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Post-translational modification of tubulin: classification,

function and mechanism

GAO Nan-Nan, BAO Lan*

(State Key Laboratory of Cell Biology, Institute of Biochemistry and Cell Biology, Shanghai Institutes for Biological
Sciences, Chinese Academy of Sciences, Shanghai 200031, China)

Abstract: Microtubule is one of cytoskeletons which possesses a hollow cylindrical structure and polymerized from
o/B-tubulin heterodimer. It plays an important role during a diversity of biological processes. The structure and
property of microtubule are regulated by various regulators, and the post-translational modification of tubulin is the
important one. We herein summarize the classification of tubulin post-translational modification and discuss its
functions and underlying mechanisms.
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o b v BEOR T, ARG B D REAE A 5] 1) 48 g A 47)
Fhrp A0 RIS ORI 2. X PR 2R H A IFI%
ARG B EM I BEAE, A UL =Fh ] GeR RS . (1)
TWE B H o/p-tubulin & B A AR R EAELE, Fl40
ENFKF A 8 F a-tubulin F1 7 Ff B-tubulin W7 M,
BRWA EI 2o mrEA, HREKPRE.
A LG RS LR R E A ok R I RIS, BUAE R E
PR EE R B K 2 2. () UE A B
J&i 18 1M (post-translational modification) it T | L 7F
e ERvE 2284k, W WL (acetylation). &2 IR
1k (tyrosination). 2% % %4 % 1t (detyrosination). A-2
& (A2-tubulin). £ EARREEL (polyglutamylation)
M2 R HR&BEAL (polyglycylation) %5, (3) K& M
EEEONWEIRET T 2RI, Hha
FEHMEREG. MEMUISENED. XEAH
W E B WAL, BHEE RS & & A TR R
B ERRERR L, R RHARO R B E Y
(tubulin code)”,

Br T A2 fB1Ah, RZHME & AR E S
Wi ). A LB L — R AR E a-tubulin B
B-tubulin I, 5 LE{E o/p-tubulin FEBLELE . AP,
b TR AN, R 2 B S B R AR AR
EAR RAREANME L, AEERNE D,
VAR, BEE BT B HBRA, RS R
E R S B 7 R T 7 ORE B TR, Bhsk
KT AT IR A SRR, AT IX L
HEEMEEBMRIIRE 7 ERARINR. U
B BRI A B RS Y D REAIE AL
il (RVBIF 9 32 e AT [ it

1 WEEEEEEEIHRTAE

MEEENEEEBmMEE S, AN
B 84 HAR X R 57 10 ek . BRI L. LB
Ak, A-2 Bk - A A R (deglutamylation), £
BB ABAA 2 =W, taMEA I LRI
() B A 78 4 Tk 8 B B AR A T 2, G0 B R Ak
(phosphorylation). 72 % 14 (ubiquitination). % fiZ{t
(polyamination). AEAEEEIL (palmitoylation). % ik
¥, (arginylation) DA A BEFELL, (glycosylation) %5,
11 ZEifk

1985 £ 1E A< ¥ (Chlamydomonas reinhardtii) i)
HEE (flagellum) HR B TR & A 10 LB A81H
TEARZ CAIRIE B BB, SRk Gy
() —Fh, X b FE R ST R AZ A0 2 2 R 2B AE a-tubulin

55 40 {7 # Z R (K40 A7 /) i e- &R 3L B, /2
—— PR AEE B I m s B D I
R — L RIS, WMEEAVRALEZ NS
P 4K & M A2 A, 40 Chu 28 V4R 3E 7 B-tubulin [
K252 {i S AE O 3 ol San 1EFH R RAET L1k
. seAh, EERASSITEREN, MEE
HATBEA 10 A LALLM Bk et 5 Y, B H #i
XA AR A 1S B — P P EE . Rk, @
5 0L N a-tubulin & BEAEF5E 1) 2 o-tubulin 25 40 £7
FIRI LA 1B

I 30 453k, 1AM, BHE AN
HHHRIESE T AEAE a-tubulin [ ZBEAL B . BE
WRAL K Bl Rl A, — I ] DA AL
o-tubulin ZBEA 1) £ W 5L R B, 5 — KR Bk
o-tubulin Z A1) 25 S BEACEE . 2 BRI 1 R I
W, FEAWAEOEA RN IMEE & X
CERAL I YE, 2002 420 2003 4F5G 5 R BL T 4 E
H 2 LWL 6 (histone deacetylase 6, HDAC6) Al
Sirt 2 (sirtuin type 2). 412 P9 T3 HDAC6 53 Sirt2
Y55 a-tubulin AL KPH i, $EOR X P B
AT R AR TR U MR B A B R
fit, E4R Greer 2 U FLYE 1985 48 st A A 38 1) ¥ B
2 B R F| B o-tubulin Z AL IE K4y, (H 2
—H A KB EIERMEL T E. 2009 4F, Creppe
gt (BUR5E & H HE A B 3L % 7 l (histone acetyl-
transferase, HAT) & #) 35 1 4 {4 &2 &%) 3 (elongator
complex 3, ELP3) 1] & /& a-tubulin 1] Z BEALEE. H
RNA F-H 1977 V5 A% ELP3 123 , 40 7 a-tubulin
(1) WAL K P B PR AEG, SR T 44k b 52 56 5K B ELP3
I A e 5 2 48 0 a-tubulin 1) 2, B 10 7K S, B8 B
ELP3 AN @i 8 H BN OB R0 . 2010 4F,
Akella 2 " FiI Shida 25 " [7] i} #) i& T MEC-17/
o-TAT1 /2 a-tubulin 55 40 A7 20 BRI £ B 4% 74 1
F H VU FEE e 00 LB s FE AR ST, Al ATTHIE BH 44k
(1) MEC-17 % 1 B A 7R 4MEL o-tubulin ZBEILIFBE
Jo JREEE AR, fE/N RS MEC-17 J51& K
a-tubulin (1) ZBEAAEME T 2% Y, AIESE T LR
FLEW) Z S MEC-17 i S 2 4 9 32 221 o-tubulin
LT FE R I o
1.2 AREERI/EERERIL

1981 4 R ILHITE B 1 L 28 / R R b
B, =SR2 KE & O EE BT
o Z % a-tubulin WAL 1) C I i Ji — A8 5E B #E
AR, XA RS T ER M ER T
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geh “ERERAL/ BERL” WA, EREAR
WABNZAE o-tubulin 2 1 WIAEA SO 2 K 2E Ry
S Y, R AEBE Y o-tubulin () 5 5 — A
HIEMRIIE A T A (glutamine, Glu)( & 1),

A 25 B A R AL 1Y tubulin 12 B FR N “Glu-
tubulin”, 170 5 Hr #% B & FR 1L 19 tubulin U % 5 A

“Tyr-tubulin”,

RAE LR B 2R At s B,

a-tubulin 1 B-tubulink 5 75 fl & 5 I 4 3R T 1 Couity & BN PR JF B 0 = B X 4, X BT 4175 K ATUB1AFITUB2BI#) — 2% 45
MR E, ZRAEBNME B HE BB Ew/p-tubulint # 76 . E, AEM: G, H&EM: K, #EM: S, 24

Q. WABL: Y, BWEAR.

El WMEEEEEEREHNERRINISMR

X — S S A — B A S R AR R, A —
T AN LR B2 IS 1 (cytosolic carboxypeptidase
1, CCP1) fifh T £ S AR B, UEHE 2 7T K I
Cepl FTAZ /)N B U B 1 25 T 2 IR K 7K ST K i e
™, {2 CCP1 25 RELE M SM LB T a-tubulin
R M RR IS T 23— AR . 1993 SR T 1
T F RS R VE £ (tubulin tyrosin ligase, TTL)?”,
G B E R A R R AER A ME LR
FER S AR IR, XS T IRAKE T R AR AR
AEH G AR T R Ry B2
1.3 A-2181%

F % A IR AAE i ) a-tubulin 7 [t 25 C I i —
M EIRIREE, TR — M R R BT 2,

HH T IXF o-tubulin G/ | R AN ZIEER,  PREAR
N A2 A5 (B ). 1989 SR FE N G3AE A i v s il
FI %) 35% a-tubulin JC vk HH & AL AL P,
MEILT A2 8. KA A-2 1B a-tubulin KR
kS TTL 454, A REE B TR 2RIk . A2
BURLE T “ BRI/ BRI 1638, =M
B FAZ B R M D WA AT s 2 Y,

5T A-2 BRI 2 — R U K (cytosolic
carboxypeptidases, CCPs)"” >, v 1) K % % plt 7
[l 47 ST R R 2 R BRI Y. X K
I e % 4k 2 AT C i I & E KR, 77 AR A3
tubulin®”, X Fh 25 (1] C BB 1 D REAI R X
PIA I NATTI A
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14 ZBAFEK

191 FEAEMEEA LRI T 2 R HE
i, XK EALE a-tubulin B¢ B-tubulin [ C % 45 2
TR A7 m BB R E M (B 1), TE R 6 5
KAIA 30 MAEIR, 18T kB (isopeptide bond)
HRRARTRIEN v- FREME . SN N IX
BHIUR AEEREEA L, B a s
RSB P 2 R R WAL S AL FLh )
MItE R A BRI, 5 R ART TR WA LT 4 2440
I ) R R A DA R SRR R Rt K B AE B, A
M kL HE AT B 22 DL R AR I
F AR P,

TS B 2 BRE BB IR 2 — 2K
AR TE BRI & B % BB 7 (tubulin tyrosin
ligase-like, TTLL) f 2% (4 2%, 3 il K 000 48 1% 1
(It R L T oy SCRNGEAR 20, 381X R 20 IO E
ANFE ) TTLL 2 kit . Fisisl— i B am
BERIBMEALTE TR TTLL, 43 TTLL1. TTLL4 f1
TTLL7 B, fi4b 58 D i @ ig ey TTLL,
41 TTLL6 A1 TTLLY B, A5 TTLL & (4 3% 2
W N A TE M, A/ BRI TTLL7 4 2 R i 1
B3I B, Rogowski 4 P 1 Kimura 25 B % 3
— K R K (CCPs) i 5t 2 RO AR K81
g5 %9 M2, 4ALHE CCP1, CCP4, CCPS5 il CCP6,
FHor CCP5 B8 /K il L4553 SO 28 — N B AR
BREE, TSIV KEE RS RR . HAbh, IXUEg[H
FZ25 T a-tubulin ] 25 B & B AGAS 1 AT A-2 &1,
PEONTRUE B AN [F) BB R S AB R 2 (RN AE A8 SR
B o
1.5 ZEHSEE

1994 1L ELJE . (Paramecium tetraurelia) B4l
EEARRIT ZRHEABBN Y. 52REH
AL, 2 R H &AL & K AETE a-tubulin B
B-tubulin C %) EL F BB Z MR RN AL LK
HHAREM, BN HERRKEES R KES
BRIRTRFEN v- RIEMIE. 52 REAHAAAH
M2, ZREBABEH AR N RR, HAifE
i 7L sh P P SR B ARG £ B 40 B 1) il 22 A o
Gy U, R 2 B R H AT DR A
S L A 2

157 2 B HABAB B 5 2 REa Bt
B4 Al [5] S M 9 TTLLPS Y, 22 R H S Wk Ak 11
2 JIIE  SCRIEAR R 2D« 55— DA H IR
(41 TTLL3™) /e R, — AN H & iR 8 i 5 ik

5 tubulin C ¥y A SRR AR E 5 5 P 1E 5 —F
HR RN (0 TTLL10 ™) fEF R, JE4:0)
HREBRIE S b —AERIE M) y- F2 5T R B al 7 ik
BEANIMAN. E 2 RE A BAE RS, A5l
TTLL & [t AT 3EH 9020 ) B etk vg v, il dn 2R
I TTLL3 %, H A B8 5t & H & ks 1 i
gL A ORI, AR MTES CCPS 5Bl
JoR 82 PO ol % R v A R il R A 25 S AT Y,
MaRe A 2 HAM BT Re, AR/ EE LW
SEEG SR IGAIE .

1.6 HisXBWRERRFIZEREE

MR AR T LS R LR R HE AR
BORNRN R FBM 2 4b, A — S R AT IR
NWFFERMENE, . BERRfL. 2R, B, £R
REEAL R IR AL AR A 55

FLZE 1980 £, WF 70 A\ & 5t & Il o-tubulin £
B-tubulin 2 & A fif B Ak ), A e 2 10 2
B-tubulin 172 £ 22 % /& (Ser172) fir st b () kB2 {12
B B L), A A AR R 2R R
fity Cdk1 4L

HEARIT B IS R O B T A SR K,
WP BEAT B AR U 12 RS R bR HE
FIEEEAMATRANEAR, MEEAHRA
B 4. ISR, A R IE o-tubulin A1 B-tubulin #B AJ
Rewiz R4, AR eI A . Ren 2 Y
RIL, o/p-tubulin S~ EAAY; B3 12 2% HiHG Parkin
it R Az =ik

2013 AR IE [ FENNZHZR 1) o-tubulin 1 B-tubulin
BRI LR AR ™, BT REXH
B E 2ATERIER, B —EHRA S
PRI . 7E A2 BE0E R A BI04 &, B-tubulin
5515 ML R BRI A2 R RE AL (B 1),
R A T e 7 X, xR NAER R
Pk 112 4% #% I (transglutaminase) AL R & 4R, AT LA
RAELEF B S H ECR G .

U4, T B 1 ORI VR S AB IR A A Ak B
Bl AL PR R R A B 4, X s i XUl
DG IRADH GBI T, K AABMR B mU DA K 57 5%
SN P B AN AR

2 WEEBEFRIZIGRITIEE

21 ZEk
AN T LA BRI RE RO 70 2 Il i 4
% a-tubulin ] 2: 2. BE1LEE HDAC6 SZELIT, 4341
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KR IES R R A, 0 R HDACG % T
o-tubulin PAAR AT HAD IR H BT 7T B,
ik a-tubulin [¥] Z A2 BIRMAG & Gl fE 4 K 2
LRI ERS U, 8 0 o-tubulin 2,k 4k AT LA
BT F & 1R 5| R 4 o R s
S PY. B GG E B, Charcot-Marie-Tooth
(CMT) /BRI AL 4 22 JT a-tubulin 2 BBEAL 2 55
N, {8 H HDAC6 [ 40 571 7T #4010 a-tubulin [ £
WEAG, o038 T AR AL )N BR A 22 G i S i 2
R ERAT AR E B,

2010 4E K I T o-tubulin [ Z, 1k B§ MEC-17,
NS o-tubulin ZREALSRHE T R TR . A
AR, MEC-17 f¢ Vil 2 S 8K R L § i 2
7 2 A 22 T B IRIE RS 2245 B, MEC-17 @i
2 5] /N BORE T-HE B 45 W B R R o DA R R A i 97
Y1 g 2R E AR AR B A s U IR AR
U, MEC-17 7] AYE clathrin B4 /MEI/E T
BAET TR ME b, S X SR EER &
itk i1 B {HE MEC-17 Rt /N BB AR LT 58
AR5 T o-tubulin B4k, IR R R
KRB RERS R e U, AT L, a-tubulin 2
e E DR AT 2, (A3 — DR .

22 AEEEER/ERRERIL

B 22 T S IR Ak a-tubulin (14945 S5 M B4R (19 4R
PGt N, R A AN 73 280 0 A0 M rh AE AE S TR
R AL B, T LIl A U ) 5 B I 4 40 1 231k
FERE 2xiz i . WL R M, o-tubulin () 25 %
RAIRAABSNAE G AR IR 50 59 LA R 4 i Jo) 30 1 5 gk
AT AR FP R RSV E T Y AR JE A, o-tubulin
1) 25 T S R AU A 4 1 Bt S8 R0 AR K HE R A 4R, $2
TN IXFHE G T RS S 4 e M B B L B R
56 [ 4F o-tubulin $5 5 M 0 % SRR O Bz W 2L IR
Tel wg B/ BRorb s B T A BB I s IR AL I R AR
ERARUAMEE A2 BUHRIHE KERR, WA
JCHLPAS A B B R IR IR S A7 7E, S EUMR
TEHAFEAAST. . bk /D RERE BN RE
W], K B A 0 2R LN R 2 R 2 T B e D
S, BEARREFRIA A T 2O A KRR b
R AL RS
2.3 A28

I H o-tubulin EAR AT LEE R R, A5
R A2 BME, [HIT a-tubulin [ A-2 1&1H4> 52 3 H
EEEE AL/ BE R ER KR sE M . X PR LE Tdd
mc BN BR AR B T ARGF BRI, 2/ RS AN

i H I T a-tubulin 1 A-2 A& B 284 0 . 53
HHEFLFRW, TTL $KRFT5IREH o-tubulin (] A-2 12
i 8 1 55 R ) A KRR 28 RE 0 9% T BRI,
5 5E & A p) Foph LR B R S B AR L, AATTRET
A2 BRI 3 O T fR A5 te i vk, 77 25
— BT .
24 ZRAEBEL
T 22 PR AR P Hh R ek B R B 7 T U R T Y
ZRNABAEHiI) TTLLs, KIS BAIE 15 0]
)4 BN dynein 3l ))& B K9G A BRI 1T
Oy Bl AR A A R R 4 4k A TR £ R
TTLLs, {H & R mlmt bR B — Fh i 2 DA S| B2 2T
EBREEGFEN RS E T, R E—FiEE
HAFr R ohge, EATZ R LIREP TURYE. B
ZRE AWM E RGN ME b RIE K= T,
SR 32 B A S RIE B ——TTLL bR i/
BRI R B B R AR R G BT, Rl
PHEE O H R BUE 0T T 22 TR S I AAE T )k 2K AL~
FAGUR, B A A AN . R, AR
G 2 BB AT I 0 G = 2 g i 4R
TS, 1F ped (Purkinje cell degeneration) 114538
AT/ BB R R, B ZH 2R R B AR A AL
filf CCP1 KA T RAL, 5l 1 MELIR A /I Fisi 55 o 2H 23
A A U 7K T [ 3 B8 I RR AT ARk, BT,
25 ZEHImL
R UM T REWHE T, WEER
AR R AE TS e 5 B0 R AR, DRI A0 i rh i T
FS P 2 22 RN S A S A0 PR 25 1) U B 2 R R IR B
TR, 1T i 2 i 2 4 A ) AT e 47
DRI, ok B 1 22 5T 2l B 1 B2 T BABRic 48 g
il 22 MM AR B AR, ] SR B X LE 2 i 2
FHE S TSR O A EREE. FE
Feoalfa i), BT Ea kA2 R AR A
RO a WA R B 2 2R R AL SR R, DRt
KR 2 BB AR SE R R R, A FHRER
FFERE R . 2 RH ARSI T e il 2 KR
AR KA, XM EME S R AEZRBA
AL I o8 A2 — P ORI B o
T B 2 R SRR e Ve & A T 4F
M. SLIRR, /N BN E R L Bh
BAEMASG 2 R AR H B, EJUE S se il £
FHEW A U TR T 40 A A #E T AR S
TKMZEHZMAMEE, #n2 K HRABEm T
Re G2 KER L, RAISLRRY, /R
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DEEyfh . SRR AN PO B el rb e R R B e, YT
SR EME R B IR E g B2,
2.6 WEEBHMHIIFEEER

EWE R A LR F R T BRizim, Hi
HEA KIIX BB BARR LY Dhfe . B I RN,
41 i JE B S 3 A 2 2 1 B Cdk L mT 4L B-tubulin
55172 L2 7R (Ser172) WERAK, A 7T REAELH M 7
TR HREMENHE DY BERRE
7, o-tubulin B8 4 B JIE 1% 22 B2 UG Sky BE R 1L,
H7E B 40 RS A I AR b R HE ThBE T kA, 7
parkin {F F| T o/p-tubulin 5 — B0 K A2 2 24k,
parkin 2 H 5 11 4 #% [X )% (Parkinson's disease, PD)
BEZVINKR, IRAMEEQZRBI S
HimmaBITHERE . YD RER, MEEA
(R A 2 S Rase e 4ERs ™, 5S40 Thagn)
KENIFFE— D5

T ) F AR B S B0 (R A . bR
SRR E A B 25 ) BT H AT D, A ERTE RS
SE M B R G AP AE, A RIDURAE T3 LR IR 1)
AU OL T o BRI, XT3 LeAE 1 1) D) R AATL i3k
YN

3 WEERBEFEEEIEERIE

3.1 IAERENSREMN

WE RN E 17 %4 (polymerization/growth)
i 5 (depolymerization/shrinkage). % (rescue, +&
MR B R AR A ) AR 15 (catastrophe,  $5
MG B TR e 4 ) IX et 12, B ILE )
AN, XML RBIRNE B B A AT E M
(dynamic instability)”. FUE K 8) A X T 40 AT 18
Dheet B 2, R E . TR, 40
BREMABAY TSR ME RS S
W R B Bh A PR TR 4% I — AN 3k 1 L AL,
LA EHEEFRILA A2 B4 B,

—HLK, BRSPS E A R
FOE R, AUEE SR AR R AR SR A R
NEEERAE B, EEE SRR, 2B
AR B BLT IF AN AR I AR AR e v B 2014 48
SEMEEY)F R TAE R R, a-tubulin K40 47 Z. AL I
R SBMESREMEETESED, R
o-tubulin Z A6 PT B8 AN B4 38 0 ) R e k.
2014 4F Szyk & ™ BuF s 4 R £, T MEC-
17 AL a-tubulin ZMEAL 33 F A XS 2218, I B 75
BN E N RIEER], 15 QB TE 2 kA

fEfaE HA KM F, OB SRE R
PRI R RSt T BT AR

AR B AR H A K e
EHEL, FEMZ TRt Y, R A B E R
At 5 AR AR E U B — Py FhRid. KT &
MR SR RE IR, BARFIUEER
B LB AR AB I A B A 2= B FERE St
2 U, BEIEEIR, REREREHME S A
A U A ZR A FH I kinesin-13 S0 5 04 1 AH BLAE H
KARIRFS B, B TG, 4R TR K

WIFT Ak, A-2 (B 25 52 o-tubulin AN H] 3%
H 2k 25 C uiidp o S 2 Rk, A3 1UE K ARRE
Tk BEFRERM, A2 BUER S RTE A S K
AR, IMIUGAELARTU RS, el
SRR B A Gh2 p o R ™, T ix ik R G
P A T AR e, MASETIMERNEE - F
R,
3.2 AR SIAERMTIEEAEAIEE

bR 7N IRIEATRAESCHE, TS 5 — PRI
DiRe 2 E AN i is i i 30E . S0 K EE S
AR Bk B S AT T, NI AE I R A0 2
(i) 5% L Ay 3 i S AL S P A

H S5 7N, a-tubulin 1 £ Bk Ak 7] DL 1Y 58
kinesin-1 FI dynein 5 K145 &, 25 MNEHiH
. 2 o-tubulin ] L B4 /K P GRS HE SR £ T R
BDNF (brain-derived neurotrophic factor) &[] 1F 1]
A iz B, (E R I RAE RS SE I R AR 1S
FRIFHEDL Y, R a-tubulin () 2Bk 4R
TE 2 G012 B 1 R 19 1T Bt 2 — b A 422 00 4F AL
#. HET, e H MEC-17 fE4R AN 3R15 B4 1 2.k
1k tubulin, AkTIAT IR AR &R S50 AT 5 4 B 58 0E

a-tubulin 2% % 24 B {012 16 B 0E B 2 5 1
¥ kinesin-1 [ 3% P, & P9 F04& 4 (1) 5256 35 5% 81
kinesin-1 5 25 g 2 FE A IR U IR 2R F J1 A £ 2.8
fERI3E5R ™, X R DR KB B f s i b e A B
SO . AE /N RS R 2 B S IR A B I (1) R 2k
425| f2 kinesin-3 ZX A 51 KIF3A ) 58 2 A7 5 T g
ke, % kinesin-1 1 kinesin-2 W35 5 B i 520 P,

TE AR 5 A0 DY e v i B 22 58 4% A A R T
TTLLY 5{ TTLL6, 2x5HA4F & dynein 550 (1)
gity, SR EESRERHE T Bl MER
Z R H 2 MAB I EE 5 Dk B A BAE A
TR AR ARIE .
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33 IAEWEEXERNINEE

H AT AL R 2 8B ( SR A BR AN ) KAAE
o/B-tubulin [] C ¥, WMEHH C In'E SRV AEER,
ey Kt . SHAEET R, WEEA
) C wigfa R g R AMI,  SH45 5 5 A G iR
H (microtubule-associated proteins, MAPs) }z HAih fifg
WEARAEMBEER (K2, BT HIR
Z IR A ZE AR ER T, s E

© a-tubulin @ B-tubulin
- in_ R .

Y kinesin-1 oo dynein

@@= MAP1 @ MAP2

ax CLIP170

% katanin or spastin

PR S R 5RO MO A A A R T
EIThEE.

Sudo Fil Baas " I, 7 BT AR S ORI T
ZIHI RS, $EE o-tubulin [ Z B0 KT g i 1
S YU V) ) 2K 1 katanin 500 10 45 4, Rt
HXHE BT UIER . AT SCHEE] o-tubulin (1) 2 BE
Bk K5t F % 5 kinesin-13 S0 R 51 1) 45 & kS
FEEWAER ", (H2 MAP4, MAP2 i Tau

O @ %y
4ot Tau
F doublecortin

$
®¢ kinesin-13

Kinesin- 1 Fldynein4) 5] 57 35 VA 1H0E 6] TF 35 1 6] 0 TR 38 4. 08 A S5 B LRI (MAPTAIMAP2), Tauik [ LL Sz Doublecortin
F YR U (5452, CLIP170.2 BB (e IR i 45 & 28 1, kataninflIspastin o] ¥ £ 3B & M, kinesin-13 B4 M 1F S fif SR 4k
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