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WFge il R OBEE (Fn3C) : TRPM2 / v 7 70 b~ R {ZEBWT angiotensin 11 52 L 208
KIS S iz, FFAEFT v FREEROFHMALIZIS VT TRPM2 OB FIFEELA BNP <0
RCAN1promoter {2 JUiE S, W2 TRPM2 FREIRIZENZ MG ¥z, ZThoDZ & En
5 TRPM2 23 DERITARERNZAER LTV D ATREMED RIR STz,

WEFE R S OBEZE (J9£3C) :Angiotensin II-induced cardiac hypertrophy was suppressed in TRPM2
knockout mice. In neonatal rat ventricular myocytes, overexpression of TRPM2 enhanced
the promoter activity of BNP and RCAN1 gene. On the other hand, TRPM2 inhibitor suppressed
the promoter activity of BNP and RCAN1 gene. These data suggested that TRPM2 has an
acceleratory effect on cardiac hypertrophy.
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1. WFZEBRAE MNP DT = RRFTHDZEDHLNERSTETND,

DAREETDH LWL NERBORKEBETHY | i
L i OHY) - JERWIGR ORI S D
OHT. ZOTHRITNVEZITED TRET,
HRUBFRIERORE &, Tha &I LeER
DIRTRIEDBFEDRFFIZ D,

TR, TEVERRSETE (ROS) 23DJEIR, (O
HasE, MM PR E, KHEOR ., DARR
EDE hOLRBIZET 5 S S ERHREIC
BWT, ZOHIBEFROEITIC DD 5 HE

(Nakamura K,et al.Circulation.1998;98:794-799,
von Harsdorf R, et al.Circulation
1999;99:2934-2941, Li Q, et al. Circulation
1998;98:1438-1448, Ide T, et a.Circ Res.
1999:85:357-363)  Jig L FFEVTFEE (2 I\ T
ROS D BEAEBE AN AN O R 55 12 LAY & 2R
Tz iz <amesntnsd, £72
DRI A A2 D HE i 7 |12 1T Angiotensin 1T
RTINFa, BT 327 I 078 & F S ERMRIK



WRIER -2 A Db A DN EBE I 5E & ]
T ENMBINDN, T D DR T
A N A B ODHMAIZIS WV CROS FEARY
M < Z ENmEINTND, ZIHHE
IZBIT HROS D EEAHEINTMBNIEHY S 7
T T A — RafEMEL S ORI AR R
D MIRESE, ODFEREIR T 72 ST 2722 59
MRIGEBIEREZTEEZEZ LN TV,
Thioredoxin (Trx) & #E& L TV HMAPKKK
T& HASKI [IROS BEAEHIINIZ L HTrx @
THEcXvBACY vBBfbxEZ L, T T
p38MAP kinase 72 EDA LAY TSI EE
ML ED Z EDRMESINTEY Ll
JERIZHASKL OIEMALA G5 2 & 2R
STV % 73 (Furuhata M et al. Exp Cell Res.
2009, Noguchi T, et al. J Biol
Chem;283:7657-65), = Oz EAKHJIZROS 73
EDXH M A D= X L THRIBNIF Y 7T
OIEMEALZ S Z R Z T L TV ELER
BH7Z2 S8 %, FFIZROS 12 & B NIR I >
T F IAEACIZIZ I VS 7 DR AN E o
FHER-L WD ENMBRTEY, Hb
VULV FIVHRROS EIEMHAL S D L E
RFIZ, WIZROS 2SI ~D LT LA
EINESY, AT T MEFEEA RL AL S
TN EERLESESZEbMbN TS, L
MLROS (2 XA BT AR AIIA 9
DT ERICE L TEIHEEE THL TR
776

Transient receptor potential( TRP)~” 7 I U —|X
30 UL BB RDABA A TF v XN T 7
XY —7T&lDV, TRPC, TRPV, TRPM, TRPP,
TRPML. TRPA., TRPN O 7 F¥DV 77 7
YIRS, TRP F v F/bfamily (2
BT 5T v 2D A%, IREE L, B
I, IR TR e &R O SR BE AL
ZREFN L, ZAUSKT DSBS D A A
VFXANTHDH I ENEHLMNE R
Yz H T s, HTHLTRPM 77 I U —
\ZJE 3 HTRPM2 [INudix domain &\ 9 g1k
A b L A(ROS)Z &V direct ITIEMELE LD
WAL & FED . ROS IC L0 EEMICIEH (LS
HBHNLL T NF v RNV ThDHI ENITERG
ME7po7-, ROS (2L DTRPM2 &M LT
RN ~D A>T A AEMZ S /2 L,
ARSI 23589 5 2 L X°(Hara Y, et al. Mol
Cell 2002;9:163-173), HLERIZF51T 2 RIE S i &
FIEEZ L, BEERBEET VICBNTE
DIRIEDHERIZHFH LT 5 Z & (Yamamoto
S, et al. Nat Med 2007;14:738-747)7% £ 3 15
S, Fx ORIEMEBIZI T H5TRPM2 O
BEOFRMENSER SN TS, Ll
TRPM2 OIFHOLAGY ET U U7« DARD

TIE - ERICEB T 2 BERSCEMFREREEICR
5 DFHHIE R EOFFRRBICBIT A EHRIIR
HTHD,
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AWFZEIL. IV BT U v 7« DAREDF
JEERIZB I 2L A N L RABZEI LY
AT ¥ FX/LTRPM2 DL R OF Z 1< E
e THOD T A B =X L OFEMIZ D TR
ZATH Z LIk EBOFRIEERE OB O
fiER . RO =72 iREE - TRIEORF % B 15
TILEEEMETHLOTHD,

3. W Hik

< ARHFEMTZIZ BV TIL, TRPM2 OFEH O
VET U U7 DAREDRIE « HE R~ B
H.& 2001 HF 2 G 272 O LU T OF5E
w{T-> 7,

@ 1 0lEEDTRPM2 ) v 7 7 7 b~ RITT
VX AT U UIAIE 2 BRI R TR -
452 LI X A0IEKRET VA ER L TRPM2
DOIER~DBGIZ DN THE LT,

@ O A VT, TRPM2D DR~
DEF 5125V T, BNP promoterS°RCANI
promoteriii 4 (2% 9% TRPM2iE IR B, X%
TRPM2 DFRERKIZ L 28R 2 a5 LT,

@ ANPX°BNPOZ A TH HGC-A% RIH S
w7~~~ A (GCA-KO~ 7 ) & TRPM2% #
FabEsZ &tk T N ULRRATF
K-GCA%R L TRPM2 2 & e 7 F e Do
A h—=ZIZOWTHEF LI,

@ TRPM2 / v 7 7 7 b & W CIEAMROER
EF N THATACET VA AERL L Z DL K~
DINRIZDONWTHREF LT,

® Fx DSLLRTBASE U2 228R5E « DFIEE T /L
T DR A EME I 2 BARNRSF O /Lo fis 2
it Fl #& Bl~ 7 A (dnNRSF Tg) & TRPM2 & D
B ADbEIZID, DARRIEER~D
TRPM2 D B EAC DWW THET L 7=,

® /O 5 FLAO TRPM2iE I R Bl ~ o7 A D RS
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DIzHW\WT, BAERMD~ 7 2 TIT AL 51
LI HRERLOFEZREIMNZRO D,
TRPM2 / > 7 70 b~ T A TIXZE QIR
il Sz, FMAEREIZOW TS [EED
&2 RBd 7, Flobma— 2BV THEAE
B TILBERRBCHEOR E R BEE 2R
72Dk L TRPM2 / v 7 7 0 b= 0 A Tk
HEhiz, ZhboZ & X TRPM2 23 AIT #
HWIZ LD DERERIZES LTS Z &N
AR XNz,
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TRPM2 DBAGAZDOWTHIET v MR LAY
FME (NRVM) % FAVTIT - 72, NRWM (2R W T
TRPM2 % %3814 % & BNPpromoter DIF M
I EICILHE Lz, F7= TRPM2 ORI R B
ET-11Z X % BNPpromoter i& M JUE/E M % # i
L7, £7- TRPM2 PEESK CTH 5 2-APB [T ET-1
12 & % BNPpromoter {5 D TUHE % 5 2 A )

L7,

JE KA D T DS 7 F /L~ TRPM2 DB
B2 Ed 5 7-H12, Calcineurin—-NFAT & D
TEMEAL OFEE % RCANIpromotor I 2 FE i &
LTHRZEZA TRPM2 OEFEIRBITA FIC
RCAN1 Y'm&— & —{EEE2MH Lz, £
TRPM2 PHEIMR TH 5 2APB e a2V — /L b
Y 2> — L%, RCANIpromoter Itz A&
IZHHIL, E-F0=y RE Y ik A5
JLHEERLMHEI L, bz kv,
TRPM2 @ calcineurin-NFAT > 7 F /L&A L7=
DATAIEAE R BS~D B G- 23 7RIE &7z,
® & 512 in vivo TOLMMEKRIZIS T D TRPM2
OEGEZHRFTT2E0ICLERET LY
ATHDHGAN ) v 7T b~ AL TRPM2 /
TR RAEDOEHITEDEEITO,
GCA;TRPM2 Z 7V /) v 7 70 b~ 7 A & {ER
L7, BIEZORBIAIZETH TH 5,
CHWW/V777F772’WE%?N%
ESRLL . BpAAl < 7 223817 % TAC & Higkk
EBA L., BUEEMZ T TH D,
® Fex BB Lo DARE - ZREET L~ T
A Td 5 dnNRSF-Tg & TRPM2 / v 27 7 7 b~
JAZENT R DLEDLZEICLD . DREDFRE
JEHE FE ~0D TRPM2 D B H 12D\ THEt & BR#A
L. BUERNT 2kt LT B,
® TRPM2 DEFIZEEIC L B in vivo TO/EM
ZARTTT D 72 O L liE 2409 TRPM2 it 6l 7 B
<~ ZADOVERL R T2 A, BB OFT HIARLT
S 7= BTl germline ~® transgene O
TREeNT, HEN IV AV 2=y <y
2Dk T 5D,

PLEDX 512, TRPM2 / v 7 T 7 k<1 A
TlL angiotensin II #&5(Z XK 5 .0 B K6
DI S, £ in vitro DRICZBWT
TRPM2 i@ ZE )5 BNP <° RCAN1promoter ¥
PEA TOHE S, T TRPM2 PRESR T ZF A28
S A7, TRPM2 A3 DR RIS RAE R I AE
AL TWARREMENRIE SN, 2D Dk
REZIT T, A%, BITEMHTH O TRPM2 / v
77 7 h&GCA & DOENT A HE TRPM2 /v
77U FTCTOEARDERET VORE, &
OHRTE VRS C & 2 O L 1Y) TRPM2 it
R~ 7 AOER L Z2ORIMOKRF
EHT, S OIZFEMIZRE 24 1% bk LT
WS TETH D,
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1.Nishikimi T, Okamoto H, Nakamura M,
Ogawa N, Horii K, Nagata K, Nakagawa
Y, Kinoshita H, Yamada C, Nakao K,
Minami T, Kuwabara Y, Kuwahara K,
(ft 4 4) Direct immunochemilumi
nescent assay for proBNP and total BNP
in human plasma proBNP and total BNP
levels in normal and heart failure PLoS
One. 2013;8(1):e53233.
2.Nishikimi T, Kuwahara K, Nakagawa
Y, (fith 3 44). Complexity of melicular forms
of B-type natriuretic peptide in heart
failure. Heart 2012 in press
3.Minami T, Kuwahara K, Nakagawa
Y, (fti 19 4 )Reciprocal expression of
MRTF-A and myocardin in crucial for
pathological vascular remodelling in
mice. EMBO J. 2012  Nov
28;31(23):4428-40.
4.Yasuno S, Fujimoto A, Nakagawa Y,
Kuwahara K, Ueshima K. Fixed-dose
combination therapy of candesartan
cilexetile and amlodipine besilate for the
treatment of hypertension in dJapan.
Expert Rev cardiovasc Ther.
2012;10(5):577-83
5 Nishikimi T, Ikeda M, Takeda Y,
Ishimitus T, Shibasaki I, Fukuda H,
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7. Kuwahara K, Kinoshita H, Kuwabara Y,
Nakagawa Y, (ft 5 44 ) Myocardin-related
transcriptional factor A is a common mediator of
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signaling leading to activation of brain natriuretic
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30(17);4134-48.2010
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Kiyonaka S, Kuwabara Y, Kurose H, Mori Y, Li
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channel activity contributes to the
antihypertrophic effects of natriuretic
peptides-guanylyl cyclase-A signaling in the
heart. Circ Res. 106(12):1849-60. 2010
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ENF=
* 14th Annual Scientific Session of the Society of
Cardiovacular Endocrinology and Metabolism
March 31-April 1, 2010. Nara
Natriuretic Peptides-Guanylyl Cyclase-A
Signaling Pathway Inhibits TRPC6-Mediated
Pro-Hypertrophic Signaling in the Hearts
Hideyuki  Kinoshita, Koichiro Kuwahara,
Yasuaki Nakagawa 1t

* T-type Ca2+ channel blockade improved
survival and arrhythmogenicity in the mouse
model of myocardial infarction

Yoshihiro Kuwabara, Koichiro Kuwahara,
Yasuaki Nakagawa At
Essential role of p300 in maintaining

mitochondrial gene expression and cell survival
in the postnatal heart
Yasuaki Nakagawa

* N-Type Ca2+ Channel Blocker is Effective to
Prevent Sudden Cardiac
Death in Mice with Heart Failure
Yuko Yamada, Koichiro Kuwahara,Yasuaki

Nakagawa

<85 47 Bl BARERIKRS T IE RS g s
2010.4.9-10. 3050 DETELD AR RIRIFEEE LTo
TRPC FHEDE ] K TFFHZ., FFE BB,
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-5 110 Bl AARIERIF TSI &
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- B33 B O BAR®EMEFSRS
2010.10.15-17. f&ff  [Rho & A7 PR G IL4%
[K-¥ myocardin-related transcription factor-A
DIER Y 7 F BT D& E) R BB,
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2010.10.7-9. B I Blockade of TRPC6 is a
novel therapeutic approach against pathological
cardiac remodeling Hideyuki Kinoshita,
Koichiro Kuwahara, Yasuaki Nakagawa fifl

55 192 B A ARNR A2 # = 2010 4F
9H 11 H(L) KRKEERAZHE 7 — T3t
R sz & OF Lz PR IUHE PR D R O 1

Bl E TR, ZEZC RS, IR, M
CHA40 B ODAREEEME TS (RR)
2011.2.4 Rho KAFVEHRG 3L %[A - MRTF-A
Sk AMmAEY TV oI B i - &
JRZE—BR - HIETE
* The75th Annual Scientific Meeting of The
Japanese Circulation Society March 18-19 2011,
Pacifico Yokohama, Yokohama Japan
PL3 TREHIE D 22 DR IEE « DARED
i REMRE R ~ 57> B ERIR ~~ ] Implication of
Transcriptional Network Regulating
Mitochondrial Function in Heart Failure
Yasuaki Nakagawa

* Blockade of TRPC6 is a Novel Therapeutic

Approach  Against  Pathological ~ Cardiac
Hypertrophy ~ Hideyuki Kinoshita, Koichiro
Kuwahara Yasuaki Nakagawa ftfi

* TRPC Ion Channels as Potentially Novel
Therapeutic Targets for The Treatment of
Pulmonary Arterial Hypertension Hideyuki
Kinoshita, Koichiro Kuwahara, , Yasuaki
Nakagawa, ftf

+ HCN channel inhibition with ivabradine
prevents sudden arrhythmic death in a mouse
model of dilated cardiomyopathy. Yoshihiro
Kuwabara, Koichiro Kuwahara, , Yasuaki
Nakagawa , il
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(##7) [Rho k771 SRF L& i#is 5 K+
MRTF-A (ZIfLE V€TV > 7 % H#HT 5 |
B OCHL - R B - IR

- [ZRIRIEMEALRL Ca®*F + /L TRPC3/6 [
FEORILOIERIMBEIZNIR ] KT FH2, 7
BB WG AR AR, PR RRAE
g, EENE. P)IDEE

- TANP - BNP J&15-1-F& BLFHiI K-+ NRSF @
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IVREOR] FEREZ, FRE R, )l
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< B 28 [l AARLEFERFINES. @
2011429 A 18 H~22 HIN-Type Ca2+ Channel
Blockade Prevents Sudden Death in Mice with
Heart Failure | [l HE, F72—88, 115
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* The76th Annual Scientific Meeting of The
Japanese CirculationSociety March 16-18 2012,
Fukuoka International Congress Center, Fukuoka,
Japan Increased HCN channels in failing
hearts possibly contribute to ventricular
arrhythmias  Yoshihiro Kuwabara, Koichiro
Kuwahara, Makoto Takano, Hideyuki Kinoshita,
Yasuaki Nakagawaftl.

* MRTF-A, arho-dependent co-activator of SRF,
plays a critical role in vascular remodeling by
regulating smooth muscle cell migration
Takeya Minami, Koichiro Kuwahara,Yasuaki
Nakagawa ffl

* 55 49 [nl A ARRRIR ) 1R 2012.4.13-14,
FAS T8 V7 U > 78T 2 HllIG AR
)& L T D Rho (K AR S % A+ MRTF-A
OFEF A S - ZSEZR R - IR

* 2012,4.23 55 85 [nl HAN T FRFINR SR

(4 &R) Tmi R—1%4L7%Rh o{kfF
PEER G LRI FMR T F — AZ B o f
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s HESRALD R E~ © A28 5 N & Ca2+F
¥ A VIEFEIC L D A ARSI 2 AT L
TeRBENRGESRIE T B DA ML) LT, &
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@l 2012 4F 10 H 26~27 H
N-Type Ca2+ Channel Blockade Prevents
Sudden Death in Mice with Heart Failure
Yuko Yamada, Koichiro Kuwahara, Hideyuki

Kinoshita, Yoshihiro Kuwabara, Yasuaki
Nakagawa, ftf,
Reciprocal expression of MRTF-A and

Myocardin is crucial for pathological vascular
remodeling in mice. Takeya Minami, Koichiro
Kuwahara, Yasuaki Nakagawa, ftfl

< 516 8] H A E N o I R SR A
2201211 HURHS (2 ) £ 7 U o VLT
B O NIRRT 10 2 L = FLE D
AREORE ) b\ TH  ZE
BB HUI sEE fh

ST TR AARERG TR MRS (N
o+ R BRIETT) 2013 4E3 A 15—17 A
Glycosylation of plasma N-terminal proBNP and
its effect on NT-proBNP assay in hemodyalysis
patients  Yasuaki Nakagawa, Toshio Nishikimi,
Koichiro Kuwahara ftfi

Translational Repressor NRSF plays an
essential role in maintaining normal cardiac
structure and function after birth  Yoshihiro
Kuwabara, Koichiro = Kuwahara, Yasuaki
Nakagawa ftfi
* Inhibition of REnin-angiotensin system strongly
prevents  arrhythmogenic  left  ventricular
remodeling and sudden cardiac death in mice
with dilated cardiomyopathy Chinatsu Yamada,
Koichiro Kuwahara, Yasuaki Nakagawa At

R =

+ 20th World Congress of the International
Society of Heart Research, May 13-161, 2010.
Kyoto TRPC6 is a novel therapeutic target
against pathological cardiac remodeling

Hideyuki  Kinoshita, Koichiro Kuwabhara,
Yasuaki Nakagawa ftfl

* NRSF maintains normal cardiac structure and
function Koichiro Kuwahara, Yasuaki

Nakagawa ftf,

* Inhibition of TRPC6 Channel Conributes to the
Anti-hypertrophic ~ Effects of  Natriuretic
Peptides-Guanylyl Cyclase-A Signaling in the
Heart. Koichiro Kuwahara, Yasuaki Nakagawa
ik

* Blockade of T-Type Ca2+ Channel Prevents
Sudden Death in Mice With Heart Failure
Hideyuki  Kinoshita, Koichiro Kuwabhara,
Yasuaki Nakagawa ftfl

* Effect of functional inhibition of p300 on the
mitochondrial function and cell survival in the
post-natal heart in mice  Yasuaki Nakagawa

* 20th European Meeting of Hypertension, June
18-21, 2010. Oslo, Norway

Inhibition of TRPC6 Channel Contributes to the
Anti-hypertrophic Effects Exerted by Natriuretic
Peptides-Guanylyl Cyclase-A Signaling in the
Heart Koichiro Kuwahara, Yasuaki Nakagawa
ik

* Basic Cardiovascular Sciences 2010 Scientific
Sessions Jul 19-22,2010. Rancho Mirage, CA,
USA  Blockade of TRPC Channel Prevents
Pathological Cardiac Hypertrophy
Hideyuki  Kinoshita, Koichiro
Yasuaki Nakagawa ftfl

* European Society of Cardiology Congress2010
Aug28-Sept.01. Stockholm, Sweden.

T-type Ca2+ Channel Blockade Improved
Cardiac Autonomic Nervous System Imbalance
and Reduced Sudden Death in Mice Model of

Kuwahara,




Chronic Heart Failure Hideyuki Kinoshita,
Koichiro Kuwahara, Yasuaki Nakagawa ftl

+ American Heart Association Scientific Session
2010 Nov 13-17, 2010. Chicago, USA
Blockade of TRPC6 is a novel therapeutic
approach against pathological cardiac
hypertrophy Hideyuki Kinoshita, Koichiro
Kuwahara, Yasuaki Nakagawa,ftll

+ Basic Cardiovascular Sciences 2010 Scientific
Sessions Jul 18-21,2011. New Orleans, LO, USA
N-type Ca2+ channel blockade prevents sudden
death in mice with heart failure

Yuko Yamada, Koichiro Kuwahara, Hideyuki
kinoshita, = Yoshihiro = Kuwabara, Yasuaki

Nakagawa ftf1

* MRTF-A, a Rho-dependent coactivator of SRF,
plays a critical role in vascular remodeling
Takeya Minami, Koichiro Kuwahara, Yasuaki

Nakagawa, ftfs

* European Society of Cardiology Congress2011
Aug27-31. Paris, France.

HCN channel inhibition with ivabradine prevents
sudden arrhythmic death in a mouse model of
dilated cardiomyopathy. Yoshihiro Kuwabara',
Koichiro Kuwahara, Hideyuki Kinoshita,
Yasuaki Nakagawa fifl

* Blockade of TRPC6/3 is a Novel Therapeutic
Approach for Preventing Pathological Cardiac
Hypertrophy Hideyuki Kinoshita, Koichiro
Kuwahara, Yasuaki Nakagawa, ftil

* 4th Asia Pacific Heart Rhythm Society
Scientific Session (APHRS2011)
September20-22. 2011. Fukuoka N-type Ca2+
channel blockade prevents sudden arrhythmic
death in ice with heart failure Yuko Yamada,
Koichiro Kuwahara, Yasuaki Nakagawa, ftfl

* Inhibition of HCN overexpressed in failing
heart of dilated cardiomyopathy mouse model by
ivabradine prevents sudden arrhythmic death
Yoshihiro Kuwabara, Koichiro Kuwahara, ,

Yasuaki Nakagawa, fl

* American Heart Association Scientific Session
Nov 12-16, 2011. Orlando, USA Inhibition of
HCN overexpression in failing heart of dilated
cardiomyopathy mouse model by ivabradine
prevents sudden arrhythmic death Yoshihiro

Kuwabara, Koichiro Kuwahara, Hideyuki
Kinoshita, Makoto Takano, Yasuaki Nakagawa,
ft

* N-Type Ca2+ Channel Blocker is Effective to
Prevent Sudden Cardiac Death in Mice with
Heart Failure

Yuko Yamada, Koichiro Kuwahara, Hideyuki

Kinoshita, = Yoshihiro = Kuwabara, Yasuaki
Nakagawa, ftf,

* Induction of Myocardin-Related Transcription
Factor-A  Contributes to the Phenotypic

Alteration of Vascular Smooth Muscle Cells and
Plays a Pivotal Role in Vascular Remodeling
(Expanded Panel Discussion)

Takeya Minami, Koichiro Kuwahara, Yasuaki
Nakagawa, ftf,

+ Arteriosclerosis, Thrombosis and Vascular
BiologyScientific Session 2012 (ATVB 2012)
2012.4.18-20. Chicago
Reciprocal  expression of MRTF-A and
myocardin mediated by miR-1 is crucial for

phenotypic modulation of vascular smooth
muscle cells Takeya Minami, Koichiro
Kuwahara, Yasuaki Nakagawa, ftil

2012 AF BKOIN D B ¥ & & (BSC
2012) 2012/8 Munich, Germany
Direct renin inhibitor prevents ventricular

remodeling and sudden arrhythmic death in mice
with dilated cardiomyopathy C. Yamada, K.
Kuwahara, T. Minami, Y. Kuwabara, K. Nakao,
H. Kinoshita, S. Usami, Y. Nakagawa,

- 2012 A K [ D B W 7 2 i (AHA 2012)
2012/11 Los angeles, U.S.A. Direct Renin

Inhibitor ~ Strongly  Prevents Ventricular
Arrhythmogenic  Remodeling and  Sudden
Cardiac Death in Mice with Dilated
Cardiomyopathy  Chinatsu Yamada, Koichiro

Kuwahara, Yasuaki Nakagawa fifl
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