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Abstract

PLK1 plays an important role in regulating cellular functions such as mitosis and DNA replication.
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Numerous studies have shown that PLK1 expression is increased in a variety of malignant tumor
cells and is closely related to tumor stage and poor prognosis. Inhibiting PLK1 expression can af-
fect the cell cycle and DNA replication to inhibit the development of malignant tumor cells and
improve the sensitivity to radiotherapy. Therefore, PLK1 might be an important target for the
treatment of malignant tumors. In this article, we review the structure and function of PLK1, and
the close relationship between PLK1 and malignant tumors such as lung cancer, breast cancer, etc.
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1. 518

Polo 3 (Polo-like kinases, PLK)Z 2 — 28 V2 A-7E T FAZ A0 U o 1) 22 S IR/ 75 U R oK 1 Vg
(Serine threonine kinase, STK), ‘E &M : PLK1, PLK2, PLK3, PLK4 Al PLK5, HH PLK1 —

M 22 5y 24 rh B BRI (2] PLKL 7E4H ML IEZRIA KK, 75 G2/M WIS Rk e, FIA M2k 2z
hnia%s s MAEA L3R G, PLKL KB M, H R /Kt T P2 [3] . 20 i el ST 4 St 8
S R AR ) — N BB R R [4]. PLKL 3 3R0E 7 207 DNA SR REIIA7 A AR Gt M R e 1 R 1 2 2
FE T A2 2 R 1 R AR R B[] 4] PLKL (3R IA B Sl 4 M 3 5, Mg s g 1 idk Jg 161, R
452 e PR 0B TS A T RBURRPE [ 7] IR, PLKL AT DAE N RE TG TT IV (ERE T . ARLiiR e, RATE4SE
PLK1 W45 5hRe, PAM& PLKL 7EMSE R AE R B IPE R,  CABASE BvR 7 R A i .

2. PLK1 &#51h8E
2.1. PLK1 By4%&#a

PLK1 JEPERL T N 16 S 4etafk I p12 A28, mRNA £ 2.3 kb, "JEI K2 124 68 kDa 1
JFi[8]. PLKL 445 At polo Wl Z AL, HI N Sm&E MR C ims Mk . N s oA T 31
Ser/Thr 45 1435 (Kinase domain, KD), % T M & H 2 AR iR HE Thr-210, HBERILS PLKL (135l i 1t
HEEMK. Cuitl &M~ Polo & (Polo box, PB)4it, PB 4ifd 2 PLK KR — A WERHE, PLKL HEH
A LA AL 2 254 5 A0 B B PR B IR &85 5 T A # 5 A FH (9]0 PB AR B A — MR IR I FE DX A8, Y28 3 R A
— AMEFAE P 25 #4358 (Polo-box domain, PBD). 734k, 7E KD Al PBD & #4351 [A] 1445 — A 3K £ (Destruction
box, D-box) [10].

2.2. PLK1 BYThARE
PLK1 7E#EAN A S A S R EW L BB, WA a2 a3, JisiEmi o, mE - &
2RIt ERIFRE . DNA KT 5 IS DA G B g AR I IE A 70 B 25 [11] . PLKL JEI B RAb (E i34

Mo 22505, WTAMOAR AR R, B E TR 2297 35 B2 it 52 A Y (Anaphase promoting complex or cyc-
losome, APC/C) {14 A%, R4l 2243 2245 9], PLKL 78 i oA ) = B I R R i g-Ts R (1 IR 3248
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TR OCMA ) B A A R AR 22 43 4R R 3OS B %3]
3. PLK1 5MER X F&
3.1. PLK1 5§t

fitifeE (Lung cancer) /& th 5 b & 95 2 ABE T 2 d v (P S MR g 2 —[12] o 7E il 80% A 3E/INgH i fit e
(Non-small cell lung carcinoma, NSCLC), FHfiii i) (Lung adenocarcinoma, LUAD) & NSCLC H % & UL
YRR, B PR MR iR T R, S B UG 19 21 R OGE, (HEAR AR AR
TRAG. AR FiR I, PLKL fEfitm kA R AAEZER . PLKL Af{EJy LUAD W& 7E R Tiljs
T, BERSHMSZTRI LUAD 75 [13]. Jang 25 A\ [14]0F 58 KB, 7E LUAD 1, PLKI1 ¢ SuiEA
(Vimentin) @Rk, 85t #4104 K 1-b (Transforming growth factor-b, TGF-b){5 51 % L i 41 i e 7 PE 58
T2-ficf4 1 (Programmed cell death-ligand 1, PD-L1)#)5 A MIfifiE 3k LUAD #5 DA K G s ki . P20 NA
(Tanshinone 1A, TSA)ZFHZ (1) —Fh & ok I VE R RS AL G4, 7E 2 Tl o e o #8298 7R
Li % N[15]8F 70 & B, TSA Ml H#EHOGE RS A (Aurora kinase A, AURKA)/PLKL 3 4 1 111 [SELyi 40 it 2 1
AIE ST, R&IMH LUAD BEE. ) RNA (microRNA, miRNAYE N —2 /N HES S RNA 7640
Wl AE KA B I AR R 2 PR TR, T 4R D R 0 DR R 0 3 R AR 2R R R AR A .
mMiR-593-5p 7& NSCLC Hidid H 40 M) PLKL #7440 B s i vs 1[16]. Rk, #RF PLKL 1R i & A K e
HH R FATL i 6 SR e B (0 v 7 3 e A E B S

3.2. PLK1 5& 4R A MmfF

SRS & (197 (Acute myeloid leukemia, AML) 2 5z & USSR 2 —, BFF0 AML RIR 5T
HLEIXT HAL W AG T B oc B2, WFFC A B, PLKL 76 AML 40 R ik o &A% B ZAEFH[17] . £54R E-box
s EVRE A 2-52 X RNA 1 (Zinc finger E-box binding homeobox 2-antisense RNA 1, ZEB2-AS1)i&E i #
A 4% miR-122-5p, #EiM F i PLK1 )38k, AR AML A HETE ., 228 55F2[18]. MU &5 A\ Xk
T2 (1 /K RS2 [H] #% A5 44 (Proteolysis targeting chimeras, PROTACS) B ARTIF & 1 B&fiR /Ny T HBL-4, HL AT 45
TR B AR AR A AN PLKL 59R4k 1% 4 (Bromodomain 4, BRDA4), M=tk [ 1L 4H i LA 100 ) 186 5 f 47
[19].

3.3. PLK1 55535

FLI e (Breast cancer, BC) & 2ot f i WL IRPEIR, 2 T B Mne B P T 1 28 — KR A [20].
SCHERRIE, PLK17E BC & mdkik, HEARMEHVIMIC[21]. Ruan 55 A [22] % IS EEAAFI &
22 Rk 9 52 AR IV 3L 3 (Spindle and kinetochore associated complex subunit 3, SKA3)GEEHE PLK1 — A&
FEAE, B VA BRI RS AN PLKL [PEAE, LIRHRENMMEdE BC A, — MM S
(Triple negative breast cancer, TNBC)/& i 2H 2R G e 2H S 2k B 2 3 52 A . MEVICER 2 4 R i g ik [
Her-2 S5 1 BC. Salama 25 A\ [2310F 78 &K Bl PLK1 7£ TNBC 44 mkik, HERLSMESEERE
FHMK. PLKLERL A 22703, it TNBC 40/l 2[24], 9] PLK1 FJRERZ TNBC KW LR T HE A
[25].

3.4. PLK1 SR 4HpafR
JH-4H i g5 (Hepatocellular carcinoma, HCC) & A\ 288 i WHRVEMIRE < —, 2 EREAESE T 5 — K5
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A, 5 4EAEAFERZN 18% [26]. CHAZK W, PLKL 7E HCC Hfkik i #38m, FH HAE HCC 413t e ik fi o
RAFFEBAEH . MUK PLKL J5 w] S0 40 i 1k m i) HCC 4uAR e 24 PLKL MRIAMANH S, i
A S WA G2/M Mt HCC 4u M & B 4 n, 1k X DNA S B0 B2 3808, I+ H Huh7 i
1035 S A BT R RE[27]. WRFURIN, bR 4uH%% 4k 7 %) 2 (Epithelial cell transforming 2, ECT2) ] F il PLK1
FIRIE, PLKL 5409 R R B &2 7K 7185 A [R) Y4 (Phosphatase and tensin homolog deleted on chromo-
some ten, PTEN)AHELVEH, (it M2 Y EREdn il fh, 2Bl NK 200 T 40 shee, st 17
HCC 2 s At R [28]. WFFLRIE, &R F IR FEEF(SET domain containing 3, SETD3)7E HCC 4
Gihmkik, W5 PLKLHaITIX 4G, fedtHisx, #tmiedt HCC ry#tfE[29].

35.PLK1 54 EBE

{H 5 B AR A B8 B, 45 LI (Colorectal cancer, CRC) /& A 2858 = KH WJEE[30]. £ CRC H,
PLK1 7EMRA L RIEK PR TIERAL, HRESARBUGHK3L] [32]. Li HEAHTLEMR,
miRNA-875-3p 7£ 45 H e 4 b ik ik, sl N PLKL ik, | SW480 Fl HT29 45 H w4
M3 AE R RE 77, HEI ] CRC 1t fE[33]. XA & % (Dihydroartemisinin, DHA) & —F 3 4 (1 HT
JEFRZGW), TEZ R IR R AR R DL TR R . 40 B AR RO PE B 1 (Cyclin dependent kinase 1,
CDK1) 5411 J& 155 1 B1 (CyclinB1, CCNBL)AH EAEH L & &9z G2/M AR, 11 PLKL 2 1]
FISEEEDN, SZEGIGIE DHA ] BRA% 45 i B R 4iii(HCT116. DLD1 #1 RKO)H ) CDK1. CCNB1 #ll PLK1
MERIE, BEm#NH] CRC Ik fE[34].

4. PLK1 5E MM BCTT
4.1. PLK1 5107

T & BC —Fia T FB, MUTINZG 540 Bk, 7E 1% (Reactive oxygen species, ROS) K & %
I, Wang 55 N R ILMH] PLKL AT DA AR 7807 i 24 7= 25 (19 ROS AW, LA Sk 3 5 7L et S5 38 1RO T80T
BBURAE35]. Reda %5 AFEVE Z & B4t (Cetuximab) IEHEQR UKL 6 Al b, I 1 —Fhog B4 7 s 0ok
1597 NSCLC, i & k) 3% J2 2E K X7 32 {4 (Epidermal growth factor receptor, EGFR) il PLK1 (%%, #f
T 384 58T U [36] - Van A IR /i A5 FH PLIKL #0861 77 30 AR 21 NSCLC 4H Al vl A I 1) B B3 2 1) G2/M
WA AR AN, (B T PLKL X80T B H BhE FH 371

4.2. PLK1 5457

JI4F1(Cisplatin, DDP)& ffifes i WHIALST 2540, WF7T R 3 PLKL 14175 5 DDP %} NSCLC 4Hj B A
P EIEIEA, X4 DDP i 25 it se gt 7 — SH e yT Bk, (A2 2 et sekit— P IRE[38].
Yu [39)FE 3 Aoy A o, BB )4 (Oxaliplatin m] LA 55 40 i F& HIAH G a6, mI 4 PLKL $401 1) 551 BEL K 5
T PLIKL 358 14 0 24 2 BH 7 I 25 14 5% Oxaliplatin 7644 P44 21 B B0 . 2 B 43 32 J&] 31 7(Cell division cycle
7, CDC7)#& PLKL1 #iil 57| F1 Oxaliplatin BXG¥a 7 WL CHE R R, /& PLKL {55 08 MU+, B
FEIEIE PLK1-MYC gk i#ud: CDCT7 il ¥ A1 5% 7 Oxaliplatin 72 CRC A BT /EH, R
#a) PLK1-MYC-CDC7 Hhiff Oxaliplatin JE il 4 y7 ¥ 97 HH I EAE I [39]. S8 A2 % (Taxol) /2 1l 41 i i
(Prostate adenocarcinoma, PRAD){LIT I —Fh 32254, HINHOKEMEZE . B, BWEHZ, 17 2dR
A, Shin [40]FF 5t &I PLKL 7S8R BEMH 25 1) PRAD thmkis, HXF PLKL 3 FIEUR. Yu 5 A[41]
W] 7 — AL EE R AS1411, ATLUIESAZEERT PLKL $E14 siRNA JEE RN . SNRIEMET, it
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Wk &

BC ZHiH 1. XE4 R IR PLKL 7E 82 BEIIN 25 77 R (13 7. EGFR RAZJE LUAD (1) 3= B2 W0 HE 1,
¥ PLKL ikl 5F0 EGFR MR E (A, KIEIZEEMN 2] 1) LUAD 240 M sttt 351 n[42] . ix Lemf
FLEE R PLKL 728 g v AT R SR 6 78 00 W, NI IPRYA ST i tR AT T 24 [l R it 13
B VR YT N .

5. REERE

g5 BRIk, SRR S NRMERR, 1T PLKL 2 —ANPUEIR YT I I BRI, R TR
G YT BB TE A e FRT M ANTE 2 PLKL 3 3R0A 02 SRR () J5 R A e A G B ) 5 R, oo T M ZG
BEHLAI LK SCBE 7T AH TR F I 28 oy Rt — BB 7T, (HOU AR PLKL 240 0 i oo 142 I8 7
FERR AR A R K Tl i AR R . PLKL MBI 2 —Fh BT RAFAT R IPUE LY, Bl
C2TF A 2 A PLKL 7N TR et 7, HAAR B . BATIA AR, R PLK1
VTR SE P TR P RE i PRV T o

E&WE

[ 5% H SR Bl 245 45 (81802290, 81800182) .
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