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L BU®IC

ZVEEIEMERE (acute coronary syndrome; ACS) IZBW
TR ZEIRIE R 2 DA 28 2 KRB <UL, Z RN
TH L EENRWNE (7 7 — 27 ) ORI 2 W9FEICIER L,
ACSORIEZ FHRT HVEND 5. SMEIEREENS <
1, EEIIREE AR B BHEME I TR DN TV B IRE IS
BARATRETHTI— W HEEL, MR S5
LI X DEBIRD D B VTR EICHERZ T LI
FVRET L. INHDOTT— 71307 LHEEHRERE
RS, R 7 WOSERNI BV TIAETT OB RS A2
X50%UTTH B EBMESNTVZY. TS Dk
LWl IZiEgstt 75 — 2 (vulnerable plaque) & I
W, HWEFIREIC I D, O v BEHEEBE R (thin-
capped fibroatheroma; TCFA) R KE LR REa 7243 5
W77 -7, QFKEMBOER, OMERLLY €T
Vv 7, D spotty BAIKILDIFAE D ENE DR E LT
FIFoNhs.

HENROEZ OZWEE LT, BAETH EHIRER
PEERZMALETH ), LEHEFOREICE K EHTEKE
R7LTE LAL, BHRKEZETHELNLHEGRIE
MENPEOTZGIT EY, BIREICOEETDH 5 &
BEDRFE 2R B LIIWNETH L. gk 7T 7 —27 @
[ IR R 7 7 — 7 MR oM 2, kL
725k B R BE PN O foHA 7 S R RIE DR E XTI T 5
FRZWEPLETH Y, BlE, M4 OFEREWND S\
TREWERZ W REE T - BRERICH L. KIET
X, FNO OWGZ L0 E ZNZNd vulnerable
plaque [FIE~ND A HEPEIZ DWW THEIS % 38X %

II. BEhAR CT angiography

Bk O IR Y 7 54 7 & L CEEIR CT angiog-
raphy (CTA) 23&H; L7-. CTA OZ243#EElE 05 mm
THY, TEROWEERZEZMIET 512345 TD,

AL W 37 B R 22416 B e R (T 641-8510 A 1L e = JF ¢
811-1)

TCFAREINPBE L7279 — 7 ZEBETHALT 5121
Atz ohTE7. UL, CTADOZHHLR A v
MU —HEEE oS #ALIC XY, 2B G, R
REDSKIRICEGE L, 2oBMEEsmELTwa. CTA
XA CTHEOEHNCX Y, 75— 27 ORMMIREEMN 2
WHETd 5. Schroeder 5OWHIZLNIE, VI T T —
MM T 7 — 2, AIKIEE D b CTEMMEL, CTA
TOCT 47 HU LN 7 7 — 7 1 NI (intra-
vascular ultrasound; IVUS) LY 7 b 75— Tho7z
LTwa?, 72, ACSIZBWT, EIERNZD CT flid%
SEARAIE & LB L CHEICIRETH Y, kY =57~
T EMPNAKAERFEEIZE RO LML LHEFI N Tw
%49 & 51, Hoffmann 51%, ACS OEALHE IR
ERERLERIIEDEMHREL DS TI -4 XL
VEFY Y IEBBKRE R o L WG L T Y.
Tanaka 5%, IVUS THIZ S N/27 7 — 7 ORI
i, B T R, T — 2 2R B LR
W CT fE® ring IROFEEY) % A9 5 ring-like sign 2374
JEICROH LN I EERELTWEY. F72, BEONKT
VIR 322 (optical coherence tomography; OCT) & CTA
FHOWREIRT I — 7 oltigHEiick 5 &, OCT T
Wrsh7: TCFABEICBWT, JETCFABEE LR L s
& (44% vs 4%, p<0.0001) 12 ring-like sign % i 7- L #Ht
HENTWBEY (K1), &512, TCFABIZIETCFA B
WY BT v ZOHERE L (7T6% vs 31%,
p<0001), X CT fi> 7 T — 2 (35432 HU vs 62+34 HU,
p<000D) Z B L7722 EBMESNTVE. INHOHIFIC
XV, CTAIZBIJ% vulnerable plaque OFFEIZBEIEY
7Y 7, KCTE, fvMNAIK LS X U ring-like sign
ThHhbHEEZEZOLNS.

CTA ofiiitEdizo EE LL, %454k, dual energy
Fih EOBIC L) afEsEon LR, ERAIMERHE, K
BHRIR E OB RATND, 20 X ) ICHWR A
M ELEEOHMEID R RUE, CTADOEERIZLD
Hyboiliffshs.
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1 Ringlike sign OfGFH]
LR BIRAT TATA O %2 HALIRA & 2 R UE DB IR & AT R (C). EEIR CT
angio (A, B) TI3 ring-like sign %8 % (&HY). [FEALD OCT W5 TIE v RHEE B IR 2 £ 5
75— 2 %8072 (D, E).

III. MR angiography (MRA)

Whole heart coronary MRA & I N 2 @EEIR 3 o
o oS, BRIGHCEY, EEIIR MRA OF Ak
LEWREMEL>2DH 5. 15 THEIZ X % whole
heart coronary MRA ®OF k1% SSFP (steady state free
precession) ERHHT 5 & & T2 he & KR 45w hg
AL, EgHEHCTICT Y M T A MOEGEED
BoONDBZETHD. HSEHRMIZMDCT 1245 500
R R MG 2 L v, AIKILRZE O b ]
HETHL, HIWENPTETHL, LHEOFEVEETDH
WM R 2§ E2RONE, REORERH D, wE)
WREEZED A7) —= v Fdr L LT & bD TEN
2HYT 5.

IR ZE DZWIC BT 5 15 T il - 5F v ¥ 2 vl
W 2 £ )V & H 72 whole heart coronary MRA % 16 41
CT LHFDOZWREA AT H L INTWZD, 4050L 1
OMDCT IZiERIEHVwEEZSNZY. LaL, 2009 4E
IDHWENLZR2F X RVl vz VD LR
MWEF v VA NIZHNRL2~1/3FTHEHMHTLDAL D
T, MK 100%, KIEH86%, FFEEAT93% F
THELZEMESNTWEY, & 514, 3TMRI 2
A V72 MRA OFE L #EA TV 5.

MRIWZ X BAAREET T — 27 ORFEIIOVTIE, BiE
BRL XV TOMIENHEA TS, STMRI ZHW T4 F
B REIIRZEIZEZ L2 25, REETT— 7 TREE

TI—r LKL, MRI TR L7279 — 27 HifEas Kk &
S, BHYEFTY I BIOH N = A EREDE
THOOLNLZEPHE SR TWDEY, v MEKRNICE
JAH5MRIZI—2 4 A=YV 7I2onTId, SEIIRFE
TOWREDPHEA TS, 5RO RED S EEIR T 7 —
7 PEIRFMIN S H M B I W 2 2 ST & 724, T1 3R
black blood MRI %12 & 2 5&BIR 7T — 7 O R B Ik
BEQDJE G 7 E OGS 2 ShTwa?, by, #Ek
B> IRTREDHT ) = MDD H A A=
Y 7u—7kE%HWAZ & Tmacrophage ICEAZ
R TS— 27 ZRIBL LD vy RAY R, MK
HoWMiEERZEDBREINTVS. 512, MRI THH
L7z macrophage &N A Y F VIHEIZ L - TR T
I lbrsn Tk, ik, MRIWC X 557
7 — 7 OB X OE T3 2 R EHM o 1] RE 23]
FFEhs.

IV. MEAFBZH (intravascular ultrasound; IVUS)

TV US {3755 5 B8 5 D R Mo - 7 I8 AR L2 A L C I
BEDOMEZ EIRHET2ZMETH Y, HATIZ 1991 4
PSR BRIBH IR TS, IVUSIZBITF 585 ko%E
HRFEREL 4-8 mm T, SEBYIRET IR0 &1 - TR
FHEARETH D, FEHIBES TERELLE L, B,
bobLDIELERLTCVBIMENA A=YV 7ETH
L., WEOIVUS o ELNAEHITHRETERSN,
gray-scale & FXN 5. gray-scale IVUS TR % % <
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HLV 7 NI dEL - LCHI S, #
MEVET -7 3EHEL -2 235, AKILHREIR S
HIZHWEE SR L LT3 h, BAEICEEREY
o, BRI MR & & b ICMmENE»ILRT 52 L
BN TV B2, IVUS IFEEFREE DSR2 DI ) €
FU U TOFMICHRDBL TS, ACSIZBIT 5 gray-
scale IVUS # i/ Mafclid, MEHEEMEOHEET
F—271F, LY REZMEEHBLYT I -7 WKL A
L, SHEICBRHmE) 5 v 7, mOWRE %R
DL EEINTVWEY, X512, gray-scale IVUS O
N7 — 7 ERMe BRI, TERIRMEILO B - R
W2 BT % SRR RN 2 47 o 72 R B DS S { S ST
W5, JAPAN-ACSHIZETIiX, IVUS 4 K TFIZ PCIAS
Wifr S 72307 Bld ACSfEflZ € ¥ NA ¥ F > 4 mg %
72T MVNA S F 220 mg 50 2 BEZHE D T, 8~
2ARBO7 +0—7T v TREIFEEERED T 7 — 7%
D25 bE % gray-scale- IVUS IZTHE L TWwWaY. Al
HTIREN D TRETH o 72 252 FlIC B W TIE, MEEE D
WCEH R T T — 7 B Hi(-169+139% vs —181£14.2 %,
p=05), BX UM% £F Y v 7 (594118 mm® vs
—624111 mm®, p=08) Z i H7>. Lo UHRHA RS
BB T T, JERERE ARG L MARE T
LDLI VAT - VEZET EE TR bbb T
7T — 7 BHEEIMED o 72 (-12.84144% vs —19.4+134%,
p<0001). F7, WRWEPBITIZLDL I L AT u—
BKTERETS— 7 BERIEOHBEZRLTEY, b
RIGE DB TR EZRO LW 95, HERHA
PRI CIE L DR 2 IREE RS EETH L 2 LWL H
Lo &I, AWRICBIT ST T — 2 B L
MR TOME A XY MIEAE%Z WA T % Extended
JAPAN-ACS 2SBAEH#EATHTH Y, gray-scale IVUS % i
WSEBIIR 7 T — 7 BERGHIE O PRI B T B IR
DEFE->TWA.

L& L, gray-scale IVUSIZX % 75— 7 #fkiikoE
ERHMIENEETH % 7200, BEIED radiofrequency (RF)
Brafis OBFNFEZH TR LM EE D T —
<y ¥y LT, IS oMEEkE i 2 I P8k
H T —FREDBY L TCE TV A,

Integrated backscatter-IVUS(IB-IVUS) i, #@& DK
WX ANF—2FT 5 5HECTHE. BEWRDORFE5%
FIYZNWH T 7L, Fourier 212 X 1 IBEARE
Hah, B#EHICAODOETTI—2 %K RTHLDT
& %. 1)lipid pool(¥F), 2)fibrosis(#), 3)dense fibrosis
(¥##%), 4)calcification GR) IZHF I N L7, HHTRE
N5 lipid pool 3% WITE, NEELRRETH 5 L HES
NTHY, IB-IVUS THegst: 77 — 7 OB RETH
LEEZLNTWBEY, 2 ¥ F Vi ACS OIEEILH
AT TRIRZ IBIVUS %2l Tl L 72 ELAN 3RB%
T, 6 PHBICBI LTS — 7 AROAELRY %32

O, FOEMETIEFIClipid(FR) TH o722 &2 HE
ENTWw2Y. IBIVUS ORISR L E LT, #EEE M
WB 72O AIRALIHE DB T DRI T E 2wz &R, #)
BELIE I AN AEPEBISEVIEE T AV F - EL &
%72, FH—YEHNTLBEHEDOAFMEICL > TIBMH
DR BH L, FrAENEEE lipid pool @ IBHAZEMIL T
WLZERENFIFONSG, LAaL, FERTVIY AL
WYY TNhDF =T Vi, BRZDLOEMET
HZENUHRETH D IVUS & v 7= JER MR o %8 = 5T AM
2O, BARDEN-HETHLEEZLNS.
Virtual histology™-IVUS(VH-IVUS) &, IVUS %5 1%
SN EBEBESZRUIOF FARY FVIENT S 2
LIZED, TI— 7 OMBERO RN TTRE S L
EHRAR—=ADY AT ATHS. ZOYATALATIRHED
MURMEBEEF VIS L ) AEBARZ P VvEREL, €
MLV ESNSHEDANRY VST A—F%—%H
W, MY ) —ickok, Ty —2sWIRE, 1
fibrous (f%), 2)fibro-fatty (##%), 3)dense calcium(H),
4)necrotic core(GR) D 4 ¥ 4 FIZHHELEEICH T —
Ty EVITFEIRTHEIDTH S, BEHIRKRED ex vivo T
OKFT, 79— D400k 4 TOREIZBWT
79.7~928% O F W R Z /T 2 & A E Y, in
vivo DMEHIBWTDH 87.1~965% DR HRTH o 72
s Twa?, 72 VHIVUS I2BWT, #uviii
W% H B AEE 75 —2 (VH-IVUS derived thin-
capped fibroatheroma; VH-TCHA) @i b " RETH ),
ZOEFRE, 7T HU—L%FF (percent atheroma vol-
ume; PAV)Y40% LI E, %D necrotic core ({3 77
WIDSI0%LLETH Y, 2 ONBEICHELTEBY, E5I12F
DAA=TPN3IWHLU ETBEIND DL IN(X2),
ZOFRBHEIZ ACS BATRERGERZ LY bHFET
HolzbWmEINTWAS, F72, ik Kubo 5 id VH-
IVUS # T, FEFMHMAEIZED SN/ VH-TCFA ©
L AEN 12 7 AOBSEHBHICLEILLTWwDE I L%
WEL S5, BT I—270HIZH VH-TCFA ~
ZALL TR0 BOLNTBY, 77— 27 OMENE
RIZEHMICEIL L BLLDTHIEEEZ LN LY,
PROSPECT il#* Tix, ACS %% L PCI % JifT L 72
BEITB VT 34E 0B FIIC A EE 204 % 12O il i A
RYMPEDOLENTWD., ZOLIMEA XY MEXPo
FALHZ (129%) & IEFATLIZ (11.6%) TRSFITHIE L,
ANXY MIHE L TWI BRI, 2 CAGICE
WTIEEBEORETH 72D OBIEFEAETH- 2. —
JiT, IVUS To#ETIE, 79— 7 ®m2% < (plaque
burden >70%), PEERIFEA/NE < (minimal lumen area
<40 mm?), VH-TCFA #H$5 75— BL D% AR
YREBEL TV, INRSoE,S D, ACSFEIEIR
X CAG LIy, 79— 0MWIRPEG LTw5
ZEHREEENS. VH-IVUSIE, BEOSHEY ) —TiX
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Gray scale

Virtual Histology™

Fibrous : FELA A 125 722 IR RE 0D HB FURRME REL IR

Fibro-fatty : #L#kFIIZ IR B D EFEL 7RV VR ABD B F M HE A sk
Necrotic Core : YaIR AR % & T o i 5 E HE5E I

Dense Calcium: /L AR5y 226 < & e fE IR

2 VH-TCFA oft3#41

40% L)L I~ ® percent atheroma volume (PAV) % #2%, necrotic
core GR) DS 10% DL & HdTwab. F72, 0 necrotic core

MMAFNPEEFE L TWDHZ L LD, virtual histology-IVUS
derived thin-capped fibroatheroma (VH-TCFA) L ZH X 5.

oy gy |

MEDOFEDR IR E, W OPOREIZED S
LDOD, MEMIRZWIEO—2DIRE L2 VLD L
EibN5b.

V. T 5WiE % (optical coherence tomography; OCT)

OCT 3%y 1300 nm W EOERIMEZ FHvy, Lo+t
Z A U TR & 2 L L 72060 % S KB IR
TAHZ LTI, ARORREm G E I 58 L ik
AA=V v 7dTHDH. OCT DIKOKFEIZF 10 um &
IVUS O# 10 5O = W RITHEE HT 5 ETH 5.
OCT X ZDFE VR RIS X b, BYIIREELAE R O£ B
BB 2 77— 7 REZMILTE 2 WHEEELZ S > Tw
L. TTEREEBRICBWTIZIVUS TIZo B W T
HBHNE - I, SO 3 EREE 2 AR I TE 5 (K
3A). EEIRT 7 — 7 RN IGNEIRE S Z Y,
BN NI E (MR R A E R LG 5 (patho-
logical intimal thickening; PIT). OCT Ti%, OB 4%
3B D — I E 2 D% FIZBITE OCT ¥ 7 F Vv
WEE LTHLETEX 5 (M3B). "EEIRT 7 — 7 BHG#ELT
WNIEHEGENE 2 7 (necrotic core) ASPHHMNE TR S 1L
ToRRHEE R CE DN S XD I242 D, RIS ICIX
fibrous cap atheroma &FEEN%. OCT #HWA EZ D
PAHEE R OIE S 253 5 Z LW RETH ), FEI
65 um £iifi®» 7 — 2 & thin-capped fibroatheroma
(TCFA) &IEh, BROEHREEZH T 2517 T —
2 ELTEL##ENTWA(M3C). LaL, OCT %
JAWT ACS 2 S DIEBI DO TR BT 5 fibrous cap
DEXZFHI L 7283 i, 150 um R T LY
LATREMEDER XS T WAY . BRI DOEREIIX, B
A & bR s B/NERER G (4 70 F v Y V) D

WAL LTWAA, OCT & Z OFA ML %2 WIFE
W35 EATES(N3D). i, WEIMRKEEZICE
WT, OCT TR EINTI7—271ZBIFS~x A 70Fx
YANDEDT T — 7 ONfiggtk & B L T B i REMEDS
WHEhTWa®, F/2, ACSOFLHER OCT Tl
8By 5 L, TI— WM - AL Z B8
B LN THL™ (M3, E-H). &5, AFF
YR EOEYWIREIC L BT T — 7 REACOERFEREIIC D
OCT "HwH N TWwW5b.,

ZOEIZOCT IFMICHHZE A WERGEEZES S —
J, ERAGROMERENOGLER K 2 mm &7z
W, WEMROSREOICRIHE L <, BOKE L MEWRE
REBIROBEME) €7 v 7, WEINRE 2 & O IEA
METH5H. Fiz, RMIRISEFIHRICTHT 5720, &
WO =2 F1 5 =TV X B IR & FLER ) 7 Vi s
DIEA L BHRIMERBEZ (7 T v v 2) R BEE R L. Th
1286 Lk iEAR A OCT (Frequency-Domain OCT) 1%, IVUS
ERIUCE L=V THHTEETH D, frame rate D
) A & ) WGP IR ] O J4E (20 mm/sec) & W HEE L
7z, ZO7=0, RN (3-4 F) o i i 8 B o B R
BEARMERE L 2280 RWEBIRtE 27 2 >~ b (85 cm) OHi{§
PEEDTRETH Y, SHROBRICHS RSN,

VL. MERRE

MBS L, LR AE LR LMo 558 T X
NTWDRHNEEE RIS, 07 7 A N—FMiZFHA LT
WREYOEMIINEE L TA A=Y T 74 =% LTl
BTy — T LI 2 & CIME NI WG %15 5 %
BTHY, W05 RIRMICIMENERZ 85+ s2 b
MR ME— OWFEZ M EBRTH 5.

EHEREERABEIABRTHY, 79— 27 IZIEHENE
ETRR ) —FRNPEICHERE Lo b ek s, i
WCEYHBTI—2 BT T —7ICRIEND. ME
WHLEEZ FI VT ACS OTERE & #1282 L7 mat Tid, %
FEL Mt 75— LT AT % E IR
DAHZ LML, EAMFHTRN S LI ED —D> DR
ThHEEZLNTVEY, KED OCT L OHFHIZE 5
BT, WEREOBNT T — 7 1T &R T A i
WIEDRRENTHE NP (M), FHEBOWELTT—2
2D HIEBTIROMBEA RV PPEEICEETHD &
WA KR s, MENESEZH VL Z LTRSS
T— T BT ENTREEZOND. SHITRY
FURHBICE BT T — 7 BHi%, IVUS &I NHEE TR
BEM W EFA L w01 X 3B CTdH 5 TWINS R Bk &
TOGETHAR #REROMERIZE 5 &, IVUSIZE BT F5—2
BR O IAF 2 \THRBLR AT S A A%, A NSRS
I A#EOFHOBAITREMIIET LENULOELIZED
SNV ERHESINTVEY N, 2o ofERE,
5, MENRETHRIBRINGE T T -7 DailoEbrZ
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Micro-channel

3 EERIEZE OELTER

A) R BN % T MAERED 3 Rl (M - Fp i - ZPBE) 2SBHBR I S 5.

B) Pathologic intimal thickning : 8 75 10 Fr DA iE T 3 J@iEE 2, WENRED O Sh b,

C) Thin-capped fibroatheroma : 4 B> 11 BEOALEIZ 40 pm O H W BHELE B (- TH N5 lipid-rich plaque % #2%, OCT
I TCFA L Zlahs.

D)FAEMA : 10 KA S 11 A7 Tl A M (KE) oA % 58D 5.

E)Plaque rupture : 2 REOATE 2% U 728 0 X 40 um) 2 780 (RED), BRI ) AR 5N 5.

F) At © MENBEOFEE D S NN %5 mass 2RO 5. BH~NDO OCT Y7 FIVREREMTH Y, AfMkEELz 5
nas.

G) RN © MWD FEH 5 NEAZEE T 5 mass Zi05. BHNDELWOCT ¥ 7 F VigEE D, KRk e %25
nas.

H) RAEMEARAL - RAGHFZ P & OB R A 22 FOR R I & LT s 5.

Lipid : JREIMS, W-Th @ Hfaliife, R-Th: dkfaiife, Cale : FAKAL

4 WERT T — 7 O & RRMEE O B4R
MENBETHRZET S 75— 27 (A) TR )
JEn(B). #ICHEBHOBNT T — 7 (C) 1T & MM B
EA# < (D), HBMOBE T 5 — 27 1d vulnerable
plaque £ £z 651 5.
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DG DB L BT T — 7 ZEfbzm L Tw»
LN D 5.

VIL. H¥)I(

SANAEMVEAR 7 ¥ b OB L) A2 BI A1 HK
DL, % LR BIREE BT 2 R ATITHEL S
72BAE, Wl ACS 2 FRiTAD0 0 EEMRINS L HIC
HoTWh, NEETT— 27 OREIIZIEHER TS — 2
DRMRYEIR % A C & 2 WH{RZWESLETH Y, HE
BRIIBWTIL, ficx 0REY - IHRBHEGZHIE 2
FHAEDLETCIHFML T ZERRETHLEEZ LN
%, BUE, 3D WA X 4 virtual imaging 252 H
BBV THERETH Y, ERTSEBIRAIED
S Z M T 2 2 L TRARET T — 7 DL % 7
WTELURENY DS, T2, WD EOESRE F
7 /uav—0#EYERIS, GFARA-T YT OH
BREATBY, ANEETT— 7 OYEWFFM AT RE & &
WX, 7T — 7 Wlike 2 RIRBE <R Y PR R 15605 B
TELWHENEDSD Y, SHOBKRICHAIMEEINL TV,

X ®
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