Mo X 512 siRNA & pl150glued SR IR % [FHF
(HEAT L7z 8& . siDCTN1 & F T G59S
7713 G71R O&HIZREIZ L Y . Annexin V/PI 5
PEAIRREDS Z BN L7,

D. B

2B p150glued FRHFIFEBLUC L D REET R
b= AR B OTEMEEDHER S Lz, EORE
TIFE R p150glued FRFIFEBUC L D A U kg
EYN, I b R TEEXIRAATHEET S &
WOHELH D AR THEEMOET LI
Fay R 7 OEMEROTZ b FHRKRIC
fot < NERIPERRBE DIEMEAL AV RIR STz, S bIT
pl150glued siRNA / v 7 X0 2 XKD |
caspase-8 ¥ & {eANA MR OTEM (L L HER S
Tl REBSFREICRBWT, MERHFL
TT ARV REFEL TV DLAREREZD
iz,

E. f&

AU —EBRRES FIRRRIZRB N T,
gain-of-function ¥ X O" loss-of-function & ®
TR b=V ANOEERRE S,

F. REARER
SHEFFEEREEDZDTRHONE
2L,

G. WFFEREE

1. mXHEEK

1) Hatano T, Hattori N, Kawanabe T,
Terayama Y, Suzuki N, Iwasaki Y, Fujioka T;
Yokukansan Parkinson’s Disease Study
Group. An exploratory study of the efficacy
and safety of yokukansan for

neuropsychiatric symptoms in patients with

Parkinson's disease. J Neural Transm. 2014
Mar;121(3):275-81.

2) Kamagata K, Tomiyama H, Hatano T,
Motoi Y, Abe O, Shimoji K, Kamiya K,
Suzuki M, Hori M, Yoshida M, Hattori N,
Aoki S. A preliminary diffusional kurtosis
imaging study of Parkinson disease:
comparison with conventional diffusion
tensor imaging. Neuroradiology. 2014
Mar;56(3):251-8.

3) Yoritaka A, Shimo Y, Takanashi M, Fukae J,
Hatano T, Nakahara T, Miyamato N, Urabe
T, Mori H, Hattori N. Motor and non-motor
symptoms of 1453 patients with Parkinson's
disease: prevalence and risks. Parkinsonism

Relat Disord. 2013 Aug;19(8):725-31.

2. FRER |
DEHIFEK. A E AW S —% 0 Y iR
IBFRERE, Z 2 F a & IF7—LS(3)-3, 5 54
[E] B AR P RS, 201345 A 31 H,
R

2) Hatano T, Kubo SI, Niijima-Ishii Y, Sugita
H, Hattori N. Levodopa-responsive
Parkinsonism following bilateral putaminal
hemorrhages, MDS 17th International
Congress, June 16-20, 2013, Sydney,

Australia

H. FBYE EEME D HIFE - BEIRIL (FEE & T5,)
1. FERFES
2. ERHERE
7L
3. DAl
72 L,



BAEFERFI R MBS AR ES AR IEE )

Syt E

<) EEREEEETENICE 54— b 7 7 O— WA T ORE
Woesis © AAED JEREKEEFGEY R

MEEE

AT, R —EEHOS FREBE AT -0, 2 BEOEEMIE Y (1 o~ (HeLa Mg, SH-SY5Y
iR ERWT, A— h7 7 O—RESE~OEEE R LT,

F9, NV —EREEEEESRT pls0glued o — R UZBAER KR OZERAZZ 2 I KN DNA Z{ER L, £
EMIZEAL, 7o—H A b A—Z 2LV pl50glued EAMBPDOLEHH L, V=R EZ L TayvT 47
WZTHRBI Lz & 2 A, LC3-Il/actin ratio @ _E&F-. p62 L~UL D EFH #5872 72 % autophagic flux 23] =
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DB, diffuse IZFFFET B & FFDO03,
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1) IN—Fv2ik (PD) &&7

1817412 James Parkinson?® "An Essay on the Shaking Palsy; REFE1C
THEHL T U THERERZFHMICERE L, 18884 Jean-Martin Charcot 2
I D BEAEDOPD OEBMEDVHNL ENIZ. PDIE. TV INS T—HIZDWTE
WERREBTH ) BERZEZIAOAGAD /2010005150 e vbnTnb, BIE
BAE N HISH A B & FE ST 5o EIT20304 F TICHRTI0005AD
BEPEIND ETFEINTVS, DF VWP EREZERETFCTH S Z L1,
BLEWRW, BEHRIEEEAZ 2BRSENCE o T WREME - EBfTHIETE
LIEREDHRL. BB LR b, N—F VvV ALOFEERIL. FFIERERE
(Resting Tremor). FE#E (Rigidity). B (Akinesia). LEJEEE (Postural
instability) D4 TH Y, EXFE2 Lo TTRAPEREZ D LEVWEINT W5,
=D TRAPASEEERO TS 7% WEEE, HEMEEE, RAREEE,
B BIREELR LB LIFEFSERDIDAD ON. TN HIEEFERDIQOLIC
RERBERELLEZLNTHEY, M TRAPDEEEREZ 2> Fa—L
TAHRFTRFEREIY P a— v L2 idw 2, BT 2 IREEE
ROWBEFRUTR EVZ 5o

PD ORI CRBE 2T R, Lewy/MRETPIEN 2 EHEEEDFEETH
5o TOBHDESENE, OF N HFAMIIHRERORELEDVILFTATHY,
CTIVINAR—IR/, NVF U N RERIZLDETAERYINVY I VR, EITEE
FERE, FEEREENE. Yy 2k ES < OFRERR BRI



FIC B L CHABRRIHO b b, Lid S0FAMEICRIE S VBT
BHBZEHEL, EORPOLEFF Y « FUFTV—ARRF— F 77 T -

VY V—AROF YNy PEROUSEIRES T RO HREIERE
BEHIY 74 A= YEELHEST2OREYEEZ 5NT WA, Lewy/h
RIREERFINE 2 Lok L CRETE, Meynert BER, REMESHE
SRS B LR RO DD MERREMET RS S 0 T8y — v
BERA SRR A L C ETAAICRESEET 5755 — ¥, BAEFSE CHT
W5 L —MEEIEEECIE. KB EY S FTIMCERT 5758 — YD 32125
FHENTWBEPELTLIEHCLTIZTE ZDIITE RV, RETEEEPDEH
ICBe4E 3 5 protein transmission DFEFEEIBEN, ¥ — MEER & 2EHD
MIBICARIE S 5 EARERZBEL B L CWAZERAN T Y 4 VRO & ) 128y
5 EFEEENTVEA, HLETHIREROEE BT 2 0103 BIcH
BoTWAN, ZOREICH L CRERBERT<SHESH S L VL b,

PD D% < IZIMBHETH 2% 5 ~ 10%FE I b 27 BEEND 5 IR —
EVVUIRTH Do = DEEMPD DFIEN. geneticenvironmental interaction
FEERANZALEZEZONTWAFIUTH S, ZOBPTH, BRGHEE
EEEA—F VY VEORREGEFCH Y BICHESNza- VX7 LI Vid
Lewy /MEDERBERE S TH S E L HHLTHB Y, FHEEDOAL b FTIMFEE
EBNTORBEICE L EERBHEE S T B TEESH5 L E L 5T 3,
BHZq-¥X 7 A VPIHIPARK] ~PARKISE TEEFESIEELTH Y.
—HRERBEEFIRESL TV S, BEEPDO—BEYRT (E1),

F TV IHEOEREETGBA b, PDORERRET L LTRESATY
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GBA

=1 Genetic risks of Parkinson’s disease
Gene Gene Locus | Mode Gene Name Age at Lewy
Symbol. Onset Bodies
PARKT, |4qg21 AD o -synuclein Around 40 |+
PARK4
(SNCA)
PARKZ2 | Bg25.2-27 | AR parkin <40 — (Some
: patients +)

PARK3 | 2p13 AD ? 35-89 +
PARKS |4p14 AD UCH-L1 <60 ?
PARKB 1p35-36 AR PINK1 ‘Around 50 | ?(Hetero +)
PARK7 | 1p36 AR DJ-1 27-40 ?
PARK8 | 12q12 AD LRRK2 Around B85 | +/—
PARKS | 1p36 AR ATP13A2 11-16 ?
PARK10 | 1p32 SP ? Late ?
PARKT1 | 2036-37 AD GIGYF2 Late ?

| PARKI2 | Xg21-g256 |SP | ? Late ?
PARK13 | 2pl2 SP HirA2/0mi Late ?
PARK14 | 22013.1 AR PLA2G6 20-25 +
PARK15 | 22g12-g13 | AR FBXO7 10-19 ?
PARK16 | 1032 SP ? Late ?
PARK17 | 16012 AD VPS35 Late -
PARK18 | 3g27 AD EIF4AGT Late +

Tg21 SP Glucocerebrosidase | b2+7 +

PD OZWE®EIZIE, PITODDOWH 5,
SWEE (F2, £33, £4)

® RIFTIFINOFEICIER S NHEEERERE - MREEHRER

DWEEND L (R2), ZOBWERIERZERL V2,
® SR 1T 1219924E Hughes 5 12 & 1) 818 & 1L 7= UK Parkinson’s Disease
Society Brain Bank Criteria VWSS Z &0 %\ (B 3), ZOBDMERE
FENZHMEER L TWE, COBMEBETHMELROL, 2 TEYFORET
AHNZIER SNz WMEETH ), A—xKRIC3 AL EPDREEZRI VS &

BREWTZEIED
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%3 UK Parkinson’s Disease Society Brain Bank clinical diagnostic criteria
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