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& | MachadoJoseph 3% (MJD) (£4%), HFV b HVHT VLV AFHBLEEIHEET SN
AR A RN TE (ADSCD) T® 5 & ENM/eh, BUETIIHATH AT
b BE DRV ADSCD TH 5 Z EHHEN TV 5, MID IZREEET (MDI) O CAG ) ¥ —

FRREMEST R 7y I VROMHTH Y, MDIAFEE S TP 513 ORER I
TIEZLNTWZED S ANRT P TLPIENZ EAHH Lz, MIDZIELOET LR 7V sy
IVIHIZOWT, BT RETOORENH L L BDND, —DEKEETHNOME CAG Y ¥
— PORLENEDG THIETH ), b9 —2EGTHRERFTHZ. CNLOREIIOWT, il
DIFFERRAZ BB L, GREEAEAN DR Z BT,

¥ —7—F MachadoJoseph #%, CAG' E— b, K1) 7Ly I V[, LT, REKT

L [ZUBIC

WAL D FEEFHIFFEOBE T LRI
L0, WHROAEEERETA 2 & 2 FRNENA
ME5E  (autosomal dominant spinocerebellar de-
generation: ADSCD) &, & T Spinocere-
bellar ataxia type 1 (SCA1) —=SCA 30 & BRARA%AR
R E BV A RZEHME (dentatorubral-palli-
doluysian atrophy: DRPLA) % &7z 28 D&
LTHEEDSTE SN T VD (g SNIHICES
DT 5TV A%, SCA9 & SCA24 (3R,
SCAL5 & 16 13[A—HEE) . 2D) b2 td
15 B DOV THE K EE A E SN TV 5,
SCAl, SCA2, Machado-Joseph #% (MJD),
SCA7, SCA17, DRPLA Tld, il L CTHE A
BIZTFHNOIZ Y VIS 5 CAGY) ¥ — b
DEFEMEICIYVREFELSL (R 7Ny 3
¥)o SCA8 1 3 IERIFRFILD CTG ) ¥ — },
SCAI0 XA » FE YD ATTCT ) E— b,

T 409-3898 [LIZLIR H gty i 5 1110 7 i
ZfF 0 20094E 2 H 25 H
ZH 0 20094E 3H 5 H

SCA12 13 5’ IERFRFEILD CAG V) ¥ — k3% 5
WEZ T CTREISHO TS, —J, SCA5,
SCAll, SCA13, SCAl4, SCAl5, SCA27 133
JE—=MFETH Y, ez, HNEET p-
I Spectrin, TTBKZ, KCNC3, PPKCG,
ITPR], FGFl4 D% ENFEKRTH 5,

MJD (OMIM: #109150) DZFIIEH DFKH
BTHER L T0d o AEEIIH), FL T
H7 VL AHBHEEIED S TN EIETEE
FRIETH L EEINTWA, LirL, &
ZFZ WS RE % BULIE TUlE, WK ARI O
ADSCD @9 L bHHED WA TH D T &
AHBH L T2 Y,

AKfgcix, 9, MJD OEKEETFORE
WCELRMEZIRYRY, KIZ, FEEET O
EIZL DS 2% o 72 MID DK - 45T
RFEIZOWT, 2L TRfZIZ, MJDOJREL
BIEEERENOBEIIOWTREDHRE F U
TS %0
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Il. ER&EEF (MJD1) DREIE D14S48 |2 BT 5 allele typing D 7 — ¥ N L

7oo ARFADBHFHIIAH 265bp DT L & Ff

MJD b D% < DR PEREZE B & [F) STHBY (MFo7+), 2 58RI TO lod
I, TNETERIRD, WEFR, M B u)uﬁﬁiﬁ(ﬂ>ﬁ0faﬁm4%
D BIZED TN CTE LI 20 b 5§, L7270 COMIZAZICHEMD Y L SN DI
DFHIZOWTIHIZE AL S e h >  HBEHE3ZHWATEY, D14S48 1 MJD EfL¥
o LAL, 19804 RICAY, KY ¥ aF LEERICH L TWh EEZ LN, AR RE

Vo 70— e Wb b FRIZFHT  GUARHMID 5RO D14S48 122\ T D lod
T —FIC & B R RB(E T OREATREIC % o BEOERNE, 6=0TH&EMHZ=566TH->
T&7, COFER, TEEBEMTICLY, B 72Y9, E512, MDE(ETHEE 720D DNAY
BT A EDRMRD LD dH7-0) OB —#— (D14S42, D14S43, D14S53, D14S55,
T 500 EL, RICZOBEETHELOFE  DI14S48, D14S45, D14S51) & D% piH g AT
M7 L OB K 2 1ER L 72, S8BEfn ClE, DI14S55 DAL T lod £ 5 O I il 9.72

FRAELT, MEFEROFEC L) REE  AELA (M2), MD OREMET 4 145
BT THINEI PERETHEVI bOTH  JefafkEB (14q24.34321) 1HET S 2 L

%o 1993 4E 12X Lo THHI L 729, 5 S DR

EFHHIE, FRRMICMID &2 I L 72 iAR EWsbcER S, RINLY, 2L T,
D—REHR (BICHEREFIICO MJD Th 1994 FHFE LD 7V —FI25 ), 14q32.1 12
B ENEMTHNY) O EHT, 1989 f£T 5 MID OERFEMEET (MDD HFEE SR,
FLK, MR Z AT T2, M1ICK EHETIEEEICMDINCAG!) ¥— h DR
RR2OXA a7 74 SR~ - — fIESROLNLY,

1
©om |(71)
1 J% ;
ya yral yra} O

6/7) | (7*/60r7) 7) | (777) 6/7

vy s g o E s AUATHAN

5/7 | 6/7*6/7 (6/7*)|6/9 (4/) |7/7* 6/7* |6/6 (B/) |7/7*(7/7*)|5/5 (5/7*)|7I7 77 57 7*/9 6/9 nT

v

7/7* 5/7* 5/6 6/7 5/6 6/9 6/7* 6/6 47 4[7 A[T* 6/7* 6/7* 5/7 5/7* 5[7* 57 7/7* (§/) 57 F/7 7[7* 7/T*

N o= A1 (277bp) A2 (275bp) A3 (273bp) 67° 717

A4 (271bp) A5 (269bp) A6 (267bp)
O mex (265bp) A8 (263bp) A9 (261bp)

/ = A10(259bp) Al1(257bp) A12 (253bp)

L. ARFMID — A% 5D D14S48 129V T allele typing. 1L 7% (265bp) %Ll L THEo T 5.
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MJDICDNA (¥, 1,77635%, 35907 3/ Oy 7 4 Y7 XA T, PR E &
Weh ok bEMAE (ataxin3) #I—FLTH CIITETOREICEHL TS 1Y,
D, RVZV¥Iv%3—F95CAGY) ¥—
MEIENERFIR D C HK M IRV E IS L T n. 8 &
W5, Ataxin-31%, V¥ 3 ) E— FUALIC
BEEMOEAE E OS2 REEIE R L, HAN (ABRERMEANRD) EHAIIBITS
DOERRIZBIIED E 25, AWTHA /) —H> 7  ADSCD DIEHERMHE S 23R Lz, HA

(AF6 MJD5 R R)

12

D14855 D14548
10 Al
n D14S45

= D14S43—

D14S42 ——D14S51
= |/

g A | B

-30 -20 -10 O 10 20 30 40
Map distance (in centimorgans)

2. MJD JE KB T RO S s gi it GCR7 & D 51H, —&KZ)
D14S55 D JERE T lod 15O KAE 9.72 23 5N TH Y, DI4S53 & D14S45
TIEMLAIZ 2RO TWDHE DT, MJDBIETHEILZ D23 DM 29cM 1247
LT HEEZLND.

Lod score

o N A~ O
) l

HARNI3 5% (HIGERMREAF) FIA 172 %%

SCA8
1%

MJD/SCA3
32 %

Unknown MJD/SCA3

29 % 33 %

16q-linked
10 %

3. HA A& A ADSCD OF RIS
HAATHHATS MJD (3 bHHEZDFE\V ADSCD TdH 5.
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\@%F B LTiE, SCA6IETEHARIZE <,
%16 (T EH T A /NI R TR E I3 REFIR 122w
&, WIGENH DL EVMOENTWED, F
BODT =Y IIHAZEKOHEIZL MU TSE
Y, MJD (IAFE The b HHEL D 5\ ADSCD T &
5 ENHRTEL, T2, HFIZBNTY,
MJD 3R b HEP S WERTH L L Bbh b,

IV. CAGYUE—#H5 R/-ERKRE

MJD DEEIRMGIE, /ANCER, oA s,
VAT RENGEERIEE E L LR
P, RRSHRERSE 7 & o PGSR I AT
SHIRFGRRE, BRI A X 3I7, o WIRAE
DFFHYAY 2R DTN % 6

MJD1BETFHD CAG ) ¥— MKIZD»WTD
HEHOOMETIE, EFT7 LV 14~ 44, (HET
L6 ~86Th Y, MEIER DI\,
IR EMET L LD CAGY E— M2

TVIVOKREHEARKRZ, R E- N o~NT
DHEARICIL, B REERATT <, ERD
HIETHAHDT, BIEFEMAE (gene dosage
effect) ODFFEFHEREND (M4), FARICE
S TIFLEHERG & ) U — MRICHBAR S
‘(b\é 17)

513, CAG ¥ — FMEDERIRIZICEE
THNEI %, VE— MRICE Y EHE B
T THE L2 (1), ZOfER, A
Pl O o < DHRIE, V) E— FEDSWEELC

FICEHE ISR Nz, T2, AESEER
WHEDDT AT RBEME I A F I T b KD
A H o7, Thbbh, JE— MIDLVE
HCRHRERIIEHNLZTREZELR T VO
T, WMRZHPRENESTH Y, #HIb e
BE TR T 5 & bz,

BIZTZWTHEC 2 > TH 51, MJD @
BRR AR T AIEZNETICEZ LN TV
bOXYBIENWT LB LTEY,

spastic

HELZADOHMPD Y, VE— M %WIZE  paraplegia phenotype'®, pure cerebellar ataxia
FEREEHDSR-C, AwniZEEv, £/, MR phenotype'”, symmetric proximal neuropathy
90

80

$

REERSHES

704

CAGY E— %

60

50

Y=-0.2229X+83.37,r=-0.6761, p< 0.001, n=114

0 10 20 30

40 50 60 70 80

RAEF# (%)

4. FSFEIEHSE CAG Y ¥ — M Lk 13 X v BIH,
ZIEFR EMET L VO CAG Y ¥ — FUIC
X, ML L9 %Y - MAFEOANT OHEASHRAEGN
FERDERETH 5.

IER (72/70 ) ¥ — 1)
ISR AR A

— ek %)
BHELAOMEND 5.

16 & FEIED & EHH

2L, M
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F 1. BREEBE L cAG ) E— M Orik13 X 0 51H, —#ft%)

P RE S JE— MK x P
=74 (n=29) 75~79 (n=38) =80 (n=8)
JEE) 25 (0.86) 36 (0.95 8 (1.00) 2.350
R 28 (0.97) 36 (0.95 7 (0.88) 0.798
HEAT A FIR 75 PR 9o 19 (0.66) 30 (0.79 6 (0.75) 0.947
B A it P 1 19 (0.66) 38 (1.00 8 (1.00) 14.416 < 0.001
IFFIT 10 (0.35) 21 (0.55 5 (0.63) 3.322
B 12 (0.41) 15 (0.39 1 (0.12) 1.372
Do DR 6 (0.21) 19 (0.50 4 (0.50) 5.075 < 0.050
JARZT 14 (0.48) 21 (0.55 6 (0.75) 1570

phenotype? Z EDHE SN T WD, FEHL D
CAG ") ¥'— MNEATE6 LD TR, AR
EL/NREHE R LTER 2R L Tnb D,

PHER MRI M {4 & CAG V) ¥ — DMK T
&, B/ N HRES O FEE L) ¥ — IO AT
E <, FRE DML WL,

V. BIRROEREGFIRSR

A. REBAHEOFRREM (meiotic instability)
1. RBBEBRKR (anticipation) EFHWDMHE
(parental bias) * FEOEE
FHEBL L1, HLRRIBVTHAAE
EHWITHEFHRD R 2, WA EELT
52 ERBTH, L DOKRY) Ty I EIck
WOBLTH L, TOBRITHED»SFITHEEE
EFHMEDb LB, FTIECAGY E— Mg s
LI 2 ETRASING, EH 5 O T
1, WRDRBH Sk TIE T 14.7 4, BHb
KT T 65 FEREFMPTEL Lo THBY,
ZHUHTIe LT E— MU TIETEY
3.2V E—1+, BEHRTEIFEFH1I2YE- T
HONCTW7222, K Vg I VIRTIERET
KBEHKTH S L X2 CAGY ¥ — FEDY
3L (parental bias), RV 7L ¥ I VIFD
FARFAEBI D5 IR TH 5 220,312,
EREY A a7 4 — (DM) R HEES X FEMR
BT, BB EERME IR TV E2M5
NTHY 32 DM TIERHBAHKOMET LV

DO T ENZF O TIER I 25 2 &
DL ENTW D (reverse mutation) 3,

RV TVE I VFHICBNT, LKHRFETY ¥
— IR LRT VT EIAHTH 5705, —fk
Bk O) ¥— MuIAmko ) € — Mk
DLIYVHELTVWLIIONELL, EHELOH
—HFDOMETIZ, DRPLA Tl bJHE TH -
72 (W5)%, —J%, MJD TIdZHIMERD CAG Y
= EPEL RBIZONTHTTOFY
CAG ) ¥ — MR & AMHITNICH 5 7232,
ZO L) BENEH B D ODOREMBLA AN
blzoTHET B0, REMEKTIE CAG
NVE—= IDPREEE R, MELSTVOTIE
LS5,

DRPIA N YAV 22w 7= AT, &
B SR TR RIS EIC) ¥ — PR E
L, TEHHRCIEREKEEICAEEIC) E— b
DEME LTSS, ZDH 4 b DRPLA IZ
BWTHEAMKTH 2 (BHHARTIFEEEIR
Wb OO &I ¥ — b YA T B @A
Ho72)¥, MJD T BE5  MRkRBIL DN
ZoTwbborlEbihs,

Z ® & 9 |2 anticipation D A = AL & LT
CAGV ¥ — MEDPKRELZEEZH->TWwE 2
EDHETE L, ~HTEESIE, BEEkT
anticipation "L P TH HI2d b 5T,
BTMTOCAGY E— MO ELDIEZE AL
LZWMD ZRAEHEBHRLTBY, VE— DML
37 L T anticipation |24 L T A 5 5@ ma-
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CAGY E— MK

[15. DRPLA 2ZICBIFAH—FDCAG) ¥— Mo 2 75 2 (CHEk30 & Y5

A, —#b%k)

H—HE70 CAG ) E— Mg, HMERE D MO T2 D0 KHGTH 5.

ternal factor BSHFAET A D TIE Wi e EZ T
b‘%) 34‘,1O

2. gliaERR (founder effect)

BITAEM I L 13, [CAGY E— hDBEME
HROWROS NI E D SR A BEIC L D ER
WA N T o7z T EEIFTH, HEAA
EHEANIZBIT A ADSCD DML &, fBFH B
FAIEHETLLVDOCAGY ¥— b oiE%
WaS L7275 5 2, ZOE%, & 5 A
DEFTLLIVDH)EEWCAGY ¥ — MK
(large NA) ZHROEOEGIIAMIC L Y #ED
HY, 51T large NADLWARTIE, 0D
ADSCD OHHENEH W LS L7z, T7%4b
L, SCAL® SCA2 IFHANIZE L (ZhEh
15%, 14 %), HARANI AW (FRENI3 %,
5%) %%, SCAl & SCA2 O large NAH (Z 1
FN>30)E=F, >200E—=F) FHAIC
%holze W2, MJD, SCA6, DRPLA IX HA
NZE L (FNEFN43%, 11%, 20%), H
N (ZRZFN30%, 5%, 0%) 77,
MJD, SCA6, DRPLA @ large NABE (&2
n>27V -1+, >13J€E—=}F, >17J ¢
— ) BHANIE D > 720 REIFFIRE L
727 LIViE, large NAD B A L TWw 5 W fElE

WEZHLNTW5D,

Huntington 3% (HD) T [ U X 9 12 large
NADSHLLMET LVAEL B & AHE
ENTBY B X522 0D &9 % large NA
D% L, METLVERUINTOY A4 T
STWVEIZEDPMHLNT WA B, 72 large
NA DBFEIC NS 2 D AHTH 5 25,
CHUFAIGBE R E LTEHNLZOTE R Wh L
EZbNb,

MID DNTB AL TITIC LY, ShET,
RV TNVRIZET VLV AFHB 70—V A
(TTACAC N7 0¥ 4 7) L% - 37X VE
(GTGGCANT U ¥ 4 ) ZNFNIZ2DD;H
RTFERENRI Y, #FRWIIERE OBEETE
B X BRIGBE RS H DD TR b E 2
LNTERO, LHL, O TIE TTA-
CACNT O ¥ A4 7IET7 V7 CTHEIEFERINE
Y, BlcaI—a v SR TF oo bEZLNT
WaH W DR Y FLY I UHEIZOVT D,
— MBI E R RIS L2 THAH LER
S5NTW5 2,

—75, BEEFEELITHIZ, CAGY ¥— K
PEREMELRTWEFONT T Y 1 THIEE
THDOTIEZVrE W) TS H 5 (predis-
posing haplotype) o« MJD TIZfFED /N T 1 ¥
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4 7 L IEFEF O large NA A2 2 DT,
predisposing haplotype (& fF1E L 2\ D Tld 7%
e ENTWE Y, LorL, DRPLADNY
By A THATI, MRET LV EIERHERO
large NAZE TR —DONTR S AT THY,
predisposing haplotype 25fF4E 3 % W] RE 14 A4
etz 9,

3. Inter-allelic interaction

Igarashi & % 13 M/DI 1T CAG V) ¥ —
FMETO—MEEER (C/GEH) IZEHL,
HBECTHLHOMET LIV (EA) LIEET L
U (NA) O3HOMAEDLE (EA-C/NA-C,
EA-C/NA-G, EA-G/NA-G) I2BWT, Zh¥
NOBT-MD CAG ) ¥ — oAb WiEt L
72 (57 5 45 72 65 H1D MJD 1213 EA-
G/NA-ClE%ehro72)s TR, BTHTO
VY= MROEAPKEVDD (K 2H5W
13>2) TiE, EA-C/NA-G IZ EA-C/NA-C %
EA-G/NA-G |2t C odds LI 74 5500 - 72
(p=0.0006) (¥ 2-a), BOWZZEIZAND
&, T EAC/NAG I, BT EA-C/NAC
H 5\ IE EA-G/NAG D) ¥ — b DREENEC
HL, odds fid 752 f5mi 22> 72 (p = 0.00006)
(£2b)o bbb, EWTLLVOERINY —
YHHRT L VD CAG ) ¥ — b OREEMIC
KELEHEE2 NITT T L (interallelic interac-

tion) ZVHIBIL, CAGYV ¥ — M OREEMIC
trans D T L A N SEE 59 5 W RETE SR 4 &
nTwa,

§4 53 EA-C/NAG 2 FioMD & 24 &
EA-C/NA-C ZF#> MJD & 4 A D HE—H5TF D
CAG) ¥ — MhEMEI L7z, CAGY ¥— D
NEERERTRS BVERETHL ) E— O
SEE, BIEATE5.7 ~ 729, %hFEH18.1 ~
322TH1Y, EA-C/NAG ZFDEEDRTIZ,
EA-C/NA-C 2D BHEORETL DY E— b
WANEETH DL Z NP L 72%2,

B. Mitotic instability (A2 REFDRREM)

KA % & o 7o BB O AN Z L 12, (e
TLILVDY)E— NI LB % somatic
mosaicism (FHIEF A7) LI A, Th
EBAARD BRI BT B MO 53, HEhE
ARMT L DLEZOND, K7V IV
JHOHPTIE, somatic mosaicism (& DRPLA THg
LREL, SCA6TIERWEEbnb 2, F/z,
SCA1 X HD CTid L TRk & <, MJD X SCA2
TIHHETH Y, SBMA /NS WHIZRT 52,

FEE 51X, MET LIV somatic mosaicism
DR IC & 521k %, MJD & HD & D
PAF AT (A2 L T 2 a5 Il (umbilical
cord blood: UCB) &, [A—AD KA > THh
5 DO KEMIM (peripheral blood: PB) % H. Bk

#2. CAG) ¥'— F AL TOARREN (<=2 F721352) IZB5§ 5K (Crik4d X h51H,

—HReZ)

a EETLIL (NA) EMET LIV (EA) O C/GEHRIC X B E

C/G %7

odds P

EA-C/NA-G
EA-C/NA-C £ 7213 EA-G/NA-G

74 0.0006

b. 8 (BF) OBBIOCEHETLIL (NA) EHMET LIV (EA) O C/GERIC X 5%

Hotk C/G 41 odds It P

SRR EA-C/NA-G 75.2 0.00006
EA-C/NA-C ¥ 7213 EA-G/NA-G 8.8 0.0011

BBk EA-C/NA-G 85 0.0015

EA-C/NA-C ¥ 7213 EA-G/NA-G 1
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L. TORME, MEE LD PBIE UCB £
) b A 2 somatic mosaicism DFEE A HE§ 2
L7 (REBAE 0 MID A% 23 4E, HD
A7), IEF T LIV TIRRRTRGE I & 521k
BRBO Lo/, HEREY A b7 1 —
(DM) THFEDOBIG D HE SN T WD 9,

C. Meiotic drive

Ikeuchi 5 1%, BEIZFZWIIC & 0 ZWioHE
%€ L 72 DRPLA24 53 5% 211 44 & MJD7 K% 80 44
[ZoWT, BELEEEDOHHELZHE LT,
IRENKBHETH S & &2, HHELEATT
120 BFEImY, BEORENFEBDLI L
FREB L. 28513 meiotic drive & -(F
M, DM TbHESINLTWE Y,

EH 51X, MJD BE 74 OF 1,036 1 0 B —
HFIzowT, ME7TLVVEIEET LVOSE
HEE Lz, 208, METLVIVEIEET
LIVOIIZ 629 @ 407 ThHY, HET LV EF
OHETDIEIDBEEHICL VI L (a2 =475,
p < 0.0001) 2SHIBF L 7%, Meiotic drive &,
BHIZB 252D CAGY E— FOR
LEMELAT S DD A F) = X LD Bl fig
Hbdb,

VI. RUJILE I U fRDiRiEE & BEEEDR
FICEITT

MID 213 LD ETBEY 7V I VIFICIE
HFEDGF AN ZXLDBERET S (K6), F
T, BEICMELZCAGY ¥— 22K A
BEFPHRY) IV I VR RFOLRE Y L
TIELGNT, BANERATT 5, RS 3
R RAEE ISR L, B ofgkE
(FFE DB TR OWERE), £ LT, #ifEl
JaDoRREREL KT LEZ LN TVE Y, &
512, SIS ISR D7 2 i o %
REREEDH R TH D, MRS 21 DA 13
FERRE S HEAE L e S S AR RERE E 2 42 U T\ %08
BT RVwrtEZLNLTNDL Y,

INFT, RYTNVE I VIROBEREEORS

EEEN

21 TE  DEFFEA AT N T 525, #KIH D
HE LWL ODRNANT B, T3, RNATHIC
L0, BRAETORBZIHT 2 A07% &
nTws (M6-D), MJD Tl CAG Y ¥ — |
ETO—HELR (C/G) DEVWZFIHLT,
LR LT O A DOYRERNFE B 25 A <
‘/‘Z) 50,51)O

BRI ERE T, BBy FuY oy
DIEFAT % LH-RH B R AT 4365 19 1 BHLIE
TLIEDR o Tnd (M62)%2, X512,
ETNT T ATHELRGENRPWER SN TE
D, BUE, AEBUECERMFE OB T D
NTna,

EARY 7y 3 VARG R T CREB (2K
HFLEE T HET 5 2 LWL IS
NTwasA (M63)%, mEZHERILSES
HDAC FHEHIIZ X 5 HD & 7 VI O E#FER)
EAHE SN TV B 545

ERY) ZVy I VEHERT HAERY N7
BIATH—=NVTt Y 7ERILLT L, ML
LTy MEEICECERERZERT 5
(M6@D), 22T, ZERY N7 DEEXHE
T572012, 51 ¥ R0 VEETDEA 68,
NIEES T3 ¥ T DFSIEEE 060 Mg P
PofkoLe2 | AR 7V & 3 ISR R IR
BT HRTF FTHS QBPIO 2 LIk BiA
BB ZE S T b LT\ B,

TR VN R L CHIBBN SRS X 54
A OEEREELIMHIL LD (M6®) LT
LD B SN TVD, TNFEFTIZHLEFF
Ve TUTT Y= LARICEDBERY VT Dy
fRDSHET ST E 72976597 43, GTPase T
H5HCRAGEREBT ALV F T4 VAR ¥
— 2 HWBEEFIEEF TP, MJD ET )V
<7 ADMFEREIRDUEE DA STV 5B ®),
F=r 77V — )= LRIZK DRy
T DOBRIZELTY, R ZVE I VRET
WVE) ORFEFEIRDUGEDSTRO H LT % 970
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RTFE

REERARTZRX

mEMRBOMERSE

BI6. RN I pOIRERT & nRiEkg
FEIMME L7 CAG ) ¥ — P EFOB BT 25 R 7Ly I Y EFRORR Y YNy EL 1
T, BANERATS 5. KRS V87 IR BRI IEICHNICERR L, MoEE, FICEEolEs

HOBEEREZEL, fiEMROBEREZRTEEZONTVE Y,

DA AT — N, &

BVIEIRGET A 2 LI X D IEREOREIHKASLN TN S,

VI. bWIC

OGS TRIZFNT 70— FOREICX
D, MJD OJERELFDEH S, MID %1
LOETHR)TIVE I VIFOGTIRENHS

gl

GoT&E, TNETHHERELPTE S

Mo leds, BIE, R IV Y I VRO TR
%5 F 2 CHBERZICIT 22 5E 2 E N Ak ©
AT TV D, EVREE, R 7Ly
I VIRORIGEENTE LA ->TL B E

Bbihsb,
X #®
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