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O% 12 OEEEERUAXFZSFMAS HEHEO

BN 1Pk T

R

I. 3Ll

B & 3T D) (I & EEDE L WSO Z k
EVz A, HAETIH20154 1 H 1 H &) HAT o 8w
DEEN S B EIRFICB T 238 (HNEE) 12X,
BEERO 4 B ED HONTWD . Ziud, ORAE
BRI S A TRV, OQERESHELL TV, O
TV BEETH D, ORMOBEIVLETHL LT
BH5. HETIIIREER & L CEBHE %
ENTWRLEFIE H100 TAICDIZS. T/, 5T
HERRIZIE B 726 0Ds, NS OFEEE T, Rig
ERKZW OEIRIHYLT 5 AN D% v, KiFo
C0 &) BIRGEEO R RS S ATt
LCRZBIIANRTEL LWV L TH D,
WLBEIACHLTTESLZE, ZLTH) 12
FKROBHES AN LTTE LI LT TR
V. S0 BES AL T, RAZ2BA20FEDE
VU - THUY #LA T & 2B EE & RN O SHREE)
WZOoWTREN L, Tha@ Tl 2L zlix7zwn.
ZLT, REODBEEF S AR L TEEIHRREE O
REMRHR &G ERASE % 0 & L 72 8RO ok & /L < 40T
DEERIZDOWT ORI H DY A Z AL 72w,

T,

1235

. fRREEHRO 2 A= X581

PR L, MR L i s R BT
HD (K1), MRZMEREII, BN R E
IN=F 2V U, BRREE, KN B AR A
i, HEATHEAZ DIERREE, ATSEMIBER R AE 2 & .
B EHE— R OERICL 2BEEO L DODH 5
A3, RERGIINEEY: - IR TER T O LD TH
b, WINLMRERNORFEEHOERE (Tur A/
73F—, proteinopathy & #F S 5B) BEFEL %o T

"B R AR AL R S B
Bz - fEk bR e v — R

-

KIETHEEZLN TS, BAEEET LTIV IN
A~ =R L ¥ —/MERIGRAE L, BEEDL 20
BEERICIZE TN TV RVY, A 7a7F 4 /%
F—IZHEEINDL. ANEMORFEEOOERET L LT
1%, seeding theory "1 TH 5. BHEEANY — F
ERoTEREHAT ) Z7)V—bML, aN) v 7 ADD
B— FAEEAIR S CEEAR LT T 5. Cross
seeding& \» 5 C, amyloid #, Tau, a-synuclein,
TDP43 7% EN =i IZ B ET 22 b dH b ThbD
TaT A XF =1 LCE, BEREIIOTT LUk
LR RS, EAHER LR EORENED 5T
WA, T RIGHENRDPHEL L TV D LIV B,
TOHEMD 12121, HHFEARIZIIIREDHET LT
W, BEEADCE ZRE ST O MRS
WL o Tz 7)) THREN R L2 $562 L
BHITOENS. L7loT, BEMZlizETL )R
WD SWENAET LI EPLEEEZONL LI
o TW5h,

fl7s, MREREREICE, HEECHEDFE S
ebol, EEPED &0 THORERTE 2SS 2T
Wb DONDH L. HOHEDPKRFEEZR b DDOREN,
LR LAE  (multiple sclerosis, MS) <211k S e T
B 7 £ 56 #h #% % (chronic inflammatory demyelinating
polyneuropathy, CIDP) 7 & OifiEE TdH 5. MS |2
xf LTI~ O TSRS ERL SN, 2EDHESE
FESHZAONE L)X o725, BN B E O
ITIEFRIRPZ L WHIRTH 5.

B1, 21083 £ 912, £ < ORI ETITH
FEROBEREST IO 2 HEPUEPZER S, Friwv
FEEMESPSTER SN TE TS, 72E 21X, TA MO
FAPOKRF Y ANTHLT 7 TH) Y 4IZHT5H

FES5eR FIrAL—YaFloma—ad Ay Ak ry—E - G
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HRTHES B HCFEEOREEENSE

| BEMIEBIRBILE(ALS) [+— SOD1
[ /R—F VL H(PD) @S RILA > (a-syn)
| LE—/IMARIEBSSE (DLB)

| SRHEMEMSA) TDP43
| KB B R AR A (CBD) £9(Tau)

| RATHEAL EHERRE(PSP)
ATEERIZE B ERANSE (FTD)
| ZILYINAT—H(AD) #—— TSOAFB(AB)

~BEEBEAN—FLG-TERERE

Seeding theory
J7)L—I~L$§L£¥ﬁéﬁrﬁ${$€—1’ﬁé

EEER Cross seedlng

ant)yo R AB/Tau/a-syn/TDP43
mEMN— ﬁl B

EREER =)

B —h -,

5528 % 145 (2023)
WERERE W) RERFICLOTEDS
BEHE- BEHREIRIDLD

L FMEELAE(MS)

B RAETEBLRETE 5 SIS R(CIDP) |
BEHE-BEHALS (=) Lo TLVSED

BIEFHE E(MG) AchRELIA - MuSKiLIA

| £52 -/ \L—fERR(GBS) N .
HUTUFL Rk
| T4y o —IERBE(FS)

BIEE R4 (NMO) |4_—- AQP4tLIR - MOGHLIA
s (D) - B [ B 2% RN

‘ % S 2 (PM) - B & % ¢ (DM) |‘—‘ & 2 A (MSAs)

| BB RB IR 5 (AF) [+—— MDA LGI il

BEREE/R/F—- | NFISSHIE-CNTNLHI -
PR E B R BAE Caspriiifk- LG4 A

TrE—HEHEX Plexin D1L{A&

BT A 2 R &R RER T

CHUROFE R 5, BEiREE & STz
KB, HORIEWET A MOt A koS5 — &) i
WAEDZEZ BNz 5L & om kit
19 A7 BEAREAAE O BRIB(R ISR K 72 7 > ¥ T
IR TE T % neurofascin 155 (NF155) % leucine rich
repeat LGI family member 4 (LGI4) 2% 3 % 1gG47 7
ADHCHEE R HITFER L
Nodopathy & 9 31 L WEEMSOTBBAIK S < Hk
L7z "2 SRS OEEHECHIFEAME L 72 fik sk
FETIE, £/ 70—FVHERANZLY, HiB M
o (FL CD20 Hifk, #L CD19 Hifk), Hit A b7
A vk (PUILe A Abuik), Buwifhmit (bt cs
uk), YU Fe ZAMAPUANRE (1gG B CHUAD
SIEARAE) 7 EOSERIRIGH S, KE RIBEIRE %
HLTWA, RIZ, Ton7rIa)—lg@L, b8
FRLT FE—UHERE L ZOREICED L HOHR

RIZDOWCTHINT 5.

Z 7Y Autoimmune

M. 7 MYE—PEEHICHT 5P plexin D1 HiikDFE R
FAL, 1997 IR EMEE 2 E#E T2 7 b
V—MHEMEL VI FLVETERLHRE L (K
3) 2V RERBICBLT KBRS 2 — 0 VIR
2339 5 plexin D1 (2K 9 5 IgG2 HiLfk & 56/ L 7-
(F4) ¥ 7 M E—MHRRE, 7 PE—TERE %,

>

SRES L=, —MRRELEDOFEFIIR HHF
iRk THsH. FMPRINLT L, MEHRM.OY ¥
VBB 5 BRI (% IZFRRE) AR i<
DAY TH S . 7 PE—ICHE L iR E L
TlE, /NBEAICH Z 5 Hopkins EMERE (Wi S 381ER O
BUEOFRERTA - BIARMEEIC X 2 iR VERRE), TR
W38 ?éﬂ&ﬁ@ﬁ%@@ﬂék(mmwmm
Granulomatosis with Polyangiitis, EGPA) |2 £ % % 3§ H.
MRS L CHHNTWE, 7 bE—EHR%IE, T
FEAEEITE OFREICAEL, Theh e oBITED
. REBEED 90% L LTI DA 256 A (hi
FEREEVEIR) 2R L, BRI R 251200
TR E 7 IMEEAHAS, 7~ E— 1

Py

?_‘l{;?

By 7.
HHEROMREEREFOLZE AN TH L L
59, TS O ECHADONS %% 2 7.

AR, RIS P 0 ML AR AR B FT TF S 4
TWH DT, HOHURRIER LIZ WS, RIRMRE
IR R AR FI252 \W D T, B HUAAMER L
"5, 22T, v ABRIRMREER AR, BH
I % 7 RSB e 2 T 7. ZORE, BE
17 IgG ASERARMRERT @ isolectin B4 Blk, P2X3 Btk
ORI -0y (EE=2—1Y) 25T 5
CEERRMLAY. BRRMEH T A - EHAVE
T x Ay 7ay FTIE, B 1gG A5 220kDa DN
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Connexin (Cx) Gap Junction Channel JUT7RRE KCNMALg, |- Cxa3 Bhf
*E'?L@"%/BEE-ATP%OJQ@
M | -
£
FRrOSY MCT4 FLa—= =
JLa—R GLUT1
& AQP4
fmRm Cx43 KCNMA1 ! e
. Cx47 o
MBP/Cx47 @
Cx43
yIForngyz 23R 27 G THLE—F(TLa—R LB Ok

) H!) ) LAFINTT)YT

MBP/Cx32
BEfRER/F/F—
- SXF—HCIDP)
Cxa7/Cx43 NF155
F186
\ 2 M F s EE MCT2
CNTN1
/CASPR1
Node of Ranvier
2 b bOMEREE S 2 B MR RE ST & F 9 4 B O
107% 207% 305% 405% 50/% 60%
| | | | | |
Yq&‘ AR BB R A RO B
/:- a3 - cen s %—
' Y HROEEE:2H/05 )T -
HopkinsfE{& & FARRS )T DiEMAE
(Asthamtic o PAP

(Hopkins, 1874

HRRERDOEMATAEH -1 —OVEE
79 f3 O Bt 63 145 PR 5
A B 5%

10~20% DA —/\—5v T

(Isobe et al, Neurology 2009)

3 7 ME-MFRE (B

FERIBL7=DT, 7 ARk &H o 8%
1gG |12 & 2 5L C 220kDa D/ K281 ) L
itkra< 7774 — - HEGW AT 7288, H
TEHUJE A3 plexin DI T % & & 284 L 72 7. plexin
DI T HREHMBEMERLTIZECH DL YT+ ¥ 3,
LT A VAN DZHEET, BARMREE O/ = 2 —
O 253 LTz, plexin DI OFIEAME 0 ) 2
YEF Y MEFIC L B AR, plexin DI % [EH 1Y
WEHBTAMED v o 5 28D, BRI 1gG

(Atopic Myelitis
.4
PFEABRIE S R M E R IERSFIRE
(Eosinophilic Granulomatosis with Polyangiitis, EGPA):

HEERDSFEMER

Control

(Osoegawa et al.,
Acta Neuropathol 2003)

Myelitis
with atopy

(Yamasaki et al., 016)

(Churg J, Strauss L, 1951

9 116) OALEDLT

DRIGHEATE LT 2 Z L h s, BELPURA plexin DI
ThbIEPEETE/Z. E 512, Piplexin D1 Puik
Bk BB I 1gG D~ 7 ANOHEE (T HBA) (12
£V, WEEK (7274 =7) & phosphorylated
ERK S el & 2 BARMHRET/ N = 2 — 1 > o
MALZEBTE 727, L72h%5 C, $i plexin D1 Hifk i3,
MRS B P O 70 W IR MR B 20 58 A L — IR 5
—a—urEFHFHEEL TRAZREI T EEZ LML
(4 4).
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(Yamasaki et al., J Neurosci 2016)

KAEFR 4 A SEndothelin- 1(ET1);"=$

A7 FE—RERPCREXMBLEEDTME—

QET1LEBBMEDO FTHEL-MARMKEFMANSEBAL.
/R THRT ARG )T DZEIREDNRBE

(RE M E)

®

" ET1

e

ZRERE-ZA—OVUHNEREERE

QFMAI oS T7 - FARATYTIZEY

EDNRBD S A MEEEEE

JUT TR

HiPlexin D1HLIA

@#plexin D1FUIA A MR
HIRBEP DI RIR
REHLBRAL—REER
—a—AVEERE

IV. 9L plexin D1 JifkASB5-5 20 & ZDIEA%Y
Pt plexin D1 HUMERMEEZ X, JEERAH] O flfE i &
P& 59 2 B 110 Bl 11 61 (10%) TRO 5,
REH X R 45 BN 2 <, A RIS TR SS
572 (p=0034)". &, OZEFZV, @
FIEE, @7 PE— L, OWNBJRIZ v, OF
MAMERERE CRHEREORY (CHMRE) 252
5, @EERETWE LR EOBMEH 72 T,
5/11 Bl (45.5%) T, FImaESIc—SB L2508, IR,
U Lo 7 B E IS & B R I BB 0
SEMEDIAR BT U, BIZCREAHFREAHEIZ D plexin
DI FH L TwhzbbEZ bz,
B ERE TlE, AR L) PRl & & b i
i A DY L, numerical rating scale T A I 7 DL
TR, CMAE CREMME) HiBMERAE ToRE ot
EHHR LN (2, HIGEEZ ERE 5 painful
trigeminal neuropathy %> ', kL E VLG O A % 2
§ % /NERME= 2 — 11 7XF — (small fiber neuropathy) *',
WHERFRERE T D, #9 10% THL plexin D1 HUAD B &
hHIENbhol Sk INOLOERETLH
plexin D1 HUIARFGEE 12, HUikAili % 58212 Skl o
WRERDZENEZLND.
P plexin D1 PLAADOF R 2 228 L LC, HARMIZD

B4 7hE—

rw i :IU

PT plexin D1 $1T

—a—O DBEBEE

¥E7D7')7 -

BERRNEEeRIESIEER

(Fujii et al., Ann Neurol 2018; Neurology: Neuroimmunology & Neuroinflammation2020, 2021)
V2B L 7o R YR O S A h e

FRERE VR B TR 72 R VIR UAR O 58 R o il
MK E, H ORI E LR (Autoimmune
Neuropathic Pain) &9 7 L WEEM AT S LT
ETWD. Sk OMRROERES TS T 2HHEC
PURD 58 R & Mk HERR O R REFRIAATE T & IR S
5.

V. 7 FPE—HHERICBITS 7Y T ORANOEDY
7 MY —UHEREOREEFHT 572012, fA7b
&, 7 MR RS IR A A o~ A
B L7 L2, T 7 PE—EERY
v ARREABERELLY. ZoXH=XAELT,
7MY EERRE LB EOT b Y — RAEMLR
75 endothelin-1 (ET1) A3 @A SN, ET1 I E&HD7
— AR E R PEDTOAE L 22 NI 20 5
BAL, 32027077 A M7 T O%EE
endothelin receptor type B (EDNRB) % it b L7z (X
4" ER LI zas) T - T ANOSY TR, R
B AOZWRE =2 — 0 ¥ 2L L, fiR R gk
FEELLZEEWLNIILE. 202 ki, )7
MRS, FWEOBIMEEHES S L CEELREH L
TWbZliRLTWwS, —%, AHo~xy 217
—MEE T mEEFET AL, I7u ) TIEM

ANy
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Normal
Cx43
FUTFUROS TR " 4
Cx47 icKO (zhao Y et al., Proc Natl Acad Sci USA, 2020)

*k

25 Cx47 icKO (n=9)

Clinical score

0s WT (fl/fl) (n=8)

Vﬂ 10 20 30 40
Days post-immunization

ax47-ablated

A1 (pro-inflammatory) astroglia

Pro-inflammatory/IR2 Microglia

@ Oligodendroglia CCL5

@ Oligodendroglia

/ \!

5> aing, O
@ Mr e
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Resting Microglia

Astroglia

i EGLAST*7 AhAS ) TH R/
CX43 ICKO (Une H, et al. J Neuroinflamm 2021)
4

3.5 .
3

WT (fIifl) (n=:4)
11111
LTI

akRE

1

IIIIII1]

STTITITTT
Cx43 icKO (n=18)

Clinical score

o wu s bW

4
0 5 10 15 20 25 30 35 40 45 50
Days post-immunization

Cx43-ablated

A2 (anti-inflammatory) astroglia
Anti-inflammatory Microglia

ccL2 (éz Cx47
. FORIR

CCL5 ( } Oligodendroglia

K5 ZU7ax¥ ol IR EERSEOHH

Fa kR 222 A3 25 L 72 dystrophic microglia 12221k L,
XY A MO R E FATE O T & H PERR
OFBER LY. ZhE, 227070 7AEED (K
DFEM) CARER T FTAOMNAE LTHDLH, 7
I ¥ =<7 A ® dystrophic microglia Ti%Z DA A DA
Tl BT ;T AN L HEERE 2 5
ZEHIREN. O, EFERETHBED)
AZELTT FE—RESHITFONTND I %, H
PR 2 H 2 SHA LTV 5, 7 hE—IZ
JEVAREET, JEFEETTIIAN L T8, i
RIIEE S B E RIZLTWAE I L%, Aobld—iE
DI THL NI TE 7.

ok,

VI. fREEERICBT 5 7)) 7 R&HE
MREEMRETIREEAOFERI T S &L%o
T, AREIRENZ 7)) 7RISR E I E ML (7))
THIEAL) A BEEAOFEEIEE - T S HIH
(critical period) % # & % &, ZORIZEFEAREY
o LTH 7Y 7 IEITEIA T, non-cell autonomous
AT &0 AN I ARSI AE AT EA TS B AR
TR L SNDMSICBWT L, Gtz 2L
LCr) 7 RIEDER SN, Bl whRZE T
B (ZWHEATRL). L72hoC, 7)) 7 RIE & #EiL
SR 7)) TIZRS S EBSATRED, 7T

JHE RN & LEESERIIBE SN Tw v, T,
70 7SRO TEHET, BRI A5 T % 4K
DIZKWZ &, RELBHEL > T2,
FA72HIL, FREROBERR T % & D REEDO RIS
% 5E O AR AR R A T KR & & 5 inducible
conditional knockout (icKO) ~ 7 A%, Tet-Off ¥ A7
LA &) B E 2 REE ORI & 2 FEE O Hi i
FMBLC 2T HEBE DL N T VAT 2y IR T AR
BZL, HOREREREEHOFERCIISREI SN
7T RIE & U THRE 2 2 MRHIIE R iR
L LB TERLRNIILTER 20—FlE LT,
W27 ) T A% F 2 (connexin, Cx) D7) 7 i
2B BEENDOWTHRNT 5.

VI. ZUT7a3Fy Oz kilosi

Cx |ZAHAZ I T gap junction (GI) F ¥ AV ETZHK L,
1B - TANF L E L CHEHBEELMEL TS
(B2). #7=H1E, MS OB ETIZA ) T7 >
ROz )70 Cx47 7 A M7 ) T O Cx43 Hih
HIPAAZ B R CIREICHE T2 2 &, 1BHEIIE CIERE
B HAELTH Cx47 13 E L2 £, Cx43 12
TAMAT) I = A% S L CHE I EBIATLE T
HBIEEWELALDY. Z)T7 CxOEIZLD G
F v A VOB, R L E MO EE RO
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19985 EHIEMIRMAETY T —0 (b mBE £ RE
- PRI HRERD —T (R — 8 —
EBATHD CRE
- IEHA O ABERAN

2006%F HFRIERIEEE
- BEIST  AMKEREI LA vt 8—R

- ERMEMIER - BNt 1 2 (BE)
- 2 TOHFEDHEHRZIE

[ M=/ 1BhDRE—F |

20064 IZ A KIFRED
Frim 20 I HRTE R
U —ERH

2015% fafER - /b RIBEFERRBIXIESRHR

- HREU T S REMAEE
NEEMFERREEOEKRIIE

2019% RPHT - REEEHRABZIEL > 27—
- BHEAEH
- RPWE R ORIEERBOBHLIE

X6 fREEIZBIT 2 BRHRSIRESE 22 FO 4 A

AKFRE R tERR ] NI
e E (A BRI AR D) LR,
(13%134%) EE
T S

ERER -HHRBERIELTI— uxmmam ‘;;f;gE%
" ol — whD—s | BEEBRESE | DREHRERRRE
e | R | gl | sEuxEER 0BT |
(MR E AR I | "£§§%§?$—9—
RyhT—IF N . o 1 -;%E‘;‘Z#Etya—
B (14) BE HRBUL | g memilt)  pEEm ASELL| | eoteie
—%E%U%L (FRERER 27R9R) | (8% 361E%)  |UNRIBMISE 819%5) M XIBE—
FERBHBARIRT) | | (H3omiask: 14144) ), (30 AR 12834) | (30 4B 140745)

B, i
™

tEE BRI ERS

Rt — x
(e smiascE
HEEEK

£ 8—R) R
NEASHRAE TN BLRCKEREM - XEE X
DR R LI FEARE - EE - P - RH IR
-EFBMTROVATGXE

7 GG - AR B TR A AR v 7 — 1R (2019 4R

REHZ Y, MEEEZHEIELLEZONE.
FIT, BB, AV ITTFTy Fa ) TR - I
BRAYIC Cx47 & Bk S & 72,
knockout (icKO) ~ 7 A& ERL L7z, B AT Cx47
eA)aFy Fuy) 7Tl S ek, tian
THRIEL T, MS OEIETIVTH L FEERH CRE

Cx47 inducible conditional

RN #E 25 (Experimental autoimmune encephalomyelitis,
EAB) 2 L7, $5k, BnizZ bz, Atk
5 EAE 2 ESEAL L, 1BUERICIZHEME 20 ) EE
DHEATL, W7o ZUGEITEIMS 7OV R R T & 72
(K5 7.
07 LA R YIC X DS, TA NS

DO T AT, WEHORNA D~ A 7

) 7 SRFEVED Al astroglia I2ZEfLL, 32702707
PRAEMENZ % 1) CCL2 R CCLS 7 EDJAEM A 4 A
YERMEEL, PHCMRRIC Thi7 M7 &0 B Ok
Mgz Rt Edbhrorz ™. —J%, 7 A b
0 7)) 7 REEAEY - BRERAYIC Cx43 & KL S 7 Cx43
icKO ¥ 7 2 TlZ, EAE 23EEA S @I L <
BW L7z Zoxv AT, 7TANaZ) Tid
FHEMED A2 astroglia ICZ L L, 327027 7 bPik
FEVEE oo TV L2dio T, Mo 7 ) 7 Cx U,
RAOREOAL ST, MO SIERFEZHIEL TV 5
TEMRENT, INHDT) T Cx wEN L LR
BHEE, THODEFAMIIATHEDTND. 5,
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JAEDFIFIFED DD & & T, MR O iR
WRECHERET L EMFEINS.

VI 45\ 2% B A~ O T ML

A4\ B R B AN ORLY) A D W THERIC
BT s (M6). FAT 1998 I DESAL VS
L & (e R AR A v b T — 2 R R L7,
SR I — T4 A= —FBALZZHARTHO T
ORFEEER A v b T — 2 2o lz. B ORAAIRE L
T {2 NP ZHE LT O R EM R R LE E S
ARIZLD L L CHEEMBEERO PR ETE S
Mk Z A LRBETRT AL ZHNE LZbOTH
5. 2006 FITEERA AR vy — L L, Ik
ANDETOHREE S A% RIS IR BTG %
AT FEX ALY — b L7z 2015 FEICIEHAEEL S
ANBHI D B S AR T RIHE RS - AR TN AR
SERRRESE IR REFELRO . JIUS X D&
BT, NEASBAE CTUNE 7 S BERARE - 3%
*ERTE DB o720 2019 4F 121, KZBWr -
RIGEMIRARTIE L v & — 2 NN
L, ZWidHE L < 2BV T WO
i (M7). TheH0vy & —TId, M 4,000
HIC LD HFEEZIT-o TV D, ZOXHIILT, 1
VR CIEEAE, HARTH i SEHERN 4 HR BB~

- 2L R

ZEXIE

DHLAD R ENT WA, TIIZIFFREEZ EfTBE o
RITLKEW, F72, 1999 £ 5 HIKO 7 7 Ok

KB L, 2013 FICIEHAREREERE S v b7 —2
FRFHFITESZ, TIE, BEEHEDL EOTER
HsO Lo TS 2 £ EIC D BREAFENEEE
LT 5. A 23 47 4G ) IR e R R Ak T s R
B L ORMEE - R HERAACE v Y —R2HO
THEHIDIL, BEEORELZHATVWTOERIARY
WHDOEETHEE %2 PHD D Autonomy (HA) D
KYSTHL, BRHICHR>THOZDOASL L AL %
BIENTEDL L) F—LTHET HEHZE- T

{TEDRETHA.

i

+
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X8 AW &

X. 8bDIic

B F 720 7% A5, BRETEMEAT IR S0 E 2 & Ol
I 7 BT B0 TIRENREA RS S, BIFO
HTPRELEELTETVS, ABIZEIZLWVRY
PENS, 20X RIEEICEIET AL S BEM 0%
WEPPD» D, ThEifENE) R o THEIHEL,
sustainable 7 [RIE M RSO AR ES Twio 72
VWA RELBEL 2o TW5. 201344 12
W7 S N7ZEEERETIREIC BT, BEHOER
2 TS GRIE LD L T e WERIBZ O o
FHROBERTH > THFTED S DI L HEEDORE
FEDIEAEFEREDOED 2 RETH D %) AEMS
iz, ZTHUC LD, FAETIEER D FEEDO—DITAL
BRI SNz BRI A SR RS B R
W FH R DR FE 2003 FLOR 18 F B0, Hex 2
WOEHZTWAI L L bICERT O VE D
VRICHboTEL, NED 5% IZEFHE L LTA
ENDD, 5% DHFEEINLFLICEELIZ TV
% (M8). MMAT, AETWBRTHL REER
BTEHFPEZTL S, FOPEORBLATIE,
ERO THEENTIRET (542, 5<D) Lwvwb
N, PzZoTHEROVLIRIIHRZ LV, T X
) BRCTRRIEEEDLE S D TR bR
W, FORBEREIEL IO DLELVDRT
Wb, BERORREIC ISR BRIETOERRSLEH, £
LCHREZERPEDL> TWE0T, NEOZHEOH
TR —EOEET, BELHKIFELET L. Al
BANHHE L TCAEESZENTW LU, #icTh
REEIIFIE LSS LDOTHL. Lizh->T, N
HERFEELZEREOAHICH L TY, #hiH)x
SEBVDHDLEEZDL. BB, BHRE - BIVE

=
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