ThienopyridinesOfl CHEF XA X|A
2004 STEMI B39 | 2000 STEMI F8F 78 AN A1 | F
Class I

1. STEZR S ASANZT Sixfoln] & | 2
ALAAEE & ARF ¥ A8 | At
of el B3A3H| clopidogrel 75 mg2
of=u] e Frlete] 19 13] H-831
o} 3th(Level of Evidence: A), Clopi-
dogrel XF= FHag 1447 FA|=o]
of EPE]-(Level of Evidence‘ B).

E 93ES ABLS o2 HEY T35 A0S 942l 2004 AL
o e, Ele] AT B, Fe) kum 21 A Aol
15 AR} 6 of5el B9 F7h T ol5l B9 Alslshr Ak 2007 H2

& AleBlate #Hagh sdzh, 71| 8 59zt Tsst § 7?:1_7J clopidogrel | 4 <tell =
53k & 797} dopidogrelg # | & %3l FE3fok dhthevel of Evid-| U3l
11 Fzs3flof K Level of Evid-| ence: B)(Level of Evidence: B). A,
ence: B)(Level of Evidence: B),

Class Ila
1 754 wRke] #xk= A ARAE | AR
AlgYodrtel FEstA AT Fob S| At
@l clopidogrel 300 mg= Fofgh= A
o] Zt}(Level of Evidence: C)(754] ©]
Folrde ATRseEs 2R vkt
tlole7} gl D).
2, ST A% e 8 | =2
BIAE o] 83t A AFAE AIY o | At
9} 31| dopidogrel(75 mg A7 &
d B9 7IHA8 el 19 Al
3= Ao] ZtHLevel of Evidence: C),




old STEASE ARG Aol ARF A AW
) MEg ) gate] BniE olgd B¢
& Aushaleh. ¥AIY PUS MU Y2AUS DA A
23 o] g oIETh Bl 4719k AR E’ﬂ—i LWt 4
3= AL Aush) o)d sTEENS A
%37-(CREATE and OASIS-0)7} A#F A8S ‘%%Zl 9%% T—‘M*&— *‘375‘
Az gAtox] el adte g FAS =
< szt
HIE @A 27he] 77 ARR SHS AlFEHA e SRtelA ddzt

= &
SUR=4
=

ry
o
1
o |
'
%
m\

u}
o,
_{

S;
1o

= FAAEE AEhs H“S?J FFe] sl LHAel dAE AT
Auk QTR QWS AlFPEIA| e T AT kel 2200 Ax ol Bsi),
w3 o] FAES Buldiohe e ARE wake & e FholA

ATl TEHAL, clopidogrelg T B AME3FA| kg A 3
S8R &l sk st A A BAs)}, o]est ol whEel

class IIa, Level of Evidence: B 5522 A= JTHE 6).

el

6. SSIH
2004 STEMI F313} |2009 STEMI ¢t 8 7321 A}??H -
Class Ila
BT afe A 43l | ABF S AFEHA e ST | W7
A g F7IARe] gl STRA | A3 *‘E%‘*%‘f &2 B | At
A AT dAel ¢ Sﬂ SuARE-HE aR)E U471 | (Level of
Hle] AT F& ebre], 323k 53, 8¢ 7HA, A8k Aol F | Evidence
IMWE|ZHRle] TJalEele 243 thlevel of Evidence: B), IMW3| | 2 Ujg-o]
48117 Yol Algish= Ao] ZTt | @(Level of Evidence: C)olut fund- | #174%)
Fajo] A7) 7"%‘%’5@ A8l | aparinux(Level of Evidence: B)€}
01: omur 255 AR devth| 22 E d8AEE Be
715 7FeE W7kA @ | SR SdE aHleE AMRE
leEE A= Ao FrhLe- | it

vel of Evidence: C).

Fk*l




5. ASH Ak, o2 sslslolol # 2 2yt Felulehic)

B 7. 25T M (2230 & 7 7|XHFELICH

2004 STEMI B319F  |2009 STEMI A9 2 A4 AR 5

Class IIb

A=A (catheterization) 2} A | AEH 23ee dAgsE A & |A4€
F&(revascularization) 38| 8% H7He 28I, 52 dAF A | At
& o]Fo AT e S8l | BRVF HA 82 Al dis) 25 | (LOES}
o2 A= AT 2| H AL Ao g agjHolof st} | g AE
%9o] Ao g J#fE|ofo} 3tk (Le- | (Level of Evidence: C). w4
vel of Evidence: B),

6. O|X} of|Ls. o= slAlslolop & A Z&t &9

I 82 W Aghol gt TS g A ke 23 o
9130 A E Axelel gk Foltk” Ax TFH FA9] o] E A
Aol F7FE STt Clopidogrelol] tigh M2 AxQte] 33 AThA|/3-&aL
A Aol F7EIRIT) STEA S A2B AT SAloME Holx 147k &
27t AgsER ARRE AT ARF AEES A AYLE 57 75
mg®] clopidogrelg o}=1]#lol| F7}stodo} gt & 30 o] de] F2}¢iu)
A I} A7E 9ot copidogrele] o]He s 77 B9 SA€
ol Auz B SAES o 2HES AYs FAjol HHE ofxy)

& &gl gt o] 1% whdatict.

oft

H 8. 23 Hgo|Lt O E St Zet 2RIl O| X} off Y
COR
2009 STEMI X|& @t —
2004 STEMI #18t =0 AN A Egi: ==
Smoking
2009 =35 Aol T, G 7o) =EHA 2 A
4 1 FAATl oifsl] wf & Alnict & 1B) |FEE Ak
Qlatodol ghot. (H=EW7)
et 715e] Foiet| 2. B Fkeh £ VIS vl | 1B) (e Aast
T5 ZAEs] dastal| & Arkd SdskeE A (F=EWT)
T FA% IeleR| 3. F7te] 2 oS isiol g A28 ARE
ki




=S S8 e 4
e A 5(UZE A
Y bupropion ¥3hH&
A Z2 39S AT

5. %% $, 54 =20, ok
EIRERRE R E
Axjofo} 7},

6. Aol 7HAel 71 Fl =
297 glolot Fh,

1(B)

I(B)

g =24

2009 EE: 140/90 mmHg ©]3}, Fizolu A A%k

At

A= 130/80

]}l 120/80 mmHg
opdel A BE A}
oA AEFaslE
A AT, +
T, o5, G A
gk B, ofAl|, A
2)e)),

3eto] 140/90 mmHg
ool T Ald
S} Jv) gl &
ol 130/80 mmHg
ol 7% e} kA,
USR] Qe AU
2HE 29} e
e s st
TH2004 STEMI Pl
Qte] 4,12,6, 7.12.7%
7.12.8 A Fa1),

1, Egto] 140/90 mmHg °]H(F=
o} vk 2128k SRl e 130/80
oPhH Al dia AyEFAsE
AL A8 Zlo] A3EHAF
24, +F, o724, g7 AS 7
A, ofAll, AR o)),

2. d9to] 140/90 mmHg (B oLt
T AR FAjolME 130/80 o)
o33l AN HPsHAlE F
ofsh= Zlo] f-831H el xpdA|k
ACE Z3HAIE % X7 A8sln =
1 godoll =] sl Heol wet
thiazide9} Z-& kS F7} 3t}

I(B)

1(A)

TR Aaet
(A=EWZ)

A4 &g
2009 &-3: LDL-C= 100 mg/dL m|vt,

(Z29A1o] 200 ©]4F2l AS- non-HDL-C7} 130 w|gto] oo} &}

BE SEjolr] 2o] =
He Al xs) A
AA L=
7% wigt, FY2HE
200 mg/d B]h),

e}
e

d

25 AT =
2

54

1. BE gl tisl] 2jo] A=E A
2k Zo) FHH, ZAMCAA] 7
2e]¢] 7% vigh, EWHx A
2B 25l 200 mg ©]ah ] A
& Eol=F gtk

2. IDL-CE t W7] 98l 218 &~
ERs/ 2B =6 298 Ffsla
Afrag F7¥eke Zlo] a7t
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s o]

r
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STEMI 24A17F Wjol] 32
AEFo gk 5 2
AR AlElEE s
Zo] o}, FEAFE=
olsle] HxQtel| ul
TH2004 STEMI 7}o|=
201 712288 3=,
LDL-C¥ 100 mg/dL
EHz1F 22 A=
%) olsl, ZEfde
LDL-CE 7] 9J3)
ARg-=|ojof

LDL-C7} 100 mg/dL
o3l Z-(H =7

A=ife)
=

o ge A3
252 shefof gt

Z/3Ae] 150 mg/dL
oldo] Ak HDL-C 7}
40 wgkel A$- A5
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Sfal Ao 7
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= s Qe gPe
o] 4o gl 9l
o % 1hE 919 o
o] Loz
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ol ohelle] HAmebel we} Alafeic.
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LDL-CE
gt
*LDI-CE 70 mg/dL oJ37kA] t] vt

= O~
Z & At

100 mg/dL v[vko 2 {4

*%7] LDL-C7} 100 mg/dL o321 7
- IDL A3} oAl X585 Alkstodor
gt

3|2 %] LDL-C7} 100 mg/dL o3¢
o] 7<% 7315 DL A3} ok X2
(83tarie] 998 4 d)7t WL
b=

7] IDL-C7} 7094 100 mg/dL A}
o]Ql ¢ LDL-CE 70mg/dL o|3}=2
e AL FElHolnt.
*323A40] 150 mg/dL ool Ak
HDL-C7} 40 ®|¥IQl 75 A|F Fe
o} 5, o] AzE|ofo} it
eZ23Ake] 20000 499 mg/dLS]
735 HIHDL-CS] &3+ 130 H|Fke =
shofol g},

*Z3Ae] 200014 499 mg/dLel
7%~ ¥JHDL-CZ 100 mg/dL vt
2 9EE 3L et

6. HIHDL-C 3l& $lgh X154 9
1] 73l LDL-C 73l X2
*Niacin(LDL-C 73} X5 o] &
s
eFibrate(LDL-C 7}3} X8 &)7} &

89 % 9e

o]lo.
AT

(B)

1(A)

1(A)

a(A)

1(A)

1(A)

Ia(B)

I(B)

1(B)

Ta(B)

I(B)
a(B)

Ta(B)

FgE At
(A 2EW7)

e At
(H2EW7)

A At
(A =EWA)

Mz At
FAd Aaet
(H2EWT)
FE At
(F2=EW7)




573 Ao] 500 mg/dL
o] o] H:

LDL-C 75} 2=
o) fibrate®} niacine

o4

S|P ARe wxde A

ot

7. FA3AHo] 500 mg/dL o del A
fibrate?} niacino] X2 22 4= Q)
I A Oﬂ‘”c’ﬂ &3tk 54
A 7AeF A7 F IDLCE EH7A]

1(C)

e At
(A 2EW7)

J_ﬁ%h:} 253} H]HDL7C7]— 130 mg/dL 1]
FA thal & | who] HEE 3h= Zlo] FHE)
Uﬂ7}—3 Aakg wz
Ho g ANl A
g},
=5

%E. 308, WLEFHA L5l 59
STEMI EkxbollA] 47| 1, L 98 $AEHT J8 #F| 1B) [T Aast
AG Z2ae] FH | 9 FFwolv ARFES Al (H=EW7)
= 53] ofg] 71| 3k, ARl dis) olgxle] #
o] 7 7¥sst Y1l | Elatell AAIE Z2 a3 st
2= 7L A T | & Aol T
TEAA 1T 8
21 AR 2 A
(supervised exercise
training)o] ZR3}}
(2004 STEMI HAxgtk
o] 7.12.2 A 1)
2t A 9180 91| 1. BE Sl disl] F-g 2 91 |Tb(o) |4 E At

A= Pie 53t
AR A3t
28k wid 30%-lA
002 A=, Ha A
ol 343] &5(A7], =
7, AAA 7] T
A EB)E S
3lal AAES] BEo
2 9Eake waalc)
“‘Alﬂoﬂ 271, 4
A 7HE7), Fered).

3 5ot &5 Hal PAE B3
AF=E Hrshe Aol ?ﬂ%‘%ﬂ}.
2 BE ﬂx}oﬂ EHSH 30-6029] 5

zo| Sk £, oA we] 7]
2o 5S UH% }1, WAl F
(F2AR 7é7l A 77, Jt
Doz FEFL BFIE o] A
et

3. AgEH(Resistance training)S 5+

Az Ak

235 AL etk
As =4

E¥: BMI: 18,5904 24,9 kg/m’

elEd: FAR= 40214](102 cm)  oJ&F A= 3591X(89 cm) o]t

1ol ko i1 W vk Bis ofel )
Akkala sl7) 2|8 sl Aol 48a 255 7

ﬂl~ Ak 2= Al |

56

d3} d=F /H_r] FAAC] Y= ZTZ

I(B) |7 ek
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~] BMIS} 2] =]
WslE Uy it

I3E 53l BMIZF 1850014 24.9
kg/m® Alol2 FALEE AFg

AF} FolEe B,

e 247 A-e 2 (2. AT A A Exe 7| 1B) |$EE At
TS AR vl | XolA] 10% A% Fole Aoltt. o] (CE=P))
3 BMIE 185004 | Ro] @A=H o] v Hgst 4
24.9 kg/m’ol}, $ o A== 5 gl
slg] e} 35914 o 3. FEEUCHEZANN FHogH 1B) |5FHE At
23l oot 40912 35Q12](89 cm) o]l ot 40 (H2=EW7)
ol e AERF| Q1X1(102 cm) o1l 7B AE 2
2 Hel2 ARRBIAL Of | sy} AlbE]ofof SlaL tii} S
Al FFolldigh XE | ol tigh X5& iefsteiof gt
£ AIRFh2004 ST-
EMI @t 7.12.34
).

|

=35 HbAIC 7% H]gt

Aol Al 77k F1. A9 AAe] HbAICE FX3l7]| 1B) |5AE Akt
S HH3t g9 dsl A 2] Wsle) HEXEr) (AN 2=EwZ)
257} Hasch g3},
o2 Y <Al (2. o2 A 29ld visl F5Ho | 1B) |5HE At
3 ABRF, AT 2|2 sk ARl AFENE A (A =EWZ)

A, g, FHzEE

z4)

3 o] %5, AF 24, 43k, =4
zejg 23) & mgo] .

S BERRNERER EES
o} e elol] sl Falshe Aol
Ft.

1(C)

8 oA/ S--31A| : Aspirin

okxvlEl 75-162 mg/d
5 ARk 271AkE
o] glE 3 A& B8
it

1. Aspirinell #gAdo] §lar LA
7} glom o] $jlo] 2 4
7} obd B¢ stentE A BE
SkA}= aspirin 100-200 mgS E-83}
= BMS 4] 3= H4 g,
sirolimus 8% Z2HE 4] 3kal=
3709, paclitaxel 82 2~€HE 67§€
o) E-gstolof b F7]1HQl as-
pirin E-8-2 100-200 mgl 2 A&
oz fA|=ofo} it

2. 29 93] &2 A= 2HIE
4 T =7] 7R St A-L=H100-

200 mg)9] aspiring B8 3= ALY

el 4ot

1(B)

11a(C)

FAE Pt
(H2EHA)




ofx|de] F7191 4
$ 75 mg?| dopido-
gelol} emtele 1
k=

8 2Al/8H-3-31A: Clopidogrel

g PCL ¥ B S
= £ o] 34 gkod 1271
H7F vl clopidogrel 75 mgs &
B3foF st BMSE 4bish 32k
Ha UREe B&aok apn o)A
o2 120Et ELsHEE Y 4
Ho| T2 A9 HA 270 58,
2. 2HIEZ ARQISIA] 9ke BE ST-
EMI ZRHFEA|ERE 1A stent-
ing §lo] PTCA)T clopidogrel2
A% 149 ol ARG

1(A)

1(B)

3. Clopidogrel (39l 75 mg) #|1a(C) |22 A3t

7t Fol(1d7bels 2 STEMI 3

2ol ALIAZR ABRE S

E AFAF A8E HA &9kE e

Ao},

3} A4/ 83314 Warfarin

Ao g Aol w1, W2 A AlFoldt v Al 1A) |FRAE Akt
Avt aspirin, clopido- | Al AW 2533}, ddHoz A (EF=E #7)
grel & 888 5 ¢l|8F0E AlF, F44d dxdel g
T A% STEMI F & A2 24 3 $2h INR 2.03.0
AoA INR 2.53.52 |08 old g sk o] ¥
ol X85 st | Hoh

2. o}yl 2l/clopidogreld} ¢}u}8lg| 1(B) |M 2 HIRF

e ook A9 28 91l =of
Aoz JLSA Btk s}
3. 9k9kel, clopidogrel, o}2u]@o]
BF g S Qe ol
#3} 75 mg?] dopidogrel?} $H7] INR
2.0258 fA3h= Zlo] AREH.

1(C)

o

gd-ek

2] < €l

il

Aok 2H| &7 xbekA]: ACE inhibitor

ACE AgAlE= EE
Aol A&HoZ
ARSI oHdE 1
AZTelA] 27]el F
A(AFAZAHANZ,
Aol ATAASE W
2], Killip Class7} 11
o)} [S3 gallop, 3
AR

AR, 29 7

o
=R
3

58

1. ACE &A= STEMICA &5
A F FAA FEEo] 40% ols)
o|AY 1ESt, B, T AlEgho]
= Be el F7)7F obw
AMg3lofof Bl A|&H o7 Fofsf
ook i},

2. ACE Z3A)= STEMIOA 3]&EH
L F A AP AATsE
7H A Foll AEd 88t
Z 2453 dRAAFEo] AldH

1(A)

1(B)

i
Ho
)
K
o



Z&(40%)

Aol obd BE FAlol F71%
o] Q& & Al&skaL Alg ARgshe
of gt}

3, STEMIO|A 3)=25 A 93F(H4
AAEsS A AR Foll A 4]
ezt & 24E0 RH4ARE
o] Al Ak $AjollA ACE 1%
A AHsHs ke g ol

Ta(B)

Mg A

Aok 2wl A

-Ld=2HE Al AFAA]: Angiotensin receptor blocker

QHA| QEIAl 484 2}
A= A, AR
shA ARAe] F37)
UAY 4 FEE
o] 0.4 w|gto]aL ACE
AgAE AHEA &

B Aol A

1. SR eHlA] 8A AdAle] ALS-
o ACE Z23A|12 ALl Rah=
St AEAe] A FA A2
AAZo] JaL FA FEE0] 40%
nykel FajolA] AREER= Ao A
et

2, ACE AgAR= A3
o] = FAlA kR El
|2 AAAE AMEshE A
3}t

oA ACE Zg}A|9} :Ef;%s}oq ALg

1(A)

1(B)

Ih(B)

FAE st
(&2E07)

sh= e geldolrt

YR QA A= ~H & A X}HA] : Aldosterone Blockade

A= HE  AgAlE
AR 1ZdF &
Zol gla oln] A7
2 &) ACE Zg
As B850 A,
Hid FEE0] 0.40
olslel #AF 1Eln
T ARHe] Qe

Aol ARSI

1 ke ARk Ak A4
AR} nBFEFe] e B4
o4 olr] A=A §¥e] ACE 13
A ek ARAE HEF B,
Aabl ol 40 oftel $4 2
23 Gt 4Rl Y Bl

A Apga,

1(A)

g et
(g=ER7)

HE} XA
TE FApoA AlFSH 1. ASAAFoY AT 1) |EE At
th A&Hog Fofdh| T, AR 47 &4 glo] (A =EWZ)
t} dubgel F71500 [ A 71 Bdo] e e
o3l AATH2004 | B717F gl & HlEl AdAE A%
STEMI Aate |3l A& ARg3k= Aol f-83ith
7.12.7 A #a)
AZF-qlA} WAl
1. AEA Fgho] &= A= vl| 1(B) |MEE At
A AEFlA} wale slejof st




5183448 seds Avd

2 Ao Ak Axdt AUFollx 53] Fxshs Fitolth

TAHR] FRASAA Y Y e Sl digk H-gFoltt. Seventh Report
of the Hoint National Committee on Prevention, Detection, Evaluation and Treat-
ment of High Blood Pressure(JNC7) #=.

"¥] HDL-C= % Fe|28l 20l HDL-CE Wl gholch,

TR el oL mdeLd FEEE AL Had) ay] 8] e
AHE At

YLDL 73} oFAlE AR u) LDL-CY) levelS 30-40% Zo|%% dhc}. whel LDL-
C7} 70 mg/dL oJ&kel 7 F2hg-3t Hl8-S HAast & F uF ofE 2
t}. LDL-C7F 271 A7} EobA 70 mg/dL oletz W7l & 7ol 50%
ol LDL-C 215 ol o]5 98 ~eflelu} IDL-C A3} oFAlE WHs}
o] Fofeh= Alo] 7hsditt.

"2E}El7} Ezetimibe, BEAFA|, Yololrle] TF 43

4] HDL-CS] A& HFEE 130 mg/dL of3olch,

mfolofale] 2o] B2 A volopile] HEo 2 AgEojAl= ¢k Hrt
Ak o] 200 mg/dL oPFel FhAbolA Resin®] ARE-S AdThA 7)otk
Vagare] 2Efn slHite] Wi o= A% 29Fe dod £ Jrk
ol Wi aWexe 2B &2 JH R Fofof gt

U EA o] wis- we BAE &2 vhAY g Frh $4A1o] 200 mg/dL o]
4 v EEAETAY AR AThE w7l

A g0kl (Creatinine) & HAJoIAE 2.5 mg/dL, o4elAE 2.0 mg/dLo]efo}
gt

1752 5.0 mEq/L w]gko]ojo} it}

ACE: angiotensin-converting enzyme, BMI: body mass index, CHF: congestive
heart failure, COR: Classification of recommendation, HDL-C: high-density
lipoprotein cholesterol, HF: heart failure, INR: international normalized ratio, LDL-
C: low-density lipoprotein cholesterol, LOE: level of evidence, STEMI: ST-elevation

myocardial infarction

N

. FEATA9. o2 JlAs oo} @ A . Fluld)

Nely Cox-2 HAAG & Hded Hl2w 2ol=ry 3HeIAl(NSAIDs)
AR AEHA SRS ST olEgl SEE o|n] AdH Hilo]
e FAAM US =

Gislason 50| A274AF0] YR FAES oz gz cox-2 IA|
AE T3 vzE Rol= FAAS] ARo] A2BAS % AU L A
o] 9HS ZIIA71E=A 9] the] B8] E A} rofecoxib, celecoxib, ibu-
profen, diclofenac, Z8]3l Th& F7Fo] H|2H 20| FIA|S ARESE F
T, ARGl T AR (HR)SE 95% AETTHCD2 24 2.80(2.41 to 3.25),
2.57(2.15 10 3.08), 1.50(1.36 to 1.67), 2.40(2.09 to 2.80), 123l 1,29(1.16 to
1.43)0130ek, AdeH Cox-2 A} v d vl 2H 2ol=r AR ALS

>

60



& wF Aol galwel gakuleleAvt gloln HER B old A
e 89 B g B nyn

Hlelzolm Al Abgol thd vSAASAHA) Y] LAY
Apels] WA SR conz A4 ksl 71 Aol wek Hlelste
7Tk BEAT, QY B 215 Sake] ofxuge] Abgo] &
A & gk oleid ae ddaw T ot A ofxvlwl
o the AEAE FksH Auct Z8e] A19S ¥ & ek’

H O FELAEM E 9E =30 EI[HFELICE

2004 STEMI ?_J_E_QH 2009 STEMI F31F 38 7821 AR} | T
Class I
1 $AE AR e, v 22 2tk | A2
sl As7h dagh] Frista A= Adde]| glof | Axek

a9 4 5% Feldll digh gAA HIo] o]Fofxjo} gt

srolulgct  |(2dE 4). 55 $8]= acetaminophen B aspirin,
ZoeFe] mlekR, = non-acetylated salicylates2 Al
2k} == dcH(Level of Evidence: C).

Class Ila
1. Wk acetaminophen, 4~#2] wlokF = non-| Al 22
acetylated salicylatesol] oJ3F xx|87} E58st 7| Haet
%, naproxen¥} -8 H|A A NSAIDsE ARE-S &=
SJtH(Level of Evidence: C),

Class 1Ib
1. Az o2 COX-2 AejAdo] & NSAIDse] ARR-| A2
£ acetaminophen, A~%2] U}Jf-rr, non-acetylated | 19}
salicylates, B= H]X1812] NSAIDsol| gt ©AIZ A

o AedE Byt ] e EHztel A&

2| 76‘—‘% 5 dske Qe e ol BE A
ol QoA 7hssk w2 ARFERE Sl FHassh
o] gukS AR E 3l (Level of Evidence: C),

Class 111
Ibuprofen o} |1, W ZZ47] BHES 3481 SIS M| 44
el sty 53 Eﬁﬁ.‘% Sz}ol| A acetaminophen, A vlekR | B
E AR ARME-| non-acetylated salicylates, B H]AE42] NSAIDs| (W&
e SHEIThLevel ]‘%O %‘Ol 2389 7%, Jude=z cox2 A | uk)

o

of Evidence: C). 2XJo] =& NSAIDsE ARSSHA] ZEE shthLevel
of Ev1dence- Q).
COX-2: cyclooxygenase-2, NSAIDs: H|2H| 20|24 AGXEA|, STEML: STR-A4

2= Ja =
s ATEAS




+ Acetaminophen, ASA,
tramadol, Ofefd ZIEH (TH7|7H)

* Nonacetylated salicylates

. COX-2 H|MEfA NSAIDs
. COX-2 &4o|

HHE 44 =
SlEo| g2 == e
xS e NSAIDs
F4 x3o| 75 X2 A el nEd s o
OFSLE| B0 HZ A|7
JIE O SIS HHE Hrf ostE "), 25, A
_ - [HgH Ilﬁl‘iﬁo\ Zt ‘i 3)—[’-
M ddo| 20| 2 Teee
#XH0j| 7| = otAm| 2l g1mga} s oref ol2{® ASo| A
ghct + e, Y gl mat shg
51 -
SHR|o| ZeF e F0 O E
OFX| o] AHE, = A R =2
g S8 Dot

ZE /st EAA H2. AEaA ZEo| AL 5E
= BHRE X B2 oS X EO AR FIZo| mat
AL A 2 0| 1Y A 210E HHME SA2=E Z HAnicel &
= |2XE MEisto{oF Soh T NSAIDs(EM Of) & AtZst
712 AFSI¥ oM, &V EHO| ofzf 2lH @EHO S HIE FIIE 1
24oljoF SICt. ASAE aspiring, COX—2& cyclooxygenase—25, NSAIDs& H|
AHE0|EY AYXSHE, 2|1 PPI= Z2E HE AX|XE Q0O|sict,

10
I
kl
i
_o'g
QR
S

f:ﬂ_
b Ao AT ATAES Aldet B¢ ok2=T] -, copidogrel, cilosta-
zol Al 71A] FEAA XFE g B9t 7180 F 7HA FEARA A5H

5, ofeke] olfr ST S THNDAA B B uyE
FAEE AW e A9 Bk e Fe A W) O WAE &
2



1 288 AUB/EISTRELS A2 ENS SR
Az A3
1. 29374 BAS/MISTRASS A4S A &x &
(CLASS I)
1. a8 o g AE 27 He o5ole BE SxjlAN IFsulldste]

2 Y827t EAlEA B o9A 2AHI JEAE A= (Y
2k 3~54d mlt}) Hrlsfof dth(Level of Evidence: C).

L0 oliel Fa ARasE 7K RE BN A el Daol

22 glslr] ¢ste] S2de] I BAEHAge] WA 10d Y%= (Na-
tional Cholesterol Education Program global risk)Z AlAFsFejol 3H(Level
of Evidence: B).

. WREES o] ke S} ofafeltel] 32xal QA gelstelof 5t

I

v, BdEUAR F5E A9 7 BACIE B9, v 2o 5
W), S, W B, EE Framingham A0 2 ANEYE 1
4

. %7) Brke} AR

A A B
(CLASS I)

1

T4 #ed TS ABE 34 7 3AE deEn JrEibe
QtEH, At gt Hrt 9 12 Adwe} AslEd ZAA; 54
o] 753l 7|#o 2 Hufo} 3l(Level of Evidence: C).

LB BEY S5 JiEE $RE, F, 5, H, Adkree] WAsS

FEAG FuehA 2 5 BEHzt, 352, A%, o8, 79, o
AfS)E 7 s A7 IHE YsiA] Hrks 1199 ddgtete]
T2 o] &3) HYo g oy eE wsHolol gtk (Level of Evidence: B).

=
elEAls AFASE BAENAR] A BB ATe slde] 9l

= REY 259 VS BE HAEA 34 T S5 #d
sl The Aol dlste] 02 QeiFolof ok
a. $xe] A7 vla] 218 A(Level of Evidence: C)




. B3 (s}

c. B3l digt =Alo] 2”@5‘}7‘] AU IR BETRE FEleo] §l
Hets, 5% Folx S24do] SHHA @ ofshd 74 1194 33t
T2 HA1dK(Level of Evidence: C).

d. SHeEAfuze Aalr] fst [AsPHS (IR 1195 Ejtste], T
7hsst B4 AEH ARIE A48 AAEkAL thAakr] $1gk Al (Level
of Evidence: C)

e 7] A SHeEAMHE AlFAE 57 BeH F3o] oilEE F
S BAAA F7150] A o] At E8dt 97t ofuzhd 200~
300 mge] of~T| YoM B-8) & Fslof st @ ATEdlME 2]
Fopo 2 g of2dg ARBIARE, v A8 Fobe] o whE 7
W = do7ItkLevel of Evidence: C).

. S AFAEL o] ‘/]—E:Lﬂ‘ﬂ%l% A ke Ho| Qle 7
A FE FFwo] JAEE SN, - EHA/ESe] e W Y
EZFPAES HtE 1315 @A FokskAl & Z& wSstoiof gt 7
oF T Bt/ E5e] sHHA AV ‘4 EZIeAY 13] £k s &
oz ¢tshd A, FlE JEZ I M AS B3] Ao 3 == 7}

1

Z/27/718%10] 1190 SA] Askete] Sa2lEAH|2] AgsHE AS
‘d'&‘:}‘ i obdE PAlZ BixloMs, vhek Zxde] YezZE|MY 1
ko 2 GolslA A" AL U 33714 55 7Hho2 JEZZE
_% wlEsle] B83l1 2do] 9AS] glolA|A] kS AL 1196 A3t
=2 W83h= Zo] EFtH(Level of Evidence: C).
CFR 2E7 w ohE 33 Zdo] SEAE A 205 o) A&E AL,
stzlo g Eokyslru, i o] ANS AP FA4 Y F
= 3= 24 SR BYjof stk A7) 19E A

o i of

WY 57 oy e Ee ¢
TN} T Wbt b5 sl A 3 QRS Wb Frhle

vel of Evidence: C).

(CLASS IIa)
L elgaule AgAie} 119 292 of=ay delzr] Wefe] gl w4 #
T ST FAE A 13

Sl SAolA SelsAEs Al EASe] w3
18 Fltkeke Bt of2T]200-300 mpE o] Hashes Zus
£ o] FRolth. B AFENE 2] FoRoz G ol 1T AL G
SR, v Foko] o WHE T F5E LotITHLevel of Evid

64



ence: B),

oz AlEAe) 119 898 UEzZEHde] Bg 7153t Sl o
Bl 236712 7ldels Bet AU 33744 5 2Hhes YegIe
Al HHEsle] BE3leS Sashe Slo| Fdafth(Level of Evidence: C),
B2 AlFAE T A 571 8 54 HsH F
5= F5 840 7Fsslthd deld 129 ARE AL
ke Aol sl ol Bae s ATE AR
gFo| 2= A 71A7F F3Eck(Level of Evidence: B),
NAE el 54 &4 2 S8 A7 thd, ARdell
g7l AL oled Wl =g FABFE A
| $435lcH(Level of Evidence: B).

o
o
23
N

ol
F
— oo
ol
o,

o o K
M
= o
ol

Lo
U>"

p

R

]_

el

il
2

fd

o
= %

210
3
o 0
wof
M

(DU

o (2
lo

o

LB B e {4 35 S5TE ARRREE UE S0l e &

A=Al oA, HHAE e ERe] b APE(AE B, 2,

TR, E w2)dl] it 2143 o3hA] AAo] o] Fojxix il X5

ag]xo]of dktk(Level of Evidence: C).

LB BER e UE A8 S sadke e AP e A
AAZT 2 AR Y3l t3 T YR E X ¥

ojgty A, A &4, Eal ASd sl AR e 284S

27| = BRH7F Al Eolof star 1 A B} A5l agElofof g

ThHLevel of Evidence: C).

CR2fE AHEE B B B w5 B S50E AR TE S
Fe 7R BE BREA lolx A 28Rl TFsdt W, 3

FA EF T 0% ol 32 AdE F Bl e 8F LAt

A HolxdoF sch(Level of Evidence: B).

- A AR AR H o)A GARE Skke] o] ol 7 e FF

wo] FHo = wie oiE A, STEEY dEoldt &

AL AR flete] Ad® AARE 2719 158604 302 HHo = A9

3o} stk (Level of Evidence: B).

CATEAE F B S5 dde § EuUds sadhkes RE

AZANAA S = o]oF 3t} (Level of Evidence: B).

. A2 5olAd] voponing F/4 #EY SFO| B FF BUAS &

B

adhE BE SRECAN S = o]of shth(Level of Evidence:

<




7. w8 BE S3Tol et Sl Al & 0ARE ool AEEAA
AZE 5281 SEAbolAIA, B2 A - 8AIREIA] 1241k Atolel] AlEB
7} thAl A Eojol FTHEA AE =4 A71E AHEs) A5 bl
A== AR viE IEeHERE olue} o]&He Y] RIZE, A
T, A3k 71EA], 2Ela A 55 WA Al BEEAAE e
oo} sk} (Level of Evidence: B).

8. A e SFwo] AEE IAE 7] WIS uf AHEA] e F4
of] thairl= A FE AL o)o]o] NS s Holof gtkLevel of Evid-

ence: C).

i

tov e

-

(CLASS Tla)

1. Thrombolysis in Myocardial Infarction(TIMI) H== Global Registry of Acute
Coronary Events(GRACE) $13%= 7<=, B+ Platelet Glycoprotein ITb/Illa
in Unstable Angina: Receptor Suppression Using Integrilin Therapy(PUR-
SUIT) 93% 2da 22 s 25 Rdg ARske e 34 a5
F ol WA ARPEE A Qo) $8% F Uelevel
of Evidence: B).

2, AP AR FAY A, A 3719k FAF gte] ABEA Astst
4 EA} Aol 9.2 kAl 6-sAlz BA0 R 239wk 243}
= Ao g3}t (Level of Evidence: B).

AR ko] 23 Sl 24 BarE Aol elg A
BASE wiAlsky] flstke] v7-v9 R AHEE
I3t (Level of Evidence: B),

MR} Aol g Bl A%el 2% AR 1A
9 12 % AAE 7ES AT 4= ItH(Level of Evidence: B).
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1. =8y o.=1=“.él’<§/HIST—-— g5 AZEME SXIE Qe TIMI /I8 Ha

TIML $1 8% Al o]F 149 Fete] BE ASlo] ok A, A28 T A
e W AEANS 7JT§L APFo] Jagh Adk AL HAE (%)
0-1 4.7
2 8.3
3 13.2
4 19.9
5 26.2
67 40.9

TIMI 8% g e Bl ofd 771A] AR 55 Fste] A4eich
7F g 13

= o] 654 o)

- WFEHEde LA 370 ol

*50% o dEH @2k 7|9

e Az sTEHS s}

= oA 24A1F fel] 23] o] }e] 5

* 2 15 ol of=T]d ALY

- /\1:L _:_)\]- ﬁ_x]x].'] /\J-/\

50% o HEW Fe] 7|19He AR A on] Sl clEAFoH, A
o8 AHFoe JFg A Bt
Reprinted with permission from Antman EM, Cohen M, Bernink PJ, et al. The TIMI
risk score for unstable angina/non-ST elevation MI: A method for prognostication
and therapeutic decision making. JAMA 2000; 284:835-42.

wEFol £ 12 Ak,

=
o] EET YUNEE BBk A Selilehuct,




2 NZ UM A AU | YRz ekl 2

= = = [
@ vl A | @ 8Al Ak @ =71 84 Zgoled
0 (3)/32) A (mg/dL) ol
<499 - -0 0-0.39 -
50-69.9 - 3 0.4-0.79 -
70-89.9 e 9 0.8-1.19 oorrrrerevvrinnns
90-109.9 - 4
110-149.9 -
150-199.9
0 R
@ &84 A¥Ad B =718 mmHG ®
e <79.9 v 24 | ©)
OF 80-99.9 .22
L 100-119.9 18
120-139.9 w14
140-159.9 wvevereens 10
160-199.9 4
-0
211
4 %
@ R Predicted All-Cause Mortallty From Hespleal Discharge m 6 Manthg
@ 0457
@ 040l
@ - 035
- i)
© < 1o
@ - 048]
o i
© - L = -
% 9w . (24 Z=0] ) 1 w1 ;nstglmissngm o 0 2
AR 918 (A

Eagle KA, Lim MJ, Dabbous OH, et al. A validated prediction model for all forms of
acute coronary syndrome: estimating the risk of 6-month post-discharge death in an

international registry, JAMA 2004; 291:2727-33,
I3 1. E 670 7 2= A0l0] 22t Mdoll Tt GRACE o5 & 71=

2 EE g9 43U SFT SA0M B F 67HE AIYEO et A= AL
. 2zl Hol| Ciell 48 2% offof Z|ste, gitslo & /g: HrE
ALkstet =29 xFoM & AT H4E Herth ZlOﬂ siigdsts y&ol 7tsd

SX7FER 7 670 ZH 2E Ao 2fst MY Thsd o SX[0|Ct



= =734 YR|2=Eg](Korea Acute Myocardial Infarction Registry, KA-
MIRE g A7 ST A2 Qo] A £208 A9 3
ZHASHTIMI 8 Q1AH(17.5~30: 1 point, >30: 2 points), Killip class(IT: 1 point
>II: 2 points), @& creatinined%=(>1.5 mg/dL: 1 point)[7} ©<=alAN =

361 2] SE= B & 52 4R GRS T U

6
oliet.*

mnh

(CLASS TIb)

1. 374 #59 SFTE Ashe T4 2 F 6ARE ol Mo & gt
1}01]7ﬂ/‘1 Aol 371 A3 (o) Troponin)e} 3] Z7] A3 (ll: Myo-
globin) &3S 188 4= Ath(Level of Evidence: B).

2. B4 BEY FITE ABRE 54 2 F 6ARE ool Bele] & At
A 2-h DE}F oponind | 2-h HEl CK-MB S4& a2fdt 4 ok
(Level of Evidence: B).

5. 34 0 SFEE AR 34 B F 64 ool Wl & e
oA 7142 L 90EA 2] CK-MB H+= troponin &4 myoglobin &34
< 13T & Jth(Level of Evidence: B).

i T BB FHT S TGN TBH A% WS BIH] 9l
o] BNP 5= NT-pro-BNP &3-S 1188 4= ¢lth(Level of Evidence: B).

(CLASS 11y

T EY FTTE ANREE P BURE 7ML B A2 £9e
R3] 93E dapAQl AR F CK(MBA|2]), aspartate aminotransferase
(AST, SGOT), alanine transaminase, beta-hydroxybutyric dehydrogenase, lac-
tate dehydrogenasei= A|83}A] Holol dlt}(Level of Evidence: C),

C. 27149 A3

(CLASS I)
LB AR B vF) EE T ShiR BRe) sl W, ol
O P U

o A%, W Y BAF, FeAe] Be Y BEY FFE, S

A #AF9 Z3 7 (Level of Evidence: C)

2, w4 BT S| AlEY 27 12f% AHEe) A2EA FA7F A
el Sal= )2 7)3(4, chest pain unit, J A7A W) oA A7 =
YEFS kA fstolol ab, wle] ezl A ARE 7H4 o= AA




EOEE A% 1265 ARE Ao ATEE A 0 A
o} 3lH(Level of Evidence: B).

5. S199 H80] A AU AN T B S50 o)
8 4%, #4 RASAEES Y208 S PYoIB, $FY, chex
pain unit = AEHE hL A E ARRl72ARE olh) elahella] ol
LS 913 RIAHESERS e ST Aldsol At e
AL 49 ANBT BAE Aol AAT 5 AcHlevel of Evid
ence: C),

4, B3RS Sl Qe® Bl AT SAelAlE FekaAr A e
7= Zlekels Bt dEoR HHE R (! okxTd, UERS
A dshA, ]E]' ZFAANE AW slefof dt(Level of Evidence: C).

5. 544 ¥ S3o] EHIL A&HE HE S, ASEL A S
ST 249 A= W3}, A2o] Jepd 212 T3k H9d, 984 o), &
= AL FA 2] gl e v AAE flste] Wl st
ofok itk Algt $18/Edo] AGHIL Ao R e ArAEEH o
2 2ol sk IFAE AR Jdsle RS FH3h(Level of Evid-
ence: C).

6.4 B3 BRE 7l s SCRE S} B 220
Pt qbgA] e oldzdlo] gl WS Aol
o} st} (Level of Evidence: B).

7. B4 BB FFro] BN AN W AYZ s VIV f
o] ST Rl gl Bk S71el AR A=E Sls) Brplolo @
Th(Level of Evidence: A).

8. 3 Aoyt chest pain unitol|X] E Qg A= AASE, =W, F7}
AL, 2g]a FX oA FHFE we Zlol tis] FAPeRE 1S ol
o} 3}(Level of Evidence: C).
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(CLASS Ila)
BN AT FF5He] R FEwel 34
= B A% FH 245 APES AREs 52
Slel] B HEH B PYRAKEl: BB CT 299)E APk A

o] &33lth(Level of Evidence: B).



3. 271 ¢

i

xa

A, B8 A5A 9 JEA

(CLASS I)

1. BE B9 FAS/HIsSTRA S A4S e Yexs 270l
A&A AT ZAIE shEA A/ eRtA S Fske Aol 3
ThHLevel of Evidence: C).

2. s9d *P*%LJ} 90% ol3, ZFRA, B Aage] e 199
£ 7R B @AS/MISTRAS AR EAdAE s
—

T
ZA o $-83}})(Level of Evidence: B),

3. A&EE A8 S Sa3ke B FAS/MISTRA S A28
% A= B7150] oidebd UERF A At B tis)
7Kk & 0.4 mg YERZTAY dapgdS & (HFo2 F 33714 &
okslodo} sltk(Level of Evidence: C)

4, BeFA FAS/MISTR A S A2845 Ty £ A 48"17P Bt A&
Al S8, AFA, e 1Y ARE 3 UERIUA-IS ATt
@ 4 oo Vs AUTA) aiel £o] gapo] ek Avals)
AILEIN HAFAACE) A} 2ol AMFES Har7le Ao 9
ZH g2 oAl] Tkl W7} HojM = ¢F Ek(level of Evidence: B).

5. 787 el ARA| X5 ol S7IAKe] s S-S A 244K o]
o] AlFsledof stk 1) AlRA 24 2) ARkEEE 25ke] FA4, 3) AA
2239] Y=V E2 A4, 4) WiEk Al o] ohe dER] 57150.24
Z oldel PR 744, 2% = 3% B, A A, B v V1 Ash
(Level of Evidence: B)

6. 3l8e] A&7 A5 Apdele B HAlS/ HIST-E-'—R.—i*o% A
AF AN WERREA o] F7]50] Uk, ddHoR FoFt FAl
ARA e gE F7150] gl AS$ no ndlhydropyrldmeﬁ] 5= 2
A verapamil = dildazem)E 252 Fofsle]ol dlti(Level of
Evidence: B).

7. el A A o] 06 Rl HebdY BT
5 AT dAellE ABUEF7] el 100 mmHg 2oh vt

a: 291 =] AFIAHARNMAS] 47t S718rE, A9l & W A

Z7keh: 704 oy 7] BH] 120 mmkg B, 11038] o] A4 uin] s

].
603] vjgie] A1, WIPAA QB MISTE RS A 24 A F AR

9] A,

o> ox




R DR e AR

At 71 B 30 mmHg O sHen) EE vE F7150] gls A9 A
24A17F ool IR QBN HATFA AAAE ATFE Fefetolol st
(Level of Evidence: A),

SR
alel wbgA WAE/AISTE S Al
aa AAAE B8 & gle AgolleE
okslefo} gt} (Level of Evidence: A).

-

Az Al xeda
o

- oF=vRlE Aelgt vl zH Rol B4 Als COX-2 wlgHol =] Y
o

4
HolEA] 7ol A, APA, W, AR, 2eln AFsrde] 9wt
27117) whel BAPRA FABMISTRANS ATAATe) WA =

A Zeksledo} gt} (Level of Evidence: C).

(CLASS TIa)

1.

ek e uEAR ofd) B/ ghe
3}]\

L ERPEA S /mIsTR S A

RE B0MAA FASMISTRE S A28A8F BAoAE A ARt 5
7 3 of Evidence: C).
Esta P §5 Bugte] & 24EA &
BebdAd FAS/MISTRA S AR SAolAE P2 3ES X
F317] fl8te] F7HER1 A ARG A Bholl F71%¢] fIthH mor-
phine sulfateE HW o 2 FoFsl= Zlo] Fdslti(Level of Evidence: B).
A FAS/mISTRAE
e NSRS FAEANAAN 8ol Jg ul FeFsle o] et
& AEY] F4, 3) AJAd 239 A=
7t T2 7, 4 HEr AAdAe] TR AER] F7150.24% o)de] PR

R 1=
7, 25 = 3 55 AIRE 4, E WA 1= A8 (Level of Evid-

=
>, rl
B
i
¥
fru
4 T
1A
ol
Fﬁ:
N
A
el

-
Lm

il

Y
)
=

o
<
2
2,

k1

iz

. HERREASL YelEdelES HY&For ARSIGEdlE wiEHow

Yo BB BN FAS/HISTRE S ATEANS SAENAA
F71%0] gltbd 77 A48 nondihydropyridineZ] Z552 AHAIE F
okal= Aol sl (Level of Evidence: C).

o] flan FAA FEEe] 40% miRte] ohuwia] A KET] det

o] 100 mmHg Bt} B7Au 7]1EX| B} 30 mmHg ¢ Y& o) = o2
F71%0] §IE EPEA FAS/MISTRD S ASHAF xbdAlE A
24A17F olfje]l 1| QEIA] AEE A AAAE AT Fekshs Ao] Egol
Fh(Level of Evidence: B).
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T Eslal gt s8] A&HAY A Apdshs 84, s 2de
¥ Qelslon 2oge B4, Jeln AR BelHe
Zo| I BB sl FHHEZE AMEsh= Aol geldeltt
(Level of Evidence: C).

(CLASS TIb)

1. BobgA FAS/MISTEE NS ST SAENAA vler AdkAl o
Al AHFE o] nondihydropyridineZd] Z%2 AFAAS 1H3E 4= ok
(Level of Evidence: B).

2. A% viEk AT 5 BV AR TS ARS8
A=A 8 Fde] AKHAG 18] = B¢ £844<] nondihy-
dropyridines] Z%2 X}dAlS 18d)E 4= Acklevel of Evidence: B).

(CLASS TIT)

1 %7] gdste] 100 mmHg Hr} S} 7EAHT} 30 mmHg ol B v
7%, e AEER 503 mleh), AR S glo] vhehd RI(ES 100
3] o), H= Al AAo] e BRI FAS/MISTES S AEA
A FAtAlE Yo EHO|EE FofaliAl= ¢t Hrklevel of Evidence: C).

2. ¥7)5A 0 2 phosphodiesterase inhibitorE AW Bk A H4l5/H]

STRA IS A278T SAoAIE sildenafil FoF 24A1RF o]y B= tada-
il FoF 48217 olfjell= YEZZ A Exe ThE UolEYo|EE £

M ¢k Erk. Vardenafil FoF o]F Uo|EFO|ES TR 4 e A
stk A7)0l tislAlE ob2] LEAA Ut Level of Evidence: C).

3, ®el 2FekA] FoF glols B FAS/MIsTRE NS A2B S 34
ENA £849] nondihydropyridineZ] Z-E%2 AFAE Tkl <
Hh(level of Evidence: A).

4, AR A%k AAA| AFARE 2P| 3ol Sk wiE
o ERFEA FATMISTREA S ASBAT SAENA A 2441 ellE
FekeiMe oF AhEEEA @v 18y AL AQd & Jth(Level
of Evidence: B).

. W AtAe] F7150] A AR 34, AeER Ao A, =
B o AN 239 ARAAE Zh BA FAS/IsTRE S

2,
=

N

b 41914 se31e] SIFIANSREAA ] 71 7RSS, A &3 A gL
S71%h: 7041 o), %] Hglo] 120 mmig PIEk 1108] olde] gd Wl e
003] ko] Aluky BREYA FAS/MISTE S A28 s S84 28 5 A
7 o]




AZAAZ A olAlE HEr ADAE HHAMFAL = Aol it 2
ltk(Level of Evidence: A).

6. of2=T| g Alelgt H|ZH|Rol=A A= COX-2 HlAdglHo|ER] Ag 2]
O] EA] Fbell AP, AVEA, adEey, ARA, 2ela Age] AfwTt S
7F7| wiie] B4 FAS/MISTRA S AAMEe R st &4
A Feksfil= ¢F Hh(Level of Evidence: C).

B. E9HA PAS/HISTER GG AT o] A=A B3t 3l
A FEAxHA/GSTA A7

1. o2y Bk FAS/MISTR A S ASEAS St Wl |
T4 we] Fogjofof aln, Foks X AuE 3lo] opetd F
718k A& FefE|ojok sHtk(Level of Evidence: A).

2. Clopidogrel (33} gl o]o] 317 f2] S0z Bk PAals/v]
ST ASAAZ Slellx] #R whgot a5k g Hulge=s
ol gls Hg3l 4= gle A=A Fofafjof 3t (Level of Evidence: A).

3. H8F £l WEo] e B FASMISTREA S AeR3AE &
AEdAE, ok=g#@olu copidogrel 5 U2 ©=o 2 Algsle ¥
3te] AkgslkE, g &89 A AES A F s Aol =
2E FHI AAA)E HL3A] ZWslo} stk (Level of Evidence: B).

4. 2700l HFH X85 AlYEIZ AYs EIAHY FAS/MISTRE IS
AZRAZ A A ERARGES AlPgshy] dol(d st
AR88R=) dopidogrel(Fa} 87l olo] wid fA] BFo 2 A&)o 4
T8 GP IIb/llla AIA] 22 FL2dAS ofxav]gle)] F7tstelo} 3ot
(Level of Evidence: A). d3zg<sol] A3Pste] AR5H= GP IIb/llla SA|A)
xge] dx} AE ok ZA] abciximabe @#ZoIeo] AE3] XA
21 AuH AW FAES AlBEHA 2 7FeAdel B Bfolrnt
|2 F 9o, FFE eptifibatidet} tirofibano] T As == Uz} A4
GP Ib/Illa A A o]tk(Level of Evidence: B).

¢ Clopidogrel®] &7 352 <zt BAs|t}, oo 5848 F4slal &

ol thet Ak Agsri AR a9l AolMe 300 meol AT

K] o]o] wjd BT FA FHOE 75 mgg ARSI 6000LF 900 mg 2|

Y 2 clopidogrel 737+ Pr"]}: TS A A FAat o] Y W] A=

T, {2 24 ol Al U 8 A mhA e A7 ek gl
FoHAe) R H8A) QraAel s s SR vt gl

e
2,

74



5. 270l BEHRI(EF, HIRFAR) ARE P2 3 ERMAd fAls/
HISTRAAS AN BASAE dopidogel(P3 8] olo] )
o 4] B0 A%)'S okl B Amel F7ptel U F 7}
74 7)) Fosl=g o} shH, Hix UIE7AE TS s (Le-
vel of Evidence: A), o]4& o 2= 1\dA7FA] Fof3ltH(Level of Evidence: B).

6. 2719 BEHR] Ag5g P2 & B FAS/MIsTEA S 4
2AAE e 2ol ATSAY/HRe] TASAL, Aot A
Zkst Kogulo] Folo] WAl Agole Mehd FdzgeS Aok g
THLevel of Evidence: A), A58 GP TIb/llla A A (eptifibatidel} tirofi-
ban; Level of Evidence: A)U} clopidogrel (-3} &8l o]o] mjd f-x] 8-
02 A2 Level of Evidence: A 215k Bzode Alg Hel|(das)A)
ol 2y} 831 X|gof F7}sFe] Alg-dloF gt (Level of Evidence: C).

(CLASS IIa)

1. 27]9 REA] ASE W2 gk By JAlS/msTRAds 4
7% B4 clopidogrel, of2=u] 3 88314 285 AQele
SR ek Sdo] Ashs EAlolx] A akxdde A8 Ao op
IIb/Ma JAA S F7}sH= Ao] a4 o]t (Level of Evidence: C),

2. 27)0) A%8) A52 AeElE @ Bl dopidogrel (3 £kl
olo] tjel 7] SeFo = A4 7 HFG GP b/ A BFE o83t
LA ARE AFsks Zo] FEldolthlevel of Evidence: B). 8+
ZPe0] o= A= AAHA ¢aL, A9 e SAes A 74

=8 Aol At abciximabo] GP IIb/Illa A A3 x|g¢] dx} A

At Ha 28R ke el AFE- eptifibatidel} tirofibano] T

GP Ila/1lIb A A o]tF (Level of Evidence: B).

Q) Ams HaE o BPEA FA/AISTE RS A
ShlollA], Ak ddzd% Aol bivaliruding 3311 kA
F2 H 43 300 mg9] clopidogrelS A E AxEaleoly ]2 #
FAE Ald Hag 6ARE o] el Foldk Beebd GP b/l JAAE

g A3 S A= "ok (Level of Evidence: B).

o

2

N ol
2
w (I

fu
>

¢

Rl

g ® ol Beoex 1
ol o,
SIS
f &
o o)

(CLASS TIb)

B FASMISTRE S AT St 2716 BEARIE, H]

d: Clopidogrel®} GP IIb/llla AAAE BF Fofali= o] L& golEa= Az
Q2] ASE 7, 191F BA, TEIIL Lolol 518 Zael A Ao] Sl




A9 55 AW A4S eptifibatider} tirofibang 3831 X gAY 72
T FhaTA ol F718le AMgsHE AL FdslthLevel of Evidence: B).

(CLASS I1I)
A9A Fe FAES AP Aol ozl abciximabs Fo3|A= ¢t
=tk (Level of Evidence: A).

Il &S |2
(CLASQ I
2R A MISTRA S A2EF B das 1 2]

ol %ﬁéi—"?ﬂrﬂ] o &L X|F7t FhE oo} gt
a, ALA 282 AYPsH|2 3 SAfollA] Level of Evidence: AY] &-8A4]o]

A& QW& enoxaparin¥} unfractionated heparin®]il, Level of
Evidence: Bo] &-84Jo] &% X8+ bivalirudin®} fondaparinux7} E
She),

b, X&Z A8E Ps7|= 3 gAbollA enoxaparin©]u} unfractionated
heparin(Level of Evidence: A)4} fondaparinux(Level of Evidence: B)Z
ApE o] F8Aol AFHch ofehe] CLASS Tla A ARIE F
szt

¢ BEH ARE VYN & B F 2 9P| £ BAIRE fond
aparinuxZ T] X33t} (Level of Evidence: B).

(CLASS Ila)

B BUBMISTRYS A2ANE BN 2ol nEd Az
2 sl 9 ASeHE, 200 o) BE $352 AT Ao] ohjeha
enoxaparin®]t} fondaparinux’} unfractionated heparin®t} © A3 ==
<11 2] g4 o]tkLevel of Evidence: B),

ld

ll, SFadAEN L SIS M| XZ0M F7180l X2 12 ARR
(CLASS I

z7)dl EEH]] A5E AR 8 Bt FAF /HIST—‘:M.%% Al

E%‘*%‘? ﬂx}ow A FHxPes AT 3= dHe EHE0] B

-

0!

=

o)A gF=vhH B3} ArE AI3Y3lEE slth(Level of Evidence: B).
B FAS/BISTR A S /QEL%"‘-‘"%"IVLVJ\E: F<] IMWalak(e: dal-

tepatin; & 67 7% Heh) ALgo] Her AR R,

_I
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2. ¥
H]

a.

Hz
ol

} A ARgTo R @S B9} ohehd, da ¥
Al3¥ 8 HLevel of Evidence: A).
AN ASH TR BEsie A, Hele 2ol Aol
AFES 2 == 3tk (Level of Evidence: A).
° A R|&=3tH(Level of Evidence: A).
. Clopidogrel2 323+ 1719 o]} A|&3lal(Level of Evidence: A) o)d
o 2+ 1\A7FA] E-8-3lt}(Level of Evidence: B),
. & GP b/ AAIE AMEHEHE FeketehLevel of Evidence: A),
4, 4817t B2k unfractionated heparing A3t Y enoxaparino]ub
fondaparinuxg P 717F B ARE 8UR7FA] A&EIeh a1
A A F= TS (Level of Evidence: A),
H2AES A 5 dEd 23es AdsIR g BebgA FAE/
ST A2BAT SAlME ofgfle} 22 ARES MEEE gt}
of~1l2l.e ]&3lth(Level of Evidence: A),

[e]
=

(ﬁ;

%2
[ rn\;j;li
lo

[ r
o

31

NS

|SH]

b, Aelz s 23&e AlFEl] 5~7Y4 AHE dopidogrel-2 SE3ict

3.4
9
a

b.

C.

(Level of Evidence: B), WheF 0] & t] F3t J3oM 28 o] ot
2 F7RIEEE 8908 F e FolEhd Fio] B oHet &
< = ] W] AlgE 4= gJth(Level of Evidence: C).

. BEY 3 42 Holle A8 GP IB/lla JAIAE FTHITHLe-

vel of Evidence: B).

L B8Rl Ame ot 2ol gtk

1. Unfractionated heparin2 A48 (Level of Evidence: B).

. B $3lE Al 12417FollA] 24417 Aol enoxaparin SEHBFAL,
W Aol Wl unfractionated heparing AR&-3FHLevel of Evid-
ence: B),

3. BE9 9-3l& Al 24417 Aol fondaparinuxs Tk, AU TF

Aol W} unfractionated heparing AR&3M}H(Level of Evidence: B).

4, e 93)1& AlF 3A17E Ao bivaliruding FHsta, Gu] gl

w2} unfractionated heparing AR&-3Hc}H(Level of Evidence: B).

HxPes e 5§ B9 A FAES AlPsIR gk B

AZ/RISTEA S ASBAF SRl o 22 AES whed)

o211 Y& *|<&3tH(Level of Evidence: A).

Wk Wz g AdE] Hol Folsh Ak, 33 89 do

pidogrel& F&J&HH(Level of Evidence: A).

Troponin®] YJoZ 12 Fx} oh2 19 FhajollA] XIehd] Az

no




F&=2 APs7] Aol AFE GP Ib/IMa YA|A|(abciximab, eptifibatide
TE tirofiban)E AAEEA] kthd FofdteE dck(Level of Evidence:
A). A2 bivaliruding EigITHA o}efle] CLASS Ila A|Z-& 7}:1—/;].3].

d. 394 #E9 TS A SAfoa 5SS A §isickd

A 255 F3tch(Level of Evidence: B).

L BExdes AP | Y s AEE B FAS/MIsTEE
56 TS Wl ol AR LIS ke
53 Aol FhadAg A Xge 9d Al A
shel] Fofgttk(Level of Evidence: C), #/d&H FH4ste] F(d!: Bt
| 2 gl ®ol 9l

4 U e HolA B 834 ol SR =
S

F= Algksl= o] Qlvta sldels, ofxy]wy} o

=2 &
—
£ o]z} o —’FL% 33 A7149 55 Alds|oF dHcH(Level of Evid-

ence: C),

. B AAS/MISTRE A S ASAF St Edxdes At
o] BgFNATBo] G AL el A3 obdho} T AYE max
2 g,

a, o~ gL x|&3lt}(Level of Evidence: A)

b, e d#zde A9 Aol clopidogrel g FofslA] gt Hs) 8-aF

P EoJslti(Level of Evidence: A).
c. oA A|ZksE AL GP IIb/Illa JA|A|= ARE-S S8t Level of Evid-
ence: B).
d. F33A Az ofehst Lol WWh,
1. A5% unfractionated heparing Z1tHd d@Z9E A3 Aol Fofs)
oA #4383 48417 = B A7FA] f-R]8HLevel of Evidence: A).
2, A ddxds Aol enoxaparing Folstithd 4 71k F4,
ARE 8AA7kA] FAEEZ dHcH(Level of Evidence: A),
3. Ak d3Hx9<E Ao fondaparinuxE FoJaldobd J4d 71 F
o, AR 8UA7IA] F-AISH=E dltH(Level of Evidence: B).
i, A9 Bzl Bol bivainding ALESE T SlAe] A%
o Wt Feat7u 0.25 mg/kg/hr2 722412744 5418 4= )},
6. REH F2E A7) 2 3t BolAA PAZ/m|STRAANS: A= 3
Aol dazgeolt 5 Fol AARE AldskAl 3T, ofejoh 22
AL s 3
a. o}23|3e 93] A&} (Level of Evidence: A).
b. Clopidogrel-& H4 17HE74A] FA18}2(Level of Evidence: A) 7}34 1
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W7k = ARE-$H(Level of Evidence: B).

. o] Aol Al AFE GP Tb/Ia 2AAI= SH8ltHLevel of Evidence: A).
d. 4847} E<t unfractionated heparing FA15FAY 4 7I7F §<F enox-
aparin®[} fondaparinuxZ AR 8YAIZIA| Fofslal, o]F &34 X
T2 Zthslth(Level of Evidence: A).

7ldl BEH X85 J|2 & B FAS/MISTER S A2
S FAbolM Jhd xS AT she AREEE Ad/sE,
A e A7 FA)e] gl AeEd A FEES SHRIEE

Blth(Level of Evidence: B).

@]

onl R‘N'

jubal

(CLASS Ila)

L FzodE A olFel Az Ao 39 wE FAEs B
3 2o FAFMISTEANS A2ANZ Bl FSIAZ biv-
aliruding FoI3kaL 24 300 mg?] clopidogrelS B#zJE Ha 6417
ol BoJst Ao AFE GP IIb/Illa AAAE Folshs 3 A3
= #oh(Level of Evidence: B).

2. FA TEBo] 40% ol3e]l A9 gk dekzaiss AlFEis Aol =
tHLevel of Evidence: B).

3. 2 FEE] 40% B} Iuhd $E B3l A AJsls o] ErHle

vel of Evidence: B).

(CLASS TIb)

Hz9e Ad o159 X5 Aoz AHud dsd FAlES AlE|=
B FAS/MISTR A S AT S xlollA toponin S4¢]1, Tk
WA SHov e AAtr YRR 4ol gl Sxfala] 1
Hpzgde AlF Ao AFL GP Ib/Illa AAAS AR851A] gttd &
ksl = "Hck(Level of Evidence: C).

o

2 oo
% 1

(CLASS 1II)
T STRA 35 23dod A 9 ASANS == A2 2 How

ZAue 27 Auto] gl BAlo HEE AaLsdAl Art H8Fo] of
ek,




C. 27 HEA BE 44 AR A

(CLASS I)

1. 27 A3 A WS, AR i AT Bxoe ke daxd
29 AU BIPA FABMSTEAYS 240 Do A
2o Wheo] gl WA Welstdon e 414 VAR SHo
2R A9 AABHAAT R T Aol Aol B w4}

3lo] Q= 73-9-olA])(Level of Evidence: B).

P FAIS/ISTRA S A2AAE S 27]0 A E 9ol
Q1 A A1s] IR e BASMISID e daol
Algdd 2717 B ARl gl A9 2] 354 A8 JEHE, ARF 2
He AT 2qon 1gd B9xdes AUDS edthiev of
Evidence: A).

(CLASS IIb)

1.

2719 QPR SR, 27) BEH A, B9l wet derow A
&4 A8E TEFe)S BOgA FASMSTREIS A2 a4

1 O
A the B9 Aot Algzell 5717} He ARe] §iE 7A-9-ellAl)
troponin F491 FAE-S st A Bx] Al7le] 9)Fle] =o AL
25 d2ko g mjalE 4 ¢Jrklevel of Evidence: B), o]# 3x}EoA
Z71e BEAR] ARE Aldek=(27]0l AFA] A8E MWsh= 2
tzste]) Ae @ oJate} dxte] Mo wet 24T 5 dtkLevel of
Evidence: C).
]

LA AR e W AR Qs SR B8 5 sltkllevel of

Evidence: C).

(CLASS IH)

1. =

4 S A, ARF Qe B0 A
7 g% FoE AT e WA u}% B Aol SRS, 2

(ACS),] 7}—/‘401 o stof| A= FHEA] E=tHLevel of Evidence: C),

. AAE 276l R glo] Al el thal FolehA] 92 SAbellAlE =
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Bl & 28 7MY d¥Es denlsiyc
E 2 57| A2 @yo| MY AeN ® o 2FN My

Hshs A Ak 54
A A | QUT Aol /A B S, B AR ofE A|RE
Froll= v e %%4_01]*1 2 298 uol A5
A & 245 (ToT E5= Tl
AR SARAG o2 AR WY A O0R A=
sTEA As}
abrlel A4 FL} ol A SR ARt A= EAsG
Al AR B
HI352 At 919 S4E0] A A%

o7id olde] AuH A TAe WY

5 3% AP

31918 H4=(of|: TIMI, GRACE)

A4 AR Ao mlw

BEH Az | #98 H(ol: TIMI, GRACE)

293 52do] gl deiell A T ojate] Asol s

GRACE: Global Registry of Acute Coronary Event, TIMI: Thrombolysis in Myocardial

Infarction, Tnl: Troponin I, TnT: troponin T

D. 54 A HA¥= J7}

(CLASS T)

1. A= FA ol g Aol B o] SFlA ¥ ~"c}ol AL
AlELR o] oA} ZA71 H A 124|KFolA 24417 7FF HolA] &8 H$- v

ol &% 3} HAAE Al (Level of Evidence: C).

AP 9] ghAfolA] b Al h2 o] EFollA] HE Fdol

W FA7E A 124K 4] 24417 ThE BolA| ¢k A

&5 B3} 7HAAE A8k} (Level of Evidence: C).

A AEEhs A b A HAE, B 85 43 5

71, F14ele) el ARFE) 2 AR, 5

A Z1A sTRAS] o) Zxdoldt 2 abeh, #44 vk, 4

Z& iy, 27|80y digoxin &7} Qi APt &

739 -83}HLevel of Evidence: C),

3H0.10 mvi}t L o3, 24l i, 7 Apek, Al A

;>1)ln_'
B ot dy o
zl‘ﬂﬁi[‘

T o g
J&erin

rE )

Mo o %o
R
En %
o

it

= o
r-{rJ

~
o

b
@2l ol

bk

o

> o
o >
2

2 off
olr
1%
)
L ¥ o
o

o,

>

|95}
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worr
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T o, Z7|8Eolv digoxin BT} QoA 25 Tl = FAl
AE P S SN0 St B 7] 25 F3F AAE Alle §
Al M= G AAPF AR WIAEE U 4= dthlevel of Evidence: B).

5. 9 Aol okag o8t Fal HALE take AL AAIA Aok Q=
(5 B0, FHY, A Adt, Aek Tz 3 23 Ak v FH4d H)
Ao} Al geke] Sl A9 AAEIA AHe 5 F3b HAAE A
Pt & Q1S uf FH3ItH(Level of Evidence: B),

6. AT Fa A5oE A=A = B e HIHFH]] AP 7}

A ka1 =7+ 0]l dHF e A3sloF 3t} (Level of Evidence: B).

F ] WA S5 RlelM WY 2dsolt A e

Al&E Alglo] gle BAloME JA4A 71es FH7RR] 28l vixls
AN Az eofst ArDE Alddgtth(Level of Evidence: B).

i

[¢]

~

2ot Hro mu
o,
o

o

734 gIR|2~Eg](Korea Acute Myocardial Infarction Registry, KA-
MIR)E 45t A7 A AR5, FAARRe 255, Tho] A2, 27
A Bebgide]l g4 A2 & AE e old FeAEEA Y
Y2l o&AA} ot} Esk AU NT-proBNP F&=7f /1€ Fa408%
AL o] BbA Rl oZ<lolct T sTRAAS A2 St dxt

5 FAES Al A 71A-R]e] NT-proBNP 2|7} @] ApdEa

pISTERYS A2AAS BRolN Huld B

=
KeX =] (¢}
kU O 5lX90 S L=
L} L%ulll TQ—]EE %OL W anTs -lo-‘-‘g

14490 A9A BE BALS AFshs Aok Begd @A
SMISTRAS 2B BAeld Az B Adto] gl sy
o] A B FALL AW Agete, Tl S5 5




B3 BEY FALCES BEY SDE B BAF/HISTRA
W% AR B ThEE T Agte] Qo Aol AP
37 o o

gt

o] Alg3tH(Level of Evidence: A).
AT [l 2RSS sl Bobg FAZ/M|STRANS AN
Z AN AFE 4T GP Ib/lla AAAE A= AL dulzo
2 FH== Alebo]ch(Level of Evidence: A).

(CLASS IIa)

1.

RS R EAES BUPH TR TR H2PAE B
oA &2 saphenous vein graft o] QAU ofz] o] Fo] glo
WA oFE X85 Hol Aeoi Agss dEfshes Zlo] ofele w 1
g 4= 9lth(Level of Evidence: C).
B B FAE(EE Y 39S ERMEA AAS/MIsTREAY
& HRNZ BAINA RO 29 skl AdEel Pe T3
3]'93\74‘/} a7 e Afets U e i 3ol AR AR F
T AZ e AE ATo] IAY vHEEA ArtA FHEe gk TA
7t e A 2HsE & oh:]-(Level of Evidence: B).

LU S e A9ehE frold el 24 sy By 3

Hol SlE BoPgA FAIS/MISTRE A g5 ATH NS SaloMs o A&
o} vjws] AHd Fe FAEEE T 3= Aldse Aol v
< 4 9th(Level of Evidence: B).

AR e aejslol sk foldt ol (PR U 50% %u GRS

o] ¥ FHFH AtEH z]ﬂol U= :d—ZM]}\i s L3)=E Al
sP7lolle FAdetal, @dxdes Adcke A @9y os HO]”@O]‘
o 7 SAlse] Hadk B Aeole By #Ed FAss A6t
= AL 188 4 Yrh(Level of Evidence: B).

(CLASS IIb)

1.

Eehgd FAS/ISTEA s ASBAS SAollr 193 B0l Sl=

2o, OFE 22 UYL N EE I o)te] wmo| glo] R X2

vto 2 3 o] o|YA|KA| k& 7hEAdo] e xloM= vl Pkt

HAHPYE ofg] &g IAHIPE B9 A5 FAleS Adshke 3e 2
3t 2= gJth(Level of Evidence: B).

ZAud B SAes E A5E U e IR ) =E v g3

oh‘.




o
=
ol

—?—Oﬂ}ﬂ AgsE 4 A}ﬂ—(Level of Evidence: B),

(CLASS III)

1. A9 ds9 FASEE Y 382 Fofdt 95 A8 &
e Agte] gle Ul e 2l E3E AHs W 23 SxjolA
Al F2do] gAY F2d¢] uehe A2 PR IsE F4d 7hsAdel ¥
o} Hol& A9 vzlEA ZAtlA S&8e A7} gl Bolle Aldst

e —ir A3kA] =rh(Level of Evidence: C).

AS/BISTR A ATAAZS BxoA] 198 5] gle

Aol VN B I oPde] e Aol e AN k= AFRE

Al=al A OL%U]"]' olefje] A1gF Z Ul o) wHEshe A9Etd A

A A5 FAES Ak g FHA gtk

o o
ol
ok
n:BL

a. 918 Aol 2R Joowt F3kE 7d-9-(Level of Evidence: C)

b, BE B Ex A Wio] 494 e TRl 33 St
olg]g] Hols 725 /HAA 9= EEH(Leve of Evidence: C)

c. A& TE olgg oy APLEY] Y¥o] =2 ul(Level of Evidence: C)

d. 94 oJn)7) gl HH(50% nleke] AAET 32 (Level of Evidence:
o)

e. Fost A5 WFe o] QoA Ted 93l& AldS 1
3= A9-(Level of Evidence: B)

3. SrgE Adelel vISTRENS ATB A% Sxfolx] A7)zl A3 HAo] gl
= AA Ko Wl A e SRl 2850 ofthlevel of

Evidence: B).

>
U

= 744 A 2=E 2] (Korea Acute Myocardial Infarction Registry, KA-
MIR)E #48 23 ~elEs] FRel das|A x571 et #o]3(Cypher)
o} BA2(Taxus) 2RIEZE Zo48d AR 9l 26E J35 wAo] Ao
7 glole). T, BReEAUEE FANTAAGAA e v
& HY F2A8H AR LS VI Akgd S o

T o
¢

“t
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B.

o 934

o

(CLASS I)

1

WEY $3lee ol A WHo G0 oldel JF) Sle BEA
FHA1Z/m|STEA 732Z B}l A F=H K (Level of Evidence: A),

e e
] $Ejee baT Alt] g B WIS 42

4% el S}, 5] 2 Rl e A AL 0
Al FEg <50%)(Level of Evidence: A).

o)

L EH 93%e feld 29 AU Pule] Qi olFe Aol 3

Aol FHkEe] AU AN AT 3o S B &
AlZ/B|STEAA)S AZAMZ skalo|a] 3 Eoh(Level of Evidence: A).

BB S35 Bud ARF 2ol Mol oh A} e A 0w

B7Fs3kal Fuighe] e X 5ol vhSSkA| e A 3ol =
EolAA] HAZ/M|STEANS A4S SAtollM =3 EtkLevel of Evid-

ence: B),

L BE SIS AU B FADL Fold 291 205497

Wre] Fak oo} Jagle] e F99] AEiTe] THEAAG fE
ZArtollA Y E T &l TdEH S oldd Ao B FA
</ H]STHXqﬂ’% AZH AL FAloll A FH Fk(Level of Evidence: B).

Tt FHkEo] IR o W
°] Oﬂ A dd Agke] EqA AAS/MISTR A S A28
= 3A}oll F Hck(Level of Evidence: A).

(CLASS TIa)

1

e H} o]50] =& 4 UtH(level of Evidence: B).

FEXEE U JE Ty Ake] B FAS/MISTR AN A2
A5 FAtelA] WEEHE o] &st 5™ 93les Aldshs A ddsith
(Level of Evidence: B).

53] st dds FHdhs ool frofgh Yol 3 % o
chibg Balgulol R Sidol Sl BPYR R ISTRNS A2
AL Ao FF 3ES TS AL FEslth(Level of Ev1d—

4. ¥




B
_ﬂ
)
g =
Lo
2

\
ol
i

o
o
N
ué
ry
o
ol
o,
i)
32
)
=
:10
>
é
2
9
i)
o
32

5. s 23w 22 vy 4*%“" H 2 frofgh 29 skl ¥
do] S AR Aol YR HABOISTE RS H2AE @
ApollA] eFER| 59} vlwe w] o o2& 4= Jth(Level of Evidence: B).

6. B 93¢ T Aud e TS TEY A8 0 S gl
A3 d gxlolA] Algsl= Ao] ddslth(Level of Evidence: B).

(CLASS TIb)

29n AaAE TeeA 23 e Rele) 84 Aol dE B
T o8 At EFA FAS/MISTR DS HASRAS &
74 AdF 8Ho] HAHo] olyAY ke VeH o Ebsd A
FEes 1 F ATHERF He R AEiZe] FHEN 4
At gl &3l S o] T Al CLASS 198 7HFHTH (Level
of Evidence: B),

A
TP

(CLASS TII)

Rl B4 el ghs Tl S olgih A Bjol, S0 ¢l
AT Z=2Fo] QAut Al 3] ¢Jgt sPsAdo] v wjEEA 7
o] §l& A%, e $ie e B9F dEY SAee FAHA %}%

(Level of Evidence: C).

U] A7 IR 2=E 8] (Korea Acute Myocardial Infarction Registry, KA-
MIRE 248 23 FAHE7 0] B A e, we olde A
92 710 vk wmalel el 4 Weks F1e AolE Aol fAk )
A s lFE welh wek, Aol Ay BTE 7l Bt stoeke
7] dA =, HY 2 HY T A5 QoA EREEs 7 e 22
5o A28 Aol & Aol

371 QOAE, 99 2 199 F A=
A, oHEaM 2 oHEAHg

(CLASS I)
1. #59 AR SHE BRI Al axo] A = AR 8
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L BE B JAS/mIsTRES S A

B A MISTR S Al

Tl AL B FAS/MISTEA S A2385 A5 949
Z BPAB A3 FEEL HY Fol X&3lof st Be] Sto
g8t 4 9Jth(Level of Evidence: C).

—= [

%1 AR

rl

;e YE

w200 m
X 52 wojof &

YA A3 e 2 golg AY
THLevel of Evidence: C).

,d
Bl

[e5

>~
)4

WS FAEL Y A A2sE o
3} B ASANE o 223 W"H, T 3% A A A9A SE3IE
= "h=X] W8-S Wolo} 3t} (Level of Evidence: C),
B FAS/ISTRER S A2AAS Tof IAET H3AENA
A A ok T/, 54, &% ¥ix 283 Fag F2E gk 5o
Llojo} 3tk (Level of Evidence: C).
A SIS ARG 7l HEN 20 31 2
She 50 BAT A% WA 2ol BEE 2 TR A
0011*1 Hojufol 6“4 HioF - BHEZ e §5o] S 3HHA
A2 UEZZ e ES 14 BE83lwE wsdolo} gtk Y
aﬂl e dslgds H-8skar 5o 1]‘4 ool A=A A o
stEE Aol ﬂﬂ' 71 e ARIEL 1199 Hslste] SFsAAE
7VEstelol gtk SFel=AATL PEE]E B A Y T AA
oA F7HA<l ‘4 EZSYMESGR (M0 R 23)) 588 4 drklevel
of Evidence: C).

2 o 2
S o
o,

i
oﬂ,

L%‘

539 ME E BEh TR A2 $5A EE F4 3 35

WS A0 FAE 2 U ol Wk e H2s ok A
ARskal o]d 7 F71AQl AA B A 5e] e oiE dds)y] 28 &
2= Apale] Fx]19E 41435 HE=3]oF 3t} (Level of Evidence: C).

o

B. 717 kEA8 9 o)Ak o

|, ST

(CLASS I)

1, 2"HE 4] Qlo] GFEX8E whe BekgA] PAS/mISTR NS A7
A% k= w75 mgollA] 162 mg of2=T] g A Fofsiok sohLevel
of Evidence: A). Clopidogrel 75 mg= 43} 3+ Y(Level of Evidence: A),
oo 2 1\d71A](Level of Evidence: B) Y Foisfjo} it}

2, ek 2RIE 41Q1g whe Bt A/ ST ds A2 A5 3t




= okauE 162004 325 mg U %%"ii Ha 12 B wid Fols
oF 3tH(Level of Evidence: B), )% o}A~u|#lS- 75 mgollA] 162 mg LU
o g HA Fofafo} slth(Level of Evidence: B); clopidogrel 75 mg €Y
faFo 2 43k 3F D(level of Evidence: A), o202 1d71R] FoF
ofo} SHEE 0] S7E0] A& B9 Hi 277 Fouofof g},
3. OFE 82 ~EHEE 2l9] uke BolAA FAIZ/H|STE AN A4
= o~y #S 1620014 325 mg €Y {30 F sirolimus 5 2HE
A Al 51’\ 3719 &<t paclitaxel & =®IE 44Q] Al & oiE B¢
jd Fof & 75 mgolA] 162 mg YUY S0 HA Fofsfjof shh(Level
of Evidence: B), ¢F& 8% ~EIEE 9] whe RE 3lajolA] clopidogrel
75 mg A £ FH2A 12719 o] FojE|ojof Stk (Level of Evidence: B).
4, BRMEA PAIB/MISTRA 45 ASBAZ AN 35F2 34 F of=y)
d 27150 A NS e A3P] AR okaTE E8SHA X
3= 7% 4 clopidogrel(AT2 vl 75 mg)E, E ticlopidine(F7]
o] gle Aoz A= Aol Et(Level of evidence: A),

of

(CLASS Tla)

del7t el diste] defsta s B JAS/MIsTE s A
SHNZEAE A5)A BEY B T A4S olulwlo AR Aol
(100 mgellA] 200 mg) &F3lcH(Level of Evidence: C).

(CLASS TIb)
e Ane AgFol s BVIY PUFSTRANS A2HAF B

ZFAlE= INR 2,004 3.0 A}ou 2817 28l elukelte S71scK(Level of
Evidence: B).

(CLASS 1II)
Dipyridamole—o— a7} Ud=EA] o
ANZ F Ao PALBAE S

2 &
ﬂ —|—'
rlr
i o

F o
Mgk
e e

4 Yo
o Az

e -
)\1

>~o.3.

A0 2 ALalL shlele taa o] Mgzl B A¢ AR
s, A g 84 38

lopidogrelo] Fofulil gl ek, 3 T2 24

$, international normalized ratioZ 2, A

O
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Il HIE} R

(CLASS T)

1. B9 FAS/MISTRED IS A2 AZ A 318 22 BE Fafolr wl
B} 2iAll 57171 §lE & WiE 29A] 285 U o] FHAYET
xe] 79~ CLASS Ia AL 3=). F237100 AlF8A] Eeichd Bebg A
HAE/RISTE A s A2 LA A ol A8t shv, J7
Ao g Fofdl= Zlo] Et}(Level of evidence: B).

2, 55 WA S5 A FH] e B FAS/MISTREE S A
SRS A= HrlH o2 89S WA HiEr APAlE Folsle Aol
Zt}H(Level of evidence: B).

(CLASS Tla)
ERPEA FASMISTREES A2AATdIA BE S AdFe
AANE % A 7150l Adolx, AT S A7, 2AF
227} ghe A9 2717F fled wiek 2eAlE Fofsles Zlo] fdsithLevel
of Evidence: A),
I, Renin-Angiotensin-Aldosterone A|AE! o1x| x|
(CLASS I)
1. QMR QHIA Heka s @.Xﬂxﬂé— SEA ARA, 2 TSR AGTEE 40%
oleh), BEY W= vt THE BN FAS/HISTE A s A2

Sl FkajolA 717]' glod otHoz Fofdof dtth(Level of Evid-
ence: A).

2. WA B2 ARAEHA AR Al FEE 40% HIE] E9HEA
AAS/HISTEAYS A278AS SAtollx A HL] AEkas AAA7}
FARS B AR A AAAE H A Al Aol ghthLevel of
Evidence: A).

3. AzgF] AL HEaL AAIE Foita JOoHME 2 T
& 40% olsto]dA AFA Sl Y Tt Sl A S, A
g A7) At glan@A Aol A aE >30ml/min) AAFIF0
(@A 2 <5.0mEq/L) B FAS/MISTE RS AS8<
A FAlAE dE2EHE 83 AAE A7 Fofahks Aol

(Level of evidence: A),

)




(CLASS TIa)

| RO A AEEA s 2 SR AT RS o olsh, A%

EMA FASMISTREA S A28 AF BolA =
717} glew Eosh= Aol $hdsith(Level of evidence: A).

2, QHAQRA ABEL A ARG B B TRE 0% o
Aol Bkatol|a] Fofdl= Ao| 3t Level of evidence: A).

3, oA PAZMSTE GRS AT B} 0B AREL o

ARE & AA L A, A T pristEo JRdont 44

TEE 40% Pvel A7t ok, A eRIA A3kE A A 2l kA
QHEAl F8A AAAS teto g ARRSE 4= Qltk(Level of Evidence: A).

= Bt gl 2

(CLASS TIb)
QHA2HR AL A FAAN gA AeAle] BT o
A2l Al P S AL $4 A O Fofo
sk A%HoE AnAel el gl A4 Fagel 4’ vl o
B4 QBSR4 4SS kel A1 Aol wele) ¥+

lth(Level of Evidence: B).

V. HEZZE|M 2
(CLASS I)
YEZZFgAHE 38 245 F34 F)(Level of Evidence: C).

V. 2 S2 At

(CLASS I)

1. 25 G2 AdAlE S8 54 A=A wEr AdATE 2371 gl B9
ZH ¥} (Level of Evidence: B)

2. T B2 AR 518 323 Azl Het AgkArt S710 284
e S dod= o—?— —i,—%ﬂ H}(Level of Evidence: C).

VI, etfgl

(CLASS I)
ofzu]@l gl clopidogrela} 97 ohutgl A2 S F7ioh dAutE o
ormg Fo] zZ1o #zbo] FQdlth(Level of Evidence: A).

h: Q=22 2PekA] ek ok 29l Fhajolla o] o] P dSH vl gle
BE FAEA et
it —'—EH dihydropyridineZ]] ZHg &= 2btAl= dlsfof i},

90



(CLASS TIb)

bk TE(NR 2.5-3.5) B A8 okl date] B3 227581 mg,
INR 2.0-2.5) clopidogrel Al-g-¢] EZ 835U B7ls3st 28] v 11
T AEBAS SAjoa] g3t (Level of Evidence: B).

VI, XIZ 22|
(CLASS I)

1 TR 2 SolHgl m&o] AlgEofof ghrt,

a. 9 242 J BE Bxpe] 3EAE 223l Pyt Al Eofof gtk
(Level of Evidence: C).

b. HMG-CoA 3HIA| xlAR= 7]#] IDL FH2HlE +4 2 3% ¥
agle] ARR QW vk A XS FV1F50] gl B g4l
F/HISTR S AEA8E § SAollA| Fof=ofo gitH(Level of Evid-
ence: A),

c. YAAtA A AstAlE 5 Y3 Aok gitk(Level of Evidence: A),

d. AEE Ak FE2EHEo| 5100 mg/dl) B84 HA4lS/8IsT
TSNS ALE AT S 2EE 100 mg/dL ]3] =
317] Slal ZE2HE Aet S A Bx= Adslete] gitklLevel of Evid-
ence: A). AL Achll FE2EHES 70 mg/dL o3l S A
FSFCH(CLASS 1la, Level of Evidence: A),

e, AWE A FH2E|Eo] HFA s £ °] aEE A e
29262 (non-HDL-C)S 3= x|2dhL 3 ¥tk(level of Evid-
ence: B).

f. BE Fxplr] 2o] e ZapAH(HAZRZ Y] 7% nlvh, FHHE
(&7 200 mg m¥h B EdWx ZHKE oA 1% mvh JHE F0l
AL EFH o) dtk(level of Evidence: B).
1€:2]9] 53} A5 FHdo] FHH}H(Level of Evidence: B),

3 o] T4 A 9 HadE Au FY2HE X5 ER0] o}
A A7} 200-499 mg/dL w H)ardE Akl SH2EHES 130
g/dL m|Rke 2 {-x]J5}e] Hh(Level of evidence: B),

b, F8A F217F 500 mg/dL o)dd w) 7 olg fiste] A= A
W FHzeEe] Adetar] AlSly] A fibrate EEE niacing AMESF
AL Faaict TR Aeke & Ade A YIS
B FAR 88k Zo] FHEr. heehd vjads A Z

j* Non-HDL-C=total cholesterol-HDL-C

~ . aQ
e =] O{Nﬁﬂrlr ol
o af o

d
\




S|/ Ad aens A

ZH|E 130 mg/dL oJ3l7} ExEhLevel of evidence: C).

(CLASS IIa)

ot 22 AE g e B8] "ok

a, AYUE ekl ZY2AEH 2L 70 mg/dL olala viE AL SHslthLe-
vel of Evidence: A).

b, 714 AU= Akl Fe 28 &S 70-100 mg/dLY A, AdE 2|k
FY2HE-S 70mg/dL oJal2 Y= AL st Level of Evidence: B).

c. W% ekl FE 2SS 100 mg/dL o3l W= RS s,
FRAY A7 200-499 mg/dLY W HludE g ZH2HEL
130 mg/dL M|ke 2 FA3= Ao] Fdslth(Level of evidence: B),

d. S8AME sk & vladE A FH2EES v e A5y
© 2 niacin =+ fibrateS ¥E3}3IC}

e. AL Ak FH2HE FX|7}F 40 mg/dL o3kl B-l(AEE A
ol ZY2HE A8t ) YzZe K niacin) 2 fibrate(fenofibrate, gem-
fibrozil)& 83 X8 kA2 ARg-E 4 dthlevel of evidence: B),

f. SAE A7} 200 mg/dL o3l A-l(AEE ATl | 2eE 7
3} &) Y=l XK niacin) % fibrate(fenofibrate, gemfibrozil)-& 83+ 2|
7 o2 AFE 4 9thLevel of evidence: B).

g. 21& stanol 2 sterol(Y 2 g) T FAA AFES(LY 10 g o F

7 AT Aokl ZY 282 Aol $9dsitHLevel of Evidence: C).

(CLASS TIb)

AAFAE 8 VS == AEFHR Qvrk3 At AFE s
AL deit) AsE FAAAEES dME o B2 S3H2g-4 g/d)o]
A8 A2 Yol A2 4 Y}(Level of Evidence: B).

ViIl, &oF =H
(CLASS T)

3QF2 Joint National Committee on Prevention, Detection, Evaluation, and
Treatment of High Blood Pressure guidelinesol] whg} Z&sc(of: dubd o
= 140/90 mmHg o|3l= Z&3hH, iz} vk AlHAdo] 9l wiE 130/80
mmHg ©|3}2 Z&)(Level of Evidence: A), F7}4<l dde] Xz} 24 W
#e ofehs} Lk

a. e AT 24, A e 7L &5 A, UEF A 3 A
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gk Fdt QA ae|ar ARG AFe] v S T AL FHe |
3= AlREAY R|&3ledof $Hh(Level of Evidence: B).

b, Ego] 140/90 mmHg oL Bt W 2o glowa] 130/
80 mmHg o|) FAEL FY ko] 7Pt dashH, X5 el At
A eEA 8L ABtEs JAAR ARlE $REe HE et =
3l7] Yol oA 58 F7t=E ARR38HT}(Level of Evidence: A).

X, it
(CLASS T)
I LT} 7% ofste] EEElEE A Fate] Wzl ofF X=E T
F=S #Agldtodol gt} (Level of Evidence: B). B9 #ale ofgfe] A}
& Z3s)of gtk
a, WIEA] ofg] SRIAE] HEAS A AA EF, AT 4, 8
x4, FYzEE ) AU A& & AL gtkLevel of Evid-
ence: B).

b, $xte] Azt Fg oAt WEHWH oife} FHzIste] Fixte] drls
28 3= Ao] F-&3HLevel of Evidence: C).

il

Xa ¢
(CLASS I)

FIE AL 7P ol AelA Ehl A7]el =ES T RS At
Fg e WY gavien, S5 meoadel Aesrht ok Ara]
el AEFS E3H AlAEHE Zlo] HF-8310H5 Ar Ask, Advise, Assess, Assist,
Arrange)(Level of Evidence: B).

X A= =A™
(CLASS I)
uf] HHE A] vl AR A EEA]SE(body mass index, BMDY &2lEEE S35}
o] A% 24 Prlalor gt AAALATE 18.5-24.9 kg/m’, SlZE(F
FE5olA B3 SA)= FAPolA 4091A] ol8) dARlelME 35%1%] o]&f
2 248 S A3 Level of Evidence: B), 7129l A& 24S 93t
A3 AR obefet 2k
a. o HHE A vk, AADGFAFE 18,5~24.9 kg/m’ol] B s 4]
317] {3, ARst A 53, A2 43 28 dAe g =2
a3e B8 Als FR/ARE AEFHeR Ay s Ao f83thLe-




vel of Evidence: B).

b, "ok o ellA] SleEd7t 35211 o), Al 40Q1A] o) FolH A
& gkl wskE Adalolol anl, 4egol Hrbd gAETEol %
sto] A7 A2HS 1SR (Level of Evidence: B).

c. AT Y A BIEE 7IA AFY oF 100 o gt} H3xol &
‘é}d =, FHAR] e B8l ATl It A&H s AT

Al&3HHLevel of Evidence: B).

X, Al &5

(CLASS I)

1. EMR FAIS/MISTR A S A23A5 B W 9 24 s 7
wog Fol, Bel AR Wt oot B, ol vg
U &5 ArE Foke] AE AR
Evidence: B).

2. By JAlS/mIsTEANS ASANS 318 35, 7} el &5 A
ol Ax/A7E B3 A AL Sollx &ds] A7) 22 A
EES BHF 30~60%, T 7EEHE F 59 A shes A ekl F
oA 2 F A7), AL 717, FF D)(Level of Evidence: B).

3. BRMER JASMISTEA S A278A5 84 FollA, vkt =4 7}
5% 99 A A A8 £F A} Hed FEE w1 9
& sial= A AE/2x) ok =2 23S Al 3ck(Level of Evidence: B),

(CLASS 1Ib)
A Gss 57 E u), F 29 AP F(resistance training)& 33} 3
= Ao] ggl&o|tk(Level of Evidence: C).

Xl &5 12
(CLASS I)

W Ay B S ARHCE WS e Fol, BAEL E4a 4o
diafi(el: AL B3 571, A 2027, nid 4, 3¢t &) &5 7FeEA,
ok @A) 0 wolol @it} £, e el ¥, 4 Aol Balehix
AAQl AAgo] B 3}cHLevel of Evidence: C),

—U_El
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XV, CIZFAIX}
(CLASS I)

AR ARE A7 Ak o
of Evidence: B).

L
"o,
il ]

t
2,
by
2
ol
ol

& A3 (Level

X, 285
(CLASS IIa)

BP9 GBS ADANE BASE 9850 Ui AEe
g sk, FaA ARS s ATl sk Zlo] gl o]tk (Le-

vel of Evidence: B),

XVI, H|AH|Z0|=A Shdx|
(CLASS I)

Eds FE uf, x| v S2AA Evgde] A87F HadkA] Hrt
stolof ah, X|57F Hasirhd wAlH #e] o R HIstool gt &
= 9d3l= oM Eolm| e, Akl nlekA %A EE nonacetylated salicy-
lateA)| 2 A]ZF8IcH(Level of Evidence: C).

(CLASS Ila)

ko 22 oA Eoln]isl, Agko] nlekA] %A B nonacetylated salicy-
laeA| 2 E77} BF5 S, naproxen 22 COX-2 HAEA H|2H Zol=
A AR S ARRE= Ao el o]tk (Level of Evidence: C),

(CLASS 1Ib)

A COxX-2 ey HlzB|Ro]=/d grdAl= ol Eoln| s, A-wFo] wh
kA ZZA|, nonacetylated salicylated] = COX-2 H|AEIA] H] 2 H|Zo|=
A FIAE dAH R Xz HBEP o BHzte] A&E o 1y v
2E Aol FPssh mah ol AP Ae 8 SRk Agslol Bt
(Level of Evidence: C).

(CLASS I1I)

gl Cox-2 g4 vjzE|Zo]|=A A= of M Eoln|=a, Avke] wh
k4] ZI%A), nonacetylated salicylate#]] B=i= H]AElA] H]2H Zo|=A] 31|
2 53 g8t FES v SEEA Eute] e BoY HAS/H|STR
Arls A2AAZE Ao Al FofslA] Wolol dHh(Level of Evidence: C).




S183 848 aeds Aad

XV S22 A=

(CLASS III)

1.

H7 odollr] EHEE FAS/RISTEA S AT olFd, d=E
2 z2ARd B oW 52 ol2ERZ dEe] s X8 Y
g 22} S M e AR Bolek gitKLevel of Evid-

ence: A),

o] drEZAY Z2A~E B 9 T2 rERZ TEe s28
AgE W gy #1743 @**011*1 dutzlom By HAalZ/misTRA
A ATAAZ olF e TEE XEE A&3IA| olok Fit}, T

1~29d O]/_ﬂ’?— 1 A5E AR & vl gle 285 o3 328 XsE
AlZRE AFEAAN A&H 0B BETE -?:L‘ﬂr“ﬂ, AEH Akt
SHEF 3‘?3) Ee HEFZEZAY] nydTds
APz} &35 2 Hrlste] AAstoor gt} g7} Hol
Zo= T2E X8E Fudlodo} stk (Level of Evidence: B),

XV g4ttt Sk
(CLASS 11I)

1

. @tsk el BEAI(TE HiER E, C B WER 7RRRDE E9ME 3

AF/MISTRA S 285 %7\]'— W 27 oS SsiAE ARESEA
Tolo} slc}(Level of Evidence: A).

. ulEk) Bos} B12 E3} ofs} wA] glol ke BergY WAZMIsTEA

I AT BAECIN 22k S Sl ARSSHA] otok ditk(Le-

vel of Evidence: A),

C HY F F4 23

(CLASS I)
1. BorE FAS/ISTRA S HAE A o]F M EY wsdls B9,
22L 5 g3 59 AE(ESS0] He A, AAE2a) o ==

L RER A Ao RS B AUF/MISTRANS A

s I Fel s A9, 2ok 1A 2 A sl

& e A AE P 245
OMML LAR=E A= 14‘?4 ool WAL vl WEdte ok FHk(level
of Evidence: C).

T

=
A F olFdx APdshe BEE AATe] B B ASE @Qﬁ}ﬂ
u, A3 o X g% B8k 48K Canadian Cardiovascular Society
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CLASS III) WHHd HAE S48 A8 & v, AdF 8o 7lssitha &
gk Ao s 29ES AY ]—0:10]: 3t} (Level of Evidence: B),

3. oMY PAS/MSTEE NS AT Safolla] 24 &2 Al ok
3 FAsel AL dals S48l %’31" o= o E Wdsddt] &
3 712 k2 A FE 3ledof glt(Level of Evidence: B),

4, B JAS/HISTRA NS ASA8F 5 Ak} o531 Afolo At
o 9% & WS AR PN AR SRS Fol7] N EAHe)
YA} AEo] Fut xojo} dr}(Level of Evidence: B).

o

D. A% A
(CLASS I)

A AR oY ZEIYE B WA MISTRANS 227
B FolH T 24 P 93 AR A, FEE w29l
T oAA AR 5 Ay A7t Hagk $AlEei S ETHLevel
Evidence: B).

ot ofy

f

Q

6. 59U 15

A, oy

(CLASS I)

1By PalzmlsTRAR

% =

Az} 27 della] FdT FUSE o X85 wolof 3, 3 AuA|
o} FaA & AAA ATH A 715l Fsfok sk Aoz
AEE oke] &7k AR AFgdl ZAste Aok th(level of
Evidence: B).

2. B FASMISTRE S AT AF] B dAdoa vzlEHd
Al HgFe PNl HEZ0 FALEFTHLevel of Evidences B),

3. odellx] H5A A8 o] Pash 9ol AL AR G AL
&K (Level of Evidence: B).

4, AgJee] ofAdollM, BEA A7 Agko| A HrLevel of Evidence: B),

] A4 FlA|2E#](Korea Acute Myocardial Infarction Registry, KA-
MIRE NG s 74 Aeadel el A4l AR ol 257t
A o] A AL I, RS R AR
A A5 FAES I TR WAgle] AR ARbeAl o AA WA




5183448 seds Avd

o A g Sl A I3
NSTEMIS] A ool sisith FAAEAA F FadHRAd Bae

ofzbell A o =3 3}.3”

B. ¥x4 &x

(CLASS I)

L BOY FABMSTRASS ADANF BN F47) oFE AEsh,
2EYA HAE T3 @3 2ded bR 2S AEA oF

o thet AAe G fel #A glol %*}*S}D}(Level of Evidence: A).

2. BQRY FUBMISTEANS A2AAF] BT BE G B4
] American Diabetes Association¥} American College of Endocrinology
o dagt H B de] Vel vt A4 " 2ds sfelof g
o} 22 B3E 2 89 110 mg/dL o]8}, 281 3 F 1 B2 8
ol 180 mg/dL oJst& gt B9 o|F-o] X8 Ei= 38} A 7% o]
32 3Hch(Level of Evidence: B).

3. B FAS/MISTRE S ATl AT RE B Sl
GP IIb/llla JAAS AW Fof & AL BA3HLevel of Evidence: A),
Pt Q&= SAboA X587} 3 Eltk(Level of Evidence: B).

(CLASS IIa)
1 B A8S 31 Qe 3 5 EE FAS/mISTE RS AE
Zox o Agkd Aol Ui Hs oldst B $3]5Eo]
A A5 =A% "1}t X8 a9 Y3t Level of Evidence: B).
2, o] Qe B JAUSMISTREE S A244S SAoa B3

s @%O]E’i/ﬂ &o| fikd wi= A4 #F FAleS AlF ks Alo]
e]Z] o]tk (Level of Evidence: B).
3. BHo] JE B FASMISTRE S A2RAE EA4EL, 94
(T8 39 B¢ 7ol 150 mg/dL ©]d}, o]Fell=

o &

—{Oi
o,

= do| 80~110
mg/dLo 2 §AHES H2Hel olgel AEE s Aol Feloltle:

vel of Evidence: B).

T

C. #EY 9355 e B4

(CLASS T)

L BE Sal5ee AR uekd Bobdd FAB/MISTR S A
(oI =]

Z daje] obg ARt WY S35 A

@
M=
N,
&2
f
ro
o,
ofl
o)
o>
olN
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/ST s ASAAE Aol 59s A3l mErH(Level of Evid-
ence: C).

2, teksl SRk vt vHEAQl S| A rhsAdel A7) wheel, &
B 98pg A Uekd BRY PAB SRS HEHAS
A= A 29 Alddl gt 7lEe] AideR d dAsTHLevel
of Evidence: C).

Lo

(CLASS IIa)
1. BePdE JAS/mISTRASS ASANT Sxbollx] o]2]3t Bajdue]
(53] HslAlo] 75 FFshe o2 d
= sk Blo] g
o}, BAMe| 5422
o] 3] & o|th(Level of Evidence: C) (&2 F9o AFE FFsl= ol
A, 7Fssichd o2l HuHc 7|E W] FAES Aldshs Aol Uit
Zog MEH}).

DI 3
1 B9 R dAS/IsTR s AdASol AR ae] éxte] 547

ol
N
2
)
1l
=)
J

of r2 tr 1o Mo

9E JA & A2 To] WASE F] kx| X =
7141 volgt At k=M, dvkA 1% e, 715 1A
2, SRk A3 7 o aza $ake] AE SHd B T 3 4
© 2 31#3}odo} st} (Level of Evidence: B).
5. BURY WABISTRLE ASANZ] WA 13l Bl oF

E AEE A T o Hdg §FARATH AA oAREd oet 24)
Folaledof st} dushd tiFiEe] A} oFE-E3 8K pharmacokinetics)
HEgee] ke, AV s Asl, AEEe] Ash oheepharma-
codynamics)2|(A 8 E89] = Z7D Wit 7] uEoltKLevel
of Evidence: B).

4 By PAZMISTEANS A2ANZ0] s 1] FaolA] B
& o] wls AEF 2wl 7] Al J¥mE ke, AeE A
ool ofdt A o5 F A §

o
)
T
-
QL
2

i

|57} EFEHLevel of

Evidence: B).




5. BoPER JAS/MISTR D 4 A2dATe] BAs 1y e A8
ox] gajet 715e] e, dhol Aol thigh olgr, S50l gk 7, At

35314 2po]E a1 3Fedo} 3tH(Level of Evidence: C).

E Wb AR
(CLASS I)

1. B9MHE FAS/MISTER S AANT AN Zgoled Hag
g 248, Agon sk oke 4ds Sk 2uselol drkie
vel of Evidence: B).

2, dHxgdes AlY e v AR SxlrE, e 29AE A8

o] ¥ A3 H}H(Level of Evidence: A),

F

U A2 #lA2=E 2] (Korea Acute Myocardial Infarction Registry, KA-

A=
MIRE 43 27 574 A4 849 GFrel Y2 @ 271s2
e WE FEAL HIF el okE 3 @ creatinine T

2 oAb Uy Ane dais a3 d@agons fxel Als
< 2% Aol

F. Z7}¢13} wgtsdelql (methamphetamine) A8}
{CLASS I)

L 3719 AL B STRAAS i sgo] glom s1gA §3 Bl 5

e m= JERZgAY det == AW Rojol A4 B2 AuAS
A e ATE Fogle 31 ¥sth(Level of Evidence: ©).

2 UszZede) 24 52 A8 5o o) Fdw A&Hos 5154
w g3izfe] glon] STRANEe] Hol glom, Fhsa S7How

A o

B
T 2YPeS Ak, ke Exdo g ek vt W Ao
9 SAES Aldselok dt(Level of Evidence: C),

3. YERZE AT g B2 ADA Fo o|Folx &Koz P F
5 BHgto] glon STl Hol e EAelA, dEH 2wl &
7Fsstal 571%0] gl ol Afa &3 X=7t frgslth(level of Evid-
ence: C)

(CLASS IIa)

1. 327R1 AN 5 2 A o7 A ST S] slot s3] o]
g o) YERIEAR ot B Zg T2 A Tk Zaph SlrkLe-
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vel of Evidence: C).

2 T4 AFE F SN B gl SLORA] STRASHEONY ol ol
Holx| & Toke] WPt e EAelM, UERITA- ov s T2
AL ghgo] gls w] FEH odso] Al Zhssithd AR ETHLe-
vel of Evidence: C).

3. mEHER AREALIA ERME HAS/RISTE A S A28 A=
= 371l ARE Ao} fAFsITHLevel of Evidence: C).

(CLASS TIb)
& A7F oluloll YERZ Aol 24 B2 kA 2o g3 dgAs
=ojat :7el AL SabollA] TEgHEEY] e 150 mmHg o])olut Hl
2(1003] ool sRHE e Lubel wiel B3 2P| (oll: labetalol)7} Ff
7} grelF o]th(Level of Evidence: C),

(CLASS 1II)

7R AR F FEo] ot sTRAET Tuke] WP} glon] 2Ed> ||
ZES} A BAZAA HAAPE BT S0 Beole e 2gse] 3%
FA] ¢F=tH(Level of Evidence: C).

G. o8 (Prinzmetal's) A=

(CLASS T)

1. o] TAT u rAR] A2 3™l AU STRA 5] Qlof A5
AZo] AH o7 oHE uf A 7HALe] Z-8Fo] Hh(Level of Evid-
ence: A).

2, GAIHO R FEo] QoA STRA 5ol Futule SAtox] dad 29
%o] F7EH(Level of Bvidence: B).

3. {EH ZodeoA] Fdd BFEH Adle] gl olF FAF FAbolA U
o|Ed o] Ext 5&% a2 zleh4 X227 A4 @k 193] TS
Hol = AL 98 94 A7t BF FHLevel of Evidence: B),

(CLASS TIb)
1 FET QA STRRNFo] LR felg BE Gl e A 4
9& A5 FAeg LEsteol sltk(Level of Evidence: B).

2 Hon BEY dkon Qg T4 Fhsdol 2 Wk zEolN

g Aol glov] A ST o] FHEA RS ©




XS 8 ske]of dlt)(Level of Evidence: C),

(CLASS 11I)
olg diT 2 T T 2PEolM o] HHAd WHol gl& e

& AAPE AR EA =tHLevel of Evidence: B).

L

H. A8# X $%F(cardiovascular “syndrome X)
(CLASS I)
1. YolEHlE, HlEl AtA|, ZE T2 DAY @5 &2 Bs 59
oFE go] A¥ X F57 dx}olA - HrhLevel of Evidence: B).
7 A&

2, A% 821E ol Ao] A8 X FFT FAElA 3 FckLevel of
Evidence: B).

(CLASS TIb)

1. A8#E X S50 8ol FHAsE] e Awof, whskA] kgt
g e e) S8 BEU 289 AAE sl Stlevel
of Evidence: B).

2 FEol WS W AR glom BEY 9] WAl B4 e
=, #EW Z29E, oI oY ol e HEREY i AAL

8]a 2487 B AATE 38stedo} stk (Level of Evidence: C).

3. QkeF el e AlEIY oY §5-2] el BeRA] ¢ka Add
X o]l 9 He Aole HEEA st JrNel: #e 5 o
HE = #3tedof slth(Level of Evidence: C),

e

i, CLASS 18] Wig ALgdlglon, AsHo e 0] s R X 257 &
AFEM= imipramine© |4 aminophyllineS 183K (Level of Evidence: C),

5. Lass 19] We AEstRlo, %M oR Fol i HaE X 2%
T BASIE AuE 7] A3 Aot B AT neldekie

vel of Evidence: B).

(CLASS TII)
Aol oJFk i) ohd F& atolr= Yol EdolE, High A, 2
E2 AJHAE o]83 ok X 5= PAE R &=TrHLevel of Evidence: C),
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