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The epigenetic and genetic mechanisms of colorectal cancer pathogenesis
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Abstract: Colorectal cancer (CRC) is one of the leading causes of cancer-related mortality worldwide. Owing to the lack of
obvious early symptoms, CRC is often diagnosed at an advanced stage, highlighting the limitations of current early diagnostic
and therapeutic approaches. Accumulating evidence suggests that the accumulation of various epigenetic and genetic
mutations in intestinal epithelial cells is a key driver of the occurrence and progression of precancerous lesions in CRC.
Epigenetics refers to molecular modifications that influence gene expression without altering the DNA sequence and plays a
crucial role in gene activation or repression. Epigenetic mechanisms include DNA methylation, histone modification, non-
coding RNAs, and chromatin remodeling. Furthermore, epigenetic alterations can serve as effective biomarkers for the
development of diagnostic and therapeutic strategies in cancer. Based on the unique biological characteristics of epigenetics,
this review takes CRC-associated genetic mutations as a starting point to elucidate the role of epigenetic mechanisms in CRC
progression and to explore their potential in clinical applications, with the aim of providing new insights for the early
screening and treatment of colorectal cancer.
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RIS AT AR T S5 H AT ok BRI T H K
PER ABAEAE IR YT TG $0 1) S 45 R
RUGTE I BT A PR I TR AR ST CRATH]
CRCE AL, IF SRS r i s+ B,
UEAE K, Bl R 5 A ISR A, CRCHR FIAE
PGB B M. BT AR, RAMEE A R
T I PR A AR PEEE N, 15 R W A T b R e A
e ECRCAN M FER A, X FHCRCA Y
BRI AR RS R TR R B R O A
SCHFLACRCHE PRI 5842 U A AT, B IADNA FEEAL |
2H R H RS B4 IE4REIRNA (non-coding RNA,
ncRNA ) K e 6 it 5 9 45 2 st AL AL /E CRC A &
TR, e I AR A

1 EAREESEERE

24185% I B h AF AR SR R 52 A8 HURRIE 2 30
LI KRASHIBRAF 5 i SO Sl 5L I APCHITPS3
Uiagae sk, SR AN kAR L FCRCIY &
Akl
1.1 APCEH

APCZ— Mgz 2E A (tumor suppressor gene,
TSG), HAT K ZECRA LA IR L IR IZAPCEEA
7%, H 5 Wnt/B-catenin {5 5 18 A 32 45 il (130T
YT H DG ; T B-catenintE A 4 il B 2R AH & 1, 18 7)
PE$E APC/Wnt/B-catenin/Oct445 518 % S5 30 /I 21
Mgy 3R TS APCYIfi g {2 3 B-catenin
D, FEAANSE B, TR BCRA Y 2 e -9
KEF AN AL Z 2 . — TS W, 5 R Al
A1 )28 A B IR 8 o TR e A i ARk, 5B
W B IERE L AR T B 5 AP CHE N 3k P 50% , 1T
IR vh AP CEE PRI N ER 11 0 2R IR B4R I R RS T AIR , 1
fk B B-cateninZe 35 B =5 , UE I 2 HL A Wntfi5 518 [
2 R C s O
1.2 TPS3E[A

TP33ME IR, 2 5 DNABE A
SRR I A WERN AN B R T, 2 AR L A
B W R AR 2 — 1 TPS3BL A S IE
£ 6 080 T R K S MR g A 1) L e TR
21 WG R, APCRITPS 33X P 15 5 WL B4 5%
AILRTEE ICRC & RN H B, NOTUMZ—
ol 210 B4/ M R ek 5 2 1R BR TR I , T A E A LR
R M WntfF 5 7 . A APCRAR

i, NOTUMZECRA K CRC 475 5 AT I I3 10 ) 1%
P 5 (524 APCHITPS 3] B 2E 28 i), NOTUMHS M Jib
R4 o) DR 2 A g At PR L3 R 1 )
Ak BRICZ AN, TPS5 3575 AR iR 40 sk 11 2554
Ry bR Z, AR 5 BE 1A TPS3RK (TP53
AT IS ) MMTPRKB (TP53RK 45 44K 1 ) £ #ECRC
R 14
1.3 KRAS/BRAFE[H

KRASIE—Fp w3, 2 A W IE S =
FiR i (GTPase ) G MU AREE A 5 1, JB TRASHE R K
W 5 %I RAETECRAH B AUR K, 2 5 AT
WO AL FAENS . KRASZEZAE ] S KRASTE H
FRELAb T GTPEELS & BTG MR A, FRELHUS T ik
BAE S ) KRAS/ 2 B 53 16 & 1 8 i
(MAPK )i /2 £ S BURE B 2 — , KRASHE 5
A5 RE S 7 WA AR AE 5 R A DL O T i
MAPKIH % , 5 22 2[R/ 75 2 B2 VA (BRAF ) BE [H 5%
75 e [ R B 40 M S 2R R B A AR e 7
KRAS/BRAFZZF JCRCH , F Bz 4k KN 132 14
(EGFR) ZHUEMAPKAF 5 S K A% , TEEGFR
RIGHITE UL 3L R IR S IMAPK (S 57 G B 3%
RN T PSR R, KRASEL @ % 5 APCH:
PMEVE : FEKRASHEFI 8 RICRCHY , 2R fR 25
R e 12 VR E A A E R BRI 43 % 2 5 CRC AN
() = RIRIGIN , 1 N = R IR G EA P SR FIR AL 2, 3
TS T oI 5 — B2 DN A & H AL i (ten-eleven
translocation, TETs ) i P4 , S (M s JE X v 364k,
HETMT 53 Wnt/B-cateninfF 538 HHE A1 40U AR
S (LGRS Rk An S Bz 4h, BH F Bt
WHLTEAPC/KRASH R 222 () CRCIE B f R 5 FE 2L
PRI o R [T AR 3 1 91 R i 2 P 7 A A
V5 R R 9 (PCSK ) REMZ R A AH XS &1 51 A T ey
M I A 2 A R R, A O PR A A, 2
APC/KRASZEAS RICRC I ik sh 21107

2 RWEESHEEME

FEMIBALAE N — PN AR FE PR 50 1 R 4 3 PR
FEIRMIHLE] , AL FEDNAF FeAb 2 B U ARt
RNA K e (05 f 00 25 Z i, 2 518 4 i
JAB ML T FMIDNAE E 55 . FECRCAR A & it
i DNAH 3L Z & 4 FCRCH I, M4 A
PRGBS 5 ik 2 1t I 40 ks o, JE s
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RNA 5 4L 0 [ 1 91 22 5 CRCIE BB % UIAR ¢,
I FE B AE ML B 28 T CRCEEA KR i F2 (1) .
2.1 DNAFEL

DNA H AL R R st % a7 ) S ZE ML, 3
BARAALE & AL B SR AR L B A 7
DNAH L4 41 (DNA methyltransferases, DNMT)
FTETsHAE T i 1 81 5- FF g M IE (5-mC ) 3K
FIDNAH SAL AT LW 34k . DNAH JEALTECRCE
gt AR B i VTR TSG S 5 IR JR - AE e Ak 72
AR AR AR S i i R S, 5 I S v AR B
R0,
2.1.1 DNAEHEWL

DNA & H 3 F 8k A FECpG iy, LHTSGHY
S B I, 8 2 S ECTSGIT R A 552 BHL, AT
PR & &, CRCTH E A 2/ TSGHLE AT
B ALY WNPPARGCIA LRBAFIATPSAIFEA ,
YENTSG, He i 238 0] LA i e 200 A 1 386 5 R
s (BFECRCHY , HERIA/K AL CRAMG ) 1 T % , T
DNMTIWZK AT T8, 3R FIRTSG A A AL
1B , LG s AL RS I Mg T i iy AL 22
2.1.2 DNAREREL

DNATE AR Se S DN A & 51, il 5
B SRR T B BT B A AR E , ECRC A
A SRR DR AE (23 AR b R
(1) J52 e Sp Bt A F SR A BUAE A% T F 1 (LINE-1) . — 3
W 7R, IF % 4 M P LINE- 138 B & A H L1k g
M, T R - i e i 1 J o R v LINE-1HH
FACAKT- BB AR, P s I P AL LINE- 1 K410
il fe e BRI

2.1.3 DNAZHBRENL

DNALH IALHTETs %% (TET1 . TET2,
TET3) 5, Al A4k 5-mCH: i 5- 35 Y 3 Jf 85 g
(5hmC) , FF-7E 08 DI B 5 2 1 M i s g DN AR
LI (TDG) B B F 1 Bk Shm C 4 %% Ak 7= 4 5- 1 e
FEMIMERE (5£C) FNS-FRILIMERE (5caC) , NI 4EFF 2
F AR A2, YECRCH ShmCoK 34K, 72 W]
TETZ 5CRCMIE &L, MR R : TET1 L% S
R BB CpG & 45 6, 1 BRI BH Lk BRI 457 55 19 5
HDNA AL 8, e 4EH5 AR HT B bR 21280
TET2FITET3W 5 CRCHG # V1A I, TET2 847K
- 5 g 4 A% XU, S A7 AR 56 12T T TE T3 il LA 3
DNAF 473 14t e 5] S BT , 384 58 CRCX IR YT Y
U , [ TET3-SUMOAKIE % T a5 i a5 )
PR H AR
22 AEABIFEREIE

Yo i Sk AU HHAZ DA B HH2A
H2B H3FTH4IE B 11 /\ R 1A 5 DN AL R i 42 /s
TRAL L, e/ MASRF B T 1 7T 6 , Z H 5
5% [ DNAK il e (0 vk 458 FIDN A B 17315 2 45
R, dEABNE RO EN
(NS BB, AL 4G 2 WAk Sk B IR 1k 1z R AL
FLIRAL , R R 22 ) A AR 0
2.2.1 ZERfk

HE AN OB T TR A (acetyl-
CoA ,ac-CoA),ac-CoAN] L 2L H i3k A4
¥, EHE 1 S5 FL B (histone acetyltransferase,
HAT) sl 2l & H 2= £ WL i (histone deacetylase,
HDAC) ER T s2m 418 1 S Bk Ab A8, 9875 3 (]

DNA-CpG J\ﬁq DNMT— | €
Tl AR
d u
TET(1. 2. 3)
1 FER AT E
- SmC—5hmC—5fC/5caC |
WK FE R Ik
ARIDIA | SWI/SNF A0
BRI AR :
A A T
BAZIA | I KD
3% /1 &Wnt/B-catenin | ISWI <<J
CHD™ ¥
+0) zovan EURME R E 2
gz Pcatenin R R{LHMAERE  INOSO
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Figure 1 Epigenetics and colorectal cancer (by Figdraw)
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FIKBO . AL FE IR L Gk, FOXOI
LA E WEIE B ] DM SFCRCANME IS 22 FIH 7 ;
p300YENHATZ L It , REWS L WAL FOXQ I 2
% (Lys) 19043 5 412 L 55 1858 7 1 25 45, Jin ikt
CRCHEFE MIHDACHE S M ALEE R HRAIN- 2.5
fELyssRIE T RBR CMEIE , SO 0 Tk 48 - i 5
PRIk BRgE R, 413 F 2 WL FIDNA F 24k
JEREPUIER MR S ARIC, Wp300fE et E I &
AL I M TET VG M AL R ZNF3343%38  $E
ZNF334)3 8 F XIS 4 8 F S B ARKF- , K S
IEH IR, T HICRCHE ],
2.2.2 HEWL

ZH B A P AL B e A AR SRR A ) P X
14 W L% #2 i (histone methyltransferase,
HMT) F1 2= H AL i (histone demethylase, HDM),
T HL I 5 X Ly sFORS 208 (Arg) R 181 , 1 22
2 35 DR 2 DX S PR R B, 2 15 TSGR
B PN =S VN O ERA ] I | R S o R R
FAL AT 43 KB Y (mel) . —H AL (me2) A=
34k (me3) =FIE, Mmel Fme3 (1K 22 534
T ECREE B A S, DN R R DR A 5% s i
H7AE e o A i 34 Zeste Rl IR 424858 1
(EZH2) A 7 4HMT, ¢ PR AL 41 25 FTH3 HLys27
(ime3 (H3K27me3 ) o4 445 i g S B4 i) KL A1 17 2
o 5 A1 RS 5 W5 & B, (8 FHE ZH 2 410 i 5
(GSKS503) ] FEAIG i 33 2 21 25 iz B s TP H3K 27 HH
B, I EJHHDMIG P, 54000 45 B 2k I e I
I, R CRABEE , MM CRCHE RS
2.2.3 WEERL

YU ARk 2 & AR A A B 2 AR
(Ser) \JRZ R (Thr) FIER Z R (Tyr) kb b, X 26fi
ST B 2 Bl R O R R A L O e TR T s R
fR1361 AR i B (AURKB )1l —Fh 22 53/ 55 4
TR VAR , 19 40 B S IR %) 25 A B B, 2 LBl A 22
G35 R A ICHEE s WIFSY &k BILAURK BRESS fith & 41
Ji JE B FAE1 (CCNET) 3£ M 5 3 F IX 40 2 I H3
- Ser 101v 5 AUBER AL , 4K T 0 CCNE T35 , 1
HECRCAN 5 A0 W RE 7] Rk 22
TN RV PDZES A W (PBK) , i & $2 R CRC
20 it r B TR e 2 2R P H3 B9 85, 418 1 e 200 it 3
SIS Bz AN HEE A X OB 2 SRR L
2. HR488BE—Fli RIHDACsHHl 5], B i F A

AL B 20 9988 £ 9 (retinoblastoma protein, Rb) [
BERR ALK, E T E2F 1/Rb/HDAC 152 A M1 B ik
E2F 13§ F MK i S A - 5 2 i 19
Go/G 5, I CRCA M A K0,
224 ZEHK

B P2 25 A0 bn R 25 L R A S S o
7z 2 (ubiquitin, Ub) A g H &R (Gly ) % FE 5 20
I Lys#& R o Ub AR B fY Ly shk FE I8 il e o 8 > 512
B, M Ser A Thrak Eetls ATVE Az R AN 52, FTEUbAIZH
A 2z A R A 40 2 R A E A
BT R 5% i 2 5 A AR (E1 B2 FIE3 i ) 8
fESZBL : B1EIKAS ATPITE Ub, 2 J5 Ubkk % A 21 E2
i 5 A A, HE3E A 12 S U H Lyshk
FEM 54 2 2 AR 2502 R AL (deubiquitinating
enzymes, DUB) 3t:[6] 5 5 85 3L K # ik \DNABKE
TSy 455 R g ad #YS Ubal 3 DLk
ERIE—AHEA 8 SHEAL S, 2 BIFHh
iy F Aok 2 97 R4kt nT DU i S AR
B IR R B S R SR 5E 4, B H2A
S — R I R AL 1, R A A
e FEE Nz ZEA, Lys] 1952 i WELH] 1 4 5
MH2A Z4k7 5 (H2AK 119ubl) , HRING1A/B41
BB AL s WP 98 KB RZ Z e R E AT
MYSMI (tF8H2A-DUB) i] \H2AK 119ubl1 H1 2%
Wz R I SAE A OB YR 5%, W]
2R 0 S R R, O S CRCANIIA -1
2.2.5 ADPiZAEEALL

20 25 1 ADPRZ A HE AL 2 i ADPAX WH 5L 77 74 il
(ADP-ribosyl transferase , ART ) Fll ADPAZ AL /K fi#
Bt A S 04 AT 33 o B A B B ADPAZ M SE AL N 2 R
ADPEMERAL AL, ZIEISIE T, o H5 HAh
HE VB AR EAE . ADPRBERIE T JAE
JRIENS — A% R (NAD") , A 7E 2 R ARTOHEAL T 9t
WINESEE A, Hrh Z R ADPRA R A (poly
(ADP-ribose) polymerase-1,PARP1) /2 F A4
IHART'* !, B¢ & 91, PARP 1 #F CRA [1] CRCH%
1k, NUDT 131F b HAG s #E ADPAZ M LK fif i
(I BT, BeRE N JHPARP L4k (1) 2 B ADP I
AL AR EPKMIE A, WM CRCAY 311400, [H]
R, B ADPAZAE FLAL7ECRCH o R 4% S BEVE T L 7E
AN = B 25 e AR B Lovo 4 il v
HEFH3MArgl117(H3R 117) 0 5 9% B ADPAZ B AE
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kb, (et 2 g 44
2.3 FEZREGRNA

ncRNAH LRI H AR gt e 91 7= A, NZSFRER 240
BSR4 JEneRNA , 7] 2 55 e Wi %
et PR Fe ik mRNAFAE MY RaE K,
ncRNAZ R /pncRNAFIKncRNA (IncRNA) . /)
ncRNAK E/NT200 nt, {055 ARNA(rRNA) |
HFERNA (tRNA) .microRNA (miRNA ) FlpiwitH H.
YEFRNA (piRNA)%E . IncRNAK J¥ i # i it
200 nt, 41/ XKAEAESRTSRNA (antisense IncRNA) |
IIRRNA (circRNA) (458 FRNA (enhancer RNA,
eRNA) FIE A [ K A% JE Zm D RNA (lincRNA ) 45, H:
HF,miRNA  IncRNA FllcircRNAs & #iIE 32 7ECRCZH
JIHETE ARTR R R v & E B
2.3.1 IncRNA

IncRNAE R R Mt (& 4 K+, 2 58#ECRC
(R E [ BE . fECRAF|CRCHY @it fe b, 24
IncRNARE 3 L, B4Rl e . Rk
B, IncRNATECRCHEJ& il /8 Jy 5 4Pk U IRERNA
(ceRNA) B CRCAH X8 55 7 F K4 .
ceRNAHF A “miRNATEZR ", 1814 5 NI EMRNA
T2 4rmiRN A G A A 5K R Rk 10
MRPS31P5{E NIncRNA , 7] DA 75 Y miRNA RS , I
4 CRCAH X 3L A MD M4 THBD I 5355, Btk
Z A, CRCH IncRNA ) 55 H 3L O 9k 2 5T,
MEF2C-AS1 V£ RAETSG , Hord 535 REMS i 401
CRCZHMIIETH iR i 58 , MIMEF2C-AS1 5 H 3
b & A TECRCA B B, I TR SE P iy &k, =
FH ALK T 0 SR B AR | e 0 R R ) b A
e R PR
2.3.2 miRNA

miRNA A ET 50 [ mRN A ] HL B, o m] LA
5 HAmiRNABncRNAZE S #1552 78
CRCH?, IS miRNA R IR Bl R AE 2 Jr i A 2
ARLS3:54] 1 niR-193a-33 Feihilnt FIHPAK3F KK
P CRCAMLIA T, 5 S04 M JE W 45 , 5 Al e A4
HMMHRICRCEERS ], LERIMIA I CRCEE R,
HAEZRFT S A7 A miR-1246 7] 3 43 #476
Wnt/B-cateninifi 2 CRCANMLT RS 0
2.3.3 circRNA

circRNAZ&—F A R B IE S RNA,,
KZEcire RN AR IR T8 H B ga b FE A, 3l i 2 7]

BIEIY L, Kooy FE5H m RS , B AE T AN
w38 2 AN [ B4 P FRTRIL AR o i A A A e v i e
VEFRET%8), cireRNAE i 76 24 miRNATESS . 5RNA
G54 VM BAE FH S R 2 0 BRSO 78 4 i
S ETSG . BT & B, 45 11 W I e ket 2 i
(tumor-initiating cell, TIC) & £E ¥ circRNA cis-HOX
Z5TICTHMERE , M I M HIRNALS & H HKSRPY
HOXC10 mRNAZS & M HOXC10 mRNAFESF,
HOXCI0TETICH R %1k, SR8 FZD 3 1) 3 35 4K T K
I Wnt/B-cateninfr 538 1% , S22 TIC H & T8 88
TR0 BRR IR R B, cire_00073797ECRCH i
F T, SKSRPAHHEAE A 1y miR-320a2E 9 & 4=
I 59 CRCAIMHT29MHCT 11613458 T 5% Fil = 28
RET7, 4 1E 5 1 He 40 B 5 A6k S5 4 e 2 0
40, I ZECRCHERE
2.4 RBREE

Y ey [ R 04 S o AT PRk e £, T T 90 A
B, AR IR Y €0 ST A 2 AL R YT Y G T
P, B0 TR TR 40 , 4 1 5 L R Rk i 2
Wi A L o 36T AN [A] B AT PG fL 0 32 , e €25
I G857 U2 45 SWI/SNF (ISWI
CHDFIINOS0M2] | S MR Jiz i 5 PR 430 i 9
BH Y (o [T s R TR e vh 28 e A= 9878 T et
20% Y IR A7 AE SWI/SNF Y (0 [t 5 8 &2 4 WV Sk ok
7% I SWI/SNF A 5 W0 A28 rhfe i DL iy
o T L), SMARCA4JESWI/SNFE 44
H AN TLF AL e 2 — 16 AN R % 1 % T
it FE R AR AR, (HAECRCH A AE T it R
WOt BT R, B S AT B 45 R 1A
(ARIDIA)&:SWI/SNFYL (%, Ji #9854 i B0
B, B TNMA I B9 0E R , ARID 1 AFE R 2% Lo (5] 184
L #E7RARIDIAFECRCH KHETSG, LK 5CRC
HE R AR B YIAR ) ARID 14 353535 7] LIS
b B AR AR ) 3k RN A ) S ST bR R e 3k, 41
HICRCAMEMTHER , HAMHICRCAMLT RS ). 4%
FELERIT L ARHES TR A F I (BAZ 1A ) & YL (6 T E
SR SR R 1, BAZIATTER RE S R CRCAH YR
71,35 F HWnt/B-cateninfZ 5@ % ¢7) . RUVBL1
JE— R BE AR ST I ATPfE , J2INOSOYL (2 Jii F1 ¥ 52
BWMA S5, Lyn/RUVBLIE & WIfe s NS 4
0 5 FR 0 T R 46 A O A P 1 Qg o i, IR B-
catenin) {37 - A 2 JEHECRC K A & JB 108
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BRUb =z A, Yot 5 o 0 BB A5 5 3 PR 2 AR w4
B B A B PME , SRl i L R 5% 56 (DN A
KAg s, kAR S B s E N . inSMARCA4
() e IR R 978 (R1157W) AT 145 SMARCA4 5 i
FAGZ R T 2L FE B 1 (PRMT1) /3 Y H4R3me2a
bric & & BT, IF W E M SWI/SNFE S WY
ATPRE I, A iF e 0 0 98, ot R F EGFR AN
TNS4HIFIKNMHECRCHE R BRitb 2 4h, Ye (o
HIMWEE ScircRNAM B 1E. 5 8w,
circREEP37E 222 ECRC YN b 2 ik , 18 1 A S5 e
)i ¥ 1 CHD 7 ) 31 FKBP10%% 5% , FKBP1 0%
ik 5 HEA RS 5 ; [RA], circREEP3148 4111 il
RIG- 1AL 5o , S BECRCHA B R 7510
Y@ J5T E SE I ] LSRR 0 e 240 . Gt A
JEMIDNAZE 4 & 14 (CHD4) & e o i B I A W)
) S 5, R 5T 36 B CHD 4 R 1k 2 s ' i
SR S8 P A T TR 24 90 2 B 0 Mg 700 1)
RS R e (o T YR A WA B WA R ) &
J'& RS AT 25 P A 9 B I AR A AN
JERETRYT A

3 REAREERINBREFEMEPNEE
R

CRCH 3k R 28745 15 e st A% 1 AH B A FHRS s
R R R AZ AL 2 — , FE R 58 A5 B A B 42 ok ]
FERZ ) & W3 AL AR T W8t % e 28 7 R 5 i ik
PRl e, S0 6 PR T g e R e i U B s
s 1 .
3.1 EERTIREMNEERT

i R 2 A48 ] B 52 I SRS AE )R 45, ATPRMT
ST R VRS R H I B il R LI, Re S i (b4 2R
FH4R3me2a ifb, B SF L R E M E A W)
SWI/SNERYATP IV 2 SMARCA4 , & il 26 W i 4% -
Yo R PRI . M PRMTIRER 7 # w3k
ik}, H4R3me2a7K F-Fifi 2 Tt 15 , 5 SMARCA4HH B
GG IS ER EGFRIA 3T X, BOE HAL 5% (2 it
CRCANAEAYIIEFLTR 72,
3.2 RUBEEHREAEEERT

TSGJi 3 F X 38 ) e F 6 Akl o & i S (R DL
2R, APCHE D 2 SLAY CRCAMIEE LN, 1oy R Ak 2l
APCIIREER , H oM ™ A B i DNAH 3tk ,
I AESG SN . T B

AR B TR, A R S DR 2 I
Kk, SPRY4EHAENTSG, 1L FEIE ik
T EAECRCHY, SPRY4JE 51 XA F 34k | 4
DX e AL, B D RIVE PR A S It (% L
ARSI, 3R Mgt f4 7T BE S A TSGRYf%
Giohfel™,
33 BEERTSRNHEEELEZMCRCRIME

ALEH

W IEE 1) R A R SRR T — ZR S 9 AE b 3 PR
FAETS ) T L PR 978 5 e WAL S P A AR, SE 1]
UK X BEARAE AU TE R . UNKRAS .BRAFZRZAE W] 35
MAPKGE B, 2080E 1) | TP5 32578 0] S50 4 itz 2k
JEE s sh el A A SRR P EZH2
1 kA SR H3K 27 F AR A , 3060 BT R e
P35 fEncRNAHT, PAK3J2CRCHHfI HmiR-193a-
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Table 1 Epigenetic biomarkers for early screening of colorectal cancer

bR Wi (L R e A REE TS BB =B
miR-92a-1 ncRNA JIR 81.8% 95.6% I PRSI [80]
miR-21 ncRNA Jiii¥ 79.0% 92.0% I PR 6 I [81]
miR-223/miR-182 ncRNA JIiIRG 98.0% 97.0% I AR EGIE [82]
miR-135b-5p ncRNA e 96.5% 74.1% I PR 3G i [83]
miR-29-3p ncRNA Sefi 85.0% 61.0% I PRI IE [84]
SFRP2/SDC2 3Lk ZEf 88.5% 89.5% Il PREAIE [85]
SDC2/SEPTY/VIM SiE- 214 Bl 91.4% 100.0% I RS IE [86]
SDC2/TFPI2 H 31k e 7] 81.3% 94.3% I R I [87]
NEUROG1 GIE-%19 Il 3% 33.3% 95.0% I AR EGIE [88]
SDC2/NDRG4 F 3Lk e 85.5% 84.6% I PR iE [89]
SDC2/ADHFE1/PPP2R5C  FiJEfL g0 84.8% 98.0% I R Y i [90]

&2 ZHEBERWREERTEANIEKRIE R
Table 2 Progress in clinical trials of epigenetic therapeutic targets for colorectal cancer

254 2Rl NERrIg e BRTE S 3k
BT DNMTH 5 M M R AT 1139 TR PR RS VeSS L i [95]
JRHEPEfSE  DNMTHIIH PR SR AR E 8 TAS-102 113 BB A T BESS B B [96]
Adagrasib DNMTH 5 \ L/IBY 4 EIRM I KRAS oA SR [97]
(MRTX849)

POIRANE HDACHI 5 fFAAHLPD- DB kst T4 T A A7 e TR PR SR R e A B A M (98]

(FLVEGF) MSS/pMMREZ, 1 i3 f
BEHIAEE  BRAFWHIH) V% PH(HIEGFR) T 4 WEEEAYT I BRAF VO S AR LS EL A [99]
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