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ACS EfI & S-AP FEFID virtual histology-IVUS (C &£ %
plaque Di&5T
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[ERY]ACS fEHI & SAP fEf % virtual histology (VH)-IVUS # L HEE#&ET T 5. [&R, HiE]l 200 F 7 A
5 2006 F 2 A DOEIREIC YT T PCI MFE, VH-IVUS % #&1T U /=58 94 5 (ACS B 35 f5l, SAP & 59, F
YRS 65.5+8.95 /%) + VH-IVUS & 20 MHz Eagle Eye™ gold (Volcano ¥t24) z{#F L, 0.5 mm/sec T auto pull-
back 17> 7-. REMBHEIBEERED MLA AL VEI% 1om 25F@ L 2. ER]2 BHRks T, BEE
g, BEREFICAERERRBD SN A » > k. VHIVUS OFFM &, ACS &, SAP B & 4 FL(mm?)
126.17+#7.72 vs 114.57+5.95 P=0.23, FF(mm?®)47.90+5.43 vs 35.43+4.18 P=0.07, DC(mm?®) 7.87+1.70 vs
10.51+1.31 P=0.22, NC(mm?)21.09+2.39 vs 18.19+1.84 P=0.33 & 2 BEfELEHICH VT VHIVUSFRRICEEE L
Boohhh o, [EEISEORE T, VHIVUS IZ& 5 ACSERI & SAP EFID 75 — 7 #B# IR ERE T
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50% A DEEILD B \ N FEOKAERETH Y, 70%LL
FO®ERREERLIHEZ 15%ICT EhWnI & 2l
LTWaY, i, E8iR7I—27 0oz - 'bA L,
M1 &k < MR TR 28 201 O B 2E (acute myocardial
infarction; AMI), AN% %30 fE (unstable angina pecto-
ris; U-AP) 2 & @ 2% 58 JiE 1% # (acute coronary syn-
drome; ACS)OEZFEHEEZ LN TS, FWIFRIZ
ACS # 5| & Z 3RO E W7 T — 7 %[ vulnerable
plaque] & % L T 523, JHK L Z @ vulnerable plaque
M A XY PRIELAATICHE T 5 Z L DVEETH 5.
75— 7 OWIREBBINKA X —Y ¥ 7Tl 5T E L
TS P8 E MM (intravascular ultrasound; IVUS),  Ifil
BPIMEE, J6T W W e : (optical coberence tomography;
OCD) 7% E¥e 2 e TNA AP S NLTWw 5B, 4
radiofrequency backscatter signal ® A7 )V % f#AT 3
HT LXKy, MEBEREFML, 77— 27 ORGSO
[i] %€ % H ¥ & L 7z virtual histology intravascular ultra-
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sound (VH-IVUS) 23# 1T & & 72 - 7z, VHIVUS Ti3#l
i W% 4 % fibrous(FL), fibrofatty (FF), dence calcium
(DC), necrotic core (NC) D 4 4L TH S —< v
¥ 745,

Al b ivb LEBINRIZ A (percutaneous coronary
intervention; PCI) Jif7Hii ® ACSHE®I & stable angina pecto-
ris (S-AP) ERI & % VHIVUS %= H v 2 BE# T 75 — 7 Mk
PER D HR &2 A7 WG L 7.
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VH-IVUS % H\C PCI % Hif7 L 72 588c 94 9B, ACS ifdl
3561 (37.2%), S-APJER]59 B (62.8%) % 2HEIZ /3 H L 7.
ACS JEFIE AMI 17/35 61 (486%) TH Y, TN H H ST L
AR AMI & 14/17 51 (824%), ST FEEFAR D AMI &
3/17 B (176%) Td - 7z. U-AP 13 18/35 51 (514%) T >
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IVUS & Volcano™ #1: 4 20 MHz 35F &7 A % x » Al
IVUS 7 57— (Eagle Eye™ gold) Z i/ L 7.
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1 WHEE
ACS: acute coronary syndrome, AMI: acute myocardial infarc-
tion, U-AP: unstable angina pectoris, S-AP: stable angina pectoris

ZRBINRICTEA, WEEA VY VY F 25 mg # 8RN
G- Ui RE % % AT, WHRIMEICHA N7 4 ¥ — %8l
L, WEIEHNIC VHIVUS 29 E O F THA L,
Volcano™ imaging catheter pullback device % H T 05
mm/sec T auto pullback T \WHE DSk E L7z, AMI
SEBNE, A BT A Y —dladtk, eplicimekylh 7 —7
Va eI % iifT L, € 0% VHIVUS & Fv T
25 % iek L7,

2. VH-IVUS #&#h

VH-IVUS OfEHTIZ1E Volcano™ AL# IVG3™ 2 > v — )b
Ver. 1.3 #ffH L7z, VHIVUS IZEHZ O minimal lumen
area(MLA) X D Hif% 1 cm Z 8T L 72. Gray scale IVUS
Tl %2 B O 7ZBICIE e 2 B v % kst L, VH-
IVUS Ot 2175 72.

% % OJEHI O lumen volume, external elastic mem-
barane (EEM) volume, plaque volume, FL volume, FF
volume, DC volume, NC volume ®FHll 247\, 2 #ER 0L
B To 7z, F 724 OREFIT, 4 plaque volume H1 O 4
DOMBEMEIRO BRI R ZFH L, 2 M THIRL 7.

3. fRETEEAR

JMP5.1.1 (SAS institute) Z i LT 217> 72, iR AE
BRI + R L L, M7 L7z 2 BEM o kit
t Mg F 721 2R v 7z, P<0.05 % b > THERHEIA
HEL7.
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42 94 BICHME 74 B1(787%), T 20 H1(21.3%) TH -
72, ZD95 B ACS # (35 H) 12 BV THME 29 #1(829%),
64 (17.1%), S-AP#E (59 Bl) TI2H k4561 (76.3%)
LTV 14 B0 (23.7%) TH - 72, FEHERNT ACS # 66.6+1.49
%, S-AP B 649+115 K Th - 72, WMEHMIIBWTHL
e, 4R, B, AHE, body mass index (BMI) (24 & 7%
RO o7z (3K 1).
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) OWBICB W CHBEE THEEZ RO Lo 72, MR
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x1 BEER

ACS S-AP # P value
N=35 N=59
Male gender 29(82.9%) 45(76.3%) 044
Age (years) 66.6+1.49 64.9+1.15 0.37
Height (cm) 162.6+1.46 162.2+1.12 0.84
BW (kg) 62.20+1.83 63.69+1.41 0.51
BMI 23.42+0.51 24.08+0.39 0.39
BW: body weight, BMI: body mass index
F=2 WRME, ek
Target vessel ACS #f S-AP % P value

LAD 17(18.28%)  25(26.88%) 0.60
LCX 9(9.57%) 12(12.77%) 0.54
RCA 8(851%) 22(23.40%) 0.14
LMT 1(1.06%) 0 0.15
Coronary risk factor
FH 4(4.26%) 8(851%) 0.76
DM 14(14.89%) 24(2553%) 0.94
HT 23(24.47%) 42 (44.68%) 0.58
HL 24(25.53%) 38(40.43%) 0.67
Smoking 14(14.89%) 23(24.47%) 0.92

LAD: left anterior descending, LCX: left circumflex, RCA:
right coronary artery, LMT: left main trunk, FH: family histo-
ry, DM: diabetes mellitus, HT: hypertension, HL: hyperlipide-
mia

F£3 M@ —7%
ACS S-AP # P value
BS 129.71£8.87 127.48+6.83 0.84
HbAlc 5.97+0.19 6.00£0.15 091
T-CHO 193.11£741 194.004£5.71 0.92
HDL-C 43.10£2.70 45.28+2.08 0.52
LDL-C 130.74+6.86 123.15+5.29 0.38
TG 112.49+£12.56 150.06+9.68 0.01
UA 5.87+0.27 5.84+0.21 091
CRP 0.41+0.07 0.28+0.057 0.16
CK 436.54+71.71 93.39+55.24 0.0003

MTix CK 28 ACS BECTHEICHE TS - 72 (ACS # 43654+
7171 mg/dl vs S-AP # 93.39+£55.24 mg/dl, P<0.0003). *
7o PENR G A% SAP BECAH IS E A Td o 72 (ACS #if
112.49+12.56 mg/dl vs S-AP # 150.0629.68 mg/dl, P<0.01)
(#£3).

VH-IVUS (2B} 5% §Filiid, lumen volume, EEM volu-
me, plague volume, lesion length, IZH &E 21X SNk
7o 72 ACS #, S-AP # % 4 FL(mm?®) 126.17+7.72 vs
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ACS S-AP # P value
Lﬁgﬁi%VOh“ne 11301#517  10523#502 023
%ﬁﬂﬁ;Oh““e 3162641453  28308+11.19 007
E?iggi volume 20323£1253 178624965 0.2
Lesion length (mm) 20.71+0.43 19.68+0.33 0.06
FL (mm?3) 126.17+7.72 114.57+5.95 0.23
FF (mm?) 4790£5.43 35.43+4.18 0.07
DC (mm?) 7.87£1.70 10.51+1.31 0.22
NC (mm?) 21.09+2.39 18.19+1.84 0.33
mm? NS
140 -126.17+7.72 Wl AcsH:
120 | 114.57%5.95 I:l S-AP#t
100+
N.S.
80" asksas |
§ 35.43%4.18 NS
60 T NS/ 21.09¢2.397
40+ 10.51+1.31 18.19+1.84
7.87£1.70
20+
0 L L L
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2 VHIVUS 57— % 2 MO 7T — 7 ks, HRERICX
g vy
%
80
62.6;2'864;‘:103 Wl Acs#
60 [] S-APEt
40
N.S.
si9xnse |
18.6+1.20 —NS. —
201 NS 111119 10.8+0.92
431088 6.05£0.67
0
FL FF DC NC
X3 VHIVUS 7—% 2BH D7 T — 7 ik, AR
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114.57+595 P=0.23, FF(mm?®) 47.90+543 vs 35.43+4.18 P
=0.07, DC(mm?®) 7.87+1.70 vs 10.51+1.31 P=0.22, NC (mm?®)
21.09+2.39 vs 18.19£1.84 P=0.33 & 2 #EHIZ BT VHIVUS
FIRICEREZRO N ah o724, H2). £z, 42
DOHFRMIRDO BRI ICB T 5 2 HEH TORBIZBNTDH
FREATEDON 2o 72 (K 3).
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LEBOBREPRE SN TWEY, L L ACSHE® gray
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HEL <, VHIVUS @ b L — 2 DB 524 AR BR 278
TETWARWTRENL DY, COZEPHEEENE LD 5
RERO—DEEZLNA.

—7%, Granada 5137 % OEEBIRETNVIZT, TI—72
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7 A T BLAEI T RL & OB AR T TH - 72720
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X, ZhER 7T — 7 MR & 12 FHI T & 2 Wil REE
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SEOMRORGE LT, ORI 1 i TORET
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