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B4 ER R E B &

ERMER B S TUIRMTSEEE (BB MR BT AR 525 3E)
EBRFE DR REARIA L InFIEBI R BT S TS

SRR EE

MSA & ALS I2331F 5 BEREH D microRNA f#AT

— L@ M & R —
roesmEE  ExRBE (EEERFEREREEV AR E5E)
EERFEE N
(AEHEE KRR FBEE FA AR AR B 2 ABTREE DS ABTFERT)
BEA B, IMSEHE, RE—, B &E
(AL E R R FEF E A A RN R 25 BF)
EhE— (BARTRZE AR SR B AR N B R L)
MAERE

BEWR. RIEMILIZI A THRA< Y CEERBMERE D /T 7 1 L EEEAR (FFPE) K0 |
miRNA DIFETFRHT & L RHERGE MSA) TIT72 o 7z, MAEHN B 1A 1200 F&, CSF 23 bid
#7900 f&, FFPE 2>5 1349 1000 FEMD miRNA S E N7z, — B EFHBE DO H D miRNA
IZDOWTIE, ERYBIE T % web—tool THEHT L7z, Mt 37z miRNA OEENIR{EDOTE
BBIZL W ER -T2, $IC, JREO FFPE X 0 f#4T L 72 miRNA DZEEE, ARNCITEE

MR EE 2R B RN E R L TW D RIBEER H D | BLBRIR,

A. BRREEH

2% RIRZEHEIE (MSA) S NT ALS BE D
FRAMAER FFPE, BMAFBERE (CSF) . MmAgICR
75~ 7 1 RNAmiRNA) 554 L. & D
ZEE M HREREE Y XY B ORBEHIE
RWET D,

B. BFEGE

MSA S ONZ ALS BB 346 L 0 [RIFEFEREL L
7oA & CSF, R OISR A L~ U
BE/RT 7 4 EEERFFPE) b, £
NETURNA i U miRNA 7 0 7 7
A IVIEAT 24T > 72, FFPE 225 D miRNA #
HiZH oo Tk, MHEFEZRE L, &
W& H Lz, miRNA AT 3D-Gene

Fv7 (ELV) ZAWVWTToT, £k,
B b7z miRNA DIERBET O T HEIBEHT
W —L1X, web-base @ TargetScan I TRNT
miRanda % MV 7z, xFREEL LT FFPE |

C FEMRRIR BEIRA &V, IR IEE A R

LD BRRIIIEHERERFICREEZ/ T
BEINTZHOERWE
(WEE~DERE)
FRIIEOMEBEESR., WD B £
R RAEEBSDABEE TITRo T,

C. MR

MAEH 51349 1200 F&, CSF 2> 5 1349 900
&, FFPE 7> 5 13549 1000 FED miRNA 234 H
SNz, —EDRBAENL D LBEED
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miRNA {Z#R Y, EW L R 2B EF %
web—tool T HIfEHT L7, FFPE 7> 5 RIE
N7z miRNA 1273 MSA (2859 2[R+
ETRVIAEN TRV, ALS 12BN T
{% SOD1 <° TDP-43 72 LJREEIZEE S L T
LEBETFEHIET D LHEEIND niRNA
MEIETHZENTERE, £72, M,
CSE,FFPE &5 HRDE 72 5 3 FEORE
IZ3E 92 miRNA TH VRN 5, MSA &
ALS THROZFENEZ2D2 b0 A X
7=, FFPE THER LTV 7= miRNA DIER)
FHRIE EOWEBEMRITZITS L. BRLE
miRNA (3R R OHEICEE L TW5H Z
EPRE I NTZ, & BIT, MmAE, CSF, FFPE
D 3 ABTHE L TR E 72 niRNA 12
BL T, Bk LY ZoxeniR
2o TN,

D. B
AWRITEE - BROREHRTFTH D
miRNA {22V T, MSA D4y FHREEIZ RS 54
LZHDEFEEL, ZOFIES I ED
F v NU— 7 NI X D IREEY T A
HRTOZEEBEME LTWD, RFIZMSA
72 & OMRREMEE B TIX, ARNZ CNS ©
REEERFT D Z LIXBHENITIZREE T
HD, TOEWKRT, HIMHEH FFPE 2 A
ToFENT CREIT A & Lz, T DOHER
TlX, BERa bo—)L & LTHIT L
ALS TIHEBRENEFEEMNL TS
miRNA NEFH, AT 7' 0 —F BRMDIRF
REREMTICHE R CTH A AR L T
HEEZ LD, Fl— miRNA OZEERH M
#%. CSF.FFPE TR/ > TWEHR L LT,
FFPE Tl AR FATIREE D Bk, (47
TIEESRENRI BB SN TS Z

LickdeEZ N5, ENBEEBETORK
ViIABRE, BB ELICHENEED DM
BHDN, Iy 7 AEHTO—EE LT,
miRNA fEAT IX MSA 3 ONZ ALS D% Fa BEE [F
FORVIAHIZHERZRFETHD L ED
iz,

%
E. #&am

4%, CSF, HARMHEREE FFPE X ¥ miRNA
HERT 0T 7 A NOFFTEITIR o1, 5
\Z FFPE CHEA L7z miRNA 1%, Z DEHT
B &R b . MRRRE T 2 HIE L
TWAHZ EWNTRB I, £72. HkR
BHZ XV miRNA OZEENIEL->TEY,
HSRARRRZ K L= 38 - E X btz

F. SERRfEBRE®
RREEEL

G. HrEEFER

1. mXFER

1) Sasaki H, Matsushima M, Hama Y,
Sakushima K, Nakamura M, Yabe I, Oba
K, Tanji K, Mori F, Wakabayashi K,
Kakita A, Takahashi H, Utsumi J:
Plasma matrix metalloproteinase-3
correlates with the clinical

severity inmen withmultiple system

atrophy. Neurology and Clinical
Neuroscience, 2013, in press

2) Mori F, TanjiK, Odagiri S, Toyoshima
Y, Yoshida M, Ikeda T, Sasaki H,
Kakita A, Takahashi H, Wakabayashi
K: Ubiquilin immunoreactivity in
cytoplasmic and nuclear inclusions

in synucleinopathies,
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3)

1)

2)

3)

4)

polyglutamine diseases and

intranuclear inclusion body disease.

Acta Neuropathol, 2012; 124(1):
149-51
REF—ER, e4 RFBE : FH/NRKEME
JEDIREDES. MRRIEES:, 2012;
29:395-400

FRRR

Sasaki H : Genetic news in multiple
system atrophy. 16" International
Congress of Parkinson’ s Disease
and Movement Disorders, 2012.6. 21,
Convention Centre Dublin, Dublin,
Ireland
ExAFHE : [BEE I —4] 2HRHE
FEME D B EMREFITOVWT. 2 65
[ B A BEMREESRE, 2012 £ 10
A28, filier¥—a71, KX
RER—BR, #EHIEE, Ex RFHE : —
DIMERER TR FICHBRELZRT D
ZRMEMAED 2 1. 25 53 [\ B A
EEEZIM RS, 201245 8 25 A,
HRERT +—7 A, BOR

e RFBE, RE—BHL, EAE B
B S, NiE E, aREF, Kk
Foll, MEHER  ZREFMEICBT
AHIfH matrix metalloproteinase 3
(MMP3) & tissue inhibitor of
metalloproteinase 1 (TIMP1) D&

% 53 [B] H AMREFE I RS, 2012
#£5 720, REER7+—7 A,
R

H. SEMEHED HRE - BRI (FER

i, )

1. 53rEus

1) ¥5FE 2012-289082 ; FRIRA MR B O
L JRRITHT D miRNA it % DAERY
BT OF A

2) HERE 2012-289083 ; FIRZS MR B D
HER-F

2. ERHRRG

YL

3. ZH

FUEL
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MIRNA

Noncoding RNAD —i& TEYIFRIZILKTFE

B FREZHIHEL. EFTHI17005F
HRRATEIY—. RN ZIZTIVI —LELTHW
MATEE DIRREIZEEE

B&;7% (CSF) . M%F
BB DORIL<T) EE /NS T2 EEEAR(FFPE)

l miRNA S #r-TA2J27A4 Y5

AR MR EBICRHEMICEE Y SmIRNA

l

EMETEFORYNI—O8T
l INAFATARTAIRX
REBDD FIREMEDOREN

1

INAAR—hH—, BIEZEMN D FIRFEDERR
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FEAFEREMEEME BIREREBERRIIEEE EIaMR BRI EESE)
EENRFE O IEARE L IR FRIEPIRICB T DATSEEE DHEBTESREE

A D SCA19/22 JEFI DEERBRFZARE. — S OHER & ik —

MEEaEE i AR GERREHEARD
FEIEE  HIIRETF GURRFEMHEAE)
" ME GRRCOREMRENRY)
HEEER GEREtEmRBE AR
ZiH#ER

(B A - BYUEE &7 — EILEHAREE  MAEREAED
REE

[BHBE—&ETFEIZH D SCAL9, SCA22 DRKELFHEEIZ KCND3 Th b Z LA
O E o7z, SCA19/22 IZDOWT, AFOFEEAKEMEERTFH/INNKKHAE
(ADCAZERIZBWTHEARBCFHNRFTEZIT Y, 5 - FEIRREEFRFEED R
5l ADCAS4 KRERERIZ KCND3 ODEGTFERIZOWVWTHRE LZ, [FEHRIADCA5S4
FHZDHIH 2 RRIZBWT KCND3 DI A v ZABEFERLRBD - (p.G345V,
p.T377TM), WIFHNDER G KCND3 OIEBEBEMAIIAIE LT e, BARANEFERTRE
96 &4 TiE, b 2ERIBH N2 o7z, p.G345V FHK, p.T37TTM & bIZRIEE
EOEFERDOT, BRETHO/NMEES AR ER TH o7z, [ LOIRAD 2
FROERBIL, BEMLHRE STV /MY EE TR D SCA22 DFR DK
BIZEBEPIL TV, AT @ SCA19 & L THE SN TWEF R Tid FRAEREREE
FHEEEE 2 L5 ZRDVHE SN TEY ., SCAI922 3L REREZRET S, 5%D
FEFIDOZEFRIC X 0 AFD SCA19/22 EFI DML BEHREEZHA LN LT BERD

2o

A. BFZEE®

Jefa R 1p21-q21 IZALE$ 2 H Y EafE
BT RN EFIEADCA) & LT,
ZHIVETA T & H 6 SCA19(Schihaas HJ
et al., The Cerebellum, 2005), BEN D
SCA22 DFRFEDFHE S TV 7= (Chung
MY et al., Brain, 2003), SCA19, SCA22 &
HITRREIT D/ NGEB RFE T, %
EESNHRER DI > TEELT D

EMAAH BT, SCAI9 DFE R TIL,
SCA22 LII£E72Y | RAEEREE. <k
BEEEZMED ZeMN£L<, MREANRE—
KR THINEIMEE SN TV, &
D=, SCA19 B LU SCA22 DFKER
FDIIC KCNDI(BALIEFHES UV U A F
¥ XNV KvA3 Ba— KT HEETF)TH
5ERESN, MERIIF—BERTHS
Z BRI,
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AIFFNIARF DB AR TR [F EF /MM
FHEIZB U TSCALY22 I DWTHRE L,
SCA19/22 JEBIZ D\ TR & =R
WEREONIT A &2 BHICIT- T,

B. #FFEHE

ADCA © B8 450 % D 5 H SCAL,
SCA2, MJD, SCA6, SCA7, SCAS,
SCA12, SCA17, SCA31, SCA36 DEls
FEEERBDRP o b4 FHRIZONT
KCND3 DBIEFEEIZOVTRE LT,
KCND3 D% exon {22\ T PCR #2471,
direct nucleotide sequence | CTE R 2
LT, 774 ~—EF1E LTV PCR &4
IZ2W Tk, KCND3 B+ 288 E
(Postma AV et al., Hum Genet, 2000){Z
o7,

(B E ~DELR)

FIREMFHA L, RMEZE7- L TDNA
BEZEL, Febanl-miEz AT
FRHT LTz,

C. WFFEMER
BETERNRKREE TH o7 ADCAS4
FRDSH 2 FRIZEWT KCND3 D
AU ABBTFERER D (p.G345V,
p.T87TM), W N DER Y, KCND3 DI
EBEALICALE LTV, BARNERS
FRE 96 4 E RO FETHRRE LIERER,
IND 2ERIEIRBD NI 0T,
p.G345V LR % & OARPERDORGLE
X 50 REZENLEEEE, 500&%H
o /DMMEEEIRIR LY FME L, Bk
THEDOREE & > TW\5, RimEDORIT
90 R TH LD, AL 50 Kb 55
DEXZER LTS, MRI Ef§ Tid/Mx

Bk - BEOEREL RO, p.G345V &
F 1315 D Ashkenazi Jewish American
DRERIZOHONTZERLFE—Th o7,
Ashkenazi Jewish 5% THHHE X 50
RCREL., BRETHEO/NNEES) K
FEEHETOIEKRBEZEL TV,
p.T377TM DFEZIL. H 40 RIEIE,
RimE B L OZORBIZENREN 10 K
%, 10 AT DFRIE L BIEFF DOFEEF
EBH LT, FEmE L 30 ROBER,
WIRPEIEBREE, MEREE . EET MM
RIRZ BT, EEHKHOTTEIZA OGN
T MR SHIA 62Tl <, /D tE
EERRP AT R BERE ThH o T,
WAIS-R TIIFREHEREIE TIZA & 2> TiX
72ho 7, MRI B T/ Mgk - BER
DEMEIIH DN, B OFEMEILXAH D
nNizxhole, AERZRBOHRL LOR
IZRBWT S, /DREEEI R Z EH e
THEREBE TH oz, BRR T, RBind
T50RTHIN, LB ERVFOSLD

Z TRV D DO DMAFEE T, REIEEEK
THARBEEL TV,
D. Z£

K#E., BE. 77 A, Ashkenazi
Jewish America, A7 % DFE R TRE
SNEERIINTNS KOND3 DEE®E
EALICALE LTV,

KHEDEFRBED, BESHLTND
SCA19/22 DFE % TII AR TORIESE
EOBEFELN A B, SCA19/22 DEGRE
BB O—D L E X BT,

SCA19/22 DEEREIT EREITIHED /N
M E BN SRS ERTH D03, BRI (o
TUH T T UR) INHITRESEEEE,
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FREBEEEBGEE., 3472 —XX),
rigidity, RIEHREEZ M) ZRPB|E
&, E¥ERERGEET D, BRI
IV S NR A ER RS KOV RER D FfE 23
EERTH B,
ERRTEMRMNE S NI AFD 2 FRIZD
Wi, BT O/ MM ER AR A
FEHETHERE T, BEPLOHREH
CHEPILEBRRBTH -T2,

E. #&

AF D ADCA BV TS SCA19/22 D
RRVDFEETDHZEPRALNE RS T,
SCA19/22 IXFIEF I OFEFL T R L
L. B#EITEL. BRETHETH D, /D
B EBN R E EWE T DRBATH D03,
BRI 2B D|MEF CIXE R REREE 2
LTW5s,

SHOEFMOERICL Y AL O
SCA19/22 FEFIDFEM7RERR B 2 B b H>
WL TWSBERH D

F. BEAREH
B2 L,

G. BrsusEx

1. mXER

1) Lee YC, Durr A, Majczenko K, Huang YH,
Liu YC, Lien CC, Tsai PC, Ichikawa Y,
Goto J, Monin ML, Li JZ, Chung MY,
Mundwiller E, Shakkottai V, Liu TT,
Tesson C, Lu YC, Brice A, Tsuji S,
Burmeister M, Stevanin G, Soong BW:
Mutations in KCND3 cause

spinocerebellar ataxia type 22. Ann

Neurol, 2012; 72(6): 859-869

2. FLRE
2L

H. AR EEME O HEE - BRERUL (FEZ
=Te.)
1. FrEs
L
2. ERABFRBE
L
3. ZOfh
2L
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SCA19/22I=HITHIEIR ==

Japanese
Ashkenazi Jewish Dutch - Dutch Japanese

G345V T352P  M373I T377M

Dutch
S390N

Pore

. 4
In 182

NH2

F21del — JCOND3 (Kv4.3)

Chinese
French

Duarri A et al., Ann Neurol (2012)kYKZ



BEAEGBRFMEEMIE BREREERRIIEERE (ERERERITIEES)

EENRREDOFTRRAER & IBRIEF R B 2502

SEFREREE

FEE/INMRTRE 31 B/ R ORI E F RO B AR

B

FEFEE I ER. K

EH OFRIK (BNRZFEFRE R FHE)
=R, B Bt

(BN R E AR AR REEE R R L)

e

TesE (RBRIR+FRBERERED)

HE B (EAREREERENR)
mE B (ENRZFEFMRHEAR. UV r~F - BERAR)

MR E

SCA3L IZAF B 72 7 V3% o T HRRASE B O coat-like HEEIZDWT, HE S - ERZE Y
B0 IR TR ORNRZER OBEA (somatic sprouting) & T F 7 AKK, &
DIZIET A bat A NOEEPEEY HoBEEM THHZ LRI, TrF =
MM O B OREOERR A b, coat-like HEDHAK & WATL T, & HITHIM
EOERECEDOEEDET T DR FLBE NI, Coat-like BEDHERERDO—DT
3 5 somatic sprouting MK & LT, ZFrofifgtzeI b U T OEENES

B4 5 AR E 2 b,

A. HREEH

BFHE/MMRFE 31 B (SCA31) TIdid
FIZW L D OHRRE LIPS
INTW3, Ziublc@EmT R & L
T, EMLEIAXF S HBEAERO
halo-like. & AV & coat-like #E1EDNED
HEINTW5, BEOHETIEX, 20
EPIE T F v RO RBHR I,
basket F#llfa<Cftth D EAL DOFHRRAAL DY B D
SRR RICH 95 synaptophysin Btk
FERIEELEZ DD EESNTWS, KR
ZECIL SCA31 FIRRAN 2 FEHIZ VT, /b
PR DR E AT 52 L 2B E L
7o

B. BrFEJ5iE
HBITBEFIREICLVEEINE
SCA31 AR 2 B (FETRRER 77 7%
FHERBIUSIEEM) . ZHHITMAT,
FEEARIS ORI 4 FlONEDOFR <Y
BENT 74 ETDOAZHWT,
hematoxylin—eosin %4, Kliver-Barrera
Yefs, Bodian Jefarp UIBE DM EE
1To72, F72. T calbindin-D28K FriAk,
(PV) L&, #
synaptophysin (SYP) #if&. i glial
fibrillary acidic protein (GFAP) Fifk,
$1V Bt neurofilament (SMI-31) ¥ifh
REEZRWRERE, xR ED
FIC L2 “HAERE (BAREHE, &

$1L parvalbumin
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ERBMEEEIE) 21T o7, S BIT SCA31
D 1 FIT, TAE—)VEEZREEM
BOEFHEMESRE LT,
(fEmEm~DEE)

FRICELE T REFER L,

C. WFFmER

SCA31 @ 2 FERI T, HESCEEIZIIR
XRERNHDbODOMLE L TEHRO®
D INF RO BE & BE TV R
THIRE A D coat-like BIEN R iz,
BTV MBI ERE L, MR
HZ# D calbindin-D28K, PV B D #ERIR
ZRIELDS coat-like HEEMIZZEH LTz
FFEN
121 calbindin-D28K, PV {4 cactus
REMRZ R,

coat-like HEENITIZ—EB. GFAP B
DT A baYA FOREFNEAL TV
23, Ibal BitE~vrmoy— /v
V7RG EAERON T, FTE
coat-like HIEMIZIX SYP FEiHEERINNZ
¥R 5N 7=, Bodian, SMI-31, SMI-32 %%
FEYLE, T, coat-1like #EE D JEFH 2 H v
BELRRBERGEThH o,

coat-like #EEND 7 /L = fifgiX
MEICEM L T, BOEENBEETH-
7o ET-JAFED coat-like HiENE 2+
SIS L TWRW IV E T HIIRICE
WTHEBOEERR N, —FTHDL
P373 coat-like HEEEERE T, T ¥
v MR OEEDENE, BOEM - B
MEARONDHMEbEE SN,
BEMWBIETIE, EELE VX
faoMBEEIXZ., MRADNEE D
condensation D7D LKA Z 2

(somatic sprouting), F7-.

L. I VAT ORERFZRTI b
oy RYTHEMN-T,

D. B

Tk BB D coat-like HEXE
EBESROBEY . Tk g ORIk ZE
DA (somatic sprouting) & 37
AR, EHIZETA YA hoZER
BEEVHoTHBERNTHDLLEZDN
oo ZOBEMA~NTIEAREN D OEEED
BADZ UL SYP BHFERLO FSRITANEA
Thotr, £, TF o fifanzsik
DEH—BEF 5 < coat-like HEEDEAK
WWHERALT—NOBEOERPIBEEY
coat-like MEDTEIZIAT L T, MARAE

DEME, BEOEEBEITT DRI EEMI R
R g

. FERR

somatic sprouting % SCA31 (Z/HRF{EEY

IR HAEFE D coat-like &
DERBEZRD—DOTHDHN, TOEFRIC
X7 MEORNEEOER (B,
S haryRUITORYE, &) BEZDL
iz,

F. BEARER
Biziz L,

G. W=

1. MXHER

1) EHEHIMIE : U~ MIER (repeat
expansion disease) — hU 7L v b
U¥— MEEFLIZ— SRL E£H,
2012; 32 (4): 20-29

2) FHHEIIL : BB/ NYZEREE (CCA) (F
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3)

1)

BA/NIMZEMESE (SCD) @ Up-To-Date) .
BEHES, 2012; 67 (5): 1071-1076
HFHME, MOR—, MmEE—. ™
RENRBITEEHCET L2002
—7 IuAf K=Y R« ET)NDLOH
S&—. Brain& Nerve, 2012; 64 (6):
665-674

FRRE

HEHEE, WAER, FIIzZY, b.
FEREDPRAE 31 Bz iF 5
(TGGAA) , - (UGGAA) , F5 & B H DERER.
% 53 [B] H AMRFRFM RS, 2012
F£5H 25 H, HR

2) /BNEYE, EHIIR, WHEYER], b
BEEE EFRHAE, BAERE TR L.
7T — 7 R MENE & L E—/h
KEEZRLERY ZvF I AR
BEtE 85 mRfl. &5 53 [B] B At
FaMes, 201246 A 30 B, #HIB

H. F8YREFED HEE - BERIL (FEZ

air,)

1. BrEmE

AW

2. ERBFRBE

2L

3. T

7L
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SCA31 —Purkinjeffifi@ Z 1% Mchronology (k&) —

somatic sprouting
R ENOE = cactus-like change

BHRREANDLFT AWK (LT RFEHL)
FALOHYAFDEEDREA

SRR ) 6
BT %
RN 0D TR B2

WD
FEO#MEDEE
(empty basket® iz k)

R - D
coat-liket&&E D B (-)



FEAGEREMAERE HIntPRBELRIIEEE ERERETIRITEES)

EBNFRAE D REAREA & IR IE BRI B3 D T JEEE

SRR EE

7 LV SCA/ALS crossroad mutation Asidan DEGFREIEE & JiRER

MR IE
EEPFEE  MEEE. RE R

(] IR R AP [ o SR A S BT e
IR R NRIBR O R RS E AT IER

MAERE

FIEHES (RILAZ KBRS A TR

PRt R L)

AR P RLAE)
RIEHEFDE)

GGCCTG U ' — MEHIERE 238D 72 9 %R 14 4 D Asidan/SCA36 BE % FEIRE IR
ICHRET Lz, 2FBE N/ PMEATCRIE L, BRI ED & RICESCM B OHEN:E - #
HERMEAE 2 EOBE) = 2 —a VEEDHA L L 25 SR D SCA TIIRD LI
WRHECTH D Z LV LT, 010, REBORRKROBFEE U CIRR T RORTEHEEER
REFEE % 380 7, FRFI ORBE LM CIIEERAT R 2 EMT 5 L 5 /MO 7 % v
THIAER L OE THRESCHEMITAOER = o — 1 U E RO 2, BRI
TDP-43 ¥ 721X ataxin-2 B O E ABE R Z RO 2o T,

A. BB
/DM O 5 TR BB L O
FHRBEIEBER EHET D720, K
FHRE L EE = o — 1 VEARORKNE Y
FOoF 2 BEHEMREMRRE Asidan
(spinocerebellar
SCA36) DEERFAEFZHFFE L mEL AL
M B,

ataxia type 36:

B. BFEGIE

NOP56 B4 v huar 1 IZBIT5
GGCCTG VE— M EFER ZFHE O 7
Asidan/SCA36 D 9 52k 14 4 D B DKL
ZFFTR, BERAEBRFRE. HERDT
R, TERMEmE, BETHERE, B
MRI <Cf% L% SPECT 72 & DME AR E , 3R
HBEREREIC DE T LT, E72. 141D

Asidan/SCA36 FI#R B DFIEFTER RIS
T o7z,

(fREE ~DERE)
AWFEITE b b - B TR
BT D RS 2 EST L, EY) e
ERBE/TITP TV D,

C. WFEfER

Asidan/SCA36 E#F DIEE GGCCTC U t°
— YT ey VERICTT
1700-2300 U ¥°— K Th o 7z, FHIHEE
BRIX 53, 1 BR T, SR E O EEF T/ NN T
FAE L, FEREFR. BEEE. kLH
1 100%D BT TU RS O RER S TTHENL 79%
RO T, EEME - FRHERMENHEIX 71%
(. D FFZENE - BHERMEIGRE L 57%
WY, TNDLD T ER == —1
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BT RF M 10N Lo BE TRICE
STz, BHEXKTIIBAFRTREZR

%E@fiﬁﬁ%ﬁ%mﬁmﬁ%&&@
FRFEMFTRERD T, EEEAETO
BELEL (69%) ., &—TF T T LEHTT
D IEHIEE ST L~UL (PTA) 13 42. 9B TH Y |
MSA-C 72 D /NMMKRFRIE & b~ THE
REEHET 2RO, FEENSEFEREN
TR ROKRMHBOEE LRI HTAT
bol, BETIEERE (VF) & EFERESR
R W T EERE TIX.
Asidan/SCA36 BB OBt FIEZERE 1T ALS A
FROSBMA BE LV bEETh o7, fXHE

BRR A CIEFE RN I A /MK I R
RLEEMEZEL, BRIHORWESE
WBW T NBFEMECAEEL E L L
RINERE RO T, REBEREMRE TILAT
TEEEMEE IR T 230 7z, HRREZMIC
X, v RN N E IR = 2 —
0y OBEERMPEEZRBDLN, BEDES
LT AU — T ORI A 2
e TWie, F7z, & TFHRZEOFRERI
AOEE) = 2 — 1 L OPFEERRE LD
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