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HEY D DAREEE RPNy 7vy v VBEEE L, TRBERFR 25 & I TELSEZ s Tw» b,
NV T vy v Via ZERIGLHNC B W CRIMETEE, Ol < FEBL, SN I7ER, Ml
Bz T, Ly LLA2IcBT % Via ZERORMEIIGIOMERE, FEHs»rcIhTwuin, 20k,
Vla ZFEKRIE~ v A2 W CLEX, DA 2 Via ZEEOMEM 2/RET L7z,

FEEFER  Via ZBARKE~ 7 AR L WERM <y 237 v F 4 7 v 11 (2ug/kg/min) % 2 R RHGR S
Uiz, 747 vy Y IEAR, MR CEBRIC LA L7225, Via Z2F KB~ 7 228 W TR
FERECIIE S N, O EREINOEETH - . SHELRTFREL L Via ZREKE~ 7 AR TIH S hTwvr,
L LDIER~ — — 13 2 BRI T2k e dp o 72, B Via ZFEEKRIB~ v 2 L HEM < v 202 KBIIRHE M
(TAC) %HEAT L7z, AR CTIE TAC# S HETULEREDET L LARFTR 2R Yz, —7, ViaZHFEKIE~
v AFETHE, TAC# 2 BT OLHRE AR ICHIH S, B2 TAC # 8B T, OAEOFIEIIH S 1, (O

K~ —% —®D ANP & LRI AR S 17,

RS D AWIGEIC LD ViaZaERIE, 7o F A7 oy v Ilh 3 WITAMEARIZ L 2Lt icES L Tts Y,
Vila 2548 % 8RN ME] 3 2 1300 OFFEL 215 U O AR EFE 2 I3 2 ATREMARIB & 1Lz,
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WS ENB, 2O 70X 2B W THIFERK
HRT OB IREE T s ¥, HRERERTT
HAIVZU-TUXFT vy RRTIEMIR R I
VICHHlST 2 EE, DAEBEOEREEL L LTAL
HEAL S T 52, FHICEIE DO ODAL B TIIMF N
VU VBEENEWI EBRREINTE D,
ODAREDRREAEBOE? 51, BEREAEZEIL
TWATREERE NS, L LR s, NV Py v
>R 2B VHIER P LA LDEREE LTH

i

THLEMLEDPIFIHED L Fho T, N
Y 7V y ¥ izid Via, Vib, V2 @ 3 D DZEEN
%, Vla ZHEMITE I ME PR LA, &%
HEFHIIIZ ISR L TEB Y, Gq/11 family DG ¥
>R 7 BiEMEIL & 4, inositol triphosphate path-
way % Ui Ca 238N & 5. Z OFERMmE
IiEse, B2 ER 251 & 957, %72, Vla s
HAERORB IS 2 % (B U IME S m, O
B SO RRHES I D% & B K 2 378, Via 254D
Frgery el x, BEf o LA eMiasgE, Btk
JIERZEINES ¥ 2 I VLY 7Y v 7 %11
HEL, DAEEF SR TREESH 2, Ll
2o, BHIcbh 7z 5 Via ZB5E0MERIR £ 2 0
AN ZALNERIEARHTH 5, Bz, LD EDY
A 7 OB K E R G52 5 AHTH S, 2
D7z, HEM (WT) tEUKREM AR Viasz
FERIE~T A (V1aRKO) %2{#HEHL, 7> FA4 7

KERFRBIRILTTREFFRI77-2 (T589-8511)
ZAF SPRR234EI0H27H, ZE SPR23FE12H 9 H
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vy 11 (Ang II) Frge#e5 o L <1, KEREEZE
WCEBRMEAMICL 2.0 ET ) ¥ 27 Lifhe
DOFEWCI L T, Vla ZE5EOIEINE HArd» %
WAL, 2 DIERBFOST A = X L bIEETL 72,
il =

1. EBEY

H1%3-5HDOED C5TBL/6] v R &, #ED
V1aRKO v v X 2 L E£E %17 > 7z, V1aRKO
YU RALEBWTE, BERIG D K 25T Via 2%
HEEFO 7 Y ORI Z 12 & 5 TERER
i, C57BL/6] = v X L ZEL T iz, ZLo6 D~
7 21X C57BL/6] v~ v A & THR Wb VR LR
Bo&AT -5 720,
2. WHERTHA
FER 1

4412380 V1aRKO v 7 2 (n=8) & WT = v
A (n=8) D TIWEERE I =KR>7 (model 2002,
Alzet) ##®HiAA, Ang II (2 ug/kg/min) % 2
MIFEHGEE A U7z, Sham FfIC i3 B Ak 2 Rt
AL7z, 2:BRBCRE, E, IR\EEZEEL, &
P U e AR T2 D EE DS & I % HE
L7z, 2L T~y AEE&EL, DIEEfL L, Dbk
OFME mRNA OFB 2 E&FHM L, HEICHEBT
fEERIT % AT L 72,
SR 2

H1£12H0D V1aRKO v 7 X (n=36) £ WT v
A (n=235) W AKERKEZENT (Transverse Aortic
Constriction : TAC) ZJiifTL 7z, TACIZ &k 2 &Mk
AR, WT =7 ZDEZE 1T ope £ 2 B »
JORODEERE &7 L, BHIZ 8HEATRICES &

%1 ERMPCRIZCAVEEESS( ~—

Tt

FRIBARRPIEAE 2R L OA2E RS, REH
TE &R L B WA 2 TAC [efT#: 3 HE,
2:HH, 8HHIBWTHfTL:, ZLTY Y A%
TACHiIfT3 HEH (n=18), 2HH (n=24), 8:#HH
(n=29) WwERL, LIEEfHH LAE L O
mRNA FEH 2 =TI L, I HRRE T 21T
27z,

FERIZ1984FICEIR S Tz 7 2 ) B LlEE D FE
ERENY) DRI & TR R P ERENY) FEER DB 12 HE
U THafT L 7=,

3 . KENARAEZE

REIIRAEZEMT (TAC) X, ¥ v /Fvy 79T
R 21T 0, S[UE RS 21T W AN TIPSR E R T T,
A5 2 BiERa g Bigabala L7z, KEIIRS % BisHE)
Ik & ZESRSEEIAR DT, 267 — Y D& 2L 7 -0 &
V7 I TREER U7z, Sham BEIZ[RIRE O T4l 2 f54k
LMt 72,

4 . DR AR

2-2 M) T uELY ) — ) CEBEETV, B
M R C12-MHz s 7 Y A7 2 =% —=DDWni:
Aplio® (Toshiba) 12 T/ B = /T L 72,
AL EALTER L~V T M-mode 12 & 2 847 % Ji
L7z, BBCREREYIOY =/ 59473774
Y RiZL, 3DOD8EL S EERERF.

5. E=H PCR

4T ® RNA 1350 mg O.0Lfi» & Trizol® % {5 H
L &, DNase I® (Invitrogen) I CAULE X
7z. SuperScript III first-strand synthesis system
¥ v b+ ® (Invitrogen) % {# FJ L Single-strand
cDNA 2&p L7, LT, SYBR Green PCR
Master Mix® (Applied Biosystems) %/ L ABI

b (il TFxT—=RT T4 =3— VIN=RAT T4 <—
ANP TTGACAGGATTGGAGCCCAGA AAGCTGCGTGACACACCACA
Collagen 1lal AAACCCGAGGTATGCTTGATCTGTA GTCCCTCGACTCCTACATCTTCTGA
Collagen 3al TGAATGGTGGTTTTCAGTTCAG GATCCCATCAGCTTCAGAGACT
CTGF CTTCTGCAGACTGGAGAAGC CAGCCAGAAAGCTCAAACTTG
Fibronectin TAGGATTGGAGACACGTGGA TGCGGTTGGTAAATAGCTGT
GAPDH CCTCGTCCCGTAGACAAAATG CAATCTCCACTTTGCCACTGC
MMP-2 CACCTCCTACAACAGCTGTAC AGGAAAGTGAAGGGGAAGACA
MMP-9 TCAGAAGGTGGATCCCCAGA TTCACCTCATGGTCCACCTTG
Periostin GCCAGATGGAGAGTACACCTT TTGCCTCCAATGGTTTCCAGT
SERCA2a GATGCACCTGGAAGACTCTG GTGATCATGATGACCCGGAT
skACT AATGAGCGTTTCCGTTGCC TTCCTGATGTCGATGTCGCA
BMHC CTACAGGCCTGGGCTTACCT TCTCCTTCTCAGACTTCCGC

ANP ; LEMF MV 7 AHR~<7F K, Collagen lal : @5 —#" > lal, Collagen 3al : 25 —+%"> 3al, CTGF ;
E iRk = NF, Fibronectin: 7 4 7ax27F >, GAPDH; 7V V7 VT ER-3-) UBTEt FasyF—4,
MMP2; vt Ywr2Ax¥u7ar7—+¥2, MMPY; v~ ) w7 2AXx¥uaruas7—+¥9, Periostin: V) 4+ X F
> ; SERCA2a ; fi/Matk s v i ATP 7 —¥, skACT ; B#E57 7 7>, SMHC ; g-3 4 ¥ »EfH
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PRISM 7900HT Sequence Detection System® iz
TEEPCR Z217o7%. 1A 27 NV3AT v 7D
PCR %#35% 1 7 Jl/ﬁo 7z,

TEEmRNA 1%, E=P PCRIZECTHIE L2, %
nZznd mRNA | iV\].Ii:! ho—)v: GAPDH
mRNA 2 k> THREIEL 7z, AR THEAL 724
TXIVEF P T I7AX— I TOHED ThH 5.

ANP ; LEMHF bV 7 AF]RATF K, Collagen
lal : 27 —% > 1lal, Collagen 3al: 27— >
3al, CTGF ; #i& Mk = AEF, Fibronectin © 7 4
7ux277>,GAPDH ; 7)) 27 VTt F-3-V
BT eNuarr—¥, MMP2; v U v 7 A XY
u7usr7—¥2, MMPY, bty AxAxFua”
a7 7 —+¥ 9, Periostin: RV 4 X F »
SERCA2a ; fi/INi@ik 7 v v 7 & ATP 7 — ¥,
skACT ; B¥f7 79>, BMHC . g-3 4 v v &

F7z, LEIER~—%—& LT ANP, skACT,
BMHC %#5Hifi L, #iE bRF & LT collagen lal,
collagen 3al, CTGF, Fibronectin, MMP2, MMP9
23 L 7z,

ERE PCR OV > ZVEIZLITF D@D ThH 5.
i1 WT#H (n=8), V1aRKO# (n=8)
KB 2 TACHi T# 3 HH :WTH (n=5),
V1aRKO & (n=5) TACHifT# 2 M H : WT B
(n=8), V1aRKO & (n=8) TAC fif7# 8 38H :

WT # (n=8), V1aRKO # (n=9)
6 . AHIRFAAT

e # B L 72120, O, I, BE 2R L7,
TNFhOFHAER (EX) 5L, BiRERE
HEE T FREOLEFE Uz, DRI AE L AE
WCARES h, EEiFRv~) VEEL, T T 4>
WHRIC 5 um TYI ZERC L 72, ORI E O FRHE
1t %5l % 72 %, Masson’s trichrome #¢ff1 %17 -
Jz. ZLTZEN%E 3 ANDOBEMILL T Image ] V
7 b A USEMEGL . ERFHEiG 1%, Mas-
son’s trichrome J0TH QIO & N 5 HAL 2 #R
HEAbpEiE & HKT L, Image J ¥V 7 b CREME(LAEEL =
—EDOHEE L, EEEME» S ZDEEERDI,
7. MEFFEISHT

ETOT —FIFFYESEM THRR L, B
DEZEFZT BT, F i Fisher #:1C X % post-
hoc M 21T\, BEZEIF P<0.05& L7z, #igty 7
M Stat View-]J 5.0 Z w7z,

& S

5Bk 1
g5 L

N—RA T4 »Tl%, V1aRKO #ix WT B kb,
M, AkfE, ARECEERED E»ro72(3E2), %
TR e BT R R0 k572 (1), Ang
1% 2 BE#S U0, MR e smEZ AL

K2 T7oXF 7oy r0 2 B8MEREHROIIE &R, EHRTR

Sham it TrELXT YU
WT V1aRKO WT V1aRKO
fAEE (g) 26.1+1.5 26.3+1.4 21.4+0.9° 22.3+1.5°
fik# (bpm) 646.0+66 657.6+58 633.0+74% 652.3+697
IEHIME  (mmHg) 108.0+=5.8 107.6+9.1 144.7+9.2° 152.84+9.37
AEHEE/KEE (mg/mm) 5.5+0.2 5.5+0.1 7.440.47 6.9+0.3*%
iR/ EE (mg/mm) 11.1£1.5 10.0+0.8 10.7+1.4 10.6+1.3

T —=Z IFFEESE THRRL T,

Sham FHZ AR RBEER > 712 & o> TEFICHHEA L7z,

*P<0.05 vs

WT-7 v ¥4 5>y 11, *P<0.05 vs the [EH® Sham F1if.

C

900
T

WT V1aRKO V1aRKO
Sham F47 TUXET VN

, HE
Sham Angll
B WT ® V1aRKO

HRAEAL BRI

K1 7r¥47 oy IR TS
2 % DR IARES
WHEH U 72 .0 = L % Mas-
son’s trichrome ¥ 6 U 7z. (B
Masson’s trichrome ¥ U 72 /2
Z.O M % Sham Filf & 7 > £ 4
7 vy I F A0 IR L T
M U 72, (OZZE LI BT
B DRHEA LRI % E =R L 72,

% <0.01
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REIZHA L2 WT # & V1aRKO B Iic B =
IO o Tz, BN T, V1aRKO BT
AREER/JCEREL (LVW/TL) EEIETLT
Wiz (£2).
S 7 OD RELRR 7 O AT

L O Masson’s trichrome 412 X 2 T
12T, Ang 1T 2 HE# 54 CTlx V1aRKO #Tldb
FES M b F s Tz (K1), EEFTIC
X5 Z2OHEEmEIX WT #9.5% 5 V1aRKO ##
2. 7% CEBEICIHIE LT wiz, ViaR 240 GERW)
T BET, Ang 1512 X D FHEFRE S N 250084
BEEIIHENS Z NS I 572,
LT mRNA FEOMT (X 2)

ANP mRNA level Skact mRNA level

TRt

WEMIZB VT, R—RA T4 v OFKMmRNA 5
HICEBE L EIIRD o> 7z, Ang TS 2 ERE
TR~ —% —dD ANP, skACT, sMHC i
BEZEZERD T o7, MBI, S ERTT
& % collagens, CTGF, Periostin i V1aRKO ET
HEINE ECHIH] S vz, MMP R 2=
oz,

SR 2
g5 L

TAC ZfifT L 72, MM CTHREZ IR D %
oz, TAC fifTte, 238H, 8HHE & big, LVW/
TL xR V1aRKO TR » o 72, £72, 8
Hoffi®ER/TEE (Lung/TL) LIz HEE

Col 1a1 mRNA level

BMHC mRNA level

T

Sham

AngIl

CTGF mRNA level

Sham Angll Sham AngI

Periostin mRNA level MMP2 mRNA level

kil

Angll

Sham

%<0.05
F <0.01

BWT
#V1aRKO

Sham

Angll

X 2

Angll

Sham

7y FA T vy 0L 2 R T RS Z O LEE DT B 1 5 mRNA &7

ANP : LEMF bV 7 AFR~<7F K, Collagen lal : 25 —4 > lal, Collagen3al : 25—
%> 3al, CTGF : #&#EERF, GAPDH: 7V A7 v5E R-3-) VBTt Rasy ) —
Y, MMP2: % Vw7 AXxFu7uar77—¥2,MMPY. v ) wvrxxyuarar7—¥9,
Periostin : VA4 X >, skACT :‘Gt#&fHi7 77>, SMHC: g-3 4 v »&EH

mRNA & WT-Sham OfEZ1.0ICEEL, D ODEXPZNKIGCTHHM S N/IfEE LTELT:.

FERT — 5 3 PE YRR TR L.

£33 KEMREZREMTR O IR R
Sham Ffif KENRAE AT
WT V1aRKO WT V1aRKO
fRE (8) 24.7+0.7 24.940.7 24.1+0.5 25.1£0.5
3H AEEHEE/ICEE (mg/mm) 5.2+0.1 5.2+0.1 5.8+0.2° 6.1+0.2°
iR/ EE (mg/mm) 10.5+0.6 9.8+0.6 9.34+0.3 10.1+0.4
AE (g) 26.4+0.2 26.0+0.1 27.7+0.6 25.9+0.5
2 AEERE/CERE (mg/mm) 5.540.1 5.840.2 8.340.3% 7.2+0.1""
fiiERE/ EEE (mg/mm) 10.940.2 10.440.4 10.940.3 10.240.1
fRE (8) 29.7+0.4 29.2+0.5 29.7+0.3 29.1+0.4
83 AEHE/ICEFER (mg/mm) 5.7£0.1 5.740.1 9.540.3" 8.640.24*"
s &/ I E R (mg/mm) 10.9+0.3 10.7+0.4 14.4+0.7° 11.1+0.4"

F—Z 13 FHE +SE TFR L7z, Sham Fii i3 KEINRIEZZ LIS O FifT 2175 7.
*P<0.05 vs WT-KEIRIEZEMHEE, "P<0.01 vs WT-KEIRMEZEMTEE, P <0.01 vs [{XEHEH® Sham F1if
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V1aRKO B Tfr > 72, V1aRKO F£ T3 £ DR 3).

THAEERKIFMH S, SHEE TS - IsHl FEEOL O ARSI AT

XN Twiz (F3). TAC fif7#, 2:HH, 8:@EHEILIZ, WT B0

RERFHY 72 Dl S P s HERS LAl DRRHE(LTTEDBIZE S 1, V1aRKO # T
TAC fitif712, 2HHETIE, WFEH CH RS FENFFERECHH S Tw: (M4A-D). E&

JF (RWT) cZE=®%ERE (PWT) OEiNzEod, (1 7 AT T IR ME L BRI A 1, WT H8.4% T

KOEEGIERBEC T EHEIbPr> 2, Ll V1aRKO #£3.1% CTd -7z (P<0.01).

FENERMEE (FS), AsimRAIE (LVDd) »» ZEZE L O mRNA FEBL ORI ZEH

S 3 ENHERRE 3 PRIz L T Tz, TAC fiif T4, 8 ANP 13, mift#E < TAC HifTte 3 HH L 2 HH I

HETIE, WTHTFES OET EEENEOIKZ BERZZEI P57, LrL 8HHTIX V1aRKO

A, VIaRKOFETIE Z IR I Twik, HTHREICANPIHMETLTED, LALDOFRED

(FS; 2:H47.2+1.7%- 83829.3+1.7%, LVDd ; s hTw 2 FEnRBE s iz, TAC fifT#, 3 H

2383.4+0.1mm-83H4.2+0.1mm P<0.01) (¥ #% i, V1aRKO B T4 Tz biN+ o CTGF,

Sham Fff ROIARAEA I
A WT VIaRKO wr

V1aRKO

B
w ORI S
25 32 i
oo S 3 KEINRAFEAEANT i 00 R 72 Lo
oss AR A SRR mn; e SRR %%&*ﬁﬁ D %@
7._+ WEFEZ B 1T 2 KEIIRKEZAT 8 3
" _ w AT % o 10 i 8 5 B BR A O M-
- o R S——— mode AT ROREH  BKRERAE
03 o ZET % O LR B R AT I AL D%
o 2w w ow s * ow 2w aw 6w aw H%E,\JKE-\‘{E
------ WT-ShamF#ff - - - VIaRKO-ShamF# ~ —— WT-KBARGEEN - VIaRKO-XBAREEEN % <0.01
A B
" ARME LRI
10 *

x4 WS SN Sham TAC
V1aRKO EWT  =VIaRKO

WT
C D 4 REREZEmETT 2 % & 8
6 e oo SRBUER 1 5 1 5 LR OMR
@& TAC 2 HH# O EE L O
Masson’s trichrome 44t
el ‘ ® TAC 2 Hfii#: O LR O

ek i

(© TAC 8 MR D £ % L i ©
Masson’s trichrome 4t

(D) TAC 8 [ DL iEE D

o= <~ Sham TAC EL=T
o0 WT V1aRKO =WT #VIaRKO E il
% <0.01
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It

collagens, fibronectin, periostin M FSEFUAE 1 HI5H]
STz, Tho X 2 BETIERERET -
7z23, SHHHETITHE OGS vz, B %
#HLTMMP R#BICIERERZET R 5T, —7,

W

TRt

DHER~—% — 1%, skACTD & 2 HH i«
V1aRKO#ETHEREICHH S hiz2s, SHETIE
BMHC % skACT WHEZZZRD B r o7 (K
5).

==

cusn3

ANP
mRNA level

Skact
mRNA level
w
g

BMHC
‘mRNA level
o

SERCA
mRNA level

o

>

mRNA level

Col lal

Col 3al
mRNA level
w

o

Sham

Sham

TAC

2 #MH 8 #A
BWT ®V1aR-KO  * <0.05 { <0.01

Fibronectin
mRNA level

CTGF
‘mRNA level

Periostin

mRNA level

Sham TAC

TaC Sham  TAC

MMP2
mRNA level
o v & o

Sham TAC

Sham

TAC Sham TAC

MMP9
mRNA level
o kB N w

Sham TAC

Sham

T/iC Sham TAC

3 HA

2 @A 8 A
BEWT #®VIlaR-KO * <0.05 ¥ <0.01

5  RENRMEZEMTE O L LRI B 1 2 RE mRNA FEHZE (b o E wFHif.
ANP : LEMF bV 7 AFJR<7F K, Collagen lal : 27—+ > lal, Collagen3al : 27—
> 3al, CTGF : &% EX T, Fibronectin: 7 4 7o 42>, GAPDH: 7'V &L 7
NTFE R-3-) VBT Furr—¥,MMP2: v N w7 Ax¥%u’us7—+¥ 2, MMP9 : =
M)wZAXY a5 7 —+¥9, Periostin : VA4 X F >, SERCA2a : fi/NEfE A V> 7 A
ATP 7—¥, skACT : ‘Bt&i#i 7 7 F >, SMHC : g-3 4 > v EfH
mRNA [ WT-Sham OfE%1.0IZBEL, KD OEIZIIG U THEIINEE LTERL .

FERT — 5 3 PIE CRHERAEE TR L.
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% =

V1aRKO = 7 X {ZRN—A 7 4 »DIRETITWT
v U AL CHE, IR, RE, & 7o0HEEE,
AT BB R Z R R » o 7z, Ang RSO
2 % T, V1aRKO #13x WT #f L [[EIfEE oIl
FEEFIC 22057, DIEK L LEHHEER
Wl o, LML F T H 5 mRNA
(CTGF, periostin &) 3= Il E L TCnwiz, —
FTLmER~—%— (ANP, SMHC, skACT)
OFBIFH S N T o7z, TAC fifr# 2 #
Hiz T, V1aRKO BTl OmisiEbix WT # & b
BLARIF S hTnlz, 2k TAC fifT#, 3
HHETEZE LIBT3 collagen & #EHELR T
(CTGF, periostin ) ® mRNA ¥ V1aRKO
HTMflsh o EeMEEL Tw, BReL
T, VIaRKO BT 8BHEICB I 2.0V ETY >
DHELT L LAROFIERIH S LTz, 2D
fiFE, ViaR BIERE U205 B W LR
Helb e e 2 HELRRNFTH 2 FEIRE I LTz,
V1aR &Lt

% < OWIFEIC & 0 LFRRHEZFHRRE O HE5E-0 RAHERR
OBEIMMIMTHEOZE LY, NRMERLVE VI
LB ENRKREVEREINT W B 2, RIFET
¥, V1aRKO = v 2 Tl O AR O .OERHE L E
BEwHIHIx 7z, Yang 51, NV 7Ly ¥ LG
R o [*H] thymidine B D A A 2 BT S 4,
HMlEEIHO STHOMME ZIEiNs ¥ 2 L #HRE L Tw
BB F e, NV TV ¥ U DRRESERITE 0 & i
PR~ 2 BT 2 L bImE I TV
24, Ang [1 2#5 L 72D V1aRKO ~ 7 A Tl3,
HEIC collagen & ##ELIAT (CTGF, periostin)
@ mRNA FELHE S, DAFFRHEL DM IH =
Jo. TOZ L, Ay Ny Fryyr-Viak
% SEBRAE NG < W 2 H T, Ang I & 2.0
R L 2 I3 2 Al S, ViaR #EHMcb
72 VRNE S 2 H1E, BRI E25| &I T &
5 I LVBAME L 2 (R AE 3 2 ATREME S R S Tz,
ViaR &0tk

DEBAEARE, MATENRE & & & & & 2Rt R
TFOARIZL > THREL, THITMEY 7Y > 7
ELREERER T XD 20 EiRHE L L ERE Bk L
T3, ViaR dmENHEER B2 IER O
O RBMIEROATIXR L, MTEETES OAAEA
D& @ HMER b > Tw 3, Nakamura &
X, NV vy v rETy b ORI ES
L V1aR %71 U CLHERDE 2 25 %2R L7,
Hiroyama & 1%, ~ 7 A KN TRIROFER 2R L,

WT #% TAC L7zl 7z 0 s/ e &
W VIaRKO~ 7 2 Tl S 2HFH %2R L
727, Bk, Li 5103, (Lfiidic ViaR 2R @
FHBHEEI T AY 2=y 77 A BERKL,
EARPL B O V1aR 8 i 7 s O 5 e
REDAEEFHEIELIELHS LY, I
5OWFRIE, DAEEFIEE I TEF L L TOLE
HIfE T ViaR O&%EZR L 72H8, (DN TOME
SEER, LA, SREERRIRE e 0 S F & & ol
e o ViaR OfHAERBRIE 2 XA Twi
W, KBFFETIE, Ang Il 2Rk & 5 L EER &
TAC %JfifT L7z 9B T, V1aRKO #Tld WT B &

D LVW/TL i3AERECHHE S T wichy, LFEK
~—#— (ANP, gMHC, skACT) FHIZEEIC
BRI S o7z, 202 LIl O’
TERE, ORI ORELADFE L IR L, bT bk
ZElTholz #2050, ViaR ofhc X 284
HISHSL DA L OIEN L D, DA EDFEL
Hsh2ETHL EFZ o,

V1aR 0.0 ER

LIRS B Tid, ViaR 33y, 8k, 81
B8, = L CBCoMmL Tw5, ViaRKO v 7 A
TRIERIMFRIBEECHEAILTBY, TRIZEK
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