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rvl‘ﬁ FIR
FERERAZ I BT A IEERAENZ T T
Rho/Rho-kinase & D&% E|
OB OEr OE M OB
T o Z B T B
G = %>, Rho/Rho-kinase iEMEIC & » THIFEI ST

{&43 & GTPase RhoA (X, My T GDP #54&
BOREHT L GTP &R OIEMR DM %217 %
kL, xRSO AL v F & LTEI TV
%12 . RhoA & % DIERYE A @ Rho-kinase X, 7
7 F MR E R OO R0 ML VR B UE 7 & o
BRx I iageB lIC BEE R &R 2 XL Tnbs 2 b
DPIRENTND,

#3iff, Rho-kinase MZIRHIFLEHITH 5 Y-27632
DA BRBEMEETT VT v hOMFE%ZEHICET
SHBHZERHFEINY, To®%, BEETLO
& (23T Rho-kinase {&EMESTTHEL T\ DH Z &
X9, b bETREmARENZEICF T Rho-kinase
DSRA I M ERE I B 5 LT B ATREE 2SR
SN, BMEICBWTIE, WEEFEOEM, %+
& 5| &t Z 9 @ P 72 B A G 28 B B R 5
D—D2ThD. MEFIRHIE TNV D
LRER X OEIRHMEO DL T MR K
> THIEE TV 528, Rho-kinase (£ /12 07 A
MR IRT B 2 L 1T K o TSI G % 4
U, RILEDHEIZEE LT3 EE2LNTY
5.

—77, Z ® Rho/Rho-kinase &3 FHEHFRRIZ &
FELTND I ERMBLNTWDS . In vitro DHF
FERRAR 2> B AR R A AR 1 8 1T 5 Rho/Rho-kinase
RIIBPRZER R A v OFEEZLIOW, iR Y £
TV 72, MBOREDICHEET DI LIRS
NCWD. I bOBRBEILT 7 F U EiEDE(l

FIINKFERF BT E R TR A PR

WBHW, AR R IR WD TRIRZER 231 X
HEMN T T ADKRmAEERL, Bk, ZOAN
A EVIREENRIEFICEAF I v 7IZE{E LY,
VT T ABREICOEET L LORRERATVD
7z, PARAEREHIIEIZ 1) 5 Rho/Rho-kinase +7§>
MREEDEOKEICLEET 2 Z LA RES N
TWa7P, UL, FHRARMEICET S Rho/
Rho-kinase % & in vivo TOAEBKERE & OBMR IR
BHThDH. Frxld, elcak~7mA LY Rho/Rho-
kinase RS v 7 AMREDEK, HEFICEE 2%
HEFIHAMEMEZS X, EMLLEFED R,
T, HEMET I VB THLINVEIVERERER
PR AR IEWE C db D IERETNHEZ (NTS) T OHFRME
M EFHERZH 1) D Rho/Rho-kinase & D&E| % [E &
MELBIOEMEET VT v hEAVTHRETT L.
AR TU, MR M E TR 3 & OV AR AR
#MARIZF5 1) 5 Rho/Rho-kinase & D& E| 2 7% L,

FHEE I EFAER I 381 D Rho/Rho-kinase & D& E|
Ex OWFFE L 0 &L EdEE OIS,
R I I SR A

St mERE#F & LT, BRERA SRR
ZHOETOMBEERERF I ERE THDL Z L
HOLNTHD. BMEIZEWT, BIREZR K
HFRrrvaswvwmER~Yty hahTkY, £0
RBEMEBETLTNDEEATNSY. LaL
ZOBFITHA LTIV, T, ZREMERIC
& % i R D R P RR IR O FEBA AN EE S, BHIRIESZ
B b RUICAN &% 5 IERIVREE (NTS),
RAGEREIESMAE (CVLM), Lo Fix C & 2 TR1R
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FEREINREL I 334 5 FEBR 12 S 1E 9~ Rho/Rho-kinase & D& E| 29

area postrema

BIREZE R

St

Glu

EE ] IR
NA
ESSSSTESENTRRTRy

ASISEERRRITINSSS]
mE

1 BREZEBRFETIRRLIZHREENE
area postrema : Ax1%%F, NTS: ZEBEIIHAEZ, dorsal vagal nucleus : KEMEE AL, RVLM : SEMIZEREIESMAET,
CVLM : RIGESEFESMAEF, IML : FHFMBEMARE, Glu:L-7 V¥ I Bk, GABA:y7 I /EEE, Ach: 7t

Frayr, NA: VT KLty »

FERERESMAEF (RVLM) 2B U C, EHIZHREICSH
% 23 AR IR E AT AR M I B IML) o5t L, RAH
REMBRIFBZHAEL TWD I ENHALNE 2
7=. F7=, NTS, CVLM (28T b EE /MR {sE
WEIIHERT I JBTHLIINVEIVETHY,
RVIM i B8 W TIxMHIE7 I VB TH Dy-
aminobutyric acid (GABA) T %192 (K1). &£
IZBWT, RREGHRIFEEN O EF T HEIC mE O R
BEDERORRGY, RIBEZWEOWEM, R bV
ZZHT B RIS OWERS Elkx R B 252 5.
WEOHFIRE LY, HREREHRTORFICX
LEMEDRIE, ERICMNL = —T VT
3/“/3/%21‘22), —E&{a{t%%m’“‘%), ,77/§,r y%%
HEOEOMNDEDORE, b EEhbDOLE
T —ORESLHEMRBO LTS ABEORE
RENEE LTV LHEBIENTND.

chiR #E4HR4 = £ 1+ 5 Rho/Rho-kinase Z D& E|

EAMAIZ, RhoA & %\ i Rho-kinase & H A3
BETHZLEAHEZEIHEEINLTNEY ., ok
ENZOWTIE, I in vitro DAFFERRAED B H 2>
LlgoTETWD. #EHMAIEICI T 2 Rho/Rho-

kinase S&IX 7 7 F U HIED (L% I L TR
DIFREHERE, BLICBEE L TWA Z ERRENT
WBOW S5 kg G HEAH AL IZIE MR RhoA
(dominant active RhoA) # & A§ % & ZEBIZRKZE
EosEgnE L, BHIREEOHRILNLAEL,
Rho-kinase @ # RAFAEHITH 5 Y-27632 % #HhN
T5E, ZOEMER RhoA 12 & 2 RHRZER DR
ERTHE ENE Z EBRRENTNEHY, Fi, K
it Rho family O & ¥ % #il ## 3 5 GAP(GTPase-
activating protein) D72 7/>T, HBICIKICBEICHERE
T % p250GAP DFTEN#HE S h/cY. Z Dp250
GTPase (%, #RHIAE D THIZ NMDA L& 7%
—® NR2B subunit 33 X T PSD-95 & Wb 5 &R
EEbic, BEMY T T AOREETRT 2 AR
AVCRETHIERRENTWS. LT, Z
@ p250GAP 1%, RhoA OIEMEZHIME L, &2
DR, BiECES T EbREn TS, £,
p250GAP i3 DK F+E G ER TH 5 Cdcd2 DIE
PEG T 523, RhoA &R/ Y Cded2 DFEBIT
A 234 > (B2 PSD : post synaptic density) PNIZIE
LALERDLNZNT L2, p250GAP 4 L7
A8 DIFREZARIZ DUV T 1L RhoA WEEREE
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WKY
Y-27632 0.4 pmol X 4 sites
g) vy v

A
(mmH;
100— IR

Y-27632 4 pmol X 4 sites
1mj \ A A

.g 00

=)

Y-27632 40 pmol X 4 sites
\AAA

E2 Y-27632 MEREIZKLHME,

SHR

Y27632 0.4 pmol x 4 sites

(mmHg)

»
;™

mjw
Y- 7632 4 pmol X 4 sites

jw

7' 2 40 pmol X 4 sites

SO:J\—__

1 min

m%h4mﬂ4mﬂ@lm

0OWKY ™ SHR *

DA% O AEKREFEZEE (Tto K et al, 2003%° X Y )

A : WKY 7 v b () B L SHR (R) Oififil NTS (4 sites) ~? Y-27632 fhE#H 512 X 5 M/EZE{bL D ELH.
B : WKY 7 > | (open bar) $ & UF SHR (solid bar) Offifil] NTS (4 sites) ~0 Y-27632 f{&# 512 L 5 FHME, L
HEDZEAL & (n=5 for each, *P<0.05, **P<0.01 vs WKY 7 v ).

ZHOTWS EEZLNDY., TR E, B
BT T AORE AR T HHEETH LR, D
ARA DOBREIZ L > T NVH I BB T DR
SZHERRRZZEbHESR TS, Lo
T, #EMIIZE1T 5 Rho/Rho-kianse & 23512 Bl
BT TRTBT DB VT I RREICRALND
HEERIEILTWAREEREZEX b, LI,
HEBARMIR 2 7 V& X VB D VWVITER AR
457 &, 1~2 4% v —2|Z Rho/Rho-kinase %
DIEMALBEL D Z EBRRENTWB R, 5
DHE TIXMEE RN Z NMDA Tl 2 &2
HIZANRAL OB BRROLND Z ENRREINT
B, ZHBZODHEESETOREND,
7 & I ERRIEIC X Y Rho/Rho-kinase % 23 & M
bENDZ ETARNL VDOEDNEL, VY FT A
REICEE (BT L, YFTAMREOMEG]) % K&
FELTWARAIEMERHD EEXZ BN D, W,
Rho/Rho-kinase e DIEMENMET 325 &, A/SA v
DOEMBEL, VT T AMEEOTLENE L 5 AlHe
PERRIBIND.

NTS CO#EEmMEREGICH TS
Rho/Rho-kinase D& E|

A HETSEER
9, WKY 7 v b (16~20 i##) 2 v, FREET
{Z Rho-kinase DR RAIFLEHTH % Y-27632(0.4,
4.0, 40 pmol/injection site) % fffl NTS ~&t 47 FF
ICHERSE LzE A, AEEFHICLE,
oD EBOZ(E2). Fiz, REHRIEE) DR
B2l 2720, BREARIEE) (RSNA) DRI
LELITo72 L 25, Y-27632(40 pmol/injection
w@%W%NBA%Z&ﬁﬁ%ﬁﬁfélkﬁ
, DFEELAIERIC RSNA H A BEICIE T L2 (K3).

/k Z, mIEET A E LT SHR(16~20 ##) % H
WCRIBRDER AT o 7=, Wil NTS ~0 Y-27632
MEHRE TWKY 7 v MEBRICHAEEREEO LE,
DHBEDOETEB IO RSNA DK T 2RO, £
DK T DOFREE L SHR IZHBWT WKY 7 v Mok
FEBILKEN-7- (K2, 3). LLEORKREIX, NTS
1281+ 5 Rho/Rho-kinase % 23 A AR IE®E % /1 L
CTIEFEICEE L, &5 SHRIZBIT 5 &EMmE
HERFIE I — SR8 5T 2 FIREME A "R T 5 H DT
b7z,
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FEBETN S EZ 12 351 D TR ERFAERN 1 & 1F 3 Rho/Rho-kinase % D& E| 31
A WKY SHR
Arterial frteial 150, ¥ ¥ Y-27632 40 pmol x2 sites 200; ¥ ¥ Y-27632 40 pmol X 2 sites
oS 130 AT
Heart
Ra TTre—
e 58 =

Ra
(spikes/sec) s —
B ( (%)
b
fmmige oy 8
-10 -10
E -20 = 7 20
-40 =
-30 -30
*% oy
-40 -60 ¥ -40
1 WKY ™ SHR

B3 NTS ~M Y-27632 B EIC KL 51

A:WKY J v b (%) B L SHR(E) ORI NTS (2 sites) ~D Y-27632 fh & 512 L 2 M/E,

RETEEN (L D FEFLER.

E, (DA%, BRBAZETHINHLE (to K et al, 2003* & v gZ)

Dk, B

B : WKY Z v b (open bar) 35 & O SHR (solid bar) DE{fll NTS (2 sites) ~® Y-27632 fh&#& 51 X 5 FHME, L
HE, BRRARIEEOZLE (n=4 for each, *P<0.05, **P<0.01 vs WKY T v k).

B. B FEARE

VT & X, BHEMIC NTS 28 % Rho-
kinase V& & L7358 DR ’i’*ﬁ AN s

TTIUANAERY Z—L L TERETEAEREZ
1T > 7=. Rho-kinase ® dominant negative Z5 {1k &
L < Rho-kinase ? Rho-binding domain (RB domain,
DNRhoK) # v 7=, 1@RIFEEL L 72 RB domain I,
PIEPED Rho-kinase & i&M:% RhoA DFEA & Bid

HJICPA=E L, dominant negative ZE&E (k& L TE<.

MmE, LHEEOAIEE, BEEHRENRICEZAAL
FGOFTUVA Y=V 2T LEERERNT,
FRER, IR TICITo72. B4R+ X1,
WKY 7 v ]‘iSJ:U“ SHR & 112 DNRhoK#E At 5
~7THEZE—7 , DIRBOERRIKT %
#, %@1&"[‘0)&}# ié" M FEER[EFRIZSHR 1238
WT WKY 7 v MTHESNFRICKE o 72 (AMBP:
—52+3vs —33+4 mmHg, P<0.05, 4HR: —161
+6vs —120+=13bpm, P<0.05). F7/=, = b=

— )b & L T p-galactosidase % #E A L 72 Tl /E,

DHBICELEZRBD o7, BETFEAEBRIC
BWTIE, REMREBOHEEREE LT, B+E
ABTEEAT7 BEIZ24BMERICEDRF / v=
Ex 7 U et & ORIE AT > 7-. DNRhoK # A

%%, AN TRF /v ex7 ) 4R
BRARICEY L., &b, EFEARICE
FArRP e x7 ) e EIL, WKY 5w b
IZH~T SHR THEIZK X <, DNRhoK &EAIZ &
DWOOEEDL WKY 7 v MMZHE~TSHR THE
IZRE D -7 (—0.80%£0.12 vs —0.48+0.07 ug/day,
P<0.05). EAELFOF SEHTHD c-myc D
EHIT, MEEORMRBEDO—HERD, &
HIZWKY 7 v b BLUSHROFEHEDOEE 1X[F U T
Hot-. £77, cmyc DHREYE T, EAEET
DNTS B CoORB LR LZ(E5). £/, &
A L7zi#&f=F (DNRhoK) (Z & ¥, Rho-kinase %1
P & DB ER T 572, DNRhoK #EA
# 7 H B IZ Rho-kinase D1ERE H T&» 5 ERM
family (ezrin, radixin, moesin) & adducin @ U g
1t (p-ERM, p-adducin®##H) %, v T-AZ 71
v MBI TEHM L7=. DNRhoK # A2 L b, WKY
7 v B XLV SHR & 12 NTS (2517 % p-ERM,
p-adducin OFHIFAFAEIZILT L, Rho-kinase J& %
BHH SN L 2R L. 2, av ha—
N (EALE) BEIZB W T, pERM & 5 W it p-
adducin ®F T WKY 7 v MZH~_TSHR THE
IZJTHEL CH Y, SHR @ NTS (ZE T Rho-kinase
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32 & R M | H25E H1E (2004)

-4 AdDNRhoK (n=7)
-+ Adp-gal n=6)

(bpm)
400

-1013 567 810 14

-¢ AdDNRhoK (n=4)
400 4 AdB-gal(n=4)

* He®

-1 013567810 14

00
;1013567810 14

C (uyday
g 2.0 | before
:g # W after
& 15
-5.5 o
Eg 10 B e
) el -7
|
[
5 WKY SHR

B4 NTS ~® AdDNRhoK #A (Ito K et al, 2003*” L ¥ k%)

A : WKY 7 v h® NTS ~® AdDNRhoK 35 & O AdS-gal 3 ARi# O FH M E,

AdDNRhoK n=7, *P<0.05vs Adg-gal).

B : SHR @ NTS ~ AdDNRhoK ¥ & U8 Adp-gal # AR 0 FH M E,

AdDNRhoK n=4, *P<0.05vs AdS-gal).

C:WKY 7 v b3 X USHR @ NTS ~? AdDNRhoK i A#f (open bar),

DAk ORXEFZE L (AdS-gal n=6,
L O RERZAL (AdSgal n=4,

i A 1% (solid bar) @ 24 BERERIC X 5 R

i e x7 Y PR (n=6 for WKYZ ~ b, n=4 for SHR, **P<0.01 vs before, and #P<0.05 vs WKY

Zvb).

FOTEENTLHE L T D Z & 3R X7 (6).
LB, aix, 7 F—LLTTT/UANA
ERAVTWSIY, BERICEDREMEILOE
PRETOIMERDH . Fex DHETIE, 4H
AWETT ) OANARERY Z— LT 5BIEFE
A ZHSLLTCEBY, LATOWMEICTLD -
galactosidase & AFE & eNOS HE AR T, RIED~
—H—& LTED-1 BB a0 HBIZZR 722
LERERLTWS. &5IZ, p-galactosidase HARE
T, fE, MABIEERIEZSRPoTI L
75, DNRhoK EARETOME, LIHEOET A
TF ) AN AEN LD RIEELIHE D FEFE

BRGETIR RN L 2R3 5. LLEDORRIX
AMEEREEIC NTS (281 % Rho-kinase 73 1E#
MEET MIBNT, REMHRIEENZ I L f)E
HEFFSBICBEE LT B Z &, S HIZSHR IR
BRI B LR L O IS D IE B R
Flo—8EET5ZLETRTH50THDEY,
C. NTS [Z#1+ % Rho/Rho-kinase ;&%

A E], 41X RhoA OIEMIZEI L TiE, RhoA @
ESE~D T v Anlr—a o CTHEME L.
RhoA MRS EITDHRBIL, WKY 7 v MIk~T
SHR THEREMARD, Fi-MiaE s ki
LAWKY 7y F CEREOHEMERDEZZEND,
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FEBETNRAZ T 1T D IEERFAENIC 2 1F 9~ Rho/Rho-kinase & D& E| 33

E5 AdADNRhoK#EAS v FDREBR T A R ZEic-
myc A TEBLEZRS A4 REKXRto K et al,
2003% & b %)

NTS AT CEABBETFOXEALRBEDLNLD. BRO

KA EGTFEALMNEZRT. AP: K%E, DMV: %

ERREMEE, CC: L, X ¥EMRE, X &

T, Barld, 1.0mm%ER7.

pERM
— ©oEAY o o BEUEE
34
Fiiid
2 4
b

(B
Cont. DNR —gal Cont. DNR B-gal

WKY SHR

SHR (23> TRhoA DEMENTTEL TVWDH I & &
R L7= (B7A). F7- Rho-kinase I 2\ T, %
DEAFKBEFEIXWKY 7>~ b & SHR CRIZE T
b7 (R7B), HEHNEHTH 5 ERM family O
U b S WKY 7 v M2~ T SHR THEIZH
MLTWDZ EnG, FOiEMIXSHR TL#EL T
W3 T L EHER LY (’7C0).
D. &8

Pk, RKFFEORZEL Y, NTS 2815 5 Rho-
kinase iEME&EIHIT 5 Z & CMmE, Ok, R
MRIFEBIORTE2AELHZ L, IHIINTSITRIT
% Rho/Rho-kinase % D&M A3, SHR IT B W T
WKY 7 v MZHSRTREL TS Z ENHALMNE
TR e 30,

SHRORE

ARZEBRIZEBWVWTIX, NTS (2817 % Rho/Rho-
kinase —é@{%ﬁ?ﬁ)"‘m@&?‘%@]% L ClE%2%E
b &8 D ORBAIZIZE > T2V, RhoA %1
fl9 252 LT, eNOS DREENEMT D LI H
HEbH VYW, KFEORKIZNOS DT v 7 LFa
L—ya AT RELE b,
DNRhoK # Az XY, eNOS, nNOS & Hizte LA
FOFEBITIMHE SN TWZO(ES)., Lo T,
NTS (231} % Rho/Rho-kinase & & #iffi| 35 Z & 1T
£V, NOSOT vy 71 Fal—a LSS0, i)
BIOMF CMEKTREL, £ORMHE L LTNOS

i |

o Cont.DNRﬁ-galCmtDNRﬂ -gal

WKY SHR

X6 EizFEARI®TONTS IZE+5 Rho-kinase DIEMEH TH S ERM R U adducin O ') > 1k (p-ERM,
p-adducin) # £ &1t L = Western blotting D #52E (Ito K et al, 20033 X 0 &%)

75 71%, arto—LDOWKY 7y hOREBRL~ULE 1 & L THE L7 (n=3 for each, *P<0.05and

#**P<0.01 vs AdS-gal or control; ##P<0.01 vs WKY 7 v F).
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34 & B OHl B HE25% F1F5 (2004

A
RhoA
in membrane in cytosol

32

2.0 =x 1.0

15 ;

1.0 0.5

0.5

0
WKY SHR WKY SHR

B C
Rho-kinase p-ERM

(kDa) (kDa)

205 - W N 90 - g —
1.5 3.0 -
1.0 2.0
0.5 1.0

0
WKY SHR WKY SHR

E7 NTSIZ#HI1+% RhoA, Rho-kinase, p-ERM M3 (Ito K et al, 2003%” L ¥V &%)
7771, arbte—rOWKY 7y FOFERL~LE L E L THELE.
A : NTS (2317 5 43 RhoA (£) B L USHIEE 4 & RhoA (F) @ Western blotting D fE % (n=3, *P<0.05 and

**P<L0.01vs WKYZ » 1).

B : NTS (2351} 5 Rho-kinase & H ?® Western blotting D& 5 (n=3 for each) .
C : NTS 28T % p-ERM D Western blotting DfE R (n=3, **P<0.01vs WKYZ » b).

nNOS
1.5
1.0 -
0.5
0

Cont. DNRhoK pBgal

eNOS
1.5
1.0 * =S
0.5
0

Cont. DNRhoK fgal

H8 BETFEARETOH WKY 5 v bOD NTS Z2ETINEIZE TS nNOS (£) £ & U eNOS () DER

(Ito K et al, 20033 X v %Z)

777 Fary ha—LBEORBEL~VE 1 L L THE L (n=4 for each, *P<0.05 and **P<0.01 vs AdS-gal or

control) .

DOFBNRIFH ShizE B2 bk, BEETIS,
in vitro TOEBRIC L > THL N E STV SR
A2 3817 %5 Rho-kinase D& EIN S, LATFD3
DOFREMENREZ 2 bILD. F—IT, BT~ X
9 |Z Rho/Rho-kinase & DIEMEZELIC & 2wk AulE
DEHRENT D L, FICHEERD Y TS 2%
EEBRT DAL OB L D7 VZ 2
VBRI OB O REENRE X bND. BT,
Rho/Rho-kinase 1% angiotensin II 72 & ® Il & /EE
BIZLoTEMLEND Z EBRESRTND?.
i angiotensin II (%, AR ME EF#FICRE5
THIEBNREINTWNAZ EMnD, L=r—T Vv
VET UV REOBEDRREENEZLNLD.
# =12, Rho/Rho-kinase Rz & v #iRfzEY

BOMERENRE U TWAAREENEZOND.

L2vL, BHEETEWTALHERITHY, NTSIC
$1F % Rho/Rho-kinase & D& MED 2 REAP IR B &
MU CTIE 22t &8 2F OO 729D I121E
HR DMEOEITHNLETHD.

BE, R~ ILSHR & B p@mmEET /L& LT
B — (L ER A MAEETT /L (L-NAME 7 v
M EZAVTRBEOERET-o TS, MEH DN
130 F IZ B W Tk L-NAME # 5 € Rho/Rho-kinase
ROEMALNELD Z ENTTIRHREESTWD
2B BBIEE TORL OFAED D NTS 128\ T
b FEEREm %2R, Y-27632 O NTS #5112
X BABERGIE, L-NAME # 58 CIERERICH
REBIZRKEVWHLOTHoT. ZOMEIE, NTS
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EFEIMFAE I T HIEER

Z 31T % Rho/Rho-kinase & D&M (LA SHR IZ4F

RENRBARTERRL, BLEETAV—RIZALH
LD THHAREMEEZRERT HE L HIT, KR
L 7= DNRhoK # AEEIZ 1T 2 B E K& 2 NOS D
Tyl F¥alb—raililsaboTiRRNI E
R T OMARE X T A LD THS.

S 51T, NTS IZ2$81F 5 Rho/Rho-kinase % D&M
MR IRIE B 2 I L ClE 2 2 b S & 281
38 5 728, NTS IZ31F % Rho/Rho-kinase % Dl

, BREZBERFICRIETRE, oy
VERICKIT ARSI B A DEBERFNTTH D.

BhHUYIc

HAE, DAETITEMENRESCLTRE, M
i, ZHICHE D BREOEENEMLTEY, =
B DFEBICT HIREIEDOTHESL, kT DRI
VAZZ@ERL DD FHEOHILbBHE THD.
T, TNHDOERBORE, HH0NEFZTOFHE
HET 2 HEFIZ REAHRIEEOTTENEE LT
HTEBHALNERY, X DIZRERMIRIEE TTE
DOFEEE L THBEMHRROEEMENE#IND &
MR- TEZ. ZTHETOMET, NTS IZEBW
T Rho/Rho-kinse % 73 28 AR R IE G B & /1 L T
mEFASICEET 52 &, /=, SHR ODIﬁl}—_l:%?h
A AR IR B L OB 1 NTS 1281 5 Rho/
Rho-kinase SR DTLENBE LG L TWAH Z L 3 b
Lipol=. HFE, Rhokinase ¥ —% v b & Lz
BHNIEMNE TR T CIREERIGHA S, BOFlL
BB THD. Lo, LEDEBHLNE
72 AUE I 331 D Rho-kinase 234 1% D15 (3K)
OF Tl s —5 M HAREMNHI/F IS,

X 73
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