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[ Abstract] Endometrial cancer (EC ) is a common gynecological malignant tumor with relatively good prognosis. However,
the progress in its epigenetic carcinogenic mechanisms and treatment regimens remains to be explored. In recent years, more and more
studies have shown that the adenomatous polyposis coli ( APC ) gene can serve as a promising diagnostic and therapeutic biomarker. APC
is a typical tumor-suppressor gene related to chromatin remodeling. Its mutations and functional abnormalities have been reported to be
associated with the occurrence and therapeutic drug resistance of various types of EC. The carcinogenic mechanisms of EC may involve
abnormalities in the Wnt pathway ( a cell signaling pathway in organisms that regulates organogenesis, embryonic development, tissue
homeostasis, and tumorigenesis ), environmental factors , genetic abnormalities, high estrogen levels, abnormal mismatch repair, and
abnormal expression of DNA and microRNAs. Selecting corresponding treatment strategies based on its carcinogenic mechanisms may
help improve the efficacy of EC treatment. In this article, the role of APC in the carcinogenesis of early-stage EC was mainly reviewed
and its significance in EC treatment was summarized, providing novel perspective for relevant research.
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52 A BB T U 1) EC 43 FFRRAE FAH 5G 36 A
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ST 8 535 MBS, A S AMEEITIX
B 1AM IB, SR BhF 1A & L AAAE T AR IE
WA Z RO T, BT 1B ALY
WFIEHRIE A7, APC PR =4 —Fh A X 43 F
TN 312 kDa FYZZEHEER T, MG N i X el
SIS E AR, APC 2 AT LASY o 2 F: APC
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228 AT L, APC 3R AT SE S A4S Wnt £S5
S A5 22 b ZS R IR A YR Y A P 48 5 AT A
FH, ISR EC ke . R,
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A MBI R B s 3R A B 0] BB T2 Wne 38 B 1
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g, H gl B 42 s SCAR | 13 BRI AR 22
BIPFR S ARG 9 BIIA I AR A, G gl fh ik
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W2 H) I i T e WLEF gt gc . [ERE, i Par-
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JZ A HARMI G, SRR T R P G A R
EC™, Tanwar % 75/ U5 P IR S5 40 At o 2%
PF3RIK T APC By AR SRR (APCeKO ), fiff
HARB TR B-catenin 455 EIBHE A APC,
APC 15 P 0 B3 2 S 200 I3 40 B 5% o0 Ak R LT 4

MMIFER, MM R o BB, RA SR
HE PN R TR A AR, X B BE RN R 4
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PN B S 440 P B APC B2 it LA 3 EC R A
I AE /N P B 18] 78 5T 4 M 263K B-catenin HI A
WMELRNEAE . APC 2878 5 PTEN 8543 LR ey 28 A8 3R
FHOG, PTEN S50 3L 288 7E B¢ . I HTE N
AR T AR (0.7% ), 7E R e (36.9% ),
FEFARTRIG YT 5 RN . 16 APC KB
EC 1, B-catenin ik K LAEANMuAZ H AL R, T
APC Yt (0 5 BHYE 8 EC o, B-catenin %2 {5, Ji5 FH
PESCAN AL PR, X B APC ) 2848 ] fE I
JEVH T EC 1 B-catenin 4 B ME—H R, &
SC I, B-catenin [ 4% F ik 5 APC 3 [H 28 48 | %
A PSSR 7 H ARS8 TE B WA DG L 6
T APC 7545 41 i 22 295 v 10 1 200 e e A7 £ 7 200 i
THLJEE v S B L 45 69 APC LA &2 APC 1 608 #B 43 7]
AEIEARZ S Wnt il i B-catenin FRFEAR, RIfH 2
) 43 1Y 208 #4r 5 Disheveled 8 %A T E 1R
A0 B, APC §:3 EC 28 BALEI AT B vE K
F B-catenin AHCINRERY K, APC JERZE4E, TG
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Fek PP s A SE R 28 A8 7 R EC & A4 &
EE—EEA, B EC EUR SRR T & Wt
G RN E LR - MR, TRed A I
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FREFE A, X EAR T L IIBFIRIESL

4 APC 5 ECi&Jr

APC I 52 EC By RPEHIAEL, M5 EC
TRYT ROV T R AR A5 R, APC 1R
RS RS AT LU B R BES2 A T A
IRYT I MSI B EC &, APC 278 5 MSI 5| & 11
240 i PN A A R e B v R A I R B . R
PEFETHCAR 1 ( programmed cell death-ligand 1, PD-
L1) HYZIA R LA M AR A 1 5 X PD1/
PD-L1 S5 iR Y7 AU, #5F APC A8 JE I
JE A G AR Y fE AT RER SRR T U, S
AR, U, APC 7E EC 42587 A
PRy T RS R E HEAEH], EC RIS
HE— DRI g FRAR A Hh APC LR 982 100, R
AR TIEIRT T 5L E FEAl

Wnt {553 P& 9 B0E 7T BE B EC, HHAFTX



820 HEE

2025 4E 8 A4 56 5 8 i

F Wnt il M HIFIZE EC R D, T30
A% 728 Al T B BRI T8 A0 L 14 S g2 L R A 8 ]
BUH, SempE i AR, RIA B T4kiR
J7 A E B TR, TR TN R 24 ) B v K AR
AL EIRITROR S T I LE R, B, 52
LA S50 © AR EC PUm 222, ildn,
Yanokura %' £ 50 ] EC #7 4%t & ) 3] 12.0%
CHFR 54 m ALk, JF R W] 54 i W B AL 7R AR
AL (G3) W S WL, 3 S8 S5 110 ey Y
LA CHFR 3R/ 1) EC g R A2 62 A
A BEURNE, BT ISR 2, JT4E
Yang %5 &3, i DNA FILAL 06551 A PD-L1
ARG A A R A I B 97V L S BE A — i
1 B RO R v 4 B /D B AR AR R I,
APC FEEAL 77 v] B2 ARAAL 016 T RS
J7 1] o DNA I F R Ak DA A ZURE S 04 5 X5 e fire
JEM R, TERRE IGO0 BERT UGE i g iy & A=
AT LA Rg i & A=, 38 B2 % DNA IRHT B4R T
NEENE Ape BEDR 2 G PEBRJC B Wnt Gl %, 3 i
55U Y Wne G % P E AR e SRR T, X
LT DNA AR 6500 0 PR g vy 7 443t 1o
SR Liu 8 38 i F L0 Ry S PCR ik
M APC Y BARIRZS, IFIERT APC RYJE 3+ 1 4
HEARZS S DNA FEARA I 5-aza-2c- 2K H IR
TG ML AE R TR G, R B 4/, Li
HIBFFE B, 5-aza-2c- 3 480 B 11 1T 8% FHAE APC
FEPR R AL P, APC B IEAL R T 45 i
20 ) 6 B AN ZERE T, O 2 Y A2 W i
APC FEH (1 F LA A Bh 45 003ay T . Sk,
SEAR A 500 A R R BN B SR e, AT RE
23 P HOE F B PR 2 F A0 RN Y BE AL TR 00 9 L 1R
FORTEOE . P, R S 0T R R 9 R e
FUIE S P S A T Sl R S 5 5
] g [ SCHE & (clustered regulatory interspaced
short palindromic repeat, CRISPR ) B WL H L&
M7 AT A AT ] DNA K H A, I it 2 k4
J oy B4R RV 1012 ™. 1 CRISPR-dCas9
X EIC A R AT ) £ AL, W S ERRE . K
WA BRI N A % 8 1 2 KN (small nuclear
ribonucleoprotein polypeptide N, SNRPN ) & [K 3
ik, WA R TR BEFAE P . Yang 551 F
H dCas9-SunTagTET1 ( — 7 # [u] 2= H LAk gl & 25
1) BEATHEIN pl6 JH T AL, Sun 557 FIH
TRED-I ( —Ffi 3£ F CRISPR/Cas9 1) 5 P #7514 &

45 ) #015) NLRCS i3 81 /9 25 54k, i aksh
FE LM A M A 1K (major histocompatibility
complex, MHC ) T ZE3 it 52 35 34 Jin IF fin i CDS’
T A0S, $Em TP PD1 P A o5 BT Y7
%o Albrecht %' fifi H dCas9-SunTag F1 TET1 £
HEALSS AR LR I ROP 25 145 6 R 7
(‘interactor of constitutive active ROPs 1, ICR1) JE&[H
HEATHE ) K R, O EEE 1R S HLRRE AL
R dCas9-TETICD AJ LAl A BRSELARE BG1 4hi i
(1 20 J A% IR F- (hepatoeyte nuclear factor, HNF )
LA FIB-1, 4- H B (1 4-B-N- ZBEHTHE &
I 6 F% B [ mannosyl (B-1, 4-) -glycoprotein B-1,
4-N-acetylglucosaminyltransferase 3, MGAT3 | &
WAL, IS 50 HeLa AU 5T E: 40 1964
T98G 4 il Z v 7 vk 8. 2 7 51 ) RNA ( telomeric
repeat-containing RNA, TERRA ) 2 H JE 4L ™7,
It Ak, fii F dCas9TETICD #E 1] R- 4 #E & 1 3
( R-spondin 3, RSPO3) 53+ DNA £ HEALBEIE
S HT A IR T A BORPE™ 5 (] dCas13b-FTO
XA F -B1 (transforming growth factor-B1,
TGF-B1) m°A JEATHE o] 4 S P 25 W A4k, W] 445
Smad2 {55 WG L, IFOEHE A NLAN MG 5 ™
PR SNFAR AT S 2 IED], dCas9-multiGCN4/scFy-
TET1CD-sgZNF334 K RGENT ZNF334 H ) 25 H A
feie—FT 2 BRI A 0T . B2, ®
WLIE AL B A B T4 IR T R B TR A, AR
TR I 245 W) B e R 3 v A~ 3R 7 SR A5 T T
BXER, 48wk R AR 2 MOB e g iR )7
RORRAf, (HHBEE EC BYHGE .

A= 16 77 R IR Y W2 — Fh B I EC By T
W R L B R A 0 2 8 5 R L
RELZIR APC SR Bl 1 R R A O, &
BR 3 305 Sloxd 78 N B AY O 47 4 AT RE 5 L 45
APC H BB TE A Y R M A5 240 OCT H it
e EC BE A TIE 11z 30 1B FG YTl e
Aaifyo

5 HIETRE

EC AR i — I AR I o fe, e
MREEARNEZG, R SER . EiX—5&
FeiERR L, APC IEZWT R BLI HOCHEMME, 2707
11245 EC WK AT 5677 LB b

MAZOHLHIE, APC 72 LAY Wit {5 51 #%
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HRAR R ORI A, LA R 3 RO
YA o S5 b P AEAZ T, BIR
EZ SRR, B Al M 4R ¥ RS S e
WHAULA, [FBXT A B 2 e e e 5 HEAE A,
PR B 4 B AR S S A S5 A BE il . AN, AR
21 B FE 301 R 45 5 A0 B R T S T A 0 R T RE
U 7E 5 28 A5 47 B —— M A R 4 4 S S R,
AR R A, DA Sk 3 A AR

SR WHA BRSNS, R EC 297 Bl T I
SR, AEIZWT L, W APC AR FhREW,
R R R AR5 55 W7, RIS APC DIREAR
A, ATEPXTPEIERE T IO ES, LWk APC IEH
YiGe LA SO e BE A BE , sl A X 4 i
Ry BT T s TR, HE APC 5
AW R ENSSEEN, A2 TR
HERIB I 7 5

ANid, METX APC INA A IE 22 H.
m, APC RIGMFR Mt (FRMWisfL ) P M
LEANADRG iis M, TR EC A APC 1R 275
FETEZE S, VIS APC 5 H A S0 38 [ 1 T3 ) sl 4
PLKRER, XEHREFIRARE, LA RrLL
s APC 75 EC #8722 5 iRy th A IR AL, A B L IEH
VT Ak MG IR AR 25, 3 EC 297 1 1n) s i
o, MEET R, AR 2 A A
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