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A 20 B 7 TP B A I RR R 454 X T D BERY
MR EEE L PRI R, gt s
REMFE RS T 2R R4 H50% , doih
4> 75795 (Parkinson’ s disease, PD) . Bl J) 7 Vi 2R Y 1)
SRR . AR SOR XTI T R 2 A SR R
HRE AU DI RE , LA S PD AR G AR 1 915 o 22 20 it i
BRIHLHIEA T A, DUHTR A PD A R R
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11 preegmi

W2z S NLBh & A (actin) H2ETE A . A2 3L
i, actin AT 43k 6 T2 : o- B 8% L actin, o0
W actin ,a-"F¥# L actin Fly-F-¥ Wl actin, LA K 2 FhE
WL 280 B RN y- 40 L 5 actin, 7E M RGP AN H
a-actin, {V A B Ally- 41 Il i actin 23K o actin BAIK
(G-actin) WERIE , G-actin i i — 52 LB 8 155, P
£ actinfif HAHIHSE N — Il 22 , AEFR N EF4ETE L
B (F-actin) o {22 413550y 3B Be - iUz 9]
SEA I R o SRR T 22 2H 2 Y BR R
0T MU G-actin (HRH A O Wm R A, EAA:
KT 22w 09 2 2 TR T 7, 249k S 1)
105U L o THEZ IR 3 — 5 i ], LA BRI 5 1)
IR BN PA , AT
12 A2 p e ss
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KA LIRS R A AR KR ) o AR A4 3436
g3 TR DR R XA I, s XA T A A
SE, 02 th DI 2 = Tk AZE KA R RUE TRIs22 R
A R R X T ARk 2, o Rk Eh R R

i Z /N2 RO TR T X s & R st 2,
T 3 TR A R SRAN I A R I 4, A A A A A
AT g 5 338 DX A7 s DXOR ) T X 22 ), Lk 2
F (myosin ) i i ZZ WA TE B actin 9, B 1A A
JA R IX W, A b s al P AR 2 oT D, TSR B
actin wave, actin wave FJZ5H) 5 24 KAEFDL, 72588
oL 3 wm/min 9 3R F T 3 ) 2 0 AT . actin
wave I8 Bl i 2 (1 58 i i 423 TE iU 22
TEIUARRZETT T, Bl 03 0 I A 440
AR HEA B, AT % B 2€ T P 1 actin DL
FESF ISR AE . Xu SR T B AL Y 2 2 1
R IAE R LT actin IFRIREEHILETE, A 1FR 2
A actin rings. E—4 BIIFIE & BH spectrin DU 2R 4E
i) B-spectrin Z R wi i WU Y actin rings AHIE T
TEMRANEFRR M2 IT P, actin rings TERT R 2 d B
Seil AR i i 52, W S ) A v il 2E o Actin
rings Z5 AR , I FH IS 1A A AG S 3 WA e 3
actin rings A #1330 min AN &A= F B, Actin rings
PR 45 R R e AR 7R X ] il 28 1) b Ao vk AR R
EWE, LA, Chetta 555 & MU ZE N AF L6 2 BT 1Y)
actin 544 : VTR SE4E 05 3 ~ 4 um 2347 1) actin SR 4
4, WEFR N hotspots; 294 10 pm K Z2ARE5H 72 24>
I R LT pm/s BB AR K, B KA actin
trails, Ganguly 25" % i hotspots 5 N AFRIC Y I E
37 , $£7 hotspots TJ B2 1 actin 78 PN IR K 11 2R A E
¥, Actin trails i & Fl hotspots 1341 43 F30T , 31
7K actin trails 7] B J& L) hotspots N % R & 4 K .
Hotspots Fll actin trails 14 J) §i& H A7 ¥ A 35 4,
Ganguly 25 % BN actin trails f 42 AL IR T actin
] 5 il 20 932 5, R L HE actin trails AT BEAE M
#1578 N actin %12 i 22 Z Ml iy i — AP AL, AH R —
N T B — PR . BEAh , Al T A i B AL
Y5 — PRI 45 #4 actin patch, H7E 20 133 i b &
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TEGEMNET, actin 2 & 48 T 21 X N 5] B R 2 U AH 45
A AHZ A A IE AT A BEIREE ] actin 78 5 fi 517 (19 HARGE
Sidenstein 25" % B 2 fis §if AS 47 7E actin rings 25 74 . 2 fish PN 1)
actin — ELAL T B AR A, AN W 10 & 2E 20 28 i 3R, 4 5 fil oy
PR CRIR R T R DfE o

TERY I GE 32T FIAR S8 TS , AT 08583 1 actin rings
2, HA 1Rl 28 FR Y actin rings RS 5 (2 AR K BB 5
E T+, actin Ml spectrin JE B T /S TE 454, 520N T 19
actin Z5FZS U™, BLAb, ZERS 2 T il fF4EF actin patch 4554
Je Y] BY F-actin §544 . actin patch & 22RO /2 IO AE K A5, 38
RN JLCK , FoN & &40 B0k F-acting WAV 58 04 S0 BT
B 2R F-actin FIHELA 43 32K F-actin, T FER 28 ik E 2
53 3R F-acting A4 S8 i P sk 22 30 EL B AT 4B R 2%
X TR GERE Y+ 53 Y
1.3 A ZTPHRLG IRk
13.1 MR ELEMER  Zhang 5" & BULE IEH 1% 50
T, KRB S e 20 NE TR 6 h P B g onit C a4 K 1
DG, 18 WP A TT A T 31588 5 1T actin F2UE 7
jasplakinolide 4 Rl 28 JCAE 18 h 4754 KRR 2T A fiE K
R, KW actin i R R THARENEE ., RZ,H
JH actin fif: 257 latrunculin A A 3R] i i 28 5 14 A 4 5 B I 35
B IRZERAIR  actin 2024 AR SR A B AR, BP actin A ER
M2 SR A K i SCEEE
132 WZEANIai  FBE B AR 53 N ) T S w0 T
HEAT (B RS 7R actin AL Zh ik 85 [ myosin RES A T 3L e
EYRTEMN RN IZH . Yoon "L MER A MRA T,
B-actin mRNA BE % 5341 T # 2§l 7, 1T jasplakinolide ¥, actin fif
%5 cytochalasin D Y 3£ B-actin mRNA 7ER 5 Jili FP 43 A T &,
$£7R B-actin mRNA 7ER 52 PN (14328 i O T actin 1 1E 7 2H 256 1
fif 2R . Wagner 55U FE /I T 5 448 R 08 € 81 P 5 I 1] AR
SEPAY S B, T 5 myosin-Va BEIR X — i B2, $ R 78 /NG I
S L P T Y [ B SR RS B T B 2L B R S 5 HE X —
BLHE A LA A A 28T AR TS
133 ZABEEMIEE SIS actin F2UE M A 2 fil 2 0 1 i
it LR R AR AT 41 . Morales 251 % #1 latrunculin A
B P2 IO NS AT P 2 i R I 0 485 B e 4 g, R
actin FoUE P AR 1 T 2 il 3t ¥ Bk, (U, A RS R
A ADF/Cofilin1 & B i 5 /N BRECHR AR ) Z i 2600 A &1k
DLATPESE fil 5 L ARG NN, 2] actin B PERE M E T 28 i
PRI . F5E I, actin T AE 224> FROT IR 95 58 fnl 8 vt 0
I - actin ZH MRS MR AT IS P X, ATAE Ay i sl Bt 2 A= s actinid
BEUESEA] 5| 5 5 M A TG P DX PN ) B U i 28 kA s 7R
MAHTEIX, actin I B A A S 2R S8 R AR 58 fil it o 5 1T [
W ZE fh B 7 B (1 2R 2 M, PP AR B AR . AR & clathrin 5%
dynamin {58 1), X 2 B INFFIRARE T 2 actin 2 51, (HZ5fh
PEWLNATAE TR R 58 A T A N Fr iz H AT AN

I, %6 T actin 78 Z2 Ik DI RE 10 & 2%k, JLAE 52 il B8 v pa - Fof 7
R E T B — L RGBS
1.4 actin 4% & 5 Rho GTP B33 & i 2 20 ¥ A i Je 09 R
T2z () e R R 2 B Z A ey X MR S
actin 25 &, A W 8% FK M actin 4% & 45 1 (actin binding protein,
ABP) . AR ML R IR R, AT A & &3 T 35h
¥Ab 8 F1, %5 ARP2/3 (actin related protein 2/3, ARP2/3) .
formin % 2 FH il spire.  ARP2/3 J& 43 IR S 22 T W 1) 5 ik 2
1, T formin % Ji% 85 [ Fl spire 12 2R AR 22 19 IE AL . ADF/
cofilin ZEHEHE 172 actin RS 11, PT LA G-actin A f 2 171 3
fR R, B i 22 i A S IR o LA, ADF/cofilin it i LA
TRLLFEATBY Y], T 7= A5 B 22 actin A7 8, (R IR 22 4%
PRIt , ADF/cofilin X F2ERp A Y (9 actin ~P-firfy 5 2258 S
Kt iF5E W], Rho-GTP B 7E TR 22 i 21 25 Fnfige 3R il 45 vh
REZOER . BHRiEmWzLshh C &3 T 20 43FF Rho-GTP
fifg , T3 A 22 5l AR T ABP LA 22 4, Horp
RhoA .Racl il Cde42 5T 45 % . RhoA W] 37 H T Ji# 437 Rho
% i (Rho-associated kinase, ROCK) , i ik £k LIM i fiff (LIM
kinase , LIMKO) {fi H3#07% , 1M LIMK g5 45 F- B R 1k cofilin S3, fif
HAHEG , W] F-actin f# 28 . Racl 5%, Cded2 ] 035 H T UiF
S F p21 i fkif it (p21-activated kinase, PAK) , PAK 3, 1] B iR b
LIMK f#fi H: 3% 4k o BE 41, Racl 58 Cded2 i n] i 45 #% 1k 2 A
ARP2/3. ARP2/3 # i 5 E R AL B 7 B 28 5 Ak 3 H
(Wiscott-Aldrich syndrome protein, WASP) . 7£ Iifi L zh %)
WASP % J5 4 45 WASP, N-WASP, WASP 5 % & 75 fif 2 ik [v U
# F1 (WASP-family verproline homologous, WAVE) 1/2/3. 7£3E
WG IR AT, WASP FI N-WASP 77 76 F 41 il B84, 1 786 1k 14
Cdc42 AJ i [ WASP F11 N-WASP 1 [ 1 il B T 3 7% ARP2/3 .
WAVE1/2/3 5 HE 8 11 455 18 i WAVE 5 )i Hs gl
il , ifii Racl I {2 fif WAVE1/2/3 ti WAVE & £ W) fift 25 4 1 4k, Ak
M ARP2/31,

2 PDHEXZEBMMLIIET

PD &M RIS W R+ B 2 . 2RI PD
R R 2 R B, AT RER IR T 2 3L Rt T AR LA
WEMAHEAEM .. BTN IE, AMIE SR IIFIEL 2 I E S
PD 19 & 993 AH G , JLZ A% 2R 11 4 4 - 28 il A% 25 11 (o-Synuclein)
& Ao R R 2 T 2 (leucine-rich repeat kinase 2, LRRK2) |
1Z B K Ui JK f# il 1 (ubiquitin C-terminal hydrolase L1,
UCHLI1) . Parkin, DJ-1 #l PTEN % 5 # f§ 1 (PTEN-induced
kinase 1, PINK1) 4§ . 3T 4F % A9 ifF 57 45 1 7, a-Synuclein
LRRK2 K Parkin {75 1 {322 B 22 A2 B FH 2R
2.1 o-Synuclein % f#& 22 6498

Haggerty %7K & B 11 H #3119 o-Synuclein 5% 3 /N 2L
R AR actin (1 6L 5 RN UE B 19 actin 7 & ¥ W TH e, R
a-Synuclein 1] GEJH 15 T 5128 N actin & i, {8 H A HLHIAT: #5181
B, eAbh, A UEYE 26 B a-Synuclein 7] LJE ¥4 actin A% 2H %% Fl fif
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% . Bellani %" UL 3 7 AR B 28 T8 A w8 v B A A8
a-Synuclein B¢ A30P ZE 2RS4 T B 22705 i 1 1Y) F-actin B
3, FLUSETH A7 latrunculin A 5 RS . Tilv 55"F GG
10,5 R B2 Fe ARKGI % Pla-Synuclein A8 F 1) /)N BUTAE h#h2e e
actin (19 3l 2% 5 %5 B AH LU T 1% 35%, $78 o-Synuclein ffi 154 2
JG F-actin A2 E o F-actin A9 foe SBHS AT E T
A A A 1, F 92 L Tilv 25 W4 a-Synuclein T H# £ T
BT XM AN g A K G R TR R, T AR §l 2€ 7P actin wave
Az ol B UL B T B, $2 78 a-Synuclein A {838 i 1 Fa E
F-actin il = A= 1 .

a-Synuclein J& {1 5 F-actin AYF&EPE? Bellani 25" F
it 3% 4 B & B a-Synuclein 5 A BE U W OE A 78
(glucose-regulated protein 78, GRP78) Z [0] 4 AH H.AE FH , T ZMN &
P a-Synuclein 4b -5 35 2 Jift 5 3% 17 GRP78 & it W & 0 . g
T GRP78 MIfELL A R A5 ZMEAR A4 A H NG
S5 5 Bellani "W 5% ] a-Synuclein 4L I 250N GTP 454
ARAHY Racl B4 5, [ PAK2 #l cofilinl (B ERfL/KF- T 1
i GRP78 1 a-Synuclein X Rac1-PAK2-cofilin1 {5 51 B 1)
JETT, $E R a-Synuclein TT AT i3 5 i f5 26 1 A9 GRP78 245 &%
il A Y Rac1-PAK2-cofilin {5 5 1 % , i 15 cofilinl 2% % 54 fin
F-actin [ %2 %€ 14 o Tilve 5 " 7E /N BRI 5 #2800 vh i 58
cofilinl # iR 1k 2% 1% 28 78 1A S3A, 25 - & B S3A RE 15 1 #%
a-Synuclein 15 T [ actin wave iz 3l # J& T B, #F — 253 52
a-Synuclein 7] 38 11 /F H T cofilin 521 F-actin (% 2 P
22 LRRK2 #2698

LRRK2 X} actin 1% 20 & Flfif R EL A7 P8 5 /EH . Meixner
SRR NI R B LRRK2 £ B AFE T A actin 443,
{HBA LRRK2 ¥ B2 (138 i, Ty M2 43 v actin 7 2t 5 288
#2785 LRRK2 A fig {2 iff actin B /LR . Caesar PG FE T AL
27 4E 40, K T & B LRRK2 G2019S %€ 75 41 fifd 4 F-actin 7
Latrunculin A Zb¥E 55 % A M5, #2275 LRRK2 AT R H AT fE iF
F-actin fift M ThRE . Hib A —LERF5E5 T H R M4 8.
Parisiadou %5 L%% & #l LRRK2 G2019S 5745 5% J& A /N fil g
PIZEIT Y F-actin 75 i 2545 2, 1] LRRK2 BE AR5/ U
P2 TTH Y F-actin & 5 W FREAR . Kim SES6G0 % B LRRK2
PR ik 595 /0N B/ NS 4 i P G-actin 55 F-actin 1) U A8 B &, 110
G2019S 278 He K @il A/ B G-actin 5 F-actin 1) H A D) F&AIG
AUESE ], LRRK2 B9 F5 A F T F-actin AR E . IXF7 G
HYZE AT A2 i T DL SCIR e R Rl 287 p 240 i v i 47, FLAT e
TERN 22 0 R A2 K By B LRRK2 %t actin 2615 17 5 (4 15 78 1
SRR TR TR B N R G0 0 S5 LA B

AT, A2 2% LRRK2 %} actin 27 25 FI1A7 58 A4 38 15 LA
e T 2L B, Chan S4B LRRK2 55 Racl Z55 6E /)
B, 5 CDC42 45 A R59 , 5 RhoA {\UF T35 A BAEFH , 2 7R
LRRK2 [ §E FEZAE T Racl fICDC42, #F—M58 & Bt %
1K LRRK2 41 T GTP 454 Y Racl /K-, ifii LRRK2 i B 1l 2
1 2872 K1906M Fil GTP il 2% 1 58728 K1347A W JC IR , 7
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LRRK2 AJ & 5 Racl {4 , H RS R BB AT GTP B PEXT Racl
BTG 2 A B . LRRK2 5 CDCA42 2 Ja] i A5 HAE FIHLE B i
58 Z 5T, (A 2 Haebig 4571 FH G HEUTHE 5L 50 iFE 52 LRRK2
5 CDC42 U R 5 T ARHGEFT Z A fEfEdH B AR . 1
ARHGEF7 fA7E 1 0 F , LRRK2 (19 GTP i 5 1 i 35 58 w5, i
J2 it >k ARHGEF7 A fE 2 Ji§ 9 # LRRK2 #% #2 1k , {H )2
ARHGEF7 R Ak 2 75 25 47 HIS PR B, 9 LRRK2 7f
il it 5 ARHGEF7 A H.AE LAY CDC42 G M FR B ik — 25
5%, Civiero %29 % 3 LRRK2 Fll PAK6 22 ] ££ £ B HEAH H.AE
FHLAE 12 JT % LRRK2 1 R /s BRUIG F PAK 6 B L iifesk i
53 LIMK1 B 2 £k 7K 7 1 35 AR, Ifii 7 LRRK2 G2019S %875
PD [ & SLJE T 1 PAK 6 B R L /K TP 8. 77 , 878 LRRK2 Al {2
fif PAK6 KL BRI . (HIR RSP S250 B /R LRRK2 AN AE B 1505
fifk PAK6 , K G4 LRRK 2 AT figi8 axf—4~ v (] R -2 fiff PAK6
IR AL , 13X AR B) R 752 Racl Bt — 4B RS,

AN, LRRK2 i AT LUAE FH F WAVE LR 7 actin (19 412 .
Kim %5 P8 /)N B/ S 0 48 A v 08 ¢ 1) LRRK2 K P i B 52 34
WAVE2 FE kAR, 1M G2019S FER & AUl WAVE2 ik T}
#i o Pull-down SZH6IE 5 LRRK2 Al WAVER 22 [A] 47 7E B2 AH 1L
YEFD , ELAEAS TR 1L WAVER , B R v, R 5wk i
fit, N2 7 actin ZH %%

Moesin . ezrin 1 radixin 3L [7] 21 i, ERM & [ %5 )% , BE R 1L 11
ERM iffi i H C i F1 F-actin AH 3% DA B2 N it 1R 15 AH 34 DA 3% 2
F-actin AR , PRI ST 40 6 1 4 1) 20206 S AR RS 26 11 30 T
HHEEVER], Parisiadou Z5*IF 3 Moesin . Ezrin Fl1 Radixin 7] #%
LRRK2 27514 G2019S iR Ak, , $278 LRRK2 if FJ g ot /T
ERM % A Z 15 AR F-actin (534 o
2.3 Parkin x % £ 6938

Vergara 25" & Il Parkin %€ 4 8 # il 21 4E 41 Jifd " F-actin 5
X RELANTE] , Ho oA B TR A& . F1IH Western blot #:3 & #1
Parkin 275 (1) 5% £T 24 2 it 7 1 actin 4% 45 45 [ Ezrin 2 518 5 |
cofilin BFR A /K EFH e, IR B LIMK 1/2 B8 {b 7K -l b 254 v
$&/1 Parkin 7] fE 18 i 83 actin 454 4K 1 B B E T R Y
M 1 F-actin A2 . Lim S5 Ho0% LT 0E S 90 ik 5% Parkin
FILIMK1 A M EAER , i3 #35 Parkin 53 5 LIMK 172 £1bK
AR cofilin BERR ALK T 43335 LIMK 1 S 80U P H 30K &=
M4 actin & A4 B4 | T AL F2 3k Parkin DU AT D) dg il iR I 4,
PR Parkin 7] G 3 LIMK 1 % £F 72 R AL o LR, AT
cofilin IR LL KT, I 41 N actin 412

3 NG

Tl 22 A0 U F B AE I 28 TR Ak B 07 Al 28 32 28 iy
B 5 3 TR 58 i 11 B A AR 19 43 A RS, (U2 B R AT
A BE BB X SRR A S5 44 T - S DI RE , TR L AR R X e R
AR AT 22 B B R 0 TR BT T B 22 e R 2 e P D RE
R L, WAL, BAR HATh B = IR IE S UE W (22 1 5 3 2
5 PD WY &, {0 & W 5% %% B PD #H 5C & [ a-Synuclein,,
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LRRK2 . Parkin DA 5 PINK 1 $5 % 3 22 (14 41 28 ik 5 ELAT Wl 1
F L BRAE A J5 BIBIESE i BB o 22 240 B 2 75 2 5 PD I &0 &
ELORAHLT, I FLLAM A 8 25 T 08 25 W0 43 0 — A~ S A i
FE7 4T PD IR BA 1R S X
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