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Functions and Regulatory Mechanisms of Vesicular Transport
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Abstract  Vesicular transport is essential for cellular functions. The transport machinery comprises cargoes,
cytoskeletal tracks and molecular motors. Among these motors are kinesins and cytoplasmic dynein, which are plus
end- and minus end-directed microtubule motors, respectively. This review focuses on the mechanisms for cargo
recognition and cargo release by kinesins and dynein, as well as the mechanisms underlying microtubule track
selection by these motors. We also discuss the involvement of vesicular transport in human diseases.
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FLAZ 0 it O I B 3 ) DX R AR T B

Tift &5 *ﬁ‘?b EFF I A0 A%, I A5 LT AR K
BT RE. AN AR T AR AR 2 s A ARAL Y, 4

WAS 2 Ta) s 2 B2 5 40 B 8 2 Te) At AN kA T 25 4)
JEORIA AT it o 3K 267 4 i LR 5 ) 0 40 i )i .
W\ﬁ?ﬂ‘]zrﬁ]E’Jiﬁiﬁ??&?@%ﬂmﬁﬁTﬁﬁmi%ﬂﬁ
Y8, W A #e O 40 i N ) s i . 4
P9 32 i 2R R - Tl il 238 S ) (B )
0,2 3 JEAR (1) FE T 25 48 %Ufﬂﬁi*f\ﬁ“?%ﬁﬁ’]
1 H & & (molecular motor, & Fmotor)/K fi# ATP
A TR B B K B 4% B ) ) S VA TR A 2 A i
R I BIE ERE S, BENE S RO i bk & P S 1Y
B2 07 15 [m) 3z i 2IAH Y. R0 40 i &5 ), 4%
AFRDIRE. s R RN I SIS S A R )
Jiz i) FE B A, ZFIX]L%?MEQHH@E’ME’J%
Y02 A RV A AL A P SCAE — Ty A

2 BRiEmARGAYAER
ENLIE i 3 AL 0 T B O E E, ik

(A)

A A0 P T A0 P AL HIE 4 R 4L B: dynein-dynactin BR8] [ 2EVIE 4 E AR E K . 1 SR, 2: PuEiE; 3: 6

B R T8 W) B¢ Y (vesicular cargo). 7E ELAZ 41 i,
A B HAT R B 22 OO 0 i B AR 4 T )i

BRE, BEVEE UL BB IZ ) ) T Ik 5 2 myo-
sinZ B DL, M U LB IZ 3 I ik s E 4k
kinesin(JX 8 &5 111, M FK A KIF)#HE X ji% Al cytoplasmic
dynein(3)) J] 8 [, [ FRdynein) 8. Tl 22 FI b £F
o 1) v Sk FE R AT HL A B 1 B 1 22 SR AR
A S AN BT S A R 1 W I SR A R R, i T
T P i P 2 11 45 ) A () S804 G 2R 6 R e 2R o B0A
], B-tubulin &% 1] 1F i 2F K3 2 45 51, o-tubulinZ®
5 1) A7 g A R TR A Al i N T B SR A O
T T 40 B A% 55 384 4 378 41 23 0y (microtubule
organization center, MTOC)] #1.02}i (centrosome), K
053 PR T X i ) 0 A/, T 87 S o 4 e/
P2 RS o A0 I P 0 S5 i sk, e DA i v o 1)
A1 JE 3z i e SO IE )32 fii(anterograde transport),
1K A A7 JAD v 0 PR3 i SR 395 1) 32 i (ret-
rograde transport). K2 %kinesin 54 il U3 ) Tl 1
Ui 12 8)), TMcytoplasmic dynein|a) fifl & 971 i iz 5 A& &
TE I3 s b R SIA R E(E1A). LA
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A: the microtubule-based intracellular transport machinery; B: transport cycle of cytoplasmic dynein. 1: cargo recognition; 2: movement along

microtubule tracks; 3: cargo release.
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Fig.1 Microtubule-based vesicular transport
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B4 RGO 2 PO 0r T USRI K AUia i 2 1A
(Kot s, i BEVIB A AL ARG R R K e, I
AT (DS IE R A SR ST U (2) S ik &
PV TR PUIE IS B S ) 58 1) iz fan, (3) ik
AR RLAN AR R S ST (B 1B). LU KE
X H ETAER = AN AR R ALENE — AT A

4.,

3 DAEEIAE S

M RATFEISRMN Y RN E L, U
B T B 40 i % 4 2 R 44 (mitochondria) N 5T ¥
(endoplasmic reticulum). 5 /KFE4A(Golgi apparatus).
I A AL W) B AR (peroxisome) s 5 i 78 (Iysosome) LA K2
% Pl B 0 45 K4 4 5 o 4 44 (early endosome)~ i Jfd
W {4 (late endosome). [A] W fiid P {4 (recycling endo-
some). WA (autophagosome). 1z %% id(transport
vesicle). 43 i B i (secretory vesicle) Ul 53 filt & fy
(synaptic vesicle)%5. ik IR R IRA . R TR
VI 23 BLH — A 2 9032 i 40 3 1) 2 R 2 1)
0
3.1 Kkinesini2 5l E2 4 HI#L

Wity L 30 1) 55 DA 41 v A 450 G idkinesingb 5% Ji%
JSC O3 ) 5 DAL, AR HL g 5 2 1 A 32 B 1 (motiility)
BT b 75 1 B 12k 25 #4) 4(motor domain) /3> #71) 1A AHABL 1P
BRI KL SIS AR A AR ik 454
W SR 7 A T T % Mkinesingy 14 5 1 R
FERUHRI R/ 8RR PR D fig . K 2 Hikinesinag: [F] Y5 — 2R
&, kinesin-1/& i 5 5% (kinesin heavy chain, KHC)#!!
2 4 (kinesin light chain, KLC)41 1% [ 57 5 DU 28 1%,
kinesin-2 5% Ji b1 DL S Y = A4 5l [A) 5 — 2R AR T 2C
{74E, kinesin-3 LA FLARER [ Y5 — SRR TE A7 AE, kine-
sin-5 5 Al 51 ) 4 [R) 9 DY SR AARD, 3T 4K, kinesin
GBS 53 JIT RS I (1) B ) 900 288 R s 8 e 6 5
K, BT SR B AR B i G R
1T 4> F-(adaptor) B¢ I F- 42 (scaffold) & (1R 731 5k
ST, ) dn, AE fR 2 G 41 e BLKIFS (kinesin-1) K
J Ak B 38 1 PR B Milton-Miro & 4 {4, syntabulinfll
RanBP2IX JLF A 5 73 12 i 4 B AR, 70 22 )
W, KIF1710 1 3% i 45 45 B T 3 8 1 B2 4 4K
LIN10(Mint1)-LIN2-LIN17, M fij G845 5% 12 45 1 f 28
3 5 5% YANMDAR W FENR2B (1 311121, KIFS )i
I A5 I GRIP VR Bl 342 i oy — S PP 28 3 52 44

AMPAR[{IGIuR2 7 £,
3.2 dyneiniR 3| 4 RIHLHI

HH T M P 3K Bl 306 1) 32 A K B IR R 2
cytoplasmic dynein, I3 a4 Le MR %2, H
dynein ) 45 Fy i ikinesin &2 2%, FARANF B2 AL
SN 2% dyneinst 73 ¥ i £91.4 MDalf =K &
FRE AR, A6 3123, B4k 5
HA DX ERAWNEM, Edyneinds A& &KL 45
WS PN UL 8% (intermediate chain, DIC). %%
5 (light intermediate chain, DLIC) & = FR S Y [ %%
B (light chain, DLC)Roadblock. Tctex fz LC8M*!51°,
dynein K445 i B A DI Re i 2 0 — M RO A
{Rdynactinh Wy, 1 H A4 4h SE 56 G0F B dynactin B % 14
sdyneinfEfgE FIg g AT N, dynactinfd 7
Z DTN, Forb s K 3Ep 1509 1) 28 ki 15
dynein(®)DICIF. 3L 45 &, MRS XM~ BRI 8
JiU A AR, R BL i p 1509 55 I 45 5 v fig
VAR AR I RIF S Bl 8 R I T 48 5E T dynein-
dynactind¥ 1] 32 fii 85 1 52 4 4R 5 LU B2 P 1) 2
TR 7, 91 G 5 4 4 £ B9 A (Huntington’s disease,
HD)#H 5% & 'THAP-1(huntingtin-assoicated protein-1)#ll
p1509 L e I, Ji T #h 478 77 I - BDNF 1 4if
LA N RIS Y, A T LR IR A A
A 381 1y R A 1K) 3 ) S VL5 i 1) B 1 B (et
romer Il FESNX6M1p 1509 Ff £z /F H] LA i Hzretromer
e F dynein-dynactin®2; 5 /R JEAA LS 4 85 1 Bicau-
dal-D2F1dynactin ) — WF. 3£ p50/dynamitin . # 1 H#7,
T R EEAR 2 P 5T Rz A, g H S A AL
S AR MIRanBP2AE ], KidyneinFIAZ EAHE, /T
1 3 N AT 22 53 SR LR TN B A% 1) e A2 i
Ji P AR I ERab7 #2443 £ RILPp1 5094 J
Uiy 45 5 LA 5 30 () 32 4, 9 76 IR K 1 £ 1 PII-
spectrin 5 dynactin 73— V. 3EArp1 25 55, L4, dynein
WA U A R 14 kDalf) 32 554y 1 Tetex-1 1] 5 pfi 22
"5 F% A1 (neurotrophins) F¥ JI5 52 AR Tek PP L S AT 41 il
RO 8 3R 73 1 A58 it (rhodopsin) AH 45 5%, 1 4%
HE 7 FLICI/LIC24 & I AT K dynein i [ & A5 14
FH 55 21 0 M 9 AR s i AR IR D) REPY . Bl R AE
KI5 N 4R FTHOOK/HOOKA #2&: dynein-dynactin
15 T A 709, X $edynein-dynactin & 5 14
) Y. 0 e i = 1 SR AR AL 2 5 AN [ Al
RIBR DN T 00 1 45 &, K dyneinfif & 2



sk ORAE: BRIE RN D) e ML

1221

Ty o B, 1s st LU, kinesin L i
dynein-dynactinif ixt JF IV i R 5E 6 FE g 5| ) 2 1
T30 TR S5 G, SEHLN 3230 D P () ke £k
B

4 DHEEEDE NS

2 Lk o 1 485 A B 0 B W o U L 21IA
B 41 o 25/ % (target organelle/target membrane)H,
3 F A0 T AR A L U ) R A R, O i
B2 R R T/ D 28 TE A IR b T2 BV B ) D 2
U 42 A BT b o T Lk H -2 1R ) 2 TR AH L
1 RIS 25 RS 1 1 %, BRSO s B H LA )
WD, WP IS T e ke
4.1 KinesiniE] 54 B9

SERTIWTIT &K B, Hsc70REM5 ¥ kinesin M ZE 1
TR BT, $ 7 Thak i 1 b S0 2 [a) (R AH B4 2
AL o ARSMHAR N SEEG 45 FEL W, kinesinf [ HLHE
(kinesin heavy chain, KHC) %24 (kinesin light chain,
KLC) ) i B2 Ak 3 3L 5 S it 25, 49 4n 2 1 Pl
A(protein kinase A, PKA)# i ({KIF5-KLCE & 411
BERR A AN T 1% ik i A 5 R AL I &5 50, 1
B A B GSK 3 (glycogen synthase kinase 3)
BE W R TLKLC, #HIKIFS-KLCH & 5 I &5 51,
TEMZE oM 53, B 1 CaMKII(Ca*/calmodulin-
dependent protein kinase)if 1 f#f [ L KIF 17584 5 viii,
i 22 2k 2% 55 45 NR2 B 1z i 2 70 32 1 1) ) 28 4k
FIMint1 45 (1) 68 77, W75 5 fi 5 45 Ka) RS B B¢ i
NR2BIz 4, WH50E R IN, 22550
Jif(mitogen-activated protein kinases, MAPKs){5 51l
% % T kinesin M 2230 B3 H) 2 [A] (1) 45 & A A
JIP152& KEMAPKIE # (1) 41 ) MAPKKK . MAPKKA
INKY A — & (T 22 8 11, R 1 /& kinesin- 1%
W& R A T Y A Rl o o, MAP-
KKK MAPKK i 3 #ikinesin- LRI TIP1 2 [a] {1 i
R0 1) A TTMAPK 1) 58 A8 T 38501 A< i
FIAT 2 i e R DA S 2 Ut A 28 TG 2T B 0 K,
11 EMAPK 5 48 ¢ dUf) i 22 76 Hikinesin-2 78 2] & i
sty B A PIRMAPK X kinesin-2 5 H. 52 W) (1) filt 25 2
AWAER

FR T kinesin A 5 R AL, B394 3 IR 1 1) 1ok
PR A AR BB 8 1 7 0 HE R SV B W) A BLAE A .
{E £k A 28 T0 AN 58 T, UNC-76 /Zkinesin- 1 4 1) 57

YN T K1, BEUNC-515% 8 16 [FUNC-7655 5 fik %
71 5% 1 Synaptotagmin-145 75 8 J7 34 9, 1 f 15848
AN BE WY 13 2 1L FTUNC-76 4 BE 45 & Synaptotagmin-1,
UNC-515UNC-76 1)) it K i 141 5 Bikinesin-1 5 5 firh
FENLIPI MBS, i | i 3 B v S 5 finh B 90 A 5l 5%
P R HERRE,
4.2 dyneinE] £ E I RIH H)

dynein’ [ 5 G4 MV 5L (1) BE R A0 o0 H 5 52 )
Z A4 o S BAT ISR o ARt b Bz 4
Mo, dynein (1) %% 55 W 3£ Tetex- 157 824, 22 & 1R % K&
(Ser82) il R Ab Al 2 55 058 oL 1K &5 45 sk 59, AR T
P28 5T 40 0 T i PR T

i T B AAS 10 T R 1 B SR BAE
(P4, FAT AL UL 7R T BEIRR T A
JoT—E 1 SR B AR ) VR 4 A B ) S 2 )
o WA AEDIBE Ry, T AR A R R
S PBEIR K 2> A1 A [, 85 JIE AIRabLL K Arf GTPase
GG VAR [F) 41 B s 55 0 40 B S &5 44 B 1 A28 A
WPE 255, AE A i A4k g 1k, e AT R 4
TR B AR S 1K U ) A (identity code), {E Bz
Frhoeh IR BRI J A 2 E))
AR A4 B A AE . FRATTR B, R
PRE R SRR s b, SiaiRing o
[3z i 52 A fretromer MY AT T S0 43k, How
FESNX6i4 3 1 55 dynactinilV Hp 1500 1) 41 HAE 1,
#¢dynein-dynactinzl) Jj £ F 5 A A4 € 2N 45
EE T FBEEARY BRI, T T isiRE
s>, 2 1% W) % ¥ B dynein-dynactinif§ 45 Ui
i Az i B e o R AR R T I, R R AR
(1) 1% i 43 1 PI(4)P i SNX6 [ PHOX (] R PX) 45 #) 45,
W5 PL(4)PHI ] T SNX6H1p1 50ty & 11 Jii—4 1
UM EAER, e 1t 7 53k 2 1 RE i 370 2 18]
R 5o T b IX — LI, 2R FE AR A I PI(4)PTE
K 1 R 45 dynein-dynactin X} B ¥ T2 W) 11 1 44, A7
MRS, FATIR N A8, PL(4)PHR RESI ] 53— B¢
53 SNX4 5 dynein 2 [A] ¥ 88 (i A, JF iR
SNX44 5 Htransferrin & H: 32 R 1) N iz . 1X
TSR0 H6 7 T 5040 s IS rh iR ot T ik ik
ISV B AH ELAE FH B R H, D S i o2
Py E B R AL TR LS. BR T A R
F T ISNX K G A B AW IR 45 & ae ) oh, ik
kinesin % Ji& 4 4 0 G 4% 1R 5 8% B, #) Wikinesin-3 %
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AL -

T R D KTF 168G o L PX &5 A6 3 B 2 &5 6 D3 i A4k e
HRPI3)PEY, 5 — ANkinesin-3 5% % i 1 GAKINGE
1PI(3,4,5)P3 45 4 & FPIP3BP I | I A S ch & 4
PI(3,4,5)P3 [ HEA ¥ iz it . FeATTHEN, A1 dynein
UK ZH) (1) 3 1) B 32 34 15 52 B A 00 i e i A 1R
2, 1M Hkinesin3X #) [ 1 [n] 2 30032 4 1R A7 1) g th 52
BT B A o

5 SxERIRAFERHLE
51 WESEMEIZEREM

TEFENLIZ Har b, IO 40 i B R o Ko s
B BE; AR AR D, TS R AR R T R
R A 377 (I D Vs 4 i DG a7/ B = 2 ik 8 B B
() I RSB R PR P WL DTk . A B A B -
JB-tubulinf Bl — SR AK, b SR A Sk R A 3% 41 3¢
JE B 22 (protofilament)!'™, 3F— 20 1 134 Ji 22 38 ik
AN T FR)AH EL A FH 20 256 pl Ay v s R B R S AU,y
o- M B-tubulinfi 11731 I fe i A B BE S A, A
2hofE BRI ER A 2 B TR B A A R T
K [ % i (tubulin code), A " BE# LA . W&
2% 4 2 [ (microtubule associated protein, MAP)EY i
B IE3 45 A 8 M (plus end tracking proteins, +TIPs)iH
BT, SR FIBIEIT R IR, S tekinesind Tl A 1Y
B A R, B, kinesin-1IEFEMEZE S 4
T9t 1t (acetylation) > F1 2 1% % 12 {4 (detyrosination)[H]
TR 531, 1 A 0 28 76 v |l T TG I A A A A
FIR 5 5 4R, fiikinesin- 1A PR AL 20 A T3l 58 R BT,
Kinesin-2 A kinesin-3 5 Ji5 i i3 %F £ A6 F1 25 1% 24 TR
A TR AT IR B ARITIF ST K, a-tubulinff) 2
B AW (polyglutamination) %} F-kinesin-3 5 i Ji{l
BAKIF1TATE #1128 70 1) 23 Al A7 5% W, 7Ea-tubulin )
Z R A WAHEPGs 1H K 1K)/ Bl 22 5, KIF1A
TERRZ 3 52 o A gk 2D, 17 HLKIF1ATS i 16 58 firh 5%
TR AR SR A A el D Rt Ab, RS R
P S5t B, dyneinfil 7] T 45 & & BEAL TCET
=% Y& 451 £ I iE (Huntington disease) ) — > i S RF1iE
J& M 28 78 9% A ¥ (brain-derived neurotrophic factor,
BDNF) %2 {032 i 7 #2050 58 1 sk 2>, 1t T-BDNF
PP AN LT F 3R TCIE T, 7 5 TR A
AN T, HIEA TS 25 A I 21 B 1 2 Sk
A1 BEHD A C6 1) 410 il 771) A B 52 A% /N ) 52 J2 A 48 7,
AE % 14 N3k 5 19 SR AL 2 B2, a0 42 = T BDNFZEI

1 B 1R BE RN g, M) I R4 H 2 Ak Al
1 TS B AR AN RS TR U s e, dE— 20
Rl IR B v: g S Do B Q=L ey e (e apvike N
UESE T POCE R I 2 38 4% 2 Ik A0 1Y 5 kinesin-1 /¢
kinesin-2 (I HEAT I, 111 o-tubulin 2 J Sif (1 7% 22 PR 300 4
kinesin-2[1)35 1, 1 LB Z IR L BEFE Fikinesin-2 [ 1
FEREAT M, AH s HIH0H] T kinesin-1 AT RS, 4H
L2 T, dynein U 8 [ 3K P B E 11 1) AN BBURE
52 MEERITE

{EAF7E R 12, o-tubulinflB-tubulinfaf 5 85 1 5K
WA 2, 2R, NSRRI A Ay
7£7/  a-tubulin A8/ B-tubulin IV Y (isotype), W7 [A]
FER IS (VP 54T B AN RS, %o -8 FftB-tubulin 7
() EL A & B, kinesin- 14 TUBB7 W BL A0 1 1132 3kt
FAAK, KT YE/ETUBBI M TUBB3 W BY i b #¢
1&%; 1M dynein X B-tubulin V. R 3245 B 2 (R aE 0
53 WEHSER

T 45 G B 1 AR R 2 e Sk B 10 U (1) &
HhES . Tawsd PR JUAH MR IA I — Fh i 45 & 2R
F, 40 i P I R Tau2s k2D kinesin it (1) 1E 7] 5
Tz, A SRR AT Y S SV A A )
HEFRIOWST, ARSI I, 456 T3k I Taufig % 1l
T Al kinesin 5 TR 1) 45 G B 2 L AR BT i
OSSN S PO 45 A kinesiny T3 H
IMdynein 5 T 5 $IE (1) 45 & A % Tausg . T
TaufE Fi] /K 2% ¥ BRE (Alzheimer disease) & 3 #1285 G
W IR IKE T i B AT T R S, BT
HEM, v] 58 HH T Tau £ R 2 Al il 1T #rge oo rh A
PR E SRS 16 1E ) B2 iz B, AT 3 B & T
IRAT M AR 5 TaufE HIAH I, 75 S0 51 BR 40 A
WP 45 4 B2 1 Ensconsin B {2 #fkinesin- 15 U
&G LA IR B I IE [n Iz 4t 40 i b A7 AE 2 Pk
EaGE D, v UHENEAT Sk E A S WME S S
A R SR 7R

6 SIEEANESF-SEXR

FH -4 K % %ikinesin K J% 1% 3 Fldynein ¥ 45 Tl
B AR 7 E 3, 40 P 1R R ) 3 T I
Tl 38 B UATAT: [N A7 AR5, e ) NATTA K, EAT]
ZIAAEAEFE PR, TE R M &40 . 2 Y
— 79k Bh I3 N B, 5H IR A T ) A B SR BE N
TEAR AL 1R Is Ak & b IR B T kinesinlldynein
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Z (B AE AR ] B NN, SR A SR RS20 H Y
kinesin&{ dyneinifl isE RNAT-H 47 A B i B, e A3
IF) P 3 9, 5% 0 3k A A A 0 I AN R 52 IR A
A9, 15 B kinesinEX dynein X 2 i 1) DK 51 75 AR PE A
P B IR H I - DALk, Sk 8 (A EL AR, e A1
Z B AE 55 4 1F (competition-coordination) ¢ £ o
T3 A0 B TR AL, dyneingy T AR £ 3l e kinesin 1]
e, AR TIE 1 S 1R 23 A 4O T kinesin. ) ]
AUAY IR P B H 1 HEAT IR BB A A s 3 &5 AR W), 7
Lisl. Clipl 70F1EB 15l & 1F i 45 & 5 W 3 T,
kinesin g % ¥ dynein 7y ¥ ¥ 1o 8 1 i 21 FLA7 T 40 i
A0 R T S, A 2 B A8 2R Al SR T I ) Az i 3
S 0 ) B

7 EREHIEEERESERFIXER

SCRZ AN N AT 22 Bl &5 K Dy e % S 1 40 2%, A
Z RENE SN AR A %y SO L E R AR S D RE . 7R
T A A M2 )T 240 I PR 350 5 o 4 M 255 2 ) R A K
(R4 RV AT, 140 i N ) iz, JCH 2 5
MR ek /D S N tab TN B P 58 N P R 1
W M SRR (5 58T A K
A Al 45 F A i TG B B OB = RORS R i i
o ltn, WA BN A MRS E, Ed TR
B AN S T, WA T R T 4
AP T KIF3ASY 3 #E & N 12 ¥ (intraflagellar
transport, IFT), F:J it 309 i) B AR S 1 ol o S 3800
P A RN BHK, R 2 TR,

iEmbEG s T EEA DR EEL, R FE AK
RGO WA ZRAT HEDOR . KRB AR
T G S U R AR I R AR R R DIAR G . i,
7E N 8 5% 1 1 % (hereditary spastic paraplegia)iii
NFK Z R IN, kinesin B BEKIFS AP 5y ik 45 1) 4
FAAE RURARTY, AE/AN B, KIFSAT) e % S 20k
58 i i 28 21 4 1 1 (neurofilament)iz i 1) Bt #5 1 4b
Ja v 22 TCIRAT PR AR 7R WL ZE 4 hE2A1
1 (Charcot-Marie-Tooth disease type 2A1, CMA2A1)
i N, ST R ) 5 ik B 0L E i K TF 1Bb Hy 1A 45 1)
AR T BN BTG I s AR At T Bl pl
28 0N 9% 25 A 3 B N 2R i AE B UL A 2 A
(distal spinal and bulbar muscular atrophy, dSSBMA )7
ANZK AT KT dynactin p1500 9] 5848, H#Eliz
B2 TG IR AT 9% 48 /& i dynein-dynactiniz iy 1)

RESZ 4038 B 7S i A R N AR B )
AT TSR, L4 0 2= il 1L 4E (amyotrophic
lateral sclerosis, ALS)~ Fil/RZZIFERSE . = LEHEEES
E S 5 A 0 5 58 v 1) BB B B A AT DR
W6 Ah, AE AT 120 i 5 i UL A 25 4 9iF (spinal muscular
atrophy, SMA)HI JZ )25 & & 5 1 W A it R LT
dynein FEEHEDYNCIH1 [ D G 2% S8 AR, N6
T 2 Fe (b ZE5 AR AN K R KL T dynein i
(DYN2CH 1) A 1) s 5242, i T-dynein D e fift [ {1
HEE NIz 2 BH, WG % & Sonic Hedgehog (7 5 4%
53l % 11 FE 22 4 4> Smoothened AN BE 1E A & v 2141 2%
W S T, AT S ) S A B 3, TS R R
BAREH,

8 REERE

ORI AR ) 2 B A A ) AR AT T
Lk ARSI T, B
AR 22 10 0 A ) B o B VELAZ i 110 I 2 ORG Af 2 E R
Tk s - EAE R . Bl AT ST AR
R, FEVNE B RS JE v, BRI L JBIR &
JE A AR - B AL, e By i B -5 AR
HAER I rp R AR E AR . RIS A2
o M A A B AL T BT (liposome) B 40 25 A AE
WINGE, 045 A M 2 JBE (1) ) B A 2 S A, T A g s
75 2038 By T 1) A BEAT IR AR % T AR i
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