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From Mitosis to Carcinogenesis,the Research Progress on Plkl’s Function

WANG Zhe, JU Shi-qiang” , RUI Rong
(College of Veterinary Medicine, Nanjing Agricultural University, Nanjing 210095, China )

Abstract; Polo-like kinase 1 (Plkl),a well-characterized member of serine/threonine kinases Plk
family,is highly conserved among eukaryotes. Plkl has important regulatory role in cell cycles. It
mediates a variety of cell cycle events, including centrosome maturation, bipolar spindle forma-
tion, mitosis entry,chromatin lining and cytokinesis by phosphorylation of different specific sub-
strates. Recent studies suggest that Plkl, beyond its traditional function in mitosis,is also well
involved in the DNA damage response, carcinogenesis and early embryonic development. In this
review,the roles of Plkl in mitosis, DNA damage response, carcinogenesis and early embryonic
development will be focused, which will provide a reference for related studies.
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AR AT A A e R U i B0 2R L £ 5 IR iR R Oh R Rk
(T 71 D AE A SO foe ) T 2240 40 7 PlkL 7E iR i
LY R R U T R 5 AE S A LAY O A DG AT
FRMS%

1 PBD T &H Pkl 5ERYMNE S

JI A ) Plk SRETESS 1 b8 BE DR AF L L N-oiig B
A — N RSE Y 22 5 R /95 S BR Ak Ak 25 A8 358, C- iy
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P REAER . 2 5 bk &2 4 (Plk2 #1 Plk4) ,
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FTEH PBD g5k 1. WF58 &8, Plks 1) W0 40 ffd
{2 i PBD 4K 19 & (1 A BAE A S 09 .
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Fig. 1 Structure of polo-like kinase
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Fig.2 Cellular functions of Plks in cell cycle progression
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22 5y RN & iR KL AR S TE GO M 4k 22 R 35T
R EE Y, i PBD A 519 E (7 AE
F Pl 747 2253 2400 98 78 v A7 Fp 3t 7 45 1 40 ifg 45
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Thr14 #1 Tyrl5, LLAfi{# Cyclin B1/Cdkl & & ¥4
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FE P Pk 2 8 1 55 48 21 35 22000 — Sk
& 4 1K (Kinetochores/centromeres) | & & VE H
XL [ : Polo & Jx v & [ 1(Polo-box interacting
protein 1, PBIPD) | 3 22 i N 8¢ & H (Inner centro-
mere protein, INCENP) . % 4 {4 # | 25 ( Spindle
checkpoint) i 41 1%, 2 — BubR1, LI K 7 22 43 2456
W Bubl 4, Plk1 3@ 1 5 X 26 R 1 (% A H AR
A2 3 YL (44 %1 A (Chromosome alignment) ,
2.4 Pkl RHABFLSRMBEH

£ M BIRI, — RIVH 2257 HE AR E 78 .
BUES AR e B B R E 2 B B AT A,
RERIG— MR8 A 225 2 S8 .
Plkl o6 A48 A A 22 0y b b Jg — DER i i
JE4E APC/C TG 1 AR A 22 57 24 R 1

A 2257 340 58 U 2 — R E R L 40 Cye-
lin Bl fl Securin #% F% fi# , 2 J& 4 B K 7 A fa e 19
Gl XA N T MR T 2 E3 2 RiE#
fiti- APC/C (Anaphase-promoting complex or cyclo-
some) W1ER . APC/C 1558k Cde20 03 . B L1
APC/CU* E & W] LB 45 id & A D & (De-
struction box,D box) i [, U Securin, 7] P4 &
3 Cyclin Bl K HAH AR Cdkl AR f# . NS s
2 RRR . 25 Cde20 28k F& A% . 98 J5 9k Cdhl
AR XA A DLy KA I Y . Emil 2 M
Wb APC/P EE M MHIE . 78 M BRI,
Emil & 5e# Cdkl/Cyclin Bl #i# @ {k . 2 J5 18 0]
B Plk1 BiiR At . % Plkl #ERR{LJ5 . K&/ Emil fiff
235 Skpl-Cullin-F-box3-TRCP(SCFB-TRCP){Z %
B E ARG G Z 5 R R AT R BR X
APC/CHy il .

AR PIk1 & /] DL i A 42 80 Cde20, AT #0
il APC/C B3 P, 0 25 4 1A W ) 515 530 % . LA
Wtk APC/C 936 PE A g ad s e

TEN 5 o3 b, Pl s 45 i % 73 2418 (Cleavage
furrow) BT B, MEBF, 76 LK) Prel M/ER T,
Plk1 B 53 48 21 25 fle 04 1y o a4 L 38 5 F0wl R A AR
PSS T U5 50 L I ) sh s 4 2

3 PIkl 5 DNA RGN Z
240 i i 221 Ak T 25 Ao P R A SN IRPEAS F DRL R 1Y

0 A W B B DisE 7/ N IVAT - o S B 35S
BEVE 0 B W) S AR A AT RE & L DNA #if. — B
DNA #53 f % HE o 40 MK 2% 265 H0IE % D BE . 7T BB &
AR o O TR I AR L A R T — R
5 2 2R S s AR ST Y B A0 48 S AL .

DNA W% W 24 (Double strand break, DSB) &
1 4 S 45 S A U P B0 B UL DNA 4547,
& DNA #5145 b ™ B i) —Fh . 24 DSB & 2RI, 4
JHL AT AR B Rl AN ] 48 AL 5F — b 2 AR [
K v % 4 & 44 ( Non-homologous end-joining,
NHED . 5 5R HC b & 5 J5 Ak, DNA U ) P
A I i s B4 TR ORI i 5 kS ok L HCAB S AL i R 3
A DNA A AT DL & 2B 78 20 B J5 30 9 AT — Bir
Bto SR, & AT BB B 15% MR AS X AR ) DNA 3 A~
W iy 32 o B R DT A 3 R R 5% B R D A 4]
) 5E 4> 2RI NHE] & 42 DSB i, & 467
FEPTANE R 1 Ku70 Al Ku80 | DNA 4 4 {7
o ZJE. i ny Ku & 3 20K DNA & 3 3
(DNA-protein kinase, DNA-PK) Z 4 & DNA #i {5
fimi. $45  DNA-PK i B2 1k H A0 8 3 . 45 1) 2
DNA & $# ITV-XRCC4-XLF & &K, % 2 DNA
F¥ T A T it 2 e 2 Ok

73— DNA 48 475 87 2 HL Al & [7] 5 = 41 (Ho-
mologous recombination, HR) , Z X 7E S ¥ Fil G2
B R ARAE T 2002 1E 5 40 X DSB /Y 2B =L
. 5 NHEJ A, HR & & @42 BA DNA Kl
WREPES . DSB &A= B 500 40 M5 390 0 00 2 2
2R R A 2 DNA USUEE W i » 3005 o R UL -3
I Bl 3% B (Phosphinositidelike 3- kinase-telan-
kinase , PTKK) Z % (4 3 g » 3 22 3L 57 R -B 400
Bk AE ® 4% ( Ataxia-telangiectasia mutated,
ATM)ZE 1 fl ATM Fll Rad3 #1572 11 (ATM and
Rad3-related protein, ATR), ATM FI ATR ¥
DNA #5073 45 5 A% 5 25 7 #2511 o 60 335 60 00 5 38 il
(Checkpoint kinase,Ch) 1 1 2 %4, B sh W % & 5t .,
7 A AR B BEL L T 52 B DNA 8 52 508 3l 4l
M gE T AR
3.1 G2 Hj PIk1 5 DNA 55 M &

WG SC BT &R 12 22 53 2 )8 g I, Bora Y5 5
Plkl 545 FTIFHAS M 454 L 43 Aurora A REWS E
A Plkl 45 #4500 T 38 F L 8821k Thr210, AT
AT Pl (36 PE. 24 G2 Hp 40 is DNA &4
P G2/ M I iR 38R T 845 Plkl 235 , 410
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FBE PR W 72 G2 T . B B /R AL . ATM/
ATR 4 H # W B8 ft Bora iy Thr501, B & 1k J5 19
Bora 2x# E3 12 R AL i # [ SCF-3-TRCP U I B
fife !, — H Bora # AR Pl g JC i 4 00 .
P20 Cyclin B1/Cdk1 5264 . 40 M Js 390 4 BHL i 7
G2 1. MAh. 24 DNA #ifh k£, ATM/ATR
% Chl/Ch2, Chl il Ch2 il i3 B 1l Cde25 )i 4
BEIR AL s 1 B W R A T Cde25 2 1L I 1%
f#i H 2R 2296 1L Cyclin B1/Cdkl Z 5WHIRE S . 5K
24 60 00 f BEL M

24 DNA i 4518 52 5¢ U - 20 0 J 390 1) BEL i
SR B o A0 M Ak 22 0 A 22 7 2. E AR B
Plkl 2 # i % — 1 B A SC B . 24 DNA 45 i 1%
S5E U - Plkl BB #3800 . Plkl & Cde25,
FoH g sh AT 22 R, b fE DT DNA i 45 &
S ATR BOE G 2B RAL BT Chl, 78 1t 5 R 1k
AR E— A& H (Adaptor protein) Claspin
¥ ATR 5 Chl #E8:2k7" . 4 PIkl #3055 . &
2 Hf Claspin BRER AL . (N SCFR-TRCP By H#E 2
F L S 3O R 5 B R

it ATR JoE G Chl, & g5 L 2k, 40
JEE B E A A 22 4y 240, Plk1 4 5 ) Claspin
FIR) e i ) 30 % DINUA 58 0 3 8 P9 0 00 e 400 i L i 2
WA

Plkl A A] LA 4% DNA 453 14 3 B9 40 f B
fiir e m] DLE i DNA B4, 4R B HR & 52 HL
i, Plk1 7% B2 46 2% v 28 11 Rad51 (Radiation sensi-
tive 51 homolog 1,) ¥ Serl4, &I Thrl5 # CK
(Casein kinase)2 #f — B @R Ak . WUE B @R AL A2 1
Rad51 e 1 2 5 SR 4 JF 38 53 39 5 Nbs1 i AH
HAEH A HR B . RETE G2 ] DNA it
B I), PUL fR 3 7 02 w5 40 i 1 B TE 8 28 3 Y
AR AR Pkl 4B . PR 3 B R 40045 1 25 A
Y f P A A DR TG R Plk] 778 BARAE
BLHI A Ff i — 5 .

3.2 M H PIkl 5 DNA G &

S S 1R AH b . MO R 2 00 I ) B e (X
IR AR A 225y M p i S AL, O TE S
2 JRUS ) 4 G 0 A o H IR 0K 45 7 Y 35t 1% 15 2 0 TiD
BWATAM P A 225 Z A — i R A
DNA #5545 7] B8 J3 2l 46 0 . 5 BOf 22 5y 2B .
TEIEH SO R . Plkl (3% P 7E M 5k 3] s i, {H
4 DNA #it 55 & &= M ] B}, ATM-Ch1-PP (Pro-

tein phosphatase) 2A &3 433l i pThr210 £ 8§ iR
16T Pl (36 1 3 20A 22 53 2L BH . AT 64T
BB EN . P E M DNA #4652 5 804 Plkl
TE N 1 — 2290 S0 1Y) 2R 355 {45 40 i ik it Ay 22 93 2
J5 91 TR R B 23 3L I S A 4% N B il (Endorepli-
cation) , 24 8n DNA 40 Jitd , & 238 1o 40 1 I 1211
AR
3.3 PIkl 5 p53 &= DNA S EFHEEER

i 9 40441 PR 7 p53 & DNA 451 455 K6 ) 45, ) 8 52
PR . 2 DNA $i 75 & A= if ATM/ATR-Ch1/
Ch2 ##fg 1k Serl5 F1 Ser20, ¥ 7% p53. IH1LHY p53
WL N E A p2l/wall %5 sh K A5, 5 8
200 e J) 99 BEL i L O 05 3l DNACE S L] 52405 1)
DNABLMERE . 2 DNA 5 {4 B A GE i 1E it
p53 SE S T-. p53 Lk vl BE T B
MTE R . 78 DNA 4545 K £ i, p53 5 Plkl A 5.
FEPC LA T UORE 35205 B9 200 10 e g 18 &2, w18
O 90 i %) Ak 2 3 Ak DL R A P ok B2 T vk 48 R A i 1Y
i

DNA it &£ )5 - B 7l ATM/ATR &2
] Pkl (3% ¥k p53 38 W LATE 5% s K F b 4 il
Plkl ik, #idE £ Plkl )8 sh 7 Lt 51
ik Plkl % 5t K1) E2F1 454 T8 B p52-E2F1-Plkl
Ja 3 DNA & 44K, p53 a] DLl Plk1 JE [ i %
S, A, p53 IR AT LA GE i p21/wall B g Plkl
Ja ¥ Ly CDE/CHR J7 31 . s i % 5% A 5~ Fox
(Forhead box protein) M1 [ 14 (FoxM1 ®] DA %
Pt p53 Xf Pl 4 410 il £ Al 18] 42 90 ] Plk1 f9 3%
PR R . p53 X PLk1 A4 I VE B AR 2E T 40 i
JE I REL A L LAERT DNA 50548 52, B 1k 5 % 51040
A8 7 A

P16 42 52 i - Plk 1 8 35087 B0 - Plk1 A A
AT LRI E] p53 1 I 2k A A I A B R 26
Wb A2z 23 BRI . |8, Plkl Al LLE %
55 p53 WY JF 545 5 Pk DNA 254 ${ (Sequence spe-
cific DNA binding domain) ¥ I, # ) 3 3% #E2,
% — ,Mdm2 (Murine double minute 2) /& p53 A —
AT A [ Y R B AT DU {2 X pS3 Y
R . Plkl AEME8ERR L Mdm2 A Ser260 M i {2
#F Mdm2 %t p53 [ K fi# /F IV . %% =. Topors
(Topoisomerase 1 binding protein) B /A 77 % il SU-
MO(Small ubiquitin modifier)-1 E3 % 42 fff i 15 14 ,
Plkl 7] L) #5 2 1k Topors fJ Ser718, M\ i I 2> p53



686 = W oM

H

E o 46 %

) SUMO Ak A& M, 35 i iz 1 A48 i, DA i A ik
p53 My FEfE-" . Ak, PIk1 36 AT DUGE o B iR b GT-
SE(G2 and S phase expressed protein)1 HJ Ser435
PR Hf 8 2 4 A% . GTSEL # A 40 4% J5 B 45
p53 4G, IR L 5 I AN A% AT AT RLRH Ik p53
[ 21 B8 » 01 32 40 e J0 00 BEL v ik A2

4 PIkl 5phi5g

BT B 5E & B 7R 22 Bl NS b v 08 2
Plkl fyid ik W AE LR 2 B . T8 W
g B A Sk SR A0 e e R SR AR /) A i il
NN RN SN SN TR N S N N
SEH L JF H L Pk B 2658 5 AN UG % DA ¢ BT
AT DL g S RE E R ) — 4R AR L K PLkL ARy fi
B SR=P I DL LS INC o S B SEE O 1 e PR
F SIRNA F/N G374 4] 550 BEL W Pkl #9235 540 ]
OV T P AT LA R0 R A g . Plkd
At 004 Ay 00 25 W R IE A IR AR R O g
AP AAAE — e 0] A R i — 2B BF 5T W 30 AT LUK
DA R A 259t B . Ak & Plk1 9/ 43
TR R R B T R SR M B RS Y FE )
B ggg 1 A

Jy—J7 1, % T Plk1 78 M % A vh i 7R TS A7
TEAL . o Plkl H 76 3% 58 19 40 B vh 223k, i LA
PLk1 7¢ b 968 4 Bl v %) 5o o5 2 3K 7T f S = b 983 4 B
ORI B A5 R TS 2 R R R . RS Pkl
TEAR AR B b IA Dy o A0 a2 200 e 398 5 R 9 28 1) s B
AL SCERHIE Plk1 AT e EL A 01 40 i 1 55 1 1
M. B. Choi &858 & W], Plk1 7544 P FF 5 1 95 1R
Ak, I8 V5 4 15 2 -5k 71 85 H (Phosphatase and tensin
homolog, PTEN) A Ser380, ffi 15 PTEN ) fa & M
ool IR 5 Qe Ak 25 G, i PTEN & — 4
R 1 S A S | A N OV S R < (L U
HepG2,A431, MKN74 L) K A549 [ 2 4% b #% R
T L B 1% 28 22 AT R T MR 4 Y 3 R A e
It H AW RN B Pl B 5] 504 2 23 e
HERE A & AT L PLk] A AR 24 D RERT RE
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