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Abstract

Microtubules are highly dynamic cellular structures, and the dynamic property of microtubules is

essential for various cellular activities. Microtubule-binding proteins play important roles in regulating microtubule

dynamics and microtubule-mediated cell activities. The interaction of microtubule-binding proteins with microtu-

bules is regulated by post-translational modifications of tubulin. In this review, we discuss how tubulin post-trans-

lational modifications and microtubule-binding proteins affect microtubule dynamics and microtubule-mediated

cellular activities.
Keywords

modification; cellular activity

T A2 gkl B DR s o/ B R 5
A RAH LA R B R s R . R
B E B SIS (R 25 R AE LR BT A B4 b b S
IRPRST o LEAS[R] R 4H 0 28 78 v DL R [R] — 4t ) A [
I 23 S5, B T8 e 2E 3 TR A [R] R 5 4 LAAT A
LR SE I 40 B N D Re, 51 a0 4 Dy 4 B P ) s i 1)
ERIE RS TR RO ) G AR RS R A e 4E
FRAIM AR I FITEAS « T UL/ IR R 1 55 DA A
PR B BHE R i 22 B AN R S I Bh A
H & TR D Re 2 FEVER YD ST ER A, A0 N ) O
TE R G i R A AT % 4, RIS 1 8h
AFa 5E T (dynamic instability). 40 B Al FH 45 1 50
A AR E MR N 4 i Bh S ik 3h J3 7 m PR 5,
i, 4HMILEAT 22 3 2 ) il R R B 5 Gt ik
FR0 0, FEA AR R B bR B HE DL R A
JHAE K R D7 T

B IR 25 K o0 R~ (RO (E 4R B 9 (1) Dh g
ZRLR, BT EWE T = 32k DL
EN TSRS IR = W 22
I3 S YL AR R 2 M 245 S5 B A 25 0, XRR B A AR
JE 1) 25 K LSRR ot (%) K PR 5 1 i AN 24 5 40 i
oA s 4, BUE R D e 2 AE P 2 an 4] 52 3
FEWE? HErA LUT =F0E R (DME & B AR
WAL TR B T UE S5 R 2 FEE; Q)R A
NI il e N = S AT A E 7 = 2 G S (Y
k. (acetylation). % 2 FR 10/ 2% % 2 B2 fL.(tyrosination/
detyrosination). 427 & & H(42-tubulin). (£ )&
Ak [(poly)glutamylation). (2 %) H & ik L (poly)
glycylation]; (3)i# £ MME 45 & HANME LS54 S
DR i 5 24t 7 e vl e, HrhG#EME R G &
H. REAMMETVIER. FEENZ, X8
WAL Z AR HAEH, FERIM R 7
SR (tubulin code)”(Kl1). I ) —LLAF 58 R B, Tl

microtubule; microtubule dynamics; microtubule-binding protein; tubulin; post-translational
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AR SYER RS, DL RS sha 45k i A2 3
TR .

1 WEEANEEREMNHENTSES
M5 ThaE R

REJLHERTRHE AT R T S & A
B MREE B, K EAHSEERN L
kAL RN B R AL AB M, B — S B 10 m] BE R B2 A
BT 1, BN, BREmi/ ZEEmL. (ZRBRE
Bt (2R HERRM, XEAEMR AT e L7 APt
A3 2 O B AR S R O AR DR R I L R 2
BN R ) 5 1 (R R S B R, (HR X e S 15
WhRE— HEARMBIER. B HER, MiE fTX
S T S5 A2 1 S I 1) T 5 HH R, AT T R
FIRH R SRR R D T BRI T A LB . X e
J B0 3 5 1 b R H5 U I T RE A LR B RS 45
— i BRI I (1) 0 2 R R I S i Y R
M, H—MREERZ MES S EASMEN
BRI UTEER, TEAS IR ) A 2 Bl g B AR R A
ER X LT R BB VS MR ER T AT X g
B S MG (0 2E BRI B Ih AE A BEAR o
1.1 ZEtk

oAb B R R BT A T 1 #E R R LT B
A R IS A X — 81, IR &
W BB S IR B R il 2 4 2
WV, BEHE K EME GRS LY
B K. LBk TR A o- 10 B 1 ) 55401 5
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There are various post-translational modifications on o/ tubulin dimers, especially at the C-terminal tails. These post-translational modifications regu-

late microtubule dynamics by affecting the conformational change of tubulin or the interaction of microtubules with microtubule-binding proteins.
Bl HERAEEFEEIGNNEDSEMET

Fig.1 Regulation of microtubule dynamics by post-translational modifications of tubulin
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SR Th, ERR I T R IR SR AG K T BRI Sl 2R
iz e AR R PEET TR I BB Y Bl AR A B0 N
RS T 40 b, 4 2H 2R B 2 S B AL 6 (histone
deacetylase 6, HDAC6) 135 P & DL & W& 1 2Tk
7K BL R T 1 il 2R 08 i, T AR ol B 1 4k
¥ % 1 (o tubulin acetyl transferase 1, aTAT 1)k [¢
RN, B TS AN BE R A2 SIEAK, B/ BRANAY 22
fi i A GG, JEEE A RS HE AR, X
FEIR, SBEAC T REAN A2 Y45 b R s ) ME— AL AU
ST A TR, T SR B AR AR A FLA I £
A s, I B B B IIK252 Z BE AL AT RE S fUCE

(I B3 A SRR

L BEAAE 21 B AN B 1) i 22 v A 3 A7 7, 410
HIHDAC6 i 14 B8 Pk &2 27 & 1) & AR Jend ok,
RO TAT /I B 5 [ 2 2 Bl RE /0 7748 W] 2
RIBRFENT, BhAh, ZBEALAE MR AE /MR 25 26 80
AT AE, LT 0 57 2 SR I /INAR T 4 2 A —
E A 20 P 2t E TR0 /NSO RN Z A/
2 QA2 T /BB S5 B0 R th 22 00 B
g[lgl0
1.2 BEER /AR AR

B 1 LML BRERAL AN, K 2 At i 42
BRAEEMERARRENEE b, X ERER
FER G IR ShRTH, MBS S HEAMERL &
B e DI, X 28 R 8 b i 1% ) 12 16 1R AT RE A
L bk A IR E R SR (i = bk
o, JET PR E R TR o-fE A AN
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HivasohibinZK 1 & I VASH /2 i 14 Y] B )5 % B
“deTyr-tubulin™">%, % T [ ¥ i 2 B2t 7T LAZETTL
fi§ (tubulin tyrosine ligase) (1) 4k T B8 3 % 2 3] 25 B
LR AE AR I, JE B Tyr-tubulin™®, 5 2,
—Ff, ZRARNAERE KFRHE S w7,
JCHE R T, T REM AT HLEI @R (D) EERE
2 Ak, € W 15 X 2l 2§ Hkinesin-1. kinesin-2A1CENP-
E5 S8 B2 A 0P, (2) %5 B 2 R A P gl P A
KIF2. MCAK%5kinesin-1328 5 ik & [ 10 4UE iR 56
WEVE, TGN T 300 R AR E PER; G) R It = IR
POIR Z& 7T 1 5 5 3 L2 55 45 CAP-Gly(cytoskeleton-
associated protein glycine-rich)% 435 i) fill & 1 A iy
SEA R, CLIP-170. pl50/glued 25 s 4424,

S T R R A 25 T = R A 2 — A AT A
T2, B vh R 20 47 35% 0 3 8 AS e 3BT K AR g &
WAL, X2 B KA T AR A2 R R,
BIY 2 % 2 R A A2 1 PR o T B 1 ) R R iy R L AE
CCPs(cytosolic carboxypeptidases) ] ff 1t T i 2k 2=
—ANEEERR, B T S5 R PR B TTLAS BERE Tyr
Wi R A58 B AN AR . LRI A2
T B MRLE 73 A B 4 TC T DL S 21 T R 1) Al
g IR AEAE, AN R AR E AE I — M &
Mo SXF I P b A2 1 ) Ty e PR A 32 ORI T TTLA: A
AR R /0N B, X /) il D o 25 PR R AL A2 B0
e SHEAITE ) | RAN NSV EL Ay gl ]
B X R 240 e, G R T B P R R
T 7 R RS R oy . LR L
A TR SIEEARS G, 8 3H L 50d
FEH I e (i m) SR E AR A RS . ERRERILE
W e AR AT B AR B R A B, T 5 BE
B VAN R 1 R AR TEAGE B B 1) S Al
ECCPsZk Bl Ak, BTV — A2 LR TR LRI R 1
A3GRE B B, (R X P R AR 5 = S B R
EARARTELE -
1.3 ARECAE R

A A AR T i A i R B /PR R B A
R, FEAFE PR BB A 2 8 R Rt
YA, ERAREIEAENT, — 12
B R BR IR FE I Bl o/BIUE B A R 1 o 2 2 1)
BRI REL MR AN b, TR T BBl B
T A4 A% 47 ) B 9] 2 £ B 8 S (Paramecium tetraure-
lia) H 3 R, 528 Z B AL B BA ) 2, H &

T RTEFEEBE ML E R T — A H AR T
F NN B o- 150 B BB~ E 1 AR Bk e TR Y
BRIRTRIE My R IEER . BEBE A H =1L
X P A LE 20 B P E AR, (BRI, H =Bt
1 B AT R R ER A BTG K. &
AR B AN HE LB H B T TTLRE(TTL-like, TTLL) S 1
BRI AGAS 1 P DA CCPs ]l 14 b 25 B, {1
1 57 2B H 2B A A1 I H BTSSR 2E

BEBATT LA HE S &EMUESEEED
454, 19 T4 S A 326 936 P 1 3 0 b 28 e Hh (7
A < B A 1 5tau. MAP2. MAPIAFIMAPIB S
WA, Rl R 7L R I, kinesin- 1% (£ %)
B2 I AR BU, X 52 BB &k
T kinesin- 1 48 (1) 11 28 70 92 fult J R (40 9 I 3 i 45 1
— >, A, (2 BB EBAIE RE R R BT )
1 spastin ¥ P4 AT 52 W B I B S 1. (2 5)
B E B AE Bh 4T B AN $E B [ 15 2h Hh o 25 =1 B R
YER, /N A S Z FBRBF(TTLLL. TTLLO)F LA &R
BE(CCP1. CCP3)H AR 23 5| Lk + K &Mk 1153
54, A SEHEMAE, X i 52 BB 2t
AT HE B R 1 SR Bk B 1 S s A R,
(2 58) 1 S A A 15 1 50738 A 52 ey HG A 2 2R 1) B 4
B, Bl = 2E BB, RELHE. DRAF
TTLL1 K36 5] AP R G, (HTE Nk B
BRI )BT BB AAR M 75 5 34 B AR T
B 2 MR (2 BB AL
2 o SRR, PRI A — AN A o
(A TR Th RE ) EE B P R R

/N BRI R Bl = A AT B R BT R
AWk, BB KA R HABA, BH A ERE
DN N T = g S R W R R 3 TP e
/N BRI Bh 41 B e B DL 35 RS 1 B A
FEMKEIEFEZE. £/R. B Mk Fi
o [5 BRI il R 2 5| T 4T B A SR B L 1
S BERFETIE . /N BRI B At e S AL
(IR T BUX L 20 g B 4T B 1R R, DA
FEIRAT RO R AE . H R B I B2k T 80 22 5
EIERA G AR 2R, FERX MR T e fE
e B R IESR FEERAY. HEMS 5%
e R R — IR, /N B A o b ik il ik (]
TTLL3 58045 W J5 41 B (1 2% LA K 3 490 114 3% 5
AI%O
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Wi, WUE B B _EIEAAAEVE 2 AR BB S5 21, i
BRI, MLt PRRBEAL . ReE B, H3%
. ZFEMN. FEEARISUMOMEY, HZ, KH/rix
SEBIE FF BT IR ARIBEFL, H ATBONIE R e
Ui CDK 1A i A6 (R B-00 T 21 1 0 1724067 5 22 3 1R
WRER AR UE 1 R & BB AR, R AL
— R R 2 BB, TS BUE R AR
Yk, AN G R, T B T 2. B
B A IR _EESIN 1E F A (2 BeE, B-E
A IQISAL s A& BRI ) L BT AT, B = ML e iy
PA— AN RT3 F) 7 A AL i B RO R A BR A
TR R A TR, IX A I o G N (A e TR
IR BLIKA0 F S Ab R — PR A B, ERE
i 5 Z AL 38 S KA0IX AL B oAl (108 3% )5 12
i, BEEREEAL . REEBL. R A RN
SUMOMAE, RAEHFE R AIMISEM . B2, miiklst
R E B 26 AF T A 25T, 5% T X LA 1 (¥ 2h
RE DAL A 5 IX LA g H ATIE AN KIS 2

2 WMEHESEBANWMENSEBSINEE
NI

B B TR AN B A T BUR A TS B R I,
I, TS B Bh S AR e 1 32 R 12 T R i 1) A
AR DL 0 R i Y Bh A AR A T
B IIR . ARoE DL R HAh A g5 A oy B
T IR 3 32 31— RIS &5 & S B By,
AFEME REM. WEWEN. g EQ%ET
& H (capping factors). i 17 P4 (1) 514 & Hkinesins PA
J CAMSAPs/Patronin X J5 £ 155 .

GTPK fifE & I TUE B8 AN E 1 B e Rk
e WERAR, GTP-IE & H R\ AR A K
(R A i, B S TR R o BT R R
IGTP R ALK il o A€ M AUE AR i L — Nk
—JGTP-B-TE & F M 5=, BIGTPHE, T e
S AR ) 2 AN FR 2 I GDP-B-1 s S T 4Lk . GTP
ME X T AR e M B 0 2, GTP/AKE S 2L 1 ol
EEA WA RN, E AR SNS thE, &
T i T (A R0 e e, i T M A
KRB AN TORED . GTPAK RSN FI U R
Uity ()R8 AR N 5 PP 45 6 B RS R TR T A B

BARE R T — NS T &, XEEA
PR 58 4 1 25 5 72 IO 1 R i, L R 0 B8 1 3
SATENE, o B ) — R R S 1K I
7~ 5 F (plus-end tracking proteins, +TIPs)(2).
2.1 WEIERRERER(+TIPs)

+TIPsH] A3 9 28, — 280 AN H Ath 25 5
HILRE IRl I 5 A U R i B B A IR R S s iR B
(autonomous tip trackers), 51 41 EBs(end binding pro-
teins)s CLIP-170. p1508"%; 57— ilid 5 =1
TEAR S 7 B 4 9 A RE R 45 6 U R i A sh
1E K ¥ £ [ (hitchhikers), %1 WIAPC. Kar9p. dynein% .

CLIP-17072 & > #% /& I fI+TIPs, Waterman-
Storer 51 i FSM(fluorescent speckle microscopy)
SRR AR AE T A0 L Hh 2R BRGFP-CLIP-170/ 5 £ 4,
K ILCLIP-170 A% 7 (treadmilling)”— ¥, 25245
AR A IR 1R R S, (EARBRAE B A B X 5
AR . BERAIG LRI, BEZEIL R N+ TIPS iU
oK i B R0 g v T O B, ERITD 5 5 T AU B R i
PRI G BE R B . — Fh AT BE B 2+ TIPs
FIBE R IHIE S ME S S, B MR
X LE+TIPs X GTPHE BA Az A K FR) A B A Sy 1) 5 o )
FHEARERRANT.

EBs(end binding proteins) & il & A iy 9 2% 1] 3
TP T, EBsH] DL H EVEES &7 AR K RE
Fhy I R 3 AN AR AR S, 4 B3 LA B 45 S SR R
e [] i 42 Gl R S ) B A 1. EBsHON-3i & A —
“MCH(calponin homology)s #4 15k, #5255 A& 3% 2 [X 43
(linker region)flcoiled-coil 4k #4 1, C-%% /= EBH(EB
homolog) %% #4 1 Al AEEY/F3 ¢ 45 & i A K
B, Coiled-coil 45 #4371 TTEBsHL 44 ) — JE Ak, M
EBsff) — RAUXTEBs 5 GTP1 B H2. 45 & 42 ¢ H 207,
JLAEEBs 1 C-ify 71 T /1 S EBs 15 % i H Ath A iy 12
B A 454, MN-5GCH-linker4: 7 38 U) / FEBs 5 £
K IS A il 45 &, (HEBs 5 S8 AR i (1R 2 M 45
& it EEN-Ii 5 C-ii B SRR o 33 vk F e 0 A
GTPySTUE t F A 2T B U S EBZ 18] 4 1.
YE R R B, EBs(fCHES ¥ 38 45 & T IR 21 4[] 1) DY A
W B E T IRAR B A AL, TR N GTP/K i 3 2L
(T X SR A8 R A2 Ak, R, EBs & I 5 d i
REEME L GTPIE ) 2 B,

XMAP215 5 i b7 R O 58 A i o5 — Rk
HEMARREREE, REEAOFEZ M UES S
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A: Y HIGTP-tubulinMGDP-tubulin#l 12 75 # AU F) 5, GTP-tubulinf¥) 25 #H EEAH /)N GTP-tubulindii A B A2 K U A J5 HAl 5 i 28 4642y
HEIPRE, FEE PN A GEN Y. B85 GTPIE X 18~ J5 [ GTP-tubulinK f7 B A GDP-tubulin, 1X— 1 A2 7= A 1 AL W40 GBI T T
WIZERIARRE o X AMHUIAG = 5 R G AR I E AN S A RS (M ARl . B BCE IE AR S 45 B 1 a] DLR T O B A i (1 A ¢, 32k 1T 3 B8O 1)
RS .

A: unpolymerized GDP-tubulin is curved, and GTP exchange slightly straightens its curved conformation. The integration of GTP-tubulin into
the growing microtubule ends induces its conformational change from the curved state to the straightened state, introducing strain energy into the
microtubule lattice. Following GTP hydrolysis at remote sites in the stabilizing cap, biochemical energy is generated to release strain energy. This
mechanochemical cycle underlies the regulation of microtubule dynamics. B: microtubule plus-end tracking proteins are able to bind and change the
specific conformation of microtubule ends, thereby regulating microtubule assembly or disassembly.

E2 MEEANMKTURBEERGRERE BN MENSENIET

Fig.2 Regulation of microtubule dynamics by conformational changes of tubulin and microtubule plus-end tracking proteins
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AT P B2 403 THT S5 A0 7 555 AN KO0 PR i 2 X
(disordered basic region), XN X SLVFXMAP2159F &
Y BRI H R . BT XMAP215/ L Hdm 42
TR B B IR 4 S B R R
25 & T8 B IE AR S, MEARUCE R &, JRIRE T
BRI BT R HIE B A5 & T 1Y 1 AR
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Kinesisn-4 Fllkinesin-8 Z & ] il 2 # 4T ATP7K
f = A T e B SR AR TR B R o, X S IR B B 1 )
R A BRI &5 A X, B iR IR 3 8 3k
(1) Bk 2 R SR MY S R o e 3l . —LefiE
A MR B, WofliE & 0 Wb R AR
A& 1 e 1 715 9K 3h 2K A kinesin- 15 U8 (1) 45 4140,
k12 3 K kinesin-13 5 i 25 H, # tTMCAK A 5E 1%
AL T8 (R K 3. Kinesin-13 5 2 25 (A 1K SEATP
IK AR RE B S R A B B R T
iR &, R BE O R AR SR
2.3 +TIPsMLE AT E R Sh7S M AR IE TN

Y Y AFAE B RN E L I+ TIPSR 1, IX LR
& WA 7 25 45 10 A K IO T AR ity - R 43
B YERIUE 2 EBsHR I /E 40 A 1) 32 B 4%
T REHH SRV 2 45 MR Th e & 57 M+ TIPs 2 A= K 1
E WA 5. EBsHHZA+TIPSE (A B R 7=, — R
Wi H R E_EWEEY P 8 % % 5 CAP-GLY 45 #4)
& A, B AICLIP-170F1p 1508 2 3= i i iX Ff
75 A BIE R 5 55— i il i EBHZS #4358
A5 5 SXIP(x AR RAT B R R) P B ™). SxIP
B 2 DARE M+ TIPs 5 A= K I R oy, /& —Fh 222
S A e b G S . FEMESEGEAEE 1
ANFIN P60 DX IR, 3 AN DX 3 AT 1 5+ TIPs 55 45 6 H
1 DA K S EBs IR B i 45 M 3 1) 45 4, X h
T A I T) R0 2 ] 38 L 1 42 SXIP 3 7 B Il I 42
i 1% 5 13 T A S R 425+ TIPS 1) A S o B G PE 4T I 1
JEZ 1T,

X % (+TIPsIE 1 /N 1 45 M 38, 28 14 3 1 B
Bl X 3 ELAE T B T — N 52 2% B+ TIPs 1 2 W
4%, X BE+TIPs 2 1] (1) A0 B AE AR 7T 82 R 1), Bl
FWUE R I IE KA T AWM a S E i, Xt
H H % 2 M+ TIPsIKFE 43 2 IR R EE 73 2 IR A S
M 55 4 (1) 7 M BT + TIPS 42 W 25020, 51l 4,
EB1. CLIP-170M1p1508"=d 5 3 & 7 b () & 55 A1 A
R4 A N SEdynein ik B AR AL T R 1T
1°F & & SxIPE: 7 fl & 5 CAP-GLY 25 #4355 1) 25
H 2 a4 M 45 G EBstE H - Kinesin-8 2K % K
A KIF18Bflkinesin-13 5 i i i MCAKJE J 1 &2 &
W3 3k SxTPJE 77 Mt (¥ AH ELAE FH S EB145 %, 2k
EN TS 1 K I, Aurora A A LA 7 15 EB1-
KIF18B-MCAK S & 14, i3t 11 i 4% 22 4 2L 0E

AR 3w (B A PE

+TIPs 2 [0 B A I 50 25 VX VF 22 40 i A= i
AN ERE . Fln, ARKEME S E R AR
J5 73 (Ul 22 TR B HC A B 45 ) RO AR EL A P BE 51 360k
BAACHIT R, oRE G A UE I HES A . LR
Tl 22 25 45 25 R 385 (1) — L&+ TIPs (3] Wispectraplakins)F
FE AL R T7 [ A, TR U A A 2 3
HEFIR A ™. s 5 H AR R 45 H (i h 20 R
R, AN R ) R B A R R R 2 A
SaEamtAZ 5. R EARTI AN E R
1, NDC8OAIDAMI & 15 44 LA K fult i 2% o A i R
ok 2 F4 52 K 7 (WNCLASPsFIMACK)4H. 1% 1) 52 & 44
SL[R) YR 555 L2 R0 5 B A B IR R o . Tl
EIE AR SiE o ME N — DMk B B R E 50T
JEAE 515 5, 1 W HEB1. NAVI(navigator 1)fll
TRIO(RHO-specific GEF triple functional domain
protein) ZH B ¥ il & 2K 3 AH Ok 2 & 4K 5 AL GTPase
RACLJ5 51 KA 2215 42 55 50 AT (i a2k b 28 T 4 i
Ao 22 SR ) S A
24 W E 51K im 45 & %& H(minus-end tracking
proteins, —TIPs)

Y-TE & H VIR 2 A Y (y-tubulin ring complex,
y-TuRC)JE W B A o0, B AR — A1 T (cap)”
—RRES A TR ORI, AECE TR S A T A X AR
SE HPIRZS, BRI B oK i B R4 L) B2 A 2 T
RERC I LR B . L 4ER, NIEM ALY bk
LT U 47K S I 42 R -F CAMSAPs(calmodulin-
regulated spectrin-associated proteins) % & & 1 1%
: CAMSAP1. CAMSAP2 fil CAMSAP3( Xk
ANezha). CAMSAPsZ Ji & [ i i H ] 57 11
CKK(CAMSAPI. KIAA1078 FIKIAA1543)4% 4 15
R ML T 0O S HO O SR A BE B, FLAE
B AL T o/ BIUE B R AR A), A 2 GTP-1il
EEAEREE. 750K a0 Rl 2 g0 i), 77
FEH KRB AR O UE, CAMSAPsZ R 4 H 45
B AR IX L AR RO AR U 1 R S O AR E A5
CAMSAPsZ i H 1E 57 A0F A 72 e ), L
CAMSAP1 S I b 45 & T AR K AU 1K i,
M CAMSAP2/3 M 8 5 Hu 45 & T 5 & MU oK i
H I BRAEAUIR 2548, B LB U A 95 S i 56 ORI A AR
DA AR . BEAh, CAMSAPSF R ik
REA 1 T FOR o ) 2R 4, IX L RE MR 9 AT A A4
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DU JA A

i H AR 2 0 52 B i B AR g ) AR KT

CAMSAPsZ 5 8 [ 75 ) 140 g o 1) 3= 22Ty g
Fe e B P ORI (3 R R SR ) 1) A i
R AR RO AR TRE (T AR ATl 7 (seed)”, (HEATTTE
AR Thae H A KIG 2. TEMIALIMH
22y ZAWI 40 i b, CAMSAP2/3%2 B IR AL 1& 1 Je
MR AR B R K, T CAMSAP LT %t 475 4 44 K
FEAH — WA AE R, fEEMEsYR, Heni
W B 7 K o 3 745 14 3 B2 BIIKANSL/3 (1) 8 719,
KANSL1/3 7] fig 8 i # ZEMCRS VR TPX 245 1 45 45
4 5 F SR 3 Fikinesin- 13 f# R EEMCAK FIAE F, AT
i B 2 5E 22 ki1 £ 4 (kinetochore fiber) 1 /E 1, ik
Ak, AR Bk & H, Widyneinflkinesin-14s, 7] G2 i@
TR S — S i o IR T UK i, AT T % 6K
Uity () B A AR e P

3 RE

JRUE LS AT L B PR T VR U R i 4
(1 25 P R T A B B 11 AR, B R X — 4 2
SRR ) LA ML P B AR S A RIRIF 4G . B
JER 1 B M PSR R, — T A R BRI 1
U s 7t ok, (EL B T 1 b 75 IR AR AE FL A o
SBIVEIS IR 2 Ak, e Ko AR ek e 7
BRI 7 A A IR S 2 S S B R
B 5 A U B e 2 I PR R A 57 BT S L2
N7 2 11 (A4 T3 ) AT 20 L ) T A (400 L P9 40 2
W) 7 AE— NI AL T R 19 4 o
{0 T A A R TR T A IR AT R
— 4 T LSS AN PR RN AL e e B R S 1
I 48 G0 A AL, FETE PR AN T4 1 2 B B AT M
(BN . B e i R S A AR 1 43 3 11
B A B AR I R R, T AT R AE S
(IS 243 RS T RSB S IS M S 4 & B 1
B B AR S5 R T BN A AL . FE S 2R A AL
HAI R Fo v, 4 PR G R A A 0 400 P A R B8 3R
B 90 40 PR 22 5 1 LA 2 . LB s T i 42
ALt 2 40 S T 5 AT e 35

R b M B 1 B PR S 1 04 I A T 9
516 VA A T B 5 SLI D JRATT AT DA P
S FIVER 1 0 4L 2 8 3 7 T B 5 T I R AL
B BRI 0, 1 BRI R X B
TCET R 1 I A M S5 R N SR 2 ) R A

Pho RN R 2 80 3 i 42 1 1) il A2 29 W0 T R B 5 38
FE AL, PTCATF A B X 1 e 33 I A2 1 P il ) /N 201
I UK R T R B B S A AT S B Y
1T 2 A RS o
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