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Abstract New therapeutics for cancer treatment is one of hotspot fields of medical oncology. Epigenetic
regulation plays a crucial role in tumorigenesis, including DNA methylation, histone modification, and non-coding
RNA regulation. In recent years, epigenetic therapy has been attractive strategy for cancer treatment due to the dy-
namic reversibility of epigenetic changes. Here the latest progression in epigenetic therapies in tumor treatment is
reviewed from two aspects: targeted therapeutic strategies based on cancer epigenetic alteration, and hightlighting
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DNAHEAEH, 5o DR (a0, thah, et
A 428 1 2 25 4 30 A B AE JHL 0] A 5 A A 1) 1 2 3k 5
b AT P A B 2R, R AL 1 1) A2k
SE Dy, AT DAAE RGN A] A e R BA B F eAR . AEK
Z RN N, DNAJFEAS 385 Wi S A 8580k R AR R AR,
FEWAAL 43 32 B 2508 B R TS 1R A, AN 2 2
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SR L R LA AR 22 5 M R N7 5 (1) R 12 ) 2%
G XAV R AL RN T AEY)
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W, 3 BRI EDNA SR A A2 8 (A8 5 o =X
o DNAH R AV A —Fofr 8 22 (1 30 W38t A% 1A 2 L1,
B Al DA B AEDNA Ak 27 45 1, WT 52 i 356 IR ) 2
5. AT, DNAF AL I AEA AT IH, 7] DL S 5-Aza-
cytidine. decitabine=$DNA F J& 4 % [ #11 i] 1] (DN-
MTi)f8 DNA 25 FUEAL IR ST 2 R AR A& 12, A
1B i A & — b L L (1 SR I T A% R P AL, AT LIS
REA B Bk 2 B, R (I S R RN Th R,
NI ALY R N B i i = R i i g SE 14 R i e B U
(19, anm] LLid i EZH2 40 il FIGSK 126 IMID3 41 il
FIGSK-J4 4t F i 5 H3K2 7me3 7K P34, 3 b iff 42
LI 0 T 306 4 Sy ik DRI 3R 08 RS Al R P S B T mT

RS 2, RS T ER 2 )
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DNA FH Ak 2 — b 5 B2 (1 3 WBE % T ML
= B L 7 M i A CS AN b R 3 A, R
R SR FE R I . 72 IEH TS0, DNA
B R YR R R Rk A2 B EE L. JAT, DNA
FE A LA 0 0 L o o R A R, IR R SRR
A i 4 5 DR 20 A0 HR 2 b SR IR S Bl 7 X 3k sy R 2
A0 PR B L0, A R DR AELIG R R AL T R S B
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Fig.1 Aberrant epigenetic alterations promote tumorigenesis
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PTEN. MASPINZE 13 1 IR 1) 5 51 X I8gpe
S IR 1 FLIRSE I A AR R S, DNAF Ak 5
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Je iR A EELRVE ), FLR B AR AT
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T AT DA 3 20 8 Y LT 20 AT, 52 L 5 DNARAH
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1)K DR ) A age A ], AN T R o S g ) A A AR e
il ZH 2K 25 Z A I R B VS AL B ZE AR ) 2T
AT PR T 1 FEAER, B W] A 3 SO B A I R 2 2T
o, AEAF R0 5T A0 T BRI e 9o 00 o) 32 A £
ik, ML HE 2 M LR 2R G0 8 1 A R P>
VIR ST B, Y o1 B g AR AE R R RS DL SR YT
Iy kAFEEEEAEH .. W E M, FOXA LB/
SR Eg R, SRR A AR T, TR

bR AR I R R 7R FLIRE B, ERa 5 GATA3 A
AP 5L 3 K1 HAE IR Bl 4 J5 R 41 1 384 55 1 5 g A2,
M AH OGS DR R 3R IA, AT 2 v ey =0 28 119 T 9
PABAREIRTT IR 245250 43R (B S5 5 e 1 26
R MEB RN RS, H0F 7R 1T RE A
i 96 P TSI A T B AR 1) SRS AN TF B
2.3 FERIBRNAVFIESE 5 ihiE

G FIRNAE — KA S 2 ()5, 15 0] LLRZ I
FFRIEMIRNASG T AE4R A RNATE il 8 11 % A=
FUR B RIEEEBEMIER. AT L@ 2
ML 2 R A ) A s RFERRT, RS
P RNA ) 57 i 215 R ) B8 57 5 o IR i A 1 e 2 [
o —LEIRRATRNALE iR 40 i 1K) B K B3
B, X R ASRNAGE & 1 A A2 R (i gk 1,
EATTAT LAIE I i PR A DGR DR (1 2k, (i 5 e 1
RAFR B, M, — RS RNATE 8 41 i
R 0 KT 5 3 PR ARG, I S | 2 I RNAE & 4 A
SR PR ) R, e AT AT DA a0 s PR A G g
DR (R 2RI, BHL L B g 1) A AR R0 A B30, A AR g ig
RNA$E 78 5 M8 R AEREFIRR, MUE BT
g7 JiRE (1 i LR AL, B AR R T A TR AT
BEME. EEXTARZRASRNA R 5, v LLS AR
29 elT vk, I T AR IS RNA T R IE AN EE, M
TR BN R AR K H 1. Ak, JEZRIDRNA) R
ISR AT DAE A IR 2 Wi AN TS 1 A0 B4 o
24 HiRMEGFERESHE

Jeth )i H IR R B A H AR HATPI e &
Bl INAAE IR AL 1A B RN AR 21 i 4, LA
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25 G 0 o 45 A R DR 8 SR B2, i AR, DR R T
TR I G I R 5 IR R AR R SR VIR G . R
SR 2 M R, G S5 I = AL S8 R AR AR Ak, X ]
Ao FEUER WAL, FREBUMTE . 0, S5 8
A PR UNCTCF AT YL (87 46 F4H 25 4 2 45 11 57
FIAKBGRAR, 2= RE A Gt T = 2 45 KA TR T O RH 4 4,
AT 55 T R 2 366 R R 0k, (i e 400 i 1) 34 B AR
BEARIY, — by B K I MYCR B B ¥ CTCF A S 1)
Yot R M, (BRI 0 R AR R P, A, I
SRR AR B, RNABRTE M8 A R J i 72
AR E ] . RNAB & T8 fERNASS T
R FAEM, W H AL R EEAL  BERR LSS,
BATTAT LSS I RN A AR 8 1 B3R 280 AUA ELAE
A%, Horh, mOA R FAZ i mRNAs T & i = 1
FILAL B, 2200 L B BGMETTL3/14. %
FJE AL EFFTOMALKBHS . m6A H 3L i1 5 & A YTH
SRR AT, TE Bh R 4l B P A7 7E VF Z RNAE A
O 1) R 45 DR 1) R SRR BUR S, Wm6A
B EEMETTL3 MmO A i F L BFTO /) ¢ 3 3R 18
K5 22 o I JRg 1) R A A e A OGBS me A AT LA
SMARNA PR M B FIR R R, AT 45
A A R TR AR R S AR e i RS, 4t
X I A T (1) W38 A% T 4% 7 S LR OR IR T
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Yy,  H OAH — 2y WTE I RIS kAT 7 53k
HEIRPRIATT, S T SRR 16T MR (178 1, T
R [ e 2R WA T % 1) B BT 25 T T T )
(E2).
30 ETHEERAFENXSEIEBEETT R
DNA A0 505 2 s A ke i 72w R b
EMFMr—. SIEWHSME, IR gn o L R 24
TEAET 72 DNA AL KF T B4, [R) I 38 43 [R5 F
miRNAY] CpG & &AL /KF L F+. DNMTI. DN-
MT3AF1 DNMT3BTE 2 P hi itk & (AL 46 S sETE B
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D] i 207 [X 35k e P A, 38 T 0 o6 S0 e 8 1 2
K. AW R IDNMTLE L ISLIE 57 X 35 1)
FH R T 4 ok 4 7 988 1 I 41 3 2L A 30 v
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{5 FIDNA F JE 46 8 g4 1] 57 (DN A methyltransferase
inhibitor, DNMTi) ] 44 1l g 44 33k if 410 1) g 2
U TR, AR P S- R B & R (S-adenosine
methionine, SAM)¥] it & fit BKs 5 3 CpGAL £k 2E
DNAE H AV DL S JE [RIUBR, (R adk gs R A2 . AF
KW, NRGnmeSE KRR 5, BT SAMAK - T 5
X4015% LA b, M5 SR L R RASSFIFISOCS2 )
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JER PR BT, hAh, DNAZHIELESTETTE 2
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Fig.2 Cancer treatment by targeting aberrant epigenetic regulations
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BRI — PG B ARG 97 SRS o I RIR L I DNA
SRS IE 250G P LM EF R PE A . B AT A s
WE 2RI, TEDNAK il 72 1 35 N\ ZIDNA%E 1,
REFEMIC 7 DNABERI LB 77, XA T DNMTE
PEo X R 24 4 O IR B 6V T % M IV A A
B JRIBR 1, QR SR B i 29
WIS, H AT IR b gt i) T 7 = 25 W oA
2y R O A H 2 A RIR T SR EE . i, I
1) by Pl S R - Sl R B BT 0 BK G A8 Re A
PD- 14U TE 5k e VA 28 7 4 Ik B8 o 1) I PR R e,
fii F ik BB T AR R A SR 259, A, thfy
VF 22 DNMTsE S 310 1) 70 4 S 33k NI PR 562,
WIRG-108. SGI-1027. GSK3685032, ] i {% 1%
G L I RS I A 70 2 AE I DNATR 1 155 5 10 i 42
BN BEAb, DR 2H A o i rh i s B R ) S
FIE, TR T e 20 e R R P, X ERE A
HoAh R R 25 R B m i T SRR R E R . B, A
W 9¢ K BLAESAMI 45 BENNMTIK % 15 HDNMTI 5
FIE R AN, OXPHOSH ¢ 3 PR 2 ik 7K ~F Tt =,
LRI AR G Th BE 3 5, O 40 i X OXPHOSH) il 51
TR,
3.2 ETHEAEREZIGRENIEIETT RS

HE A MBS 2@ TTDNAR K. '/
il FIDNAME 5 45 Ik 52 76 2 F5 44 P ~F 5 o Ok 7 2 22
PE A, e 32 Bl i OB A% /R 22 1) P 2 o o it 4
AR E AR RIEER .. A AW LLE 2Ry
(B3 Witk AL BEER 1L 72 R4 RISUMOTL)
BATAEM, JF BB il s s R R, B
Bt R B, R B, T B b, BEIAmEIL AT
AL . AHER A IR S TR AT DA SR B SR A
(P17, AT S 08T (1) e A= RE 5o LR ATE R 1)

AYNEIT FBRIZEHAT . HErE A4 E A Imr 2
MRE A 43 R F L. (1) AEA % BRI
#ill 77!l (histone deacetylase inhibitor, HDACi) LA S 214
1 2 F2 B F11 771 (histone acetyltransferase inhibi-
tor, HATi), HDACii# i $2 & L Wb /K7, $5s et
PRI TFICNE, 520 1 3850 7 PRSI BT R,
RO TSR R 5%, THATI AL U4, /G2
HDAC##E 17, Wi FH T RIG S 1 JE T2 A ik 2
JEd ¥ vorinostat. romidepsin. chidamide%s, Tfi H #i I
BRI HATIEE BT, (2) 418 19 H AL %
% B 400 1) SR (HMTH) BA S 2H B B 25 AL g ) 771,
HEA BN MRR 2 B G 56,
EAI T 2 1) 259 R 2R AR 38, A48 EZH240 17
DOTILAM#F) G9aflifhlFl. PRDMOI| 7). SU-
V420H1/SUVA420H240#1 7. PRMTH#i#I7]. LSDI
F 7 F IMID #1574 . (3) BET(bromodomain
and extra-terminal) & [ 40157, =22 HH|BETHE H
FIRE, IS s BAE N LB B A I DhRE, T
Ji R AH DG PR I 2k, WIIQ12 2R — /M IE I BET
5] o
TE — S g b, 20 B 8 i R DR A AR TS R
AR B H T ARk, R IR SR m ) R AT IR T .
1, fEDLBCLH EZH 205 R A2 51522%, il EZH2
Fi 1] Flltazemetostatif J7 EZH2 7% 9= 48 T DLBCLY%
N, TN TEEGE MR 1840%, 22 TR AR S
FRI18% 30, A — L 2H 3R B 1 5% X 2 JM R v R
A RS RAR, RIS P, R o VAl A2 i Ok A
ey BEATRE YR T . AN, AR AT R AR SRR A
LR 2 G5 28 A M, p300/CBPEE IR 235 R
AR T IR A B ) 4EL B ) LA B T 1 Bh & T
7, SECT 0 EAKEHDAC, /3 1 Bb289m A%
HDACH ) 77 1 BB, b Ab, %8 e 4 8 1
HE IR AL S5 )R S ML TT A e Y T B A SR
i, K2120% Mt & & AFEKMT2D 15 RAZ, HAak
% 22 5] LU IRTK-RAS(E 5 (ISR ZIIE R, A B
FHISHP2401 1 751 A1 32 ERBBHI #1 7] £¢ 411 | KMT2D
R 284 it K5 SR VR I S P RS AR I AR KPP S AR,
IS TR R 5 N\ B R] 3d I A BT SRS AT VR 9T
B EIE 72 48 24 P AN JE B0 M 2k D[R] I 32 21417 1]
I, SR AHRAE T B — P RE R BRI . R, e
HARHE AR = OO, 2 BRI R AR R,
W B LK 52 OB A S & 11,
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I B AT AR AR 3 A2 T S T 4 R B A AR
1k, SR FERIERETR ST KNG i, FH AR AR R
TG (MTAP)FE R 1527 %2142 % 1) £, 45 g Jit e 75 74 1
2 T SR Al A SR, 5 8 B R AN IR A
ANROSAR BRI, TG 0T R X PRMTS (13 B PR K
;B I B HR R K B N A SR AT
FHIPRMTS 83 14, AT #0 f MTAPHR 5% 1) fith 988 48
MAEKS), 2, ERWIE T BIGTT AT RS R
FE T AFTE B B 5 OB AT MR R, S
PR HEIRTT -
3.3 ETHEHMENIEEFEHEEEIETT RS

A ) o6 A& 415 4 1) 750 R R HIF IF 7 A T AE A
KUNFE AT . 0, AT T R IS FTOH0 il
FIFB23-27897 SPERE R A 7, Ald@nk b e oCpE
Kl ASB2. RARA. MYCUV) ) CEBPA%S mRNA i 5t
WABR KT, 38049 2 KT, BRI R A
ISP, 3K B R AT R (1 2R B, i 12 [ A BT
HE— D % 3 U FTO M i1 711 CS1(Bisantrene)
1 CS2(Brequinara), 1%l 771 148 FH AN g FEAIG
1 I 995 T 240 e 1 5 R 0 e S 3 1 0 o) 1 00 4 A
e kie, BAAHE NEEMIGKE L. 545,
[l m6 A T B BT AE I W R A
METTL3FIMETTL14 )7\ 73 F 259 F & AR 1 7E i3
1T. BARN H AT 5RNAZR WS A% 2% 1 4= W) 2% 0t S0 0
2454 1 IR O ) B AT T R CE BT D B BT, (R AE
KR IR 25 2 — 7 PRI S0 A0 4B R0 I R B
FRT S

Yty Ji 6 X0 A W) R Y T 45 4 5 DNA
Al R, AR RN () Rk . 2 IR R A YL o iR
AT AW E, R R SWI/SNFE £k 41 43 i 3£ X
RAFEL R o W FE R, ARIDIALE % Fh i oo A74E
RAZ, FEA g F v AR 28 HL 28 1) 08 $1)20%°% . Kk
T CBUE 1388 % 2 M A 0 8 25 0 kv o7 SR b,
NI ) 2 3 SR (4 R R PR AR T B IR IR AR
BT R BUEZH2 AN H 57 41 P ) 1 1 42 0 o 7] &5
TE 58 57 ARID IATEZS (1) it 988 o A — 5 1) Py [ BUOEAE
F B0 ARIDIARZ A = w2 R BEAVRE,
X2 RN AEAE L) 60% [FIUE 1 ARID I B2 Ti & HoAL B
HE GRS RIEEE, AW FCUESE T EARIDIA
SRR ()9 40 M P R ARID 1BAS Hi s i 28Uk, Hix
FLHE A T 2 Ao ey . IXHRIR, TR HE i 4 AR
Juta i B 1 1N T AR — 5 BIIRIRIE ST i

18, BRRT AR IR 3 D] 3o T vt i DL AR 0TS /R, B
i P A S B A M. BRTE TR
BE X SWI/SNF & G 43E 14 (1 /N 73 4l 57, IF IEAE
T IR RS (NCT04879017. NCT04891757)% H
BEAT VRN o 30 5T 8 A B AL A ik A R BRI K
(% % SWI/SNFHy 4 )57 5 98 5 & W) AT Pase 1 £ 1 B
fil 57 (AU-15330)%,

4 ER[E RIS L IEE = AR R TTHN

Ji IR B ¥ 7 AR BT A2 2 I PR R IR T
—ANE N, TR, RMEAL AL MR IR T
HHTHIPER L& 12 R . AR SO IR AR
LB AL IR SRR T I 25 AL % 5 b
SRR TP ML T 45 55 iR S 9 18 3R 1)
K&, LU TR 6 7 AR BT HR AH 1Y SR BE A1 7
] o
4.1 FTWERBESMHERTIE

AT M VR IT I E BT Bz —, (AT 24
B E R TR, R BRI R N — A
B A AR, SHGST I 245 B O A5 B2
SO o VR N B AR SR AE 75 AT T 25 B IR B,
XTI R R T SR DL v IR AT i 245 1 B B

=-9'&

7E 988 41 i, DNMTH e 322 v] LS 80U s
et 2 DR ) FE AR 0y, AT AR 32 P 8 () O Fee
A IT T 25 TR BRI, (R Bk, $HI DNMT [ 3 7 35 %
IR FLERIE /KA, AT RE A2 v IR AT TR 24 (1) RS B
VAR, VR 2 W90 4 U B, DNMTHI 550 7T DL
R 3R it e 240 L ) FR RS A KT, DT i 52 Tk e 41
2 PR )R IE, B AR ATT 23R . i, 5-Aza-
cytidine M decitabines & P fft L 22 345 55 [ £ il AN 24
Y& B R (FDA) G E 1767 B B8 3G A4 57 25 B 1
(myelodgsplastic syndrome, MDS)Fl1 2 P #E & (A 1fiL
J#i (acute myeloid leukaemia, AML)fJDNMTH il 57 o
I ML 225 4 388 3 H  DNMIT ) v 12, A A1 i 9 440 e 1)
DNA B AL /KF, AT 32 @ 97 29 I ROR, e ik
TN 251 SR, S E DNMTHI #7778 I R 50 5%
R R Y — 5 T AR, (BRI RCR 2 B 2 R
(BFEAYIRIFIE. T2, B IR IR EE)
A FZIA O, Ak, DNMTH ) 75 5 K B A A ] B ©
FUDNAL % AL EA] SEAR, 398 = Ik S ) KU
DRI, el 45 2k b s FHDNMIT 51, DA K% ] A ok
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HIBAERRIVEH, 72 4 st 7t i) 3 22 n) JE

FE R AT i 25 PR TR b, 2R B IR R
7 EEMER. #lan, A5 A% OB LB (histone
deacetylase, HDAC)H] LA 2B 4H 85 H 1K) £ BE 5, i
Gufi i b T R WORES, MH R )R IE . 7R R A
oA, HDAC ) ieh 2 128 B 14 4 528 v] DL -3 2008 40
B3PS N DT N i vi A ol 2 i A P 1
HDAC I 1 5B AR H R IA K1, AT e 2 v iR T
i 4] (16 AR IO, 342K, ¥ ZHDACH i 7] &
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