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Parkinson 7% (PD), Lewy /MERIGIR (DLB) & Lewy /ME, £ RMEHEE Tid Glial cyto -
plasmic inclusion 2322 WK B VREM R TH 5. WIhd o -synuclein (SNCA) 2E %
BRERTHHI LS5, ThEDERES “ o-synucleinopathy” &R T 5. T 5a-synu-
cleinopathy {2313 % synuclein BEEH DG I DWW TEIZ T2 6 ORET 247 - 2. DLB21 il
(95, FKEME1061) 12K LT, SNCA & ZDMEEIARTH 5 B -synuclein (SNCB), y - synu -
clein (SNCG) ODOFIEREIS 4 EEIEEEYIREETHEM L. 2055, SNCBOT I/ REWHR
S —IEEER (VIOM) &, SNCGD7 I/ BEBRA S —EEEHR (E86G) NEKEEL
725\ DILB D, ThZTh& 1HIBY SN, ZO—IEEREHRIZEESHE 279 %, PD B
BUFNZIZRD bk h o, LRHEMIE 48HIZF v TIX, SNCA, SNCB, SNCG &
Synphilin-1 (SNCAIP) EBZFD—1HELA (SNP) 2N, ELEO 7 VASHBIZDOWTE
BB 2T - 728, ARZRRD oA sr 572, SNCAIZBW T L 72 SNPs,
91.2kb DFEHIZ D72 > T, D' (MEX$E) > 0.7 THAVVESH AN FEEH A 580 72, 72 SNPs K D H#EE
X N3 haplotype 13 8% - XIHBEEFIA, 6 D038 — VIZEN XN, ZOHEESHICHERIZEA
Wik o= —7J5, SNCAIP (23 T3, 111.6kb DA 5 SNP A#3&IR L 724, D' > 0.25 12 &
BEHE T, 2 DOEEANPEEIROFEINTRE IR, r2>025 TiE, & F - 2EER L EE
AR T & b o 72, [EEEY 5 HEE & 5 haplotype & 10 734 — VDI RIZ KUY, BEREL
KEHERER C haplotype A ICERZE43BW /2. PD DAL 5T, 1D «- synucleinopathy D FRIAE
1% L, SNCB, SNCG, SNCAIP &5 BIEEHDOBIZF 2 BE5 L T 2 g4 R U 7=,

# — 7 — K Synucleinopathy, Dementia with Lewy Bodies, Multiple system atrophy, 3- synucle -
in, y - synuclein, Synphilin - 1.
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iU &I

WA, fREMEEE D —F I o - synuclein
(SNCA) #FHR LT HERMENED b BE
BB I N, TIN5 % o -synucleinopathy &
ML TS, ZhoDBEABRIZIX, Parkinson
# (PD), Lewy /IM&ZUIR (DLB), £ RMEHM
iE (MSA) ZE»REENS. PD XU DLB Tid
Lewy /M&, MSA T3 Glial cytoplasmic inclusion
(GCD) &I 5 A Ra B 5 7R 53 R BE 22 1 7o e
BTH D, a-synuclein (SNCA)V~ % %, SNCA
& #E A3 5 HEH synphilin- 1 (SNCA interaction
protein, SNCAIP) Y~ 6 [z kDR I T 3.
—75, SNCA & &\ ¥ % £ D B - synuclein
(SNCB) KUy -synuclein (SNCG) iZ&Ehix
W DID A ALREEENT 2 5, SNCA IZEEEAKIZR
LR VMER 250 A, SNCB & SNCG Tid5s
< 99 B |Z SNCA DRHENEEOAFEIZEI L T
HIIZ@< EEA B RT3 910,

BEARR Y ERBLE OB, 5FTEL O
RERTRD LN TE 2, FIETET LY NA
<7 —¥%% & amyloid beta - protein 1V12) apolipopro -
tein E W FY L& I VFLEHAERY L
IVHEDL EEMRENELDELTHITONS.
INEOFEETIE, BERERESOREIZLD,
EERPBIZEZINTWBILIHGLEE -
7z. —#, « -synucleinopathy IZH5W\WT %, &%
B TH5 SNCARUZOBEEEADER L
EREOBEZEH ShTw5s, BLaKEEE
2D PD B L TROMICEI 2 ED b h, %
$ SNCA D HZER 1917 H3gith X h, BT SNCA
B TREIR D triplication 283 X /= 18, & 7=,
INFEM D PD TiE, SNCA O 7€ D haplotype &
DRIEBREENTNE Y, LarLl, £ DMK
D « - synucleinopathy (2B U Tid Z O JE K AR
Eh &z o TnEWn, 207 SNCA LSO
SNCABEEHICBAL T, ZhoDEEBHTHOE
HOHFESFER STz, £FFKEM DLB (2
BWT 20014 Bird 512Kk D SNCBD I 2+~
AZE (P123H) % & DERIHWME Xh, ERIC
&0, SNCA DEEEMTEZL & P4 5 HERE Kb

NBAREVE DRI X 72 20, BEZ, PREMD PD
IZCSNCAIP D RZERPM|E S, ZOKH Xk
SNCA BEZEHIZ & D « - synucleinopathy 435 &
FEZ XN BATREME S RIE T 5 2D,

AHEEZE TiX, PD LIS D « - synucleinopathy &
synuclein B & HERZ T L OBEEZH 5 Y
5 HHB T, DIBIiZxf L T, SNCA, SNCB &
SNCG BIEF DFIERFEIR % E R R Bk TR
WL, TOEROFEWERKE L. —75, MSAT
1%, SNCA, SNCB, SNCG, SNCAIP DO FEREEE
NEED-—EELA (SNP) %L, o-
synucleinopathy & Z 1L & @ #iE (AT & OB I
DWTEMNT L7, ZDOREER, DLB 2 iERIT SNCB
KU SNCG Bz FHEBICIEEXMBATCIIR
BWTIVBERENES EEEBRERLL,
MSA fEf§il & SNCAIP @ haplotype & 0 B % 7R
L7

HEEFE

X% & UEfl, DLBRERIA 21 6l (10 423
RKEBERD, BREKRENE(E 2% T 54,
HREERGMEIZ 2 KR 561), MSA A 48 5. 4
55> 5 informed consent &, FAEIMA MEk, X
(S HAERAEAR 2 5 EATF 7/ & DNA ZHiH U 7=.
DLB eI D AT Tldxtid & LT, PD38 il & IEH
x$88 44 123512 C, SNCA, SNCB & SNCG #&(x
F O 2 FERHIS & E IR R EC S Y e B T L,
R L —1EEEBRICEI L Tid, PD316fl& IEH
{5 235 {3l % X HE IS 2 D M % A U 7=,

MSA FEFI D @ty TIXIEH X HE 48 5] & Lb#R % 4T
7.

1. DLBEFIC BT 5 BEFHENR

SNCA exon 3 7* 5 exon 6 @ PCR 1, Farrer 6
O primer??), SNCA exon 7%, SNCB® exon 27* 5
exon 6, SNCG D exon 145 exon 5 ¥ Tl Primer
Express ver 1.5 (Applied Biosystems) 1=k D&%t L
7=. Big Dye Terminator Cycle Sequencing Ready
Reaction Kit Ver2.0 (Applied Biosystems) 2T
& L, Dye Ex Spin Kit (QIAGEN) (2T Dye ter -
minator % f& % %% , ABI PRISM 3100 Genetic
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Analyzer (Applied Biosystems) TEZ% % € L
7=.

SNCG D E86G % k3 A257G &E#a, & SNCB
V70M % #2 2§ G208A EHRIZDWT, ThEThod
ARG U 72 TagMan MGB probe & primer %
Primer Express verl.5 # F \» T EF L, ABI
PRISM 7900HT Sequence Detection System
(Applied Biosystems) 2 CxfHafI % RET L 7=.

2. MSA EFIIC & T 2 BI5FRER

SNCA, SNCB, SNCG @ SNP ix NCBI refSNP
DT —FXR=Z LIZRAFENTWE S5, TV T A
fETD minor allele DEH 10 BLLETH B LD
%3EIR L, Assay- by- Design service (Applied
Biosystems) =T TagMan MGB probe & primer
% @& LU 7=. SNCAIP T3 Assay - On - Demand
SNP genotyping product ( Applied Biosystems)
# 72, SNCA BIETFIZ DWW T, intron 3 2 5
intron 5 £ T® intron WIZHLE$ 5, 14 O SNP
ML, SNCB TiZ, 5 UTR T 2 » Fr® SNP
%, SNCG 13 5 UTR & intronl I &S % 2 » A
@ SNP %, SNCAIP {3, intronl »*5 3 UTR £ T
FIZ intron IZFET B, 6 » FTD SNPIZHWT,
TagMan MGB probe (Applied Biosystems) %
2 4 L 72 . SNPs typing /¥ ABI PRISM 7700
Sequence Detection System (Applied Biosystems)
I2CEME L 7=,

#EEIE, SNPAlyze ver3.1 (DYNACOM) 2T
2% SNP IZ 35 1) 5 fE 5l -xf B fiff 28, & SNPs [ D
M GH N - R Ar, & BF N T O Expectation -
Maximization (EM) 7L X4 23 {ZXk 3 hap -
lotype #£ % % 174>, haplotype 73 fiICBA L T & iE
Bil- K BRAF 2 & 17 o 7=.

] S

1. DLB (CH(f 5 synuclein family & {=F#ER
SRIB DT
FKIEMED DLB FEffl 10 i (F Sk @ MH8s 2
KR 56, HREKRZBRR 2R 560) “C“&;t
SNCA, SNCB, SNCG D 2FERE I A E %58
Lotz —7, WFEHED DLBL1HIO 5 5, 11§J

SR 17 4 (2005) 1 A

(& 1) 12T, SNCG D 86 % H D glutamate »°
glycine (ZBH#9 % 7 I/ REM E86G) % 1ES—
BRBER (A257G) % heterozygote TARM 72 (X
1A). %72, §5—fl (‘&% 2 TSNCB®D 70 &
H 0 valine #% methionine IZE# 457 I /BB
B (VIOM) %P5 —1EEBEBR (G208A) % het
erozygote Tid 7z (B 2A). ThoD—IEHE
B, EHXHE 279 ], PD354 FlTI3E%0 65 hic
o7z,

SIEGIOEERIG 4T3 5. BF 113, 74 KEE,
BATRRETRIE L 2. TSR THITHEMHS &

ISR, 77K, ARRERANRI A 22, Rl
ﬁ%ﬁ%ﬁ, FhaEil, B, NHA - BiEST, BT
HBONRFE 2B SNz Zhoid F—1E
HINORIBIZZ LL, BB~ Ty FOWARE,
HELWEWIICAM»RR A 2" BEDLHE,
1o TEWARWIGFTICHENT TR % E@;‘J—{ﬁ%
AU 7z JEE MRI T, HEE ONZEEITRD 5 3
DO, BMHEECILEIL 250 - 72 ZO%EH
L SHITREE A EAL U, 78 i Wechsler Adult
Intelligence Scale - Revised (WAIS-R) T verbal
1Q %% 60, HETREANIAHER X 7 — L (HDS-R)
TR TH -7 AL ERTEEH LS
DIBRBEE -7z, BERKRTHERTHD,
BOIL 2R ERTREZBED 5Ty, &
H 213, BERICAFOIBER R EIZTHRIE L
7=H5M. P 3AF &G SPNIREER L
2%, TR, MEREELSTEEOEBIZME,,
F=238R2WELREZ A, RTAPRZIS L
EDYIRRERL 7=, WEkEE, WTEE, Uik
BOEHREENEIT. REMMKE AL 835
TYBEIC AR, BIfERENE, s, £ L TRk
¥, /NAIAL - BEATT 2508, HDS-R AV 19 fi &
BEANEEZRD 2. EH MRIATRTIZUE
AMEICEBOENE &R, BEIHMED B S 3 5
FRDATEH 7. UHRBAKRIRE L 20, flfgicix
F, 84 mE CHZEICCHEL. WEMIIX T bhi s
57z, W OERI & BRI 21 Consortium on
Dementia with Lewy bodies @ criteria 24 2 & 1
DLB &ZWr & h iz,
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A)
[ if
AN
i
B)
Homo sapiens
Rattus norvegicus
Mus musculus
Bos taurus
O

Y -synuclein

E86G ‘

64 NAVSEAVVSSVNTVATKTVEEAENIAV
64 NAVSEAVVSSVNTVATETVEEAENIVV
64 NAVSEAVVSSVNTVANKTVEEAENIVV
64 NAVSEAVVSSVNTVATKTVEEVENIAV

E86G

64 NAVSEAVVSSVNTVATKTVEEAENIAV

B -synuclein 64 SHLGGAVFS--------~---~ GAGNIAA
a-synuclein 64 TNVGGAVVTGVTAVAQKTVEGAGSIAA
Hydrophobic residues

A) #BE 10D SNCGIEREEF 7 u< 77 b, REMHILELA %
Y. B) EEAWEO SNCG 7 3/ BENOLE. 86 FH D gluta-
mate I3FEE A THREFEE N T 3. C) synuclein family Bl TO 7 3 /
BRECS| Ot — B T RERIE SNCA 12 & B SHERRICEE L bk At

BB ATT S,

Gene accretion number {X ,

Homo sapience SNCG; NP_003078,

Homo sapience SNCA; NP_000336, Homo sapience SNCB; AAB30860,
Rattus norvegicus SNCG; NP_113876. Mus musculus SNCG;
NP_035560, Bos taurus Synoretin; AAF32342.

2. MSA EHICH T 385 F BT
1) synuclein family (SNCA, SNCB, SNCG)
IR T IS DT D SNP I & B #ET
SNCA & 1z T $8 3k N intron 37* & intron 5D
14SNP, SNCB ® 5 UTR® 2 SNP, & SNCG ®
5UTR & intron 1 I & 3 % SNP {2 DWW TR
L7z, fll4 D SNP DFEEIZDWT, XfHHE DR

TT7LVLEEBIIEEXZ3AD A7 (E1).
SNCA D32 91.2kb DHFF TD, & SNP D 2 5
BIESERN GBI T, $XTOMAADETD
(FEx$il) 2807 2L, BOEERTEEIREEE R
L7 (F2A). FMEBRIZEE LT r2>0.25 % Bl &
LTaHi§ % &, ZOEBANIIALLLEE3D0D
FOREENPEER A HEETAZ LB TH -
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A)
il |
!
S
€14 4 |
sl e
B) V70M ‘
Homo sapiens 64 SHLGGAVFS--—--—~==== GAGNIAAA
Rattus norvegicus 64 SHLGGAVFS~~ === === ~= GAGNIAAA
Mus musculus 04 SHLGGAVFS = = = = = = = m = = = GAGNIAAA
Xenopus laevis 64 NVVGGAVVSGVNQVSSKTVEGTENVVSS
©) V70M ¢
p-synuclein 64 SHLGGAVFS—========== GAGNIAA

y-synuclein 64 NAVSEAVVSSVNTVATKTVEEAENIAV

a-synuclein 64 TNVGGAVVTGVTAVAQKTVEGAGSIAA
Hydrophobic residues

2

A) % 20 SNCBIEEEDI 2 v~ b 7'J 4. REEHNE R %
A9, B) EREEMEO SNCB 7 3/ BEFIO ik, 70 F H O Valine
WAL TRIFES T, C) synuclein family BTD 7 3 / BRAD
Flotss., —E TR SNCA IZ & 2 BERRICEE LB MEREE
HAERT Y.

Gene accretion number {3, Homo sapience SNCB; AAB30860, Homo
sapience SNCA; NP_000336, Homo sapience SNCG; NP_003078,
Rattus norvegicus SNCB; NP_542955, Mus musculus SNCB;
AAH19409, Xenopus laevis SNCB; AAL16411.

72 (R2B). RICEM7AITY X4 B & Hu (Al, A2, A8, A12) # FWERE L 7= haplotype 48
haplotype #H & Z H#E L 7=. BEXNBE2HIL 6 BICRBESEERO 2 RETHEREE LB A,
FEXED haplotype (HA1-6 : % 3) ICHEHNE IS -7z (data not shown).

LR, BERED 82.7 %, REEOD 87.5 %4 SNCB, SNCG ® SNP &) EM 7L TV X &2
3 fEXH D haplotype (HA1-3: %K 3) IC&€Hh THERE X N7z haplotype S8 D B N BRI T D
. HEE XN B A DOMGIARTEES (AL, A2-  y2BHES, SNCBT P= 072, SNCGT P=

7, A8-11, A12-14) ZhThA» 5 1 frd SNP 072 LEBZEEZRY o7 (FRD).
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%1 SNCA, SNCB, SNCGBIET D% SNP D7 L VK

A)
BEHOELTR X REE O BT A allelel I allele2
SNP  jhomo (1/1)fhetero (1/2)} homo (2/2)h homo (1/1) hetero (1/2)} homo (2/2) 2 Pl
Al 16 14 5 23 17 8 0.00 0.99
A2 19 15 3 25 20 3 0.04 0.85
A3 19 15 3 25 20 3 0.04 0.85
A4 19 15 3 25 20 3 0.04 0.85
AS 18 14 3 25 20 3 0.04 0.83
A6 19 15 3 25 20 3 0.04 0.85
A7 19 14 4 25 20 3 0.14 0.70
A8 19 13 5 23 20 5 0.00 0.98
A9 13 16 6 17 18 9 0.01 0.91
Al0 12 15 6 17 18 9 0.00 1.00
All 17 13 5 20 19 5 0.00 0.99
Al2 11 17 6 16 18 10 0.00 0.95
Al3 17 13 5 20 16 8 0.21 0.65
Al4 10 19 6 16 18 10 0.02 0.89
B)
FER20) Ve %t B EE D& T allelel Xt allele2
SNP ID }homo (1/D}hetero (1/2)] homo (2/2){ homo (1/1) }hetero (1/2)] homo (2/2) y2 PIE
152075667 14 23 7 14 20 14 1.17 0.28
3762967 11 25 8 10 25 13 0.78 0.38
®)
BEHOEK TR Xt BR B O B fn T A allele] % allele2
SNP ID Jhomo (1/1)}hetero (1/2)] homo (2/2)}ihomo (1/1) }hetero (1/2)] homo (2/2) ¥2 PiE
rs3750823 24 17 3 28 18 2 0.26 0.61
1$3793900 33 10 1 36 10 2 0.03 0.85

MSA FEf & IEEMHRE T 7 VB & 5y 2REIC TR, BEERRC T, 7TVLEED
KDBOTULLEL DEVWTFTLLE2EHEL - ‘

A

SNCA® #& SNP, Al=rs3796665, A2=rs3756056, A3=rs3775448, Ad-rs3775447,

A5=rs3775446, A6=rs3756055, A7=rs3775443, A8=rs3775442, A9=rs2737029, Al0=rs3775439,
Al1=rs3775435, A12=rs3775424, A13=rs356204, A14=rs3775423, B) SNCB, C) SNCG T®

SNP TO#ET

2) SNCAIP Bir T iz D\ T DR

SNCAIP &{EZFIi2HBWT 3, &SNP T7 LIS
BIZAREIRDE» -7z (R5). £SNPD 2
R OB ARFEET Tk, D X)) > 0712
X BEFli T3 3 DOEER FHHEE (AIP1-2,
AIP3-4, AIP5-6) DFEIRE EN=H, 2 >
0.25 Tl AIP3 - 4 RIS, SR FHriERIZ S
FCxhhr o7 (R5). ZZTIRTDOSNP %+
FWEM 73 X 412 T haplotype % #:5%E L

7-. IEHEXTBERE T haplotype 34 %< & & 16 @D
NE—=UHHY (R6), BERFTIX 12 FIEHEE
Ehr: (R6). EWNEETIE, HEDOLZ V4D
® haplotype (HAIP1, 2, 3, 5% 7) 2, 624 %
DTLARERNEND EE L o/ BENEE
f81 T haplotype D#EE % y 2BRE L &R, P=
0.048 Tdh -7 (F7). % haplotype THR. % &,
HAIP4 &, xfB8Ef (1.38%) Zlbl, BEFH T
767 %% <D OLNIZ.

7Y
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# 2 SNCAEBIZTFRELED SNPs 1= & 2 AR F-H f@tT

Ald 19.922 11000 |
SNPREIEEE114377

ETHAEERREEETO, D' (HEXHE) 12X 37 (D> 0.25 2k@GTRT), HLEAr2ic

X HEHE (r2 > 025 2JREAT) &2RT.

SNP OFiRi, & 1 LA & SNP EIDOFEHEL, RIRLZED.

£3 EM 71T XL %BWTSNPs i2 & D #7E & 17z SNCA JEZE D haplotype

A10 | A11 |A12 ﬁgﬁ ?;Eg
0300 | 0318

0271 | 0.261

0256 | 0295

0.071 | 0.068

Il 0.029 | 0.034

A6 A | T AT/ 0015 | 002

SNP OFRniZ, %1 & FEEk. MSA BER CHEE D%\ haplotype 2* 5 HAL, 2,3,4,5,6 & L7-.
BENEBERCT, TVVEEBOLD ST VL AAR D07 VL EKEBOR TR U,

Z &

Zal, KA IZEERRIC DLB L& h - 24
fFliZ I\ T, synuclein family &8 Fic—1EEE#R
HFHRHE L. SNCGIZDWTIRHFETH® T,
SNCBIZDOWTIE2BIETH 5. BE1LIZED S
72 SNCG D 86 F H M glycine 1, 4 HfE % #

ATREFEN (B 1B), 7, synuclein family &
ZFOMEMMEN TIE, B 7 3 /8iX SNCA,
SNCB & Rl U glycine N&E{L LTz (R 1C).
SNCA X, BAR - ZRADE S 5 3, oligomer
EER LT WEASH D, ZOFKIZIE 71-82
BHOBHABREDOESHVEETH 5 LEHINT
W3 8. FHEMEMNT T ES6G %7 DBARKE IR
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SNCB & SNCGDSNPs KW EM 7L X
4 % W THERE U 7= haplotype D3EE

BLTw2 (B1C). —HFE&HE2TRD ORI
SNCB @ V70M & Gk, 2FEAWE, X561

synuclein family R FHNTHREFEI N TED, D
Haplotype | B &Hf | XEE | <& SNCA L ORI 4 22 &, HLEOBAEEIC
GG 0.469 0.388 0.427 Btz L v (R 2B, C).
AR 035 | 0419 § 0389 B4R SNCB, SNCG IR LIz e X h
i: g&g g'ég g(‘)f/; 27599, SNCG % E86G & # L SNCA & AR D
- - - 73 BEASICEBSZEIZKD, BEERERED
= - BV SNCAHEPIOMEIZEIL T 2 REM2E £
Ha‘;“:‘“’e = ?’i ? "‘g f}'i‘? ﬁf: snt (F3A). 7, B SNCB & SNCG
. . ‘ X ” | B .-
pom 0136 0.134 0135 ISEEARDOIZE & k3 5 %ﬁ a4 DR TR
ca_ | 0125 | 0095 | 0109 T3 VIR, SEOT I BERIZLD,
TC 0.000 0.011 0.006 SNCB & SNCG % SNCA B I=x3 2 #EHifEH
%5 SNCAIPEEF D% SNP D7 L ILEE
BEHOBLTH stREEO B FR allelel 3T allele2
hetero hetero
SNP  fhomo (1/1) 2 homo (2/2) fhomo (1/1) ) homo (2/2)§ %2 PIE
AIP1 36 7 1 36 12 0 0.23 0.63
AIP2 15 17 12 14 20 14 0.21 0.64
AIP3 20 18 4 19 21 8 L13 0.29
AlP4 24 13 7 18 2 8 1.59 021
AIP5 11 19 14 17 21 10 211 0.15
AIP6 37 5 0 38 9 1 1.68 0.20

MSAJEFI & EEEETT VIVEE 4 5 2 REICTRIF L 72, BEEBR e T, 7V LEE
DENTUILEL DENTULE2EHEL-. &SNP, AIP1 = hCV15965557, AIP2 =
hCV1151471, AIP3 = hCV1151458, AIP4 = hCV1151456, AIP5 = hCV11380138, AIP6 =

hCV7574609.

56 SNCAIP &% F/EIMD SNPs (= & 5 MG AR -l

I arp1 | a2 | Ap3 | aip4 | Alps | Alpe
AIPI 0.138 | 0.027 | 0.007 | 0.005 | 0.008
AIP2 500 0.021 | 0.050 | 0.200 | 0.000
AIP3 % | 0191 06 | 0.145 | 0.053
AlP4 0305 Lo 93 0260 | 0.050
AIP5 | 0.187 | 648 2 0.091
AIP6 | 0.096 | 0.044 0801800 | 1000
SNPEIEERE] 59312] 21434] 4452] 10674] 15700

ETHBENHEESETOD, D' GEXHHE) (ZX55HE (D' > 025 %/K
BTRY), HEDSr2Ic K 5588 (r2 > 025 2)KBT) &R,
SNP D#RIZ, 2 5 Ak, & SNPRBIOMSIL, RISRLUEZED.
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£7 EM 7)Y X 4% SNPs 12 & D #E7E X 172 SNCAIP &2 D haplotype

EAIPI AIP2| AIP3 | AIP4| AIPS Am! BAERE |
HAIPL | c | Gl G| Al ! 1| 0320 ] o023
HAIP2 | C | 0.143 | 0142
HAIP3 | C 0.115 | 0.095
HAIP4 | C 0.077 | 0.014
HAIPS | C 0.071 | 0.114
HAIP6 | C 0.057
HAIP7 || 0.053 | 0.055
HAIPS 0.035 | 0.028
HAIPY 0.029
HAIP10 0.018 | 0.019
HAIP11 0.013 | 0.054
HAIP12 0.012 | 0.067
HAIP13 0.035
HAIP14 0.031
HAIP15 0.024
HAIP16 0.022
HAIP17 0.012
HAIP18 0.010

SNP D&mid, &5 &[Efk. MSA BEH THE D%\ haplotype 2° 5
HAIP1-12 & FE L, HAIP13-18 i, IEHEXBEDATERY 577 hap-
lotype T, HEDZ VLD 6FF 21172, BENBHRC T, 7V
NMEED XD ZNTLLEAR, DENT VL EIREORTR L.

R0V, Lewy IMEADEBORTE M EE X 1 5 W] B
HeEINS (B3A). 5B INn60—ERE
2k 5 SNCAREEABOMEAEMIZDNT,
BT 20END 5.

SR 4 B L 72 SNCG D E86G & SNCB
D VIOM ERFNE, FICREFE S 70 %RELE
MTHD, WROEFTHHEBENERTH > 72,
SNCA DEER 4 #D, BRGEHKRENEEENE PD
FEBIDERRE & BT 5 &, ASSTEERRROF
YIFEIELEM 23 45.6 3% 26, A30P ZEFKRDEHF
KEFEENIE 597 T H D 20, SHEOREFNIZL T
FHETH>72. SNCADERIZXBZHBIZILT,
Zhb SNCABHEEAERIZ, < £ TN

TH 579, ZOEKIES, SNCAEREFNIZL
TEIETH > = WREMESE L b,

SR H L7z SNCG D E86G ##HH>E&E 1 &
SNCB @ V70M %D &%E 2 TiE, KIENTORE
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