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HRAT,ehbmti ALt , Bk THEEMOG4EK, 25 H5 L5 G0k ERBamin
M, X —E AR T AE Y R DNA e A5 4 A B fe T B 2] TR e F ., 5
AU EBIGH IR PEBEER G LI TR MISE —F, COITAFRABERELZ - 2959
ARG B AR R TR, EXEEART, —Ho5 P ke 4. 9548 X, RIEF Sk
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BEANERZ R, RATEEFTMET, LREFF @SB mE) ¥, &% e RIEHmesAY
FRAETE TR, P AABRBREAF T XIANER, PORABEA TR @REZL—, K
F5 PSR B HAAR £ 00 E G R AR B I BB AL A 7 XBAT R . Rt oS R B AR £ R

€ 0 B BRAAS A5 B ) fea
KR ok PSR SEXES
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HhL A ( centrosome ) & 21y 49) 1A <5 A ) 240 L 1) ok
B2 41 Hp > ( microtubule organizing center, MTOC) , |
R i N = NN g B G e VR (1 I SR 1A
(centroile ) F1 H - HU 8 ¥y 5 I JC Y v O ok A ] 6L e
( pericentriolar material , PCM ) 21 5" o Hfvo0 4438 38 8
PEARML B A9 R | 20 A1 25 R e 20 S A T 2
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fiio F350 AEAIMIA 220 23 R T, ool AT i o 22
L A ) DA T 2 5 | 52 IS 1 e 0 1A i 0 ) R
B, B IR FRAESH ) 0 T 40 o A R e 25
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4R A PSR B R AT RN RBAE S
s B 3

a5

(daughter centrosome ) , NI B3 2L AN 1 56 (HAE R
RO CIE B R A M, A PR TH 2 £ I 20 1 35 1%
W5 — 14 43 FL B0 W0 A 7 40 b i S L AN i A8 2
o BT A 4 2 RN ) 8 T TR s A A1,
VAR B 19 52 1 5 1 ( centrosome cycle ) L2 BIF5E 1Y
PR Z— o 20t R, AT B, 200 M A7 7 200 M 39 43
ZUEFE R, TR AR B C R, O HE
952 A AT 2 PR R g A . 5 R
B —FE, PO AR B RE 5 AR 2 R B
AR OIA C N, 5 HoAl & B —Fh 258 B &
1A (y 1405 8 A 3RAR B 4 1A, y-tubulin ring complex, -
TuRC) 7 2 2% v 2 SR T A y-tubulin FTEE
AR T B S S AE Y centrin 45, 5008 T O R
375 11 ( chromosomal resident protein) , ‘& 1152 {3 F H 0>
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PRAL SRS A A i 1 28 A 5 R A 2293 24081 51
EYEMM NuMA 2 Ran GTPase $i it 2 4 (4 ¥ [n] FEfil
fy TACC Al ohc (R I A Crp™ ™ 45, U T
DM T % 8 H ( chromosomal passenger protein) , &1 H
SEAEHE— I E AL T O A TEA 2203 R 5 vh R 4%
HEAEH AR F & E CyclinBL I CyclinA 4745 21
HIREAAT 2253 3E0) BT Cde2 DL K G,/ M i o
DA Polo FE22/ S5 FREE F I PLK1 S5 LA
PAPAE AR IR O RS R

A BT IR A A8 1 2 0 B R AT A A 3% sl H
B — P17 3, 22 EIR | 7 R R = R ) PR R A B
IS S Mg™ " AL VR R 5 ATP [ y {8 AR TE
BEANHE, AR U B AN A B S5t AR h
AR B A AR 2 S R O ( CDK 5K L Polo
NG Aurora FEHEFI NIMA Z305% ) |, EAT i i BERRTL IS
P8 IR AR 18 52 T RN ) B B R A A i ) 2 Y
Feo (A5 —FE M2, t1 T 20 0 8 30 v W R Ak A O T 2L
BRI 2 T F O (I R IE 4 L T R 43 2 R Y A
M T LA LT BT A ) B g8 2 #5125 L
A R G B 28 B AN T B 80K JB AR OC .
2 TR 20 v o A B HG BT 4 o ) U T 2L 2 B
AL S 1 (checkpoint ) (41 PS3 AR 6 55 )
RISRIE Y ZAELUR, BRI LB M B Z X T ok B
B S T AU A0 A T RATSE © 2 U T2 KA AR
R M AR AL (BERR I ) M BF S FE 52 3] T 8ok i 2
SRR . TR AEA s T R
2 43 S S A R (b B TR A B B ) 1
P, ERRAEIR Z R E L, BEF AR
FRACAE P B e it , i 2 40 L B B Y — b 32 2l v 9 Y
HLITS o KRR 3 A, 40 M0 8 19 R R Ak A0 25
TR A 1) R[] I3 ] 5 28 A SR AL 2 52 W 381 v o A 18 A DG 3%
Bl X MARA B TE T FRATR oA B AR G B g
MR AR 5L

1 FualE E A RO BEER L R4

ARFIT T 1, 20 B ) A i 36 Sl A B Y
Hh L AR DRy HG v 5 2 i 9 008 DDA O B4 20 B
[FIREAT H B B9 JE 300 [ b 44 J 19 ( centrosome cycle) ] .
ARG O ARTE A0 A 2203 24 78 P R 258 1k, W] LA
Kb A9 23 S 4 A B B e A 52 ] [ centrosome
duplication (G,/S) ] H .M HE [ centrosome maturation
(G,) ] . HOMA4> B [ centrosome separation (M) | FTHR.L»

A5 7] [ centrosome disorientation (M/G,) , - . BEA.CHE
AFAEREE] . B BEA T E O R E N
(A5 22 Fi it ) e 258 20 i R AR T, 26 1 vh g
2T S v AR SR S v A Tl R A VR A 1 R
FUT R TRE . O R A BIF 5 TG S8 2 b O AR T g
1 EMIER T
L1 i S R AR ER 1L

CDK2/CyclinE 5% CyclinA J2& 2}l i # G,/S &
LW H, Kb 2o BEERENFEES
Nucleophosmin ( NPM/B23 ) . CP110 #1 MPS1 4§,
Nucleophosmin ( NPM/B23 ) [ B 1L 17 15, K 199 {3 1
TREPR(T199) , M5 e T NPM/TI199A (1 584814 )5 , 1]
SAAIM A pC RN REHEAT 0 T, 1A 227 24
MU BB L AR AR e X — 5 e, ROCK2
F1 BRCA2 "' 5 Nucleophosmin J& i, = JC A 45 14, Jil 5
T199 MBERR AL , 4% ORI S . Ay CP110 2 1
EMTHOE R, EAE G/S ik E BT, X —iHY
[l HsF 2 vl R Y A 4 By Bt——CP110 4% 3%
CDK2/ CyclinE BEERAL J5 , BIVHR )y 0o (A 1 52 007 5 o
O 5 45 d )5, a7 B g% SCF - ( Skpl-Cull-F-box
protein) 7 % M E A A ARG o BLET, 25 AR e
ik CP110 LB AL, Wi T 408 T ok S —h
PRIy B . MPST R T RERS 1 A 2240 S0 3 220 7y
BRI AN, 7E G, /S WATR B 57 3] CDK2/CyclinE )
WALV, (7 s 7 3L T468 22, i - T676 [ kiR
A6 3R, MPST fERSTE G, /S WIR&EF ik b, ikt
U RTFARE HIIT L TE 1. T340, e AR S i v B
T CDK2/CyclinE ) {1 FI &1, 52 Wi vhaCo (4 52 1 1 38 A5
SADB 8 fiff %t -tublin (% 8 % 1£*' . hMOB1/MST1/
NDRI 3§ %>\ PLK2 g 76 b0 1k B A 1F o5
7% e Hxk CPAP FyBi AL ™ e irf ZYG-1 S %t
SAS-6 & IR L™, LG 1 % BLAY PLK4 X -
TuRC (y-tubulin ring complexe) Jif, 51 Z — GCP6 (R
1 2%,
1.2 Al sk B R BB ER 1L

SR U, R A T I U T 2 AL 2
CDK2/Cyclin E, Ifij gt 2 Hh O 1A B 284 1) 380 it D) 3= 22 2
Polo-like J i ZE 1% F Aurora JHEERIE . O B
B b g2 y-TuRC FIHABR) PCM ( HruCokL 5 ) 5T ) ] e
RRER SRR, y-TuRC EAH 6 R (A R4, HA
> y-tubulin, i D REAY &A% H AL 2 B
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y-TuRC I KA T PLK, {HJ2 5¢ B /Y HL il 38 I A
TR EATHGEBR,AF g y-TuRC MR Z — Y Neddl
(O I 16 AT RE RS 2 T 2 A9 A . Neddl 1 25 8%
CDK1 #fefl , 2 T — 4~ PLK1 Z545 (4 X8, AR5
PLK1 AHAKBERR AL Neddl 53 5M 4 M e #E IS -
tubulin (% 25 &, DLt $k 5E y-TuRC 76 Hro0 & F Y 55
S BESh, PLKL if 85 MR L L flh PCM 2 11 (W
pericentrin 4§ ) , 1F J& PLK1 X pericentrin 1) B2 1t )3
B T IRBI B L AT AR R R AR R
F i Cepl70 [RlREH 32 3] PLK1 B BERR 1L, I HB IR 1k
ff) Cepl70 K5 fr F 8 tp0obi £, Aurora A J2
Aurora I ZE I B B AL 5L, RS b OsG
PR B WG, Aurora A TE 244 34 32 %
CDC2/CyclinB [, I HHA B 3 W iR 1k 10 15
PESS BB RR AL Aurora A BIERE I ARNTE . A 2
T RO PR B G AR R, TACCS 19 3 AN 7 17
Aurora A B4k, SRJG TACC3 i &5 £ 5 bl Ak I, b
J& TACC3 5 XMAP215 JE 5 A K AR IIE S 2H 21
i B8 EHE o E TACC3 & 44t 2 o, NDELL #)
S251 [AlFEAZ 2] T Aurora A (SRR AL, I B & MR {L
Ji TACC3 IEW RIS 45 1F . BifS , NDELL 32 %
ARG R G, PO R TT IR B R T g
IHTBIEFE W], pS3 s Aurora A [ E G K. p53
HE DA AR (knockdown ) 5 350 iy HE 28 1) 20 Jifd & AR 5 4 v
DY, X S5V ZRAE T Aurora A S 1 ZHIA 22
SABRIARTE
1.3 dulvk s B ey BER L K O R B 5K 1)
RGN, O A 8 03 1 T AR RE SR T L
B (actin) FPLIKHE 11 (myosin) 9 R a8,
FTHAAE SR A E SR IR, Arp2/3 F Formin 45 A9 JIlL
B M (actin) B 1EHIHE BB B, Hp cortactin
[ —FPii22HH 5% H ( actin-filament associated protein ) ]
MBI LR B 1 i, 1R G/ il fE v,
cortactin f{] 3 NEE & B2 v & ( Tyrd21  Tyr466 Fi Tyrd82)
WEWERRAL , WRIR AL )5 1Y cortactin F R K HE BIUE 1R — JAE
I —RER RO R R 22 R R AR AR S B
P2 ) M UV NS D N R 11741 2 v S M L =Y )
J2& Sre PG, X L Ser W IR A A0 AR K — FP 7
K A 3k B A O A B e A v [ A
P S, PO AR 2 B B R ik
dynein , dynein 254 & (9 Lisl, CLIP-170 5 1F [ {45 5
R EgS AEEAE R ERHRTH LAsA O b O AR 1 53 15

FIRUHR 25 6 (4 9 B8 . i EgS % CDK1 A1 PLK1 g
i CDKI E BB R EgS 13927 (7 080 PLK1
SRALRBIE AL EgS 3K sl O A i 3 85 B B FTF B0 &
Bl PLK1 fE EL £ W AR 1k EgS, T H. CDK1 I PLK1 4K 5y
s h 2 O b A AR O R 4 B R B T
R el NN I R S LRI E N s S D D A BE
W ARIE X Hrp 247 T C-Napl Ml rootletin, #zift
HIFFEFEMH , Nek2 A [ NIMA ( never in mitosis A ) -related
kinase ] FfAbAY Hippo #5435 (hSavl-Mst2-Nek2 A ) Bz k.
C-Nap! il rootletin, 3f-55 EgS 2 BT M 1S T
Wb AR s

A 2253 ZGEAKRI, P T A0 P 0 B R
ANFFLARH B2 A U, ook 25 3 ELPE B2
HLC MR 2 1] ( disorientation ) , 3 A7~ 24 i o ¢ 4 o
CVRETT EE RIS GRS A0 (A I IR S . X —id
PRI 584 5 O R 73 5 1 AR A I, 50 A 3 i L
25 H 7 3 Jy T BRI RO 8 Y R S
140, 75 AR A 1A £ B2 25 4 vp ol 1A Y B2 1 L BB 20
BN 1] 14 [w) IR, A 5 W98 I T 1) 5 DA R 950 4 22
Wik, BB L s R A Sl ST R, B R AL
MEBRIRAL— B 52 2 A 48 19 5%, X M BRI CDC25
BT B AT 0 ATl RE B A R S R, B
PR WG AEBERREG Y “ XL o 0, BERR T PP4 fk
RIIWFFE IR T AH LI 25 i R A A 2 7 v O (A i b
AT BE X R 19 PLK1 §45 Nek2A-PP1y
TP AR B R RS BN — B, ST rpt 1 A 1
PR SR ER T

2 Al A HA T R B ER Bl

2.1 CDC25 RikHitLHEs

20 10 5 40 e, B A4 R R BR T 5 3 T CDC (cell
division cycle) ZZJG B BR W 1, 11X HoHh iy 7 CDC25
AT LI R b MPF i 5% CDK1 AT CDK i 52
MITHRE, CDC2S ZGILA A B F1 C3 DG, E
ATE 40 M i) 00 =5 B 5 7 F o AR R AR R A
AR O AT RE L A0 AT 2250 3L G/ M 1 fe ok
FER) A E# . CDC2SB 1E G, /S JIH % L2 AR R,
B T8 AR RO R B 2 O AR S 5 R
CDC25B Z #1534 T B ok B, 24 SIRNA
7R TTER CDC2SB, Hh A i 52 il 5 A2 24 ], 2R e
Ok KB B [ B CDC25B Y fik 2k K R i
centrin2 \Neddl ,y-tublin e MR S RV B R
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B e O E SRR 56 7R B R AL TR 1k R LT RE I BT i 101

TEH AR i 45 X AT fE
YERTT
2.2 EABKRE

22 R . 71 2 R B 11 W IR 1 ( protein phosphatase,
PP) J2&HCo A JE A IE 5 AN ] 20 ) — T B, X — SR
i PP1 PP2A (PP4"™ #2478 76 oo MR A ke 3 T
FEREEMMEM. B 2R &, hSavl-Mst2-Nek2A & 1%
RSP LR SE R R kR b, X
- 20BN VIS o 2 W s 7 N A o {1 P S N7 =9 T
Nek2A 5 PPl B %455 2 &1, PP1 #l1 ] Nek2 A
Ut U P B O R JE B E AR PLKT B R 1k Msi2,
Mst2 BH 1| PP1 4545 %] Mst2-Nek2 A & &1, NS
Nek2 A 3% . R B BF TS 38 22 W, PPL (14 44 4 W7 3
C 32 B HRp 5L 19 Inhibitor-2 (Inh2) B4, AT
kO AR 4388 Inhibitor-2 7EIRAN AT L2 51 2 F
S DR AL T3 B LA 2 5 B o iR 43 B
) BAR PR A ARG 2

PP2A JEIFAF SR B AT 2 W B IR Il , PP2A 5 45
FEFE A AL AL C AT I 3L B 415, 4544 3 A
FMHEAL IS C PR A R PR 20 B T HAZ O B 43, A
A5 F: B ] F A 4y o4 PRS5/B . PR61/B’ . PR72/B”
3T FEANN R T, B L B PP2A At
2R E H RS T R R P O W R 40 A
Wi b, #% Greatwal 8 B 7% 8 1k 1 endosulfine™!/
Arpp19"° 5 PP2A SEAHMHILIG M, Hr0 A S 2 40
o JE e SR PE S, PP2A 2 5 7R 4 i
WIRIFSE 20 , PP2A 15 SAS-5 J% SAS-6 JE s & &4 (H 1
Xf SAS-5 St ZHERAGAE ], ARIIE SAS-5 F1 SAS-6 &
HUC R b I 7, B AR O 1R R OE B
FFIENTL AN, e g B B SE B, PP2A BB S X
WAL PLK4 | U 5 4 1 R 0 B ok i
PP2A 7ENHZL A0 B b T RE B AIF 7% Al At & &2 6 i 9F HL
TEAEBEAT o A T 0 A0 2, A1 Wl 1 5% P v 9
fify Greatwall 751 L 20 ) 48 i rb 02 = 22 8 6 T e
PR R TR S G F HO R  S) B A
o A REE ST

3 BiRU/EBRBRUABDOERABERE
S) PSS
I96A PR A A O L 00 S ) — P i R B A
ERNEOUT , BRI/ 2 WAL AE N ) 7 T8 1 A1
FAEX A TR LR A 0 S SRR B T A RORS

S HAE HO AR R R Y

PRAEAE R, — X R 1 S0 R, 40 A T e E )
AR EEIET BFSE R B, 1R 22 Mg (an LA |
IRidEE 0 | T T ARG A R ) A AR A
IR AR B ] G5 AR 2 R AR 2 AL SE IS
Fr e AR R 3 A T RS 22 Y B G s O R S
SEE R, B AR AL O (AR DG U S IR Y 1
FH o BN, Aurara A XTJEY) TACC HIBERR L 2 Fe e
O RBAE FRbF97, 1T TACC 1 3 B 38 3% X4 ffi /)
BRSO 5 P O A 43 B B T BB 2 Nek2A 1Y
B AE LRI A0 A AR Ao B IR A M, A (IR A
T LA 0 ) 8 S B R R s o 7 o AN
YRR [ Crp™ B 8 T 5 hoo A it 18 A
R 14 46 1 L oG 53 24 46 1 D, JF R 2 8 40 o 3 ol
ORI A T — 2RSS B i PLKL 2%
G EHEAFY EA Z R AN S oA, JL
F-AE 2 B Crp™ B TR, TR AT 5 H A v O A2 i 1
DiRe 8 F INMAP DIE 5L PR o 28 a8 i il PO Al i
ST IR R B 220y R B g R
O3 A R RE T REAL 0 R B IR Ak [ IO A e P ot 2
SERGT Pinl BB LR B FES A 8 H R W BE IR fk S/T-P
FH PRI AL 1 I B e A I B S5 ), DA T 5 A 1l 2 1
RThfE. BFFERIT, MAP3K 5K i i MLK3 A ¢ S138
PrmERR AL Pinl | $2 5 J5 4 A AL A% 5% 16 PR RE ; [,
XSt SR 3l T AR A, #2055 T Cyclin D1
RS RO T Ao AR . AV H, Pinl Serl38
WEFR ALK V- 76 2L R Mg v & AR S w4 . XU,
MLK3-Pinl {555 2% 30¢ 52 o %40 JE 4 e 4% B
Fiivsed At R B PR R T R B AN
T R AL LR AL B T IT , AR A F T4
TR MR 5| R HLER, #% TACC Nek2 A Z 2198 M i B
SRAEE AR YT IR 1) s S R A o

U AR T A v R — AN IR B R AL/ B R Ak R
PRERA AT RE 3 B O AR S T B U B B S Tk R
(A R JE 5 SR RN 240 B SR AN T 1 2R o Moy &4t i v s
S B ) 2L A S LB I 2 T DRI, A g (1)
AT o AR ] 3 A S Tl iR b/ 2 B0 R b 3t 1 b 11 5 %
JE Y R,

4 NEERE

HD R D T2 2250 34 DN REI ZAE 1
— FLBLE A 2 A 5 A [ R, TR A PG R
ARG B IR TAT T R LA R D RE A S Al i
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R 2 P B U4 S A SRR T R O AR
VAP o A 20 A 98— 20 ) a1 40
FHORHER 1 B B IR, T A SR IR 11 Jor i P A 168 i
AR 3o BOHERZS 1) B 1 R AT G B IR B
WRIS S A OHE IR R (R 1) o T4k, BE
5 2 300 P 0 TR I 114 1 P L ) 72 75 R T A,
AT S A b L 2 [P A A v S J) 00 9 4
A SR (2 2) o BUER K, BRI /E F D7 5K

AR AV AT 3R, AR R R T A 4.
Bt , PP2A gt BAT 22 Fl 7 2, 5531 2 JE 9 19 3. B, 7
AR Ay h R 2 AR . AE 5 S5 AR X S
T A T LU B2 e sl A D 9 T 1 4 O 2
NIRRT o 73 5, e T8 I 5 T4 TR A A 200 M 3 390 3
B HRC AR B2 P R e R 4R 3 Rl AR A 1 S A P Y 1)

x1 HOEERBPEESROMERELRY
Table 1 Phosphokinases and substrates involved in centrosome cycle
b LR EE Vit SCHR
CDK/Cyclin Nucleophosmin dr AR [17]
CP110 T AR S [20]
MPS1 TR [22-23]
Eg5 AT E N ) [47]
hMOB1/MST1/NDR1 ? R [25]
SADB Ser/Thr kinase ~-tublin RO A [24]
PLK2 CPAP(hSAS4) AN L [2627]
ZYG-1(£ki) SAS-6 SN SCR ] [28]
PLK4 GCP6 Hr R [29]
PLK1 pericentrin LRI N [33]
Cepl70 LAORE N [34]
Nedd (yTuRC J& 51 ) rhUC R B TR TE K [32]
Mst2 AT E N 2 [54]
Aurara A NDEL1 HUUMAR BEE, 405 [40]
TACC3 LR, B R E [7,39]
Sre cortactin FRULMAR GBS, IS actin Y413 [4445]
hSavl-Mst2-Nek2 A C-Napl | rootletin FrMAR S B [48]

x2 HOEEBHPEESROBBEREEXEERY
Table 2 Phosphatases and substrates involved in centrosome cycle
AL HLL AR FRY Tifig SCHK
CDC25B Centrin2,,CDK V1 AR I T B [50,63]
CDC25A CDK bR E [51]
PPI Mst2-Nek2 A, Inh2 RS B [54-55]
PP4 ? LAENENG % [53,64]
PP2A SAS-5, SAS-6, PLK4 bR E [13-14,61]
[, FATH 2 7 2], B AL AN 23w R 1k S HAH i
S 30k

SRR B8 TR AT RV 8 1 X 200 J) 00 o e A 8 90
HoE e RAR B e — R 1, VF 2 WA R R AN B 1)
PRI E 75 50 ) Y50 A R I 114 ' A 84 R £ 128
EATRE A 2 A B AR, 1002 — AR LA PR
LA , 8 B R AL A 6 IR i T S AE S )R K IH
S LA RSB 7 v ) A, R A 2 T Ok B (i
PRI 2 ) il iX— B AL % Bhr .
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Abstract

Centrosome is a significant organelle without membrane in animal cells and some lower plant

cells. Normally, centrosomes participate cell division ( mitosis), form spindle which is based on microtubules
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and then pull the duplicated chromosomes to the opposite poles of the cell. This process ensures that genetic
materials (DNA) can pass from one generation to the next accurately, orderly and perfectly. Like other essential
organelles related with cell division and proliferation, the behavior and regulation of centrosome also depends on
many function-related proteins. In these proteins, one part connects with centrosome duplication and separation,
ensuring centrosome cycle achieved; the other part, not only associates with cell cycle and centrosome, but also
plays vital roles in other aspects. Regardless of normal cells or abnormal cells (e. g. tumour cells), protein
modifications, especially the phosphorylation modification, dominate in cell regulation. As one kind of the major
organelles cells, centrosome contains many centrosomal proteins depend on phosphorylation regulation. To
provide references for future research, the centrosome cycle related protein phosphorylation and function were
reviewed.
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