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LASRAB AR BT SR A KGR ITIERR

N - 3 B EEd
oo h
(P R e 2 A BRI AT, b B R B BRE A B TR sk s, kst 100101)

T AN LRIRAT VS AL — JE LU 28 TR AT YR A8 T BN RAT S0 TS AT B R AR . R L
PR 1) 231 3t A 27 A8 Dy WIF TN A 22 AR AT 1 05 ) AT 3 g SR i R AR (1 BIF A AT LB o i 2
JRAT PRI A (0 A 0 53 30 B, s v LIRS 50 AT U T R R R B B ek e A, S R R 1 2 4 1 D R
JLIFHEAT 290, Wi N2 2 R AT d B A 1 R AT R 25 .

XEEIE OB, MR EESON, Bk, IR
FRAES Q42

N 2 22 38 47 YE & Wi ( neurodegenerative
diseases) T BALFE: Bl K HEER ICHH ( Alzheimer s
disease, AD) . W14 A& [CHi ( Parkinson's disease,
PD) . w-MECH ( Creutzfeldi- Jakob disease) #1%
B AW BIH (polyglutamine diseases) 5§ 5%,
AR AKX E 5 1) 95 DR AR A AN IS AH TH], {H
EAVEA — AN LR ARE, BURZESZ TR ATV
TRARTR T, TR & FEAAIET. X ZLIRAT I
Pgi I HLEE Fatyr AT T KBTS, HEA N
ToAT RN T3 12 R 25800 K B 6 TX A9

1 ETHRARBERITIHRRE R RIBRE

20 HEZLHT, MPEEJRHR (Morgen) & H] 3 b ik
TR AR, BAE S B ifiE 7 NI PD A
AD SEMEIRAT HEZR M IR R AEAR. Z2ad i — At
MR E, PTG AN A T [ W 5 4004k i & A —
. HurC R Bl T 2R NP2 1T I
PIRBERL, JIF O 7 2 0TIt fe.

TG, N AN B PR 4L 5 1 43 B A R,
PR AR 2 AL 75 2 AR 714 4N
AP A EOR RE b, SRR AT 548 AMRIVEIE,
Horh L 45 5 N 28 ph 22 08 47 1 5 995 [ U 19 6 DA
Amyloid precursor protein like F1 Presenilin ( AD),
huntingtin (Huntington' s diease, HD, *F i [CH) ,
Parkin ( juvenileonset parkinson s disease, - & Y
M1 4 A% K ) . tau ( frontotemporal dementia with
parkinsonism, FTDP-17, i o 5L 6 4% [$H)
Notch (CADASIL syndrome, {143 ik (5 J0CRE 4E 1158 14
PENNZN ki), ABCD1 (adrenoleukodystrophy, ALD,
W E R G iE EAN R), ataxin-2 Al ataxin- 6

(spinal cerebellar ataxia, SCA, 15 i /N ”Iﬂﬂn’;fj(lﬂ}
SL2BRT BAT KR R YRS R A, R ) 2
IRAT VRGN B 5 N A 2R A T MR AT VF 2 41
Ly 2 B, iR & P (lateonset) . HE FE P
(progressive) FIHHZE R g dtE . [ oy T
AR P A o R S0 K, A AT 136 0 A AR R ) P[] A g0 )
DLYE S A5 RS F 0 i 22 3R AT PR 903 42 1) 4 ik F 2k AT
K.

Fok,  HRBGEAL 2 5 R WA HES) W) R HE
EYDTEREA A0 D A A 27 30 B L AT S R s E
171y SRS ATE 5 5L 2% A el R v A N i A ) 27
BIG— A T BRI ] gy AL A T
Gald/ UAS ZR G ] LICKEAT: fo] 1 DX 5 Ll 105 2 4121
FZH M P HEAT 2381 4 o 2238 47 M 15093 1 BOm
FEEAN UAS 19 i, Al e JE D SR b, X Fh
S D] SR i 48547 110 B0 K DR AE B AT B BE G S B0
T GALA L T AL, M JE R
A Gald BT RGN b g9 0 1 R, AIE
Ok B T — RIERS & H VN T ik GAL4
HE K AR, SRR 5T A 2R AT PR B0 AL [
PSR Y Gald i RO RIE AT G, 3T
B GAL4 Y UASquai S k45, 9l
R UAScas FUFANZEIRAT PRSI HE R 71 2R 0 5 1
LGN P Rk, 8 S 4145 Ty vk nT LA
WG FIZAE [A] (¥ 223K 7 )0 5 2 41 48R 40 D 1) 5%

T ARE IS (30270430) Kb [ERL S B g iR 60 R
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W, NSRRI Gald/ UAS REGEFR T nl LALE Ll gy
SEMIALLR, BT LAAEAS ) (1) R B LR IR AP 2 IR AT
PRI I BOR LN, AT A R 238 47 52 99 1 95 22
S FREATHEA.

g50 Ry 1AL s S, A e 2R
ATPEDIR BRI AT LA AT #h 2 R 47 1k i LR 11
WFSE, s 2B AT PR 0 A A (1) 4 1 4y -1 18 i,
AT CABIF 5 % 5 0 A o 48 4 T 1) 2 [R] g I 3R 08 7=
Y, FIOTHEM AR RE A, JFEAT 29 ik,
W5 v NN ZIR AT MR S AT 1 v AT R
4.

2 REBHZIRITHARRRE

H a2 3 oy ki g R g ph R AT
PR BEAY. a0 38 A% S8 O 1) 38 A% 4 T ik
(forward genetic) i e FLAT #2838 171k 908 2 84 1)
PME A, I R E ] e 3 B 2R AT
IR L R b 8 30 ) 4% 52 535 (reverse
genetic) WIFFT BN FEANZRIRATVE B3 1) 5L g [+ Yt
FEN ) I T fiE,  Booxd o 42 B AT P90 A2 1 IR 52 AF
;e B BON M 2B AT P 959 11 A0 Uk DA .
PR N RMRIE I o, k) e SR DR R M .
HLEIR 3 5k, Camd T s AD . PD M1E
A S MR ISTARAE W 4 K 2 B0 22 3R AT M9 1)
Ui
2.1 EMRIEEFHE

T K H WL R & B ( ethyl methane
sulfonate, EMS) AbHEGLME,  FRIG Him X QLA ()
FEBRIEARAR. R SR A= iy S 30 4 R R 22 45 4 2
AL AR IR LG AR K T i 1k R A 23R AT PR
TR, SR A DA X 26 B IR AT Vs B 1) Bk
RIRY. ARG Y2 40 0 U 1 £10) SR b 4 28 38 47 P 1 A5
BTG X POARRER: spongcake
swiss cheese (sws) F drop-dead (drd) 5.

FEAA spongecake [N G5 RLE BRI JG R B IE
H.OBEA DRI, AE AL 9 medulla . lamina
LA lobula 5 H B 2530 ( vacuoles) . e 414k
Py AL oP R B 4n M B R AR 28 e AR AR IR B, A8
T2t TR TC R R AR I Y. E LB R
RIL, EAHR R R K, RS, LK
I P AE — 2 2 F e IS 4 B 1) 2531 ( membrane
bound vacuoles) , IXFP &5 15 vi- PG A8 2 i A pip
2o RA S (125 40 R ABL. H AT ICIRE B R AR
& spongecake 21555 - FCH3 A AH A (1 43 -1 HLEE,

eggroll .
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HMER -5, i e o & BEAT I FE ) R R
T GEARK eggroll 45 5 984K spongecake 584
AFIRAL. e BMEK T 4~ 5 HiEdpkh
(AL A rp 28 DR AT P 2. 12 HLRS 1 2R
WEAEAR P b A RAT PR AR e, R B KT B
R J5 AR R 28 e 1 B eh AT S N S )
B, 3R S B AE 25 CRE IR = 0140 UM 1
b T A SR, B HE R, XENEY
B G 8 Bl SRR I 2 2 B4R (multilamellar
structure) , o — a5 o2 R 2k by 0, B A 2R b Ak L
1EFMZE . SRASK eggroll [PIXFh 2 J2 W4l ¥y o 75
WHEVF 2 NIRRT PED T 7 A R B, Ty iX 2
S AR S IR RAT K. PrBL, RALK eggroll
A LUE A WE SRR A7) 5t 0 55 AR 2 AR AT K
AR

AR drd" T A swst™ 11 2E i 5 Y16 0 4
R, PR JUIR S AE SN i DX B0 JH 3 12 =3
GRAIFFEAMAET:. BB PR B AR 1k
drd T DX A ST A M ) 9 1A 2 e A L ok 25 T
AR, BASEMMEITHIET. 5REMRK
drd WIRMH I, (ERARNE sws NI Z R
Wit 25 (hyperlayered wrapings) [1)Fl 28 70 45 4,
PR B N AT 10% B2 oA X PP £ )2
5. IX 5 At AN AR 14 152 J5T 4 e v A4 T >k 11,
FEBE WG () 19 hn B R 22, iy 5 i A 28 o i 15
o AERARR sws 190 Jo 391t o] LU %5¢ 3] Jie Joit 4
AL R 22 S B BE A, U B IR S i MBS T
J o> PRSI LT 4R, T A2 e 5T 4 i s 4 22 T 1
TG R — b S v, T8I U 2% A8 A LLKE SWS JE
PrfEpp2 e, L sws Falid—AN1 425424 I R
WA, 5 AJE AMP MBI 8 (0 A Y
PR —AN AR HN T E (0 5 1 5 e 56 . DRI A i
KRELRET, SWS Ht H ] GE1E A 28 o B 5t 4 i
Z M54 S HLE R EEERY. Afes
S ST AR B AN L 55 e 48 e L A IEAT IR 5 4%
FJa, MAITTARERH IEH SRS, LR
I 0 0 22 T R W DR F ] fig A B B 2R AT
PRSI A ) A 3R

Sy R0IE ) AL 2 Dy R PR A N VR R
R . SRR R R AR, b ik R
W A 22 0B AT P R B S8 AR bubblegum
(bgm) X T J7 4 B0 RAT P 2R A7 P 9%
TR T FAR R RGO B Y KA bgm
25— R (lamina)  H BRI GE 47 1 95 42,
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EEEE N R G2 A N S TR A Y
A N AR R PR IR N AV A A
34F1-2, TAUFOE T — AN 649 AN L RR 11 3 (1 i
S5 UTR AT 0 A (16 i 2 /), SEm T % 8
EUR ek, PP AR )5S ROK B AR % R
% (very long chain fatty acid, VLCFA) & W4l
A FRREF AR, A28 ALD S5 VLCFA 4
K. ALD AN EEEEE S L VLCFA KRBT
RN TR bR R A AL, 5] 2R A 1 5 i
B, SEME TR EREMS T ANKW
ALD S BRAJE T VLCFA ZBESHES A 75 0k
BEAR £ 5 AR T BC I, 1T b T3 A X P 45 I 1)
ABC ¥R il Z P i — /Sl b LT Bk, 3
B VLCFA IRERLE, ALD s AT LU it il H
=M EREE (glyceryl trioleate oil, GTO) KAk
VLCFA FIEH K, FCAUBL TR0 5 17 1 5
SRR T R IR R AR, 4 SEARAR bgm %) HUME Y
GTO [FIFERT LI I A A BT K, IF HAEW A )5
SUTRT i 2 2 A0 B e kB 7 31— Bl H R
KL VLCFA )28 85 7t 55509 (1) 7™ % 9 B A7 AL 4%
MR, BRI AR GTO o] LAPR{E VLCFA 1
AP, TP IR I R e, 4 AR bgm 1K
WM GTO RFEFE LR, b, —sedk
PA] e B 1)/ BLUEESR AT 8 mi 1) VLCFA, {H IR AT &
U ALD [ RE, U6 B AR VR A7 7E — S8 595 1K 41 61
JERY T B EE— 2 SR A B Sk B 5
VLCFA 51505 3 4%, R 0 259
WRIT T IEEF RIS 43 b 1.
2.2 WREBEEAZ

T 56 LRI DR 4 A e s N AR 2B AT P 0
Fps B DAL 1 R 95 L DAL AR S R SRR ) GAL4/
UAS 55 RGE15 HIX L [R) Y Ak DA 1) e A 0k i o
Ik (overexpression) . kD> RKIE L R AKIL, M
TRIF 5 3 2 [i] Y 5 K] £ 1 5 Th i B i 223847 11

AR (R A .
AD [ 35 5 B AE A i v 40 28 1) 1) b

BEHR (amyloid plaque) F1H[ 28 50 A 1) Pl 28 2T 4 4
4 (neurofibrillary tangles) UL J 3% 5 1 #if 28 T 4k
T VERREUOUE M E Rl B IE M FE BT AB
( amyloid B-protein), AB J& IL iy & & &1 APP
(amyloid precursor protein) 7t B . v- 73 A 3L ] 4F
R A = . MR8 2 G RR  BUE AN TR, AB A7
PIFPIE 3 ABy AT AByy, JLHh AByp 125 5 UL IE 56
B M EEAEN TRARARLZHR
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(presenilin, PS) A& 1 Wbt 2 B 52 58 v- 70 Wb
B — DN AT ALY g PS FER 58
AN 25 FECABLMIEIN. BTl PS HE DA (K 98 AR AT i
SEIER AD [ FEE IR, RS 4] P A E NI
FIJEAE R Appl A1 PS. HElE Appl R4 iR %0k LL R
TSR R IE N App 19548 B 8 19 # T LI
Fefih 2 {5 BAL B Th e i SEL . W oY S A U
PESEDR PS IR ICAE K At 55 2 A B 11 Noteh Hi
FEERN . KRS Noteh 25 1K P 38 90 3E N 1%
TSR B A G RE IR (R B 5%, A 4. EA
R Notch3 K K1) R B Bl 17—l 28 R 4
CADASIL #gs. WL APP & —A K
L Notch M5 B 32 R 82 1, APP HE 8% v 70 b il
ARG, LM IR S 2t 5 Noteh (I3 843
—PETT LUJE A% N S D B T BT LR R
AT LAHS B AT WE 9 S L B JE K (W App A1 PS)
TENAR I IE R ThRE, I IE R AR FRRA T I
S RIER IS,

AD MIZ TN AT 44 45 F 22 th TAU A
(IR B Rk LA R DO 1 . A0 2T 4 4 & 1 T Ath o
TR P A L. B KL FTDP-17 &
FHEZN tau L, TP tau TR 8L
JRIX A0 28 R G AR (1 R e R
R N RIE N R IEH MM TAU FH, Rk
BT NFGRAT B 1 5 R e, AR IT N
TAU A1) 50 B 10 fn R 4, Hrp Rk &
TAU Ht A ] BAE Bl S ™ 5 (1R iR, (B N
SR N B A T 2 T e g g5 B R
ATERE, KPP ER AT RS R LA

BRI, TS 5 B M 25T e i
k.

2.3 BERERGE

PD [ R ERIONNURH, Wit Ttz sh
IRGEAEREIR. L5 P R e A2 TR EUE PN 2 %
AEA 2R 70 IR A7 P99 A2 M 4 28 5 D9 HY IO 08 R 1P UK
(Lewy /MA) . W9 PD 5% 15 o synuclein [¥] 5
[A9EAE (AS3T: %y 1 25 53 AL 1 N 2 IR e A2
M A30P: Z Bt F1 5 30 7 1) A 2 R A2
%) 7K. asynuclein J&—fprlEdE&E A, H
WA ZRAETEIRANE VER E R FELT4E (amyloid fibrils) ,
HEIMTE I Lewy ZMA. i1 8 R B N 41 e A
i o synuclein [ [F1YFE LR, (ARG AR RAB Y o
synuclein 55K B2 N L0 I SE R4, 6 508 ) 4o
22 e R IE NFETEAE [ o synuclein . 38 i 3X Fp



+ 360 - EMFSEYIRHRE

SERED R 0 SR PD BURR I VF 2 A6 PD KA
FEEAR: M. T2 Ok ckr,
Lewy /MAMTEAZ ) P RIG, R BIAE Fli b &
AR B S B IR A 22 e I A0 AL .
) JLif S AR ANAFAE o synuclein 2EK,  {H5 % PD %48
FRTAR ALY P f A £ 51 (1.

NRZ R AR e — R LIRITHESE, +
LA HD . SCA-1,3, 7 5000, W BLARFIE R I
R I DX PR 2 o K AR« JEAT 1R IR AR FTTE B
2N %Y (nuclear inclusion, NI). X &P
AT LR 23 HLHD,  BIAEAS RS0 5 DA 11 g 7 X
FHESAEAERT 60~ 80 ML TLAL) CAG JrBL, 1M iE

1 CAG J Bednlh 2 R 2018, KNEHESLM CAG v
B H B SE N — R RIE N RAENEAR. M2
SR A BRI 0 5 W AN [v] () A JO I, SX PR 1
A RE R T 22 R A 2 R A ) B0 S R L ) SR
R g RN AR FBORSEN N CAG FBUE
SBCGR (29100 7Y, JER LA ARG E D 41,
Rt 1048 HD 76 N 1 2 Fh 2 SR 2 R i 1) SR i
B, ARILH NI 2 A 2 BRI 3 AL (R e IR
TR T ML NI BFR R 2 B A%

e T R I R E AT R TR 2 R AR
PR EEGN, IF H CAG W B ER M E R 5%
973 PR 7 TR R E B, IR Sz B 2 R R
MR TELE R RGO v, SR — A
T I8 AN CAG ERHMINLIEHN B (Q78) HI P
A F e N R IE R4, () I o1 o6) P20 SR g Ak P 401
WEENT —ANEH 274 CAG EHIH B (Q27),
et NI R B Air AT UAScarafE RN IFG, 5 GAL4
it A ER e AP R, Q78 ER M AL 11
KT T AR R R O P2 T I sE A B R, T
Q27 A S 52 1R 1 A0 2 R P 0 40 i 45 b 8 AT B
LRE 2 S SE SN EZOREE L =N EE3iv] i)
PR RRE I 2 AT R XN DG R, KRR IA 1 1 1
IR, /b i 2 A I R A ) ek SO R iR
HRak R R T, (R BEAT HRS N, SRR
FRI (0 IR BHTE R, AR IX 0 I 2 AE R
PE. IS E R AR 2 et B T S R AR A
RN S e N b, R R R
SRIEAMATIAS L R A ik, (RAL I ) R
TME R, RS, Q78 LA R ML+
HAT RN, B 22, s b A
UG B
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TRREAENRAL T, L HIEN R+, o
2 REAREAMNIURESE, WRILE
NI, SXAT 8L T i 2 A A R e T R Y,
TR B B H . AR R R L, X U
HARIE G PP AT, (HBEA I ) A HERS &
BHTRER, A ZURIE MO 12 h 3R] e
N i X Fe 20 SR 1) 2 1 J5T 40 0 2% DR e o mT o 1
IXFHASEE A S R BURT LLAS 22 3R A S IR 5 RS 11
P 5 o ph e R GUR AT PE ORI RkE K. 7E PD
A Lewy body BN H A BURAE, IXF a2 A Ay
A5 o BRTE, ULRIXAEEENE | ERTER AR R
eI AT REAT AL 20 1L Al. N BT R
FEIXLETI T I HAR I N H BT 8 B . R
NI EFT AL R ARLEAE, JF HAE R 7 2 40
M b Rk Sz g h AL, (H 5B A,
DU NT BRSOk, EAEZSIREE W
A —SE I 25 A W) NT ] e ML T35 vk
7 A B ol 7 A

3 PIREBRAREARITIEMIFIELSY

RN 2R AT PR R R (R e K, mtAe T
LI 93 1 asi % 27 55 2 Fh J5i%: (W1 loss of function Al
gairof function 5§) 97 1% A 3 A1 X #ift 28 38 A7 1k 5 Joid
HAT A RO E DA, X SR BE IR = 1w e b o el 2
FEIRRZRAT MR AL, A ITTAE AT RES L T 4
AT YRR A I A e A AL B, A% (R 51 PR A HAT]
] HELE AR rp Al R B AL A 4 e i, T 4 Y
AR DR T e AR A B R T N2
ARAT PR 1 2 A I 1200

Kazem# Esfarjani 256"V 56 0 ik 5 A S i 5 R
GMR-Gald F1 UAS-127Q 428, AT —ANER
WS R P A T 2 TR A BRI R R KX —
i 24557 000 I PR T 4E AN SR AN [ 2k 1R
RIKMVRERAZ,  IF EAGIZLEAN [F] L D] (1) 8 B PR
SEAERWESIR A, AEIL 7 — AU R SR A 2 R ik
FEANGIR ALK & R, B G 2 Hr LR AR P14
AL RO S BB AL R ALY AL 1 A5
Py 2 2R 28 s BRI A I dhdj 1 AT dipr2,
ILrh dhdj1 5 N & hsp 40/ hdj 1 35 R [A) P65, 1M
dipr2 5 N & pr2 ( tetratricopeptide repeat
Y55 715 (molecular chaperone) D) HE #H G [
1 70 AN IERR ALY J X G458, BLH 4 1 AR T
AEZ HMAIBIT IR AL . 2 PR R R IE A
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HH (hsp70) fENK—RE A B, & LU &
TS R I, RT3 A DT 4 &,
BRI A 11 T 2% B B 1 AR P kAT K
AR IRAT PR R AN IE W R A B &, 1
Rl 22 3R A A AR rh 3R A N 2R 1) HSPT70 R,
A LA AR 22 3B AT PR AR, A SR SR 1 3%
BIWRSLIE Y. AR AR I NT A7 4E T b
&AL, JF HAMEYE ) HSP70 [FAF R4 T
NI, Ui HSP70 nJ fig it ik H 4241 11 T 80w 8 3 58
ot 0 At 2 A% ok PR AR O B 2 IR A 2 R HR A 1 B
PECT L BESCE RIS FARARCE PD AR B A
[l o 22 AE ). e SR W PD B op Rk N2
HSP70 n DL £ EIE e 22 oo i) 5k, 1Rk
SEAL (1) A g PN U5 PE HSPT0 W34 55 o synuclein {E 2
ELRRE AN 22 e I EEPE P X SERE SR, AT
FEAR T DABEAR 7 A 1B R T & 5 SRR 22 T
) REPE.

A0 M B I TE AT ARG T AT e K R
Ph? JLrp—ray 62 A B U LT HEAR G H AR L %) 4
AT 05 3, T LA 3 5 W s DR R 3 T ) B2
A, NTTIE B AR 5 R N A, kT4 R AR 1)
FALIEIRAES), FEOLH Bt AR g A T
AT GevE R A A R VR TTE T ey
A4 o AR BN BRI
NI B T 2 RALIRIE ) 8 B LSk, AT —4%
YA gL R PTTE Rk, X H P UF CREB binding
protein (CBP). DAL AATTHEN CBP ] fig 5 B0 47 %
CBP "1 [¥] HAT ( histone acetyltransterase) domain 7] LA
5 DNA H A S E LR, dlsE A it it
DRI s RS b A IR, LA s v 1 P 18 A4
F HAT 5 HDAC (histone deacetylase) 1] (] 3% [ {42
AP B AR BE P, BTdRE
BRG] T CBP  HAT 1iGtE, 4% AL
FRALRERE R FE, HIXMAEN S 2 RA R KEq
K., (ERWEZ BB AR LR+, M HDAC
PR B, R4l A SERAL K, 45
RRBL AT LW B OGEAER, ORI A, W
%15 5 — 5 R (4 11>

SRRy FRL KRR, 5 TRIE, Bt
AR A R AT R T AT R k. IiE 2y
WAE R a2 IR AT PEPOR A B4 A5G, wT BAR
2% 5y MWL 5% 30 25 P08 PR 22 3R A7 M 9 S o A o 7
AP R, SR RS 4 T B SO A 22 AR AT PR HOE
AR, VT i 2 v 97 N AR A7 M 9 1 1 A 25 4.

Prog. Biochem. Biophys. * 361 -

Kazantsev %52V K4t Huntingtin 25 [ 1) 45 M REAE
it 7L A, W T455 Huntingtin & E, A
WA AN FIDUE. RN SRS, ZREia
HRAMREFCT BRI SET R, I HIZE T o
R RGP P2 T RAT PR AE. 55—, wT e
FIR MR H 6 CAT I K B2 AT ik,  LASY)
PAFECESIAEAR N 258, IR FLsh P ) 8 AR
25 S5

B ZRAT PO EAT T KRS, (H
IR VF 2 SEAR I M2, B 1 BT Bl
AR TTI) e K H AR TCI T 4 I A
fta? BEFREITE SRR R R KR L
fta? hAr A oo A 2R AT P A AT 4%
PEAFSE. SR PP 22 B4 7 MR BERAT R e 8 2
IX M ] R It B R AT S AT A PR AR T 1) 57
IR WG AL 57, D 378 NP IR AT P (AL EE
FB i Ao 23R4T P09 15 L B TR

2 % X M
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Drosophila as a Model to Study Human Neurodegenerative Diseases’

WEN Ai, LIU Li~

( Laboratory of Visual Information Processing. Center for Brain and Cognitive Sciences,

Institute of Biophysics, The Chinese Academy of Sciences, Bejjing 100101, China)

Abstract Neurodegenerative disease is a kind of neural system disease which is characterized by degenerative
pathological changes of neuron, the consequent behavioral abnormal and even individual death at last.
Drosophila, with uniquely powerful molecular genetics, has been a competent model to research human
neurodegenerative disease. Screening the genes of Drosophila could not only define the molecular pathway that
underlies the neurodegenerative process, but also provide valuable drug targets by consequently studying the
control genes and gene products. All of these will uncover the novel means of preventing and curing human

neurodegenerative disease.
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