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BE SHREHRBBPOAY RN BBITHER, e LRMABIE, MAKERR. L.
AR, TERRREERBRAEZAEFFANETERE. AN EGEMZTIT HIRGE
Bt AT REET A, ARANABEME R ETC HENRBITHARZIANNEE,. Ahmie
R &EOHAFZBBITHARXAZNB AR ARE -5, PERGBLI @A HES K

BV BITHERE A GIFBIE T FE.
X7

41 B 52 35 17 & H (cytoplasmic dynein, LA T 3JFR
4 dynein) &2 —AH 2 4 E$%(heavy chain, HC). 3~4
% #%(intermediate chain, IC). 4 %" #5%(light in-
termediate chain, LIC)F1# T 4% % %% (light chain, LC)
HEBAREEHEN, FN, F5145HR A dynein 2
AAA* (5 AR 4 BTSSR ATP B9 & B KT
B—R®, He, HC BERH ATP BHEH, X2 dynein
HIBN I EME X P, HC 1) C %2 dynein i Thik 4544
B4, T N 552 dynein 58445 & LAY dynein )
HAndB P EERE -RAIXES., KREHEFERT,
dynein F ER G K IC 5HBEEEBI I EEBIER
H(dynactin)AH45 &, WahJe 44 5 Bz sh AR MR 4H
Jicke, b, LR TE4 MR L R R PR
v O B IR AR YT R S
HHKE. MRMTHE. BEEARSKERAE
LR A REIT RSN, TEREBAERTER
B dynein 5 £ M EIBIT MR KR EFTIHEX.

1 Dynein 894> 2 K ThRE

Dynein K&H 2 B RE: dE2H3 1 EH
(axonemal dynein) 140 155} /1 & H (cytoplasmic
dynein, & ¥JF dynein). HAFAF HEEE R X
AT LAAr A48 A5 B) J1 B H 1 (cytoplasmic dynein 1)1
M AN S A 2 (cytoplasmic dynein 2). H A4
MBI NER 1 4R, DRt %E, M4 RmEs)
JEE2 MRtk

Dynactin £ dynein FIBGEEA. EHEEEZ)
W, U p1508<d, p50 (dynamitin). Arpl. Arpll.
P24, P25 M P62 55, H i P150s £ R E R

MRS & B AERAT R

—FIE, BHERE S dynein IC EENIXIR, X 5%
BEHESHAMEY, Dynein 5HYNE ST UREE
R AT LU dynactin /R0,

Dynein 22— MM &R EWRPIERWNSAE
H, 258K\ EZEED). BEXH, SEH
ML 3N DiRE: —RE L0 MY REkiEs s
K. EARELHSRIIES, dynein 7 T4 M 5
2, BB ToaEEr e, ARk AR%NIE, &
AR O B Jefathsy BIEE) . BIEMR
. GiERDEEMOTEREEEED. RN, B
Rl A FEPRL_E (R 25 R S YR 1 5 R AP AR
Bz, MR AR A IE 3 KR B A K E S A TS
ML FEETTERCT . _RAE R A E 7 K 3
ML, HEANEFRE PR &M s EmEEen,
TE4 fa 5 24 17] 8, dynein 2381 H IC #5 dynactin
B &4 E, S50 RNTE%ES), T HEIE LA
T M A A 2 A0 N R O R E et A, B A
MM MRS (N EFE. WM BIR RS s E R
EMNZHHMRABRRE SIS L RINY)REREE
B, s, BATEKE K dynein £ S
AR R RIEFE. £ =, dynein BAHESE
MEMMEHITHE . HWERENEKIRE, FHK
5 4 A AL T A R IS S, BAERR A
YR AMNY BRI REP R EEEERE,
B, B MRS R I ]38 B [E i, SR E 7
AR BEEE &M /Y7 AME AIRIES) .
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YERZERYIN EES HEH, dyneins 55 %
5 E5E®%. HP, OFRIETRHE NudEVLisV/dynein 15
SEBSETRKEEEREIEPHAEMRTIHT
fRua, JEEERFR M & BN, NudC/Lis1/dynein i@ B 7F
WERE, METTEBARARAEIETREEEE
A U, T A< 556 % R B NudC ZKHEHT A A NudCL2
.5 Lisl/dynein JERUE @B . EH, dynein 5
dynactin X — MR EBRE &8, EWHE T #1T
BB RAF R S RIB AT S, 5 53 L2 i
EREFEER RN ERES.

PLAEFSR A2 (I UEHE R B dyneinifl B AR SRR
BRI UL R B R EIRITHERR A X, mNESE
CE#8)N R AE(LAE(amyotrophic lateral sclerosis, ALS)+
R JR R BRI (LR E R AE, Alzheimer’s disease,
AD). WMEHR (L EREMETHIIRERER,
Parkinson’s disease, PD). ¥ Z#HJ%(Huntington
disease, HD)H1ift 1% 14 B4 5 #4499 (hereditary sensory
neuropathy, HSN)% .

2 Dynein 5#4RITIHERS

Dynein | 7 RIE T & T, 7EM M R UL KA
NIBMPREZEEH. Hb, BMETEs 23
HIGREE AR . JBEE AEEAR (ethylnitrosourea,
ENU)i% S 114755 dynein HC () DYNCIHI P4 B4
AR —Loa I Cral #4& S BUE S & TRy R
MMAIETS. BhAh, FERA Y@L % dynamitin
(p50, dynein 3% % A dynactin F)—M A B )T
# dynein/dynactin H & AIEH, L& HIMMEMLTE
SR IRE, 5B KRBT R,

BEELEAEMHREZSIHMAETTHEFEEA
763085 A4 HIL A B RS B SR [R5, R &
AETFENAT I RPEERIRER . FRER, X
F p150°t=d B K| DCTNI H)— A~ BB HF BRIE A4 U R
B(G59S) AT IEH . BERRBRAE pl50eted [ A
fasE, TP dynein FIME S GRS, &I
p150sted ) IE B ThABTE K, BB ML TTEGE INE, T2
R RIZ SIS T B K BRI 8 1508 & IR
4R, R, AMIEHFTIEFHREIN, G59S H)
B 537 5| #dynein/dynactinE & K ThBEEL R I
Fa, ST HEENENIRE. HmMtETERE
X R FE R T S & T4l L FE T B,

P4, dynein T 85 #2817 MR H UIAHK B
B—ANE HIERER B #2175 T H R A7 78

A REDHIL. BRI LR E X L&
ZRRREARERMSIBITH R KRERERR
R NV ECE RN RI S 3, (B2 AD BIFFIEH:
REYME A IR A 25 (neurofibrillary tangles, NFTs)
124 B (senile plaques, SPs) & PD HIAFE R EY
& 4 /MAE(lewy-like inclusion bodies) € ¥ H AT fE
5 dynein M IZ T RERERG F KU,

2.1 Dynein 5 ALS

ALS 2 —F LLUZ sh4 £ UiR 10 A AL P BRI A S
RUFIE B A M EBIRE. 76 ALS BERHHE
BEIME TR R E S A4 K IR, 1T dynein
TR I R B4, IXFERBRATHENALS KA
975 ] i 5 5% PR 1)l 5B B 2 AR 3K

KEPFFRKY, ALS HHH) 90% HSHEHEA
1L 85 1B SOD1 (Cu/Zn SODDKIRTEH X, &8
SOD1 HLRA R F M ALS H4F1E. Cu/Zn SOD1
HIZRAE AT ARERR K2 20%~25% BIFKTENE ALS %51 o
Wong ZI7EL I BRI, ITERIEAZ SODI
(G93A)RAZ ML H /MR &I ALS #R A, [F]
ippz e S UNCHINAY SNy a=pur el np g b2 as)
PRIY ) S SR S R RS, X HUIFE SOD1 (G93A)/) it
AP RBKEEZ —2, HREREM, EEMN
SOD ANg¢5 dynein fHE/EF, (B7E & R3 SOD1 1)
B TREAYRERTESESR dynein BFHEANT
¥, RAF M) SOD1 REM AT LU dynein HE/EF I H.
FLEpe, RIS SOD k15 5 dynein &5
RIRE S, T XM IR I ALS KW Z AT, HEhEE
JRIER BETE. B8, R SOD1 R4
FRHET p5S0 i FRIE KM dynein RHE EYIHIT)
f%, SOD1 AL L MR, I H KM M 447
B (B] (231,

HEBHNE, MIEWMAZLoa f Cral MR,
dynein IR &R ALS ALUEIHE Y E g
181%£ A, {HR Loa/SOD1 (G93A)H LA HIFE
ZTEHMEERNBRIFEK T MREF6a, T E
TR I B B S s R RSt e 2k E P, [
#, % SOD1 (G93A)/NR 5 Crall+ /NRBATHAL, —

TR R LRI DR E R AAEL SODI

(G93A)/DNR T HEE RN E18, BAAFRTIAMM.
A, TEHAERDRESIME TP RE
dynamitin, dynein/dynactin & & &% [5 ¥75, 17 M H
LG 5 /N bR 3R Y SRR AR gt i Sh A 2 Tt
W2, R A MR BB, THESRE



XYIE % MBI B SHEBRITIHRRK KRR

53

VAR AT 4 R ELE AT S B IE s A T RAE, B
AMZ Y s, /N R RIS MBI TR,
AERW ALS U241, BFUREA, FHXHEAKF KSR
dynamitinFZ2 A £ 5 W 0 22 T 22 0938 Fn, 12 (OISR
3 5 H (kinesin) | R £ H B [7) 12 %0 ) A8, H B
EMBLIRREI. XK dynein FIBRIEFIRER T
B ALS FHLM e RENRER,

g bR, BARIAE MANE 2 dynein 5 ALS
RIBHIFUIELR, 12 SOD1 R R K P ME—7]
CIfERE ALS KRH)EfE#FEE. X T SOD1 REF
BB R AMBUR R LAY R, H
k1 SOD1 Z:H 5 /N R & A H L ALS FIRIE.
MBAHEHIEREZ SOD1 HRZESHHIKSBSE
dynein fHEERIMIAE S . Zhang ZHPVHIRF SR A,
dynein HEATIZ M DI RE BRI B 5524 SOD1 5
ZRRELNT, (HRBMEMNHEEET . Loa Fl Cral /MRAE
BHFERENER. EHXFHADNREYAMTF dynein
# HC L, 1B AT HE dynein HC B 2 545 SOD1 44
MEHE. M HC &5 MRE XAEFXFFEERE)E
K, NTEME T B AREBHLE S SRR

B4R, BLTE S F-dynein i &9 HE B ERAE 4R
AEEE. —MWAINA, B TFHTEMZE, M
LEFF T RS Kt vl G LIRS, KSR EFRE
TERBEMERIT. FXE, ZMALE SOD1 B
FFIARKRKER, B AW ATE 5 H IR A T fe 55
MAEFRETFEHRE. H—FRLANE SODL
REATTRES BRI 4K, FEFHMMEBHE, i
SHEMEMMAFET.. HXHIEEREHHE
EHEMIET:. AT AT EER LR R E S LLER
HMmERERIFHALS WERH. REK, SOD1 RAEHA
RFETHARALSEE B, A HALRKIBURHLH
REEHR.

2.2 Dynein 5 AD

AD X MREFEREE, £ KEE P BE IR KL
K. B EBEAEIERAMES, 8% RN EHH
IEELAEIZ B R, TS AZ AR A RIS &
m. FEEREMNE, WARESERN. ZEFPHH
BRI BNMEE NS ZE SR, AD BEREFIFE
R HIL SPs f1NFTs. H o SPs 2 H£F 4 B- HE ik
% H (amyloid beta, AB, 3K H APP /K##)7E 4 fuSMITAR
T, M NFTs M2 T tau (HESEEER—F)
RETHZAMRAFIFBN.

RUE tau. JEMFERTEE H(APP) XX AB HIEESR 2 AD

FUIE, EHTREEORASHBEFTEERH, 24
MR FEREENNRERERF RN RS
JREH. A, APP R4 R THS KRS, MEEE
AR B W TT/EAP). Gunawardena 02
FIRF AR, W3 EE I FHRATEHY T APP &
B HIGHE, T APP2E R 51| /5 2% B o s L B A i i
HMIbERS . XBEUR APP AIREREEREEB 1 5/Y
FIELEAREA. FBY, Kamal 2R /R
APP 5t F2 5/ % BACE. presenilin-1 5 £EH
Rz, EHIERHIEERY APP 5 dyenin 7]
DIEEER. FtwE APP RS AD kR, T
BB e Vi RS BT AR dynein. {EEH
TEEWH R E| AD BEF APP B4L %7 H HHE.

Tau BTE LS4 EMELR, AL EMENS
¥, RIAEHALE., Tauw 5REBBITHEFREEEVIN
KFE. TEXEEHREEIR, AR tau 3R HOBE
M EBRUEME AR R EEEH. ME
AD R tau Kt EBERRALEO, EHABEENE, £
AD R BT AP 5 BERRILE) tau 7R Ak £ BRI R
%E{J[:ﬂl] R

Magnani %P2 & I tau N 3558 H B & #438mT LS
p150 #HEAEF, 1IX—1EF AT LASE3E p150 X FHE 1
4% . T7E FTDP-17 BE K tau IRZ L Z W
5 p150 fEH, HIMEME LB RE. BRX—
485 AD KR EEEBR, HEZE /DU dynein 5
tau EEFEMHAEIER, MR tau HIRE, WJReSH
Wi dynein ) IEE THHERI LI . R0 F KRR AD
RIRHLH], DZUE SRl AD B % tau R EHFAERT.

J& K, Kimura S50 K3 tau. APP & AB 7E
FRBRNBEMME R A HIREE. SHFER,
dynein ZEMZ Rin ) & B HEEFRE KM, |
H IC & dynactin fEHA T M. FHFEH, dynein
FIETEZ B R R R e, BERRILBRTE 2 4F
e w, T H AD BE T RBERRILEREVE T e, B
ZERE tan K BERAUARTJE . BIULXALFRE/R
TRTHRAER, TREFINRREE.

REMAARCELKE, (BIAE AD KIFATBERY
BLHIK I 23158 . APP B0 tau fERFHE K, '©A18
RESBRPAIERF R, (HENARL L LEE
EHRHELERE. ME, REENRRELRE
RTREBHBOME .

7t dynein T @S, AT RERT B BEERLAY tau
ERMERRENE T, MmnsHs UER £57, F3
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PEN A B FNBEAR KRR TT R IR . Hsh, AT HEE dynein
RIS T 2 AP~ tau IZH K PLRERS, I
REHK. BEREXLREMN N AD WA EE
JFREENERE . X ERESNHEARAE
BHIBURM, HATRER APP. tau KPR SBH
F IEH ThRE RS9 T R 9%

2.3 Dynein 5 PD

PD 7£ 50 & UL b ABER REA 1%, T 85 % LA
R 5%, tnitz @R R EEMEIBAT R R
XKTF AD. PD HHERFIAF LR F. LA
BE#ER, IREE. 31218 L R BHA-FHEER
% SHEEAREE. AR PD BENE B
HE 128 JU M\ B Jii (substantia nigra pars compacta, SNpC)
fRESUR AR 2T “HEATHETS” (dying back)
RIS . [IXLE EIREME T Ml 80% LA F¥E K
DiRem g, M HISCRIEN I Z B EAE, B
IR BN ER .

%ﬂﬂ*%@ﬁ?ﬁ%%ﬁﬁﬁ%ﬁm@ﬁ MTTIXF
MM IEFE D REr= A EEH . ARIRFIEIRITSE
HEAREWA, & KB PR EFHBED, &
BRI R AR, EHSARFEREAK
#i dynein 1250 B MUK TE iR L 14 (aggresomes) .
METZINVARERHE R R ML TR E
HEEMERP R NCS, HBOE, E4NMER
EARH RS AEECT,

Parkin AT LA dynein & &Fizft R EH DI-1
ZRERBITHMRE. F50% BHEBENE RN PD
HH#E parkin FI5RAF, T ELiXFH PD AER AT 4
A XA BE 7 B /M T B AK B parkin. I
b, o-synuclein & 57— RIE PD Kkt B#H & L
HIREREE R ZEEEREA N RFEH R
A/DMRKEA. T ERRANEEEREK, %E
FR A IE % 3R TR % . Dynein HC 4 XA
AR A L& — M HbIREL dynein O THEE, S B & M4l
AN AR R E NG ST EYE, FIREAE R,
LR E B MERIE RS, 1XR B dynein HC
4 B FRAE L PD MRAETREMEX. RIBNHK
KR, dynein KMV S L& 2IH PD KM
FIFHEE ST TR ” B0 FHAERMEMELH
IRAER RS MY, 1Xi#— P& B dynein 5 PD HJ
RAETHEAE K.

-~ PD HIRAHLBIRMEMKIBAR R 45 EERE
/LT PD BEA FIRE X F @A R, fEIRgE 8+

XEREFR TR, F2LFEEPTRELHPD
KLl a-synuclein BT LSRR B Al 525
T, (HIFRW R BE E/MER R, BTKIAFZERE
—R. RN, REFEKBBEENEE. Parkin /r
SHERE QIZ B REKRER, X THEA A ES
AHEEEEH. B4 /MESREFERAABIELL P
N T E S /INMETTRER A 1 B ) — PRI RN .
L5 Parkin #8155/ PD S ok B i/ MER XM R
7% Parkin 15 5. WERIXMEERE AL, FATATEL
INAE % MERNEBUR R AR E, M R & Parkin b
WIE B DR RS I B A =4 . 9 8RYEA Parkin IR
%, dynein 158 ] 68 3B PD IR IK -

2.4 Dynein 5 HD

HD B —F K EEFRHERGEREMR, 5IKH
MERG S FBUEEBIHER, A LU AR
HTH, BESRIAHAERNFHELE., TEF
AR, HD 5 —##K A Huntingtin 5 B R(FRIFR
Htt) FIRBHEVIXR. 465 He BZERITFIH 0
BT “CAG” RAERMNZ. EEAN “CAG”
MESHCN 11~34, BEEE S EN<ET 37 4
Y ht BTG, MR, RIBFEARD S HIER
HIBHFERR A, XS /R Hit ZEFHSSIE St 72 R 1%
YER . M5t Ht ik BREEREREF SHE
e, H— bR He X FRERMMREHMEEE
E/ER. B85, Ravikumar 25415 3 dynein HC 5
TS EBRIRN TR, MM=4ES m RER
IS : i B RRE AR ABE T B R AARE )
LC3-II & EMIN, JFRH T % T HD RAEKFHL
#l. Dynein HJZZZHIFH T AEREMHEBRE
EEVERE S, FE T 5 R/ RALE S HD 1)
], B R A REM AR BERBRERZHE,
B SR MHEBRITHRRNTE, HL5IEHD
ﬁzﬁ[w,u] .

HD &R IR KL IE 2 1), 18 Het (@i B4 HE
BRI M A, R 250 dyneinfEiX— B B
¥iE T EER M. Dynein FITHREBLBEEL AT RESk B
A EWATRER B ht REZBWTIIEH. BETHE

REFETACLRHREAED B RATRZHE

5| % HD &6 fFifk — B3 .
2.5 Dynein 5 HSN

Swi (radiation-induced sprawling) 5238 ) 2% & 14
NREIR KR ARG L TTEHHSN) KR
B, HERKEshMAhIEFERRD H ki .
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BN TRRAEIX IR E N FEAEDYNCIHI LA
XTHIGRRHS, SERTHIRR TR M Loal+ /)N R7E DYNCIHI
MRS X A RAR W] S BUR R M IE Bh £ ik 5k 2o,
BH IR SN B EE R R A & S B E 1) HSN,
SRR 22 T T R R B2 R ELIE B 4 TU R B ™
E, S HSN RFHER. Hifi A1 DYNCIHI
HIRAZ AT RES HSN i KBB4 To i S e 4l 2R 5
FHEEELIHR R,

BERYE, HETHEYE, W ALS. PD. HD.
HSN 59 I 7= 4 5 IR i i sz i sh & 8
dynein R HEIEE A dynactin FIRTLREY]. I
Ab, HAEEE, tn SOD1 AP F (¥ dynein ¥ [ 4
RiZWERE ST REFWETTHRER. BH, Al
RRRTWMEMR KL ERY R RENERN. R,
£ 338 FIZHI dynein BB YRS 2+ A
HEEIER, MizHbEeE =4 NS S Bk R R
BA AR ZREO24,

H I, Af1#EET dynein 51344 JoHRIRE B VI
K, BEARERABMHLBITHRRRENEERE,
ERH IS LR G RIFFHRZL L, TEDYNCIHI
[X) G598 ZAE BT S B I R AR R K ALS %5 A 9%
RE BT, KRR EUR Y ALS 5 DYNCIHI K%
Fuesa, [, &4 K1k, REMESITTH RIS HEER
RMEBITHRRRENEZFEEREMEAREWNT
ER. BE, BAMNEHMETTHMRBEK, X
SAFIFIX L0 Mo vt i SRS+ UK, R BR
BITHERRENERRLMHEE, LwsoD1.
tau. APP. AR ZBHIERE, W2 1K KIEMMEEE
THABRNIE R EEEEN/ER. e T
ST E AR Z M, BIEEA R F TR
To AMAZ, HSIEH=£EG M, T dynein 1EX
AR EHN N EL, XESMESERTHE
BEAR, SHEBITHER —EEEEVBER.

MENMIRTHEBITHRR R T EES
T HEEAMGRELE. BfE%. AREMEYL
FHFBRAEF/RAVER T FHNH, KT dynein
5 RMAIBTHERRE IR, 8 dynein B &
FE? WRE, XKBEAELIDXALEWHC b, TRE
LC £? Me 2 HEIEEH dynactin £ ? X
#HEFrE— R . SHAR, BER dynein 5#Z
BTSRRI Z MR FE VIR R, ARERATAT AR M LA
LTt dynein tH3CEE &, CABAIR BB TE VR TT M4 IR
ITHERM T
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The Relationship of Cytoplasmic Dynein and
Neurodegenerative Diseases

Xun-Yan Liu, Tao Sun!, Tian-Hua Zhou*
(Department of Cell Biology, School of Medicine, Zhejing University, Hangzhou 310058, China;
'College of Life Sciences, Zhejing University, Hangzhou 310058, China)

Abstract Axonal transport defects are generally recognized as main factor involved in neurodegenerative
disease, such as amyotrophic lateral sclerosis, Alzheimer’s disease, Parkinson’s disease, Huntington disease and
hereditary sensory neuropathy. Cytoplasmic dynein is the major motor driving axonal retrograde transport; therefore
the relationship between cytoplasmic dynein and neurodegenerative disease is drawing extensive attention these
years. In this article, recent findings related to cytoplasmic dynein and neuron degenerative diseases were summarized.
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