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1. g8l™ x| & (Antithrombotic therapy)

1) Heparin} direct thrombin inhibitor

UA/NSTEMIgAFo] A heparin®] F-ofA] tl&2Te)
vl A2ANE 8% g2 ARY TF T ESS-
ENCE, TIMI 11Bell4] low molecular weight heparin
(LMWH)®] unfractionated heparin (UFH)¢l W& ¢
FA o o 4% Hol FHHALY FRIC, FRAXIS
T YF ATl st vleg Ao s veyy o
g4 LMWHo] UFHel vl3) Holke 53 &atrt 9l
= Aoz AZbgEr) 32 2002 ACC/AHA 7t =88]
o4 LMWH < ESSENCE$} TIMI 11Bel A =t &7}
Z9449 enoxaparing AHES AFS R Qi)

REPLACE-2% UFH% GPlIb/lla Al W85
-3} direct thrombin inhibitor ¢} Bivalirudin2 ®] .
A Z provisional GPIb/Ila x}gkA]e] AR&o] Bivaliru-
dinitoll A & BF o 7.2969] Rl A uke] AR E ]
o} 30 AlFAA 7o AAE FFNAl Aol7t g8
oo, A7 F FEY ¥MEE bivalirudind oA &
ok}l (24% vs 4.1%, p<0.001). 342 direct thrombin
inhibitor®] 444 AM&& &M 6 @& A7/ He
@ Aoz gy

2. Aspirin2} Clopidogrel

UA/NSTEMIoN A aspirin®] &#= oo 2 35
of glo] HIA HEF, a4 9% AgS d=
ol vl 25%0]d FarFALT Clopidogrel2 ADP 4

£AE v7g9H e g Adate] 4@ E AT
UA/NSTEMI®I A clopidogreld] &3+ CURE, PCI-
CUREQTA 1552} CURE ol M+ 12,52
o] ACSEAE 422 clopidogrei® $12H& F342
Fojsled (i 90Y) 147 AAARE BEegh d
AFARAPE, WA AIAA, HEF)E TS
clopidogrel® el 4] ¥t 214(9.3% vs. 114, p<0.001). €
1] 21 %8 (major bieeding}2 clopidogrel ol A 3.7%
= flebZ o] 27% K ot @altl. CUREQTS] tld#Ae
AAze Wash dAY A2 g45H 9] Aol Fit
" IHET @A AFHAN2E MR2gHes §
Aehe AFHe] Qdrk

AT FAMNEE 7IEeR 3 PCI-CUREA FAAE
PCIZ clopidogrel®t #lets FA92 Tt (Hd 8
A8 147 J4AAE #2319k Clopidogrel ol 4
GPIIb/Ila AptAle) AbEo] HYSAE B8t o
o] vl&) 30U AA AAFTHAATE, 27, AAl
#)9) AN ES whokom(45% vs 64%, p=003), 2
e 19 F 747 A& CREDO (Clopidogrel
for the Reduction of Events During Observation) -
= R EA F 70%7F ACSEAE clopidogrel 3t 9¢F
& PCI A3 A 3-244]17F Ao preloadingdl 147 &
&AM 4 #aslgr) 309 A" A= clopidogrel
T3 Aok Apolell QIAbA (A, A2 AN A A )
ol gll.evt Ax 6417+ Aol clopidogrel loading
ghtol A= Y okate] Hlal 38%9] YT Travt Bty
ok 1d Al e flekel B clopidogrelitofl A
Al AR 9 FFe] whaiol] gloiA 269%9] Ay
A A% a4t #REAG gebA 2 ACC/AHA
7hol=ghele 4= clopidogrel € #HE=A] ALLBIEE B}
T er 300mge loadingsti 9-1270¥-E aspirinat
Zo] Foidt s A Yt
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7] 18 AFEe] #9s) APsiel grf g2 AT EY
A Zgs B, UA/NSTEMIZANY F 2 Al& Aol GP
b/l AASAE A&3Fo2ZN A A2 AF, AA
z9 dayg ard 4 vy BeHAY =3
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ACSEHA % 3-6709 FRE stating Fogozy 231

el Axst FEHAT HT ACSTA F Hd o
stating Ao 2 APTE R ALE F2AE 7 3
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“High nsk”

Biomarker(+) 8T U/transient T

High clinical risk score, persistent angina

“I ntermediate nsk” “Lower risk”
Interrnediate clinical risk score, T wave Pain free, biomarker (-)
inversion/Old G wave on ECG No STTWA or Q wave on ECG

l

ASA + LMWH(UFHClopidogrel
Consider sarly invesive strategy

| |

l l

ASA + LMWH{UFHMClopidogrel ASh E{;MWH °1f UFR
Strorgly consider Tiroffoan/Bptifbatids pidoge

] _

| Non invesive Risk Stratifi cations |
CATH unlikely ‘ CATH fikely ‘ Direct to cath ?
within 4 hours within, 4 hows 1f not on stnall rolecule l l
GPIMbAlla agent, initiate
l Ahciximah{or Eptifibatide) Recurrent or
In cathIsb Inducible Ischemia

Tirofiban or Eptifibatids

|

Medical management

CATH/PCI, with infent fo stend,
using Tirofiban or Eptifioatide
within 4-48hours

CATH/PCI, with intent to stexnt,
sing Abciximab(or Eptifibatide)
Iritiated in cardiac cath lab

g

Figure 1. Flow diagram of a proposed risk—stratification algorithm for patients with non-ST-segment elevation acute
coronary syndromes. ASA aspirini ECG electrocardiogram; GP IIb/Illa glycoprotein platelet Mb/Ila inhibitor; LMWH
low-molecular-weight heparin: PCl percutanecus coronary intervention; STTWA ST-T-wave abnormalities; TW
T-waves; UFH unfracticnated heparin. Derived from Boden WE, McKay R. Optimal treatment of acute coronary
syndromes—an evolving strategy. N Engl ] Med 2001;344:1939-42.
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3. GP libjllla X}pchx|

FAN A YZ A dAxQ Auy HEHFA
#A] GP IIb/Tla Atal(abciximab)9h 22 7Z2# 3 &
AAhbA A T2 mH M &3 HFFNE €4

==

A x}
Tol M dat A”EAEoY A3bH

A 5 88 Rolehs 7] g 8tA H3Yck CADILLAC
il TA38=
Alell abciximab® FAdld olgAd ARFE LaAF

= Zuv velg o Ale & 59 Ak abmk Al
A A E2E AAed NEE FeATAE RE
Art. ADMIRAL <oA= abciximabg] 5o)itolA)
TIMI 382 W=7t o w22 3047 67/ d A el A
i, "]:‘ﬂ’ﬂ—‘q A, QA Ee] WEs} wdgiet ol 2
o] 5 AF7te] Aol CADILLACY 7oA vnd A
AT FAL dF ZEEAckE AT de] A
o}, ADMIRALE - Za}& abciximabe] Fo] A el
mel BME 4 FEAA EE SFAN
abciximab®] Fo7} AJ3E Tl AR AL E 9 A&
o HIE7 2 AR veht gAML £ 8
Aol F2E white thrombusg] 3Ade] &dsl z7)e
abciximab-g& Fostalel 7 ZRE 710 & F 3z A
22 AlgEo

4. Facilitated thrombolysis and percutaneous co-
ronary intervention (PCI)

FAATE M 2V|dE dade] R white
thrombus 7} A= ol Fe| HIpst F5E red
thrombus7t 3/ gl @&} red thrombuse] &£37} Q)
= thrombolytic agent$} white thrombus &7}
¥ GP Iylla A2A& ¥4 Fofoz4 TIM 3
flow 8 5-& xo]lxnr} 8+ Aol facilitated thrombolysis
o] el 7)o FrtHom F74 753‘434 #59
FA=PCHA Aeta] FdEme] A&Ae 978 Gu
sharat shi= el facilitated PCIS] 7l e]th,

Facilitated thrombolysis7id .2 A]38d TIMI-14,
GUSTO-V |19 abeiximab®t A-£%2] reteplase
o] Mg Bo)Fo| A reteplase TS Fof woll ®a) TIMI

"
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— e A AdBAAM FAY Ay AT FF -

3 flow®] ¥l=7 Fgich 53] GUSTO-VATollM = &
Al A 308 AlEe AlES AolE RN LVHEE2% vs
55%, p=0.45) WH#FAFANAM H2F A5 HP(23%
vs 35%, p<00l) % S$EFArEY WE(AL3% vs
12.8%, p=0.04)E #oJ3t7 ZHAAZ k. TIMI- 149 7]
M FREYEY FHESE dwdA HEE A7t @l
o GUSTO-VET7AAXE HEFY ¥l=Es ztol7t
oy HEFGolg)e YL B4 FojtolA Bauth

SPEEDH Tl M= abciximabst A-&82| reteplase
o} W& ¥o]F3} standard reteplase™® & abciximab @
5 B A 60-00Fo #EEgdes AWl =

=
7] Y FAEL T2 =30 FAAEE 24
22 Tm=162)2 % el umEgth FAMe A

TIMI 3 flowE abciximabwoll A 24.3%, reteplaseT |
A 395%, W-EFT A 471%2 HEFATNA F
o3 Eokvh ok 27 FAANEE we FalelA 30
o AAe ARAYL B A7 AP, LA
A, A )L 56%E TAANES A Fe AT
16%el vl st @ik AT 27|FAAE H
Tojofge w2 A 5 I FEEL HE F
ol Foll A 59%EFE abciximab™ ] 8.1%, reteplaseT <
7.1900 vl& yioke} FAEA Foide gk wet
A AF7Ae A FATel A GP Ib/Ma AaA et #-&
Fo| dHLHAE Fosh= o] AHAFE(TIMI 3
flow)& S7HA7IV At ES ZAGdE flen 43
AL wie g7t AR faEy 28 HHA
ol ol& A7), 18| A AN T F 7]
GP IIb/lla A Foisty A gae] dxg4A8
Rojgozy d#e] AiF g vAdge] /52 B
TEA 27 FANSE BAEAERE R 3
o] o]4H¢l XNRE A HAYAA o1 YFT A
7 i Aol wEkA Yo g old gk AEE
Z £ 9 v B 3ES e 3= F uckd

dATEel 4a% Aol

e

5. Thrombolysis or transfer to tertiary hospital

A2 45 dabdelA ddgdAE F
St o)F3te o] $2A dALHAS FAsHA B
I 4 AFFAFAAEe) T Hder oy
g Ao disial= AIR-PAMI -7olA Ha A

13198 ojdes datgley PHALNAE ATET
T3 ALHAE Fo3ta] g dAH T4 5HFA
%o| 715 HYdew ol & ol vadgle
o 100%7}82)(155 min vs 51 min, p<0.0001) A7+
A4do| gluEtE FAAE] Tted HHhor v of
8l Ao ¥4 Wa12.7% vs 31.8%, p-0.007) 2
AA7)7¢ (6.1143% vs 7.514.3%, p=0.015)& FHol+=
Ao vehdeh 23u 30d AR F oA AHE, Al
A 550 NEE B%HALE BYoG F7 3]
7F 19 tH84% vs 136%, p=0.331). 3008 & o=
3 PRAGUE @d-folM= a4 YoM streptokinase =
Ags dALHAEE I Fgroup A, n=99), 4 &)
A By  AAHR A AFAEe] e HdoR
ol4:% T(group B, n=100) 2&lz A LA F

&2 gn AGEFAFTAEo] Med HYLR o|F g
Tlgroup C, 10) 22 HF3bo] vlwats o), 308 A3
o 472 Me HUKA, B and C: 23%, 15% and 8% p
<002 9 FaAdAbE, A3 e A, F5)=(A,
B and C: 10%, 7% and 1% p < 0.03) @A & A& F
gtz gra vk ol FolA & F ool ulelx
FolsA ok A BEE PRAGUE-28 ol X+
124 7kel W e] AR NS A 80 S UAoE A
Helofa dALHASE AFRS T EHEeAE 7

A @3 Az BAEAFAEC] 7HEY HYem
o3k ¢ o & 1ol vluwdld T, intention to treat
analysis el A= 30 Al H9) AH4ES ] Aol
7h ggloy HAR FAAES B2 FRAE VTR
BN FAA SR FTH104% vs 6.0%, p<
0.05). FLAMAALE, A2F A2 AL, F3) HEE
AL 2 Fosta] g5 U4 BAFHFT Azl
7hsd oz oldt qollA] m A Wkrk15.2%
vs 84%, p<0.003). £ PRAGUE-2¢ Tl A& Zabd
& F 3A]7kol el ghali= A REFot AAA A
FuEAEo] 71T MeloR o)Fd I Aleld Al

B9 98 &o)7t gl ot (7.4% vs 7.3%, p=NS), &
Adtd £ 3Azke] o] At A} EHFAEE B2
oA FolEtA ol FAAEd 9 AlgEe] T4
7b 28 tH153% vs 6.0%, p<0.02). 11295 & 4
o2 ¥ DANAMI-2€ 7ol M= A E3A & 2273

THAFAAFEL A olFT FolA 308 AEY A
o, AN A, FFe dert dH g R v
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FHBY% vs 14%, p<0.05).

A F7+7 9] ATE2 meta-analysis (n=2466)°] ©]3}
HAMES da4 gsRFAETs 98 ol &
AA 68%, FALHAANABETAN 96%(relative risk=
060, 95% CL051-092, p=00DE FAEE ) ol4a
T A {9 A oken Farbdabg, A4
AL, 2F)e] ANEE dXA FFAFTHETS ¥
& olfd welAq HoIA 2t 85% vs 155%,
relative risk=0.51 95% CI:0.40-0.65, p<0.001).

FAAETAA o] w2 AT BPEa
FEE AIE 9 FoAHe 742 vE Bole AL
A LA T vlE) FAAMNELS 1 Ao A7)
g 2ol Hu PAEFe 5o 2a¥S BAE
o =3 AFEUFAAESE AP HYe $ARY
o] go] - FSAR(GP U/Ila 2ekA 5 )5o] 2
How ofaFg vFva Azka).

UAMY SHHELE 0|88 2E=AL

(intracoronary brachytherapy)

A9 e ddee A gy i A
HEAE FAMEe] 2g9 ol 204\d7ke} vE) A w}A
st Agae doE 459 Uge] FAgEER
& WA Eo] dojubs X {f(healing) HA o] 3}
A FA HEsA el 232 298 F vt F, F
AFER g9 U] &48 o Fute] 233A
=¥ A4H<] wound-healing process2 d&WH5-0] of
715 Al =™ (inflammatory phase), granulation tissue?}
%215 2granulation phase), EFol AH A (remode-
ling phase) %Al Tt Inflammatory phased: zZHE
cyvtokine B FFAE dido] F¥H HE&E &M
granulation phasedl© HEZ AF 2] o)lFx F2 o] F
A #22 31 remodeling phaseol & proteoglycan 3
collagen F9 FUE Fdo] AFA4=A At o]g
Al e F2 71dE FHER 1) early elastic
recoil, 2) neointimal hyperplasia @ 3) late vessel
remodeling @l A7HAE FH&Fde & AQFe] Fa
Aolog SR} o]F stent AlE Fo|+= neointimal
hyperplasia(41 W2t #849)71 713 Fa3 A9 39
Aoz deA gt

Negcintimal hyperplasiat stent A& ¥ += 614

Well 26 proteoglycan matrixvlell HE3S A X
(smooth muscle cel}7} FE&tA 45 YRS 2
A N7l #Aeln}. o] #A49 ZHtriggering)& F4
FHeE 49 UTe] &8 i AFRE R4t
inflammatory phaseix] H¥ W= R2ujd 73 A5 A
F, 843 4 cytokine £°] F Q9leolgtm dHA ¢
o} ol & sidsts] 9% FRE A EY A2 FE AL
g =8i A2 A AR, 55 ~dE
o} Atgo] FF3HEA FE ~dEWe] APAin-
stent restenosis; ISR} tihe] A 8317] e A=
@ =AZE Halvh 1990 Feb o] e A4 Aol
57] A 2E AUl AMAA B ISRE AdA e
2 A5 4 2l MRS Z2e dvkz #@okta gl
o} B3 Fdud] Are g g el Bk
THd AR gE 71E 2B HlEle ISRA]
Hol g4g 2718 v@on AHAZ 2 ISR A8
of HE&5 gty dA AAHLE o5t #HATY
W AR 8= Ir-192 (7 —emitter), Sr-90/Y90, P-32
(B -emitter) 5o} WAL EAYULE |4 7|FES
o)1 o, Fel A= Rhenium-188, Holmium-

T AL THARAYES AMEEle] 28 AHES B
Zatx glck BFEAY FALAEE 7R E Y Y
Z}(edge restenosis), $-71 8 Z(late thrombosis) %2
TAAE0 AAHUJL, FEI WY HAHAE,
FHrgAA e PG ToR Ay FHEUG Ty &
F Adx, owt Fr7] APHe] LA(ate catch up
phenomenon)e] W& A7} =l goh a2y} WabA
28T paztA o] JrE #aAg A7 oshy, v =
late catchup@‘do] AciztE WAL X B7o] dlZTE
t} AHLE feojatA dEs AFHE wth A2 o
2434 2HEA TUHA F2 ZAFHE WY ue
A FEEd BAdREe] 8L da o8 3§
AXRE dA7tAE ISR 73 £34E Y A Eeletx
@ 5 As Aot

ot &M AHE(drug-eluting stent)

1. A & =KRestenosis)

Stente] NEE FMEFFEY acute complication
Ao dHem A HA EE ATE AE] F
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z9 #Ae AL AEF ez RolHon drug
eluting stent®] 713 & 234 % APHL F2A7)E=
d slch £38 stentA]& W=7t F43] Mgl wle)
AYste] Al NIEE o] Zrtated AP W =
A7} FAA & T & Fofrt @ AAt 2

Wb #ALE AUARS 2EA7Y] AE BYEY T
APALARI AEHAA AYH B AR B
2 A4 gRod ARH AANG dpse A=

R
%2
o

o, 71e4, 244 BAH o] A= Aol A

ik
s
Ru)

2. E & J|&2E drug eluting stentsS9 S/

HT 9 7129 drug eluting stentZ o] &8 FHo)
el ApEo] HuFE i Qltt o) #AF AP 3
42417 L EE taxol-coated stent$} sirolimus-coated
stentel i#llA] FHA ez 7|&slnal gl

1) Rapamycin (Sirolimus; Rapamune®™) coated stent
O %4 54

BEH 02 EA) 5= macrocyclic lactone
ADZ 199990 A4 o} & rejection?] oH &}
el 4222 FDA $4& e ofo|u), 270 g
TaEHRE & AR=EA Y A 494 gz
g15te] Al 7ZHE °]4 F rejection oW &Y
dependent diabetes mellitus, systemic lupus erythema-
tosus & THEE T A dd A4 ANA2 F
#7F 71giEi 3t 21} Cyclosporine A, tacrolimus 52

& macrocyclic immunosuppressant 2k} o} 3k7}A)

Sirolimust

H, insulin—

= B A

2 sirolimus® frmmunophilin o]2gtn B8 S5 A
Ezh o) Agtete @94 Z5E WER
1n] Z=&&h= 4 E9] G1 phasecll 4 S phase® o] o]l
£ atddte A FAE s gk AE7A 9 A
AH}EL 283 sirolimuss Al E AW A FKE06
3 Agdrin €34 g FKBP-12eh @zt 4
a5k & gpecific target protein€] mTOR(mammalian
target of rapamycin)®] &A4)3lE QAsAH Fr) olu
mTORE: kinase enzyme® 243l A= A E7}
IL-2, insulin 2 Z+F AAZER 1zt <& mitotic
stimdus® #H8EE o p70S6 kinase (p70s6k)9t PHAS-1
o] #AF{phosphorylaton) & HAsle TI5Ho=R

L)

il

ud

BN FAH A& HT TF -

mRNASZ| translationd HA3ln A|ELEHf a3 o
W §3-g Aerdts FHEE s "

@ Sirolimus coatd stent®] %5

Rapamycin-coated BX™™ VELOCITY stent (Cordis,
USA)

Stent ©¢] HAY 140 pg/om’e] rapamycing 3
Bt gl 6-cell stent$} 7-cell stentel 2+ 1653 g 2
180 22 %] rapamycin®] T¥(coating)® o] 3iv}h &9 F
A 3022 rapamycin ¥} polymer?! polyethyleneviny -
lacetate (PEVA)®} polybutylmethacrylate (PBMA)7}
50500 2 Ao 9lt) Fast drug release (FR) e
stent A& & ok 159 gt 2kEo] ¢h43] release T Al
Az= e slow drug release (SR) &= A& &
289 o] oFZo] M E release A AHzE Holth

@ 41 g 2

71 A4 Alxd J Al8E Sao Paulost Rotter-
damell A Al =9l o 300 2] $H2H3.0-35 mm vessel
diameter) & o2 27 154 SRY FR stentE 4
Y3kl 4708 A Fe A angiography B IVUSE A¥ 3
o] A3 vy A FE& dRIHAY H2 ol B4
=5 197 3 488 Z23E B9, 28 294 RHol
uk2l zte] minimal huninal diameter (MLD)7}F 5=

@F 7)3bEgke] A9 W} glo] HAHUL AFE R

il ﬂllﬂ

F

{stent thrombosis,
revascularization, myocardial infarction, death)= 24
&4 kel v 1444
7} FR oA A st

A FAe dife
235} RAVEL study s

major clinical events repeat

A&l Futel late acute ML

multicenter randomized trial®]

de novo coronary lesion

RFELE
e W T
~~~~~~~~~ m
el Netherlerck FRrElS , |
%08 (61
%08 (GH]
—MLD BN

Ly Moo

; B [ — =MD {Gi)
:],‘[ﬁ i +05
‘ ] -0

&M 1M

Figure 2. In-stent percent diameter stenosis (%DS) and
MLD after 1 vear. SR=slow release, FR=fast release
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Table 2. Follow-up results of RAVEL study at 6 months follow up

Rapamycin-coated stent (N=118)

Rapamycin-coated stent (N=118)

Lesion length (mm)

Reference vessel diameter (mm)
Pre-MLD (mm}

Post-MLD (mm)

Follow up MLD (mm)

Late loss (mm)

Angiographic restenosis (96)
Death (%)

TLR (%%

MACE-free survival (%4)

0.01

9.6 96
2.60 2.64
0.94 0.9
243 241
242 164

* 033 080 + 053
¢ 26"

0 2

¢ 22"

g7 73"

'p < 0001, MLD = minimal luminal diameter, TLR =

target lesion revascularization, MACE = major adverse

cardiovascular events including death, myocardial infarction and TLR

o] & #AH25-35mm vessel diameter)E tFoR
18 mm 0]} rapamycin-coated stent(140 ug/cm? e}
bare metal BXTM stent & Ylwdle AT24 6714
FHAd A coated stent oM E AF e 5F
7078 & (target lesion revascularization, TLR)o] &+
st ehgrow] Al AZAM ZREWNNE 59
MACE free survivalo] 965% %48 2EsstHE 2).

SIRIUS study=  wl=uioll A Aladel
randomized trial ™ %A] de novo coronary lesion

multicenter

(25-35 mm diameter, 15-30 mm long)¢] rapamycin-
coated (109 ug/em®) stent (N=556)2} bare metal BXTM
VELQCITY stent (N=545)F ®| 23} 524 RAVEL
Aol Bs) BEwve]l g We] Ao stentE 77l
ol ARgg A7t Btk dAEAH(primary end
poin) 2 974 Y A FA M MACE 2 &g Hmaly o]
AAEA87% (secondary end point) 24 angiographic =&
intravascular ultrasound”’y neointimal hyperplasia®l #

£ gt

£ A3 A#E 1Y 2vld fsdd 71 4"
E xFo] 07143 #E F 1o X%k $Aste QA
AoRe & A HA &85 4 7 AU
A %79 Sirolimus—coated stent& Al & 30
5% 8We udoz ¢ 2l 38 48 g A
o] 19 (diameter stenosis: 53%) o MRt WA K|, )
£ A5 $AEE e § AfolARt AL
A

N 2ol 4 #2E A late catchup@ el Strolimus-

coated stent?] 7 -f-off = FIEA BEHA &gk

SIRIUSHA-1ol X E=] 2] Fskd ~rlEl AHE
¥ (in-stent restenosis)ell sl A= Sao Paulooll A 25
H gA= Aoz Sirolimus-coated stentS A5
I ANEF 1d G AN FRERzd g A
. 40Y Al A A ERe] #EEA guent 19
AR A 14l A AF el BEEHey, seisEd
stent thrombosis s+ #2HA) Zatch WFa ==
1692 ez AEW APAEdel] visiA Siro-
limus-coated stent& AE3+T 47| DA Hol A 4
Y=g Ngstdn. 34 fazgei 39004 A
Fo] JAF Y om 2o X Alge] BEEHYT), B
2e)9] 4 late stent thrombosis?} 478 o] ol Whala}te]
A7 FEa% w7t Be e Bt oA H
AF Ao T Sirolimus-coated stent7} &3}
7} Sl&ol BuHa fley o|F thrie] A5 i
o Ag 2ol dFe] st A4 oY F
AHZAS AFRHAS FAR U9 5 SAAE
Lokl EARAE ARE Hld AT ATE
Bg 7]k wetebzlch

2) Paclitaxel (Taxol™ coated stent

@ %A B4
e A2 de] AFSE Y fids dagl
535 11 Zrrt dAHD Qe fEoltt Paclitaxel e
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F2 AX F4 oA T ¥ vlAE tubulin
9} polymerizationg 38 microtubulecl ¥]73-43
o2 GAZEHL 7]5E A FobA HEe] AX T4
& 9 gk Microtubulee] MR 4A ez b5 =9
A X2l microtubule® o -, A -tubulin} microtubule
72| dynamic equilibriume] &3} cell division, mi-
gration, intracellular signaling 2 protein secretion %
o] AEs WA Hx A= A% GU/GL, GI/M phase
2o HFe] Ao} AME FHo] fAEA At

%3 paclitaxel- liphophilicity 7} 738l AlxWz9]
F7b Bolst AEuelA FAIZE okES A5E g
Atk FHol 9k

@ Paclitaxel coated stent®] %%

o 2] stent A|F 3] Abol A paclitaxel coated stentE 7
1wt Zo|n} Quanam polymeric sleeve stent, CookAl2]
V-flex stent ¥ Boston scientific A}2] NIRXTM stent,
EXPRESS stent 9l 4E-& =X AFE] 4 7
g FHEoich CookAte] AlF-2 polymer glot &
< WZ stentol]l EX3 Aol 5EH 22 stentF 15-90 ug
9] paclitaxelo] %<} 21} Boston scientific A}
A &2 polymerel paclitaxele] =<1 stente] =3¢
Ao 15-Nug paclitaxelo] F-=of gk

@ 9 NE Aq

2 A AAY A 8F ¢! multicenter randomized
triat =AM = ofaloldl] X Ha)gl ASPECT trial, #Hdll A
AYE ELUTES trial, 7I5ol4 APFA PATENCY
trial, taxol derivatives?] Quanam QP2 eluting stentZ
°]8-% SCORE trial ¥ @7 #85<¢ TAXUS trials
£ E 7 Ut

ASPECT trial® 17739 45 tde® dose-
responseS £ AFZ4] bare stent, low dose paclitaxel
(1.3 ug/mm’) 2 high dose paclitaxel (3.1 ug/mm°
coated stent® ¥ 3AE of ANHEAEo] 7T 27%,
12%, 4%2 K aatel gz 4o tg dose escala-
ting effect’t 2152 Wyl ELUTE trial © ASPECT
trial® SHA7IR 2 polymerE AHE3HA] fka AEIES
HHH R paclitaxele EEF ARIEE AMEIGT
ASPECT trial®} vh7ba 2 AFH el H8¢F &
He A AR 180% e BAE e 3

0
- B ELUTE trial

~ i

B [] ASPECT trial

s20 L | Pz

[

=

215 |

g

£

£ 10

[

E 5 - 3 4

@ 0 2 L ﬂﬂ

0.0 1.0 2.0 3.0

Dose density (meg/mm?)

Figure 3. Anglographic restenosis of paclitaxel eluting
stent according to dose density

1er) 0.2 ug/mm’, 0.7 ug/mm’, 14 ug/mm’, ¥ 2.7
ug/mm’ $FL A4S o 2RFUYLE AYHE
o] @3] ZrAIHTH LY 3).
TAXUS trial> Al =& 243 el 544 ukel
A TAARAA AR E] AP Fo|m o|F P Az
FEE WE-g AR ohga} gl TAXUS T trial
polymer® A48 paclitaxel(1.0 ug/mm®) coated
NIRxTM stent 9} bare stentE v A7 = 671Y€ A
el Al coated stent &9 APEEo] 0%RL bare
stent o A= 11%9 v} TAXUS 11 trial2 polymers
A}4-3 paclitaxel (1.0 vg/mm?) coated NIRXTM stent
% paclitaxel®] release kineticsell e} slow release
rate stent (SR, n=131)3} moderate release rate stent
(MR, n=135)22 FE&atler ol& WET(n=270)
7 gk A2 67 EA Eel M AgaeL SRl
55%, MRTA 83%, Hl2Tl A 255%2 SRE MR
o 7 e AgaEge] gz vlE wsten 1dzke
Fo A dE FTEF ETo vief sttt (SRE
A 10.4%, MR-l Al 9.9%, diz=atellA] 21.7%). TAXUS
I triale 28%-& didez 2deEW APHEw
(in-stent restenosis}ell thsiA] paclitaxel(1.0 ug/mm°)
coated NIRxTM stent& A& A3 A2 67144
oA 22 FAZF Y AREAL oA BRH
t}, ol ¢lel = TAXUS IV, V, VI 977 A dFelr},
Taxol derivatives 1 QuaDS-QP2 (up to 4000ug)
coated stentZ 266'8 9] #7to] A& SCORE trialel 4
T QuaDS-QP2 coated stent A&ET2 671Y AP &S

&
7
&
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Table 3. Angiographic follow-up results of SIRIUS study at 8 months follow up

Sirolimus Control P value
(n=556) (n=545)
Reference diameter (mm) 2.78 2.81 0.347
Minimal lumen diameter (mm)
Pre—procedure 0.98 097 0.682
Post-procedure 2.38 2.68 0.627
Follow—up 2.15 1.60 < 0.001
Diameter stenosis (%)
Pre-procedure 656.1 65.6 0.462
Post—procedure 16.1 16.2 0.799
Follow—up 236 43.3 < 0.001
Late loss (mm) 0.24 0.8l < 0.001
Loss index 0.15 054 < 0.001
Restenosis (%) 89 36.3 < 0.001
Table 4. Clinical follow-up results of SIRIUS study at 9 months follow up
Sirolimus Control P value
(n=556) (n=545)
Death 5 (0.998) 3 (0.6%) 0.726
Myocardial infarction (all) 15 (2.8%) 17 {3.2%) 0.780
Q~wave 4 (0.8%) 2 (0.4%) 0.687
Non Q-wave 11 (2.1%) 15 (2.9%) 0433
Target lesion revascularization (all) 22 (4.1%) 87 (16.6%) < 0.001
Target vessel revascularization {non-target lesion) 17 (3.2%) 25 {4.8%) 0210
Major adverse cardiac events 38(7.1%) 91 (18.9%) < (0.001
Target vessel failure 46 (8.6%) 110 (21.0%) < 0.001
Stent thrombosis 1.000
Acute (< 24 hour) 0 0
Subacute (1-30 days) 1(0.2%) 1 (0.2%)
Late (1-9 months) 1(0.2%) 3(0.6%6)
Total 2(0.4%) 4 (0.8%)

o] bare stent A&xol Hld 6.9%Th 36%E @A
St ey QuaDS-QP2 coated stentioll A 309
MACE 24 &9] 102%= bare stentw 2] 1%2t}h €A
8] ol A7t 2719 F@E Tk SCORE trialo M=
ASPECT, ELUTE, TAXUS trial 514 4145 &34
o 8 Fe £29 taxole] AHEH AR A AY
Holle AEa d4 237 498 58 2oz 71U
At 2y e8)e 2HME YAFY FUIE AR 2
E ur) o U F4nE Jehlidlen Ade E3e| of
Eo] 37 ¥ 9 re-endothelializations] 528 J¢2

3.2 2 57 oA

dgHoz AR 27

O

coated stent+® coronary stent A &9 7}3
ANEAE 4

=9o] glof Btk

neointimal hyperplasia®l 2%t
AR = FA R R I R |

v}, drug coated stent?} $-e12) o]#l 7=

=

=3

A

=
A3

27 % U8 AAXNE vk g obz Wojo
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A7+ Bk

A "HA7tA) A" 71Fx AFELS small vessel,
chronic total lesion, long lesion, bifurcation lesion,
multi-vessel intervention, left main lesion, graft lesion
4 restenotic lesion & B #wele] & A3 A5H
7 @gom FAACAHNTN ZE TFASE TEHA
okt b BAAlE okl OE Ade 53 R,
S8 Alg Sl dig A7 Ar e s AR FelAof
£ o S48 a90E oer] & F U Fojrh

Drug coated stent?] AP2E 7+4 A A E
z7] A7t 49 stentol] v)s] @A W AL A
o} & AFAZE brachytherapy® 43S &
7] Aol g £9S el ¥x gl & &
Wl brachytherapy & #& W dig oz HAbd =24
#o] 2.2 shgateie] A|PEe] LA edge restenosis
@ 3Hcandy wrapper effect) o1y} WARA 2AFE g3RE
22 dA3] F4F v PCR &4F Hihldge
re-endothelialization®] x| ol W= late stent
thrombosis @747 22 Zo] drug coated stentoll A%
A @S9 ste delelth 2y 199 late
thrombosis7} SIRIUSS] A 0.2%1F TAXUS 1ol 4] 0%,
TAXUS TI9lA 11%E 28 o LA A g v s
AdEez ¢bHd Re R FAeEn YAl R gl e}
e edge restenosis @S DA A ¢S AezE B
= 487t & Zeth 28y coated drugel 93 A
U4 g=wkgo] 23532 healing process?t AgHd
AL dERA7 folAe= Aol Hol 232 neoin-
timal hyperplasia?} 245 late catch-up 84& 7t
T8t &&7 e $EE o AT 20%7HE
late catch-upS Egl AR F Bl 23 293
ol 4 3596(1/2878)2] APAE&S HQ 474 = Kol 18
a9kg) late catch-upE 42 ¢l8 Aoz #AeEL) 8
¢ AE7 FE55 AFoith

olgigt BAHE el® @M ExIEAA AHF
stent& Algdlcl e AleA A s nelder 8
Ago] oS woas A7tEch @A Yk stentH o}
3749 drug eluting stentE W A$o] Aled A
A, " FF9 coating kA ol F7-2 stentE A
B3 QA F oz AAEoof & S50] Brt FF
olg| gt ZFo HA5e] g AF7E K= ojo} a2l
=3

ot Y.
il

a)
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