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R b= 2N S, HEK293T MifadisEicEA - LA R L=, RBREWZ LIz,
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ZE#RLT, £, ORI PrPe OMifalitt 2 ME L TV a2 aliEEAE 2 b,

A. HFERM

TV AR, MEMRICERHTAER T
DA EAPPOBRRE 7V A EA
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o T, FH L7 PrPse ifiladgvt i ER+
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PrPAGPI HMiflaEZFEE L W2 L 2H 5
M L7, ZOfERE, PrPCo@RIBHIC X
DR S hAMKEIZIE, PrPCA GPI 7
H—%Zf L THIIRICHESE T S Z L HET
HHAfEMA R L=, 262 OR Ml A 54
IZR = PrPA51-90 <2 OR il K4y %
K = PrPA23-88 OMlaMMEIX, 2RO
PrPc £ tb~<T, EF L TW7=4%, OR fsEk%*
i1 5 PrPA25-50 (L& & @ PrPC L [EEkiZ5
WHiaBEE R L, Chbo#ERIZ, OR
fEsk A PrPC o RIFEHIZ K 2 AMllfa 2 &
T AEEEAFT S0 EEER L,



Ferid, PrecoBRFEHIZLY p38 F7—

HEo U UEEEAERENS Z L, p38 ¥ —
YOIEAIZL Y PrPC O@RIBEBIC L 5
AR ENS Z L EWSIZ LT, p38
FF—Eix, PEbEFENAR B L AICEIE LT
ks, 7REF—AZF R T LD
HENLTWAEY, 2F Y 2 6OFEHRIT. PrPC
OB REFIZLY, (EHORPLARLT
BHEN, FORE 38 X —E¥HAFEHEHLI N
HRES LTSNS A2 7 Lz,

J VA rmoMmBEMEEIZ X, PrPC A
PrPse ~E#3 5 - LXMW ATHSH, PrPeH
Prpse ~ L iR 5 L | PrPSe A5 |
[ZPEA END, TE- T, PrPsc O PEA A
mitHiaE L - LEZBND,. LinL,
PrPse A ¥ o L 5 iAo > 7 F v 2 EA
TAHDN, RHTHDH, SEIF®LL X, PrP¢
ZimpRE X5 &, HEK293T #ifiass p38
FFr—PoOFHE A L THIlELAZRZ 3 Z
EERIM LA, BBERENW LD, p38 ¥ —
ENRT Y F @i b 2T — R TiEM (SR
TWBZ LARBEERTWS Y, 2FH D
FEEIL, PrPC o RIFEH IC L D MKE &
PrPse o RIPEE (Z K AAMRAFEDS, (A4 A
H =K L& LTEI » TWA B Z 70
LT, fE-T, PrPC o BHIZ L 5
FIFED A H =X L X fRHTAHZ LiZ, 7V F
IR O MERHIIATED A F = X L O R BB
ThHH Lz,

E. & W

HEK293T #ifaizdiT %5 PrPC ORIz H
i, p38 MAP X F—¥OiEM{LEZiELTT
A bh— AZHE LML 7=+, OR
i, PrP¢o#ifaiEdt 2 @i L T b,

(2% 3Cik]

1) Sakaguchi S, Katamine S, Shigematsu
K, Nakatani A, Moriuchi R, Nishida N,
Kurokawa K, Nakaoke R, Sato H,

Jishage K, Kuno J, Noda T, Miyamoto T.
Accumulation of proteinase K-resistant
prion protein (PrP) is restricted by the
expression level of normal PrP in mice
inoculated with a mouse-adapted strain
of the Creutzfeldt-Jakob disease agent.
J Virol 69 : 7586-92, 1995

2) Johnson GL, Lapadat R.
Mitogen-activated  protein
pathways mediated by ERK, JNK, and
p38 protein kinases. Science 298 :
1911-2, 2002.

3) Lee HP, Jun YC, Choi JK, Kim JI, Carp
RI, Kim  YS.

mitogen-activated protein kinases in

kinase

Activation of

hamster brains infected with 263K
scrapie agent. J Neurochem 95 : 584-93,
2006

F. (RS bRif
2L,

G. FFRRE

1. RXRE

1) Sakaguchi S. Antagonistic roles of the
N-terminal domain of prion protein to
doppel. Prion 2(3) : 107-111, 2008

2) Yoshikawa D, Yamaguchi N, Ishibashi
D, Yamanaka H, Okimura N,

Y, Mori T, Miyata H,

Shigematsu K, Katamine S, Sakaguchi

Yamaguchi

S. Dominant-negative effects of the
amino-terminal half of prion protein on
neurotoxicity of PrP-like protein/doppel
in mice. Journal of Biological Chemistry,
283(35) : 24202-11, 2008

3) Sakaguchi S. Prospects for Preventative
Vaccines against Prion  Diseases.

Protein and Peptide Letters (in press)

4) Nasu-Nishimura Y, Taniuchi Y,

— 40—



Nishimura T, Sakudo A, Nakajima K,
Ano Y, Sugiura K, Sakaguchi S, Itohara
S, Onodera T. Cellular prion protein
prevents brain damage after
encephalomyocarditis virus infection in
mice. Archives of Virology 153(6)

1007-1012, 2008

2. FoRR

Wk R LATaMERME - B
fE| : 7V FHWBIT LTV AEHD
T, Bo6E AR A NRAFEFHERSE,
My Moy iralrtrd—,

2008,10.26-28

—

vehicle

=
=]

Viable cells
(% of control)
N A o0 @

2) WK, [RIZEYRETRRD~E
2 —EEE RLORELEE2EOR
- BRI H T ) F Yy, BERRSEL
ZhMEEHE 11 AfEZ 4 —F A/
R KERERANW AN T A =y A
W BRI, K TFRAT v o
AR 2 AL, 2008.12.6

H. SR EREO HE - BEIR5R
1. FFFES

e L

2. EHFRER

L

@1 HEK293T #ifal=$1+5 PP BRRRITMEHRELENT S

(A) PrPCRERAy S —2 T AT =¥ 0 2 LT 24 B5fii% D HEK293T #illaTid, peDNA3.1(
Ty ioa s LMl L 2T, FHAHRE oML A

Brbhi, (B) FF7 A7 ral LT 48 Biffili#iz.

V& b T A

Y /S Bl CARIRA FH 5 &, pcDNABL(—) & R T AT =7 v 3w LIs#il L HsT, PrPORB
y —F b T A7 27 Y a o LMD AR B kD LT = (p=0.0071).

—41—




control PrP

o o
O ~ O o
] ]

= B (=
0 4 CD:
o] o ]
2a7 L0
= 1 [ = b
20 ] 3o ]
094 OF 7
Q4 &
o o

1 104 109 10! 4

Annexin-V-Fluorescence

102 10

2 : HEK293T #faI= 6115 PP° OBFRRILT R b— LRI HMIE L E =T

PrPCREAY H—% h TR T =2 ra s LT ABISI%IC, Wi L7 2% V2T e
F—iz kD TH h— AR BI LT, peDNASL(—) % hF AT =2 Sa v LERIRL AT, 7%
PEA 7t RS PePC RS ) F—F N T AT 22 3 b LMK T L=

-
=
=

@
o
r

Total p38 |

(=1
o
1

viability
(% of control)

p-p38

PrP -+
PD169316 - - 1020 (uM)

3 HEK293T faI= 115 PrPC ARIFEIRIC & M5 p38 F+—HENT S

(A)HEK293T #ifi= PrPCgsll<s 4 —% 7 A7 = 7 a2 LT 24 BflBeess, illa & Eu L, b—% /- p38
L ) Ul 38 AR B HKA IV T YR T a g Mfiof, ZORE, peDNA3.1(—)% b7
. PrP¢ Z gl Sl T p38 U AL L uL A L
7%, p38 FF—H OUURALAH PD169316 THELT 75 L | PriX

il

AT e iog i Li-as ha—diilal s -
Thz, (B) PrP¢ Ziifsgsl 247 HER2931
i FE R b A R ES S STz

n.s., not significant: *+, p< 0.005




-
(=23 o] o
(=} o o
b L A

" -3
o
M

viabili
(% of control)

204

0= .

& & £ D

%'t O S8

o 8“’3“‘ i
L 8

4 ZXIGER PrP (K& 5 HEK293T HifaDHIREE

=% PrPe, PrPAGPI, PrPA51-90, PrPA25-50, i‘rl’\‘?’% 88 DAEH A~y 2 - "-HEI(z.t;::T."-E-;.'I. FhbhrT7 A
7 x4 ioa L, 48 WHIEEAER | ZHla S dtil) L s =< Prpc Jnr’&l&ha’ﬂl{. WREE: & te~T, PrPAGPI, PrP
\OR, Mix 1.11\_; 88 ORISR ORIBARE AMES L Tu v 1. lhl'\pm -OR 1145 PrPc & Inf”'" DFkaE %
i L7




TEL A= 505 i - 0 7 0 B R S v e 455 B R FF 72 9 )
TN A IR UBBLE 7 A L ARRIE BT 2 WA RS S REFRES I

ErTUFAOEERICET AHE
—HBHARETVAUBETILIT I ADRT—

W . £ W BH@ENRER 7Y A UmiEes Y —
WREWBAH : A HEX BHREFEHR 7VAURHREEs ¥ —
MEBAE : & %~ WHEFEFR Y4 RiEte 52—
WRBNHE : BNALF BPRERET 7)Ao RiEes 5 —
WS EE - BUL & EEESER YA CRiErs 2 —
HEBAOE : =8 —B AHRIHIKFRFREFHERERDHFAHHF L 7 —
WFZE 3 - Atk 2 RALRFRFRE EZF R ESRESEF A 7 —

WrREE

EMOEBRET VA AR THAIALA vy - Ao AT —EEK(GSS)ET L E
LTHERLEYZAZ VAV EAERETFOI F1012 7o) rhbof Yo @i
LI bT AV =y 0w AREREE L, oAHaR%0 TR, B, Wm0
BRI 7—=7RORN 7 )AL EAHOEMB RO N, EMUERY TV A &K
BEIE. £ GSS O~ REHLERIC AT 7 o7 7—¥ K(pK) HitkicE 5 Z £ 200
B L, 260, HRBE~DYAWO 10%FESF— F2ERNL, AURKO 8 #fmo
PRV 2=y 2D AORAICER LI 25, A% 350 HLANTYE, M, B
FMENME T, EBSM, B/ Yo7 27 A UBoEiREy 2 L, HEHEgRET
BN 77— 2 MO RE7 ) A BAHOEM L EREELED LN, FhizHes
LT, FEfoTT <2 ZAOHRBIEIL 500 AU EEBE45H Z Lt BE7T Y 4w
HREEMICLY 2O~ 20RKBETOBRRBBAEGE LD Z LALLM E R T,
HABIEET LU AOMANICEMLZRE 7 A RAMIE, #CEMRICLY,
GSS HAREETT AU AOT VA VEARRELORERTFL L TMHS Z L8582
bEha,

A. BIEHRY
E bV AL DET A= A~DEEEIT B, FEFE
BEOTV AL BAWRIETLHET VA DEFATDIRA

OHROa L EFR—a |l b EARG b F GSS OF A UEHHMETER

MR 2255, £ bV AL EMIE T ML C# % codon 102 D7 X / EEIZH ST

B 7 AOERERZ LV RN, HEEE HZv ATV A CEBEHRARMREFD

b, EAINERE 7V A - BEAEMERICE codon101 % Proline 7% Leucine | i€
DGO ERIZ SOV TRRNT L. (i o 2568 LEGSSEFN M F VAV 2w PT TR
RROEMT D Lok 05 LRl H (Tg-MoP1011#4)

PEICEKTZ2ZLBHATH S, BRI REEZR L T AZHEES '

—44—



. R E WA RE L. 78 Y 13 10%2 1 K
Mo U L T E P B R ) A (e
L. MELRE TV A BEAROEML R
~5,

3) ZDOFREDRN e 7 A (Tg-MoP101L#52)
THT 7 RORERT ) A ERAHD
EHPEZVEARBET LI ESHBLT
39, Tg-MoP101L#52 idFLA| % v Tin
R TT S,

(fi 22 i ~ DA )

(fh) B3 - fedhiE LT T EHM  B)
YRS WP ERZEASICHHER
AR LERREATWS, CRBES B
08-043 %)

C. BFFERE R

1) Tg-MoP101L#4 ~ 7 A4 # 300 H %
ZHLEWENBL A, B, BITRE,
WL, HE, R Yol e L S
(DB L7z, Rtk faiz X v i
BT T— I BRE TV A EABOEM
A, MBS, RMIE, RBE. /NEIZERD ST
v O ADFEHEGF A BIT 526+178.0 H
(n=32) Th-7z. —F. BHEEKE R L
TOADILT T2 BRIRW T A EA
HOEMPBD o7 ADTH)
17 H 42X 374+80.5 H (n=10) THh 7.
IO T AO G T R
mfE shAimidb, EFET Y4
BERHoOBRBERIZLIEBLEZON,
BREBREDTTH S,

2) IOHARIE~VAORET VA EB
HitHAER I A ZmEE - GSS <7
AN 7 U A 8k (F-1 #R) icle~TFu T
7 —¥ K(PK)EftEEL liFE D7V A+
ViEHWA PK LB R HHO R Y
74y TiHHBNTERWIEAHASL
Mrfat,

3) H#%EfE~ 7 2 Tg-MoP101L#52 @ 10%

BMAAMEERL., %8 T 0
Tg-MoP101L#4 ~ 7 A ORGP HERT L 7=
LA, WRIN= O AT A L FE L
SERAEFH L 3494547 B (n=7) Th -
. ThebD=yA LW S—2 B
RE7 VAL BEATOERPED R,
BARBIE~TAICBITSEHEGFRED
526 HTHHZ b, HAREHEOR
WV A RAREEREN -~ R34
fFRAS 17T BB @RSz, Lol Z
DREODHLTTT— I RBRE T VA EA
HobEEoFEICSWTRIRTSZ L1
BHTHD,

HBE, 7T I/RRRTIVAVEAHELZY
R g A AR T BB TH
s

D. ¥ %

GSS 7 VOMEFHE~ D AN H KRR
fE L., 2 fifomBA (AR S, it
BFRF A LCEANEND P F A AT =
wIIPATHHI b, BIGTOREIE
EXRDHDZLELEZLRD, JHIZ2NT
i, £#EIMO=7 A AW TRIET &7 v
NI ORBMEWLLLERDH S,

iz, BE 7Y A BEABRBOREEOA
22Tk, REHKO> 7 AUND =7 AT
B AGERBAITVRTT L8RS S,

E.& &

1. E FrOGSS OV ITAEFINNLT F— 2 Hl
DIFEE L NTBAE LT,

2. RE7 VA EAWIIHFIZH VY PK #E
PitEE R L7,

3. RIELE-~v AOMAA2EMIN-E
TN 7 A TR £ TOMMA 35% EHE
1Py 17

(8% 3Cwk]

1) Manson JC, et al. A single amino acid




alteration (101L) introduced into

murine PrP  dramatically alters
incubation time of transmissible
spongiform  encephalopathy. 18
6855-64, 1999

Barron RM, et al. Changing a single
amino acid in the N-terminus of murine
PrP alters TSE incubation time across
three species barriers. The EMBO
Journal, 20 : 5070-5078, 2001

Hsiao KK et al

neurodegeneration in transgenic mice

Spontaneous

with mutant prion protein. Science,
250 : 1587-1590, 1990

F. GREEfabRii

+
7

L

G. Wz (2008/4/1~2009/3/31 %)
1. MR

1) Hizume M, et al. Human prion protein

(PrP) 219K is converted to PrPSc but

shows heterozygous inhibition in

variant  Creutzfeldt-Jakob  disease
infection.  Journal of  Biological
Chemistry, 284 : 3603-3609, 2009
Yokoyama T, et al. Alteration of the
biological and biochemical
characteristics of bovine spongiform
encephalopathy prions during
interspecies transmission in transgenic
mice models. Journal of General
Virology, 90 : 261-268, 2009

Yokoyama T, Mohri S. Prion diseases
and emerging prion diseases. Current
Medicinal Chemistry, 15:912-915, 2008
Iwamaru Y, et al. Lactoferrin induces
cell surface retention of prion protein
and inhibits prion accumulation.
Jouranal of Neurochemistry, 107
636-646, 2008

Masujin K, et al. Biological and
biochemical characterization of L-type
BSE prion detected in Japanese beef
cattle. Prion, 2 : 123-128, 2008



ISE 2 95 WL S I 28 B i B 4 (RETG PESR IR SE R 70 W 4E)

T F B OB T A N R BEUE T B S M A RSB

LR R

FL—RNY I RBOER
(F5—VBBEBER CIDERETIVE TS5 — R PrP L %+ 5 1% E CID-MM1)

IR K B BAERFERFERR R TR 7R CID RIS - e ik:BE 5 4y ¥F

WFEor A « BF R0

i LB 7 U A iR v 2 —

FEBAOE bR Tz HAEKRFRFERESERIAR CID LN - iH0eE %22 ¥

MAEE

77— RERBaEE CJID OETAE LT 129M/M @ PrP & b&I= o A CHECL 7=
EHE CID-VV2 7V A 2RV TERNIC P b—A Ry 78S E2HNT L 20 X
L. £7-M%4% CID-MM1 & 23 EMoORC7 7 — 7 REREBAE CID D L 5
(IR 2R B « B A R THEM A BE L. BRI L > THEEZ SN/ aTHEMED
ST PV —AR Ry 7 EBRETo TRRFEFEET L LEDHE LI, 77— 2 B
Bftith CID EF LD b L—AS vy 7 EBTIHBREMO LTI b L—21y 288 %
FEHCE T BW Lo~ 0 ADFMRMT 2 5% T T SEBYNH D, 77— 2 PrP
PLAS 20§ 5 IR BRI e TR 4% CID-MM1EF O TiE, 24 6 OJEFARIIZ L5 T
Sl shmiEiRE ., At 77— 278 PrP L& 137 ) A oM -
Wo L0 B ENE LBREREIZ L 0 A U A EEMEA A & 7e 5 T EREAS R X h /s,

A, HFEREH

TVA TV A EHPP)OT I B
Bl A A R0 ®% L DR D PrP %
BHALT RN 2R LTS LW IR L F
AL, TOWMKELEL(ML—RRyJ)E
[~ R AT 5 = L TR T ) A
FOMBEEFEEST S ZLERTAREICR-T, b
nbiuiohEzClicbb—Ry 7 E8IZ L
Y, BERHTH27=7 7 — 7 BRI
CID izl %4 CID-VV2 7 U F A8 129M/M
DBEFREFOAN~BRETHZLIZL-T
FlERBZERHIDBZLEMALMILTERE Y,
F I TAEE QT T — 2 BB %
CIDOEF/NELTI29MM @ PrP & 4
= 0 A CTHES L =054 CID-VV2 7Y 4
ZHWTERMZ N L— Ay 7 FHR 2GR
THZEADE L .OMFEME CJID-MM1 L3
Wr -\ o TS T — o RIEB A%

CJID @ L 5 (2 MUy Za Bl - PG 2 "
TEFZFEL, Mt r-Thld RSN
et BILE P L— ARy F EBR AT T
WA RET A LI LT,

B. BN

@ MM CID-VV2 7V A L 7=
120M/M Ok FRl= 2D E X6
120M/M H AU 120V/V ook [l=1
AL AP RR Lo OR 00 1) 4 bz L 7=,

@ ZhECICHIALKETHRFIETABRE
TV ILEME CID-MM1 & 2 X -
@Wope, REHE CID-MM1 (23842
ENAZEDRWTFI— 2RO PrP L%
HEOH b 3 EFIZ OV TERMICAZHT
L%,



(fa B f~D B )

EraEMSLELEMRICELTERELEK
EEEH - RERMAEHGEZR2OHEIC
MW ZTTo 7=, £ FERICHE LTI
W4 i A F e T B R T D fE# A
FLiE,

C. HFERSE

D) R4 B PrP s 1A% 129M/M T
Al birb b4 120V <7 A |XE W
WRIM (3093 H) TREMLE M 1),
120M/M ~ 7 AL HEeAli % 600 H AMEaM L
THIH L T ew,

€))

N
CEEE ]

VNN TSR -'. e
‘J / 1ZEM/MEFRI TR

120V/VEFRITOR

1 IS—ORERBIEZ CIDETILD
b L—R/Ny S EE

1V

@ WPhOFEFR L BRIENLIEL £ TOEMK
WiT 2 FELLEEENoT2A, EilhEES X
Tixd Atk izEIT L, IS4 70— R
(3/3). EEG L PSD(2/3) AVigsH Hiiz,
MERMEBEO Y A Ty P TR
A4 7 1PrPse it &, #4729 H
S AFO PrPseizHh Loz,

TT—= 7K E O BEIZRRL
TRH LR, 3T Ly FifEE ORI
IR TR 2 L (E 2),
IRAEIZ 7T AMD PrP L/ 45—
Zom Lz, BRI RV BRI & sm LT
FEEIZEE L TEY mFERIEBIZ > TH
SENBHT IaA FHiBES > 237§ (APP)
OHEMLEERRD LN, EBIZERLD
APP¥fiL 77— 2R PrP LA IZ LITL
(i L TRELTWE=H3).

.. ;
..q 3 -
P, -

o

B2 BHEICEBBELE7S—2BPPAE
HE R (E FE), v v Filéa G 1),
fit PrP ik s defa (F),

e 3
o !
“ & 3 !- . ,
. lig : -
= " . - -
- b T
. - e ¥
i sid;
e e L
o LS R PR "
] W, £ - -
e v o R
- - F
e e T e | ;
‘/u &° - L "“ .
W > e »:
= - atd

B3 APP&TS—HRPPABEORBIE
MR A4 APP Hifk (52) 2 I3 PrP
Hik Tl Ui, AIZHEILZS M.

D. £ %

)

(&)

_,‘ﬂ_

E bR ) v A0 AT T— 2RI
Ml CID =F 4L L-EBicl T
bIRIEFE OIS CIJID-VV2 7 4k
BEFRHORLE 129VV v U A2~ L —
ANy I THLBMBTCEL, £2TO
129M/M = 7 A Q5T 5 & CTiRkil 2l
2L, MBS LUERL TS Prpse
THERITL TV HLENHD,

THEOIERNT I A LOBEIZ LT
Gl&EE - ah - ariEdE <, MRtk
CJD-MM1 T 5t OOEEREO L
fCic k> THRPEMLZEZDICARIC
MRRLTTZZ7—2%8 PrP k%D LD
iIChpoafcbE}Z N BHEICHMATLST

[z



77— % PrP Wi iZ7 Y A HROMER &
WO LD L ATOEEEZKML TR X
HEOT 77— Bk LREN R T
WA Al EfEA T X7

E. & W

HEDOZ7Z7—78 PrP LA O LY
ERMLTEY, 7Y F U EICED LR
THARENERSH S,

(8% 3C#k]
1) Kobayashi A, Asano M, Mohri S,
Kitamoto T Cross—sequence

transmission of sporadic Creutzfeldt-
Jakob disease creates a new prion
strain. JJ Biol Chem. 282 : 30022-30028,
2007

F. BHESSBRIE#
L

G. WF7EsE 4 (2008/4/1~2009/3/31 ##)
1. MXHx

1) Kobayashi A, Asano M, Mohri S,
Kitamoto T. A traceback phenomenon
can reveal the origin of prion infection.
Neuropathology. 2009 (in press)
Hizume M, Kobayashi A, Teruyva K,
Ohashi H, JW, Mohri 8,
Kitamoto T. Human PrP 219K

Ironside

s

PrPse

inhibition

shows
heterozygous vCdJD
infection. JJ Biol Chem. 2008 Dec 10
(Epub ahead of print)

3) Kobayashi A, Arima K, Ogawa M,
Murata M, Fukuda T, Kitamoto T.
Plaque-type deposition of prion protein

the damaged white of

sporadic  Creutzfeldt-Jakob disease

MM1 patients. Acta Neuropathol 116 :

561-566, 2008

converted to but

n

in matter

4) lkeda S, Kobayashi A, Kitamoto T. Thr
but Asn of the N-glycosylation sites of
PrP is indispensable for its misfolding.
Biochem Biophys Res Commun. 369 :
1195-1198, 2008

2. FEREK

7L

H. ®Ma9RfsERE O HIE - B&hi
1. ¥irES
"L

2. ERFHEBRE
L

3. Ot
o] B




B A 5 b O 2 e I & (TR IR TE IR BIF 2 4 )
T A R UEREME D A L A MIGE (C T A RAIEEE S EEE

BEMRBICE TR TV A UBRICETIHER

WFR A : Bl B WA RERS T VA R REE Y —
WRWBAE : K ®A BOREFET 7)ArRfEEr¥—

HRESE

A7 LA ©'—Chandler #k~OBZEMARIE L LTl L7727V 4 854 (N2aAT) ,
BT MEMIAL (N2a0719) # W T, 7T O~ 7 ZABHET Y 4 O Stt, Btk E -~
72 A7 VAT 4 FEICHE &7, Chandler JFMZHEMAE G 22L 7 Y A okt
LTIHEEMEA R L. 7Y 405 kR, RiloagdbtickFIsLEx

bhi-,

A. BF%EBRM

— MO T T ) AT A 2 L
BHBENTWAN, TOREEELHESTS A
A=K MZHWTIHHA LTIV, FUF
v OGN IZ B S B iES KU O E)
[C2WTHHT L., 7V A B4y FHE &
A4 %, BAEMICIE, R27 LA E—Bt
£ L UMM O R £ F OMRARNTIZ &
b, fMlaNIcBTA TV ACRHIEOA =X
LEHLMITS, ZUACNRRTELHM
REFIZ, 7V 4kt 500870 M R
MoFMEEZBE BN SH Z L%, BSE 2817
L7V A 2 ORI (G E G ML) D E
PSRRI EMA D Z B2 M 5,

B. BfEHE

(1) MROEZMEE 7Y A BROMMNG, 7
VA E3RES) A EAHOER
figBl A Hi59,

(2) k%727 YA BRICESHEO M EED S
BB A L LT, TV A A BROEM
LSO T O A EN T S,

(ff 22 i ~ D BC )
7V A i L RO IR Y ik

WA TN O AL AE—FF 4 L2
(BSL)2(AZ L4 E—F YV A2) FiX 3(F
DT U A ) ERREG I TITWL . 51
135C, 30 Mo A — b7 L—7IEE|Z L
DAREE LT, T TOERIIHYREEIE
i At—77T 1 EBS, KBRHHZEAL
OFFAT 25T THEM L7,

C. &R

(1) N2a #iiad & 7 4 »» 56 Chandler Bkl %t
L TR, Rt N2a Hifd 25831
L,

(2) BELE TRO= ALY F Bkt 2
fii oML 2R M L 0 4 fIE IS
mEEhT,

(3) N2a #ifaicxf LT, A2 LA E—22L A3
Jk < . KT Chandler Bk, 79A #EAS
{miEtE &7 L s,

(4) 7)Aoz 2 8EHE, 7V A
YHEMROBAEbDYEIZKEFET S L
A&,

D. # %
TV A ORISR FoERY B
LT, et LR ML A2 B




