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Abstract

Urological tumors, which significantly threaten human health, continue to exhibit a high annual in-
cidence rate. Considerable progress has been made in research on major types, such as prostate can-
cer, bladder cancer, and renal cell carcinoma. However, late-stage diagnosis, the risk of postopera-
tive recurrence, and issues with drug resistance contribute to unsatisfactory patient outcomes. An
in-depth exploration of their pathogenesis holds great value for achieving early diagnosis and treat-
ment. Recent studies have identified the ATAD2 protein as playing a critical role in tumor progres-
sion. As an evolutionarily conserved member of the bromodomain family, ATAD2 mediates biolog-
ical effects through its ATPase domain and bromodomain, functioning both as an epigenetic regula-
tor and a transcriptional co-activator. This regulation impacts core biological processes, such as cell
proliferation, differentiation, apoptosis, and migration. This review aims to systematically eluci-
date the research progress of ATAD2 in the field of urological tumors.
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Tk

QH

BTSRRI « o s 2 B W R R G 1 el 11 R B2, L H 28 B T i R A AE T2 28 UM A
BRIE AL T APRER[L]. 48 2022 FEFAT I F 40t w8 B w1k 1,466,680 171, B5HtEJy 613,791
B, B RENA 434,419 B, S RRFET B 530 h 396,792 . 220,349 il 155,702 Fl[2]. 5 )7 s EidfE
AHEL, 3 =l P JrRa ) A 2 R DS 3 L T34 3], AT AU IE T R B, 50 & DL ABERI R =R
W A e 1 R T 5 v, (RIS A AE B R B ) 0 A 25 R (4] B AR D 2 AL ERE I I, WA IR R4

G PR ) R TR R AR B T, XA A FE PAR R RERE K /), Rk B E RN R AN E
‘?Fﬁi%ﬂ[ﬂo HATRFE R, 8% 5. MR & EE T NE L2 ERFKLFSS TR R SR K
AR, B DR R T (AR AR AL M R 52 2 WIRR[6]. ZENRARIAYT T, TRV . MEHaIr. fhgh
YIRYT « PEIRTT KR IRIRTT S5 2 P F Bl iz B T PR R G I a YT, SR H T IR S5 1 R
WER, WITRRAEREES . [EERENE, 1228 R 5 R AT R I AR TR T ) 2 B
BT, PRONER FUUA LR 2 a6 (6 A L I AR BLR 7 SRS BN A HTI 72 Ra V) 75 K

1E 5 AAA S5 R B K 7, ATAD2 (ATPase family AAA domain-containing 2)3 4F 4 iF 52 E.
B REMBUERE, Fol i RS AL R S R A R R [7]. BRI, 1% s R AR Rt
BOERFHIVER, ReNS B4 2 Pl 5L IR R Bk R 2RI /K. [ 2007 AR IR L BASK, 2 Tl 7t
CUIESE ATAD2 7E2 AN S MRS 5 4% il ps i RS HEAEH, W 4 3 R 4% (Rb/E2F-cMyc 38 %) |
WEE S S CRERM RS 5 IB) . AR T (p53 M1 p38-MAPK JBE). 4% (AKT ). &
H 1% (hedgehog 15 ‘F il %) SEE N BE(HIF-1a 15 510 5 DA MRE %6 8 (L 5 18] B % AL 30 ) 25 2 AN R )
IFE[8]. [HAEEM A, R RGN, ATAD2 (RFFE H 2552 BI1563%E, (HEH LA MEFL
Bl RAVELER AL o« FET 0, AWM E SR TIR NSRS ATAD2 16 RTZIRRE « 155 IDE 2 B rh 1)
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DR S BUE AL, DU 2 U J5 SR ST A S RGBSR S AT T T 1)
2. ATAD?2 i

ATAD2 H 28 MR- P4, HEAFRES 1390 MEEE, 4 TiE N 158.5 kDa, T 8 5 4fh
A1) q24.13 [X15[8]. ATAD2 Z5#IRESH B 46 N AR ITE LS M. AAA + ATP BZ5 IR IREE IR C
R A38[7]. AAA + ATP BEARTYR 45138 (BRD) & H R A V) DI £ EL45#[9]. AAA+ATP Big&i i
B RS ) Walker A/B 256350, AR IR 111 LS S BRAB S5 M 4L B [10] . IXFhBRESH B3 ATP 45641
& ATRUEML ATP Kff % ADP MITEIRIR B 1, JFPRRRERE[11]. AR, XEaeix T Mk
FRAEYIThRE S G, Bl DNA &l HaMESERE; S5EARA K. BB, LR E R
VIR AR R #i2[12] . BRD 23 HAFER =4 R, HIUA o BiE(eZ. aA. oB Fl aC)LL R FIANER
REH(ZA A1 BC )AL, HAPWE 25 B B A BAEH AT B K 2 R BR[13]. &K 3
REBSHF SRR & CBEUIR BR R L (0 2 IkBE, @ F ) ATAD2 25 IS FE S X 38, I Ye i iif
%R, HEEHME RN TS5 EARNEEEEFE[14]. AAA+ATP BEZ5 08 KR ATP SRIREF
BRD X} Z Wb 4 i 1 R v] Bk, BB A BT 24> BRD S AFHE “H3R” BEE . XK ATAD2 [1H
AN AR GEFIRTE Th BE & AHDCHI[15].

ATAD2 j& HAth % 5t K7 3R R 7, A Hs E2F LK (0 MYC. 4iie A A A EL Al EZH2
5. ATAD2 454 7 E2F A1 MYC i, Eid5m MYC K #iPE sk 2 52 B MR I R E[16] [17]. 1
B R(AR) A E2FL AT REIGSREE (A /KT ATAD2 JE[RIFRiL, £ ATAD2 & AR Al E2F1 [ EL %40
F5[18]. AR &4 741 F1 E2F DNA &54 07 1553 A T ATAD2 75 X F1 ATAD2 J3 8l 5 51l iz v 38 5 1
[19]. DAL, AR 1 E2F1 &R ] DL S5 AH M 0 45 6 AL s g5 AR 15 ATAD2 L[ 3RIA. s, XF ATAD2
I AR A T AR N, R ATAD2 85 [ 3RA 1 B (40 miR-372. miR-302. miR-200b-5p-.
miR-106b-5p. MiR-520. miR-186. miR-217. miR-139-5p)%|Z 5L I%sE . e . B, 45 EE.
JER B < AR DR 40 9 A5 s A A R R RO LA (L4 1) [20]-[31]. ¢, ATAD2 76 41 i i)
HEABmPREEER. Tk, BT ATAD2 K 80 /Ny T &P & A 5 SR 45 1[32],
FEF R T EHE IQL. AZ13824374 I AM879 1L £ F BRD W11 L &#[33]-[35], NPuhii 254 vt
KA TR TT

Table 1. Related upstream RNA of ATAD2 and its mechanism of action
= 1. ATAD2 B9#E % Eiff RNA R EAERHLEI

NS 5 ATAD2

LEEES MicroRNA/IncRNA PR & SEIH
BN il . _— MiRNA-139-5p i # 1] ATAD2 il =E/N i A
i miR-139-5p i IS L A [31]
- o pap mMiR-372 "N ij] ATAD2 [¥] 314 LASE W FT- 4 fwfe )
PCAT-14 i it miR-372 75 ATAD2 HIFEIiAM
JiT 4 o gee PCAT-14 1B Hedgehog 3 4% [ #5175 5 T 20 2 400 i iy 184 [20]
e
L _— NEAT1_2 af MEATE4PE A IRTE RNA, 8T
TR NEATI TR i miR-106b-5p K I i ATAD2 1%k =
P MiR.520 . ATAD?2 #1138 3 38 b miR-520a 7K k41 45 B 27]

e op MU A B AR TR A B 23
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P . _— miR-372 i ATAD2 [f 8 (1L, 4] 51 4L
gﬂ%% mlR'372 ﬁlﬁi&l glﬂﬂ@,[ﬁgiﬁﬁ [22]
o L o g MIR-302 GBI TION AL T () ATAD2 il E R -
oA miR-302 St W 70 7 LR 24 [23]
mMiR-2000-5p i i ¥ [ #1H1] ATAD2 Rk FI 45
G S5 miR-200b-5p i PISK/AKt {5 538 2 SR A1 i) B 5598 40 B 19 A 02 [24]
PN
1 sy o pap. miR-302 it i T A ATAD2 ] 7L /108 4 ffd 1) 14
NS miR-302 ANk W TRRIER [30]
W mMiR-186 HIidRiKIHT T iH ATAD2 KK ik
. miR-186 bk Hedgehog 1553 B, W 01 40 X 5 B3 4 o e [28]
TR PP L A R
. . _— miR-520f 3#id T ATAD2 123 LI & 240
S m|R'520f ﬁlﬁ’ﬂﬁ H@,Egi&:ﬁ [26]
miR-217 /T i) ATAD2 F ik {235 AKT
Jie A miR-217 i B S IE B AR A AR, RS SR [29]

i 0 Y 0 A 4 ) A

3. ATAD2 5Hi%IBRE

I H e A 53 PR AA o R 3 26 g e (P SBR M iR, (E 65 5 DL B ABEROJU N2, SO B0 IEAM
SRFET I EL BRI 28 o 1207 1107 FEL V6 A 0 5 8 77 AU 2 M 1) 2 A M 6 8, X — I R A I PR
TBIT R T IR B [36]. TERT AR 197 FHLEIH, AR IXEEZ O M0, LB ERE N T
RFRIEMILE, o IR A 385 . 4735 S A r= AR BB . A 7RI, ATAD2 {E1T 51 iffe 2 40 28
0 RARIA[37], HFRIAENLHIIE Bz b3 o 7 X3 AR 855741, AR 52 21 E2F1 5% K7 1 3 E
WH$[38] [39]. fHAFERMIZ, ATAD2 X4 & 1 IR NSD2 A W#EIEH, EEIFE N NF-«B 55
TR OCBR GL B T R, S A R IR, TEIR A T . AR SR K R
RAEEEAEFH[40]. VBN MYC (I3E80E T, ATAD2 7851 51 s 40 M (358 . A fE A i i v Bofy
BEFM[14] [41). BT IR A R ISR TR N R, RS A 2 AN ARSI S, Dutta 55
[42]3ESE ATAD2 fE B Rt iR IA KT BE S T IR R M, HS5EBHEREVIMG, HRIAFHES &

F AR MY C IR B GRS B A A
4. ATAD2 S5EERt
VEJTUA PR A2 Gt ¥ DL HRGAE IR 2 — B EEE 2 20 AR IUZ R R RUUZ IR PR A, e

& 2 5B RO ) 70%. I REHE BoR, XREE P E K EE 50%~70%, H 10%~20%%: K & AT
JEBZERINZRIE T B [43] . BAR B A B R R R AL . 2R B 7 A 7 R R, (1
WU RV e s 2B 0 AR A7 B MROR B, SR M AR AR e . WIFFERIA, c-MYC J: R 78 1B s 1)
LR R v R 32 TS E R [44). [EIIF, AR [R5 1 7T it 5 00 J5% PR 988 1) % R R AN A R KUK, X
TE—SEFEE BB T AR AR I PE A 22 I 4 [45] . AR AR, R ATAD2 CIFSE MYC I
AR [ALFEIFEBIE 7, (H AR B o iR R R LAY T RE RS B i 7. TR, PRNARTT
ATAD2 TE 5% i K AR R v ) 73 ALK B B R A
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5. ATAD2 5'%#

' 21w (renal cell carcinoma, RCC)EAMA IR R Gt im KGR, BA RZENBIEALR. Hh, HiE
B4 fitu s (clear renal cell carcinoma, ccRCC)/E N E 2R BERAL, R % 5 RCC S I 11 80% 4 41 [46].
HIEW B AL, ATAD2 fEJ5 K RCC HIRIER N, 5 R MR ML, EF#M: RCC HfRIE
HEN[A7]. WGPRIEYE B, ATAD2 H N RCC &3 FG VPG A RS Fabr, HREAE MR iaTT
J5 SRR UG S () B EESEME. £ FHLEZ M, ATAD2 [I3R1E52 ] miR-372 [ £
Wi, MERIEEIMRXAR, HOWAIFSN miR-372 KBRS A [22]. XA R B
RCC 4 R 2T R B K b R 18] R S5 A id FE[48]. MR ERikE, ATAD2 £ T 8q24 YethfA X ik,
5 MYC £ FAHEE 4.3Mb, 1B MYC (LS, T8I 558 MY C A 54 SR A2 3k Fifr8g 1) 8 gk g
[19] [49]. #RHMAf 7R, ATAD2 5 TWISTL HrEIEH T MYC JE3) 7 IX 48k, @i HH HAEHB0E MYC,
NI 1 4 45 B R e A A ) 3 A FE[50] . #E RCC 1, ATADZ JEIE AT c-Myc FEsim i, (it bl I g At
FILHFIL, 5T Warburg RN, MR FIEK[51]. % T LdbLE], ATAD2 £ ccRCC (4[]
AT B H IR N T AT B, Ik Ah, ATAD2 5 RCC s R ik i 41 1) 70 i 25 PE A5 . ccRCC
SJEEE T 200 B A P P I 40 M SR U 1) BR U BR A ATAD2 mRNA m = A R4 E ) N6-HERREF, LU A1
ATAD2 EEHE &S SRY-box #skFF 9 SKAHILBHIN T, MM PR e FAERRE 20 M 5 0 5
A, F520 ccRCC X i 2 IR I 1) 71 ¥ T 7 U [52] o

6. BEERE

ATAD2 1A R Z8 GERRE PR i 5 30 2 vy IR, LBUE AL 2 AAA+ATP B4 4155 BRD
73T OO, IR ARL ¢-MYC K E2F1 55 BRI 1, P[RR gt b 3t A S A SR 7
M 2. AR THBO R, 0 PPh ATAD2 {E N HUe$E s 1 9F 1 AR v i A= 1 &
RHEE, MEFXT ATAD2 U IR TT AL — % Bl BRI B o foedE A il fL 2 — R4 [7] ATAD2 [8T R 9 3L
NIRRT E5E, ATAD2 F BRD & MRA ARE KR, 2R, 520 BRD4 Z5kyik
AFE, ATAD2 1) BRD HA R GEFISR KRR, S EAE BRI 24T & A BRI A B A H]
SEAPRE . UhAh, ATAD2 ) ZA hEL BRDA FEPANREE, 23— B U R R R L A2 1
AL e FRIRE T 77 () 2 e SRR P . [RIRE, AAAFATP BS54 Dy 254040 ki T e — 5 BBk B2, i
SERL IR Z VEAE R 5 (] SR A S5, JF B HAl AAA+ATP B S0 B I BEARAULE, XA G T RE 22 K
AP A SRR S8 — R PG I, HK, CARER/Ny THIHGAE TR D H B, Bt — P RR
FURALEI AN 2GR0 T, DME T H B o s T il vas T . Bz, BE— PRt ATAD2 7Rk bR 58
RIBCRALE LLEIT A HE [ ATAD2 flFIT5 982 — DOR ERIMESS, FETTREZ ML, DUONIRAELR
IA RO IT W PR Z R S L

E&ImHE
YLPH4 2023 SF M SR AERIF TR S0 H (M H %5 :  YC2023-S952).
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