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B B FYORELRAKIKEE A (MCAK) £UKANE A -13 FEMARE IR R, FEHRS ML
M. S5EGMIREIE AR, MCAK & [ A2 D R AS /8 v A B 3% 44T 7 S i
iz, R AR R RE M B, WS O Bh 0 R . R, MCAK & [ — R g 3R
T, HIBRE OB RS sh i FE LR R RS & G 2 - SRR IR AR S B IR B B A R AR K
(22 5. Z0 MCAK & U il SR 2 it e b JR b A7 0k, eIt s a0 W3R 20 7 45 # R B MCAK
RAEMEME RN E AR 12 E5WBAEHMT T e .
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Research progress of mitotic centromere-associated kinesin’s

microtubule-depolymerization mechanism

PENG Chuan, GENG Yi-Zhao*
(Institute of Biophysics, School of Science, Hebei University of Techonology, Tianjin 300401, China)

Abstract: Mitotic centromere-associated kinesin (MCAK) is the representative member of the kinesin-13 family
and plays multiple roles in cell division. Different from conventional kinesins, the biological function of MCAK is
not cargo transportation which is realized through processive movement along microtubule lattice. MCAK can
regulate the microtubule dynamics through depolymerizing the microtubule from two ends. Therefore, MCAK is a
kind of microtubule regulators. Its walking and mechanochemical processes are different from other kinesin
families. In this paper, we reviewed the research progress of the microtubule-depolymerization mechanism of

MCAK, especially the 1:2 complex model revealed by the high-resolution crystal and cryo-electron microscope

structures.
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Sk EE FE UL AIERE H (myosin).
WX 5h 3 A (kinesin) M15h /18 (dynein) =K. BKZ)
RN — M BIS, nTRLA R 144
T (RENEE -1~14)", MCAK A RAH 245
P 1o A 2B B 85 1 (mitotic centromere-associated
kinesin) [ & 8K, J& T IRz HE H -13 Kk, W3k
H-13 KIEILA AR, 73508 Kif2A, Kif2B,
MCAK (Kif2C) #1 Kif24>%, 5 4% %5 ) o 35 25 AL 1)
IXBh&E AR, KSR A -13 FE R Dk g5
1§ (motor domain) A T8 [+ EE, J&T M BLIKz)
HH. WA -13 FEN AR & B AL

ATP 735 IR AR S il SR8 BE 1, AT S BN
W B 2 . MCAK & A £ BshE A -13
I R R AR 2 (K, AT A
Tl A o V9 i o R AT R R BT AR SO e
MCAK 2 F [ 2h g S LRI HLRIREAT ] S 4, 2
Ja Xt MCAK & [ J2 2 [F 5000 (1 Kif2A 8 e e
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fRIRERE T 122 KGR BAT VAR
1 MCAKZEBWEYFIEERHBE

1.1 MENSHERRREMN

T R AP 2R ) —Fh, ARG 225> 24y
AR FEE RS . WE B o- R (a-tubulin)
A B- T B 1 (B-tubulin) BATZRI P, 4L
R ITRE A o- EEAM— B- MEEA
HER S R, MR AR Ry BB
— IR JF 4] 22 (protofilament), 13~15 HR J& £f 22 i@ it ]
[l FH ELAE FH BB — A 2 B IR G5 4, RIS (B
Do HFWMEZIELHEE AR R E B
B, HW AR ZE R, o N ERA AR - i oa-
TS R VAR — o AL NS, R 1 s -
O B AR — i A e, RS I IEM .
B WAL GTP 401, 1F a- TS & I/ B-
WERA LSA —MEHRE G005 : o- EEA
S50 GTP o P PR E AR ZRIEAE, 1E
TS A A R A R AE KR 5 B- S R A4 &)
GTP 4 T 1EUE H 25 S8 K il B GDP 40 1o 4
T DR AL B I, R A K LA B A Ak
(1] GTP 4> F /K ff il 12 T s 2, = TE
BRI RILE GG TE B- WS B A B GTP 43+
R AR, BRE5 PR N GTP 1H -+ (GTP
cap)' . E R MBS REY, BAENEND
1% A Fa 8 PE (dynamic instability)“'?. & 15 1)
AR G T A AR TR 1R I A E A K R 4 R R OIR

EH 1SR B 2T 22 21 1 )

A, PFRIRES Z 0] DUAH B REHLE e . 0T 30
D1 TR YRR RS B 1 ) Bkl . 7EZH
HNA 23R, MEZRSMEENRE, 31
SR RAESE, BAEKSEA NS (I
IREYE L 44N “catastrophe” ) A HH 34 0, AH
MNEI R EEZRNERE (T EE LN
“rescue” ) FIAER FRAK, T 3 )= A R E ER X
FhAR AR AN AT 22 50 R YR T U R it = 5
TER
1.2 MCAKZEBXMWMERNNZEANIRE MHIEIE
ORI EE 1 -13 S0 A U A 0% 38 R R K
Z 5508 E) )15, RE S 1 — R
B MCAK & M i e R, BeisiE
F T8 R b s A KRS AN R A . Wi
Bk, Pd A K 30 78 R s A7 7E GTP 73 Tk
JKAAEH) GTP 8T T GTP g Tk e e/,
EASHAERKESEDNRES. MCAK EARRE S
W K ¥ GTP I 7= A BRI g &, HiEm
EEAS RN, R GTP iE T4
IR, b A KSR . MCAK & 47
FE T B2 A A A R i B b, AR 22 03 R A
F LR, SRR R R E AR BT IR R . S
EAN 23 A — B, MCAK & [ i 3 s (1
B 1A E MRS A A 22 3 V2 5T,
iR AE . BRI B IR S S DL etk
BE|, PRCREA R U R EREGE MH] MCAK
I BIE TR RR S 5 B M A 22 53 3 R TR S 7 e

bul
[

P SR )2 D3R SR AT 22 4R B U 454 o - SR VIR (R0, B-E SR (3R o o= 8 1AL AR R — i
(R 22D A RCE I b, e BP0 B AL AR — S (P R oA ) A 0 I . 1T o s (KBRS IE AR AR AL T 25 A 5, AT R

FMCAKEAMSE .

El MEMREEBNGH
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R KA R B e AL T BT MCAK A
TEGTHEATE i T - SRR IEAA 45 & A etk oy
AN A EEEN, MR R R
AT fE £ FEBE MCAK E A e w . BECS
Hih, MCAK EAEALYE . 8@ ™ M4 ah
Ji P i R R, P MCAK & (75X LR
FEREAM A PN B KRR . MCAK SRH RIS E
5ImiE K R RE . 228, FRAIA RIS m A
o L B SO MCAK 2 11 5 iR & A2 R e
5 RIEAT T 4538 B2 RpIT YR A B & A
Eg5 ™, MCAK & [ SN — R 5ia 251
R PP, (HE, B HRTONIEE A UL MCAK &
NEEBR 25 73 1 BE NI RS .

bR 7B E A -13 KRR, WBhEH -8 M
XN -14 SRR A E 2> B  [F) R B R SR R Y
ER, (H2 AR HLH 5 MCAK & [ 4 B & X 5.
Kar3 2 (A & M BE (Saccharomyces cerevisiae) 1
BRI — MR H, & T R3E A -14 KK,
W5 Cikl 8 E TR R = AR AU 1) IE AR il 2R
s . IKEEE -8 SR — R ATP 4y
TR RIS IE RIS ks R E, BA —
R P B %, AT AR BRI 80 11747
S I E e R A e s N R N VA= L |25
(Schizosaccharomyces pombe) W1 1) # 0K 2 25 H -8
FCRFEAT DI REN AH LG &, REE TR il — 3R A4
LY b W gL R, RGH IR UK Eh BE E -8 T LY
TR BEAE AL TR FRRAS I IO 1E I 1) 7R RS
. SRMEIERKBENAR, KahEH -8 X
] AR A% 3 AN 75 EETH A6 ATP 701
1.3 WMCAKZEHEMERIEE

MCAK & [ 1) 52 7 F U A 58 3 1 52 22
T, Frb, 45450 4 (mitotic Kinase) £
MCAK & (9% 1 (0 3 B W 1 B 5 &9,
Aurora AP"* | Aurora B¥**, CDK1 (cyclin-dependent
kinase 1)*"', PIk1 (polo-like kinase 1)**" & i fifg v]
Lt B 2 fb MCAK 3 A #1222 ad, SR
TENANE PRSI . bR T BRI IRIESh, MCAK
R E AR 1R 3 6 € A7 7] P 5 A RG0S 1E i
¥R 25 1 (microtubule plus-end tracking proteins, +TIPs)
HIE A BAE S 2000, X H F 2% EBI
(end binding protein-1)*""*1, TIP150", Kif18B"( J&
TR A -8 KK ) %, £ 154 7 MCAK HHH
WEPER ELER R T REE R, BRI
A7 % MCAK 25 H (4% 7] BEAFAE 2 2% A% 9 4,

EBI1 A4 MCAK & H & 7 B e 1 1E 3,  TIP150
B IS B A B2 S EBL 454 5 =3 AT BA
R EAY, 1 H TIP150 5 MCAK 2 [ K AH B.45
& NAHFT MCAK 15 EBI 1454 ™. Aurora
A BEfE H B0 MCAK & [ AT BB Ak A 4% . 1 B
Bl -8 B Kif18B il 45 4 EB1 A BT 1E i
HAR B BRI S 2 g 3 B IE ORI . Kif18B Al
MCAK & F AR B AP A R T =38 A0S 1
HIENL . A FET, Aurora A X A] DLiE R g 2 14
Y BER — 3 2 1Al (1) 45 &, 31 B AS Kif18B
MCAK 2 [ 7ECE 1B i i g i

H T A SCE ST R A2 MCAK 8 A S K
I B AR L AR, 0T MCAK 25 A A & Fh i 45 9 4%
BA AT MR, RPN T HEL
MCAK & FONSE SR R 1, & ST e ik 4T
TSRS P BIHRTCA IR, BARIE TS AIA
T 2/~ MCAK & 96 14 1 1 42 R 7 A 22 2% 1 4% %
172, R BAKRR 3 HLHI R B 378 B A s 2,
WEH— BT .

2 MCAKZE BRSNS L)

2.1 MCAKZEBREHHHE

451 |, MCAK & [ 7] LAy A DA 21
ghpysk (B 2. WE AT N mf L, H ok
J& N K i 45 #9318, (N-terminal domain), 3= % & fif
EH, & MCAK & H & o7 21| 35 22 K7 1) ¢ B 45 14
B N IR Uity 25 K 3 () 2 7 O A R BI0 45 4 (neck)
B 2 MCAK 2 H U R SR i PR L TR 45 0. 3
2 JE R E S A AL S AL B IR SS &AL i
1A 45 Ryt (motor domain), %45 M) 2 MCAK & H
MR SRR (2 B A5 . MCAK & (P 5 i /2 C
A AL LE YK (C-terminal dimerization domain),
& MCAK & B RAR &R 4, FF BT bodid
55 03k 45 My 8 1) B8 A AR X MCAK & F 14k
EAEI AT P E ", EIR MCAK B (AI7E M Py 32 2
PAEE — SRR T A e, H 2 Hm /DB D Re AL
AR, Bl MCAK 25 54 plt AT DS I 1) i
KIhee. i U g LT DAEN], MCAK &
HTE R RARRS, AN 1A S5 38 mT DL A B 5 5
s, HibEE iR 2 EHHAGERWE, 32
B MCAK & [ G SR ser ™, fERsh & [ -13
FIERR T, By I8 S5 S8R 30 = FE AR S 1), T
N Kl C A i S5-I ZE M BOR, AR T A
[F] Jsd 573 T e ) 22 e 1tk
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Fz1 MCAKERBENMEMNEZAITETF

SR Epa 1EFIAT A5 1EH

EBI HEMEEA N-A i 45 I SKIPA A #57FMCAK SR [ [l iU 8 IE it g ™

TIP150  E#EMEEH N- A 3 1 C- A i 45 FA 4k HEBIAMIMCAKSE HHAMREAY), R#FEMCAKSE HAEME IE

e &
Kifl8b  ELRAHEAEH] N IR R -85 1, BB SEMCAKER S5 IR 1 45 &1
SCF™"  MCAKZE 1 5FbxwSH]  Hhik&i K8 (EEMCAK R (112 F AL, 1EGWIFMMCAK & (11
HEAME/ER

Aurora A BERR1Y S95 S719 (XKCM1)B Ak K MCAK T {37 5 47 F A A A4
S109 S192 (XKCMI1HAS196) i ERAL IR K T MCAK R [ 5
Slll ﬁg%ia‘rﬁz[z&msl]
S115
S192
S719 (XKCM1: JTUifE)

Aurora B 21k T95 (XKCM1) S192 (XKCM1H AS196) IR A K MCAK E [ 58 A 2135 2
S110 (XKCM1) W b HE AR RIS, (e HEMCAKER [ e (A
S115 B0 TOS R AL MCAKER [ 28 hr 3 e R B Y,
S192 S0 FRALIMHIMCAK 2R (4 7835 22k b ) 5 for >
S161 (XKCM1)
S177 (XKCM1)
T162 (XKCM1)
T229 (XKCM1)
$253 (XKCM1)

Cdk1 WL T537 JRFIMCAKEE A M R R i1, (AEMCAKE A A H

2 p i gt

TTBK2  fiilRfk FH, Kif2AH4S135 IR FITMCAK R [ (1 At SRt

PAK1 IR AL S111 SRR IEMCAK A7 2 R S1926 R 1k PR
S192 MCAKZE I HCE i T T e

Plk1 kIR 1L S592 S592. S595. S621. S632. S633HISTISMILFIBEERILIE &
S$595 TMCAKZE A IS R R m s STISHIBEBR LIRS T
S621 MCAKZH H CoAR Ui 5 LA g5 M 45 &, i T MCAK
S632 A 22, S632F1S633 R IL IR & T
S633 MCAK R [ e fif 3 i 1k )
S715

NRImEEHAE, 205 ERALEHIIE CRImEAHIIE

MCAKE F A T F BRI, 2Rl ENR . 308 SIAWIFICR 25 . PN i 45 M 3 TEMCAK B
FR S R REEIEN . JREEH B K& I AT IR R R, W EMEERAYSS . DikgiEEMCAKE O 5ME &N
SRR, BB HELATP T KR B . CHR U & MR MCAK & A TE AL SRR 4548, FEREE X MCAKE H 1k
SEIEREAT IR

&2 MCAKEH B rER
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7] FLAth 3k B 2 [ 50 % 0t — ¥, MCAK & H
(1) ATP 460 i Fl 5 ZE S 45 A AL R AL T Bk
SEMIE. PRI Bk I AR 45 G RIE B, A
T VA U IR RIEE . Maney 25 % 5 i SEEGIE B,
MCAK £ [ ) 53k g5 #6380 5 3 N oK iy % 82 (1)
SR X Ik 31 /N a FE R ik B ATk 2 MCAK 2
O i SR T, fEBE LR b 2 AR B A 19 A
LR B 5 BV AT s L 8T AR R MCAK 25 (A 24 1)
MRS Bk, MCAK SR 15/
GER R TT L By IR G5 RN S5 2 A IS A 4
2.2 MCAKERBREMENLIERIF

MCAK x [H X 1 i 5k 72 mr DU 1 3
i, KRB RIUASIRE . 24 MCAK & A 40T i &
B CRE D), HOBREWEREE ATP 41 (44
WEhE A HIRAS R4 4 ADP 40 7)Y &
MCAK & F ik 85 Mt 5 T i 45 & Re W 1 A ATP
o> FIKAR L ADP 4y -, 5S4 A 10 ik 25 0 3
A ADP 45 G AR (IRE 2). 456 ADP 4311
MCAK & A LiEfR e SHE S G, SERE Lm
IERR B AR BE LI — 49 B0E 3 (T A E, 18
37 NEEG IS H R ). 4 MCAK &
B B R om i, BT 50 R B 2 22 b T 55 ith
%, HHEE® 5 MCAK & AR ES 4. I,

5 i R T A 22 T DU B ik 2 M SR ik 4 S
ADP 73T, H&EE&—/ N ATP 57, Hikdi
WEHAE N ATP 4563 (IRE 3). ATP 455815
1K 25 K R e 45 i 5 A U R e U B T
i s CIRA 9™, B 1 5 R A T DU AL
T ik 45 Py 3k 5 A 1 ATP JK AR, i Th ik 45 Mg 48 A
ADP 455 BB . ADP 4548 Lk gl 5 e
HOR RAEMAEAEHAZS, MCAK EEH MR
RUENE, —HLRRES. 46 ADP 4 111
ARSIk LB KBRS A 1 ADP 4 1
IFEsG— A ATP 31 (fERIRE R TS A
I IEVE B R RS & () ADP 43 1), AT B EPRZS
1. &k, MCAK &AM T — A TAEIEH.
X MCAK 2 TAREPR AR a] LUK I,
MCAK & AfERME Mz sh 77 . 1% - 21
REE2 NIRRT 5 — B & (W Iksh
ETA-DBARKZERN, FERMALLT LN :
(1) MCAK %5 1 555008 (1 A0 ELAE F RS Al AR i 1)
W5 (2) MCAK & H U 1 — 4y guzg 3 7 =X
(3) MCAK £ I URF I ) % - A IR A ML
(4) MCAK #5 [ IR o il R 8 B i 72 . 3 H
BNk, XTF MCAK & A A A v 141 A0 AT
B AR R R AE B B VLRI SR 2, N X

FRealEk: o EA; BaERER: B-HEEA. MCAKE AMBHIRE S RESTERERIF T ThRE. E— 588 1E
PR F, MCAKEAILE T 1IN EEAPIRE . AEMCAKHE A VS 8 A M AR IO, B T30 il g5 ki 28 — /N34
(L2) 5K miE & A 7 R Z R EAE R, MCAKS A ANME B A7 AR MGG I (128 S,

&3 MCAKZEBH/HZ-LFEIR
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H34%:

XA 1) BRI T R AT e
2.3 MCAKZEBXMHME RimATIRH

MCAK & H 5 1% G ik 3l 8 E 11— N B 2 X))
& MCAK & [ B 5 IE® MME = e g4,
H2 BE A8 U A A o 5 P AR BRI 4 A . Tl
B AR5 IR O 1 R X AAE T A A iR A
A (P 1AL 3). BT 0 ) S5 A 22 2 R AR FLAE
M, IEERMEENRLTFERIMNE, 2—ME
ReEDIRAS . TERUE R, BT ok T 422 2 5
e o2, SR AT 2 AEYhR Ab T RE BRI 2 i
Fo P, MCAK & 0B A o 1 R 1 L 122 4
IO BT IR AR R (S R S I

Friel if@i2H B #5217 e MCAK 2 (I fEE
AR i G B T[] ) O B — R 5 W 2 A S5 M Y a4
WRE (] 4) - JE I 0 AN [ SRR R R R R AR, At
T3 i MCAK & [ o4 B8 iE I 1 = A2 5 R ik i
(Lys524. Glu525 Fl1 Arg528) 7F 5 & 7R uifi 15 5] o i
REEVEF o AU A AR X R 3 2 1 od IR e kAT
T REHIA : EEME LS G, WIhEAN od

>
£ VS L‘*.-:v'/"w
= AR TN
:"f-s'fﬁ ks

BRTEAL T o- A1 B- TCE R R B AR R R B R
I FLAE b Sk B A A AR IR AR i R Frfe e B ad
WER T AE T X U B A — ) 3 I R A A i
AR T B AMHE EE 2 WAHEEN. a4
WER Ty T T a2k 65 ) 3 1 — (0 0 = S E i K B A
B AR T HIA IS a4 BRERI BN, ik
IR Eh 8 FIAE B, MCAK & [ 7E 524, 525 fl 528 =
AL AR M . TEAE SIS E A, X =
ML HAHER (Gly). REBE (Asn) MIZ2%
F% (Ser). Friel YA HEN, MCAK & H a4 12)E b
X =AM VR S BB R ANIE N T ad BB TE
Wbk, EHRE T od e C K8 ie k12, wkE
BiESSMESH AR MR ELE. Ha, FIEF
91k, MCAK & B -5 g MRoE R Al A FH B 2
SRR R RS B, AR TR AR I ) R it
ATHETT
24 MCAKERBEMENL2E SRR
MCAK & H 75 V)7 N 1) D) e & TIUCE K iy
R, E NRE SR AMIES. MCAK

A: MCAKZE A5 K MUCKI A EAME S S . MCAKE 4 WQHEH)MMEE & A MAFFX) NS S T 5% T
MCAKH FI s g5 13 5 0008 1 0 R E S SR E 9 (SMIO). B o= i 2 1 AN B-UE A 11 40 0 F BR Ea AT (4 0
Tk g M B FRoR o TR S I8 ) a4 B3 iE FIL2 25 44 75 B Hh 8 e S (0 J0EAT T hRiE . B: Kif2ABR AR I2E W45
(6BBN). Kif2A% [WEHH LM AL AERR, 5UCRME A R RAENP-FE RO A EAEM . KVDERAL T MM
HEAS RN, 5 A BT B R R 1 o- 0 B A He . C: MCAKZR 1 (SMIO) MIKIif2A % [ (6BBN)[f) 45
Rt b PR A 5 40 RO B B 3 40 B G s LR Bk S M Sl R A R 22 0 O T R A B 22 B (3 43 FR A0 AT T A
V). Kif2AZE A (3530 (21 4 02 e ) FIM C A K EE, 11 114 35 08 (W5 £ 08 e ) 0 A A K 22 31 o
E4 FahER-B3BRBEMERN12E 81458
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A MR M 28 55 Kb GTP 18 7 Rl
BEOR RGOS T O N i B s
YL, k2 GTP IR T HIME &b T AR e IRAE, /e
s 1 R IAT IR -

W95 45 5 o, MCAK 85 [ 11 300 350 22 40 4
SRR S KVD Bk (72 Bk g5 i EE — A3 L2
ZE R Tl B Lys-Val-Asp 4B R 57 2 %1 ) /) L2 78
MCAK % F il B e R e o e i 72, iy
N EAHRF], MCAK & [ 1) 5k 45 #4380 _E 305 C
R i P50 43 B i B M 0k ) 5 A AR AR 2 (0 B R R
b, T R ) gk 4k A S S BT 45 R B AN R AR SR
W . EARE]H TN IR 3RS 1) MCAK & A 1) dh 4
G5 ) RN PR 445 ) R 00 X a0 Ak T 4 3 B 40 ik K
RA, HFE KR Kif2A 5 3 0 & 7k 2541 5 A
Klpl10A 2 [ 15 40 M2 AUk B g s 4 7 g 23 X
W R PSR % (| 4B), b HEN MCAK &4
0 290 50t A T B2 A G K L2 S5 A 2 IR B R
F-13 FG R 850, S5HAIKhE M2 1
JIANE IR, HPh ARSI E A -13 Kb &
PR KVD 4 (& 4).

7E MCAK £ UM S i SR i F vpr, S0 45
PR L2 256 I D RESALL, TS AT LA 38 5 K ity 7 A ol
EERAS RIAEZ MM EER, 3 —14 MCAK
HAMDEHRAME EA R D RIEARE Y,
1:2 [ Ee A9 AR A i A SR A - J8 43 B MCAK
BAM GBS —AMEE AT ZRIEKS S0
fh A 45 1) (PDB 4 5« SMIO™) Al LR L, M ik
SRR EMEEAMSE ST RUT R EA -1
ks MBS Mg S T, Kk iy g2k
K — M & A R =R AE SR, MCAK &AM
L2 7 TR k2 ], HA KVD k5w A
T TRAREAT M AR (Lys A1 Val 5 K 35 53 — 54k
) o- WE R AGHEAER 5 Asp 500K 7 R4k
(¥ B- T B A A EAEF (B 4P, KVD Bidk s
PME RO R ZRENSEEWRAMMER, WM
Y S B AR 2 R S A B TR IR R R 2 S R AR AR
TF4) FR 25 AR - MCAK B 3 RS0 th A 28U A
MCAK & I 3905 F K 5 IF Ffir (1) IR TR 3 44
e, BT LARIAE AR R AT A R C Rundt & o R
S s R e A, T DR R OR S A AR 1
TR A, FEFEAFT MCAK (A5 A b Ak
Kt RATERE &Y T, hAh, FEE UK
I T RARH S A AR T I RIS 5 R AN
MCAK £ EF 454 . 18 KVD BR800 5 0 3 [F4E

T AT A GOR i B R AL S B e R AR
TE AR o 57 — Rk B4 G MCAK EEH AN E &
VISTHERE. ZaYhrmAaRE e R R
ZJEeME, MR —HiFEER KRR —4A
7 ZRAEMMCAK EHE &Y (K3 RE 4,
RIS MCAK 3 A fERE 1 122 EEMEAL.
EAR BRI MCAK 8 F il SR 1o R 1 7T 72
BONTRN, {22 (B 3| MCAK & A 5¢ 8 1) TG,
A LA R 0] @ 75 2EAE J5 22 M 78 T AR b )
. MCAK & HEME ERZah 77 A5 g0k K
)8 [ ¥ hand-over-hand iz & 8 7Y 52 4 AN [a] (%))
SV AR AR 22 A 58 1 () — 49 B0s 3 (B 3 OIRAE
2 BRES 3), iz Bh IR 4 A SR AL 2 H
RUAEIEANTE 2 . A SEIGUESE, A 1F HLAar ) 3030 AT
et A i —EEH, HS5HEER C K
Uity A AH ELAE P38 58 7 MCAK & [ R U A i (1) 32
2 . RS AU 53— AN S ) B )% - 1k
LARFRHIRE G B . MCAK 25 0 1% - AR 3R
H5EG LIS E A WA R KK ER Y, FEE
WAECL R LA T . A B MCAK EEH 46 1)
f& ATP 731 (K 3 RZE 1), ATP 70 7 HI/K 2 B
G SR EP IR 1% G BK 50 2 A2 Ui 25 A I
454 ADP 7)1, AHN AL 210 20 IR i 0 3R & ADP
IR T X BB R AL 2R A A AR
. #8010 5K3h B H ADP 3 T B R iR BRI
HIEALAE T 2R 4T U8 X MCAK 2 B A 22 6 3
HIREAE B N R, IR H I ACE AT DU AL MCAK
HE T ATP 77 BRSO (B 3 R% 2), HETS
AL ADP 431 M MCAK 25 [ 55 ik 45 #3588
o5t PR O R R o BE RE i 46 MCAK 22 [ ATP 73
F WK R B, X R4 ADP 4 BB B (& 3
R 3). HEAT WL, MCAK & 3 B A B /15 -
AR AP H2, FIE I 4 B Al E AN
B, g MCAK A G2 Fi i — AN E 7 ] .

3 EHEB-1B3RERANGHMINGERE

3.1 NRIHEMCKRIKLEMIBWERRE TIRENE
BH-13ZRERRNIGEES

KB -13 A VIR, 209008 Kif2A
Kif2B. Kif2C/MCAK 1 Kif24, 7E&5#) F, X PYA
SRS EL AT AR ST 1 ik 25 R 35 (>80%) N 20 45 1)
B, (>70%)", BT MCAK & [ (1) Ty ik 45 14 18 F1 35
A R A e A R R SIS M, AT DAHED, 3K
BIEE A -13 A = AN R 3 AR B A R A SR 1



620 AR

344

IXBHER (1 -13 BIPYAS % 2 0 B P 81 22 7 HBILTE N
RIHA C ARIREEMI o XA G 5 8 5 )
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