Advances in Clinical Medicine If/RE £ /8, 2025, 15(4), 1711-1719 Hans X
Published Online April 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1541112

KIF18BEAIfEERBESRRY

mART, AREY, WNELY, & ¥, BER

TR R AR IR KR BE, VL7 B
2 R RER S 5E — I B R Be il IR MR, VLG i

91
Hl

ks HAA: 20254F3H14H; FHBEM: 2025F477H; KAAHM: 2025F4d16H

H E

JEAER, TRIUKIFsFIR A R 7E MR i A AR PR IS AR b B Th e R AR R BB OV AR Rz —. B3I EH
BFREEE - RRATHIUE KBNS TiesiEE, BARE =BRIEEHENEIFE. RhEENES
BHXFLHAMTIRE, BEALLR. BESRENKRG TRIRE. FLAIRREEBRMAEIRITE,
YRR A AR ARSI RN TAI, XTI RS BE KBUE R . XA R
HEUEMTHE R TR S B SE T RH (B EBK, Ptk B MRER)NEE. ATHLIRER
HEERET, BIEAREHDEHBRTRSIBUER. 5, BT AER MY R RFHRAK
HIZE RSB, R LEE ) X 2 B 7T RE s 7] A SSE Q)36 — s iSRG « KIF18BJR T R3IE B
-8, EERCERIAHITIRIHERA RS SFHBEREE X,

XKigid

WEhEH, WIEE-8KIF18B, EAE

Research Progress of KIF18B in
Cancer at Present

Hongtai Tu?®*, Rihai Xiao2#, Shengyin Liu?*, Feng Yin!, Hongming Chen!

The First Clinical Medical College, Gannan Medical University, Ganzhou Jiangxi
2Department of Urology, The First Affiliated Hospital of Gannan Medical University, Ganzhou Jiangxi

Received: Mar. 14", 2025; accepted: Apr. 7, 2025; published: Apr. 16", 2025

Abstract

In recent years, investigating the functions and underlying mechanisms of KIFs family members in
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tumorigenesis and tumor development has emerged as a prominent research area. The kinesin su-
perfamily consists of a group of conserved microtubule-dependent molecular motor proteins, which
possess adenosine triphosphatase activity and motility properties. The active motility of Kinesins
is crucial for supporting diverse cellular functions, such as mitosis, meiosis, and macromolecular
transport. Mitosis, the process of eukaryotic cell division, involves the partitioning of the nucleus,
cytoplasm, organelles, and cell membrane into two daughter cells with approximately identical
components. Any aberration during this process can give rise to cell death, genetic anomalies (e.g.,
gene deletions, chromosomal translocations, or duplications), and cancer. Given the complexity and
highly regulated nature of mitosis, changes in kinesin expression or function may trigger carcino-
genesis. Moreover, as human cancer is a gene-related disorder characterized by abnormal cell growth,
targeting kinesins could potentially offer a novel strategy for cancer control. KIF18B belongs to the
kinesin family-8. In recent years, certain functions of KIF18B have been identified, and it has been
demonstrated to be associated with various malignant tumors.
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1. WaEhERFRERNTB

KIFs Zik LA WRSh & (A K%, 1F 1985 4 H SR & 4 43 B RS &R (I[1], B s AR T B,
Kbk 2 B S DI R IR 7T, BB 2004 4, ARG — T an4iE, FRON “kinesins” , ZERCAEK
T 45 NFIER, 14 DS FRKIF1~14) [2] [3].

IX A O SRR A — ORI OB 7 Figsh B, BRI =R s e AE AR . K
HEAMEZEE LR A ThRE, BREH 2SR, W R RS THIE. 20302 Kz
DERRE, WKL AR . AN ESRIE M > R 2 AR, I T R R R A R E
AH I o

XA FE T ATAT RS T e AR T e (R BRI L et fh o) A sl ) FsiE . B T
2T Hm R, IRshEE ARIAS IR R il e S 8UE . thah, BT AR — M R
i A A ) DRURE DG, DRI ) BIX B0 2 1 T e 2 D4 ) N SIS RE 1 — ol 1 R [4]

2. BB RERIIAE

WRh H AR R E A(KIFS) 2L iz s R AP IR S 58 8 “IRA” BEE, XX TARD e
SEXREE, KIF BEFREZAWHASIDHE D REARFR, Hr CETH RN A o e 42 E A
WN[5]. BKEhER NS 775 OB SR IS HRIZ B B 1 ARSI 25 Ia S AT 22 70 2855 SR ATL A vk = 224
[6], k& HRE—REAKME ATPase {EPENLIAEH, EME RIS NI BIES a5 EEZN
M, Z 5KV 2 Y EThRe, MOiAER. SO0, MnR. HERRE SMEE5].

AHMLAE 5 AU, B3N ER 7R MR L 28 AN B 115 R 5 0 DG 2 PR3 BEHs 2 115 A A o 3 A 2 38 3
FAH B, L, 40N is st AR A R AE MR . U8 78 s s A (WK ah i A sl 71 &
S 5L ) i S s [ 7]
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FESRENE A OL T, ATREMUS IR D BRAE A — (RS T RENUACE . 2 [liE 8l RS R A AN RCE
L IE) AR ELAE PP AR B AN R R AL R AR RE R o« 25MBMth, FEBRAS ATP 23 Tk I R rp LBk R B A Wi
BB A PR AL E, S EUE FIZ3[8]

0 A Al A e T A A R A AN h RE A OR B 2. KAl R A ANINEh B AR R AR T 0 T
IR RGBSR, EATEMZ T AR 2 T A DGR -ATP B i s sUis s B8t . 4R e (1)
nERAR . R EEEIR). HARE SR 2R HEEBRLAT mRNA SE54) [9].
BEAh, KIF B2 5 QLR FIA 2253 2 Rz sl 21 23 [10] [11].

KIF AU IR, B OE A7 mRNA DAYERFRAAN MR, 177 B X A iy AR 1 %5
AL (B i Ai 2, ACAZ AN 27 >0 55 v U T R LA S K0 e 7 el A v 10 3 sl MR R P o 2 T A 37 ) DA K A 2
HHE R B IR (9 0 2 AT AN AR IR AT | ke A A )L AR . ORI B R e s 1 SR
R E AR W > TR T A TR AR (e M T Is 3h B A 25 S T [12].

3. BEIERNSH

DX ) 2R 1A 2 P A% B R T 4% B A AL BT DU SR A . 900 X I et &5 & AK Al A AE R 5281k, RSk
WREBEEHIREWE “ATE” « B “T” HRisi SR s g & ks 1 R Btz ik 2134
i f5r B [5] .

TSN IREN R -1 W AR IEAT IR AT, ARG IRE R EE R 4 AN DhReE = Rk, R
N 1) Bk, 2) HiE, 3) ZEM4) R, 183 A R S 1 S0 Sk 4 Mo e B R I . R
=K SRR, DURIRIAE R . Sk sz sh gt ikt 218 360 MEEERYL, B ATP 454
AL A AR IR 5 B s o I BRI IhRE LKA ATP, DL AR R A IR 4R 4E iz s T F I RE = 30
i aE R E A AR Rt . FEANRIIRSN B rh, S I 2R o S M 005 45 A 30t T R B R R aE Bl U
AR OCHE L, KM T 5 2R H AR BAE R B, I B SVE— R IRE & H R k.
A A TR TN S — o,  HIDRER S T (RIEE A IR EULIR) 112 fiAH FLAE 4]

RIE MR E, CEHE T =M EZRAE) KIF: NH2-Z55 LR AL, A a] F AL 2 Al COOH
2 LIS (AR 20l PR N-BKB B, M-BRBHER AT C-ORBhEE ) XTI 7L N Rk tE = 7 F &
f) N-BRZHE [ A2 M-F1 C-IRBIEE H . £ 45 AN KIF 1, 1A 34 M-BREhE A A C-IRsh &R H, #IF
39 ™ N-UKZNEE . 7E 39 Fi N-BRZNE A, PFR AR, 37 Ml T2 RAN. HH 14 9%, C-
WENE A AL, C-1IKBIEAM C-2 KA. M-UKsiE A —3. N-IKSIE AN 11 26, A
16 KRR [3]

N-2K 3 2 IR BN CE IR i 3 % is, C-IREN & AR s 7 oK i Al i5is, M-IR3)E A AR SRR [13].
BT RGE IR0 & B s A T HEh B A A NLER B A Sk = AR S Ui Py as i, 4 o 2R L AU A A O
(3. FHEIMF AR, X5 Dkl 5 A FE R TAE. AW, RIUT/REA R, IRahEE AL
BREE T E A LRI O AR, 8 IR SO SR =R IR T M RE E R N R A IZs). 2
AN FIZEB PIHUROR 38 R R SRR, BENTSFENE —E TAE. XM= 7 K3 & A AL
BREA DA EE LR, HigsiEtE Sl U L AT A R A 22 ThRE[14]

4. KIF18B BI/+48

KIF18B & IRaN R A Z A 71, DA AR i B4R 6 1) 7 = 7E 41 B 43 24 v e 25 B VE A [15] . KIF18 Al
Kid/KIF22 ZJ5 ) % N-8 3X 3l 2 [F1[3] - KIF18B fif T4tk 17921.31 |, i1 17 MR T4 R%[16]. Young-
MilLee 25 AN ## T —AN&7 KIF18B [ ORF [AfiikL, J#78 T K% 3kb 1K) KIF18B 15 5 LA A4 il 2
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RURe S 1) 7 AR IE[16]

ZEANUE M SR R, AT RO RS M R R A [17] . SRS EE -8 S 1E
SRR, ATRETMEMT)KE. E4ET, Kifl8B £+ 7E MT FAEM &I, R EBL. Shin %
NHIWF AR, K5 EE (-8 HALA AN [ A B T R B R AR ) MT sy, X 0] Rl B4 10 10 22 0 Y Fk
PR HRASTE MT P 1E 5[ 18]

KIF18B s&—MZIRsNE H, & DSB(DNA XUHEWTHE)H ROAR i ZE 82T L 75 [19]. KIF18B T itk
ARBEWCE RS, I P RE DR e R 1 Gt AR 51 R 43 B [20] . Toni Z5ER] 1 Kif18b, MCAK FH iy i B
1 EB3 (th#5A MAPRE3) LASE il 7 sAE M, LR AR BWR FEA AR R R 5« FRATTR I Kif18b m] LA
iz EB3 1 MCAK, Jfifid 24 5540 BAE A A2k e A TR R 20308 I A i S8 IR 3 & 4F - Kif18b-MCAK-
EB W HIALHISERY, 24 RO AR TG 220 R R, X6 T IER S R B R O E
[21]. [FIBSAURF R OKBN -8 R Y ik LS4t TR R [22] . /N2 R MYI(SUMO) IS 5 5%
ST Z AR . B R AR IME(APCIC), e H IR 5 RS AR ) 3 B 4% R . APCA W1 H
PARE AR EE SUMO LG, 1E 772 F1 798 A7 B 5 H SUMO Az, SUMO L 4ifiis it A 2
SIZLRE A R 2 OCE 2, N APCIC Z 2 Ak iE e, 1 ) JLAR 2T AR (BB 2 A HE 1 KIF18B) iz
FAIE MG IN[23]. Marvin 28R I Aurora SE(E IR Kif18b-MCAK 819k MT 2h /12 B EH
HRH Kifl8b-MCAK EEMIM R T 225y ZL4 R =2 MT ISR iE1%:[20]. RoyGHPvanHeesbeen
2 NAER] AuroraA. MCAK Fi1 Kif18b fi2 it Eg5 M7 AT i AuroraA Jl it R 1k Kif15 {21 XAk
YiEpRSS, MM Kifls e B gisk k. ik, MCAK Fl Kifl8b @it R Bk MT 1fase K (2
HESUR SRR 20 25 [24] . ToniMcHugh 25 AAIERH 7 Kif180b 38 3k 38 sl A e ) o M S R4 R s o A1
TAERM, Kifl8b | FHILIZ S Re I SR ARy, 7R B ARG K DU R g7 A J p [25]
YoungMilLee 25 AT REL KIF18B & (/K F7E GQRMMHZE T A=, S4iEES BL A
Bhe B F YA IR, KIF18B & A ZAFIE TANIZH, TR/ IR A7 T 18] H1 40 P fr) 240 A st
W, fE AN, ROUKZ A KIF18B 5 AT A AT A 0 M SR AR A HE 0 AR S DM 5% RIS
5 5 BAFI A AAS I 2 KIF18B, 58 A5 BV s — . @i i A KIF18B ()11~ EGFP bric Bk 5 5%
KIS A 2 T AZ NS 5. M2, KIF18B [ IA LAY L A M fasii: 77 20z 21T, DR nT RE7E 4N A
oy A E AR F16]

5. KIF18B &5 &%

KT EAWEDF IR CE TR TIRZ, PRI KIFs 5EA8 M, BRI, B IR0 51K
JEZ M E[26]-[28]. HAT, KIF18B 7E—Lepiih A T 50 FHCHF 78 . KIFL18B 4 ik B 75 % S HE i
KB I E I [29], 1Ak, RACGAPL (RacGTPase i 2 [ 1)L X /2 KIF18B K Tl th e 15 , KIF18B
A AE IR 2 5 08 20 AN R LA i AR KA SRR F R I S B [30] . FH Uk R BB 4k TT DL R KIF18B
Al REAR L 2R o T o 2 R e G e LR S R

P 3 22 A DA A 38 B P A 4 T A/ RN PR PR SRR ) D RIS 3 R OB, SR DNA 1545 42 B
LB R [31]. B PIRFAE A K A PEGH B R B3 [32] . KIF18B miRiA v B L B IR, LA
IR FE A B A [33] o BTG AU R AR 00 5t 171 5 SCPL IR 43 Wb Tod 22 S R MR RE AR AIE It 5 R TS A
RV, Yi-deunJung %5 \ B IESEIGIGAE, FLERHASLIE 35 FALHI(EE E2FL 28 AN SRS E2F
G, — RS E AR, LA E2FL faitt it U e % Eif. E2F1 BREKE) 8 (A (KIF2C,
KIF18B, KIF20A) F1VH #E S B 2578 T, 15 ARSI AR = E A 2« IXEZE ISR, IR A AL
R E2F 18 P W0 A1 B J5 18U D RE I 4 s oS E R e fe vhild 5 R0 R0ME ], N4 iLIg 30 ml 1) 4L
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Joi SRS R AL T HLHI 2R R [34].
6. KIF18B &£ 5B

UK B 2 7 SR R (KIFS) 12 B 0 A Bh T 22 70 280 R) G i SO I A L N S8 o PE 4 3 R4 7R
DK AR I (] RS B AR R, RS AT U E TR N A AR . SR, E T I R A ok e A
e, EATIRIENT B SR AR KA AR, R T e AT Y B P [35]. Timoltzel %5 A @it
GBA HW15 B4y Hr % 52 f) CDCA3 Al KIF18B & @ik - Ht 2 it i 3A 1 =15 R i g A8 (1) S 1 15 [R5
CDCA3 1 KIF18B it ik S EUBSHAE /15240, X240 H0 i 1A 59 1060, X 2T i 1Y 32 B AR R [36]
FAT, KIF18B CLilE M7 JUREE th s 04 . KIF18B @it ™Y AkY/GSK-34 Hlitlhss Wnt/p- 3 & (118
%, EFLIRE RO PR E I m Dh RE[37] - KIF18B [y BRIE T 815 AK/GSK-38/4- 1530 8 i 4% R | 7L
et ) 104 B RTAR: 28 38 i LA 2 USRI [37] . LanLiu 58 NI 78 3R B KIF18B {23 BC &M Fi44, fu$E TNBC
U RIAE, TR, IXLesE R, KIF18B nlfEi@t i TRIP13 FIATE BC FFig8Us/EM, M
TS WntB-IE 0 8 15 510 1% [38] » KIF18B 8 i ¥ Wint/B-3% 34 85 (115 5 180 B (1 a3 JHF 44t g 3 F2 [39]
KIF18B 3 i P B 250 H1 1) Wnt/B-3E 38 2 F @ A2 (e ik iR 2t g [40] « KIF18B il % CDCAB 3R iE (2
TR AR S R IO A [41] . KIF18B i3 PIBK-AKT il B AKT, AKT ELE:MEZ 1L GSK-34 (Ser9),
s Ho e . GSK-38 RiGJE, TiEmEmz 1k S-catenin, FEL p-catenin MKikiZ EALBEME, (EMT AR
FKIF18BEN “orTiafiZE” , it il M 4% B 422 % p-catenin A% i X 3. % P B-catenin 5 TCF/LEF
k4G, WO Cyclin D1, c-Myc S58EE[R, {RF4HfulgiE S EMT (ERE-m4%4k). KIF18B &5
APC (Bt B RR R A1) e F S5 &1, APC BRI (N4 B ), KIF18B 32 p-catenin iz%i, i
Wnt 15 5 75 [42]

KIF18B 7E45 Il AR i s 305, 5 285 i s 1R T s A MR 23 2 2 R O . T3 KIF18B 7E 44 4R Al
A YA 40 B G Bt [43] . FeiZhao 25 A BIRIE 75 HAE R KIF18B. FRIRHARAE A A pAY 00 1) 4 e 48 A0 8 A=
Ko KIF18B I A8 A2 45 i Mgt (0038 B A= Wb 8 WAV T 7 8 A [43] . KIFL18B ] RE 2 iy JH- 4 M et 15 55 I s
For 2 m PR TR0V TT 45 S IE R AR S8« KIF18B A 4 Mg SR 5% m (4 8 1 A1 - sk Jev e e 9 51 FF 4t
TR R 25 R [44]. KIF18B i/ ATF2 %3R8 APC A BAEHAER 5T p-EREEN
Tk, WIMTEE RIEHEREUEIEM . Tian Gao S5 N AR IR KIF18B -8 PR If T AL Tl j5 4= 4
PR EYIHIEEBUH[15] Huiying Yang 5 A\ I8 ok ik 2 PR He 0 W 24 3 b7 5 78 KIFL8B 1E ids HH 401 A 15 4
JH g B R AR A it 2 K] [45]. Bing Hong 28 N FIWE iR, 45 B2+ KIF18b 5 PARPBP &£ 1E
FHRK R, HEH KIF18b 5 PARPBP /KF & 145 H s 8 WiE AN R . KIF18b #5511 PARPBP A 8T
OR-CRC it 252 % . PARPBP J:[K] 5 3l 1110 KIF18b 4 i F Y J5 Ak 186 5 45 B e v (1) B0 R A i 245 1
[46]. KIF18B it 3Kkt CDCAS8 /%) mTORCL {5 5B IE AR AMEHE ESCC (B8 S IR 20 e ) 40 P 1)
B SR AR ZE[47]. Zedi S5 NHIWF AR KIF18B AT AEiE il Racl A5 AKT/mTOR {5 5@k
ARk i e AR B B 5 . ST RS AR B S . R KIF18B AF Juin e 3 2 iR =15 771 sk Fie g 4F g 3 51 % il
Ji9es AN R 15 [48] . Yonglong Zhong 55 A [ 8 32 #F KIF18B J& LUAD M TG AW E4) . DNA ™
B R AL DL miR-125a-5p R A A2 5 LUAD ' KIF18B i FIHLH . HoAF 7045 & 0 KIF18B nf
ReIEIE LUAD H 4 M & B3V I8 1R R — P (e 26 R R 3B R [49] . Yu-Peng Wu %5 AR KIF18B
ot FE IR AR AN RO P 0 PCa 4 1) PISK-AKT-mTOR 15 S35 . Mk i, HoF 77 45 5 % 8, KIF18B
I PIBK-AKT-mTOR {3 5@ % 7E PCa HH s 2 X EEMMEH, JHEH T KIF18B 1E4 PCa Bk
Yibs S AT REVE[S0]. KIF18B i il S Fl OB, 4ERR40 M B B e 1 I ESm ) A P4, (A K
K752 A (EGFR. IGF-1R)TE i [ ¥ 3R 4E o B2 RS J5 » PISK fiALAE R PIP3, #i%: AKT Z4Iffi. KIF18B
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W REMERE, Il AKT FER I, 3 9RHBEER 1 (Thr308/Serd 73) S 2% . s I AKT 1
R AL TSC2, fEBRILXT Rheb (4], MG mTORCL. KIF18B Hk FEUME ZKEL, MINAREA
5 mTORC1 (3t Efr, %] mTORCL X 3715 5 KM R [51] .

IR — U ST R B miR-139-3p/ UK B 8 I K e i 18B Fliiifi] 15 s e MR ik Jg [52] o — TiAJF FEAiE S |
KIF2C (—#5 ALL & RAHKHER) A KIF18B 2 [ I5EAH I, AT AT 38 2 8] (R AH MM A E R R R
KA EEAEHI[53]. Hongmei Yan 25 NFIRT 45 SRR W, KIFL8B FE35 5|2 ) 7 k2B €0 2R i T A% A 5
FIAHIZR ] KIF18B £ kB v zypd h B B E A, sy B - A7 %Al ERK/PI3K 4%
fEAI[54]. Wenbin Zhang 25 AFIHFFEIER T MIRNA-139-3p @it # A KIF18B F1KiE Wnt/p- IR i 1%
OB PR b R Rk e, ARt HER LR BUC B HR A UM R YT #E s [55]. — IR iR
B TAP63 T#1) mIRNA 8 41 241 A o 2 5 P 2% (.46 AURKA, KIF18B, PKMYTL 1 ORCL)#iiil f7
JIREEIR 0 g . S fd ] miR-30c-2*/miR-497 i#:i% Al AURKA V477 cuSCC #2441 IR PR BT EYE[56] -

7. BENRE

KIF18B =3R4, 1 LU #5E PISBK/AKT/mTOR Fl1 Wnt/g-catenin 8 i g 35 B J83 20 i ) 36 58 F 6 72
KIF18B ] fig e —Fufi 4 AL Mpbn S AE YT 4L s o ST H AT W TG S KIF18B #fil7)idE NIl RB 7T, B
] SRS AT M TR B B . AR ] LAk IR AL KIF18B 4> FHLHITTE 78, 40 DNA F3E4k. JE4mi% RNA (0
INCRNA)XT KIF18B A%, £ KIF18B ik iyggrh, Rz A5 52 BE (R A8 € 1) B 7 51
YRR,
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