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P I i A5 S R T A R A 45 AN D e R R AR
Mo WU & 13 45 AT 4 (protofilaments ) #4 i 9 B
2222 ~25nm [ A ARG, B AR AT 4E T o -
B - & B (tubulin) Sk A EE A — IR
PEHEFN M, H tubulink = SRR H A B2, 3%
AN, 43 S 07 I A S < 97 S 4R R T O A X
A 40 4R Hp 0 ( MT - organizing center, MTOC ) , #x
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WA . 2R S AT 45 & 18 BT 4R R A
T IE I, O BRUE IE S 7R B A L (plus — end track-
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SRR 90y 3 2 BAC, R B AR . + TIPs
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Mo + TIP MR i %, HOET AT 20 o K36
S R 454 % 1 (end — binding proteins, EBs) K i
4 + TIPs ( EBs — dependent + TIPs) DA & EBs Jf {&
#fi + TIPs( EBs — independent + TIPs) ,

1. 1% K i 45 & 2 B (end - binding proteins,
EBs) : & + TIPs S i Z W &E A, A F0E 0 TIE
E3 , JF AT 5 HAl + TIPs AHSS &0 W FL 3 EBs
A FEZH EBL EB2 fl EB3, = F 480l 5 fi % 1E o
Zidy R 5 B L K+ TIP Y56 A3 R JA), EBL A
EB3 & F EB2, EBs fEH N iy CH( calponin homol-
ogy) 45 I HAT MT ZEFIRE Iy, A 3 5 08 1E i A9 25
5 C v ) £ il 12 5E 45 44 3% ( coiled - coil doamin,
CCD) 1157 EBs BRI — R AL fR5F 9 EB [5] 5 45 44
15 (end binding homology domain, EBH) 5 CCD #f 4y
H G C i R4 RSP 9 EEY/F J¥ 51, EBs &
B {4 B TE 3519 % 58 28 14 ( scaffolding proteins ) fi
T+ TIP § G 255 76 U8 1E 3 1) EBs n] 55 i i R
AT, A TR A A R 6 A S0 U 4E
RO 1E i ) 52 R FI DI RE , X T 0 28 T 45 44 A I RE
AEEAER . EBs Rl YU G 1 S d5e AR i 2 11, Al F
GTP /K %, V8 4 8 [ 45 W9 5% e Mg sh 22
Komarova %" ]} 5¢ % BLIK A1 K5 32 (1 CHO - K1 4 Jf2
H EBL 1 EB3 AL 40 50O 9 A e TR R B K

2. WU R S 4 B MO PE BRI T S s B R
RAE + TIP 5 EBs 254 75 30, Hoal g iRk, —
RIEHAA & ESE CAP - Gly 45438 ( cytoskeletal -
associated protein glycine — rich domain) [ + TIPs, A
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LIS EB M & H R Bk i 19 EEY/F B 16 A 45 5 .
Tk B SxIP X ¥ (serine/threonine — any amino
acid — isoleucine/leucine — proline motif) f§j + TIPs, fifi
K2 SxIP B ¥ A L5 EBs () EBH Z5# 45 4 .

(1) CAP - Gly #5443 25 1 - 40 i ot i 45 2 1 (cy-
toplasmic linker protein, CLIPs) 3= % 4 5 CLIP170 A1
CLIP115 , & 4 Tl 28 AR A4k, I 05 Tl B A 1 R ity 52
AIIE L, Forp CLIP170 AT 5 L8 & H actin 455 H H
IQGAPT Pp[a] 1 HIIE 55 W 58 i I8 25, 2 T 22 10 41 g i
PE A 5. CLIP170 ) N 3 H A CAP - Gly 4544
B, 7T L5 EB1 Al a — tubulin f¥) C % EEY/F &1 4%
45 C v B A WA B 45 4 18, (zine - binding domains )
M EEY/F &4, 7] 5 54 CAP - Gly Z5 ¥y 3, 11y + TIPs
%5 & . CLIP11S &5 CLIP170 /) N i AH 8L, {H Gk 2%
CLIP170 B9 C ¥ &5 44 38 & T §E . Komarova %M WF 5%
AL CHO - K1 4l i 304 1E 3 CLIPs 33k 7K P
513 ) 8 G & dynactin £z K%L pl50glued
TE U 1E 3 7€ AL, U 1B B2 (rescue ) R B2 H
Wi, B 7 i 78

p150glued J& iy DCTNT K& X 2 5 1 , 7€ AL T S0
1E%i . pl50glued [ N % B CAP - Gly 45 #y 4, 7]
5%&4A EEY/F JF 3 HE M o - ubulin L K& EBI
A CLIP170 %455 5 C sy CC1 2544 38nT 5 3 ) 4
Fl dynein (9 H 4% (intermediate chain, IH) 454, FH
p150glued CAP - Gly £5 ¥ 315 WU B ES & 1858,
EB1 ., CLIP170 #1 pl150glued #H H. 4F F 7] LA 1% 58
p150glued 7 ff A& 1E Sy 1 5 A, 400 ) Gl A8 1 Sy 0 i
( microtubule catastrophe ) ., A& #f 5% & B 9 H
p150glued U &5 5 L R 25 /1N BRURSE B 11 5 i 2H 21
LAk o — tubulin /K80, #8278 p150glued ] I8 5
M R

(2) A% SxIP J& ¥ 4 1« 41 i J5 % $2 85 11 (eyto-
plasmic linker protein — associated proteins ) H
CLASP1 FiI CLASP2 W/~ W. %I, CLASP1 |7z ik,
CLASP2 F#H LKL TMAE RS, CLASPs AU A 5
CLIPs 254 , H B A7 SxIP JEFpu] LY EB1 2545 HAY
3 4~ TOG (tumor overexpressed gene) £: ( TOG1/TOG2/
TOG3) £ ¥ 30 n] LA 35 3 25 19 U8 AR i o WS8R B,
CLASP2 /) TOG2 #5 #4385 (U8 1R 34 5 5 vl i 3 1
B, M % . miis CLASPs i MDA - MB - 231
A0 bt 26 0k EB3 RS I GO A SR 25 W BKOK il R
(colchicine ) 5 T 1Y B IE I A5 % A9 000 325 3 R 3B
TOG2 w] 1l 93 i

.6 -

ML BE 8 H (spectraplakins ) 585 40 5 Gl 4 ol 22
A2 Bk A F ( microtubule - actin crosslinking factor pro-
teins 1/2 ,MACF1/2) & — 2B 2L Ac & 1, 1l 5
) £F 4 L3l 3R B Cactin) A0 B AR, 3899 I8 iR %
AT #S M AL o spectraplakins 2 C ¥ GAR
ZE #4515 ( growth arrest — specific 2 protein — related re-
gion) Fl SxIP BE /7 7] 5 UE &5 & 0 OFFE & 3L, /N BUAI
R 2 I0H spectraplakins 7K T [ U8 AN E
AR AR o /NN R B AL R R O MACFL W] i
CBRALTUE 3 K R, 3 S 0 A i SR .
A0 e RME R M 200 RS, iR M 2T E M

pl40Cap ( cas — associated protein ) J& F & ff) 2 3k
5 = [N O S S e S S - (S E
pl40Cap HA7 SxIP Jk Fp, AT 5 5 {7 T iU 4 1 3 1) 48
F EBs #H45 & . W5 K B, i & 2ooh pl40Cap
5 EB3 AHEAE FIAT UV S G0 LA B 58 30 % 5 i
B, ik pl40Cap n] @A H 45 EBs (8] 15 1, 52 1 %
R Bl 22 240 i R A A, (R R ] R R,
LR D) IS

tau T4 2 1 % B (tau - tubulin kinase 1/2, TT-
BK1/2) & T W& 25 M I B 1 ( casein kinasel , CK1) %
W6, =3 BAT e () U A A 45 AR SR SxIP Sk, AR
HEALZE B Sl A7 AE 22 S o TTBKI i 5 M 32 35 T b A b
KRG, Z 5 au FEERAM R, H FE A au
Serd22 i s W R AL , I EL AT 300 240 i Jo] 3 48 1 AROHE 5L
i 5 (cycline — dependent kinase 5,CDK5) 4%, 75 5
SOm M R E R . TTBK2 )7z K3k, W
fig b tau Ser208 F Ser210 % fij &, H TTBK2 J
EB1/3 i 75 AR 1 1908 A 2% 25 10 KIF2A [y S135
AL BRI AL , 40 O B i 2R, T TTBK2 i 2% mT B A%
MR EE .

KIZE S G E 1 2 (CTTNBP2) S b 22 ST 47 52
P F —actin 75 E H , BA SxIP P al 55 EB 45457
PLAERUE IE . 22Tk B i #h, CTTNBP2 f N
i AN B2 HE 285 #4188 ( coiled - coil motifs, NCC) A] 3 7
CTTNBP2 F£ RARAYIL 8 ; CTTNBP2 Hy [f) 25 44 35 ( mid-
dle region, Mid region) W] 5 3¢ & A0 B /E A1, Jf 38 i
CTTNBP2 5 5 M7 W GO B, DA T 381 5 3378 A2
PERIA S IR

25 iz I 988 vk B Y % 2E 1 (adenomatous polyposis
coli, APC) Jy 8 IE i SO EE 1, 2L T R B o
HCC oo B AT SxIP 7 i HLR AR T U8 IE 4. APC
& RNA 558 H, 7] 875 B2B - tubulin mRNA (1) &
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ik AR 3 tubulin G B, B2B - tubulin 3 F v T4
KAEMME IS IX, APC 5 B2B - tubulin mRNA ff
G AR T 5 R A S5 S A T R RS

3. WUE A S 2 2 AR OB PE A IE S B AR
[ :lissencephaly — 1 (LIS1) 2§ [ & E AR 7, N v EHof
W2 e 45 #4 3%, ( coiled — coil domain, CCD) {75 — B &
HIE I C i A 7 A WD40 AL 41, il 5 tubulin
dynein/dynactin #1 CLIP170 A1 H.454 , & 5 1045 3 7
S A GO IE S 1 A9 A o LIST 2 5 8 45 pih 22 AH 20
I8 3 2 P22 0 Y ST A L 5 Sl 1) TR RSN L D el 2
whi A A, XTI kT A B AR AL LIST Bk
SR Al G /N U IR HIFE T, LIST Gl NIH3T3 4f g o
PG o (RANME RS E10 ~ E13 I fif 1K
WA TG, A & laminin J5 , dynein A1 tubulin &3
B R HE, fCE IE 3w 19 dynein A] 47 5% dynactin Al
LIST, fie £ 4 5 SE A 5 41 1) LIST 5 dynein J) RE 0
ANBESSCA, BH A5 b € SE i, U Eh R e T, LIST  dy-
nein I dynactin & 4 T AR KHE, TUBR LIST By R 5 (0
TR TBORL A, T D0 A K S TR il 2 S A DL B 5 fih
|77 R

kinesind F % [ kinesin21 A [y 5K 36 45 #4 3% #F
ROV JiE 45 #4380 LA B e B WDA0 T A2 51 21 .
WD40 T H ¥ ¥ vl 5 + TIPs 48 H {E i {#i kinesin21A
FEALAEIUE 1E S, kinesin2 1A W] 5 L5 HH 1b
(microtubule — associated protein 1b, Maplb) #H &.{E
FH 4 08 2 K M98 725 ( catastrophes) 7

—HEERTRREASEHERGRRNAE

MEREEZNMEITTHR, W THEITKE M)
b A5 5 5 T RN N Gz S AR BTG Bl U T g s B
HEEXNTHEBITHEEMMERET R EFHERR
PRI ) R R A AR

L. P2 IR AT 1R 2 = L 25 45 0 R s AL AiE (amyo-
trophic lateral sclerosis, ALS) J& & % Ul i) 128 3l 11 £ oG
P, REE R JBT G T R R Y 12 2l Bl 48 0T R S AR
FETS, S B0 B AK T M B A5 L PY B 25 4 T ) .
ALS W1 5% ~10% JJy 7 151 %, DCTNT 2 H S0 Bk
Wz —. W5 &M, ALS B & o 4 /£ DCTNI
R1101K, T12491, M571T #1 R785W 4§ % 4% Al H
DCTNT Ty RE sk 2% (9 12 2l i 28 70 1 B 4l 58 42 i B
B P22 UL DA e Sk 26 i 48 TG TR R E TR 1 R
A ALS i B B, 1 DCTNT %8 742 5k 2k 512 12 3l
P2 TR S PRI A T BE 2 Tz sh g T IR R AR,
MRS, 73 S 2, 0k T A SR R 5% 0z ) Bl

A g B i R 38 A 3 Bl 28 (distal
hereditary motor neuropathy, dHMN) i J& T 1z 3 #f &
JUG . dHMN EAHZLFh WKL, Ho/h dHMN 7B Bl ( dis-
tal hereditary motor neuropathy type 7B) J& 5 DCTNI
G598 A gk,

fil B 25 45 A ( Perry syndrome ) J& — & Z A |
AR R A A O AR AE AR O A B AR 28 B AL, JR
TR RN R REAR AL M e R R EMESE T, WESE R,
DCTNT 2 fifl B 255 5 Ak 1 B0 Jk Y, 15 i B 25 5 ik Al
KM p150glued Z€748 F 2k A 7E FE N 3 f#) CAP - Gly
25K, DCTNT 7" 58 25 R fifl BL£5 45 AE /Iy BUSE 7
W6 %) W shRe s T K, i (16 A 4% ) 12 3l b 4
gt . HA bk, 500 LR S A K
DCTN1 % 4% #l 34 F52L., G67D., G71A/E/R . T72P,
Q74P F1 Y78C,

BT 7R T SR O 2 R R Y LR A, 2 R
I R K J5T R0 e T A2 e B B R tau R B W R
AETE A 28 2 4 95 45 ( neurofibrillary tangles, NFTs) ,
I R BE Ry AT P 10 A 2 3R 08 M A R I RE R A T
&AL RS T RE OB 55 . BFSE K B, TTBK1 K H A% K
5 AD BRI . TTBKI J& i 282 ST S 1k i , vl LA
WERR AL tau i AD AHICAZ 50 AD S35 ik TTBK1 /K-
PR tau Serd22 i L BERRILHYIR ¥ TTBKI #%
BN BRIC I BRI B BR AL NFTs FRUER , i 1 [X
CDK5 Fll calpain [ 7% {1 5% , NMDA receptor types2B
(NR2B) /K~ K B, iX 4& 7x TTBK1 #] 68 58 i 4 7
CDKS FI calpain Y& PET 5 AD KAERK

B & /N Ik 3% 55 2% 98 E ( spinocerebellar ataxias,
SCAs) Ji BEARAFE 4 tau 55 R 1L, SCALL b SCAs
— TSR R AR R S 30 2, Sl R AT N il 3 T 2R
Ji . TTBK2 j& SCAIL () F 2y . w58 & 3
SCA11 B #F Jf#4E TTBK2 L8P E842G Fil R1110H £
Z PR ASAY, SCALL A5G HY TTBK2 5 248 B w [ ik 1
S R R R KK F, T AT RE S SCATL S A
AxX.

2. M2 R H AR R BN - B T 45 AiE (Williams
syndrome ) #1284 T Bif 52 o BRI 45 5 AE e (8
RS IX 30 f0 & CLIPLLS 25 1 A 9 i 35 ] CYLN2,
CLIPL1S @i/ BB A A R 218 R S L i 15 X
T g b £ A iz gl Bl 9 R R S5 R B 0 5 AR AE R
CLIP1LS it 2k 1) /I BT 4T 248 20 0 v A8 3 R OR &
A B A5 A {H CLIP170 F1 dynactin 5 334 1E 3 45 &
NG 2, Al BE O P 3 1 O
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WU K [P 7 B RS (autosomal recessive in-
tellectual disability, ARID) J248 & & F 9 B B 1
T GE A A% T R % 7K P B 43 38 N RE ) S
Larti ) 30 30 5 590 32 00 5 % B B9 — ARID
FHR B B CLIPI70 /Y JC %48 p. Q10107 5 ARID
AEE K T RE 0 g b CLIPL J& A ( CLIP170 % fith Bk
PR ) e S AN AR 9 /K1 T 66 5 B2 Dk B 2T 24 40 v ol I
sty Rk DL AR A (R ZE #L) CLIPL70, 4 75 CLIP170
BRFE AT RE S ARID

FI PRE/ JVRAE (autism ) S22 1 & & B B9 A
RAEL . WF5E &k B A M E & & T £ 72 CTTNBP2
VYR AR R FL N AT 2 v S R 58 AR A M B E
WAk, BIF5E A B APC Ty B Bk 2% B 58 722 55 1R 5] A B 1]
SEFEPNE (cognitive and autism — like disabilities ) & 4=
FHOG o AR B 1T G ik 28 T v APC 8 /)N BUBE Al 2
A FICAL T RE B0, 1 Bl 52 AT Dy B I, Ak 2 R D
S E PATRE R B, 3X AT RE A T S i 45 4 0 2 BE S
Sk Ay,

G Jigi 197 #65 JE ( lissencephaly ) — Bt i 4 SR 112 ~
24 JE M 22 o0 R Bk I 5 1R A A [ K B R
PRI A i 0] 5 4208 2R, I TG T PR O IR
I PR S5 5 30 R B Bl AN [) A2 B2 4ORS Bl L2 Bl R g
15 o LIST iR 5% sl 58728 2t 51 5 JG iR (o] Wy JE 3= 22 I [A 2
— LIS1 AH3& JC Ik ] 5 JZ £0 45 isolated lissencephaly
sequence ( ILS) | Z i ' 4f 5 /7 %iE ( subcortical band
heterotopia,SBH ) #11 Miller — Dieker £¢ & 1 ( Miller -
Dieker syndrome,MDS) , Nataliya 28} 5% 811 {37 JC I
Il e JE £ R B, 81 % FLAT BE IR % 7%, H. LIST JE P 5
I % b 40% o WEFE KRB, oK [l e LIST 32 %L
AR AR SCRAE (T 92C A 446G 45)  TJo LR AZ (C
265T .C 430T %) B 225 (154 — 155 ins A 162 —
163 ins A %) BIYJ%A (¢. 569 - 10T > C.c.900 +
1G> A 55) FER 8RR RAL

e RMEMRANALEF 44k 1 B ( congenital fibrosis of
the extraocular muscles type 1,CFEOM1) £ % 2 i F
R FPEELFE (axon pathfinding defects) 5| 2 30 AR #4ff
SR BB, ARG 5 3 AT . AT L B, CFEOMI
B P A7 AR KIF21A 5848 B ROSAW (4 70% ) |
R954Q .E944Q #1 M356T 4%, KIF21A R954W knock -
in /N ERBERI Y Bl 22 J0 R A AR R, SR B2 e, oy
SO E LRI B IR p 2 s sh # 2 oo B b, B
i 4 LA /Iy, 25 9 28 S G 4F CFEOMI SRAE . KIF21A
AR H 5 U 45 5 Y e, AT e o D B AR O X

. 8-

J& CFEOMI1 ",

3. PR UA AR G - MACKFT Bk [ 5 022 LY
RGP . MACFL sk 2K 1Y 45 14/ BUIR iR 13
Too e P/ B 28 22 52 b MACFL 935 4 AT fift
AT B 2 A4, RIK A5 H AL, /N R 2R 24 ~36h )G
P TTOE

MACF2 Gk 5 35t 1% P e B 32 M 220 (heredi-
tary sensory and autonomic neuropathy , HSANs) £ L5k
J1 BT (dystonia) £ 5% . HSANs & fy it & [N R 51 Y
DL il M 22 52 50 0 S5 BP0 o S8 R L o R RE
PR AV FARE T FEARC , AT 2500 JBOR o e B2 % AR 4 TC T
el sz , BUL B AT . WF5E & I HSANs 3% 77
TE MACF2 878, i HC 4% 53¢ 53 1 s MACF2 gl 19 /0 B
B w22 S b UL AR 48 o UK T B g ot i 1 LA i
@A URIR 5| A 18 BB AT 25 Ak . MACF2 524 A] 5
LK Ty R A, MACF2 i 2k 9 /)y BRURE 0 U858 i 42 0T
A SRR, B A g T B e /MATR R, B g
VA TR 0 32 S R PR B 3 i, B2 MACF2 524 ]
Bl Aok 5 A TS B0

=K 2

T by P 22 70 1) 20 D SRR il 5% 38 i L0, o T
QR 2o A KRS RE LA S EAE . + TIPs Fp
KB 2 AE A A, Al U 15 FI4E 3P fBUE /Y IR 5 454
e, A T A ML % b2 o i Ak L K 5% i JE i A )
REFHAEZEMN  HEEARFE S5 ZMNERGIR
TR KA o AT 5T A B, U L S s B 2 1 Y
RAZ I RE B R 5 18 B PR 2 TR MR T AR G,
HARG 7 AU 2k — B 0F 507 1) . B 2> TR W)~
FIM 28 W) SE ST BOR 1 R, W IR ADESE + TIPs
1 £E JL I 8 X H S 55 0 28 3R G 95 s 1) g L il 0 43
THLH] X T 1 R B B B iR 4R —E i 275 7 o

2% 3Tk
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