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Abstract
The loss of the normal cell cycle can lead to the development of malignant tumors. One characteris-
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tic of cancer cells is their ability to evade cell cycle checkpoints, leading to uncontrolled prolifera-
tion and tumor growth. The cell division cycle-associated protein (CDCA) family includes CDCA2,
CDCA3, CDCA4, CDCAS5, CDCA7 and CDCAS8. They are genes involved in cell cycle regulation, mitosis
and chromosomal stability, playing a significant role in various cellular processes. They are key reg-
ulatory factors in regulating the progress of the cell cycle and jointly participate in promoting cell
division and genomic stability. Recently, cell division cycle-related 5 (CDCA5) has received increas-
ing attention in cancer research. Studies have confirmed that CDCAS is highly expressed in various
malignant tumors, such as melanoma, gastric cancer, bladder cancer, and breast cancer. In recent
years, the relationship between CDCA5 and ovarian cancer has received extensive attention. This
article aims to systematically review the research progress of CDCAS in ovarian cancer, analyze its
expression characteristics, clinical relevance and therapeutic potential, with the expectation of
providing a theoretical basis for the diagnosis and treatment of ovarian cancer.
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1. 518

WLEESR, Lot AR B R G IR 10 R0 S FNAE T SRR B TF, T 7 kA i e, otk
A B 2 G0 IR T AL F U B9% (Ovarian Cancer). =5 2508 A1 25 P9 s [1] . 0 S 2 Hoh B W H. &
o3 2 B e R VE IR B, BRSO T bR EE, RIS RR, SR AR EFRASE R, K
ZHURE ST OO MA[2] [3]. SR SLHE 0T K o P A i (3 1) 8 A 1 7™ B S e A f S, T R
MR AR R X2 TR, Hoh,  dERe R 40 B R SN W7 A K r OGR4 23 24 14
#H2%(Cell Division Cycle-Associated protein, CDCA)ES [ 5 i A e 41 M 34 5 1) 2 B 4= 1 7, Hmw Rk
AT RE TR G IR (1) R A [4]. BEARI ST CRUESE, (2 MBI T, B ARIE5]. BE6]. B
e [7] LI [8] #8347 {E CDCAS i RIEBL S . Sororin 2& [, WAL FR AN 24 WIAH <& 1 5 (CDCASB),
BRSNS E AL M T RE 52 8 8 (A0 CDK1/CyclinB Al ERK2 Z5 (145 [9]. UL 4E KA £ Wk 5% 1
CDCAb 7E 5P iy b geik . Bt CDCAS 58U 1) 8 Rl — RG eIk, I HAE NGBS A7,
FRA A B2 Sy B g 1) L 2 W AR T SR AR ) SR AT A

2. CDCAS HIE A A Y545 4E
2.1. CDCAS IER %

CDCA E A il CDCA2. CDCA3. CDCA4. CDCA5. CDCA7. CDCA8 %5 /Npi i, ‘el 1il
WS 5F 3. GRS, RGO AR B S HA TSR W, MR, . 4R
EiE SRR R EEAEH . CDCAS i - NSk 11913.3 X4, Hifid— 4 150 LR 4 Hk
PIRZER I, A2 20 B oy e R v AR R % (0 B A Bt SR AN 43 B9 11 QB 15 1A 7 [7]. CDCAB R & — MR ST 1
coiled-coil Z5F4g3, 18H X — 45K 5 8 BT AH BT F AN GERR 40 1 2544 55 % 5CHK . coiled-coil 4541
(ITELE, A AT () S8 R 3, B 75 CDCAS Aty 5 Hoth 40 i B AR 2 | A TR 2 &, AT
P4 53 R 2% A R IE 1847 [10]
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2.2. CDCAS RIAR(ESBRSEIE S FiH

2.2.1. CDCAS5 ByFRik#ER

CDCAS5 1 EZYjfe R IR G AR &, B ORFORS I 0 55, DR RRJE R 20 1) 58 B [9] . B /a4 PR
JAHI) G2/M BARIA & W35 Ty, xR R TR0 7 3 ORI B L A F B . CDCAB Ihik J# ml g
S B EARTEYN M 5> 2L AR E , AT 4 PR 22 1) AR KRS . CDCAS RIS #2238 5 40 it Jo A 11
GU/S ML B YIAAOG, 4 B T 4ERp40 M W e ke, Jod P 3k W mT R 5 83040 f J 1A 2R3, W 51 A 4
Hdg g e H A AR [11] [12]. Bh4bh, (RFRIZRZAS K CDCAS 54 T-HLi % P15k, 24 CDCAS
RIEAER, 40005 FRENTETORE, XA TEREERN SRR, RIFHLSIFRE[13]. X PR
PR 4R ZUIE F D A A fid REIR 2 1 2L A

2.2.2. CDCAS5 H{E S B M RE 57 FHLH

PI3BK/AKT/MTOR 15 ‘5 it #% 7 40 B SE A7 GG 2 0 2L, CDCAS I8 144 S B 1 400 e ) 39 2 1 A
W (an CDC2 A1 Cyclin BL)ff72 ik S Aig 3 41 i (1) 384 58 . BFF 72 3K B, CDCAGB it ik 2 53 CDC2 i Cyclin
B1 /KT, MTTHEEE PIBK/IAKT/MTOR A5 5168 i i3k 1 52 e 24H i 1 36 58 A A7 0 [12] « P53 AR Ay 5
PR, JLThae 32 B2 W40 A 4 () DNA 35345 175 5 40 i PR s s s v, AN 37 1k iR 1 e 4= . CDCAB
(13t F2 ik AT LAS 80 P53 15 Sl B AR ], S S5O0 B S0 e a3 R A B 9D, B A AR T
TR 338 Jiev 92 0 %) 164 5 AN R [14] o b 2 40 1) 5 S AR (EMIT) & b R RIFEIR M i 8 R A AR 28 R A% 1) 5K
IS FE[15], MROEF AL AE KR BL (TGF-AL) 2 AE AR EMT —/N R 5 2 K [16], 4/ 4 i
258 TGF-pL i3 kA EMT B, W R ZME Sl . LA+ R PISKIAK 15 5l it HAE 4 507
[14]. —BiWt5t KB, CDCAS it TGF-p1 {5 5l i K3 s Mo 4 i A 28R 77, X —id 2550
HL RS R R % V) OR[17]. CDCAS 7E4H i F B 4% oh 4 AR 7R 1 AR i 716 Y7 ¥ s i B B
L% CDCAS M0, RIS A BN S5 S5 0 1 e P v 7 S A ) SR B RO S s, DA el 263 1) i J R

3.CDC5 55p &%
3.1. CDCAS fEBRE R RIS

B 59 (Ovarian Cancer) & E7E A ERTEHN SEGEIS 10 J7AFET:, &M 5H R G WS R
[18]. HT-ONEEIR B A TR IR AL, TR S ROl 2 R U EOR A LAY ), R S O S A 12 W
B AL THEEIIRAS, TG AEH Z[17]. CA125 fEA—Fhire s EMRAn B4, o Bl 78 I PR 91 529 1A DU
W, ABTEIRIT 77 R TS VA O TS AFAE — € SR BR 1 . 22905 N BB 9 Hh J L [19]7E B S 4 2R
CDCAGS Rz 2B 5, HERIEH CDCAS RILE R #Hm T ARE K EE, SRIMAEEH £ AL,
CDCAS5 J-F-J#Ki&. Chen & NKIL[14], FRIESN LA i (1) CDCAS m-RNA [5RIA 23 = T 1B
P HLZH ZUB R B R ZH AR &, JF H CDCASB RIA 5 FIGO 73 . FRE ML, 1% CA-125 /K-PRIEdu i
2R 28 B R B IE A G A — DU FE 27 [20], BN S8 FR 35 1Y) I35 CDCAS 7K I 35 iy T (g FEon) B 4,
T A B SR 1) S A U R S SR A T — AN TR
3.2. CDCAS {EAGTT R BB EMNE

H2EFH RIUL7], CDCAS 5 P E MR T-5 5@ e . feit b 1 J) 9% (Epithelial Ovarian Cancer, EOC)
YT A ) 42 22 FIE R LA K (23 EOC 40 f s AN & -4 9%, KLF5 (Kruppel-Like Factor 5)ff A—ff # %

M7, W EAR4E & CDCAS HIR BT REHE L RKIE, Y CDCAS {Efedt it e i Lh
A&, PTER CDCAS it FHLIT 20 i Ji S 78 DA S B0 P53 {5 5 il ik if 411 ] EOC 4H R Fry 384 5 AL 4% JF 15 =
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P IX W], KLFS/CDCAS/4H i J& 1 F1 P53 %l 47 7] A i EOC &4 I AL M bR 5 NG JT #E - 7E Nguyen
S NEATHIWEFe h, CDCAS K S I0E M @i ERK 7E Ser209 A fit i I A 78 i s 438 5 vk 28 B4 119
B&#fIk CDCAS [Fm R 1k nT #ibl oig 4 B 1 26 s JF Lk BP0 ERK-CDCAS 38 i ] B 2 i VR 97 I
A BRI [21]. ABFFURI[22], OFEUm A0 R A7 AE CDCAS mkik, H miR-325 5 CDCA5 H A4,
AL AT HE ) 471842 CDCAB, i 3R1A miR-325 REME I 4| P S A sl il . e, 1228, HH¥HK
PL[23], CDCAS5 i1 ESPL1 /KA i) 8 B B b i) ok e A A7 . 5% b, CDCAS 151 5 4 i i
Fik, ] CDCAS 2= FEAR MR 40 i (1 34 AT RS -3 B T2, CDCASB BT 23 O I R H 2 W7 51 S
B ME PR b 254 DA S R B SR TR T IV TE A SO R

3.3. CDCAS #B[E);87T P R R

3.3.1. CDCAS5 5/ Tl

NGy AR B T RO B 25 S I B BT 1, PR 2T R R B — AN OB SRS S 2y B
RIS E . FRFEEATFIAH CDCAS FIAHKMIZ 3 & E AR icY), ikt T BAA R i i 7 %
TEIERIL A Y CAIS-1 A CAIS-2. CAIS-1 Fl CAIS-2 BBk L4544, mI N Jeta iR k4. CAIS-11E
BRI T4k G R SR AR, TITE MR BT W52 ) 7 B A U T T A, 5 B0 P R B s R T2 [24] . 7E N
IR, B—ZPa T AL IR 251, 256 2P AMMBEIRIT T RRe A 8t minT R, A
FH R, CAIS-1 H1 CAIS-2 FEK G HoAt o itgs 25 i FHINF,  mT g il 25 42 =7 R4 [25] -

3.3.2. CDCA5 5&EE&IT

RNA -t 7 i 5 45 57 P 1 B Ak sl o) D9 mRINA (1) 2R 08 SR T B H LRI [26], /T4 RNA (SIRNA)
R R R EERIUTER TR, AR RS e B 7 I B H A% mRNA, MR g 2R ) 0k . BEAR AR
FLRI, SIRNA BEAH L[] CDCAS H IR, il bR 4 it 38 e AN gk i g A B R o, AT 38
% CDCAS S [RTEMR R AE . RIBSFE IR ERI[27]. A 223 Wl R b S8 K i py S P % A A58 B A
FERI, JEIE SIRNA Fifik CDCAS [f13RiE, o] W& 3l iman i ss . iR iz 2268 11[28]

4. INESRE

R 200 B 1A 9 B ) £ R D PRI P 0 B v 1 5 W L sl P 4 B (291 4 B I AE O B TR
9 R ) 2 3 BB 200 P 9 14 e SR 1 5 BBUREAE (9 5 JEE[30] o FE AR 73 A WIAH G R LRk, CDCAGS
& DNA 25 MG (7 B AR M 1T 1, 1 AR e IR G (P AR 1, 1 R QEL IR St B A HE T 7 1
PAZERR I R AL 58 B [9] 0 AF AN 7 2L R v QLR et AR TR AN 23 25 1 SR B 1 5 [R5, CDCAS £ 5
AL P RRIE, SIRERRAE . REATGH B E VKRR, EN— RN TG L2 hrEY).
I RIA ) CDCAB It s A A 1 39 5 5 3L %%, CDCAS (RFIA A B T4 IE W A A 3, 53400
T, THERRAANNL, CDCAS A 1y BN IF SUE VAT BT VS /L, VBRI 8. SR, BRARY
FEIR 2SI NLRENS L — P HAE T CDCAS, T ANRE R IEH A ZhE . CDCAS {F U4 i WA O A 542
IR AP DI RE AN RE AL, 0 AT S 0 2 5 & S EBUEH AN A KD RE 2 2R, BLE
P CDCAS F& 75 2 3 BB BR8N e B I AF IS M R W TR, T R BT g B FRPE I 259, mEfs
A7 A R 2 L ) CDCAS 3Rk, [RJ I B B AR IR # 4 A5, =Wt FEi— KA. 1€4 M1E,
AT B AT BRI SR W] CDCAD £ 51§10 i RIA A The, [E 428X T CDCAS IRIRIF FEIE R B,
CDCAS £ 5 58 A [ I 28 o (g B AR 23 7 HLAAB R TR, DRI, mrgidt— 2D A AR O BV R B K
Jed AR R, LRSS R oA S (S ELAE ] . CDCAB B8 2 1AL W) 27 D RE B R A 15 AT 2548
E
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