[ iR A IR 243 hitp:/www.biother.cn

-+ 1298 - Chin J Cancer Biother, Dec. 2025, Vol. 32, No.12
DOI1:10.3872/j.issn.1007-385x.2025.12.012 ¢ éﬂ% ii ¢

WDHD1 1= DNA EFIEMEB L X B P RHRE

Research progress in the role of WDHDI1 in regulating DNA replication during
tumorigenesis
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PR - R A& 2 R B 2 7 4 Ml i B8 R B2 1 & DNA &5
& % M 1 (tryptophan-aspartic acid repeat and high
mobility group box DNA binding protein 1, WDHD1)
VE DI AE MR IR T 48 i 32 256 7E . WDHDI 1 g it
bt FE LR ST (R« RAR R A AR , AN [F] 25 A6 3 2 45 AN TR
TIHE , & DNA & il i 72 o i G B 42 12—,
WDHDI1 7 it 83 H 1 57 8 22 ik 5 B DNA 5 i) id 752 2%
R, 7E 22 M bR vh R R g AR F S I 52 me iR T
BURME . ARG LRE 7 WDHD1 25 74 Fl D) fig
FLAE R ) & AR R R AR 9T I SRR, B AR N
WDHD1 RN TR 0] 250 T K A2 A R AR 40
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IhAE 2R A, N i ) WD40 45 K48 5 L5 9 Sep
B 25 F 38R HMG &5 #3815 AN B 43 ) 2 120 A1
170 AN %38 R 41 R () M IR A IEY . Sep B 45 #4157
) =i BDIR S  — T 1 S R WDHD1 = SR AR TE 1%,
S AN EH X EARA, 52 A AR E
R 455

[Sz@ktridEg] A [XEHE] 1007-385x(2025) 12-1298-06

WDHD1 5 H 2 5% BE v 5 B0 1) G € 44 45 526 OR 31
J& 4 (chromosome transmission fidelity 4, CTF4) &5 #4
A ALY, JE& T T se R U R B¢, 5 CTF4 Mt ,
WDHDI1 47 C 3 e 3L # % 3 F] ——HMG 45 145,
HMG %5 #4 38 B8 A B 55 DNA H 4 45 &, (B 1E
WDHD1 # & Z 4 5 7 WDHDI1 5 DNA % &/ o
(DNA polymerase o, Pol o) [ #H H./E A’ WDHDI
Hif) HMG 25 #3808 T HMGB S 5™, BE A3 B 720
B, HMGB & [ B A7 WU D) RE , — 7 [ fe e 7 110
) I FE W IER T 250 DNA B N AZ BRI Z it 72, 7
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25 (replisome) 22 5 58 i, WDHD1 72 & il {4 55
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(HEWA] ERPEHERLEPEGRL S AATHES (5
FREEZG N #pa[2022]1 5D
[(fEZ/IMA]  F3RBE(2000—) , 2, 42k, ETM
5o 76 [ 425 I PR TS A R e ) SR 9T
UBISEE] /NGRR3R




b

TR, 5. WDHD1 3% DNA & $1I 76 I A Az & J A i 78 it g

+ 1299 -

= R AN | SO RS 2 L4517 5 36 P i
T H At DNA S il i 2 R 1 BL R S 46 R S 1%
FAF I WDHDI RN R il 526 P i v i fie 2
&I R R 4y . £ Be I, WDHDL 5

.

%00 ‘a0 ‘w0
B
/-> SepBLHH
ayys
[ T
oo,

|

ALY \\L>
<

HMG-BOX#£ 41,

CMG il B &S Z HR G R & A s E T
£, 5 5 # X DNA JE i & 4% 1) B2 fi 9 2%, B OR T
DNA F#ERf & 107,
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AMNAEWE . 75 G H 5 4, WDHD1 1)
HMG 25 1 455 58 1R 1) I JERF 53 1 3 45 5 25 il 558
DNA, WiP4 X 2544 55 il s eE + , WDHD1 %2
CDK/DDK i 4% , WDHDI 4 N\ s 1E i &b T i
WERG &AL R A T AH S5 0 DGR A, W IR T DNA & i
AT B B AR it 98 2 46 B B WDHDI1 AR N
DNA & #il I 25 7, 5 CMG i ieBE E A i
MCM2-7 2 Pol o J& it i€ B &4, hBh Bl 2 &
& (prereplicative complex, pre-RC) 2H % , #fj f£ DNA
S 1 v B B
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#] X fg 2™, WDHDI £ & # X L 5 Timeless-
Tipin B &M IMEE S EAE R, ol i f S hl ik 2 &
Vet KR e A 8B 1 S B Y. 75 DNA 545
i %2 (DNA damage response, DDR) H', MCM VI 2 []
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£, 8 ik ATR-WDHDI1-Chk1 % 5 5 84 % N i 2% 5
4, iR T DNA 655 0 & B f K. 78
DNA XUHE W24 1& & (double-strand break, DSB) 5L 4
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recombination, HR) & 5 2% , &7~ WDHDI1 7E = £
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PI3K/AKTI R U4 A0, 3 20 B AME 5 305 5 AKT
M G R AR Ak, AKT 0B I 7 28 i 8 b A e
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AT RIS I 75 07 0 A I, (IR WDHD 1 £ #f1) S
8 28 1 L9953 440 B 2 R AN T o
3.2 WDHDI 5 A% tm fts DNA 334514 £ 7%
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Sl R S BE RN 4 F , m 0% WDHDI1 2% S 41 il & A=
DDR, M1 #i#l] ESCC i fa 3G 565" 455 TCGA 73 #
554 5L R 4H siRNA 1% K B0, 78 = B3 14 FL AR Ctriple-
negative breast cancer, TNBC) #1 , WDHDI 7 7k /] £%
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RISHEA B RIS R =T PTEN i RIAFEA, w5
WDHDI1 23\ 2 4011 PTEN 2k 1) TNBC 4H i3 f1t 4 ff1
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i, DNA FEE Ak 1 4% 3 [ ZBTB16 i 1A 23 i T i
¥ WDHD1 38 T, 55 S 40 i J& H B, A
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cancer, CC) H, & /& 8 N FL k98 5 2 (HPV) [f) E7 2%
Al K G1 4G 25 25, WDHDI 7E HPV B7 KA 41 i
W B, A2 BT B0 I R RN 43 10, 1 —
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FOEGH M Gl A A R R, AE Mk 6 R 20
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phase kinase-associated protein 2, Skp2) #% i I v
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Al il 5 Skp2 B9 AH B FH R 45 40 i 5, 12 2
LSCC B9 & 2B K ™. 12 1 Jis % IR 40 )2 i Coral
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E%[‘”]o
3.4 WDHDI #} " it 78 34 2 AL I7 69 SRt
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[ RE A B0 ] WDHD1 [ 21 , 7] J i BH i ATM
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RH 2 i i) 3 2 v ZBTB16 ~ WDHDI A8 R ZBTB16 T ilf##l &t , it 5 5 40 i B IBH A , #0 LUAD 4H 58 [37]
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Skp2 Skp2 FIREAE >N WDHD 1 8 75 42 [F 1% LSCC 4t i 3 5 [40]
WDHDI1 540 MAPRE2 WDHDI il {2 MAPRE2 12 E k1% S5 LUAD S IAH HOTR 24 1 [42]
AT U USP28  USP285 WDHDI B #:45 & F2 8 WDHDI , 1% HCC 4H i [ 5 BUsk 1 [44]
ATM Ji WDHD1 3235 0] BT ATM ATHR 18 38 i , 3555 NSCLC BUT IR [45]
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WDHD1 @i i#% £ i& 12 i 15 DNA £ #lidfE
L5 1 e AR O B S ARG BRI IR V6 9T TR A B
Mo TEREREF AT 15 G R A TR 8 A Do S A
[F A 1 82 A% 9 2 9 e 0 A, B 50673 31 7 WDHDI
&)Y % (1 CTF4, 3% W] WDHD1 2 J8 iE 16 77 HH I 72 1
BRBLLR, 2017 4F B D) I K H B2 € K9 WDHD1
M R T 2 AR A 4%, 5 WDHD1 47
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WDHDI1 7% ) 2% B 75 J2 DA I 23 Bt R B, B TR E 7
% 7% (bazedoxifene acetate, BZA) Fll —Fh A& FAE 14k
EW(E)-5-(3,4- K CARH) HE I [c][1, 2] me I -1
(3H)-F# [(E)-5-(3,4- — & A 3) K H:[c][1,2]oxaborol-1
(3H)-ol](CH3) & WDHDI1 [ % B 5 R #0 ill 771) , v LIS
15 WD40 &5 #380RH T 2 i WDHD1 fi 38 , HAk
T 50 % 7~ CH3 A BZA 7] 5. 2 411 il 22 Fol 28 2 e i A=
K, JUEAF P EJ5 (ovarian cancer, OC) 77, §8 1 i 24
F1%) e 240 PR 5 R B S 24 ) P A R A . AR AR S S
# W, 10 pmol/L ¥ ¥ ¥ BZA X} MCF7 41 Jiig
WDHDI1 3R 15 1A 2] 60% 4 il 247, B T WDHD1
] WD40 45 F4 35 (1] 52 1 & B CH3 fiT A ——A15
&5 T NSCLC 40l o WDHD1 [ & figf , A15 Tk
& PARPL 1 57 (1) i 97 S8 W& v 7= A= 1) & B 3 A8 &%
NN, S R E T BRI T SRS, &4 L (colorectal
cancer, CRC) 2 Jifd S 56 2 )L, WDHD1 1] 5E =& #0R i
(morindone, C15H1005) 7577 CRC [f175 1F 2 P ¥E 15,
HORS TR VE Shy — il R AR AFAE I BB R &, 3R 7E

245 ARG AR 00 T WDHD L {48 45
A,
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H A, &% WDHD1 A= B D) REIRIHF 72 K 2 46 R 7E
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SHIE RS 5 T Mg kow A RIS, X
WDHDI1 1E N 7R 7R Y7 0 s St T 3 Seat . R
H A7 % WDHDI1 &5 [ 25 F4 REAE A AR A2 ) 5 1) R
BRI FAE 8 o B AR 2 T R L
1] FAH DG 2% TR T BB AL . b,
XF WDHD1 # [m]J6 7 2454 18 4b -1 R R 7 b B, Fe
NR AR 2 2 G RGPl . &2, WDHDI
B Sy 5 98 Ty o7 V8 0 I LA S A AU, LT
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