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| BAHEERROMRMMBE TR, HRARKREBFOFARSEDL SRR LD
RBAMERRIC & > THRENIHES, EOLFITRBLTNDD. RO (1) ~ (@) OEEA S LISRBFMADBREICEAL T EEL,

(1) HAROME

(EHERTRICEB T AHEORERERUREOEBRBENDOI D &S GEGMRABTEZRRL TEIL,)
MR I, LWV R A—"—T 7 IV —F—F — 43 1FE, KIFs Of§1E L BERE O fEAT LLL N 2 f#HH L
72 A)KIF12, 13B, 16B, 19A, 26A % cloning L2RES % IE, B) ShEMIEIZ 2 < BBLS D KIF4 BEENT
PARP1 & A L2 OIEMEZINH] L, #ESHIIESEDNE 2 0 | #EMAE OIS EMEAFIEIZ KIF4 23 EHIIE O 417 2 il
TESFAA vF & LTE F, (Cell 2006) C)KIF26A %, ATPase &HMENN72 < . GDNF/Akt/ERK ff§#fmidER %,
Z ORERLIN - Grb2 [ ZEERE S LINH] UGS iR SiH L O 1 7238 4 2 HiliH 3 %, KIF26A KB~ v A%, %,
JI5 AR E R G 0D BT AT L B ELREIGAE CAETE 9%, (Cell 2009) D) E—4H —43 12X D H— T D78 -
FEA OIS LT Bk (NCB 2008a) & GEMIC L A4 (NCB 2008b) % f#B] L7-. E)# L\ KIF16B
1%, FGF 2K % B B~ LI A ICMETH Y . Rabld ¥ adaptor & 720 GTP JI/KSFRIZ LY I —= D
B2 HI 9 %, (Dev Cell 2011) F)KIF5 (. #&84 KLC 2% Hsc70 & FEA LHIEE A DR EE & /NS D
DL DA A v FOEENEZ L LT 5 (EMBO J 2009), G) ATP MK EDOASHELETH S Mg™ TADP />
D ADP fRHE ICW e DR OEE A KIFIA O — & — k% X ks ic L 0 91 THFX (Nat Str Mol Biol
2008) KIF1A ZET /L2 & LC, ATP-ERIKAE, ADP-Pi JIRHE, Mg - ADP JIRFE, ADP IRBESE ATP MK AEIZ K D56 ED
HET L2 R LU THEBA L KIFs ) Biased Brownian &) & power stroke |2 & U /EE§ A2 fEH L 7=, .
T D DOSEERAINIZER R A b L IR R B ZE 1T Cell 2006; Physiol Rev 2008;Nat Rev Mol Cell Biol 2009a, b ;
Neuron 2010 IZHIfE 232 1T, A RE LT-, Z OIS LI 21 ERFZE NI, PR OR AR 23T
fli: A THotz, ZOMEHTINE S SITRESBLL T OIEREZ 2T T,
BERIHEMERFZE Y (2)  (GFpk 23 4EFE~27 4EJE) [ R B — X — O FREOMEE & B ORES AW F e %
RFEFZ 622,000 TH ICE YL FORREE 2T -,
A)KIF17KO ~ 7 2 DfENTH> 6 KIF17 25 NMDA 275K NR2B A #hik 22 Clifidt Lk oE=EZ X 5 NR2B O 1%
F 7 ZIEBE DX T2 L 5 CREB VU (L. DR 2 # CTNR2B BIZIZKIFL7 B 5 OEE HEROIK T4 67~ 5 LKIFLT
1. HLIZ NMDA 52 BAR Dk 721 Tre < WK RE 2 55D L~ UL B b il i3 %5 (Neuorn 2011), B)KIF17 &
D CaMKITa (Z& D VU U ER{bns NUDA 52 24K % & To/Na o R Bl 2 il L | FoiE - 5238 2 #il #0192 $ % Knock—in mouse
Z W TR L7z (J. Neuorsei 2012), C) Bl D SN BREE F COMBIZ L VEE TO YT v T A D TUME & 7L
& - PEEEDTTER L SN S8, 2, BDNF OFEL F5H-00 Fifi T KIFIA OB ITHENE Z 5 Z L NSEATH
% (Neuron 2012), D)BU/NEBEATEMEEZ b B, MR G CHUNE O R 2 HfH92 KIF2A OIEMHES R
S OIEICRTET % PIPK apha 12 X W iEM b &4 % (PNAS 2012), E) KIF16B 2S#RMHRZSHEE N T early endosome
DL ATV, AMPA SZ RS0 NGF 52 AR OBt & HEREZ HIIHI L. = @ stalk domain 2%, MMEEED Key TH D
(J Neurosei 2015), F) st o4y 7k & L C, KIF5 &— & — RIS i 23 E Aa0 & Ol 22 NI BN JRAE
35 GTP beta tubulin (Z&ETe GTP BUMUINE L BFIMEN TR . FHIC X VAR FActEde (JCB 2011), = HIZ
G) BRI iEZISH LI LWENTEZ B L, 7 7 4 AT GTP AU INE & GDP B/ INE O 1E D25 L 4 i
BH L7- (JCB 2012), H) Xk SLfi#tr & 7 Z A A &5 T KIF5 « GTP U NE AR DS 2 it (EMBO J 2015),
1) EEEESHER L ORI ERZIZEY in vivo D KIFs © U Vb 2 M5 - EEMICHET 5 F ks
ST L. EDIZENFHhOY VEREENL 2 XA L CTEDEE: Kinase ZFREL LD VL EZHLNCTHF
HEEMESL U=, T X0 KIF2A Of/NE il A& M AY BDNF-PAK1/CDK5 (2 X 5 U v ek Tl & 41, LPA-ROCK
WX VRSN D FE A< LT (Cell Rep 2015), J)KIF3A 1T K AHIRZEEAN TO N cadherin Ok A yE Bk
{EMED PKA/CaMKITa (282 YU i L0 | A M Uik 23 Lt~ %5 (Neuron 2015) . K) B 72 NE B 2R
H (MAP) T& % MAP1A &, PSD93 %41 L C NMDA 2 BRIKZ & e/ Naz 27 &1k 5 Z & C KIFIT 12 X 2 ik % i
145 (J Neurosci 2015), L) /& beta -tubulin @ mutation IZX 25t  OMERAEMIEIL, WZREORE
WEDIRHEA I = A LT %5 (EMBO J 2012), M)KIF5A DM TD conditional KO ~ 7 Z DIEHRL L fifHTIZ L v |
KIF5A 73, GABARAP %1 L C GABA A SZZ{KZ FHIRZEEL N Tt LINH R CEHERMEZ BT OEE|C X
V) JEE % ELIK 9 5 (Neuron 2012), N)KIF13A |&, &r b= %% (K BHT-1A Z#aik L O XKEIT, REERDTT
HEEERLZO~ 7 20L, REMRIERPERO R WET /L THhD,. (Cell Rep 2013), 0)KIF19A X, fvIN& 7
A T EATENE 2 FF DR T O S THU/NE O R & 2O MEE P AR, I EROBREORE S 28
L. oS L, HoXKEix, KEEE, ZHERE%E%2ENT 5 Dev Cell 2012), P)KIF13B (X, LRP1 @
caveolae |24 % endocytosis ZFHELFOXKEILX, SIEMEZ RT3 (JCB 2015), QKIF12 %, fE—&
Ja G/ NVE Bz SP1-Hsc70 EEAEEZER L. TN o 2R T S peroxisome DIEREZ M L. oxidative
stress ZBAMEIL, insulin ZpZE =2 hr—/L L CW\W5, KIF12 KABIC XLV Zh b A3FEE S 1T BRI 4 i
W95, FUKRESERTEERICEVEZ Y. ZHISHE S IHEA I = X L% fiB] Dev Cell 2014), LLED X
INCHRERE Y — RT2ERE  FIHIFHE O @2 < OWF R Z I 7= L5375, ZHucxh LAk 26
R RFTRER MRS R S LT A+ YUY AEAZ B O OEENDH Y . WU EORENRIAEND | &
W) BV A T T,
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1. Ueno, H., .. and N. Hirokawa. (4/4) KIF16B/Rab14 molecular motor complex is critical for early embryonic
development by transporting FGF receptor. Dev Cell 20: 60-71, 2011.

2.Yin, X, .. and N. Hirokawa. (4/4) Molecular motor KIF17 is fundamental for memory and learning via differential
support of synaptic NR2A/2B levels. Neuron 70: 310-325, 2011.

3. Nakata, T., ... and N. Hirokawa. (5/5) Preferential binding of a kinesin-1 motor to GTP-tubulin-rich microtubules
underlies polarized vesicle transport. J Cell Biol 194 : 245-255, 2011.

4.Noda Y., ... and N. Hirokawa. (6/6) Phosphatidylinositol 4-phosphate 5-kinase alpha (PIPKa) regulates neuronal
microtubule depolymerase kinesin, KIF2A and suppresses elongation of axon branches. PNAS 109:1725-1730, 2012.

5. Hirokawa N., ...and Y. Okada. (1/3) Cilia, KIF3 Motor and Nodal Flow. Curr Opi in Cell Biol 24:31-39, 2012.

6. Kondo, M., Y. Takei, and N. Hirokawa. Motor protein KIF1A is essential for hippocampal synaptogenesis and
learning enhancement in an enriched environment. Neuron 73: 743-757, 2012.

7.Yin, X,, ... and N. Hirokawa. (4/4) Regulation of NMDA Receptor Transport: A KIF17-cargo Binding/Releasing
Underlies Synaptic Plasticity and Memory in vivo. J Neurosci 32: 5486-5499, 2012.

8. Yajima, H., ... and N. Hirokawa. (6/6) Conformational changes in tubulin in GMPCPP and GDP-taxol microtubules
observed by cryoelectron microscopy. J Cell Biol 198 (3): 315-322, 2012.

9. Niwa, S., ... and N. Hirokawa. (6/6) KIF19A Is a Microtubule-Depolymerizing Kinesin for Ciliary Length Control. Dev
Cell 23: 1167-1175, 2012.

10. Nakajima, K., ... and N. Hirokawa. (6/6) Molecular Motor KIF5A Is Essential for GABAA Receptor Transport, and
KIF5A Deletion Causes Epilepsy. Neuron 76 (5): 945-961, 2012.

11. Zhou, R., ... and N. Hirokawa. (5/5) A Molecular Motor, KIF13A, Controls Anxiety by Transporting the Serotonin type
1A Receptor. Cell Rep 3: 509-519, 2013.

12. Niwa, S., ... and N. Hirokawa. (3/3) beta tubulin mutation that cause severe neuropathies disrupt axonal transport.
EMBO J 32:1352-1364, 2013.

13. Kanai, Y., D. Wang and N. Hirokawa. KIF13B enhances the endocytosis of LRP1 by recruiting LRP1 to caveolae. J
Cell Biol 204 (3): 395-408, 2014.

14. Yang, W., ... and N. Hirokawa. (4/4) Antioxidant Signaling Involving the Microtubule Motor KIF12 Is an Intracellular
Target of Nutrition Excess in Beta Cells. Dev Cell 31 (2): 202-214, 2014.

15. Morikawa, M., ... and N. Hirokawa. (7/7) X-ray and Cryo-EM structures reveal mutual conformational changes of
Kinesin and GTP-state microtubules upon binding. EMBO J 34: 1270-1286, 2015.

16. Farkhondeh, A., ... and N. Hirokawa. (4/4) Characterizing KIF16B in neurons reveals a novel intramolecular "stalk
inhibition" mechanism that regulates its capacity to potentiate the selective somatodendritic localization of early
endosomes. J Neurosci  35(12): 5067-5086, 2015.

17. Ogawa, T. and N. Hirokawa. Microtubule destabilizer KIF2A undergoes distinct site-specific phosphorylation cascades
that differentially affect neuronal morphogenesis. Cell Rep 12: 1-15, 2015.

18. Ichinose, S., T. Ogawa, and N. Hirokawa. Mechanism of Activity-dependent Cargo Loading via the Phosphorylation of
KIF3A by PKA and CaMKIlla. Neuron 87: 1022-1035, 2015.

19. Takei, Y., ... and N. Hirokawa. (5/5) Defects in synaptic plasticity, reduced NMDA-receptor transport, and instability
of PSD proteins in mice lacking microtubule-associated protein 1A (MAP1A). J Neurosci 35(47): 15539 —15554, 2015.

<ERXBE~OBHEBRICBTLIREER>

HRARREL, ARYMAETRIONDERKBTORIIREE, PRSIV LETOBTEREL LTEELTVL S, EHL0D

FUTHRBITENB,

1. 31st Blankenese Conference, (Opening lecture). May 21, 2011. Hamburg-Blankenese, Germany.

2. 2012 AAAS Annual Meeting, (Plenary lecture). February 26, 2012. Vancouver, Canada.

3. 12th Australian Cell Biology Meeting (Hunter Meeting). (Plenary lecture) March 29, 2012. Hunter

Valley, Australia.

4. Gordon Conference, “Molecular and Cellular Neurobiology.” Junel8, 2012. Hong Kong, China.

5. 5th International Physiology Symposium “Models of Physiology and Disease.”(Keynote lecture) Sept

18, 2013. Singapore.

6. 18th International Microscopy Congress. (The EMBO lecture) Sep 8, 2014. Prague, Czech Republic.

7. American Society for Cell Biology (ASCB)/International Federation for Cell Biology (IFCB) Joint

Congress. (Plenary symposium), “Machinery of the Cell.” Dec 8, 2014. Philadelphia, USA.

8. 15th Congress of the Chinese Society for Cell Biology, (Plenary lecture) Apr 1, 2015. Shenzhen, China




HHEER—2-—3

1 FHHERROARHMB TR, HARKREEZOHARNED IS IR LES, (BE)

QHAEEOIEKRE (HERFHELLTHALEZLODH)

1) BRHEARE (2 (ER2BEEE~2TEE) FROUE—F—DFHOBELHEHOMKESEMEMHAE
(BREEE S - 23000013) HAEZALKE 622,000 FH, CHlcxt LFRK 26 FEF HEEHTMERE LT A+ &
WS B Wl ZE=(F7=,

D EHAHERATOMEEREERICEAHSIN-H-GCHR - MR UToRR%Z L,

1) KIFs O fflfa PN i ik 12 A T 2 BERE & il SRS 2 ph ik i 2 £ T VR & LRENT LUL N O R %245

72, a)KIF5A (X GABA A 27K % GABARAP Z /1 L CRBakAE S L. I L 0 KR 22l fa sl s s L,
Hox#BI3mEL2ERKR T 2% (Nakajima et al. Neuron, 2012) . b)KIF13A I3k w =V ZAME1AIC

FHA domain # 4 L CEHEEM A L., MlakE~fEx L, KOoXRBEBEELRALERZER L 0~ v X138
JROBWET L& 7% (Zhou et al. Cell Rep, 2013) . c)KIF16A XA IkZEE N T endosome 7% ik

L. MMl oMk, o 7 F s ic EE e &% Bl &2 2723 (Farkhondeh et al. J Neuorsci, 2015) ,
B) KIFs D {EBhEERE O fEiEA Y RO fiE I -

KIF4 @ AMPPNP JIREEDHEIE % 1.7 angstrom D fERETHEX ., 3 TITM W72 KIFIA OfEE GbE T
KIF o 3t 72 fE B A% A fi# B L 7= (Chang et al. J Mol Biol. 2013).

C) KIFs KON ZDOT7 X T X —EHDY VBtic kb, h—F L OfEE - BEOHI SRS, F7-. BUNE
JRE A HELZ B D KIF2A DU U RkIC L A HI 2 b L=, a) KIF3 O — ITRFREAL TH D C RKign

Vo ENnd &AL OFERDPEART D L&A L, KIFA OV k%5 & & Z 9 F{E Kinase
BEa Y AL ERAL BN R E L, #R R 2 W T4 Kinase 2 1& ML/ BLE L7212 KIF3A I L %
N-Cadherin Ok N RPLIKFNCENLT D L2 EE DTz, IHICZDOKIF3AD U UEEIZ LY
KIF3A & N-cadherin & OFEA NI L, KIF3A 12 X B N-cadherin D igEAEHE S iz, T HDRER
%, KIF3A @ U »FE{bIZ X % N-cadherin fik O HIHIC & EF 6| GLELCTFEHITRE I N 2 MRIETIC
WAFEL CTHERENHIH I N A EAEZBH S22 L TWwWb (Ichinose et al. Neuron, 2015) ,  b) KIF2
DHERED U L ERLIC X 2B OB, in vivo T KIF2A ® 4V VB Ar 2 S5 L 7= Hi % ERk L 7=,
BT Y B LT AR Kinase Z EBNE ESWIER EICXI VPG L KIF2A DY Vg
{LEBAL AN AT Kinase BEA R E L7z, & DI MIIZ 4 Kinase 21 b S & 2 0l 2 5 2 5 & KIF2A
OFRFEW ) VIRILLSNANEET D L, ZHITHE U TKIF2A O b /N E DL E A 1E M2 il ST
R O BENENTH Z & 2R LT (Ogava et al. Cell Rep, 2015),

D) fH#E R CTHHL T 5 KIFs D - #F R IE BMK AT M O BE RE il 18 O B O fiE B - KIFs 25L& - FEEO | K
MRS BE IS ST T BN DI & AN ERER B2 D AL 12 X DA RRIR IR FEMEIC R 2 5 KIFs O D 352 « @ =
~DOFG M L=, a) KIF17 (X NMDA U2 751K NR2B Z Rk 22 N Tt LRIE - = E 2613 2

(Yin et al. Neuron, 2011), b)KIF17 & cargo Ofi&IE. VrBfbick vl s, ZE - %8 %
o hr—/L73 5% (Feng et al. J Neurosci, 2013) . c¢) KIF1A (FAFEFE LTIV THITY O s 72 B B
TOFE - ZHEN O BIZHMLZETH 5D (Kondo et al. Neuron, 2012),

2) KIFICEA L — LB oipliE s, Th2 I L-dhdk vs BRIRER S 0 im0 b 5 ks
R L7z, a) B &0 fEEE O PALM BEIKEE 72 & 2 H v, KIFS & — &% —fEIIT = B K CHISE 5 ~E
W B < D7 MR R E O FE A VT lh SR N BN B S R 2SS BN E I B UL GTP Y beta tubulin (ZE A, KIF5
motor domain X GTP B/ NEITEHFIMEN TRV Z & Z#FFEB L7~ (Nakata et al. J Cell Biol, 2011) ,

b) BRI AMEMTIEZID ANV T4 EAFBEBEOFR LWVEHGEMHMIT T LI X2 L. s

W2 T A A EHIZ LD GTP AL /GDP B/ NE IR 1T D tubulin DFEE (L 2 M L 7= (Yajima et al. J

Cell Biol, 2011), ¢) KIF5 N/NEICHA T2 2 L2 XV KIFS i OMMU/NE T ICREE kvl 2 v
TR TR O F R L 7e D F A fEBH L 7= (Morikawa et al. EMBO J, 2015),

3) KIFs OIEMBER %L L TOH L WEEREEDAE -

a) KIF13B i% LRP1 @ caveolin K 7EM: endocytosis Z{EME L KIFI3B Z# R#ET B L S5 MIGE & 72 5
(Kanai, et al. J Cell Biol, 2014), b) KIF2A 1Zi&EM: 2 PIP kinase alpha TJL#E S R K E U T
BINE O BLEA 24T O EE R O F 2 Hl 8 LR R ORI BEE 2% E 2 R 7279 (Noda et al.
PNAS, 2012) ., c) KIF19A [ IMENTH/NEEZRES L, MEOREIZHRO ., (KNOR O ER LA
Rk L, HoXBIX, KIEE, L% RIEEZEZKT 25 (Niva et al. Dev Cell, 2012) , d) KIF12 234%
INE ETHE B R A Spl LED . BEAL, TOTFWHD HseT0 ¥ % X U ORBEZMB L LA F Y —
A~DO< M) v 7 AEAOEANFELEEZD, BILA MLV A2 L, KIF12 KB~ 7 X% 2 BUFERE O
EF )75 (Yang et al. Dev Cell.2015) , e)fBREMEZ K4 5 beta Tubulin @ mutation (.
KIFs 129 5L —/b & L TCOMREZLE LRt nmEST 5 (Niva et al. EMBO J, 2013), f)#/h
M EHEE [ MAPIA 1 PSD-93 2/ L C NMDA Bl 7 L &% I VS AR Z I B A& 12 B8 L. NMDA &K D
ZRERNTOHRELZHMET 52— 7 RERELZF ST L2M L7 (Takei et al. J Neuorsci, 2015) .
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2. FRIHEFRORRRRSUOHARE ICL Y EAShI-RR
RABEFRORRRENMORREISEREALRRISONT, RO (1), (2 OFE & <RERNDBERISRRL T L,

(1) ZRA~OFEBROWRI (FEFHFEA~DA 37 N ROEEFBEROZOHOBIHR., BEAER~DOBD %)

W ORE I NIRRT, MRAEDT:., o 8&E%., HEEYS., R, BRES EEGR SO A
Hi72 T IPIC 2 K72 OB 2 WOV ORI 22D O i@ W ZE R DS E BRI IR I m < FHili S 2 2200 6% < D
RBRMENEENTND, FTOFED 8% LU FIZHNT 2,

1. Midorikawa, R.-——and Hirokawa, N. (2006) KIF4 motor regulates activity—dependent neuronal
survival by suppressing PARP-1 enzymatic activity. Cell. 2006 125:371-83. D HIZOWT, Z D30I,
84mIBIHIN., RFEMAREDE LT, Kaplan DR, Miller FD. (2006) When a motor goes bad: a kinesin regulates
neuronal survival. Cell 125:371-83. Previews O#AJC, M#RRIGEMKIFHY /et lasEIHIIZ SV T, £<
LA D= AL E R LTEENLREG L FHI S LTV 5,

2. Niwa S.,———Hirokawa, N (2008) KIF1Bbeta— and KIF1A-mediated axonal transport of presynaptic
regulator Rab3 occurs in a GTP-dependent manner through DENN/MADD. Nature Cell Biolll: 1270-1276. ®
FRHIZDOWNWT, T O T 92 [m5|H &, #7l1Z Cell 58 Ed Leading edge IZBWT editor (Z2X 0 T#HZR
LD I vy 7Y 7)) ZHLMNI LTI E REENTZGRLTH H LB Il (Cell 135, 373-375;2008), =+
7=. Verhey CJ and Hammond JW(2009)Traffic control: regulation of Kinesin motors Nature Rev Mol Cell
Biol 10, 765-777 IZHBWTE—X —HRH'EIT X 2 Mla s O fIEHEEO B2 E & L TR S TWS. BLE
D XD ICREOFRLIE, FEFITE Tl S Uho 7 v— 7 DZ LI O EIT ERELSSEBIZIN TV,

3. Guilaud, L., R. Wong and N. Hirokawa. Disruption of KIF17-Mintl interation by CamKII-dependent
phosphorylation: a molecular model of kinesin—cargo release. Nature Cell Biology 10 (1): 19-29, 2008.
DRERIZDONT, ZOFmTIEART 130 FI5IH 4, & L& LT, Nature Reviews Molecular Cell Biology. 10:
765-777, 2009 Tl Verhey &%, [F—H —DREFEH TORBPORIEASA LA RYPNTHE LTZ] W) 852 KEE
<EHMEL TV D,

4. Hirokawa, N., Y. Noda, Y. Tanaka, and S. Niwa. Kinesin superfamily motor proteins and
intracellular transport. Nature Reviews Molecular Cell Biology. 10: 682-696, 2009. DRI DOWNT, A
LB 2 —im 332K 601 BI5H I, AN EREICBIT DR E—F—2KE 3T b0 L LTK
ERLIBEBIZER TS,

5. Zhou R., S. Niwa, N. Homma, Y. Takei, and N. Hirokawa. KIF26A is an unconventional kinesin and
regulates GDNF-Ret signaling in enteric neuronal development. Cell 139 (4): 802-813, 2009. DikFEIZD
W, ZOSIIAIRT42 A5 H X1, #FIZ Nature Reviews Gastroenterology & Hepatology . 10: 43-57, 2013
TiE. B OB EzRET D F L LT KIF26A 2B/ LAl m <Ml S, ZNETLIIRRI5HTH
KIFs O BEZEMERR#E S LTV D,

6. Hirokawa, N., R. Nitta and Y. Okada. The mechanisms of kinesin motor motility: lessons from
the monomeric motor KIF1A. Nature Reviews Molecular Cell Biology 10: 877-884, 2009. ®R¢H:IZ-DW\NT,
AU E 2 —i@m 2T 51 [E5H &, #I2 Nat Rev Mol Cell Biol. 2014 Apr;15(4) :257-71 T Cross b,
FRLET—H =D AP NUKGIES A I NPT~ T XD DRISHED L AT 7 T I ANRATEEDH DX 7 L
FF RASHRFE & 7R LT 5RM 72 0 TS E 7 L & K2 m < fHli L T\ 4,

7. Hirokawa, N., S. Niwa and Y. Tanaka. Molecular motors in neurons: Transport mechanisms and roles
in brain function, development, and disease. Neuron 68: 610-638, 2010. DEEHAIZDOWNWT, KL E =2 —iF
SR T 402 [EISITH SH, e — 2 — &5 L URRiB Y - RIS « o0 7" A a8 - Wy i s 1) -
TRREMAT 72 &, IRV EFICRIT D A L E 2 —@m e L TREZEBIZS TV D,




FEBH—3—2

2. FRAHERROHARBRSMEOHRE K VERASALRE ()

Q) m3sIARERE (EA1 OMEBEERABL T LELN)

(TR fE L =]

No XA - EEL - RITE - R—DEE BEEICL SERETATHEN S A%
Kinesin superfamily motor proteins and intracellular | #IBARNPBERREIZETEIF RV VE—S4—2EERE
transport. BELTHY, XEBLKBEICThTWS, 601

1 N Hirokawa, Y Noda, Y Tanaka, S Niwa. Nature Review
Molecular Cell Biology 10 (10), 682-696, 2009
Molecular motors in neurons: transport mechanisms and | ¥ FE—4—Z&EBL L-NEEE - wEEKRE
) roles in brain function, development, and disease. N - TR - MEREHE - RERTS L, 402
Hirokawa, S Niwa, Y Tanaka. BEWSHICESIT32EFAMLEL—RXELTKE
Neuron 68 (4), 610-638, 2010 BEIZINATIND,
. . KIF3 AR/ — FIZBULWTHREDHAEERY.
, |1t i e i of e i st | o sameo)~ Fas RO |
' ' ' ’ FHZERETEIAD=XLIZDOVNTEHFOHMNREMN
125 (1), 33-45, 2006 = =
ZTHBRE L=,
. . . . : KIFI7CR FA A > (Cargo-binding domain) @' >
et K7 i oy T i | i Lo i sz
4 :ele:se ! L Gui-llaud R Wong, N Hirokawa . Nature Ce?l ATLUSZEERLE, TS —OIMBTOHN | 130
biology.10 ) 19_2é 2008 ’ ) DFEA LEZERAICHRELEZRAXE VS ARTKES
' ) {§Hii - SIASh TS,
i raimes St e e U | s KRS
b Kikkawa, N Hirokawa. The EMBO Journal 25 (18) 418.7—4194 TOABMBTHRMIL, F5 22 a0 AP KSR | 95
2006 ' ) ' " K YBMNEEEESIROESERBREHALMZLT=,
KIFIB B -and KIF1A-mediated axonal transport of | &3 FR/IMEIZEEHN S Rab3 H GTP HEASWKET
6 presynaptic regulator Rab3 occurs in a GTP-dependent | DENN/MADD %4+ L KIF1A & & U'KIFIBB Ic#E& L Tl 92
manner through DENN/MADD. S Niwa, Y Tanaka, N | ROFZEEESh. h—TDOFREE. Rab3 A% GDP 1K
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