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folEEHEL TS (BEur Heart J 2003; 24:
2151-2155). EZEHBERNOREILOBAE IHREFA
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. Chiu CZ, Nakatani S, Zhang G, Tachibana T, Qhmori F, Yamagishi M, Kitakaze

M, Tomoike H, Miyatake K. Prevention of left ventricular remodeling by long-
term corticosteroid therapy in patients with cardiac sarcoidosis. Am J Cardiol,
2005;95(1):143-6.

Tsukamoto O, Takashima S ,Tomoike H, Node K, Hori M ,Kitakaze M. Selectivi
blockade of serotonin 5-HTZ2A receptor increases cornaryu blood flow via augmented
cardiac nitric oxide release through 5-HTIB receptor in hypoperfused canine hearts.

M, Hirata A, Shinozaki Y, Fukushima T, Nagamachi Y, Okuda H, Kim J, Tomoike
H, Hori M, Kitakaze M. Opening of Ca(2+)-activated K(+} channels is involved in

T, Shimizu Y, Nakatani T, Kitamura S, Tomoike H, Kitakaze M, Kangawa K,
Miyatake K. Treatment of dilated cardiomyopathy with electroporation of hepatocyte

A, Fujita M, Nagamachi Y, Nakatani T, Yutani C, Ozawa K, Ogawa S, Tomoike H,
Hori M, Kitakaze M. Prolonged endoplasmic reticulum stress in hypertrophic and
failing heart after aortic constriction: possible contribution of endoplasmic reticulum

Asanuma H, Sanada S, Kim J, Kitamura S, Tomoike H, Hori M, Kitakaze M.
Celiprolol, a vasodilatory beta-blocker, inhibits pressure overload-induced cardiac
hypertrophy and prevents the transition to heart failure via nitric oxide-dependent

3. Fujita M, MlInamino T, Sanada S, Asanuma H, Hirata A, Ogita H ,0Okada K,
J Mol Cell Cardiol 2004;37(6);12198-23

4. Shintani Y, Node K, Asanuma H, Sanada S, Takashima S, Asanc Y, Liao Y Fujita
ischemic preconditioning in canine hearts. J Mol Cell Cardiol. 2004;37(6)1213-8

5. Komamura K, Tatsumi R, Miyazaki J, Matsumoto K, Yamato E, Nakamura
growth factor gene into skeletal muscle. Hypertension. 2004:44(3):365-71.

6. Okada K, Minamino T, Tsukamoto Y, Liao Y, Tsukamoto O, Takashima S, Hirata
stress to cardiac myocyte apoptosis. Circulation. 2004;110(6):705-12.

7. Liao Y, Asakura M, Takashima S, Ogai A, Asano Y, Shintani Y, Minamino T,
mechanisms in mice. Circulation. 2004;110(6):692-9

8

. Asanuma H, Minamino T, Sanada S, Takashima S, Qgita H, Ogai A, Asakura M,

Liao Y, Asanc Y, Shintani Y, Kim J, Shinozaki Y, Mori H, Node K, Kitamura
S, Tomoike H, Hori M, Kitakaze M. Beta-adrenoceptor blocker carvedilol provides
cardioprotection via an adenosine-dependent mechanism in ischemic canine hearts.



10.
11.
12.

Circulation. 2004;109(22):2773-9.

. Komamura K, Iwai N, Kockame K, Yasumura Y, Kim J, Yamagishi M, Morisaki

T, Kimura A, Tomoike H, Kitakaze M, Miyatake K. The role of a common TNNTZ2
polymorphism in cardiac hypertrophy. J Hum Genet. 2004;49(3):128-33.

h R - FERE L O CURRENT THERAPY 22:175-180, 2004

ha R, A LBBHEEED S ¥ 1 47 b iBEE  86:2147-2155, 2004

Fujii H, Tomita S, Nakatani T, Fukuhara S, Hanatani A, Ohtsu Y, Ishida M,
Yutani C, Miyatake K, Kitamura S. A novel application of myocardial contrast
echorcrdiography to evaluate angiogenesis by autologous bone marrow cell
transplantation in chronic ischemic pig model. J Am Coll Cardiol 43:1299-1305, 2004

FERK

1.

haia, EagA, BEME, NRIETER RE |, M A hiigs, 1278,
Ektinde, AOREgEE, SR, RS EO0HWALOEE RO AEEOR 2R
-Bridge to Recovery- ¥ v # 2w A, 52 AIEBFLIHESENES, FHE, 2004.9.13-15

. hRRE, EEME, HRIETER, SRR OB, B G, PR, JEREA, B, ¥

BRIk, ARRER, T80 CRBEGFERS L UBHERBATHOMR E SR ORE
vy RY 9 L, BT EAAMRBANESEHEN RS, 2004.10.20-22, FLER

. Nakatani T: Clinical experience of mechanical support in Japan. KSC/JCS Joint

Symposium, Jeju, Korea, 2004.4.15-17



EESBEFPHEEREHS (HLUEESTRARER) HEAXBER
PEERRLRELZ X 3B carvedilol $5 OO s ) i vk
OWESR . Hra— « APVAL VI KB

HI Hh—
KO LAY A R TR I BR B AT RE PO

HMRES

BLE~A— vy 7k, EREOHE (DCM) floEinoiimEMEASET 5 < EHH
LAxhTWA, —F, carvedilol 27 BEMBIT L ZAEF O TREEIRESINTLEY, §
FL IR ®E I 2w T, TaRgitRashToiky, EF, B iidsEofmic, Lo a—-
Abrd vESBVSRELDICE -7, £ TEME, BAROLII— A b LA YEERAVT,
carvedilol 52 & 3 DCM fl 0 B OB A S E 2 1RET L 72,

HRBH

Lra—e« A b yEMFOVONLLIICE -
tz. #oTHM, FAlGLTa—- XL rEE
AW T, carvedilol f51- & 5 DCM D RFh L8
INMERE SR B &,

HMRFE

F B carvedilol MERIZS MG T T D DCM HBH
10 Flicxf L, carvedilol #2574, 125 1 » A&, 6 »
REDEnThoraT, LxI3—« 2L AV
AROWTLTII— = X b LA YECTRILLERIGE
ZREEFEICERE U 7o, BARETIC L, LSRR T« PURE .
Ethign o, AEAEE - TR - thFTES « M8t - b
BREIEE « %D BREEDOFLERAN L ~b « LI L~
Dt 12 SYE T, NEEHA R b v 4 v (SS) 5P L fo.
BSEICT, RE,SSSHE—2IETEETD
8509 (T peak) ZFFRIL A, EZLHONE AT
—HEE T 5 2%, T peak DR ZEIDE S
& AR ITHREL (coefficient of variation ; CV)
ML
(R~ DR

Carvedilol 2% 5 L 3 W& ®© DCM BBHE~DA
FldaEZ, 3 bo-ABRRELTORL,

MEER
Carvedilol D#FRERIEI 13 mg/ HTH »

f=. Carvedilo#5ic kv, EERHBR 1 » A
WEAETH-eh (287 vs 30E7%), 6+
Az SR LT EETH L (38 £ 11%,
p<005). T peak ®CV i3, 5w/ IZ18 =+
5% TH-750, 1 »HEig15x6 % (p=0.02
vs 25 81), 6Mic 14 =7 % (p=0.03 vs Pre,
p=059 vs 1 »H&) THh, 1 » ALRIKEEL
A ENDI, —K, T peak ®CV L, 1 » Hi%
TRESHEESRTHEZLZED b o725, 6 1
Bl aaEicEd v,

EE

Carvedilol {2512 & b, BETLAH D D EFHE[EI
P21 » BTSSR L, FORFED
BEEABAETARE—TH 2. Toiic, B
B o IRFEG IR LT 5§, EZ2E0M
PHEBICEMEINEbbDEEbRL, £ L
T, 6 » HEBEICRALHNGEINZ T —I2 1L » 120%
ST, EE2A0NHERYUEIBONEZLSN
7.

LT a—- R LA vErBusRiticihl,
DCM flicxtd 2 ~— 7 EMRERSIc Lk, 4G
i1y A& 0L EEORELSS R, D
WCRRB O R P L1 vARETEIEITL-
T, BENCEZREROWEIC LSS,



WRREE

PaRk

(—EABEDOAFR)

1. A, s, SME -, BETEL #H5ER Bl 18 1TR—%, Shig— 103E
RULAHEIC B 5~ — & Bl X 3 ROt o E S hxa— 2 b s v
Bk 285, 62 BIRACMEISS. 20044E 9 1, AR

2. Yasuhiko Takemoto, Takeshi Hozumi, Kenichi Sugioka, Keiji Ujino, Minoru
Yoshiyama, Junichi Yoshikawa. Short-term Administration of Carvedilol Improves
Coronary Flow Reserve in Patients With Idiopathic Dilated Cardiomyopathy
American College of Cardiology, Orlando, USA, March, 2005.

..62_.



EEHBHETRRANG BMoRERRRAEE HAREEE

in vivo BIUEMKOIZHTS PPAR afll#EE
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