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[#35t] HMG-CoA# ICREHFER (X5 FV) 1
X MREMRTHEICLY, BHIRT T — 7 13%E
1t - BRTAZEPAMONTVE, BLZVbW5
RANVKRYF Ly ERA MO YT RAYF L OEEIRT
77— 7 OVERICKITTEZ, 645 VF AT R
CTZHWTHEMRET L. [k ss] CcTc¥k
HRALT S5 — 2 Z2HT HI3BDBEHEICE I NA T F
V2mgEETINAYF V10megE G- L, 6%
AP L 125 A%ICCT2 i T L7z, €432 %
FUBE (n=6) T&, 79—20OCTHIZ6 » A
12356 +288HU LA L, 125 HE D FIZRAKETDH -
7. TS—ZMiMIZ6 » H#359+152%, 124 H
#41.0+165% L HERICWA LIz, — KT INRY
FUBE (n=7) TIX, 62 HBBIVI2s HED
CTHICAEAZREDT, 79— HE12, A#
DH231+167% DA E WA RO [F L]
AbB Y TR F X BB T HRIE, v
N2 & F 2N, FEAKRILT T — 27 2 RN B
LT ENCTTHIE I N,

FH294FE 2 14 H =2 B

iU &I

HMG-CoARCRELBLHEHR (X5 F V) KX BIR
BT 0L, EEIRT 5 — 27 2 e b s, B
LI EIPREINTVSEID, ZhLDOW5EIL,
I3 PR 8 AL (Intravascular ultrasound,
IVUS) Rl Bk NS 2 & OR BRI 2 A
o THgsNTWwS., I, HELHECTEZH
W2 BIRCT angiography (CTA) 12k,
BIISEBIR T T — 27 OWIRZFHETE 5 L H 1Tk
o728 9, ShFELE, AR YTAYF LA
VR EF X BRI T REDEHIR 77— 2
252 8%, CTAZHWTRIFMICBIZL /2.

HERELVFHE

WENRE B ZBRDNTCTAZEmS I, FEAHIK
1t 795 — 2 (non-calcified plaque, NCP) % &7z
BEZ, ¥ 2552 (PTV, 1H2mghik)
HE2x 75,5245~ (PRA, 1 H10mgPiik)
TENIEAEZS B L7z, ABFRIEALV Y Y FEFIC
LU, INETRZPE AR R O ZH &I X
S THRBINTz. 72, ABIFEIE R bR HR
Ay M7 — 7 BIRRBRESR Y AT A (BERID ¢
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UMIN000001495) I2&&HINTW5E. §XTOH
BIZA VT —AFarky bERITV, WSS
L7z, BRAMBEix 1) 90%DL oidehiRk%: % 43
b5, 2) M7 L7 F=li>12mg/dl, 3) 3k
A7 LVE—, 4) EEONRE 5) HEibAL,
6) KIS a L AFa—)VIidE, 7) $TICA b
UY 7 A FYNRTOBAETDHY, AWELD
BRAL L 7= WEZE68kIRE, 166 » HiRB X U127 A
BRICIREMEM~ — A —B X ORI~ — 1 —DflE %
v, F72, 6 7 HB X127 H##ICCTA% HifT
L72. CTAlZ64%|Dual-Source CT (¥ — x ¥ 2%k,
FA4 ) ZHw $RXTOBZITHREMIC= o
7)Y Y A7L— (03mg, +—7TA I—, HAE)
Z1MBE TG L. oy 43I 7% 7 A b
R—=F 2L Y E L2, 50~60mlo i EHl
(==, =3 HA) #4~5ml/secH
HETHEAL, TOBAEMAEK30mIZ [F U#HET
Peh L7z $og P BEEI20kV, FEKA00mAsTIT
o7z, BB X Feurved planar reconstruction
(CPR) Wif§ & fe il DA 2 IR U 72, MR A AR
B & ORMT 13 Zio-station (Ziosoftk:, HA) % Hv,
R E B A Y v ¥ —F (B26f) & L7 %
%3 X O'CPRUE{§ T 7 5 — 7 OEIRL A O FH,
CTf#i (CT density, CTD) D&l %455 72.

BERTZ— 7 OCTDH L VEHEDEIE

NCPOCTDH & ViR z, BEFREZAL SN
TV ANOPERENFIERIZI D ERWL 7.
CTDIZ 79 — 7 B2 D 2 i lCROI (region of
interest, 1 mm?) ZEWTHEL, X)Wz
WFHTS5—2DOCTDE L. &5, 795—2D
CTDIZMLAE D CTDIC B2 Z1T 5 2 & A5G
EMTwabipow 75 —27CTD% ILE MNP
CTDTK L7244 (corrected CTD, cCTD) % 3kK®
7. 6 n Ak, 125 H#HDCTAT, [H—dONCP%
Al % 7= DI E R D k2 HEDE L, NCPD
CTDDO %At (ACTD = H##CT density — ~N—
254 ~CT density) BXOZFE (%CTD=4
CTD/ R—=ZF 4 YCTH x100) KD\, &5
WZcCTDTH MDA 21T - 72, 79— 7 Mk,
M7 — 7 2Bl L, RIRELGHISNS
BATRYD, FOEEEZ KD

& #

HFT) —EREI -ty FNEORL, EHREKIE
SR £ B S TREL L7z, PTVEE L PRABERY
DOHTFIT)—ERRIETY Y OH 4 ZFekEE, i
AR 7T — 7 OKBEIOVTIE, tHER
JHOHEAZRH L. T2, FHOR—254 ¥
BXOBEEREOZLIZIOVWTIE, Ry 7zu—=}
THE L7z, Hr Y 7 MIESPSS version 22.0
(SPSStE, 7 AU A) ZHW, 5%DA RAMEICKE
DWCTHEEZHE L.

] S

ITADBEAPABEIISML, 8 ADPTVHA,
9 AMPRABENZNZNE Y 1T SN/, PTVE
DHIHL2ANEPRABED S B 1 AH %2l L,
S HIZPRAKED D B 1 AV O 72 ih 9 % #k
MTE oz, BRENICIBAOBRZOISMO
NCPD#NT % 47 - 72. PTVEIZ X W JE B M Al 12
PRAZRH L T2 BHEN2 AFThTwiz, if
Je ) ) v B e B 2 R L 22 BB o
7z, 2WEMOBAEE RN ARLAIR ST
(#£1), AFF VX DIREREREOHMBLD 20>
72(#2). R=254 voOfFaLZFa— (TC),
g (TG), HDL2 L A5 u—)L (HDL-C),
LDL2 L 25 u—) (LDL-C), LDL-C/HDL-C,
JEHDLa LV A5 u—) (non-HDL-C), ¥u2 I 7
VFe FEMLDLa L A5 a— ) (MDA-LDL),
NEZTE Y Ale, HIRECRPHEO WD WHERH
THEARZA SN ) o7, TC, TGH X UHDL-C
R L DITIHBRICAH A2 S h o
7275, LDL-CIZ it & 12124 H A ZIAR T L7-.
¥ 72, LDL-C/HDL-CiZWi#t & H126 » A%, 12
A ABICHBERE T 28072 LarL, WMEERT6
2 A%, 1272 AEOWT BT, LDL-CB &
OLDL-C/HDL-CIZH BEEIZED LN o 7.
MDA-LDLIZ, PTVET6 » HBICHE LI T 232
BD7zH, PRABTIIAREE I RN o7 (£3).

NCPHOCTDIZ, PTVHT6 » H#ICHELR LA %
BN, 1272 AR TIIMEIFNEREEIR O R
Moiz. cCCTDTIXERHE THELZLERD bhi
Moz, —JPRABETIX, CTDB X UFcCTDWV§h
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x1 BHETR

ERNRASFUHEIn=6) TIHRAEFUH0N=7) Pl

FE () 65.7+9.0 704+85 0.348
B, AB(%) 4 (66.7) 6(85.7) 0.459
& (cm) 160.7+4.5 160.6+3.3 0.967
KRIE (kg) 60.0+13.3 56.6=8.6 0582
BMI (kg/m?) 231445 21826 0529
EME, AB(%) 3(50.0) 5(71.4) 0471
PR, AB(%) 3 (50.0) 1(14.3) 0212
EimitOEBORE. AB(%) 2 (33.3) 3 (42.9) 0.751
BE AW 2(33.3) 2(28.6) 0.867
HbA1c(%) 62409 60038 0673
HERE. A8
FoXA T Lo REHENE ACEIAER 2(33.3) 4(57.1) 0.433
FAEYY 4(66.7) 4(57.1) 0.751
BB 1(16.7) 3{429) 0.349
FILrs LB E 3 (50.0) 3(429) 0817

NR—=Z2F 4 VIFIZBWT, MR TYIThOBH b A EEILED S5l -7z, BMIL body mass index ; ACE, angiotensin

converting enzyme

x2 MBI ZLT7TF I —EDZiL
E#/RFF B (n=6)

R—AZ1A2 6n Ak P il 12nAik P&
T-Bil (mg/dl} 082031 0.88£0.36 0.954 1.07£0.71 0.533
AST (1U/1) 252466 31.3%132 0.167 28393 0.583
ALT (/1) 280%110 335176 0.496 312166 0.784
y-GTP (U/1) 353180 447276 0215 318121 0.78
CK (u/1) 127.0£45.0 124.0£52.4 0.923 114.0%48.2 0.252

F5RREFLH(nN=T)

R=RA54> A P {i 1278 P&
T-Bil (mg/dl) 077031 0.83+066 0872 0.88+0.56 0624
AST (1U/1) 197471 20351 0953 220%57 0482
ALT (/1) 1974129 210103 0.716 20986 0.766
y-GTP (IU/1)  29.1%16.2 29.1+107 1.000 289+92 0.997
CK (1u/1) 7294241 B89.7+332 0.108 9734422 0.015

ESNASFUBRBEIETINASF /HOVTRD, BREOTEEREEOHNBII L7, 79N FF VD124 H
BTIZLTFVFF—F¥ (CK) OFELRLEAZRBDLN, HUERIZVEHK SN,

£3 VAREAB L UEEECRPOZAL
ES/SREFVH (n=6)

e 6h A& P fii 12h Ak P {ii
TC (mg/d1) 1912374 178.0+£53.9 0.889 163.7+37.1 0.102
TG (mg/dl) 119.358.1 96.5+38.7 1.000 138.7£975 1.000
HOL-C (mg/dl) 61.8+172 703%+14.1 0.233 62.3+219 1.000
LDL-C (mg/d) 115.048.3 89.3+56.6 0.126 77.7+283 0.021
LDL-C/HDL-C 1.85+0.64 1.29+0.85 0.019 1.29+0.45 0.019
JEHDL-C (mgldl) 129.339.4 108.5+52.3 0.279 101.3+£283 0.095
MDA-LDL (UM) 111.0£458 76.7+£265 0.047 848284 0.170
EIEEECRP (ng/ml) 35722477141  1745.8+2954.0 0.825 404.5+268.1 0918

TSR FUE (n=17)

S 6h A & P il 12h Ak P fii
TC (mg/d1) 201.9+40.6 176.3+28.8 0.170 168.3+16.8 0.051
TG (mg/dl) 12344642 123.3+557 1.000 964445 0.693
HOL-C (mg/dl) 553+26.3 5494157 1.000 5814224 1.000
LDL-C (mg/dl) 117.0£30.9 98.7+29.7 0.108 9234230 0.023
LDL-C/HDL-C 242+1.09 1.94+0.85 0.030 1.84:£0.89 0.009
JEHDL-C (mgldl) 1466290 1214315 0.067 110.1£24.4 0.008
MDA-LDL (UM} 123.3+457 106.9+33.0 0.784 124.1+35.1 1.000
EIEEECRP (ng/ml) 1584.3+2649.3  602.1+400.6 0994  11626.0+29401.9 0533

WAL H12, LDL-ClZ12» HBICAHEZIET 2%, LDL-C/ HDL-CIZmi#Ei L H126 » Hk, 12» HBETAHELET2#HD
72. MDL-LDL, malondialdehyde-modified LDL (MDL-LDL) %, 6 » HIZEICE Z N2 Z F UV HTHEIK T LTV,
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(A) (B)
P = 0.026 "

(HU} 1 Lo {HU) P=0.166 P=0.891

150 P=0.705 = a0 — T

p=0316 | .
— 1 &0 1

100 I l I d a

E % 40 |
o A ]
far i en Ak 1Atk enAik xR
*pe0.05 vs. A—RTA
(@] oz (D) P=0260  P=0967

05 P=0655 1 025 — |

o4 P=0479 I 02 T
a0l ] | ] | E 0.15 1 ‘
B |
K | I I l Y l

01 - I 005 I l

o . it
A—RATA en Ak 12n Ak enAik 125A

B ERRASFLR B J5ARFLN

K1 RAZFVEHBBEOFAIKILT S — 27 CTHOZEAL
CTD, IEAIKIL T T — 27 WO w/NCTH (HU) (A), ACTD=#H#HHECTD — X=X 54 YCTD (HU) (B), cCTD (#fiiE
CTfii) =CTD, /MMM (C), AcCTD=iE#HcCTD — X—Z 54 »cCTD (D). ¥¥ "2 % F/ETlE, CTDB &
CACTDIENR—ZA T4 VIZHEEL 6 » HBTHBZWMLTW ., FINAFFUBTRVWTAAAELEILIZR SR
o7,

(A) ()

= 25 + \/ = 25 4 _——
E 0+ : E  —— T
“L 15 + .||-\ 15 1
AT - n - Mgyl ——
5+ e s 4
o 4 o4
A—RIM»  enBik unAik A—=RAT42  enAik unAk
{C} enAdk 126 Atk
o -
&
g 3 v B E5H525FH
2 3 B F5ARsFLn
|
I s
n I
s —
P=0.002 P=0.022

X2 HEGNBRTOT T — 7 HEOZEL
(A) EFZNR2FF VR, (B) TI9NAZFUBICBI BT I —27MBOEL. EZ3NAFFUHOT I — 7 MiMELRII,
6 7 HBIUR2y HREDIZTIN AT F UV BICHEBELAZ ICEMZ R L (C).

%4 CT angiographylZ X A2 AIKIL T T — 7 OFEREIWE AL

ERNRARFLH n=T7)

. ih A Pl 12 A i |
CTD (HU) 477113 8334286 0.028 78.3+243 0.063
WECTD 0.149+0.033 0.253+0.089 0.066 02430085 o
ZICTD (HU) 3565288 0.037 306298 0.084
ZBRIECTD 0.1050.092 0063 00940087 0.106
CTDEALE (%) 80.5+67.1 007 76.0+815 0.094
IECTOELE (%) 728611 0088 T24+786 0.0%0
TS—HEH (mm®) 19.0£8.3 11.9£52 0.209 112467 0.140
EHELE () -359+152 0.001 -41.0£165 0.001

T5HASF W (n=8)

A—=RSA 6 A ik Pl 120 R i Pl
CTD (HU) 605318 76.9+348 1.000 8854499 0517
HMIECTD 01730082 02290104 0992 0.265+0.143 0.356
ZCTD (HU) 164£218 0671 280396 0.132
LHEECTD 0.056:0.067 0476 0092+0.115 0.079
CTDEAE® (%) 55.6:91.2 0.580 737£1106 0.268
MIECTDEALE(Y) 534+737 0.360 7284872 0.115
FS—S@H (mm') 14467 13465 1.000 115%71 1.000
ERELR (%) -B.0+89 0.473 -23.116.7# 0.001

#p < 0.05 vs. 60 F
Er N2y F BT, FEAWALT S —2 OCTHE (CT density, CTD) B X OiEHEH# TOCTHENZIL (ACTD) 1%, 6
7 ABRICHE RN Z D7, WRELEIZ6 » A%, 122 AEOWTFNHR—2 5 4 VIR UREHANA BEA 2072,
CHICHL, TINRYF VBT, 125 JBOMBEBILROALEEEEZHD.
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binERI T LIRS o72 (K1, #4).
PTVEE T, H#EONCPHRIZ 6 » H#%ICH
AME TR & 3R, R 6 » HEk (359
152% vs -80+89%, p=0.002), 12» H# (41.0+
165% vs -231%16.7%, p=0.022) O3 i3 PRA
HIChBERLABICEMEZR L (M2, %£4).
PRABE TIE, NCPHIFZILFIZBWT, 12 H#
DHRNR—=AF 4 B LUARE RO N K
3ICPTVHE, X4 ICPRABEORER 2 EhZF R
§. NCPOWAEZILH L LDL-Cftid X O'LDL-Ci®
ZALR E OBMICAHE MBI 2 d o 7.

Z =

AWEgEIE, LABEIZBIFL2HEHEOA M ¥ 7R
FFLIZEY, 64 H L) BB OB T
R T 7 — 7 2B 2R E, CTAZHWT
BEIRLEZDBDTH 5.

MEDL L DWRIZBWT, R F VIREERL
SEBEDT T — 7 ERARRENE 1EM R T
IBEELIEDIIRENT VWS 357D ZHITHL,
SEI S M NEESB X OIVUSZ W, A bu
VTR FUHBRIT n HTT I =27 ZHi/hsE, &
RREMDNUET LI EERLEZY. 2OXHIT, #E
KO TIX, 79— 27 OFFHIIIVUSR A I
8, LT WMIEE © & EoRBN L RAZ VT
fibhTwiz2s, EECTOMREDSSRERIICI L,
75— OBIGRRN R T 7 — 7 BEBOEAL, &

8
[}

N—ASA 6h Ak 12nA#
CT{H : 67 HU CTiili : 88 HU CTHH : 82 HU
#MIECT{# : 0.168 FHIECTH# : 0.243 #RIECTIME : 0.250

F5—H@EH : 17.1 mm? TS5—Lmil ;8.6 mm? FS5—0mH : 7.4 mm?

K3 MDCTIZX %Y %N FF vik#N#OIELIKL
7T — 7§ (5KE)

B AR T R A E &2 7R3, T B I stretched

curved planar reconstructionff.

DIZHEA DR R 7 &% IR BIYITEHEI§ 25 2 & 23]
REL 7z o 72119, Burgstahler 51319, 2 % F » ifft
WX D 1AEBIINCPOHNT 5T & 2R LD
Hoffman 5 13, NCP®#AT 2 ¥l 3 % 1288 & 2 A
2572 LTwWA. WThowWEd, HRAOHH R
D2NS3BROA NI Y T AV F v 2%
Tho7.

AW TIE, PTVZ2mgd v ) #HEHKRTHW 2
BTHhoTdH, 6 7 AL wHIRMIITI—2 D
CTDS¥ims 5 2 LARn3d iz, ThIiTHL,
PRA10mg T3 6 » H#DOCTDOBEMIZ I & h e A
o7z, CTDZHWTHHMWET 7 —7 LIRE T T —
7 L EWIBISRN T 5 LW EETH 5205, — RIS
FECEL 75— 27 OCTDA X D IEWEIICH %
CLIFECHMOENTVEY, AFFLIZLEDTT—
JOREITHMNTHIEBIMONERSTED
9 CTDO LRI T T — 27 ORELERIET 5
THb. LHPLuds, CTDOATTI—27 0k
REHWCERVWHEBIE LT, 79 —2HOCTD
A3, M NIEDOCTDIZ B % T % W e PE AR 4
EhTwae v KT, MENEOCTDOR
BERST2DIZ, 795 —27NCTDZILEHNED
CTDTHIIEZ -7z, LA L, ZoMEEZHw
5L, BHEI%TCTDOZEALL W S HTHRL o
THBY, CTDOEALZ #/NiHili3 % n gEtkEA3% 2
bz, X V@Y RHIEEICOWT, 5HROWN%ES
VETH 5.

—7J, PTVEETIX, PRABEEIEIKL, 6 v HB

AR—RF1 enA# 12hA#
CTi# : 25 HU CT{ii : 65 HU CTHifi : 105 HU
#MIECTIH : 0.090 #RIECTIE : 0.176 FHIECTHE : 0.314

FS—LmEHM : 15.2 mm? FS5—U@EH : 15.3 mm? FS5—EH : 11.0 mm?

R4 MDCTIZ & 57 5352 % F v ikHk % O IEA KL
7T — 7§ (%KE)

B T RIS E &2 7R3, B dstretched

curved planar reconstructionff.
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X O12% HE& TNCPORIMZALRLHBEICH NS
Lhbdroiz. ASTEROIDWIZE® Tid, & e
JEBZICBVWTEANZ Y F Y 40mgRHIC XD,
20 ABIZT 53— 27 BD6T7% WP T 5L 3h, F
¥OLDL-CH13608mg/dITH 72 (R—Z2 54 ¥
X 0532%#A). COSMOSHFZE> T kkIC, %
EREBZITBVTII HRICT 5 — 27 BOW S
MR E A2, LDL-Cl3F3¥829mg/dl F T
TL72. &AM T, PTVEETIZI2, A D
FEHLDL-Cid77.7mg/dl (R—=ZF 4 ¥ X 1 30.1%3
B) THY, TTI—7BEINTBIT TR A
W on7z7%, PRABETIZ923mg/dl (R—Z2 54 ¥
LD 183%WA) LBRETH -7z, T THEANK
LLDL-CIK TR DD, 75— 7 B ORE L M
MIEWEDL S L0 DD EEZ SN,

BALLDLD—>Td» AMDA-LDLIZ 7 71— Atk
BIRWALIE DOFAER X O ICHEE R H2HH L
25N TWwW59, Holvoetb ik, IiLiEMDA-LDL
HILESEARE B I IR U S MR i o B H T
LMCEHWI EZ/RL, MDA-LDL® LR 75—
7 OREIEREE RITT L 2R L7222, Hl
DOf%ETIZ, MDA-LDL® 5255 B IRy 2
B2 77— 7 OB S L Tw
b2 LHRENTWEL 2, KA ODFETIEX, PTV
FETIZWSHI26 » HEOMDA-LDLAME FLTw
72h%, PRABECTIIZEALA o 7. AWE%E & [k
WKHMNSIEANVIEASYF VLD A R Y T AYF
YDIEH DL YMDA-LDLEZEK T S5 Z & 24k
LTwa®, ZoZiix, AbaryZ7A7F R
LDL-CIK PRI DA% 55, HUELEAIC L ) A%
HT T — 7 OREERBME D 72O T WD 5
LEZObNS.

AWFFED MER O F 1 IBE BB %
CEDDITFON, FDDVLOHhDIINT A —FF
ZAL % B 5 D OO FNAH BAEIRE NG 0>
72, SHICKEVEFTOMENVLETH L. 2
W 1ARIZ 3MCTARR 2479 &I X 2 X0
82D 5. AWFETIE, wim S OERYEZ v
THRB R ) XMp s 2 R L 72, 25 31, &4
WINCP2 R b K & < BlIEE S 5 Wl {RH O 1k 2 5
WL, 79— HoRbYEL ZoZLIiTH
FI2T T — 27 OB V7234 i 2 47 - 720F%8 I i
N, B OREZ BRI L T2 RN D 5.

¥ & O

Fxix, BEWRCTAICE Y 75 —2DCTDR
HZHIT AT, AMTUYTRAYF U6 %
HEWH RN T 9 — 7 #RE b3 2 gz R
L7, Zo%4tix, MDA-LDLIE F29R$ X 91
LDL-CECFRIRIZM A, BILA M L A DT 2% <
ML LT iEErd 5.

&!I

(53

AL DOMERNZ D720, WHRFFEHT L K T )
ZTHO7AER#—IK, ARSI, e A1 KIS
EHOBERLET. T/, AWIEO—FRIXHAZE
B ) YAoK EC X D EIT ST LA,

51 A 3 #

1) Okazaki S, Yokoyama T, Miyauchi K, et al.
Early statin treatment in patients with acute
coronary syndrome : demonstration of the
beneficial effect on atherosclerotic lesions by
serial volumetric intravascular ultrasound
analysis during half a year after coronary
event : the ESTABLISH study. Circulation
2004 ; 110 : 1061-1068.

2) Schoenhagen P, Tuzcu EM, Apperson-Hansen C,
et al. Determinants of arterial wall remodeling
during lipid-lowering therapy : serial
intravascular ultrasound observations from the
Reversal of Atherosclerosis with Aggressive
Lipid Lowering Therapy (REVERSAL) trial
Circulation 2006 ; 113 : 2826-2834.

3) Nissen SE, Nicholls SJ, Sipahi I, et al. Effect of
very high-intensity statin therapy on
regression of coronary atherosclerosis : the
ASTEROID trial. JAMA 2006 ; 295 : 1556-1565.

4) Hiro T, Kimura T, Morimoto T, et al. Effect of
intensive statin therapy on regression of
coronary atherosclerosis in patients with
acute coronary syndrome : a multicenter
randomized trial evaluated by volumetric

intravascular ultrasound using pitavastatin



10)

11)

12)

AZF VEBBEDINVT AT AL ACTIZE 575 — 7 5l 95

versus atorvastatin (JAPAN-ACS [Japan
assessment of pitavastatin and atorvastatin in
acute coronary syndrome] study). J Am
Coll Cardiol 2009 ; 54 : 293-302.

Takayama T, Hiro T, Yamagishi M, et al.
Effect of rosuvastatin on coronary atheroma
in stable coronary artery disease :
multicenter coronary atherosclerosis study
measuring effects of rosuvastatin using
intravascular ultrasound in Japanese subjects
(COSMOS). Circ J 2009 ; 73 : 2110-2117.
Hirayama A, Saito S, Ueda Y,

Qualitative and quantitative changes in

et al.

coronary plaque associated with atorvastatin
therapy. Circ J 2009 ; 73 : 718-725.

Kodama K, Komatsu S, Ueda Y, et al.
Stabilization and regression of coronary
plaques treated with pitavastatin proven by
angioscopy and intravasclar ultrasound : the
TOGETHAR trial. Circ J 2010 ; 74 : 1922-1928.
Pundziute G, Schuijf JD, Jukema JW, et al.
Head-to-head comparison of coronary plaque
evaluation between multislice computed
tomography and intravascular ultrasound
radiofrequency data analysis. JACC
Cardiovasc Interv 2008 ; 1 : 176-182.
Pundziute G, Schuijf JD, Jukema JW, et al.
Evaluation of plaque characteristics in acute
coronary syndromes : non-invasive
assessment with multi-slice computed
tomography and invasive evaluation with
intravascular ultrasound radiofrequency data
analysis. Eur Heart J 2008 ; 29 : 2373-2381.
Horiguchi J, Fujioka C, Kiguchi M, et al. Soft
and intermediate plaques in coronary arteries :
how accurately can we measure CT attenuation
using 64-MDCT. AJR 2007 ; 189 : 981-988.
Kristanto W, Ooijen PMA, Greuter MJW, et al.
Non-calcified coronary atherosclerotic plaque
visualization on CT : effects of contrast-
enhancement and lipid-content fractions. Int J
Cardiovasc Imaging 2013 ; 29 : 1137-1148.
Takarada S, Imanishi T, Kubo T, et al. Effect

13)

14)

15)

16)

17)

18)

19)

of statin therapy on coronary fibrous-cap
thickness in patients with acute coronary
syndrome : assessment by optical coherence
tomography study. Atherosclerosis 2009 ;
202 : 491-497.

Hattori K, Ozaki Y, Ismail TF, et al. Impact of
statin therapy on plaque characteristics as
assessed by serial OCT, grayscale and
integrated  backscatter-IVUS. JACC
Cardiovasc Imaging 2012 ; 5 : 169-177.
Schmid M, Achenbach S, Ropers D, et al.
Assessment of changes in non-calcified
atherosclerotic plaque volume in the left main
and left anterior descending coronary arteries
over time by 64-slice computed tomography.
Am J Cardiol 2008 ; 101 : 579-584.
Papadopoulou SL, Neefjes LA, Garcia-Garcia
HM, et al. Natural history of coronary
atherosclerosis by multislice computed
tomography. JACC Cardiovasc Imaging
2012 ; 5 : 528-537.

Burgstahler C, Reimann A, Beck T, et al.
Influence of a lipid-lowering therapy on
calcified and noncalcified coronary plaques
monitored by multislice detector computed
tomography : Results of the new age II pilot
study. Invest Radiol 2007 ; 42 : 189-195.
Hoffmann H, Frieler K, Schlattmann P, et al.
Influence of statin treatment on coronary
atherosclerosis visualized using multidetector
computed tomography. Eur Radiol 2010 ; 20 :
2824-2833.

Marwan M, Taher MA, El Meniawy K, et al.
In vivo CT detection of lipid-rich coronary
artery atherosclerotic plaques wusing
quantitative histogram analysis : A head to
head comparison with IVUS. Atherosclerosis
2011 ; 215 : 110-115.

Steinberg D, Witztum JL. Oxidized low-density
lipoprotein and atherosclerosis. Arterioscler
Thromb Vasc Biol 2010 ; 30 : 2311-2316.

20) Holvoet P, Vanhaecke J, Janssens S, et al.

Oxidized LDL and malondialdehyde-modified



96 INEIEE2:  4566% 4525 (2017)

LDL in patients with acute coronary
syndromes and stable coronary artery
disease. Circulation 1998 ; 98 : 1487-1494.

21) Tajika K, Okumatsu K, Takano M, et al.
Malondialdehyde-modified

lipoprotein is a useful marker to identify

low-density

patients with vulnerable plaque. Circ J 2012 ;
76 1 2211-2217.

22) Matsuo Y, Kubo T, Okumoto Y, et al.
Circulating malondialdehyde-modified low-
density lipoprotein levels are associated with
the presence of thin-cap fibroatheromas
determined by optical coherence tomography
in coronary artery disease. Eur Heart J
Cardiovasc Imaging 2013 ; 14 : 43-50.

23) Tamura A, Watanabe T, Nasu M. Effects of
atorvastatin and pravastatin on malondialdehyde-
modified LDL in hypercholesterolemic patients.
Circ J 2003 ; 67 : 816-820.

Investigation of Multidetector Computed
Tomography Plague Assessment in Patients
Receiving Cholesterol Lowering Therapy
with Pitavastatin : the IMPACT Study

Tomoko NAQO, Toshiro MIURA Y,

Masayuki YOSHIMURA ?’, Tatsuhiro FUJIMURA,
Yoshiteru NAKASHIMA®, Munemasa OKADA®,
Naofumi MATSUNAGA®? and Masafumi YANO

Department of Medicine and Clinical Science
(Internal Medicinell.), Yamaguchi University
Graduate School of Medicine, 1-1-1 Minami Kogushi,
Ube, Yamaguchi 755-8505, Japan 1) Department of
General Internal Medicine, Tokuyama Central
Hospital, 1-1 Koudacho, Shunan, Yamaguchi 745-
8522, Japan 2 ) Yoshimura Clinic, 2-4-33 Shimada,
Hikari, Yamaguchi 743-0063, Japan 3) Department
of Radiology, Yamaguchi Grand Medical Center, 77
Osaki, Hofu, Yamaguchi 747-8511, Japan 4)
Department of Radiology, Yamaguchi University
Graduate School of Medicine, 1-1-1 Minami Kogushi,
Ube, Yamaguchi 755-8505, Japan

SUMMARY

Background

The lipid-lowering therapy by statins may
stabilize and reduce coronary plaques. We
compare the effect of strong or moderate statins
on the coronary plaque characteristics by using
64-slice multidetector computed tomography
(MDCT).
Methods and Results

We analyzed 13 subjects with non-calcified
coronary plaques (NCP) as determined by
MDCT. Pitavastatin ( PTV : 2mg/day) or
pravastatin (PRA : 10mg/day) were randomly
administered. MDCT were performed at 0, 6 and
12 months after lipid-lowering therapy. In PTV
group (n=6), CT density of NCP increased by
356 + 288 HU after 6 months (p=0.037) and by
306 = 298 HU after 12 months (NS). NCP area
was decreased by 359 *= 152 % after 6 months
and by 41.0 £ 16.5 % after 12 months (both
P=0.001). In PRA group (n=7), CT density of
NCP did not significantly increased after 6
months (NS) and after 12 months (NS). NCP
area was not significantly decreased at 6 months
(NS), but decreased by 23.1 + 16.7 % at 12
months (P=0.001).

Conclusions

H+

Serial CT angiography revealed that the
regression of NCP occurs rapidly by strong lipid
lowering therapy compared to the moderate

statin therapy.



