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8% (Abstract)
TREUHEBR

SRR HME R 7 o b (DES) VL3185l A o0 B i 2 i) L F ka2 & T 153
LDINRDBOD, £DO—J7, AT MIRIEZSIEBZTIAIBHD . BITA
TV MNEEMICEAT 7= PFIET DL EIE, WoZINA VAT EID,
RERANBRERAIC X 2B TlE. ®EIRNEG T T — 27 OFEIFIARZETS T
— 7 D EZER L. FEREMEEGEBIED LTS LHEL TS, £
Z DEUTE D% D IEBNRIRAZIHZE DHEIT DR 1 Th 5 LG STV D,
—JiDES OD—FiThH D m U AAREMEAZAT o~ (SES) OREHR TIZAT |k
HE TORAEHGET T — 7 I3RAENREET L 2 ARG TWnD, ZhiZ
xt L CAZF NS K DBEMANEEAR TREZAT O L EBIRT 7 — 27 O N
WHEENMETT 5, ThbbRET L ENHE SN TWD, LarL, SESH
BHRDOAT V NE FOEGFHEAT 7 — 712k L TORY F N2 X D HEBHIIEE
IR TNRIEICIZE D XD WD B D DINE PO TGRS H TRy, 2
2T, ABFZETIE SES BESHI-BEDORT v NEEEE T ORFEEAT T —
7 HOEOELDRERF & ZAZF o OR2m5 BT, EEIRNIEERE

Z AW TRE L=,



51 (Method)

2005 FE)N 05 2010 2T SES Z#HFE L, HEEZ LD NNIHEE 9-14 » HZ DB

B (Follow-up) IFICEEBRINIRBERE 21T - 7 e 42 JEMI %1% 5 1 & (Mt

L7-, SES #4& (Baseline) Hf&iBBF (Follow-up) HBFDNHREEREE 4 % 2 1AM

L) S5 — 7 8EmEE (WS EE :n=15) , 2) Z b7 LEE (NC B :n=16 ) B

FON3) UERE (TP B :n=11) O 3B LZOZALHER FEAZTF D

BHRAZ DWW TRRT L7,

7 F (Result)

IP B£TlX Follow—up Ff LDL-== L A7 11—/, (LDL-C) fE72® Baseline HF

W LAEIZIE T L TV (from 120.0 £ 29. 8mg/dl to 74.3 % 16. Tmg/dl,

p=0. 0005), F7=. IP B ® Follow-up D LDL-CfEIX. fth 2 BED Follow—up

LDL-C fE &tk LA EICIEKIE TH - 7= (WS:103. 5 *+ 16. 4mg/dl, NC:105.7 £

18. Tmg/d1, and IP: 74.3=+16. Tmg/dl, p<0.0001), L2 MM CIIEMERE, &

2F o ORROAEE, BERFOMTE 2 LT F=E, BEROZT > FNLE

DR DOA T, Follow-up Ff LDL-C {EAS SES Hi&EH T ORGFHEE T 7 — 7 OHEA

FEEAOHER T T o 7= (overall R*=0. 72871, p<0.0001),



%&34 (Conclusion)

SES RER DIRAFEEAT T — 7 OWHAEDOZEITITN < O OHER T 278

72 TOHFTRIZAZ T ONROAF ML Follow-up K LDL-C fEA EE /2 HE
K+ Tholz, AFTF T X DBHRAINEEAR THEZITVY LDL-C A2 E BT 2
Z Lid SES WEMBDO AT N TFOERFHAT T — 7 DLEICELETH S Z

&R ST,



B FE—

ARB . Angiotensin II typel receptor antagonist

TURFT UL AT AR
BMI . body mass index
BMS D EEFM AT b (Bare Metal stent)
Ca blocker DL AR
hsCRP : = CRP (high sense C-reactive protein)
DES D KA HME AT > b (Drug-Eluting Stent)
HbAlc D NEZ BV Ale
HDL—-C :HDL == L 27 1z — L (high—density lipoprotein cholesterol)
JAS o HARERAE{L 22 (Japan Atherosclerosis Society)
LDL-C DL == L 25 @ —/L (low-density lipoprotein cholesterol)
L/H ratio : LDL-C level/HDL-C level ratio
PCI D BRI TEENRIZ R (percutaneous coronary intervention)
sCr D IMyE 7 V7 F = (serum creatinine)
SES pvm U AAREHMEAT b (Sirolimus—Eluting Stent)
Statin D AT (HMG-CoA 3at TSR R E3K)

3-hydroxy—-3-methyl-glutaryl coenzyme A reductase inhibitor



WS s NARBRAY SR U D ZE (L oD R

NC #f : NHRERAYEE (U DAL D 7RV

IP B : WHRBEAY SR (U D L D YGERE

Low LDL-C # @ ZZF L PARIC LY LDL-C<100mg/dl (Z&H & 7=

High LDL-C & : A X F PR L T LDL-C<100mg/d1 ([ZE B S U720 T B

No statin Bf : HYEHWNZL Y A X F NIk Lo 728



B #J (Purpose)
v U AAEHMEAT b (SES) "BEZDAT VN FTOEESRED T — 7 O

HEEZA L E T ORER T2 EB RN 2 VD TRET 2 2 &

% & (Background)

WA, SR OIEZEITE MO —& % 72 £ 0 LI ER B TITHARANZE
F B RIK O AL (2012 4EFEEAG @A N DERERG L) Lo TEY
ZOBERMEOTHITEETH S, SMLEZEZ & OB JRE BT L TREC
W EENRIZ AT (Percutaneous Coronary Intervention: PCI) DESIZWid D
WE DAT b i Bare Metal Stent (BMS) Zff/H94 % X 917> 7Dl 1986 4
D Sigwart b ' OWEND Th D, £ D% BENESTENT GER * &\ 5 S b— LR
fff (Plainold balloon angioplasty: POBA) % X & L 7= ERARHFZEDFESE, POBA
F0HFHPRERPEN TS ZEMNFEH S, ZREWICZT o MIURLS b
b Lo te, L LR s BUS IZBWTH AT v b THIA D B
T H2DIT, FIRZET 30-40% DIERI TRD Hiviz . & ZTAT v MIEAl%
A UL NI PRI G E 2 R 78 5 K O ICB% SRz o NERANEHIE A T
>k (DES) THDH, DESO—FETHH Y LAARHEEAT  ~ (SES) 1ZAT

v MCREMERIO —FECTHDHIr ) AREEMA LIS DT 2002 FEIZEIN T,



2004 4EI1Z H A THRGERAAE S 47, SES OB ST L FeZ22813 10%LL T £ Tl

HZ e LTz £ D% % < OEFIMEEHIMER T » P3R4 ERRFE STV D,

SR AR ZE AN 2 TE BRME & & Lo MM b E B o0 RN B IR 7 Z

— 7 OfEHE (plaque rupture) & ZAUCHE Mk E SNd Yy 77— 121

WHRELLT W T —7 L2 TRWT T —I 0355 EEN, BB ERRELETST

— 7 (vulnerable plaque), ELLET T —7 LMEATWD, FORHSIL. 5

Ha7PRE < BHEMREBEIISEEL L TWDIERIKIL T 7 —27 L ShTnd

 EHERNREMR AL OARNLZLE Y T — 7 Z HEERICFEE L 9 2HMAET

D,

Figure | \CEBIRIMRBEREEOME 2R, HAF 12 I DT =T

(GC) ZmEEIRA OEBICHRA L, Tzl U CRBARNIZ T A FU A ¥ — (GW)

ZBEBIEDL, WICWE LA 7T —TVE@ L%, GF & NS A

72 NVEZ LR CTHBRNEEZIHA L, ~( 2707 =T b7 XA b

TURE T T aTHZ X0 RIMERE A NEE SR L. B D

NIRRE OREZHAR TE 2MBELETH D 5, Figure 2 [OHEBEIRNHGEHRA T

SN2 EOT T — 7 OEAE Grade HHE T, HEIRN O IE & PNIEIL A

@ (Grade 0) | T NIZHEAMHERT L D% Grade 1, T ITHRTE 518

HWOEBTHO L D% Grade 2, FBEAISITWIRWEETHZ Grade 3 & LT 4 BElch



7T Grade D ZATH, SHIZIF, £ ZiZte ORe - A@EMke) 238 LT

WOHMPBFHIiCE L7721 TR, A7 MEEXROE (Follow up) WFIZIX

AT v FNERIZ A LIV A BIENEOHEORRE LFHMIT5 Z E R AETH D,

ZDAT v MBS T DOEARWIZ XY 4 B0 B IVH AN ERE R 54

%9 % (Figure3) ,

Ueda B3, PIHEER A & NARBEREBIIRIN ARG O HEE ° =

IR B (A & BMEEIE R O FIER T ITIIARICAHBEN H D L i

L7-, Yamamoto & *|%. MENBZIHEIELZK: (IntraVascular UltraSound:

IVUS) 2L % in vivo TORMBEMRZEIC LV BRETL. IBEKRTICEA TS

53 DMLAE F W ICAAES 2 L MAENRE TRV HE B S, #

MERK 3 M MLAE F 22 < AFAET D & T DRITIFE R 3% < TH BB D G

AL BIEIND EWE LT, Kubo & " I3 T M ER: (Optical Coherence

Tomography: OCT) % FNTIMAE PO BRHEMER O E X 2 11 L, BRHE Mg e

MEWE EFHALENET LS Lc, 2D ONED G, PRSI 3 A 3 E)

MREEAIC KD NRE =7 O & & T a8 5 RHEERIBEOIE S THE Sh 5 L HIE

EZEZ2HNTW5

FLZOEAT T — 713, BEREFIEICKT D HNG 3% o ¥ 3 L& 38

(3-hydroxy—-3-methyl-glutaryl coenzyme A reductase inhibitor : A X F )



WCRDREERTRIEICLY, AT T =7 282 2 LnlEIN TV 5,

Takano & "}, WHEEMREIC TA X F U NRIC L NHREEAHEAENA EITK

T2 2 LaME L7, Hirayama & %, A X F A2 X HBMANEEIR T HRIA

2RV, WHBERRAEE L IVUS TROET I RENAEICEDV T2 L%

wE L,

WO T — 7 E NS HERIEREIRE AT NEREETHE, ATV

N O T T — 7 ETIEAT > MIKRFED U 2 7 38145 2 & s

XN TWaA, LrL@EmEfl x5 b (Bare Metal Stent: BMS) D& . 3-6 »

HEOREFERGE & & b ICH AN HIE L, BV R Tl s (77

—7 =0 IR REHENHAELETLT" St bRkiEdTo LS

5P, I BRIV B KD IS/ o F A IMEA T | (DES) T,

B2 D ORPEIN TS, Higo HlE, SES EiEIZ XLV X7 MEEEROI%

FHOT T — 7 OEGAENSSICHEELZ S LRE L, T742bb, SESIckY

AW DT T =27 B3z o TRZET DO TIE RV L faiansd Lo icko

7"4
—o

PLEDOEEICL Y . AAFFETIE SES iER 72 5 ONT 9-14 4 A %I E#)

ARNARBAR A 21T - 7o EIR B BB 2 A RIS LT, M7 T —7 ONHEER

HEOEEEZORENR IOV TR LT,
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Jitk

W7 A

2005 4 1 A5 2010 5 12 A £ TIZ HARRZFZEZH M EAAE R CLLT O H7E

2 72 IEBI A 42 BIZ DWW TR A& ITRE LT,

T Y —EH

® LEPIME/L LEEGMEE MM IRETH D Z &

& HrAEIRAREICK LMD interventional device (77 L7 kI —F N

AARR—F T VL —FE) AT &72< SES #AHER < EHETE

=6 D

® SES Y& (Baseline) HWEKONEWF (Follow—up) BF (BHEND 9-14 7 A1)

SR BRIE R K EB RN EERE 2 TS T\ b Z &,

FRob A

® WML MRAE

® o LRI 7 CEENIRAARBT R AT TICIE L TRy R A

® MAEMITHRF= Y bu— /L AREEZRODASIRE, BEEEmE, 2 he—1rEh

TUWRWBERIR, BAE RN B BT B M O IR E S HE

11



T —T VA K OEEIRNAASER AL, MEZITO ICHTZ D B TOREEND
XEZTA T A= Farty MR L ThbmEIIIfTbN, £, K
WFFRI B AR K P AT B ARG IR Bt O B R A e B B O RR A 45 THF9E %
1T-7,

BESa7 4 — Vb iRz 2FEEE

® Baseline B (32 %0

Baseline F

@ 4 ErQOMER @M@ & i = GHE IR I ©ONEH 55 E O rEEh Ik B 1 E
®BMI@follow—up D% A HOTEF L EEHIROEAEQA T > FNILE®
LDL-C fE@HDL-C [EGL/H H@®ImiE 7 L7 F = AE@ T PENE IO R FEEOHbALc
QEEE CRP fE IAREE (X2 F | ARB, WL 0 LEHEE, o ffiPUIE. B FE
P, 7ury s —u, IR, = brflgl =aZ oo, SUAL B4 7Y
g, V=771 r) #32HH

Follow-up K¢ (6 %)

O WA, OFENBYERE, GLDL-C i, @HDL-CfE, GL/H ., ®©F s
IO EZRICORTEEBARNGEEICR T 5 A7 v MNEBOEGFEEA T 7 — 7 O
BB OISR A & UM 24T > 72, LDL-C fE DO FHHANXFHRIZF > B

(CholestestoR®LDL, F&E/K AT ¢ /b, HE) A LEHE LDL-C EA2 = L
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7z LDL-C D = > b v — L HARIT A AREREE L2 (JAS) OfF#t "IZHkSE

BEINTWERN, AZF o ofEORES (BWEHZR EoFmIZED) Nk

L72an7p EOHIWHE, EIRENRERITHIBT LT,

oS B EBRE B (PCT)

ETOEEREZ KO PCT 1% A AR AR ThifT L7z, Bt Rz2A4 5

T AU B DRSS (AHA) 5038 75%LL B OBRARA 2 InhkiE s & FIWr L SES &

BiE L7,

EBAIRPIRSE IR & O DOFHifi

AWFFE TILEENIRPI R B A (13 FEPATER OSBRI BLEE 7 — 71 (BT Y

TERT, BORL) 2 Uiz, e BIIRPIESER A IAR U 72 FIEICHE - THiAT L 7=,

Baseline @ SES EWFICBITA AT ME FOEE T T — 7 ONHEER A

FPTL Follow-up I & Hlehit Lz, BIZESAUZMIRIZT T B 4 %

7 b3 — S\ RAFERE S A, R T RISEENIRN AR SR A Rz L 72 23T

FHaasd 3 N ETHERIEHME, RE L, A7 > MEEREME (ET) o

A7 T — 7 OEBARETAL 5 B IXEHR O L 512 grade 0 (FEa 72 L), grade 1 (7

VW), grade 2 (JBUW (L) |, grade 3(REESCIRAMN NS TZIEE) O 4 35 Z R

13



L7 (Figure2), 27 v N FO®ET T — 7 WEBEET L5513, F0%

PBED ) b KOEEAE 2w grade & U TEH L7, —J7 Follow—up RFDHT

AENBEHAEIE T grade 0 (BFER< AT AT EHIHTWD) |, grade 1<

W), 2 (P HE L TWD N AT o M < W ATRE) , grade 3 (GERITHTE

SHAT Y MIAHTE 220 O 4 538 &E VW iz P (Figure2) , 7238, HrA AL

BRI AT v FOWE BE DY ETRWEAEIIRE % 5 5 grade & #78 grade

ELTEHMLI, ZhoZEF ADPMSL THiw L, BRMND TS AIES

NHOfHE OB REZME ., ZHRTIRE LT,

WA AT

LR BT ) TAEVEREME (mean = SD) Z AV, 2 BEF OGEIXEM AR

T DNENTEY . student—t BERVWL Wilcoxon® s JENF A HREIZ X

0 fENT 2 UT-0 3 250 (3 ) LA E DA 11X one—way ANOVA 72\ L Tukey—Kramer® s

HSD MRAEIC K DM Lz, BT U —BEI%EKFL & L, x* BELV L Fisher

D TR IE THAT LT,

Beseline KfA 5 Follow—up FFDHAEELOHER T2 MetT D720 HE &

SIR AR % F . S BEAT I3 RTIR O Baseline EoD 32 8% & Follow—up M

D 6 ZEHAT % LKiAT LTz,

MERHAIA B KUEIL p<0. 05 & L, ZAEEMNT 21T 5 L TITHA RN T po0. 1 D

14



HHEZRERE Lic, STAZT U ORERETT H72D JAS DA KT 4
ZHIY LDL-C=100mg/d]l ZEFIK L L TA X F L ONIROFETE I TR
Wi &4T -7, SREHENTIIREEF Y 7 N 7 =7 JMP9. 0. 0 (SAS Institute Inc., Cary,

NC, USA) %1 L p<0. 05 & #Eatioa & & Hr L7,

FE R (Results)
BETT 44—

BH T 5% Baseline Hf & Follow-up B CEBBIEMIR 11.2+2.3 » H)
DEET — % % Tablel-a~ c |Z~ 7, ZEHT FATAC (LAD: 27 &) | ZE[EhEfk (LCX:
8 A) ., AEENK (RCA: 16 &), AT > hOFREIX 2. 5~3. bmm £, 18~33mm £
THF 51 KD SES D TH - 72,

RAF 7T — 7 DN D 2L

Table 1-b |27 & 9 12K T Baseline Ff & Follow—up IRf D B A D
AR L, AL CIX A B Z 2B O 7o 7= (Baseline: 1.6%1. 0 vs Fol low-up:
1.7+0.8, p=0.4143) (Table 1-b, Figure 4), ffl%x OBV T DG
& Figure 4 (ZTiRd, 54 DIEGIDOR KA DOZAIL, HERFIT 16 F (WS
#E) . b7 URE 16 451 (NC BE) . A 11 6 (IP %) Lkkx Th o7z (Tablel-a,

1-b),

15



WAr 7 T — 7 OEAEEL O ER T

FPWS BENCEEIP BED 3 BEFIC DWW T B[R - D bk 51T - 7= (Table

1-a~b), Follow—up BFD 78. 6% DIEFNIXT L CAXZF U N ST Y, IP

HETIIRHICAZF U NU)F SN TWi=, £7-. Follow-up FFo LDL-C fE & L/H

elx IP Bf & WS B£ C Baseline |2 L CTHEIZIL T L. Follow—up EFo LDL-C fiE

X, TP BEA WS BE. NCHEICHE LA RICIKETH - 7= (IP Bf 74. 3£16. Tmg/d1, WS

#£ 103.5216.4 mg/dl; p=0.0004 vs IP &, NC#f 105. 718, Tmg/dl; p=0. 0001

vs. IP B¥)., Follow—up f® sCr {1 Baseline WRFIZEL L WS B & NC BECHEFE L

T /=, TP BETl3 Baseline BED 27 > NN Ok SRS 12 el (72. 7%) %

= L7225, Follow—up Wik HUBEEE I3 =12 (25.0%) L 7= (p=0.0041), —F.

WS #f Tl Follow—up WED A7 > kNI AR D BEEE 2388 N (Baseline: 26.7 vs

Follow—up: 6.7%: p=0.0086) L Tu /-, Table2 |ZHEIRINMHEEHRE TOHEN

BB R 2~ 3 BEARTIZIW T graded3 OFAENEHE TR O T, ik

PN FE |2 3 BERICA B 21T hy o 72 (p=0. 1011),

XBRT T — 7 NIREER I GEZ L O BUE N+

Table 3 |ZPNELBERYEE (A REZEALE L6 2 & A - D HZE & L 28 BefiRpir

&R, WA RARAT CILAEM, MIILIE  ZIRIE, 2 5 5 O PR AT4E, Baseline

BED sCr i & 27 > NI DR . Follow—up B LDL-C fi. L/H kb, HEAE

16



Ve, e OV A= NS 78 B 203 o (0 JE A & BUE % T REME (p<0.1) &R L7z

(Table3-a), ZiL5HDIAH % MW= 22 BT CIIFIEE, A2 F L ONRD

A4 Baseline FF sCr fii,Baseline A7 > NIk D H  Follow—up KD LDL-C

TR EHOEE OB R ERN T TH -7 (Tabled-b) ,

Figure 52 JAS DHA KT A NZHE U 7= LDL-CEIZ DWW TDOH 7 7 L—

TR R T 1) A X TF NIRRT O 100mg/d1 K D Low LDL-C #f (n=15), 2) A

2 F NIRRT O 100mg/dl L E @ High LDL-C £ (n=18) , 3) LDL-C {25 by =

vu b= VEHFEIZEMERDOZONRZA L E SN AZ T U RNREED No

statin # (n=9) ® 3 FEIZ0 1T THMRFT L72 & 2 A, Baseline @ LDL-C fHIZIZ

BEFETED SN -7 (overall p=0. 0681, Low LDL-C group: 118.6=+29. 7,

High LDL-C group: 120.3=%£27.3, No statin group: 95.3=%19.9mg/dl), L >

L7235, baseline (2 LT follow—up DA X, Low-LDL BE CHEIZH

/. High-LDL FECTHEIZE(LZ: <, No statin BECHEIZHML T\, 7=

TALEEC 3 REM A bl U7=3 4. Low-LDL Bf (-0.520.9) {% High-LDL B (0. 4+

0.9) & No statin #£(0.7%0.9) It LT, AEICKME GEAERDENKE

e HERME) HoR LT,

17



ER

SES BHEIZ LV AT v MABETOERGEO T 7 — 7 B E A EIE5

Z & Higo b YN L7, FOIEMERERFIC O OW T EZMH ST

VN, ARAFZECIE. R BRSEEEE,. Baseline Bf sCr fE° AT > b INIMAE OFE H .

Follow—up BED LDL-CE MK VA # F > WIRDOF R Z OFER T TH D I L AR

ST, ZNHOHER T O CTrEEEZFIEE, Follow—up FFd LDL-C E® &{E

X OE ORI ER T, )i, A X F 2 DR, Baseline @ sCr flD &,

X Baseline ® A7 > FNIMAR DRI HAE OSGEHER - Th > 72,

FET T — 7 WaE & LDL-C iz b N A ¥ F v &L ORf%

B RAE LD B SRR & LT UIX LR R B 4L 5 e B IR N AR 82 Y 55 A FE

HWEL, 7T — 7 OB RS DI A RO M N7 T — 7 3% [ O RHENE:

W DOIEFL B G LTV A EEZX LTV D 1219 20 KEFFZEC 0D 8 (4 i 1

R+Th oI EDIRINTHEEBFHEES LDL-C &fEIX. LIRTL Y BARANCE

WTEBEINRA N2 B RIED TRV fERRIA - &L @iE ST 5 2 ABFJETIE

Low LDL-C BECIIEA T 7 — 7 OB EITA RIS E L TW=2, High LDL-C

HETIEAZ T U ZANRL TV 5 T No statin BEFEEE, #5EE OE

WRD LRI T, ZORMBIFIAZF o 2NR L, 22T LDL-C fix =

Y hr—= A LIZHAICOH, AEEREAENUET D, OV TEIEAT T —

18



IINZEEALT D EEREL TS, EWVI VT A X TF X DYz LDL-C
EEEHEL-GE. vu U ARAOEAERG T 7 — 7 ~OLFRVER B H S
HA[REME AR R LTV D, SEEMNT CIIAZF L ONIROAE K IR 7%

HOEDORERN - THoT-N, ZOZL1E LDLC fiEZx LK< T+5ZLDHT

ozt

I

72 AZF ORISR (pleiotropic effect) HFEEL TWe B X H
No, FE AZF U Z2HRL TV S5, LDL-C EASEDORE TH->TH No
statin BEIZHART SES 12X 577 — 7 OB B(LITHERICHH ST\, A ¥
FATMENEERE O SE, I8 ORIEFEMIHE, 77— 7 Z2E k., MR
BEERSRE O UCEIIEA LUARE, OV ET Y v 7 Omfilic< & fE S
TWD 2, AZFURNT T — 7 WORRE Ay & S, RAERR & 3l L
27— U RO R AN & C Fibrous Cap #J/2< 95 Z ERHAE ST
5 ZRBIEN TR NS FEAEZ KT S5 FMICHFESLTND D
DEEbND,
SES SR DB ENIEIGGE & A & F

Inoue HIE SES BEIZ XV FIEOFEIFFHAILOWA R H D Z & 2
L, Nakazawa &1 SES B ERD 7T — 7 O E NI 8 H O BhJRAE L2

IEDRH BN Z L &R LTV 5 *, Yamamoto oI SES (2 K 5 A PN LS SE T

HDTZOIZ, BUS DA & AT R0 RFMIC O - THEFE T 7 — 7 OEARN

19



B Lo WEIT o, JBE a7 RRELLT VO TIT RN EHEE LTV

% ¥, EEER T, SES BEICENREE~DIFRRER 72 E ORI ZFI SR 24 2

EPTRSNT AL F ARG OBYIREE~ DM R 2 845 Z & bl S

NTWNA S R TIEL AN, v a ) AR EOISEMEWEIXIEE 7 — 712

B

B, ZOMEPNLY EFICTOIEVFRT R E 2> TWAEDTIER W)

ETAMELHD T, INOEDOZLERAICERDLE, AXTF UL AR

BAKTHOEIL. IEER 2D SEHET TR, v ) b ROEENLEE

M7 7 =7 ORIESISZIH L. —T7 37 =7 s OIS X0 BV

NI L 2 etE+ 2 2 L2 XLV . SEIOERET T — 7 O R 720

LUWENRZ OO LIEARIER DD LEZXBND,

BeAr 77 — 7 MEEZAL DT OO ER -+

AMFFETIL SES ETDIERATFT 7 — 7 OWEAEELORER T & L TH

ERFO AT v NNIMARDFEENFD—DThH-olz, A7 v FNMRIZAT >V b

YERFRFOMAEBEDIEEDEEBMBE TR ONL Z LAHY ™ ¥ EEOHRIKIE

HITHA S TII ARV, BAFZEORE RITE ERFICMAERNTEEL TWDER T T —

I wa O MEREOIREEEN LY R ETR I EEAREBLTHWDEONE LIV

Uy,

Z Ofth, Baseline Ff sCr fERNHEAEDZLOBHER FD—>Th 7=

20



(p=0.0424), L2>L7N5 sCr fEOEEE~ O TOEDO L Vid/ha<, X

DIEENWL Y TORBEBEZ R H5MLENH S, -8 213 CKD OFEENR, AT v

NN AENBEHEACHEEIRAE R EICED LD e BA 5 2 THWHO0E, 51 &

e EWHIENMEETH D,

MFZERRSE (Study Limitations)

KRAFFETLLT ORFFER A 278 7,

® Baseline, Follow-up & HIZHHREBIE L LT2BEDOHDDVEOT — 4 ThH
DL MO AT T 4 TRIENT TH -T2 L, Lo THHREBEDOBIER TE 5%
BORE TOFHMHIZAHFIEDOMENIR LN TND Z &,

® W/ L — ROFHEITERNGHECTIZARNZ &,
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EERRYE S (Clinical Implications)
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Table 1-a Patient characteristics

profiles p-value
All Worse(WS) NoChange(NC) Improved(IP) Overall Tukey-Kramer
N= 42 15 16 11 [ANOVA) WSvs. NC WSvs IP NCvs IP
Age 66.7=9.2 61 8=8.0 70.0=9.6 68 6=7.8 0.0286* 0.030* 0.1246 0.9137
Male 26(61.9%) 9(60.0%) 8(50.0%) 9(81.8%) 0.2424
Smoking 21(50.0%) 9(60.0%) 7(43.8%) 3(45.5%) 0.6247
Hypertension 32(76.2%) 14(93.3%) 12(75.0%) 6(54.5% 0.0712
Diabetus Mellitus 19(45.2%) 8(53.3%) 7(43.8%) 4(36.4%) 0.6836
Hyperurisemia 5(11.9%) 2(13.3%) 1(6.3%) 2(18.2%) 0.6280
Dyslipidemia 34(81.0%) 13(86.7%) 11(68.8%) 10(90.9%) 0.2767
Family History 12(28.6%) 7(46.7%) 3(18.8%) 2(18.2%) 0.1538
patients coronary profile
Target Lesion LAD 23(54.8%) 7(46.7%) 10(62.5%) 6(54.5%)
LCX 8(19.0%) 1(66.7%%) 4(25.0%) 3(27.3%) 0.1943
RCA 11(26.2%) 7(46.7%) 3(18.8%) 2(18.2%)
Medicine Profile
Statin (%) 33(78.6%2) 11(73.3%) 11(68.9%) 11(100%) 0.1249
ARB 19(45.2%) 8(33.3%) 4(25.0%) 7(63.6%) 0.1030
Ca blocker 19(45.2%) 8(53.3%) 8(50.0%) 2(27.3%) 0.3723
a-blocker 1(2.4%) 0(0.0%) 0(0.0%) 1(9.1%) 0.2361
p-blocker 19(45.2%) 8(53.3%) 7(43.8%) 4(36.4%) 0.6836
Allopurinol 4(9.5%) 2(13.3%) 1(6.3%) 1(90.1%) 0.7%6%
Diuretics 3(7.1%) 0(0.0%) 2(12.5%) 1(9.1%) 0.3850
Nitroglyceride 9(21.4%) 3(20.0%) 2(12.5%) 4(36.4%) 0.3274
Nicorandil 27(64.3%) 8(53.3%) 10(62.5%) 9(81.8%) 0.3200
Sulfonylurea 9(21.4%) 3(20.0%) 3(18.8%) 3(27.3%) 0.8566
Pioglitazone Hydrochloride 4(9.5%) 1(6.7%) 2(12.5%) 1(9.1%) 0.8569
Warfarin 2(4.8%) 1(6.7%) 0(0.0%) 1(9.1%) 0.5029
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Table 1-b

Patient characteristics and laboratory data profile

profiles p-value
Baseline Follow up Baseline Follow-up Baseline vs. Follow-up
All WS NC 1P All WS NC 1P Overall Tukey-Kramer Overall Tukey-Kramer Overall WS NC i
N= 42 15 16 11 42 15 16 11 (ANOVA) |WSvs. NC  WSvs.IP NCvs.JP  |[(ANOVA) |WSvs. NC WSvs.IP NCvs.IP  |(ANOVA) |
Body Mass Index 232432 23.8£2.9  22.143.8  24.142.4 | 23.943.1 244432  22.8483.2 247428 | 0.2189 0.3246 0.9720 0.2736 0.2026 0.3234 0.9539 0.2446 0.0048**  0.0835 0.0783  0.2171
labo data profile
LDL-C 114.3£28.1 125.7427.1 100+22.3  120.0429.8| 96.2+21.2 103.5+16.4 105.7+18.7 74.3x16.7 | 0.0235* 0.0238* 0.8491  0.1327 [ <0.0001**  0.9367 0.0004**  0.0001** [ 0.0017**  0.0063** 0.3945  0.0005**
HDL-C 46.0£12.0  43.049.9 48.2+154  46.7+8.7 | 48.7£11.6  43.089.9 48.2+15.4 49.4£12.0 | 0.4813 0.4630 0.7188 0.9489 0.4661 0.4443 0.7228 0.9366 0.0345* 0.0970 0.0970 0.5049
L/H ratio 2.7+1.0 3.1£1.2 2.240.6 2.7+1.1 2.1+0.6 3.1£1.2 2.240.6 1.6£0.7 0.035* 0.0271* 0.5226 0.3686 0.008** 0.5727 0.0064**  0.0527 0.0003**  0.0042%*  0.7421 0.0091**
Serum creatinine 0.78+0.16  0.68+0.11 0.81£0.15 0.85£0.18 | 0.84+£0.18 0.73£0.14 0.90+0.16 0.89+0.19 | 0.0077**  0.0334* 0.0114* 0.7710 0.0119* 0.0172* 0.0455* 0.9903 | <0.0001** 0.0079**  0.0015**  0.1944
Triglyceride(mg/dl) 112.7454.0 124.0+71.3 97.0441.1 120.2+40.9 130.3£70.6 124.0+71.3 97.1+41.1 121.6+46.4] 0.3401 0.3556 0.9826 0.5228 | 0.0205* 0.0169* 0.1827 0.6893 0.1631 0.1770 0.7085 0.9195
Uremic acid(mg/dl) 5.3£1.6 6.0£1.7 4.5+1.4 5.4+1.5 5.5¢1.4 6.0£1.7 4.5+1.4 5.5+1.4 0.0368* 0.0292* 0.5899 0.3271 0.7258 0.7065 0.9559 0.8981 0.1792 0.0748 0.0143* 0.6830
HbAle(%) 6.4£1.8 6.6£2.0 6.3+1.9 6.2+1.4 6.0+0.9 6.6£2.0 6.3+1.9 6.1+0.8 0.7918 0.8711 0.7948 0.9790 0.6440 0.6626 0.9963 0.7565 0.0718 0.2369 0.1644 0.8662
hs CRP (mg/dl) 0.4£0.5 0.3£0.3 0.3£0.3 0.6+0.8 0.2+0.2 0.3£0.3 0.3+0.3 0.10.1 0.2510 0.9721 0.2625 0.3496 0.5701 0.9970 0.6392 0.5891 0.025* 0.2240 0.2751 0.0962
patients coronary profile
Month of the follow-up periods - - - - 11.242.3 11.0£2.1 113227 11.7€2.3 - - - - 0.1074 0.5019 0.1891 0.4820 - - - -
Maximum yellow color grade of target coronary 1.6+1.0 0.7+0.8 1.9+0.8 2.3+0.9 1.7+0.8 2.0£0.7 1.9+0.7 1.1£0.8 | <0.0001**  0.0006**  <0.0001**  0.5521 0.007** 0.9329 0.0093**  0.0193* 0.4149  <0.0001**  0.3332  <0.0001**
Thrombus on the target lesion 18(42.8%)  4(26.7%)  6(37.5%)  8(72.7%) | 19(45.2%) 10(66.7%) 7(43.8%) 2(25.0%) | 0.0116* - - 0.1518* - - - 0.8129 0.0086**  1.0000 0.0041*

® Bascline: A7 > MNEERRC
® All
WS (Worse)
NC (No Change)
IP (Improved)
o
® Overall: ANOVA |[ZT
o
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Table 1-c: Statin profile

Statins profile (n=42)

Atorvastatin 10 (23.8%)

Pitavastatin 9 (21.4%)

Rosuvastatin 8 (19.0%)

Fluvastatin 4 (9.5%)

Pravastatin 2 (4.8%)

No Statins 9 (21.4%)

Statin(s): 3-hydroxy-3-methyl-glutaryl coenzyme A reductase inhibitor(s)
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Table 2 Angioscopic neointimal coverage at follow-up period

WS (n=15) NC (n=16) IP (n=11)
Grade 0 3 (20.0%) 0 (0.0%) 0 (0.0%)
Grade 1 6 (40.0%) 10 (62.5%) 3 (27.3%)
Grade 2 6 (40.0%) 6 (37.5%) 8 (72.7%)
Grade 3 0 (0.0 %) 0 (0.0%) 0 (0.0%)
Average 1.2+0.8 1.4+0.5 1.7+0.5
p-value Overall p=0.1011 (by ANOVA)
WS vs. NC p=0.7033 (by Tukey-Kramer’s HSD analysis)
WS vs. IP p=0.0853 (by Tukey-Kramer’s HSD analysis)
NC vs. IP p=0.3097 (by Tukey-Kramer’s HSD analysis)
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Table 3-a:  Simple regression analysis (nominal yellow color)

Independent factor Estimate p-value
Patient background characterization

Age 0.0345298 0.0465*
Hypertension (presense:1, No:0) -0.31250 0.0541
Family History (presense:1, No:0) -0.7500 0.0134*
Medical administration

Statin administration (Yes: 1, No:0) 0.66667 0.0839
Baseline data

Baseline sCr 2.547424 0.0089%*%*
Baseline ‘in-stent’ thrombus 0.27778 0.0016**
Follow-up data

Follow-up LDL-C -0.019304 0.0072%**
Follow-up L/H Ratio -0.595839 0.0234*
Follow-up Triglyceride -0.003994 0.0781
Neointimal coverage 0.7710487 0.0016*
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Table 3-b Multiple regression analysis (nominal yellow color)

Independent factor Estimate (95% CD p-value
Family History -0.304986 (-0.551088~-0.05510881) 0.0170*
Statin administration 0.31576 (0.0894028~0.5421146) 0.008**
Baseline sCr 1.588237 (0.0586801~3.1177933) 0.0424*
Baseline‘in-stent’ thrombus 0.413516 (0.2211823~0.644722) 0.0003**
Follow-up LDL-C -0.013051 (-0.02901~-0.004924) 0.0075%*

Overall: R* = 0.72871, p<0.0001
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Figure 4 Changes in yellow color grades from the baseline to

follow-up period for each patient (n=42)

Angioscopic yellow

color grade

P=0.4149
3

Baseline Follow up

Analysis by Wilcoxon’s signed rank test.
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Figure 5 Comparison of nominal change of angioscopic yellow
color grade

Nominal change of
angioscopic vellow color grade

P=0.009**
1.5 P=0.0104* -

0.71+0.9

High-LDL No Statin

-1.5

Baseline  1.9+1.1 1.6%+1.0 1.140.9
] p=0.056

]p=u‘029 T ] p=0.049

Follow-up 1.3%0.8 2.0x0.7 1.8%+0.7
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