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DOFEAEN L T—F Y VRS ET
HEEZDND,
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Tan EK, Kwok HH, Tan LL.C, Zhao WT, Prakash
KM, Au WL, Pavanni R, Ng YY, Satake W, Zhao
Y, Toda T, Liu Jd, Neurology 75:508-512, 2010.
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BEA, FAYAELIZPDEE<BIET HSNPsDRH
rs356219, rs356220, rs356165, rs356203ME4SNPs

F4"J A (Muller et al. Ann Neurol 2005)

o | PLoss: @5 m=0.44/0.35, p=2.6x104.9x10*

SNCA (BB A R)
—

rs356165

356219
rs356220
rs35620

rs
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0203
0204
0070
0205
0207

HZ&E A (Mizuta et al. Hum Mol Genet 2006 & &USBNF—%)
I FL VSR B E/3 =0.67/0.57, p=2x10%-1.7x10""

x| 1

W I7z5—ET7vtA

pGL3-promoter SNPESL ~2500pD %"/ LEF]
SV40 promoter % JUuciferase SV40 late poly(A) signal
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]
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€ o
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Oy et
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2
TN IWT oA
SH-SYSY i # & 9 H 6 F *PD7 L Jl(disease allele)
rs356219 rs356220 rs356165 rs356203
Probe G* A ™ c G* A C .
Competitor - G A AG - TC -CT -GA-AG -CT -TC

rs356219M 7L JL(protective allele)l= $RHI-#
ATIREANHD

% 3

a-synuclein&/$—F V%%

mETF/ENSL
[ KTkeEGV UE—+ NAC (BiUK % i) (WKt
N-C-Z-;-:F- || || ] cam
1 140 aa
A30P  E46K A53T
(A F LBERPARKIER)
[ PARK4
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EFBEEEREE S (BatRETRTRESR)

-’E'fﬁﬁ’%% BT S AEMIERE (&)

AN — Y = X AIEFICE

R HEE

75 PLA2G6 (PARKI14 )72 BARHT

oA REREE V2

W AE  HEER D, EM%ﬁm SAEE T 9, KRR 2,
® oEY, il FO2, EARE 9, SIIBERRY
DIERBE RS #AMREIRRE - R 5 —
DIER RS F iR
3) SRRl R PR
AFERIE HRRBMREE S —
BYEILKFEHBRLE AEENR
HREE
RAEEE 30 UL TOEFEN =% 0 Y = XRNEFO > b, BAED 5VITHMRERE, T30R, &

Bl EOBMIEREZ 27 5 29 5%, 30 EFIIHVWT, HftELSEEEE N —% 0 Y = ZLDFREGRT T

% PLA2G6 (PARK14) DA RN 51T -1,
RN 2 ST BAN 2 5055, 3 AT
N, WITRLEENT nREHRERTH -1,

DR T,

. BREVEE o TWB3,

% VIEBIZERODTZ,

REGNC L W ERGEERAFE O R RROMECERIC LY BKREIC

BT, SEOHHEAER (p. F72L, p.Q452X, p.R635Q) MFEE
FIMFERIZIE
EEBYD 3ER & b L-dopa RIGHED /A—F 0 V= X LERTH D |
BEMIEGID X D7 DA b =7 BERRSIER,

®T 2 p. R635Q ERITAIEE SR O TREM:
FIEENEIEEE: I =gy
R RILERY BT, RMOERIEE

SEARECS LRI 1= VAP <Y g e

A BFZEREY
Infantile neuroaxonal dystrophy (INAD) K& OF

Neurodegeneration with brain iron accumulation (NBIA)
DIFFEIRT T B PLA2GE 1., 2009 45 Beta kot n
M=% Y = X LDIFREIGF Th HEP|E S 4L,
DARZT-2—=F L V= AXLERETERXAZ AR
UA T N3 FR 6 JEFIT, REESHERNFEEIN
7=

SRR, /v —F Y = X BEFNZIV T PLA26E D
TR 2TV BRARAVFHE AT 2R ARV E L,

B. WISt

FEAEFHR 30 LU T OFEFEM S—F 2 = X LJER] (F
FIFEAEAFRD 21. 258. 4 5% D5 b, BBEVED D\ iHiE
FEEM, E3OR, L EOBMERE275 29
F% 30 FEFIZOVT, PCR-direct sequencing $EICZT
PLA2GE DIREFENT&AT -T2,

FHFFRIINER ERFEFIMGEER S TRBEHTH
Y. DNA BRBUC STz o T, ERRC & 2 FE55 70808 & 8
AAL B LLIIBEDRREOHEIHRES L E@IC
TRIBZEE L ICRIL 21T o7, £/, &REO[E
MNEROERE L, FFEDEOHDATREE L, HFEIL
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(8% NOFFEPHRZNEDICEE T H L L b, /6
hf:ﬂﬂ)\‘f”é“%&il/)b\TZ?i‘ii%ﬁ%é’i%’ﬁW)t\ SRR
L. IWIRAN 2N K D (TR L 72D A4 34T L 7=,

C. BfFFeRER

FIFFAER 2 ETe A AN 2 5% 3 AEBNZISV VT 3 FED
HHRSAER (. F72L, p.Q452X, p.R635Q) AEIE &4
WIFNHEE~T EERER Thol, ThbH DK
BITAARNEFE 100 NTHOWTIFERD Lot

ﬁﬁ%% ux—/\@j % p. R635Q %E‘i\ NT A 7“%@*}11(])
RER. AUEERIRASTRD DT,

3HERI & % L-dopa SUGHED /S—F >V = XL TH Y |
RISARIEEEE| a2 300, BRAVE 21 © ol O ERPRARF
{#% A L TV /=, Frontotemporal dementia and
parkinsonism linked to chromosome 17 (FTDP-17) A
REMEA T IE T D 7O\ MAPT & PGRN D25 SEFRAT % MiA T L
MHE(E T & HERITFRD Hiieh T, BEROD PLA2GE6
RSEMHEFIO X D72 PR =7 $EHRRAER, /MM
1338 BT INAD 0 NBIA FEFIZFRS AL D AROERIE S
ITEBE A DHIRO LN,

Family A

p FT721 wild/ p.R635Q

Family B

Do

D

atient A_T1

Patient A_T2

2 HF A B1, B2 D0EE MRI (A)
K UEE Bl @ SPECT (B)

B

AN S—F 2 = X LER 2 5% 3 ERNIZIBVT

pr BT OEESARER L LT 3D PLAZEHRAE R
i: 1l Al FIE Lz WPhoZR S AR AMEREICRD ST
111 1" q L I AMTEARBZTT L BMRIES N T END,

¢.216C>A(p.F72L) ¢.1354C>T(p.Q452X) ¢.1904G>A(p.R635Q)

JRHIAE RO AT REME ) S

X7z

[CAGACTCTTMCAGCTGGAG| |ACAG AACTAYAGG AT CTCGA ‘GCGCG!ECCCﬂAAOCAG(T GG H}{:‘;h‘((/) P]AA_?(;@ '22%’;[5;%["{@{5!] (1: ltﬁlﬁfﬁ[‘@@%&ﬂ\ﬁfﬁ V) %

hetero hetero \ hetero
ol b4 i o e e e . T,
,f i ZROALERTERIZ L DERRIGIE D 5 5 AlRetEA VR
‘ u/\ /\( I\ ‘\\\ " \/

L\ A MH L.A..Jlu / Dﬁé?}lf;.
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wild f ‘\uld s wild |

Ao A 1 ) b fi o
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H{\U{‘{ UxLMu\\ﬁ‘l' “l’\*"ﬂ‘l.l‘-lﬁﬂi' LUy UY E%%%
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B, S—2% o = X i heterogeneous 72FREBTdh D 0]
REMEAS NI S T,

¥ 72 L-dopa SRS 2 < ERAER T3V T, AR
FARE L ERCMIE T 2558 DAL, SREMECHMER %
BT DFRIBIY S ) = XLJERI T, PLAZ2GE
BB EEINDH~ETHD,

F. (ERfaiRiE
L

G. FFFERR
1. WROCHEER
Neurology 2010; 75: 1356—1361
2. FOFER
55 51 B A AR F S E
AR S—F Y R - EEEEREa TR
% 55 Bl H A NEEEFR

H AT EHEDBEIRT. (FERZ 3T
1. FETHAS
2L
2. ERHERE
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JRAEF B AR E M S (EETER BRI EF )
MREAMER BICEE T 2 RAEM B (DT &

Parkin / v 7 7 7 b~ T ZZET DA A Y 3R O Rt

DA A B BB O AR O RIEREF I TE D

WHoesr s RS

Wt &

AN, AREEY, HERREAY, M,

AARE Y, HAKEKY, AR#E—Y, KfEHE

1) ME R B8R 57 A #e  P

2) NERERFRFEFEFHIER AR BRI o ¥ —
3) BHRFEEFEHAEFHE

IN=F Y YR PD)IEZRFREB LB GNVRROARE R VAL Z SIIRETH D, (> TH—
BETRECRIET DEEMEPD ORE~OT 7o —FNEELEEZX L5, THE, #REMREBOR
HE & /iRt - Fo o B N R & 41, parkin KO mice & R 83 O WPHEN R ST 5,
AE], MEEREERTHD septin @ remodeling 12 LV parkin KO mice DA > AV A3 WBHENE =
STWDH I &, Fio, FEROBFIC THEMABICI T D RN U WA ENE Z - T2 algett 2 0%
L7z, E7o. PARK2 BEICMHFERERE DA O 2 ATREMEN RIE STz,

A BFEEEBY

NR=F% YV JF LT PD) % ITERED /2
WILRRICTH D, TO—HICE B TFRET
FAET D F MM PD(FPD) S TFTET 5. INVEAL PD
& FPD OJRBEICITIEE I A — RE R L TV 5
RIREMED & < FPD DR REAZ BTN FET PD DR K
FRICERT 22N FRIND, T4, #HRE
PER B DOFREIZ %, B OS5 @ ST
BY R IR MR B O HE A = XA
2B TV D ATHEMENE X Hivd, BELZ parkin
KO mice T R/ VifBffEE N HE SN TV D0
Z DFEMILEFIZIRATH 5, AFRBEITIH T
a7I, AR U EEHRT S large dense
core vesicle LB ORT#HEA T 52 L
O, Mg~ OT 7 o —FHBES e B e
BT DA A B A RE L. EIZ B
fa T OISR E T FRRIZET D parkin
D sk~ D5 & MET 5,

Septin (I A TR BERN G IZHEM E Th
HWHLREITRF SN TV D EELMREKER
ToH 5D, Septin L small GTPase THVY ., HOCE

& LR O @mkigE 2 232 2 & fthofiasg
BEA, MR EET 02 LamESInTWD,
Septin O FE EREIT £/ MBI TEB LT,
SEMISIZBW T, s RMEMOERZ KT S
ZEDBESTWD, —F, FERRMAATH 5%
MR T, ML RIZRITE L vesicle ORHIZEE
592 Z L RBRRZE R O EENICHTE LMAgE -
OEAOHFH, KEIZES L TWHTHAH Z
EDRBRE SN TWD, AR MAMEE T2 T septin
MERAEE A 235 2 L, parkin KO mice (28T
septin O EEAEEN vesicle D #FHE L Ty
HAREMEZGERA %5, F7=. parkin KO mice O A
Y AU WAL G PARK2 & BERF OBILRICE

Do

BAFFE &

F9°. parkin 2 fEEE, MHZEAET LEFL.
FCH D FRHT 3 LLER ) 28 5 7o AR S 2 HERR B e %
WT, A AU WA 2 RSTEEMEE (LLT TIRFM)
(Z CRFIRIZEMBIC AT T 2 2 & TRETT 5, £ 7.
58505 O docking, priming, fusion W\ 21BN
BEE SN D%, TIRFM 20V TRET 5,
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IREEICEHE R EA TH D syntaxinlAd ZHET
% septin DFEIZ, BIE. FEE( A, R&E _EHRA
# AW T HMREE R B MR TRETT 5, MfafE
B T IZC docking 3 5 vesicle & septin DER LR
Zt L. septin @ vesicle @ docking IZRIFTHE %
RF19 %, AAV-parkin % parkin KO mice O#IUES
PR f A S| septin DRTE, WEOE
{bomRIE., /. TORED vesicle @ docking BLE
DEE ZREFT D,

F 72, parkin KO mice TiEA A Y L pibEAME
TLIZEWI#ERD D, parkin KOmice DTHFEREZ
OGTT # W THEFT S 2,

RIT I T 37 I WREE FF2 PCL2 MifRiZE W
. sh parkin 383 X parkin % knockdown (KD)
L7-#BBa > septin DHH, /I, BEELE ZEYR
EITRET S, F7-. parkin KD IZ L B HHEED
ZE{t% . PC12 #BREIZ growth hormone (GH) % R IR =
¥ high KC1 FREIC THu &5 GH & ELISA{&IZ T
HESTDHZET, matd 2,

Septin (A EHREL TH Y, MIEEFHEELDOHE
B L 72 MEF M2 123317 5 septin DRBEEREFTT 5,
MEF #f@{Z GFP-parkin %@ ¥ H X+, parkin (Z &
% septin D HTE., HEEEBFT D,

R RS EEMALIC BT 5 septin DFEH,

NI U ERERRE 2 R ETT 5. parkin KO mice D
WAFRIZF1T D septin @ syntaxinl PAE %
syntaxinl & septin DA%, RELREEEZ AV
T TADWF 7~ Y —LHEICTRFTEZE
T, FEEAT D,

(fm BRI~ D BLRE)

O Y RDITFRGREESOERELET
BY AEERRY BHAICRYE D, M ERIT SPF
NTP2 LNLVOEREEDS LICERETL, £
BRASHKRT Lz~ U AR BRIy LR DS
IEIZED 5,

C.HFERsR
BT, parkin 23 Ed, H 2 HE T 2HF Z .
A R Y oy OERT D BRI 5 7o R R R

B AEEE A FVNT, TIRFM (2 THERT L7, Parkin KO
mouse OO 8 AR TIXHIIIEE T O syntaxinlA KTF
M T&H 2 docked vesicle @ vesicle £FIC E & HE|
BB L. docked vesicle 75 DR A EICH
LD, ZoLEOMBEAR CHRAILER
Eidle o7z, F£72. docked vesicle #PAET H L
HIZHBAIEE T septin OBHEROBE LR O -
(B 2), Z# & docked vesicle DA, docked
vesicle M E DM DOIKT . septin OHfAKE T
BT D HBHMEREE OB parkin KO mice iZ
AAV-parkin # X425 Z L THIE L7,

RIZT7 =) rab¥A b—~ThdPCL2 HilZ%
BT septin DRE. AT 37 I 3 WEEA BT L
7=, Parkin # KD L7z PCL2 #f8 TiX septin 23H0A8
WHOHIAREIIBITL T, T OFFOD septin OF
BEIZE(id o7, GHEBRHO~—h—& LT
FHFEH 72 PCL2 #BAE O high KC1 #RIC & 5 i
RigEtL7c& A parkin & KD L7z #if T At
BEBET LTS ZENET,

F 77, septin BEEL TV B THA H MEF MEREIZ
BT septin OFEBE, BEZKF L7, parkin &
I FE R X 72 MEF M2 Tid septin OAIIRE T2
BT HBHEEROBEE DB L. REMHEICEAR
bz,

Mouse O YR EE BRI IV T septinid i F
TAKKIZE D ZBD HITZ, 16385 D Parkin KO
mice D+ 7 kY — ASEIZEVT syntaxinlA
& septin DFEESVBAEEIZLLE L Tz, Parkin KO
mouse O brain (Z351F % septin ORRBEIZHEEIT
Rinol,

Parkin KO mice {Z OGTT % fi1T L =R, AER
MERE DR T &2 38072,
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Number of fusion events
(/200pm”)
Number of fusion events
(200pm*)
- oo

Time after :ﬁalhn(lll) Time after stimulus(min)

1. parkin KO mouse ¥ g #ila D O O F—FB DO E

TIRF insulin granules Sept 5

WT

Parkin
KO

[4] 2. parkin KO mouse [ 3 #fifz® septin5 @ vescile 7

D.EE
Parkin KO mice (21X K733 U D WRE DR
ENTVDD, ZOEFICHOVWTIERATH D,

Al hT=aF I A A d Large dense
LBOBHEEZE T LI L 6,
parkin 25, MHAPRETO28FE, 1R
2 Gy U D FRAT 5 FEBRHI 2R 5 72 W) AR 2 R B MR A A&
VT, TIRFM (& THEMT L 7=, Parkin KO mice DR
B ABAE CIEAMARREIE T 230 T septin (HkHERRHE
ExZ 2L, vesicle EMifAfE L OFESGEZHEFL TV
2o 2O L E D septin DREBBIEALITZED Hivie
holo, ZH LY, parkin KO mice Tl septin 73
AAEIEE N ~F1T L, vesicle E® snare &H
(VAMP2) & #ifEREE 0> snare & M (syntaxinlA) O#E
HBIZE Y ELU D snare complex DA THET A =
& Tvesicle DHHZHAEL TS Z L BEZLLN
7=, F7z. parkin KO mice |{ZHEfT L7z OGTT {Z Tt
FERERE 2RO & KV | Parkin KO mice (ZF51F
TN IR TR S T,
PCI2 MIRII N 7T 2T I U RUWREE R D
R R DO EE 2 F T 5 R ICHVW B LD, Parkin
% KD L7= PC12 MR 38\ T % B B AR & [k IC

core vesicle U9

AHA AR 5

AN

septin OFMIAIRE T ~DBIT L | AU D Fitine
DIE TR I N, o, MIEETEREADREL
7= MEF @235V T % parkin OFEBHIZ LY septin

AR ASEIEL T T OREAMERRIEE M T L, septin O#]
e, NEMEE S OEICEERRBO HiLl, b
24 Y parkin KOmice Tlk, 7 a7 I 3wk
WTHA A o3 b [RIERIS septin 2 K % snare
complex FERPREIZ LV AT 27 I VO T 23
o TV D ATREMED R &4,
HERARIE T ~C O & IR IS DT RIS
PRME ST,

Septin I heteroligoma Z Tk L. MR KIZH
ELTWD Z @S Tungd, Ry E M
FIZFBU T, septin3, 5, T IEMEMERIZE < £/R/TE
L CTU /=, Septin3, 5, 7 ITMIREKRICTHRY ~—1k
UBHERRIESE 2 TER L TV D ATREMED B 2 BT,
Parkin KO mice D F 7" b YV — A5 EICHIT D
septin @ syntaxinl & DFEENTLE L TWAH Z L2

CTHERR 4L, FREERICB W THA v R U5
Wws & [AIFRIZ septin 723 snare complex Rk PHE L
PR E O FUHRE DMK T L TS letE 3 &
bz,

ZH 5 septin OMHERRNEIE DIE Al ORI
parkin {IZ X 52 &% F ALX° septin D U FE1L.
MR DM EHEE R L OREENBE L LN D
. SEFMABRSANLELELIOND

*7-. 4Al, parkin KO mice {24 > A Y %5
e, MHEREF PRI L LD,
PER B L BERF OBERMENTER Sh
O &9 5 FPD IZKERIF N & 0T 2 "l 6E
SBRBHOVLEDRHD EEZ LN,

parkin {d septin @
BELTwWhZ L

TS
PD, #HIEA
%, PARK2 % 1h

PEDIRIE X,

E./&

Parkin KO mice (235U CHEARIRE T OO Hl a5 4&
remodeling (Z X ¥ syntaxinlA & vesicle OfE&FR
ENEZVA R VWA EERT EEZ LN,
[EAE OREFFIZ TR D K83 SR E N =
STWDHATREMED R S 7z, £7-. PARK2 O BFH

(MR RERE T 2N & 0F 9 5 FIREME VR ST,
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JRAER AR E M e (IR VER B ARITZEF 36
PR ZEVER FBUZRE 2R AHTJEBE o AT RS &

EITHEAMR IR 2 > T2 /N —F Y = X L D8 T FFENT

W HE fx KFHE
e hE RE—ER Y, {EEMAY, KOomE Y, Ei Y
1) JEHBE A T B P
2) i NLHEPNIRBENEL

MRES
HEITHEANRGFRBEZ £ ) S—F Y = XA HOW T, BECEBOBRENHRAIN TS, Ui
LAHIZBWTE, BEEFREREZEOELE RN S Twivy, 22T, A8 2 Ef —
FRIIBWTEDRRKBEHREFT L, BEHERTFOMITEIT-> 7, BERATRIZOVWTIEH, WTho/k
FeEH, NR=F YV RICEDZNRNA—F V=X ABLIU bar RYTIRICL SRR L LT
FELRNWEDTHo7-, BILAEITICBW TR, —HDFEZR TIELHHAM TO ntDNA RE&EITR D 72
WH DD, POLGI BIn T OBEA~T AL REZZRD ., EDHF R TIL mtDNA REIFFED D53, WITi
DFEMELTFICOERZBD RN -T2, O OREBIIERLOEITHESEHFEE AL S S —F o
= A hiC i@ﬁ@%@#@ﬁbfw7*&k KAHOFEREIZ X D ETHESMBE R & 4 5 /X —F

V= X NZEBWTE mtDNA (EERERE DS

ERPEE L TWAKRBOHLH LA TRLTWAD,

A FFRER TR

IN—=F Y PRI O O R PR R
ThHY ., FORFHRFIIAALI0HANSHTZ D 100—
120 \RRE L HEE SN TV D, T ORBRKFEAE
FOREFRRIIZETHD |
Y AARDHIE BT M N—F Y LRI
BOWTHEROBEERFRRES LTV D,
FoxiZ, SRR 2 D /N —F Y =X 4
D2FERF) % 775k LTz, SMERMD BRI A 9 /S —F

Y =X (chronic progressive external

B/ S—F

ophthalmoplegia with parkinsonism; CPEO-P)
IRRK TITEBRORED H D |

external ophthalmoplegia 1 (PEOI)1

progressive
Binf.
adenine nucleotide translocator 1 (A7NI)
Bin+. polymerase y -1 (POLGI) Bln+73 &
mtDNADIERFIZB 5§ D Bir T ORRIZL
DWRIETDZ EDNH|ESNTVD, Lo,

AINZ BT BB OHE D B D D
HATHY, BEFHEREZEDEIZ+H0I0H
FrEn T Z T, BERJEF —F R
B W TE DR L, EMEETO
AT AT > 72

1/\7‘(;:[{\0

B. fFFE F kR L U4

R IT M AZ D HE CPEO-P BB 2 5l 53R T
D, HEREIIMA TSR A TIERRE 2 4.,
%% B CIIRBLOFER 2 428\ T, RE
T fFio 1%l
DAL TR I L ORI >k D mtDNA 42 )& fi
HraiTole, £, BF 2 fllcBVWTiE, £
DEFRG I X OO B HIRT AL e 2R
AT, 3 L Ok AV 2 mtDNA RARDF

IONWTHH 7 ay MEICTREF LT,

WA s (PEOL, ATNI, POLGI )
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(¥R COELRE)

ARFFEIZ DV TiE, AbiEE R FEF R
EOmMBEZERROARBEE, WREIIIH
ROBEZXETHHAL., XTI REZHE
7o

CHFZERER
WTHOBE E B, 40—50 BRI AR R
BICTRIE L, ZEEHICAIR—F V=X
LaOER L, BMMRIICHEE R AR, bt
WR=F ) ARERFEH Th o7, RRAD
EBF T MIBG LT v F @ uptake DAK T 2588
ETho b, FHBOBRET PI-IMP-KiiL
¥t SPECT "CHIZALE 6 K UMAIEAZE o My T A3
B Z ELSME, N—F Ve LTFH
BLRVWIIR THoTo, WTHIILBWTHLE
FEEETETDOIREEILE D2 o
B, FFRAOBEOIZITIRE T EOFH
R o7, FMER OFH A RZE T
ragged red fiber X> SDH BEYE#RHME, CCO V&4
PET LT 2 EhiHEDS B S,
SDH-reactive blood vessels #3HT I b=
Y REUTHELTOCPEO & LTHE LARWAT
RTholz, ¥V 7oy bRV
T® mtDNA R KFEAT CTIEER A DBE TIEX
KERBORDST208, KRB TIEIREDVHBD
LTz, EAHEEFRNT TIZHEFR A D CPEO-P
BEIRBNWT POLGCI BInFOEE~T OiE
2R (p. H277L, p.R943C) 387, WTho
ZR L4 missense BRTHY | BEIHIE
BlLLTHESINZHDThoTo, ZHLHD

ERIIfEE > 2 —/b 100 chromosome |7

strongly

RS LN oTn, SN—F S = XN
DTIREBETEDAH A RD L HEimE OFEEICE

THEREILRDONT2ODOERD S b,
— 5 DOER (p. R943C) DA ERDT-, FHBIZ
BOTHE, WThoEMEGFICDEREZR
Diehof, MERE L HITMmKH RO ntDNA
2EREHT TIId & b RIFHIEREZFRD /e )

77,

D. B
IRDDFREREY | AFD CPEO-P 11T ERK
OERNEE L TWD I EBRALNE T2,
FHR BB TR OBEHIZELRFICER
ZEBRDZVNIHLED LT ntDNA REZRD D
T EMD, REORRIZ X D ntDNA E1EHEEE
DOFEEIZ LV REE LTV 5 CPEO-P Th 5 L
EXND, £7o, FFADOREEBEIZBWV T,
POLG] BIFIZBEE~T DA AR R I
NoNTHOERLE b nissense BERTHH 77,
D5 HLO—FHDEE(p. R9430) 1&, BHE
CPEO DFRAER L L THEINTND Z &R0,
BIGBEORT/R—F ) = XL HBDHT
R FEOH T ETLRFICRDOONT &
D ZOERD CPEO FERDIERE R & & 2
bivlc, L Laedb, FHRA T POLCIE
RO bELL T, AHK ntDNA (21T
RIEBDIRMPoTz, 5H. RRBIZED L
72 mtDNA RIREMUFERE L HE T, FHRA
DFFEZE mtDNA {22\ T PCR % AV 23
M7 KRR DB TH D, F7o. POLCI R
2 X B8 - LCid, CPEO X° CPEO-P LASHC
Alpers JEfBEE. Leigh s 0 FL VT E AT HENN
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