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M VAT R —)UEZET I 5, KBURER
HEROKE RS, R¥F Ik 2 EBIREEDO—
RE L OZRFPHIENRICBIT 2 2 €7 ¥ AL
LTw3, ZA¥FvizaL zya— UK NEMZ
FC%<{, aL AT — )UETIKEL BV
e pleiotropic effect 2 & 1) /A& AR50 5
ZHLOZEDPHLENTVE, AYF DL OLH
WEM %2 BIES % & OALITHT 2 1BHAIH D
FESi 22y, FREEIRHERTZ DR IEHEL I
Tk, DAZICHT 2 3EYREIEHES L T
273, BAFEOBIEER TR 13 AT
T IBEIE S EE NS RV F BRI
THIHFERDO—D LR D ) 20, Fvyafhdn
Te KBUBS RGBT R & F > ORISR & Rk %
LT BEDLH B,

A. A9 FrDZHENERCERERF

AZF UL, AVATU—VERFEHETH 5 A
o VBRI 34> T 3-hydroxy-3-methylgluta-
ryl coenzyme A(HMG-CoA) &L % [HE ¢

Z2Z0ICEIMEaAL AT EE KT XY S
C &5, RIRIMAEREESE & U THIRDOE;TIA <
Aot s, KREBERGEOR A6, A
8 F N &k BEBIREEE D —RXE X X FBR)
RICEHT2ZET VY RARMELLTWS, X 0y
RO HENREEM L LT, A YRy Ty
nY Vg 77 ARy ER ) Vg STV S
ZERY VBREDAY TV /A FHY,
NS IMESFEGSY v 878 D Ras, Rho, Rac #
TLa LT 2 2 Eic kDT 2 (KDY,
Ras (X4 = - ERIZ, Rho (& SEREM: o
L AL URTrENIA Y, MEEHKICES LT
%, ¥7-, Racidfigfb A b L 2ADpEAICEEIS LT
W3, RAYFUIiEalL AT u— )V EEGERRE Z HE
F %2 &2k b, Ras, Rho, Rac®if: % il
L, ZNZNOFEMZET S8 5, BERIC X
0, 2% F v OPLLIERIEM, PiRAEMEH, P
fLfEfDsRE I Tw 5, HREFEZ b 767
KEF & L Tibic, nuclear factor-kB (NF-xB)
% activator protein-1(AP1) o #I il /i /I %
kruppel-like factor-2 (KLF2) o ginfEH b 416
nTwz?,

—77, AZFIF XN VR IET 5 2
Lizk D, PI3¥F—¥-AktRKZIGEHLI 3
(K1), #2ofkER, A% F »ixendothelial nitric
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EEEE L = B P EAPEI 5= =
(coenzyme 6]0) - 7E|:|U \/7@ t.il:l ] x//@ —>"f /7'/-“/'”37[‘7"{/
[BEMEY A S HA ] LPS |} QLzFO—
(mpasmiE|  [omx|  [NF-«B|  [#EB%| [NAD(PIH oxidase|
'
[ BIEMET Ak H 1 ]

1 JLRATFO-ILERERERYFYOERERE CUGk] X b W)

oxide synthase (eNOS) % iEME:{L &, nitric ox-
ide (NO) DA 2 BN &+ 2 3P NO o B i
I A B2 BEAE O S5 50 I4E N B2 AT B e (EPC)
BOWME X N ofbz i S ¢ g %
b6 TY, T, MREHMEZ D S22 EH
Y529, 25 F i3 HEMRR OIS
L, /NVZER7Y VIREDOET LA
JEZPMEDIEFAGIC X D S AR 1 o TUatE 2 Bl
T2, ZOMOfEAELT, RFFLETVY
FF vy 8 A T 1VZEEDFBL L ZET
X, T Fd T vy I X B ImE I % I
L, 7voF 7 vy v IREFRETERIC X 205
ERMES 28, F, 1V R VEEEOD
FEIR B ZERRRIC X 27 8 b= 2 %A
X+ 219 Racl-guanosine triphosphatase
(GTPase) i3 LEMBI DO FAEICEIG L Twa Tk
6, A¥FvIiFRaciEMEZIIMIT A itk D
LA EY O Feis % M3 2 TREME DS 5 1112,
NS DLHIEMIZ LA RDOIRELZ UESE 5

fEHE LTI,

—7i, A FICE ) AZOEIEEI N
2EbH 5. MhDY) Ry 7 HiFL Y F b
¥ ¥ v lipopolysaccharide (LPS) IZf&& LA
LS5 2 LIk D RIEEY A P A4 v DIk
HEMRT 2EHZ b2 28 F itk Y
REYVRIEPRPT /R, =V F X v
TEPE(L AN U 280 2 06 L TLA R DNk % T
b2 0RE»H 5. £/, AZF VAN
VIgRgEIET A LItk e X v (co-
enzyme Q10) O&REZMH T2, 2%
YF Tk ay B 7 OEFRER DRI D—
DTHS, LEdoT, A¥FIckhIbayr
FU7ETEERICK 2 ATPREE S S 1,
DMFHIRE D U = 2 L X — OHHG AR 9 2 T HE
Wi 5. £z, 2EX 7 v OFUEILIEH I
ENDZEWCEIVBLA ML AZZTIR T A
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YDA REENS CEEND 0, HEIIREE
IZXY B 28 F v DR EE ZUTBRDRERT
3H 5. DAEOBEED 2 W IREBIIRE A 1
wfx&%/#u$é®%ﬁ%b$é:iékh
2L I LIRS TS5, PRk
RERDFBEZEDFIE Z JIHI L 7 2 LI K 25 &
bEZSNS (F1). PUFICE & BARGER O H
Bz onTiiR 3,

Prospective Randomized Amlodipine Surviv-
al Evaluation (PRAISE) &0 EEEZFD I B
NYHA MIb-IVE F 72 & /& % B ¥ ejection
fraction (EF) <30% ®DA4 (R & JEE
M) 51,1634 2 T L 72658, R F &
GE (12%) 13IEGRACHAR, flo B CHliiE
L TH L34EM BRI & 1 2 50T R AN
LT 1o,

EF<40% O DA & 551 44 (45% 23 Bk
B ZEENT L 7ASIR, 28 F 50 (456%)
FIERGHEICHEAN TR B 1) 2 2B AF R D5 E 02 -
71D AR LW S U L 2 I SER 76.5

®1 ®3@EE (L AARY T« 7) BERABROYTY —

HEH4 FERTRERG] D nRVIEe JEHRHR it
(&) W) (A% F 8 (4F)
Mozaffarian, et al, NYHA IIIB or IV 1,153 (134) 1.3 AN +
(2004) EF < 30%
in PRAISE
Horwich, et al, EF<40% 551 (248) 1 b +
(2004)
Ray, et al, I SN 28,828 (1,146) 1.4-2 T +
(2005) (FrRLFENE) WYL HES =
Jg R =
Foody, et al. SBEER I DA S D 54,960 (9,163) 3 i A +
(2006) ZWid Y
Go, et al, DAL DLW 24,598 (12,648) 2.4 A +
(2006) DARZIC X B ABE +
Khush, et al. SEEEN IR R 4.9 DASIC X B A +A
(2007) DAEDOPFESHY (7 P AANZAFF >~ 80mg 377
in TNT 7 RN ZZ F v 10mg 404)

T A FURMTHRGMRD Y,
A ﬁ THCHELRIRS .
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R D i 28,828 % & fRHT L 75, A& F v
B 5HE (3.8%) 1FIEF GHFIC IR 2 [ D 25
UKD - 7203, DAEZER X AR O FE
RIS h o 7219 BB ISR R DB
DWW T\ E i 54,960 4 & fENT L - F5 5L, OB
BERFIC A & F v 25 3B (16.7%) 13
RN, 3EMICEB T 2L EMED -5 72,
CORRIZa L AFE — )L L R)LREEREE RO
WACHEBERS RN, DALEH
24,598 A= RHT L 7245, aL A7 — L~
LR D DIMETERETHIEL T, R¥F v %
Mo TG INHE (51.4%) 1ZIERESHEIC A
2AFEMICB T 2HTHRIFMEL, DARICXS A
Beld e dn o 7220 HBIIRGEREFHF 2R E L
7= Treating to New Targets (TNT) o & s
% (NYHA HIb-1V EE & 7213 EF < 30% 13 FR4%)

P LR

WDMES B, DA%

D) bOLALEH T8l £ & T L 7oA, — Rk
YFERA Y PD—DTHLOLARIT K D AR,
4.9 OB T 7 P AN 2 Y F o AR
(80mg/day) 2MEM &AL (10mg/day) ICHARA
B 722D,
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FER
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Him EBROEIL 720 7% <, BB OERDY X
EAETH D (R2).

FERE M DA A R FE BRI A 2 O fE 3 %2 W 5
LB R TIR, R Y F U REREETD
AEFERDOWEDRD LNT VD, AYF L DF)

K2 #@iAE (FAARYT+17) BERIABROYTY —

HELH EIRIEHI D SEBIEL BRI il A
(FFAER) T (A% F 1) (FF)
Sola, et al, JERIME A4 89 1 EF +
(2006) EF<35% (7 X2 % F > 20mg 46) LVH A X +
RhE~—H — +
Node, et al, IR A4 51 0.3 NYHA +
(2003) NYHA II-11T (v X2 %F > 10mg 24) EF +
EF < 40% I N B RE +
RIE2— 7 — +
Hong, et al, JRE DA A 202 1 j A +
(2005) PCIJfEfr (v N2 % F > 40mg 106) EF +
EF < 40% PP +
Landmesser, et al. NYHA III 20 0.08  IM&WNEFERE +
(2005) EF 23% (v "2 %F > 10mg 10) LA b LA +
Krum, et al, EF <40% 86 0.5 EF =
(2007) (@ A2 % F >~ 40mg 40) V¥4 X =
PIE2— 7 — =
Vrtovec, et al, NYHA III 110 1 1 +
(2008) EF <30% (7 bR R % F > 10mg 55)
Kjekshus, et al, RO 5,011 2.7 DIMEE =
(2007) NYHA II-IV (@ 2ANZEF v 10mg 2,514)  (FRfl)  +IEBGEILAEE
EF <40% (NYHA II + IEBGRIE AR L
D&% BF<35%) Az k2 At +
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EF<35% D JE Mk LA EEHE I N2 WL &
L, 7FANZHYF v (20mg/day) DORIH%
L7 7 vy afultigidliicld, 1% DEF, £
= (LV) ¥4 R, K< —75— (FHIEECRP,
interleukin-6, tumor necrosis factor-o (TNF—a)
receptor 1I), {2 b L 2~ — # — super-
oxide dismutase (SOD) DiEAF D & 117222,
NYHA D 8% 18 43 ZH -1 T EF < 40% O EHEFELEI
HELAREESIHAZHNREL, YV NRYFV
(10mg/day) DR EHSH L7 v ¥ sl
BT, A% F VBT 14% O NYHA DEERE
3%, EF, I N EHERE, RhE~—A— (TNF-q,
interleukin-6) A3di3% L 7:2%, NYHA L HERE Y
B TEF <40% O LA H 24 4 % W R
EL, ZhARNZREYF v (40mg/day) % 63
B L BRI R 2 et L 72 7 v & 2 AL HoiEtsE
TIX, 7 bR YF U IGERICIE N ERE
WE L, A F i &b i coenzyme Q10
LSOV A U 7228, I8 N BSRE D UE & co-
enzyme Q10 O FHBBIGE 2R L 7229, &
MLBHBERICA v ¥ =Xy a ViR (PCD
%32} 7= EF <40% O gk oA 25 2024 %
MEEL, ¥vNARYF (40mg/day) DOXIFE
2R L7 7 vy sfutbiggliicld, 28 F R
TUHER DT R P HRAERILHA L, EFIZF
BickE L2, NYHA DB H IS 1
EF 23% O 2 A4 & 204 (75% H3JE K i)
EXREL, Y2y F v (10mg/day) %72
Fav A7 u— VRIHERE L F 2 7 (10mg/
day) % 4EMEE L 7-BoRE2 MG L7z 7 >~
7 s EARER T, LDLa L A5 a— L L)L
VIR CRAREICR T L7228, i N B BEEE 1X A
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YF UM TORERICEE L. £/, BELH
MALIERIZ A & F v BETO AR 5017220 EF
<40% D A4 B 86 4 (80% A3 IEMEIMNIE) %
e L, m a2y F v (40mg/day) DRIE
2R L 72 7 v ¥ LGB T, 62 HED
EF, IVH A ZWGRA Y F VR E 77 REEORIT
ARELEZERD oot Fie, RIEMEY
A A4, MRERIER T S MR T A o
7227 NYHA I TEF<30% ® 0 & 42 B %
11044 (41% S IERIMLE) 2R E L, 7 PN A
% F v (10mg/day) DRI Z #Et L 72 7 > ¥ 41k
G BR O fER, 1EROBIHRICE TR S
F U RECHE RO A E LI D530 572,
B TlE, NYHA IFIVE, EF <40% (NYHA
I D B4 13 EF < 35%) o R2 L1k O A4 B
501142 R%E L, a2 N2%F > (10mg/
day) O%hH %M L 72 Controlled Rosuvastatin
Multinational Trial in Heart Failure
(CORONA) Study o #§ H sy 220 &
SR O P 730K, BIEH76%, FHEF
31%, BRI (hRfE) X279 Ch ol —
RILY FARA v MMIOIMES, IEBECELARZE,
BN R (4 Ry % TOME) TH
20, BANRYF VR 275%, 77 kR
29.3% & MM HEH AN E B2 IERO sk
ol (K2), ZRZVFFRA v MRepe
EIRE A X b, DM, AR (OImAE s
B, ANZEPE, ODAREL, X5 Ak T
HHD, TANAYF URHIOIMMAEEREEBIZ X 52 A
be, DAREMIC X2 ABE, 2ABROVWTNLE
IS (K3), £/, aARRYF v
T EIKECRPOEE RO 6 ik,
—RILY FRA Y bDY 770N — TN OfER D
5, BMIAS26 L4 L, U A I = 23 122.5mmHg
DLE, #RERMAIME A3 73mmHg ML E o 7 v — 77T
OQANREY TV BERTH Tz, BANRY F
FZOAREF IO LAREIRIFTH Y, Xe
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30l placebo
25
S .
~ 20t .
%) rosuvastatin
T
L 15}
[
Q
10r P=0.12
5k
O 1 n 1 n 1 n 1 n 1 n |
0 6 12 18 24 30 36
months
No. at risk
placebo 2,497 2,315 2,156 2,003 1,851 1,431 811

rosuvastatin 2,514 2,345 2,207 2,068 1,932 1,484 855

2 Kaplan-Meieri&lic &3

—RIVRKRAIV N (DOE

5t, FEBOELMEOEAIEZE, IERIEMEMRIZER) DOFHE (L

BR29 & b &)

@] 4074
4000 [ ]3694 (75K
W ORNREF
3000F 2564
2193
2000}
1299,
1000f
90 74
O il 1
EINE DB DF2 Tiﬁ?&/uf 3F/L\Eﬂmf§§
p=0007 K&BAR KLBAR (CLIAR KEBAR
p<0.001 p=001 p=0.30
B3 ZRIVRIRAYMTHZABRDFHE CRR29 & b &%)
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720 T2 CIERBIME LA 2 BE bRz AN
8 F v DN %E T % GISSI-HF 5Bk 23 B e
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HHETH NYHA I EETEF<45% DDA 4
BBFICHRICEI NS T v DORIREBE T 5%
Mgk o ~ % s ik 3B Pitavastatin Heart

Failure Study (PEARL Study) 256474 d 2 (WF
ZeREE PNER)., RV FERA ¥ FILA
I X B ABEE 72 I3 DESE, —XRT v FRA

M ERILE, DIESE, DAREIC X 5 AR,
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