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NSRS STk, EER7 S —27 4 X2 —
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. BEIRCTICEDT T4 Xx=227T
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LWEBIROEENRERVD 52 LORLNT VDS,
F 72 CAG TIEIMHARETH 5 18158 M EMAL O MEFT
2, MER, ARSI ETHY, 20 PCLIZH
LTHLIRLIZAREREHE L 72595, IHBRENEEC
EoTOEBIKCT ~OHFFHIE, WE I TOIRENE
)54 —ThARMEELT - HY v F7 5 A
TR 5057275 — 27 OMWIREE§ 2% B vulner-
able plaque, vulnerable patients DO FEETH
4. Vulnerable plaque OREZIFE E L TER1I DD D

U IE Ny rh e B B 2% 2~ 7 — (F 790-0024 Z g AN 1T
FONT 83 ), * FIEREMIE BN - IEBR AR >~ & —,
3 SR A i Be R B 2 P R

HHE SN TWABY. Thin cap fibroatheroma(TCFA) i
65 wm Kl D AR E DT T — 7 TH BN,

Bl T CTICZ DM IX % v, 7N BRRT
BRI — 27 % —EDKESDOROIT
Lo TCTHZFMT A ECRIRAYH B, T2
F—27® CTllE, IVUS & 570 AN ORI
WBEZT 5., ZHMRREORED OIS ERA R &L
D CTHIEAIEME D H S, ZOX9 % limitation A
O, BREECRERITAEARARET T EDOT A~
&HA A, vulnerable plaque TH A WHEMEA E W &
T H I EDBENTH S, Kitagawa 5%, Motoyama
S5YDHENS CT LD ACSOEMLHRET—EN T > &
VAN SN triad &, @ positive remodeling,

@ low attenuation plaque, ) spotty calcification T& 5
twz b, &5 Kashiwagi 5 OCT & Hwiz#E T
¥, TCFA BETIZIE TCFA R L 777 — 7 oAV M A
R EN S ring-like sign # /R THIVPHFEICKRTH o 72
(44% vs 4%)7. ZOHF 4 » ORI vulnerable plaque
IZA 5N 5 vasa vasorum 72\ L microcalcification 5573
EZOLNTW5h. TIGEBIRCT L LiE4>04% 4 »
FRLVEMNZERTS. IRO60F A ViDL T
F— 7R E DM A XY POEEIZOWTIE, RIED
Motoyama 5D F ¥ K= — 7 #3La3d 5%, 1059 i,

10037 £ 7 % » + ®#ETC, positive remodeling d L < i
low attenuation plaque 2795 74 €7 XA +D9H H 11
7 A2 F(15%) T24ELINIZ ACS & %4 L 7=, Posi-
tive remodeling L < i low attenuation plaque i& ACS
FEHE DI L 72 fEBRIN T~ (hazard ratio=22.79) T& - 7-.

2 OHEHNIZ positive remodeling & low attenuation
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JEBNEAEIR - REMAT AA e \72, PCLIZMEAT L R > 72
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CHED7-DIZH A K54 »TlE, CT OGO
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R1 Wk L7277 — 7 ORHFIREE

Plaque morphology
Large necrotic core
>25% of plaque area
Vessel remodeling, T IEL
Plaque size, >50% occlusion in 4/5th
Neovascularization
Intraplaque hemorrhage
Thin fibrous cap (<65 um)
Foam cells in fibrous cap
Apoptosis, ~40%
Increased MMP expression

LEL, internal elastic lamina; MMP, matrix mealloproteinases

1 60 BB TAN FATRICAT ¥ MHIiE 6
71 A%

a: AEERER. Plaque rupture 23k L CTw72
D(EED), &L MIEIRTDH - 72, b Curved
planar reconstruction f. ¢ : 7J — 27 OEIM
Mf%. Ring-like sign @& %. Low attenuation
_ plaque TH VY, /D CTHEIZ14 HU TH -
v 7z. d : Stretched curved planar reconstruction
4. Positive remodeling, spotty calcification %
RO 5.

| Pageall of ar.

2 HEBIIRAT Y MEEBOBRE

a: AEBDIREY. A7 ¥ PEHRRIZRO LD 5
7zhsegment 3 ICHEERAEHA RO b
Curved planar reconstruction f&. Positive
remodeling L7 75 —27 %35 (KH). ¢c: 7
5 — 7 OERWEAER B/NNE RO ST
ring-like sign 78 % (F1). Low attenuation
plaque TH V0, ®/IHDOCTHIZ18 HU TH »
7o d: FELO TVUS 1%, s/h A0 ERA
attenuated plaque % 72 % (F1E%).
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Computed Tomography)iXE# (Clinical Trials. Gov ID:
NCT00991835) 2SAFSCH#eATHTH Y, VAT EHMLE L
THSL LAV Yy A Z2a7 VIG5 T EF ¥ AH
BOENDEZEEFHFL .

Il MRIICEBTT—004%x=27

DK CT B2 DR SRS L ) IERRZITICEN
TWAHDIZRFL, Ll MRI(cardiac magnetic resonance
imaging; CMRD) (Z.0H%RE, (OHHER, OFTER % FIKEC
AR 2R ESY Y 74 —Th b, CHREEZ
FEAMi$ % coronary MRA 3HIAENE Z A CTA WIERIE
Wb OD, REFREOREHHATE) ZESY
FA=ANEEEZBT TR, FCICHBIRT T — 2
WBLTHRAZRY =7 Y 22 HWTEZL oWmELH 5
2, BERT T =7 A RXA=V Y TEIREN 0D
mm T» Y, LB E FFIRIC X 28 & 2 ST
HbHIENLV. BE, MRz ELdbo L LTH
FHEINTWwb o, FEHHH % 5 1) 72 black blood

- 3 i FRERSEALER® jump-up % #8072 E B O B

o DRSS

- GEBRICA T MEEZOBRE. ERIERD Lo
7275, 6 B A follow up CAG 2T culprit TZWw
Wi BRGEALEB O jump-up % #8872,

M4 K20BEICBT L0 MRICE) B X O K
CT(47)

gk MRT @ T1 58 38 W {512 C /i F B AT A7 36 12
hyperintense plaque (HIP) % i8> % (%F[l). HIP # &
I 5 T CT 12T positive remodeling L 72 low
attenuation plaque (4:F)) T vulnerable plaque ®%§f#
A LTV,

method {2 & % T1 38 CMRI # i\ 72 hyperintense
plaque (HIP) O#HiTH 5'®. CMRIZHIF 5 HIP I,
plaque hemorrhage, lipid core, inflammation DfFEFE %
LTI — 27 HED activity Z M5 %2 5 TWw
%. Kawasaki 513 HIP 2 23 28Ik 75 — 7 OF#
1%, #Eko IVUS @k CT L@ vulnerable plaque @
LI —HTHEEHMELTVEY, HIP 2300
TR BRT 5 (K3, 4). EAEFEMEICEIIEIC jump-
up L7-#Bfzoo T1 isiim {1 HIP # 2 L, WHEIRCT T
1% positive remodeling & low attenuation plaque % #%
72X 4). HIP 28D 7WEN ACS AR L7-HE L H
DY ZoOBKRMERICEL TR, SHREMEZERTHR
ALTWREDPHDLEEZHND. CMRIIZ X 2 H)
7T —0ARX—TV 7 3FRELTHZH, FrLnE
WHIOHER, 37 A7 MRIWZ X W ioESY ) 574 =T
TERETE RV T L =27 ANV —Du NN D 5.
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IV. MERBERICEDTIT—T4 A=V

ML Pk (intravascular ultrasound; IVUS) 25EiIR
JCHENT2HEELS BB/ L. ZTOM, gray-scale
IVUS 28 PCLIZ BT 5 strategy DHEEE, in vivo ICBIT S
FARAEAL 005 RE A= FL O R W L2 S 72 L - A i M TR &
W, Gray-scale IVUS ETO 75— 7 MRIZAME % xR &
L, T &) a—#EIME soft(fatty) plaque, [%F
2B fibrous plaque, AME X ) HLEDE BB E 1
9 calcified plaque E EF SN S, INSFRELLT
7 — 7 % mixed plaque & X T, fibrofatty, fibrocalcific
tWwo2RHET L. FAKAER VI 2 0Dbb T

I A L U S attenuated plaque (& PCI £ I2H=RIZ
slow flow ZEU 5 2 EASNTWAEYW, ACS D EFALIH
2 TIE 90° LT /NS WAHIKIEDFAET 4 spotty calcifi-
cation 2FBM TR TH 5 Z LAME S hTwaY, &
NS5d gray-scale T7 I — 7R EHE T % L TOH%E
WA &b, IVUSHA FPCl 2L 5RkET 4L
NG — VIR K B “eyeball” IVUSIZEDELH»Z |
[(F7TV)ROEZ)NEZH & voEEITTETL
5%, BEBIMIRT I EAITE Y, inter-observer vari-
ability BB EIEW 2w, DLl X9 %4 gray-scale
IVUS @ limitation % WS % 72012, HEH R RF)
BRI LY T —~< v ¥V FERT B HEIICL O»
FEREIN. AFBO Kawasaki HICE > THESIN
integrated-backscatter IVUS(IB-IVUS) (&, JH¥H#EE @
validation d 2 ENTHBY VB REDIEBZFETH S Z L8
FEH ST (X5, ACSOBHETIEH6D XIS
gray-scale IVUS T attenuated plaque, IB-IVUS T lipid
rich% 79 —=2TH5HZ N %\w. EH LI, IB-IVUS
FHWT I — 7MWK E calcium O# 2 ME Lz& 25
calcium @ arc 2VNEWIT E % lipid 12K TH Y, Ehara &
® spotty calcification 25 ACS T RO LN L LE X
B4 a5 Th o727, Virtual histology (VH)-IVUS 31

12:33:51

5 Gray-scale IVUS(A) & IB-IVUS
(f3)

256 BYHsFIRD gray-scale %, ¥ 27 k)
T LI IBEICHD X FHD lipid, HikD
fibrosis, #fi® dense fibrosis, 7R
calcification il I —~ v ¥ 7 &h
5. Gray-scale Tl fibrofatty % 77 —
7 CTHhHbh. IBIVUSICTHTIT—~< v ¥V
7 #RKRT AL gray-scale T=H HIR®D
echo lucent 7 AL (JSFED) 28 lipid TH %
ZEDVbND.

RCRDINHENTWEEF Y T4 —ThHY, IBEZ
D8 ODINT XA —F —%FLITL T classification tree &
IEh 2 7V T XA MR E S T —<c v v s
FRTHHDOTIEZHFITIO% L EE NS, VHIVUS L
DT 5= OWIRICE L TR R @ #asa ShTs ™,
ZOHTTCFARIEH L7237 L — A4 T>10% D
necrotic core EWIEICHT 547 < & D 36" D necrotic
core M arc]EEFREINTWD. IVUS DZRMFIREE XY
100 um TH 5 = LB 5 TCFA [T 5 & o 72T
BIRAZET 200, FORKKEFRICEL TIZRIE
W SNz PROSPECT trial Tk &7z, 697 40
ACS OHEHZWjIM & 12MET L, major adverse cardiac
event IZBD A HMLHL D IVUS Friix, @ plaque bur-
den 270%, @ VH-TCFA, ®#/MiEHifE <40 mm? A3
M. LGl Ch oz, I —2H jump-up L72JE
Bl VH-IVUS i i 2 $7R5 % (X 7). BERWZ L12,
#%ik$% OCT 2T~ 2717 7—Y% neovasclarization
L # 2 LN D EMLIE necrotic core IC—F LTz, il
BIZCTHRNR—=AD N T =< ¥ LB LD,
EARICEF RMBEREEO TV T XL BY LT
HILA DYV — A1 20-40 MHZz D[ HITHY, fi->TL 5
HCHIBREIRZHE LB A S IR A H 5 2 & % PR
LODBRIGH L T BEBH 5725 9.

V. JtF5UrE % (optical coherence tomography; OCT) (Z
£BTT—U4 XD Y

Gray-scale IVUS OCT (optical coherence tomography:;
HET W E ) TR T ' EIRNA A —2 v 7
Thb. FIEOFEME FETIIRFIIDTEHH, Hs L
W I TWBHRIIEZ, TVUS O/ 10450 10 pm &£\ )
HEBBEEICLNVRONE EIANKTHS. TCFA
FHBEOE EA65 um KD b DL EHZEINL 720, in
vivo @ pathology & TH 9 X & OCT O AASIEHE 7 [F &
A RETH S (X 6). Tanaka 521%, TCFA BLUKE
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6 A7 v MHEEIS slow flow 24 U721 61

11:46:58

IB-IVUS

Gray scale

[k % B & 35 recent MIOEF (a) T, A5 ¥ MEE (c) %12 slow flow 22U 72(c). MEio
gray-scale IVUS TiZ attenuated plaque T ) (d), IB-IVUS Tl iR/NMIEZEDEN. T % lipid 75 62% & &

fETH -7z (e).

7 lipid arc 2H 575 —27 Tix, PCIF® no-reflow
phenomenon PFHAENAEIZEH VW E2HELTED,
AIEBIT D stent HEHIC slow flow ZEL7Z. 2HL9H
(2 OCT I ZIBREDFENT LIAMC, IR L A M 2 5 2 $2 it
35, 77—2H jump-up L7ZHERNIE OCT Eid plaque
rupture L72 TCFA THo72(X7). EOEF) T 4 —
ZBWTHIERIC vulnerability BSmWr75—27 THH
EDIRIBEINE D, &L EIEIRTH - 722 &1 plaque
rupture Z4ECTHILIT LD ACSZRIEL L WVWT & &R
LCTw%. OCT onffigtk& LTI ® neovasculariza-
tion X macrophage O E03H ), FN5ERED7
BEOBKRNERD VNI R T THAH. OCT D
R L LT, ZOFREER 2 mm)AVhEnwZ & e, HAT
D#E Tl occlusion BLEETH B Z ENHITHN 505,
O MRINEE AT BE % Fourier-domain OCT 3 Tl
FEHEBICH L. 5150 OCT OE L FMmAIPET %
LTATHA.

VL. MEARRE

FOETHLRCHADOBRETH), TO5HORE
FHARDWE I N =T ORI LIEEPKEN. KT 7
AN=FHICEY, £ A=V T 74 NXN=% 4 L ClLERE
RMZBRTLES) T4 —THDHH, Mifrd:z 3%
FICWTSEH., TI—7 3BT L Y —HEMIC grade 0(H

OCT 12 & A Bl%TiE 50 um @ TCFA 3 X 17 160° K & 7 lipid arc Z i 7z (D).

1), grade 1(¥#ifa), grade 2(¥fh), grade 3(iEwE{h)
WA ENS, REICMBEONEZEDLZELDH D,

M, RabBXUORAMEESHESNS, ACSITBWT
FEAEDEMIIBW TG T T — 7 LB ED S
N, grade DEWT T — 7 I EMB RS> TOAHENE
W Kubo 5%, X 0 Takano 5% 13 1% M #L85 &
OCT 12 & % fibrous cap D/EA % in vivo THEMES L T
W %. Fibrous cap DJE& & grade 1B OB %R
L, MEEIE VI ERAEER AT E W 2 L AVH L
7o, ESICHEEORTEA S OMAEPNHESEE IVUS 2 Hw
TR F A ARBTIE, 77— 7 OB EH BT O
SBEHERD 5N TH ) BIREWH % Native coronary 2
BLTREEZDBGAHESNTWE D, 22Tk
WELMAEZET 52 LLVWRIEIRZ 7 b OHEH]
FRRLAVIN)® Y. HEKEDOLVI T T P THD
WZH2hb 53 ACS EFMFAFIAEZEL, MEBESRIC
low grade DIEPEIAED i L TWDH I EMHEE SN 5.

HIRZ 2 7 F~® PCLIZEHIC slow flow, no reflow %
HELAZEMOENTEBY, ACS HEE® vulnerability @
HWTS— 2 ThHhLrIEINESETR2SIWHATH
. SHICKRMIILEZET 2EYWAENAT v VA ER
DIEFIZIRRT 5 (K 9). FWHEE AT v MR ERISME
Mtz 232528 20% < OCT & TCFA BT i
#BROLHT NS, “vulnerable stent” & bWz A HIHEA
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7 T REERGEALE O jump-up % iR
7HEBIO VH-IVUS () B L NOCT(F
%)

VH-IVUS Ti#kD fibrous, #Hkk?D fibro-
fatty, 1o dense calcium, #R® necrotic
core D42 HhT—< vy FrENnsb.
Z D7 T — 7 &% 3 Wi C necrotic core
WHEIE3BH % & FmMETVHO E KL IE
fibroatheroma TH->7-. OCTIZTA D
Wi T T R HE B T b L A lipid
rich plaque ##%, OCT Lo TCFA T
Ho7z. BOWIMTIEIVUS TlEidiks
72 h o 72 plaque rupture 2SR 5N 7z, C
OWiH CTHAEME (K E~xra7 7 -
DEFH(FH) & BbN LG58 57z,
U7y —VRHEMELEZONDE
f71Z VH-IVUS L necrotic core iZ—3
LTw/.

X8 WulEIRY 5 7 b OB PRSI R

12488 L7280k 75 7 b THBIEDMWT T — 27 28
797 MERIZbzo THAEL, K, Hflgs =7
DOH5N5.

HHONH L. BMSOFEkATIX, OCT THk VYIRS T A—EHBRUERTEICRITS E V) R
J#£® homogeneous pattern, MW HEE TIIHTHRAZ 2 EHTAHD, MHOF I I NMEICL A ERBORAD I X
T5ZEN%L, BMS & DESIEHRAEOKENELZ W TBYY, SHBEHI SHEEIROBER EESh
CEAREENDDE . MENHE MO BRI A 2 — 5 ENHIREENG.
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