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Angiotensin Il D7 v M HEELLERH WM X
LA ) 7 L F v RS HT B I

BTHL Az FRB—®
Bl E s /KA

AR FER IS | NREHE

w 3

W, TYIAT vy v EGRRAEENSEEETBIRC LIEHERASE T 2 2 e B8 ESRTED, 25
LIt HABIREAOBFEO—D L LT7 > ¥4 7> ¥ 11 (Angiotensin Il ; Ang I1) QBN OELA 4> F
FANCHTBEAPIEZ N TS, LEHNAISERA ) 7 AF ¥ 20 (inward rectifier potassium chan-
nel } IK\) IESBAHSEATREED 20, FEOERCEERREERLLTWE EE2 5050 Angll ©
ME%H&K%T%%@@?&(,ik%@ﬁﬂﬁ%ﬁ%%ﬂ?tvuﬁ&uivb@iﬁ%%wa@Haﬂ&
WX REEE, ZOHERERE patch clamp B2 AVTRE Lz, 5 v b BEELE5 MK % /ER L whole cell
voltage clamp ¥iZ X DERFEA —40mV 55 —120mV  TESBERI ¥ CE SN K, BRABE L. Ang
II-CV 11974 (AT.R #Hi¥) -CGP 42112A (AT,R #5138 13100 nM 12 F9%: USIRash o BEF L7z, Ang T1 &0
12 & o TIK, BHE, BMENCHEA33.1+4. 2% DFERBEMS A Sl (p<0.01, N=7). CCP 42112A THisL
BL72b DT Ang Il 0 IK, BROMENRIIFETH - 7 GRITATICEA132.0+4.5%, p<0.01, N=5) #3,
CV 11974 THIULE L 72 b DT Ang 11 @ 1K, BIROBEEBIREHINE S 17z (FRINFNIH~96.7+1.8%, N=5).
KRBT, Angllid7 v MLEBMIEO K, EREEMS Y22, S5 20%EH AT, R BHZow
WETHEL AT, R BREORLBI THREE2ZIRw I Ldd, ZOXERERCBLTAT.RSEELT V3
ZEDEBHE N,

Key words : Angiotensin II, WR X B¥i4 U 7 A F + 2 )b, Angiotensin II type 1 =44k, patch clamp ¥, whole
cell voltage clamp ¥, &G4
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#

SH, Vv TrVAT oy U RBEERNCE
VTR TR MEABRRBILVE LV RO—DTH
% LR, ME, O, B EoMBicsnT
YEEL, RFTCOBER - MBERSRE LT
BELBREPRLLTWE, ZLTFOEEL2HES
7Y A Ty 1l (Angiotensin II; Ang II) @
BEERMOZ S B A A >V F v ANV OHIEEN L Tk
&3 Z hpatch clamp R AW THE XN T
WRBESS LEFHIZBOTH Ang Tk F b Y 7 A
FrrN, Z2uF4 FF v, ZLTHY VLT
YTANVOHTEEBERBR A VY AF v 20
(delayed rectifier potassium channel ; IK) #* &t

o

LTWw3™ bt shTnd, BEREICB LT,
Ty ATry yEBRBERIEEE (Angiotensin
converting enzyme inhibitor ; ACE-I) 2%, =&k
MEZOHERKCEC 2 LEETEIRE MEH ¢
210002 @b AR SER O FERER AL DR MR 2
Hlg B p s &R a8, Ang 11 ZAHE
BUEb &, 70947 vy U 5471254k
(Ang II type 1 receptor ; AT,R) BEHi¥E N 0LEE
MEFOTERR %2 MHI LS, FEETNVICBIT 5 HE
TRAEEAR &2 ME T 2118 L w5 )2 ACE-1 L RIED
FAEIMERA2E T2 L EIhTw3, DL
D ED o LEROAEBIRREIE W Ang 1T OS5 3%
Zonbd, 5 L7 ACE-1® Ang Il 2BEEHEHE
OFEIRMEROFRHEHICII—ED REBE SN

KERFABRIRILI T REFHI77-2 (F589-8511)

Zft FRRI0%7 A31H, ZE ER104E 9 H28H
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TRV, REFHEEMHEIERS, mELY v
LEIWER, BIULEREER, LEVET Y VT
MEWEH, KEMBOREBERA L Wi s U, Ang Il
DEHBENZERERENERABET A TS, ®
BREWERE ¥ L C Marakas 5 O LHHEER
#, Bashir 52 OEERET2BE BT 5 ACE-
I D—2>TH 5 captopril i & 3 QT IREEER
BHY, ZO0QT MR EELMZTEELRF v A4
VIRREBEMEMEHOER RIED K Lt AA &%
BAHY Y AF v 2 (inward rectifier potassium
channel ; IK,) TH 3. Friz IK, BIEBEMIC B
T, BI3IMEBEB I UBHELEEMOERCEERE LR
HERLZLTWREEZSNQTHRIIN T 2%
EBH Ay, LH»L Ang T DOLEHO IK, g
323 Morita 58 BU ¥y FEHWLEBERT
BTV B DA THMREE TRV,

%7z, 19892 D 78 4 7 ORI FEHE
ORI LY, VB EDBATRBIUVT V4T
vy L ¥4 7 2% B4 (Ang 1 type 2 receptor ;
AT, R)D 2 DOFEHAENHS I E N2 8, £0D
FRIEERER B THLTHYE, DL
28 Ang I DTERAOHHEMEERKBL TnE EHFELS
nTwa, LrLlidns, ERoBHS»S Angll %2
NAEEFHEOBEKFEH BT, Ang I ZEKDO—
Fosazr7Tay 7+ s ik vimdo Ang 11 v
NOVHP LR LB Ty 7 IR T0wiRLh 5 —F
DZBENORBEBTHET 2 AIEELEHRI LT
3, 207z Ang Il OFERH AT\R, 2 wid AT,
R OBMOZEEENT2R,, L2220
SREBECER T A2ERAEEL, WEEZMEL
IR THLOPRHBT AEVEELLEH>TET
W52,

oz ems, Angll © IK, N3 2 E#EM L
EREHEMIERZIEEST 2 2 L 28 ACE-1 ® Ang
N ZAGENEONAEIRFEAORR IV TE
HRMBEHDDL EEZ 6L, LDEFHCBVT
13RO Morita 58 B3 Z DHED L TY VX %
FwTIK, OBEELE2RRTH20ATHY, &2
FOPERIZ AT.R 50 AT,R, WTFhORZEE
ENTEMEPETRERENL TR,

ZZTHERLE, 7y MLEHERVTIK, I
4% Ang Il DFEEL, ZOREKICDWT patch
clamp &% B W THE L.

;] &

LS M A B B v
VEB RO BB 1T Isenberg & Klockner?® 8 &
U Powell 52 2T - LBERABEE T A, KE

200~220 g DM v I (Wistar) % pentobarbital
sodium (40 mg/kg) #BEHA®RS LU CHEEL 72, B
BBE S LR D 220, 77 v R 7 BIEER
BB WCREE Uz, EEIIRA O MK i3 KBRS 530 ml
@ modified Tyrode ¥& %70 cmH,0 ® EH FE T
IR 27> TR BRwiz, KRB BERICE
1k % % T Ca?*-free Tyrode ¥ (modified Tyrode
#r o CaCl, 2wz d @) THEWRL, 25120.04
%D a5 45+ —+¥ (Sigma, Type ) =&t Ca*-
free Tyrode #R60 ml TE R L 72 %, 100ml O
Krebs buffer B CERL I 75 Fr—E 2KV L
Tz, TRTOERBKIZI00%EE 2 ETL, HRET
3TCICHIMR L THERA LU bRy S THUIL,
150 pm D A v ¥ 2 F 4 0 CHELERMRO &
BPE—H— AL, EREKE T4°CT 1IRHE
FL. BER BonHEBLEHEAR 2
modified Tyrode % C#H L, Ca* i oM 7z 7z
BRF RO B O EHMa s EBRCERA L, S
bl S B W AV e R O M K 1 modified
Tyrode #&ix NaCl 140 mM, KCl 5.4 mM, CaCl,
1.8 mM, MgCl, 0.5 mM, HEPES 5mM, glucose
5.5mM, NaH,PO, 0.4mM T NaOH % f§ » T
pH 27 . 41cFHE L 72 b D, Krebs buffer # i3 KCl
25 mM, glutamic acid 80 mM, taurine 10 mM,
oxalic acid 14 mM, KH,PO, 10 mM, KOH 116
mM, HEPES 10 mM, glucose 11 mM, EGTA 0.5
mM TKOH ZHAWTpH 274 HFHB LD %
Buwiz,

whole cell voltage clamp &%

B OEEHEO IK, B whole cell voltage
clamp ¥ % B\ T Axopatch-1D amplifier (Axon
Instruments) CHISE 21T 7z, patch €7V & &H
JaEE 2Ry (M1), VYV LA8BR, FMUY
ABRERESCEELCIK, BRE2AET 572D
i~ modified Tyrode #&Z CoCl, 1 mM, tetrodotox-
in (TTX) 10 M 2 Mz MK E U THEA L .
5| EAIE T 7 ABEME (GS150T-10, Clark
Electromedical Instruments) »*EE~ A 7 0 &K
7#—5 — (Type PP-83, Narishige) BT 2
ATy FTH EMEUTERLL. BEIEBOAE
WBER2.5~5.0pm T, EmEzt— bRV vaT
ML U7, EENEERE L & OEHIH2~5
MQ O b D &AL 7. Mg OMERKIX K-aspar-
ate 120 mM, KCl 20 mM, Mg-ATP 2mM, Na,
- ATP 5mM, HEPES 5mM, EGTA 5mM T
KOH # A CpH 720 HB L b DR AV,
17~19°C® modified Tyrode ¥ % bath IZ#EH L,
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#iflast#& bath solution

HI7AREMEICL 5|5 EHE

fa# pipette solution
K - asparatic acid 120mM

( modified Tyrode & ) KC | 20mM

NaCl 140mM Mg-ATP 2mMm

mCLI ggmm Naz-ATP 5mM
gl -om S . i HEPES 5mM

CaCls i 8mM Jv FEROESMR EGTA i

HEPES 5mM KOH TpH 7.2IC T

glucose 5.5mM

NaH2POs4 0.4mM

CoCl2 1imM

tetrodotoxin ( TTX ) 10uM
NaOH TpH 7.4\ TE

1 patch € 7N & IR BHIBERE QMK 7 v b BB LER 2 Fva 7z patch clamp £ 7V & 20D%&

MfERAR R % LTz,

bath P3O B B0 % B A O R iE 1< 5 | BR D L in
Z2F, 20~40 cmH,0 THRE[3 % &£ GO ¥ — )V
TER.GQ Y —NWRE LI Z & 2R LI, &
GBI X S RIS %0 2 MERAE 2 1 - 2,
MREOW NI 2 L IXBEREBELVENT 5 2 & T
RTEL, BRIEBNRDPTEL2CANEDY, ¥ —
WHETET 5 & TI5HHERE - 7214, bath & ZREEHA
DERERIE LT, —EOEFNERE LKL, E
BRPESAEREE—EIK Uiz, R EHEERIIRSIE
& & bath % modified Tyrode I Tz L7z & E1Z
B0 RV ERD XD WCHTHE L2, —HEHOEH
DORMIERBIREDOEHBR/MNIZ B L 312k,

FEER TRV 51E# D whole cell voltage clamp 3
D7 b 3= VIFHEFEAME—40mV & L—-150
mV 2 5+10mV £ TEIOmV FIZEMI 72 b
DR BTz, FIBEERT X500 msec & L, & FIEERE
IX10sec & L7z, IK, BROHAIE X Steady state i
TEHAIL 72, 7 — % O IE Axopatch (Version 5.
5.1, Axon Instruments) & & Uf Microsoft Excel
(Ver. 5.0, Microsoft corporation) % v TfT- 7=,

A Ang II, CV 11974 (AT, R #£#H%), CGP
42112A (AT,R #5i3) 12100 nM OBEEZ %2 L 5
modified Tyrode # CTEERANCEREL T, ZhFh
MRS ALz, CV 11974 1310 mg 12D & Na,
CO; 2501 (0.05ml) fnz CHERELK, Ang Il i
Sigma & 9, CGP 42112A 13 S. N. P. Japan & b %
ALz, CV 11974 i3 RHES THEHER S L D12
2Tz,
et

TARTOHEIF T L BEHERE= (S.E) TRL,
FEEHALE I 1X Student’s t test vy, p<0.05 2F
BLYEL.

B i

Ang II @ IK, I AOEhE

MR %2 % > 72 RBE (Gaining) & &2.55E 12
B2-A @ whole cell voltage clamp 5D 70 + 2 —
WMcEED &, Ang IT O IK, BEH A D Steady state iZ
B AEA2EE L=, IK, B, #lEsic Ang
T2z 303U EREL L 25, EHREIC
KB5FETISHEEL(N=5), 2010 IK, EFH
EHREEIC % % % T Gaining »» 5155 B L 72
#%, Mgtz modified Tyrode ¥ THA I L 72100
nM @ Ang II 21558 72 (K2-B). Ang II
100 nM 2 EINS ¥ 2508 TO, IK, BROEERT
#F (M3) &, FEMCEES L THOINEBRE
[EdRfRE R L (B4), &5 Ang I 100nM %
WX ¥ 5% (Control 15538 & Ang II 100 nM
W15 8 TD, —40 mV OEEFENM» S —120
mV EL & T 2 5N b Steady state iz TEHHI
L7-IK, EfiznR L7z (K5). Ang I &m&o 1K,
B, IR HER133. 114 2% DEE %
ALz (—1.54%+0.19nA vs —2.04+0.26 nA, p<
0.01, N=7). #EBEEALIX Ang I ¥SINAEGIZ— 75+
7mV T, AngII 100 nM &SI —80+9mV &2 h
FRERZD R o I BBESBIZ R 2EAER L
(N=17).

Ang Il & 3 IK, SEHEHIER O IR
Gaining 2> & %&2.55> # 12 B6- A @ whole cell
voltage clamp #D 70 b a—)VicED %, Ang II
W& 5 IK, BR OSSN AT\R, £7213 AT, R D
TNENLTOERTH 20 25 L7, Gaining
» 6155 B L 2%, modified Tyrode #7100
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+10mV 5005nsec

-40mV 10i'nV —
-150mV i
A
® A pulse
Gaining? 5 O B RS
Gaining 2.5 5 75 10 125 15 175 20 225 25 275 30(min)
1 1 L | 1 - N 1 L 1 1 1 ]
ZE| 7 h Hi Control Ang Il 100nM
B

X2 ## pulse protocol & Ang I DERMNEE
2-A #l# pulse protocol

70 b3 — VB E —40mV £ L-150mV 25 +10mV % T&I0mV FiEmas €
T2 b D& AWz, RIBEEREIZ500 msec & L, BRIEEREIZ10sec & Lz, Z ORIEIX2.5538

WERDIRLUINZ .

2-B  Ang Il O¥NE

Control 215532 &k L7z0 b, HEEA I Ang 11100 nM 215530 2 88k L 72,

Ang II : Angiotensin II

Gaining : B3| B THIEE 25K - 12REE

IK1 B3 (nA)
2-

ZNAT Control

1nA|

100msec
Angll 100nM 7 il %

= -

Ang II 100 nM ¥ITATE O 1K, EEFHF whole cell voltage clamp 3% TE S 172 Ang 11 100

nM FEIETE o IK, EEBRER %R Uiz, Ang TG U Ang IT 100 nM ¥hic IK, &

woOEmMBR oIS,
IK, : Inward rectifier potassium channel

nM iz FRL 72 AT, R #FHi# (CV11974), F7zid
AT,R #4358 (CGP 42112A) % Mifashic 1553 R
LU CHIE L /2. 2 D%, ZhZhd Ang Il ZFHE
I L FRIC Ang 11 100 nM % 1553 TR L /2.
Riz Ang I RAGREHE O ZH1EL Ang 1T O
»1657 I L7z (R6-B).

CV 11974, % 7z & CGP 42112A O R AL B %
Ang I RMETERORERER 2 Zh TR T &
8wy, CV 11974 ZHiMLH# L 7-Mifa T3 Ang I

o IK, BFREEERIA SIS, Ang 1l 0 & % Eik
LzDb, ZUHTIK, BROMEIEASA SN
(7). —%, CGP42112A %HiALE L 7285413,

CGP 42112A ¥ Ang Il 2 [FIRFCERL TH Ang 11
DIK, ERMWEHEMEHIBEE I i, £ 72CGP
42112A OEF #HIb¥ 21 T IK, BIREHEIERA
DEEARRP o (K8). EFIERMAETH» S
Ang I 8%, Ang Il Foinaigeco CV 11974 721k
CGP 42112A % FiMLE L - B OFEH 0 IK, BER O



Angiotensin IIO A V) 7 AF v A VKT 5 EHALER

test pulse (mV) 1
-150
4
-4t
—o— # N &l Control
—e— Ang Il 100nMS HN 7% 5 i
IK1E 7 (nA)
IK1 &#(nA) i Control Ang Il 100nM3 hl #
0
-1 \
5
+S.E.
-2 \ MEAN
-3

®# pulse

v

Gaining2.5 5 10
1 L 1 A

p <0.01
+10mV 500msec
-40mV 1 Ofnv
—150mMV —
A

gaining? 5 D BIFfE (min)
15 20 25 30 35 40

L i | 1 ] 1 | | 1 1 | 1
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Ang I 100 nM IR TOEBEH
B iR

Do ha—LVTEOWEE
3 THW-ilsDEREE R %
Ang II 100 nM IR TR
Ang I #hn#g, T FHEBEM LD
b @A T IK, B oM
Rons,

Ang II 100 nM #AMET# To IK,
EROE

—40mV O R 7 E L 2 5—120
mVIZELEE¥TZoh 5 Ang
II 100nM 2 %M ¥ 2/%& T
?, Steady state (& CEHIL
IK, B ®~ U7z, Ang I g5
O IK, BIIZ, HIENCHEAREE
¥R R L7z (p<0. 01, N=7),

45 50 55 60

SR A A

Control

Ang Il &K
FEHZE 100nM

B

6 ¥ pulse protocol & Ang Il 2RI %E-Ang 11 OWRINE

X6-A
X6-B

#8 pulse protocol
Ang I ZAAEHE (type 1:CV 11974, type 2: CGP 42112A) -Ang 11 O ¥R

Ang Il only 100nM

Control #1578 L7- D51z, Hlasc Ang 1 ZEEEHE (type 1 & L ik type 2)
100 nM ZER U154k Uz, & & icfifgstic Ang IT 100 nM & [RIRFIC BERR L 1550 RT00 2
SCEk L7z, D% Ang Il ZARETIEEORER % ik LHIFES I id Ang 1T 0 & & L1573 SRR

L.
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IK1 &%
(nA nA l__
21 100msec
0} B
I
-2 E
-44
-6 4
A CV 11974 100nM Ang Il 100nM Ang Il 100nM
Control AN o+ A
CV 11974 100nM
A

7 AT, REPE (CV11974) miilEE O Ang I AT OEEREE
whole cell voltage clamp 3k TH S - R EHT T IK, FEREE 257, CV 11974 % H{0E
U7t CV 11974 & Ang 11 ZFIRFICHEER U 7-Bi3 IK, BEFOEWIERAERED T, Z0% Ang 11
DHEERL, ZUHTIK, EROWMEIERSAL SN,
AT\R #H3 : Ang 11 type 1 SEMIEHE

K1 B
(nA
2 -

VSl el b g bt
e e e e
A e,

—

-

e s
2 {prm
AT

8- YT CGP 42112A100nM  Ang Il 100nM Ang 1 100nM
Control N + AN
CGP 42112A 100nM
ANt

X8 AT,R#EHHIE (CGP42112A) iM% D Ang 11 HINATR O EER KR
whole cell voltage clamp ¥k THB S hW 7 EFHET T IK, EERER 2x=7. CGP 42112A %
WL 728812, CGP42112A ¥ Ang 11 #REIRFCEER L 7285 IK, EFESIEANBE S L,
CGP 42112A OFEEFHIEE S IK, SFIEAIER LML 7.
AT,R i3 : Ang 11 type 2 ZEGEHIRE

2 (FR1) &, BIMATO IK, BFZ100% & L 7K VTN S IRIET & ERBERE o0, EH
OELRERT (K9). ¥ INAT @ Control 23t L T Ang 11100 nM O & %
CV 11974 % 7213 CGP 42112A THIMLE L 721 BN 728 (—1.54+0.19nA vs —2.04+0.26 nA,
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F1 FEFARMAT (Control) & &BHRMHTTOFHOD K, BHROZKIL
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R Ang Il ZEEEHE Ang I ZEEREHH
BTALE DOREIE N C”(‘;ntml 100 nM & Ang 114100 nM
AL whnsk
BB L 7 —1.54+0.20 — —2.04+0.26*
CV 11974 5 —3.12+0.49 —3.08+0.48 —3.00+0.46
CGP 42112A 5 —2.70%+0.50 —2.6910.48 —3.55+0.65*
(MEAN+S.E, #h0a;& &L T *p<0.01)
ELR(%) (%) (%)
1501 1501 1501
MEAN
+S.E.
125 1251 1251 Ee
FXITAAT (Control) 25 D%
ZMHTTOIK, BROZELE
X2 whn$ 2810 Control BF
D IK, B 2100% & L1-BED
1001 100- 1004 BREHTTOIK, EROEL
% %R ¥, CV11974-CGP
42112A BIALER O & T i3 B ARG
EEbi o te, Angll D&
EOMLIELEEDIK, E
RN angll | EM cviis Anall o ' Ang ROBEPR IS, CGP 421124
N ng N AR CGP 42112A ng =] >y -
o EME W mREE + W mmEE 4 £ Ang Il #[FIRsIC AL 72 B
Control Control CV 11974  control CGP 42112A WZDAH DIz,
YR HINH

N=7, p<0.01) &£ F#kiz, CGP 42112A HjLEE D
CGP 42112A & Ang IO R ICH ML 72 B
2.70+0.50nA vs —3.55%0.65nA, N=5, p<
0.01) K IK, EROBEEREEMNE &5 h 7z (Control
WL TC133.1+4.2% vs132.0+4.5%). Ly L
CV 11974 §iiLE# D CV 11974 & Ang 11 2 [FKRIC
LB (—3.12+0.49nA vs —3.00+£0.46 nA)
B IK, BRICEEREIZED -7z (Control
WXL T96.7+1.8%).

% =

ARz B VT, Ang 117 v MLEH#ERO
IK, B 2852 L, E5ZFOFRNAT,
R EMEOMNLE THE L AT, R EHE OB LHE
TREEZZT I s, ZOREKRIBL
TATRPBEELTWwWBE Z R ER T2,

SEEZ DTy MLEGHGAREE AW KR T,
Ang 11 100 nM fifast N TER W IK, BRI
L (p<0.01), #EEEAIZBIEIC R 2 MHA
BEH SNz, ik Marakas 5'° ® Bashir 6%
DRtz ACE-I TQT MW EREERE ¥ 5 L
L7e8REI—3 T %, & 51 Morita 5% OV 4 Fil

EHWEEICEY 5 Ang T2 X 3 IK, EFOEL L
RIEORR TH o208, 7 v MLEHMKE (Ang I ;
100 nM) O A7 F (Angll; 1pM) &0, &b
EigE T IK, OWEIEASEY shlz, ThoDE
BRI L 2 LEFHMECBT 5 Ang T 25K
OFEEOLER, AT,R & AT,R OLEKDOREIE
%2 51 3, Chang & Lotti®® 12 T hiE, LEBFICB Y
% AT.R & AT, R DEIE, 7 v 25 ATR 2390
%L, AT.RBI0%BATE SR TWSE, —7, ¥
XTI AT.R 2364% 1cxf LT AT,R 1332% & &
nNTBY, VIR AT RPIEMNTHIBTY bD
FHik b AT,\R DD 2EENE L, 20 HER
ED Ang 11 T IK, O#EEIER 580 & 7z Al
BhH5,

& 512 Ang I ZEBREFEOHBREMICBT 5
KELBEELT, Angll ZEEO—F DA% 70
vy ¥ A EREDIFD Ang II VDS R
L% Foy 7 &R Twiknd 9 —F0 rece
ptor ~ORIEHTTHE ST 2 TEEMMBIER I TV 3,
ZDRHESEOERTOZ v MLESHMICBT 3
Ang T DIK, BREBERAISATR, 5013
AT,R OBD receptor 2/ B%hR5, b LIk
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2 DD receptor WHEWIZHET T 2EH2E L, WiHE
EPME LSRR TH 2058 ERT 50, AT RE
P e AT.R EHIECHILEL20Ob Ang 1 2%
nEND Ang 1 ZERREGE L RIRRCBER L 72, £
DOFER AT R &P CriALE U /- Mif2 Tk Ang 1T
HIMOBE L RO ERLULD, AT REHRET
BIALEE LU 7 MfE ¢ Ang 11 ORI D s iz h
oSt MEX v RcHERESN: AngllOF v MLE
5 IK, BEREBEANLAT.ROA 2N T 2ET
HBHZEBRIUCHTHSHIIER T,

BHEE T Ang DDA 4 v F ¥ 2 VZxd 34l
i, < 2pDFRTAT,R & AT,R BSHE W iz
THEERETLIEBNRINT VB0 538, &
DEBRTIZAT,ROAT.R OMBHT 2 LS
RER RO hote, TOERE LT, Ml
B2 AT R L AT, ROGFELREDOERNE L S
n3, SEIOEBRTHWEZ v MOVER TIREELR
X AT, R »390%LL Eizsf LT, AT,R 1Z10% AT
EENTEBY AT REMTH DB, 2D OREE
BWTIE Ang I © AT\ R 2405 % K, EFiBEE
ERIZER I N DD, AT,R 2455 IK, "D
ERIRTED o> EEEIZEETE RV,

FRFC LD, 7y MLEHHEICBWT Ang I
BIK, #EHLSR2Z L, S5 ZOEAD AT,
RENTHHOTH2 I LI NT, ACE-I®
Ang [ ZEBENEORAEIRIER 2 i3 2 L
TEELFRERREELLEEZOND,

# Eid

WMEKRZBICHIY, FHREZETTDCHILVRBITH
NEviz vl R—EE, FEEE, FIUEERE R R
UCOEEOHAEEFT LI SBH AT LET.,

FRXDERF R, FI5EHFLBFFMES (19985£10H
BRE) THREL:.
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