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1. IU&IC

ANV AR RO R, BEHORLR M4 274
WANEZ LD, FHAEER & S G D FFER
LD, WINAFFRICEELEREZTIZREITI LIS
FTh . BRIETIE, =84 IVR, ¥Foatikdey
ANAZFLTHFANIANALE, FREEOT LIV R D
ZMBLTEY, PRAFERICBIT S 7 AV A EGHED
FRFEFERR BB SNFETHL LV D, iR
T A IVADEREREEIC LTV ABEIX, RERICLAHE
BrAsimize 2 L1z, %< OffEy 4 VAR b7:
DEBEEg L, BERMIORBEREIEL-OLEZLNR
B, L72h5- T, WAL 81 2 Frbti&gs o mlir & iz
BEIHFESNLHREORF LRI LI LIE, YA VA
PR B2 IR 5 720 ORESMTHHEEZ LN L.

FNWVFT 4 VA (Borna disease virus : BDV) &, ¥
AR TR BRI 2 RO ) A AT TA VW AHE LV F
ANWVARIZIET HARNA YA VA THAB. BDViZ, FA
VRIS CTEMN R E EMET LM RO T A
WA ELCTHRES N, LaL, Z2oke bz&EE%<
ORI ENY T d EEFERIN TS, bOEICBWT
i, VXYV REDRELLTA XR A AREDRY |
T, BDV @Yt & BDV IZ X % & Bbh 5 ik B
BENTWVBEY, © MIBIT B ERRHAETIE, METE
WEDIES2EEDLNLbO0, LNTEREL SN
R - HMEERETHERIIEEERIHER I A TY
579, BDV Sk ML CwaE Z L3t LR a v+
YRR Y OOBH DD, FOREMEICE L Tldwv F 725

KBRS IRITIERT 7 4 v R85 T
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WKEENTWAE, NBRIEERYYE L L CofabaEe e Mi
BIRBANOEE AR SN S HIRICEB VT, BDV O
RV ORI IZEEEZ R L TETW 5D, KT,
FZH LMD TE RO T, BDV Okt & getiifg &
FREVEICRIT AHFZEIC oW TS % & & b, mITOM
By HbETHRNTS.

2. KIWFHRI LIV ZDHR

BDV &, =rXu—7IZbhzIEgHiio~< 1+ A
B, ~AHORNAZY J LIHFEDOE/AHTIANVATH
%. Borna &i&, FA VHEOY 7V =—#HIZH HHTD
KR T D, 18854EIZ, D7 A4 N AT X BIERHRAZ DN
DY TRIATR L72Z LICHER L THDT SNz, BDV
1, B, ROFEHOIANATH 7255, 19944E, » A4 )L
A DEERERHIPES N, T/ AT IANVZABIIET S
CEDPHIALZZY. L L, HEOLMETHL I LR L,
MMOBHRE ) FH T4 VAL IZRAELRERT &
25, LRV F A VARDHRT Sz B, Kv
FIANVARHIRVFIRIANVA 1 FEORTH 5.

BDV ®O7 7 Aid#8.9kb 225 % ), WK IZIFERE %
RN WETDH HR30~50— 2 DIEFRFE AT — F &
NTWwWa., 7 ANIICIE, 320WERBIGESE 520k
BRIBRANDPHERINTVS, 72, 5200AF54 T
FEGEEA D A (K1), BAE, 7 2Nz d %L
EBV6ODEHENI-—FERTwEEEZLRTY
%", Nucleoprotein (N & 1 &) & phosphoprotein (P &
HE) &, A NVAT ) ZAOG%R S NCRE. - HRIC
PHBEHETHLEEZONRTWS. X EHER, 20
FEH AR IS O WTIIAHTH 525, 74V ADEE. - 4§
BIZH7-), NBIUOPEHEHEOKEMBICEH b L
EhbhTwb, Matrix MEHE) B X Wenvelope (G
BHE) ZEhZhy A4 VAR T 2T 2 EEREET
H5. GEAZIIESMSTBY, hyikz FLE
3 5. Polymerase (LHEHE) &, VA VAT LD
BB RNAKAGAERNAKR Y X5 —ETh
5.

BDV M BAMED Y A VA TH 5. Kz Hw
7o EERTIE, TR SR L, RS R - H
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X1 BDV O#fs T L G EY

SIWEMGY 7V, EIEEREEY 7V, SD/SAI AT IA T Y TEEY TS,

ESS: A7 54 ¥ v 7 HIIES)

GO EZE DL D xR, X512, filE»rSDT AL
AR T DR ETH B DS BDV EEDWMTH 5.
R SEEEMLIC B MR, KA TO BDV O gk
AL TWE LD EEbns, FHE, FEBREES v b
TlE, BDV IZH#EMING 2 B 3712 RIS b 72 5 b i
B KB E 5.

3. BDV DEGHEEEE

BDV %, BHNTEE - HElEB I %) &) Bk
DEI AT TANVADOHTIEMD TL=— 7 R EFo
Twb., F72, 120 mRNA Ei2w {2 b OFIRBA N
% % 2 polycistronic REEEEW DI %179 ® b BDV O
HHTHs (1), NEHE (p4N) 22— FLTw5
mRNA 20513, TORERFMBAHEIEIZ L TI9N— 2 T
7 BhihE % 38kDa @ isoform, p38N 2SEA SN TWBY,
M,GZFLTCLEHE%2—F7 % mRNA 3 polycistronic
ZmRNA & LTS s LY (B1). & 512, BDV

mRNA OHFCT—F/NE70.8kb ® mRNA 3, X BLUP
EHED 2o0F—F Y )=F4 T - T —L%a—
FLTWA. #F#¥H51Z, BDV oMk L2 0 S22 ¥ 5
CLERHEMIC, BEEWOFMARBT 2T TE. 20
HC, 0.8kb ® mRNA 25 1%, X B X 0P &EHZ 12
Z, 16kDa OFi7-%E&HE P HEHE) FEASLTK
B2 ERIER LY. BT ORE, 16kDa O & HH I,
PEHELHEL7L—2LHY, 3FEHOAUG 2 F ¥
POBMRINLIEHE TH-72 (K2). P &EEDOHRE
BAHTH 575, BHATHOY A VAEAE L LR[ET S
ZENS, YA INVADWEE DL WIFHEICHES L TWws E
Hhbnsz, 512, 0.8kb mRNA » S5HBB I h A &EHE D
BRI & X724 8, mRNA O 5 K2 & 2 IERIER
B (5'-UTR) X EHEORFICEE 2 &# % 172 L
TVABZEFHELIE R -2, HHWI &2, BRI R
=T Lz d A X \EHEE O ®ER B A S P o B
(PuNNAUG, prevalence of >90%) &, Tiio P &HY
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D% (PyNNAUGPu, prevalence of < 5%) & 1) HEE
ThrEEZEZOLNZ. 2 0hbod, BYmhicix, X
EHEORBAVPPEHEORBICERTA LV E WS ]
ReFEBELRIROTFTWLY,
FHEORRZIH S 240 & 2 OFEBEH TV H 2 %

A
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ALTWwS., XEHEOHEHIE, BDV O &Lz
M5 LCwaWREEYRS ) (), BlfE, XEAEOH
RAEREE 2 5 -UTR &1 £ W7 O EAEH % dh0 i
MattdT w5,

—7J5, BNTEE%21T) 74 VAD%IZRNA 275
43y 7R OB EYORIRT 217> T 5.
BDV 4 RNA 2754 ¥ ¥ 7 ##I2X ), mRNA O8]
EIToTWAIENHALNERoTWVE™Y, FHH DI,
BDVORTIA4 Ty IRk xNs 52 812Kk, 7/
A FICH 3 AT T4 A (SA3) AL (KB
1)%, BDV &G & MESgE T v bORZE o T
FELSTARHEER, BDVIZTY VA LORBDLATS 4 R
A & BRI R 3 2 I RNA A 75 4 ¥ v 7Bk
HWTmRNA OFBET->T0E I EDBHPLNE R >
2 (®1). E5ICFEESIE, A TF54 ¥ v o RIR
I21E, SASOTHICHEET DL AT T4 ¥ v 7 HillE S
(ESS) t#mE#sEy 7 (E5) HB5 L TwabulkE
PEZ2/RL (E3), BDV 25l R 7 — VI RIS Y

DI kiE, BIEmPIZ X

-+ DRBRE 2T TV B I 2L, L72Y. Do

wh TG

X2 BDV 0.8kb mRNA o FlFRAEHE

2ATG

BEXy, BDVRMBO~TA F A RNA 74 VA TIEHS
Nhwnwar=—7 THMELEES - FIFRER LT T, R
BT ) AR RIFHLTwSE EEZ BN

4. BDV DisfmmEyiig

! B

0.8 kb mRMNA

(A) 0.8kb mRNA &A% cDNA %3 A L7 COS fifa &

BDV #fei&de OL Mg T, X & P EHEIZIM A 16kDa @ P’

BDV 2SN THE S 5 & & 12, ZE L fhdit

EAAMR S NS, WAL K E D720, A NVABEHEORBLL L &
-_7—\Eupprnllnn
s02 A2 KA
SA2 spliced L . - e * ¥ I —-RAAR,
! | Co
L v -
503 BA ES ' T
i--.-_~\5nhlﬁﬂmﬁ!
g 203 Bag S48
83 spliced L L L _
p L e
F
or N mas %W
K3 BDV OBIRWAT T A 3 v 7 FgikkesE

E5 TEGEIEWE L VIEGTEDICIEZRA T T4 2 v 7RG (ESS) A& Fh<ThY), SA3%
FIHTEATIA 7yl sh s, ZofFER, LEAE BEHESNS. —J, E5 TIRE)
HAETDODITITESS BEFNTE ST, RFEMICSASATIA L V7 &I T.
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X4 BDVP &HEOHMBINBAEDEL
(A) a, BEYNENIIBPIC Ky MIREEY (K &£ LT
BlEtEN 5. b, BB E L HITT AV AHEEE M
ANEBITT S, cand d, FREGR L BbR ML TiE, ¥
ANV ABRAE IS ICEEIRET S L)1k 5. JiBDV
P Hifk & Ki67Hifk (Bigeta) o2 F G118, (B) BDV ikt
J&4e MDCK Hllia.

WRFEZ R T 2 L E2H 5. BDV 2 iR H
KORFEMIBICEYe S 5 &, I EER (N
BIXUOPEHEMIE HPHNICFy MROWEDE L T
shb (R4Aa). 20O Fy MRo®EEYIEBDV o F
LEEH, BE - HROPLTHELEEZLN TS, R
AT, BDVEHEI Fy MRofEWEZR L F, &
WAL BOONDL LI IThD. SHIBRERITL L,
PUEIZMIBE A~ E)EAD (F4Ab), RHEIIZIE, HHND
Ky M L HENICRR SN REEZRT LIRS
(K4 Ac and Ad). BDV 2t/ L T A R2MIE T
X, 2L oMl T A VAR E M ICEEICELI L
25 (E4B), BDV HHEOMILE N IR Fefe &G D
WAL EELS Do TVEDTIE W EEZ TS, F2
T, FHHIEBDVOEEHFETH SN, PBLOXHH

(VA VR 535 #H1F,

5 P&HHAEICLS NEAE OB MO RHE
PENZEHYE (p38N) BB LTVwLHMIETIE, N&
FE OBAMREAIH S hTw 5.

BOMEAEMIC X 258356 & MNREOELIZONWT
R E T 72. SNFTOFRICLY, ThH0EHEIL,
EFNENDPEEITY 7V (NLS) 2HbH, HMTEAR
TEERTIEVRDIoTWEY ™, 72, MBNTIRME
REELTWAZ ERW SN RoTWAY, LA L, &
IR L7z X912, FmEgsiiiecid 4 Vv AEHE I3M
BIZELRELTWSE, 22T, £F, EESLIINEA
HOMBANRBEIO W THMA2RE 21T 72, 4% N
EHEDOEREEANER U TR 217 - 70868, N&HEHIZ
BRBATHEICMZ, B MERI AT 2 EXHLIE R

D, af T4 vaL Y UIE AR AR Y
7> (NES) A3 E &7z, p38N oA %EA L 7
P4 Y YBTHESRAIE LY, NEAYEOHIE
I, WERNTTHDHCRM1 (exportinl) ASES-L
TWwheEz ol T2, HEAWZ &2, N EEH'E O NES
IR P EAE L O AT EMEICELR->TBY, P&
HEOFAE T TIE N HHE ORI % 0B I HE S
Al yigErooni (R5). BIZHl~<742%, N&EH
B 1213 p4ON & p38N @ 2 D D isoform 233 5. 4 lnl O 1
Br&b, p3SN X NLSHIEASKIELTED, NESOA %
BHT2EAETHLZ LI O SN,

KIS, FEESRIHIOELSOTERETH S X EAYE
WKHEHLT, ZORBEROBELIT->72. XEHEIZP
FEHEELF L mRNA SRR EhTnwb, 22T, P#H
HEOMIENIRELZ X HHE ORI TIZB W CREMICH
2L7:. TOME, WHTEHNRELZRT PEARE, X
EHEOHAETIZB VW TOARMBEANREZRT Z & 250
SE o2, HWAOEEHERE KL Tw b ERAK
T, PEAHEMEINRAEEZRLZZE LD, PEHERR
XEAELHEATAHAILICE VI LD THIRECRET 5
CENPALNE RS PEHEONLS #HEIE, X&H
FRECEIVBVEIA TRV RS, XEHEED
WAL 2 PERAEOMENELDS, PEAEOMILNG
IS LTwWAEEZ b, BIREWT L12, Y
JRICBOTHENICPEAEPREL TV AT, X
BEHEOFBENED LN W E LN 572, 2
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D ZE

X 6 BDV D%k

DT riE, ML mRNA2SRBENTWS 200&HE
BN B BRI S A5 2 L 2R L TWw5h. T8, 0.8kb
mRNA (ZH[H % cDNA Z M8 A3 5 &, RERREE &
QI XBEHEORHAV LA T AL b EIrO LN T
5.
NBLIUPEHBEIIVANAOBEBAATH B EHL-
AR (VRNP) MK+ 5 FEKNTFTHSH. ThFE
TORRIL, T4 NVAOEE L FfER ORI, Ml
WTOY A NVABEHEDFIL NV Ol Sl AT T
HHILERLTWVS., HEHELIZ, BATOPHEHKL
NI AN AR E FREREERE L TWHDTIE R
MEEZTVD, EPEMMIcE, PEAEIINEAEL L
& LICVRNP 2HAICE O, 5 - HE 223 (X6).
—7, BNTOHERL NV ABEIET S &, XEHED
BB EAMIML, BRNOPEHEOREZIKT &, #
WMLV EHI#T S (R6). ThEFBFIC, NEHELE
WL TH SN2 vRNP Z M8, v A v
ZRTORBEMTTHDE (B6), LEZTVE. 2D
ZENL, BATOPHHELNXVOKT, &5l
Jo BN TO P &G OER A Fe &G L 0 ST
HHEFHREINS., ZORFHIE, BEMBRTRONZYA
WARAEOFRBL NV EHIRABEOZELE X —FL
Twhb. S512, BDV ffedufifa <, N &HBICK
T5PHEAHOBELNIE L RV I &b 2 OREH % LH
LTw5
WRIEOWMEHFIZED, N, PHL 0 X EHEZBREH
XE72MTIE, AV ADOBHAHIH S N5 2 L AVR X
NTwaABY, F72, ZHADLIX, TANVAHEWEIMET LT
HHIBIZBWTYH, 77 5 RNA BREEICHETEIA TV D

ZEDLHLIILTW DR, HAIZEIT % BDV O Fifi &
YebRE 2 I 5 7201218, YA VARAEOES - R
W2 X FECH ST 5 L B, FRRguIRET
D 5 RNA ORFENEFEOMAIPLETHLEEZD
na.

5. BDV #FRELICK HRE

RANVFHE BD) &, B, P4 VEEKEzPRLET
LMD < IZHETLIHMIEHRTHELLEZLNLT Y
720 L L, EEOEEREORE, HW@W%@&
RAPNIED->TBY, v b2ELE L OIRIMEIPIZED
NAHZEDRFENPD SNTWBE, bAEIZBWTIE, BD
ERIELIT, PIVFLTAXINRERINTV L7,
T/, MAERFERZOHMMN L ) BDV 0458 D s X
NTwna®,

=28 5 BDV BRYEICIZ AR L8R 253 5.
2R BD TiE, B2 S HE ORI o®%IC,
B, BEOITENRY, B, B EOERFRD LN,
REEI\EAE, BifE, EH), WML iR LR, EFRE
IZHa D, FoR80% AT 5. BIEHRREIISHAEE D
IALIR RN RE R 2R 9. T2, RO

WIS BRI OB ARTRO SNE, —J, 12
V;FZ_*.EVC 3, FER 2R R A IR b v, L
L, EOREORR, REAHOEEZEEZN: -2
<A 2Tk BDV OBEERIEL, 20X 2Emics
WTHR AR TORRBEITERICED BN D Z EHUR
IhTwns

EBRE (T b, TR, AFERRXI) NOBEGTHE,
BDV 3B & 2 2 MR E M 2 R 3757, T v b G
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Meursnal development and survival
{migration, synaptic formation,

-‘ ﬂua HMGB1

ll HDUP
s

X7

cill-cell adhesion, bol-2 expression)

P &HHEIZ & 5 HMGB 1 OFRERE
HMGB 1 i3l M &, 28 CTH 5 RAGE LA 4. WIS, ATl
BRTF% DNA &fEET 5 2 & TEREIHHLICO L LTwa. P&EHEIX HMGB

1 &#E LT, HMGB 1 O#Mifas~D i b L < 12 RAGE & 0

&, L UITHEN

TOHMGB1 LEGRT L ORFAFEZHELTWLEEZOLNS.

T, MR RE HFES R, T~ MA BD ICHEM L
TN A 2 FIET 5. LA L, RIEKSIZE - TH BDV
FEEICHR S NS 2 L, MERED S OYUIE % )k
L, BAACRIIM Rt 2 B S 5%, PR T v
M, BDV OFRREEGIC & 0 By 27 BEE 7 & o fifE IR
ERETH. —F, RERVPEERLTATT v b T,
G L o THREMBAW RWEIIR S WY, Ly
L, WAL, A v MCBERMOBBK, FHioh
e Re H JE O AR L BRI B O A 2 5 &S L, Tk
%atf AR, WEN, FEENELEHLRED
EETEY O B E AR 5. kETIE, BDV Yk
F5 v F2HBEODEFVE L THESED SR TV
59, FAMFAF AR IANDEGIIB VTS, BDV I
Rath e % 8 3 ICRER 2 S 2 . FHEH DI,
BAAF A F 2 X I DESHIIL OBIE % £Eb 22 W ATED KL
PHERZRITZEZWLNITHE LB, MERERD
FEREVZAE, MNP IR UM 7 v ¥ > e, W) ©
DTANADYIH LAY A A4 Y IL-1p) O%BL
HEELTVWAZERZRLTWVEY™, ZhbEREYT
DREFRNE, BDV D FFBLIK G AT IS 2 FEAKAT 19 12 P RE A

TADOBPIELHEERTE 2 HET LI L ZRL TS
6. PRGZREEMORERF

BDV #fii&geid & X 9 i TR R & 35 E T
BDIEH) D FEEHEDIE, TOWFLELEMNT, Fbk
BHNCRBDP MR T2 PEHELHEET 2 EENTFOMN
ExATo 72, FOFER, P B E 12 High mobility group box
protein 1 (HMGB 1 & %\ & amphoterin) & FFiZih % &
FUE L R RIICREA L T D 2 LA L. HMGB 1
&, SRS S A O TRV IEIDSEED b 5 fiigse
RMEREERTTH 5. HMGB 1M CHEEB S5
Z LT, ZHKMAKTH S RAGE (receptor for advanced gly-
cation end products) &AL, TOMEZFBHEL TW5
E7)"., FHSOMITIZL Y, BDV % R S 2708
SAME i, HMGB 1 OEH T & 2 f#E 28t i & 5 < M
fuisERE DK T AR /- (K8). F 7z, BDV B4
JaTIEHMGB1 12X %5 RAGE BHOE TR SN2 &
25, PEHEIIHMGB1 oMBEA~NOEH % ik
RAGE L D2 EEHELTWEL D EEZ SN (K
7). HMGB1 & RAGE O #i &3, K5 FGEHETH
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A

8 PHEHEIZX DMz MEORIH
(A) BDV B &g LT b CoMia (b) TIX, —EMR
BlcB aMifuROMERIIKTA RS S, (B) FR&kY
Mleo REICHEPEAYE (o P HMGB1HUAk (1) %
wmL, Mo MEEBgL 2.

109

% Cdc42% Rac DAL R Ras ¥ 7 F v B X OF Jak/Stat
EEROFHEEALZTIER T ERAOLNATVS (R

Y. IS oG bIE, A TIEAREMBEO R P LA
WZHS B AFHER R Y F T AT S L TWwb EEZ D
N, PEHEICE SIS HMGB 1 #iED %2 BDV @
PRI R B E RIS L Cw AR D E 2 5D, FE
B2, FH 513 BDV HFfnBgsliinic B \wT, B &
DA VAT X BN R O F 1 j 3 & IR AE & BI5E L
TW5b,

Hila4LC o RAGE & O & oz, HMGB 1 13BN IZ
BOWTHLEELBELZ L LTS, HMGB1 i, #5
W7 EomERT (p53, Hox, Pou, Oct, steroid hormone
receptors, TATA-binding protein % &) L#EE&TH I &
2y, FROHETODNANORKEGZREL TS (X
7)%. F7:, DNA I[CH M T DNA O KM % 55
RS DA S L X 5B E L -Twa, FED
X, P&EEE & HMGB 1 O & AL o [l 52 % 47\, Ml
WIZBIT 5 PEHE L HMGB 1 &5, HMGB1 &%
ABIHIA T p53 & DFEGEHAHEL TWDH Z L2l 5
LY. 25612, PEAEDHEBUCXLY, ps3ll k% Cy-
clin G1 %R p21"" OEEIFMHLOIRT b B, —7h,
7 Z ¥ A® Hans 513, BDV ffci&duiifg <, #kkehy
% ERK 1/ 2 i@ R OEHALAEZ o T b b oo,
b L7z ERK OBABIT S SN TnE I EEZRLTWY
Y. IS ORI, BDV k&I 2 PEAED

|aame

O Ren=Tg

|

X9 PEHERBINI VAV 2z 7 ADMN
(A) /DIRIZBT 2 PEAEOREI (KA PHEAGRINN—r~ 7)) 7THIE. 8
> HER) B) ¥ F T ABDW. DMREBO T F T 74 Vg (8 4 Hilb) a,
FIUATV =y T A, b, XEEE. (C) HEMOKEWLED L. GFP20 P&
RPN I VAV 2=y 7T A, GFPA . PHEEH I VAV 2=y 7 <Y A, Non-
Tg . xHE#E. PEEI~YTATIE, —EREICBT 208N () oine &9
BB % T TORM () Oz oN5.
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BB, MDD 5O 5 EFHERERIGEEZ 52T 5
WREMEE R LTV 5.

51, FHOWPEAE L bR AR R B E o B i
YWZ2HELDIC, PEAHEZ 7Y THIRICEHST L b~
AV =y 7RI ADMENLEAT-o T2, ZOFER, BAEMX
DPERHEZHEHLTCVWLIN I VAV =Y IR T AT
X, W4 ALY, HMoOBEED ER, Z2RiREE
DIKTHZVIELH 7% EOMBIEREZ RTZ LW S0 L
o2 fTEIRE E R L TW5D <Y XD % RN #
Br L7245 58, M= N T CTH % BDNF O Tt b
VLTI —ORBRFE DI, HELI T TAKD
WODBESNZ (R9). T2, ML 7Y 74
ot b L3R S22 X0, PEHESR
BWEo AV 2=y 72 Z0MRGERIZ, 7)) 7Hlio
BRENEEICL A LOTIE RV EE L SN, SR
MrCix, BELDPS, NI VAV 2=y 737 AMATD
HMGB 1 ORERE E IR TEX d oz, L L, &HH
SAEFAEATFT v b EHWTIT - 7247 Tk, BDV Ot
&G2 X ) HMGB 1 OB Th %5 RAGE DA FEBLA
BHFIZET LTV, 2oz &ix, BDV Hifi g inm
\2B1) % HMGB 1 O RANO B 2R b D% D
b L,

INFEFTOMRETRZITERZZ LiE, BDV Ok
X, RIS 2\ id 7)) 7RI & A I RE L R
bOO, ENOOALFHEFHCHEEG T AT LRI T
DTRELEVNENIZETHE. INTTOEES O
T, ZOWPICPHEAEAPERCMEG LTWE I E %2R
LT\, BDV OHRARERIEMEOARZ L, Fobii&ge
BB A2MNTOPEHEOERLIEZEZONS. 4
B, BEBNICBI 2 PEAEOHE L HMGB 1 O
RERFIZOVTIDFEL T L T BB H 5 LD
ns.

BDV OFfeEG & 0, e e o BRI 2 Ik 551k
MHEZ HDIFEENRWES S, LaL, BREEIIBY
T, ZOWIHLAHFIERIZED & 5 1B b o> TW B DN
W LLTIE R, £ O - KB KT8
ThHoHrI e®%E2 5L, BDV Hift&ic X 2 i o
JEES LA D EMT T & Fie o 72 & 1213 Ud THEER
ELTHNRTL 2 EZONS. HEORMBEERIEDZ
HER AR B OB Z B TWB &, w7 4L AR R
DFIEIZ S HEEH T DA TWD Z LI 22w,
S%1%, FEYeE F— T — FICZ 0BG T 245
EARBICBH L TWEWEEZ S,

7.8 B

AElE, PEIEEHARY £V 2 Z2SH A E 02|
WED—HEIRIELD2bDTHY ¥, ZHARE R
o 72ifgEE, AL R RIER AR e (BL - AT

(VA VR 535 #H1F,

HRRGERT) - MM, KBRS A e - 7 A
VARIESE (R REER) Tirbh/zb 0 TY. il
BB BN THEZ N 72 73 7 K BOR 2 A W ik e -
AR B, KRBORFESES - WA —# 4%, HAKRS
AEWBEWRELS - W EREIRICOE D RHF A LET. R
ek, 2 o%EHFZFLTCEEDOTIRE - it -
THLETONZDDTHY ET. 67-HFLTIIT
BLERLLITFET.
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