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A% 20 A R e 2 )5 HDNA M2 2H 25 F 4 . DNA%Y
TRIEARMIRAED R, PG RFDNAZ A IhRE ) 5E
B IEE N AEMES o EE AEAGREH2A,
H2B, H3, H4UA K #EkAH B EHHL. Z/AMEZ Gt i)
FEABANT, HPENH2A, H2B, H3, HANFEA R\
1K 5 146 AN IDNAZLED I(&1). F 0% DNA
FR A0 A0 4H R B M 8 i R VR T R ) B AR A AT
ik,

1 DNAREAL

AR A LT A I 4 AT S A A TR A g A% £
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AEAEDNAFF I 75 SR R RIL, e T 7D
PR b R AH AN AL ) 22 FEAL, i DR 2 DR A 1Y IR B
i 1) A RS ZERFLBh R, DNA LG R B
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1.1 DNARBAL R H R R F

DNA FJEfb 2 — PP Mg AL 210, Bl CpGRUZ H
1% 1) % g FEDN A H L 54 72 i (DNA - methyltrans-
ferases, DNMTs)IMELIER T, DLS-IRHF AR IR A
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Figure 1 The structure of chromatin

FHRS bk, Jl I I B s A 1 7 3, SRAR — A F R A
LT AR DNA IR AL 1 35 3 R ik 1 %
MBI —, HAAEGEFE RN AR, RiEgmE
S P T R T T RS AR Y EAEsk, BR R
DNA HEAL (1 2R I S hE i R AR R R B V1M G, HIE
HYHMIAR L, R 4 B — A PR 2R Y [T DNA F A4k
A — R 3R CpG & F AL K1 BT — 2 i
o0 4 F 3 30 A7 7 1 4 25 RS [l 9 R DN A FR 28 1k 7K T
>,

DNA AL & HDNMTs A S it g 1 s,
DNMTsH =Ff, WHDNAH L FE1(DNMTI1).
DNA H JE# F2 f2(DNMT2) FIDNA H JE 5 55 g 3
(DNMT3). DNMT1HIDNMT3 E A DNA I JE Ak B ok,
MDNMT2 (1) F 4 F2 B i5 PE 55, RIEDNMT1 A1
DNMT3— E/ENDNA H 34k 1 4% 5 B BF 98 #4 .
DNMT1 ) 3= B H 2 4 RFDNA B AR LR DTER
g R 223511 DNMT LA A2 TR a7 i 2
B S RANER RS A2 I IB T 4 M g (hepatocellular
carcinoma, HCC)M EZ MG, DNMT1H] LAY fliSnail
A BT H AL, i SnailfE S AT HCCAT ARk
J - 18] 5 % f. (epithelial-mesenchymal transition,
EMT)"". EMTH] LA IR 1) 5% AR ARG RS, 389 i fi 38
S R T TN 52, (A, DNMT 1T F55 e 2
RANFEFE 5 B, AE RiE ME K BAH itk (208 (diffuse
large B-cell lymphoma, DLBCL)", B4H itk EJ% 6(B-

cell lymphoma 6, BCL6)# (13K A4 ii. MG132i647 7]
I EDNMT15BCL6/E 3T K454, DNMT15BCL6
JE BT X I 25 & 4EFF T BCL6JE 31 1 FE L AL, $0]
TBCL6/EDLBCLH )R IA, M 5] EEBCLOAK K K I
B R A= K- 3], DNMT 1A A 2 Ak DLBCLIK
PRYAIT s e 2 e 5 1Y 78 45 B IR 9% (colorectal
adenoma, CRA)AYT /7 THI, J4HMIXTOXPHOSHI I
JERVER 4y FHLEI B Z 3 20 T AR, X OROR IR T BA
OXPHOS A8 5 (P E 1697 K . DNMTI1ERIE 5
AL B R AL 30 8 77 (OXPHOS) I A5 R M 52 1F AH 6.
DNMT 15400 7 [ 40 g 5 OXPHOS O U P, i xet
OXPHOSAJTCRAH IR AF I, DNMT3 3= B AL fF
DNMT3A, DNMT3BFIDNMT3L, M3LDNA R &AL
2 i DNMT3AMI3BAEAY, DNMT3LGk 2 I EE G B G
£, {EDNMT3L A LA 5DNMT3A/BA H.AE I LLAE i
DNARI ML I FE4L. ZEDNMTsH, DNMT3A ) RASLE
FEE T EON R L. H3K36 — F AL A] LU i H 5
DNMT3A i 4% 3 [5 [7] [X DN A H 3 f fg 7 57,1207,
DNMT3A R HH3K 36 — H F AL 4k 2[R 6] [X DN A FH
B ix —HL 2 R AT 2 RV E BER i, Fo0 &
TN . TR AR 2 T A 2 Y
H BEIR AN B N R AR B ) — B, B R R A SR
73, T b A e R 4 ) 3G B R A 2, mT LAY
0 R R BRI R AR R 2 5 B AT IE B,
DNMT3AMZRIE S MR 3858 . 3L F FZ 28 2 U1
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Table 1 Enzymes involved in DNA methylation modifications

251 HHIAB B AR AH I g FEINRE
DNMTI DNAFEfAsng 0TI SRR XBAM A SRR g e ks
DNMT2 DNA F 55 F g2 - F RS S M 55
DNA 34k . ZRVEBREN . SRR WA FiE ]
DNMT3A DNAH R BE3A L1 T 2 B e e B DNA AL
DNMT3B DNAH 4 % 3B M. 75 NBE. S5WE. MR BrEDNA B EAb
DNMT3L DNA R 3L - TEHEDNAR M Sk FF AL
TET1 R 2 i s g U 42 Al 1 ERANEE . S5 . . HESE DNA 2 F 4L
e g At R AN PRI . B R
DNA % Fi 3tk TET2 P s g SO 4 it 2 6 ZERR 2P B 1 55 DNAZ FEAL
TET3 FH 356 s e XN 42 3 i, IR DNAZ HiJE 4k

5%, WIEHERAN T TR oL R g E .
HmR 2, R, DNMT3AR) &Rk A 5B L
T (154K, 3 HDNMT3 ARk 1) 3 iR 3634 1)
BE WG 2, XSRS X T DNMT3A LT
Z 5 MR iR A R BKIBE 1 2 K2 k. DNMT3B
5 R TR A 55, ZEHCCH, B A2 30| K1 1 (me-
tastasis suppressor 1, MTSS1)/& -y 4 5% 411 (1) 5% B
HHZ—, MTSSTEA R il £ FH A 20 45 i 7
G2/MlH, TIAZG1/SH]. DNMT3BH] IIHIMTSS 14
PO RGN A S RIEERIE R, X HL
Hl PRI AT B B T RIGITHCCIIE T . T8
I B (endometrial carcinoma, EC)H, DNMT3BTE &
HECHEA 1 EiH, DNMT3BRERF 1 i FF 4k
TCF3Ja2h T, MM#HITCF3 A I I ECH i 1)
HEAE, M DNMT3BI A S5 R s v mT DA 2B 1k
ECAH RSB FIECH R ik fe. #[MDNMT3B/TCF3
Him] B AR VAT ECIH — P B A ZRa 7 e, X —
R ECEF AT S A BEEESE X, F
2 A4 A 7 8(interferon regulatory factor 8, IRF8)iT
BR T S 1R 8 R A 5 M 40 PR AR e AR I B R 2 —
DNMTI1HMIDNMT3BH LMEIRFS J5 31 H 24k, AT
VTERIRFSFI ik, 0N 400 75 S 10 485 W o s 7,
AR, WFFCIRH T —FloB B RE R RS AL, DR
(R ARk PR 55 5 % A2 E 3 Ak (DN AR 3 Ak 2 28 3% U 4
PO X F HIDNMT3B T RE A2 VAT 658 M i 3t )
4 5. DNMT3BHA] LAsZ 0 £ Fh 8 25 508 2% 1) 4% =2,
f$5STAT3, NF-kB, PI3K/Akt, B-cateninfINotchZs, M

1548

MR e A T, 0. RBEEY SIS
FEPUS A7 2, RS KBRS R IDNMT3BA {2
JEVER, (HTEMER H, DNMT3BAE A —Fh i 4]
PR 4 AR FHP, 3% 35 B DNMT3B A B8 7E A [ i )
BT H AN [F] (1) £ £

DNA 2 B 34k 2 5- 1 JE Jf % g (5-methylcytosine,
5mC)iH i FF 3 i 1k g XU HH 48 B (ten-eleven transloca-
tion, TET)¥5SmCE At 5-F2 H I i 5 g (5-hydroxy-
methylcytosine, ShmC). 5-F Pt Jifd B g (5-formyl-
cytosine, SfC)FI5-# JE i WE (5-carboxylcytosine,
5caC), #A )5 5 i) s g i s e DN AR 244 B (thy-
mine DNA glycosylase, TDG)HKHi 155 2 ) i i& & 1
F R R G R mEE(C)". R 1R, TETHE
R Wit —H A 2 FRDNA AL R IR, T80
FiF7 FF 5 it e v U 42U L(TETL) Y 35 it P e 00N 4
B (TET2) A1 FH 25 i i g XU 48 (TET3). SmC 5 5hmC
(B A 5 i 1) R A2 R SRR oG, DRk 4%
AP TET R IREM BRI T EE. £
Figsd i KA K B, TETI1HBHER B 1 -+ 2 8 i 4E
FARS S hh 2R RS R AT DA I DNALS A 4[N 74
(inhibitor of differentiation 4, ID4)IFJDNAF AL, M
T 75 R 52 1K 6% K 40 i & (cutaneous squamous cell carci-
noma, CSCO)ZHMIIETE ., ITRMIZZE, FEHGM/N AR
AL g A A, T R E AR R 2 TET L R
AL M TET 12614 7T LA AN ShmC, M i1 2 45
A FOEMT AR 283 11 Ze iy oh, ik
N b 98 2 T A R AR 28 R R IR T I A AT R
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DRLtE, % e 20 B TET 1R A7 - T0AT DA A va 97 1Y
—NE R . K AEZmITRNAs(long noncoding RNAs,
IncRNAs)LINC002402 fiifi i (lung  adenocarcinoma,
LUAD) G815 5 F. TET1R LA #ELINC00240/5
27 FIDNAFFEAL K R, SHLINC00240 1144 35k,
MR HILUAD R e 88 i, IR B 1E5-
TR BENE (5-fluorouracil, S-FU)JRIT ARG PIZ
PE. 3K T 45 e 4 i R AR B EMTAR K H I I 1 285
Jdee (R AL Be IR T Btk XEEALEE2(dual oxi-
dase 2, DUOX2)7 4 [f17% 14 4 (reactive oxygen species,
ROS)AJ LIMEHES-FUE FIEMT, M TET15DUOX2JH
)1 &5 5 180 v LB IKDUOX2/ROS/EM T 1 5%
W, S5 G I M S-FUBIUE™, 3 — KBNS

i BH IIS-FUIRIT IR L T — AN . MR EE T YAP
A FHippofs 5 ¥ 5 B TEADH; 5% K 1 4 Bh s
K, FEAPE T 2 s, TET1T R EIYAPHEREA X
BRDNA 2% AL JE (i it L e s 1) 32 225 X, TET
SECYAPE S () I b R AT R 6™, TET 1 AT
IR G BREAE FH U B AT DL RA JRRRE VR T 1) AT B AE AT
JH-Jes FE 2 000 R R 30 HH 37 2l FRTDNA R AL BRI, X —
A FEISETD2, H3K36me3, DNMT3BFITETI
i AME, BRI T DNAFZEWE 5>
PIREIR, HICGH = B IX ke 2% 2 3k, CG
5 O DO R B AL, xR BT REARRE T T
T IT B TS AR 22 e . T IR 1 e 5 VR 9T
SR T g iR PR Vs — K% 82 (nicotinamide adenine dinucleo-
tide, NAD VR o] LL4EFF TET1 T MERI R IE, MR
HTET15 T 2875 K 1 (interferon regulatory factor
1, IREDSE A LA IRFIFIDNAZ 34k, S8Rt
PD-L1HIZIL, R RAE T T 2. TET2[RkE S
FEE R AR R R E VIR, FAT B IR i A 1 R4 (mu-
tant isocitrate dehydrogenases 1, mIDH1)7EIH & &
W, FZ50HI mIDH1 AT EA(E3E TET2 < 14 3t 75 S i e
20 T R y(interferon vy, IFNy) K%, IFNyH] LLiF S
IR 24 PR T, AT 3% KR A B, TRNY BE T FH T4 &
BT, WA H TGS, T &R 2 S AR
SR B I AR AT VR A E AT R SR R T
JREIZ VR EL 4 Y (tumor infiltrating lymphocytes, TILs)
A 23 R0 8 i 4B 4 M (tumor initiating cells, TICs)5]
E R B Rk — B DR ER & RhE B s A R —4
FER RN FMIBAE AR 1) 73 B A A T UM T

SR TILs D REFEAS 1) = ZH K. TET22K3 v] LB 2
SR TILs I IR VG 1, 7205 HIPD-L1IGRTT 1 4
PERAT SR P A 4™ e 2 AT AT LLis s
P FTET2 S ETICs I B IRtk ok, Ml it
HCCHH A, TET2/ SIFNy(S Sk, a4
B FFIPD-L1 2L, otk B iz, H ik
F BT ET 296 M 0T % /2 SE A8 o 1% 7 ¥ 1) oK oK 3R
wg PO TET20 2530 518 2 IR IR R TS A%,
BIEAZR R . BRI B S REE
P2 % T TETUMTET2, TET3HIWITE/D.
TET37E27 4 iygg 28 R v (23 Fb s L. 75 45 i
o, TET3#GIUE B 5 45 B W 15 2% M A2 B 52 1 AR
%, It HTET3/E4S B 40 i 03 & 208 5 In 1 fm i
AT . DNASRG A R A KA. 7egp
B, miR-30d2 P S 40 FEMT (10 K.
TET3 M5 & R IE# T K 2 miR-30d7E K J& 3 X 35 1)
FeHIIEARIRZS 1 himiR -30d 2232, AT U6~ 510 658 40
HIETEMTY ", TET S % DNA FP 34k f) 285 B 4F FH A 5
BRI I 7 AR R S B YR T B

1.2 DNAHR AR5 R i B2 AR

BANA I 140005 B8 SR T2 T DNAH
FeAb I AE bR S B AR IE VR I TR LS, (E2E H
BRI R A YA 7 I 25 Mk e e Y H BTFDA
CLALAE (1) 2590 5- 280 20% I (BT LM ) FH S - 2 -2- it
A B PE AR, EATE ADNMTs#IH 7, 7T PAZE
RV R HE 5 WAL TEE, IR 2R YT B B8 57
H W0 LA AE AT I (4 PR IDH1MIIDH2 5848
SER-FRIEL R E, S TET KGR X &
R M AL ThRE, X E 1550 [ IDH /21 3508 AR &
HAEE G R R AT 5, #lan, Rbv e &R
IDH 1/2 50 A 5576 16 97 5% B B 2 R IDH R AR e i 98
£ IR R = 00 56 i T LB AR 4 1 s IR VA 97 R
DNA H A0 AH 5¢ 2590 B I PR AL #E 9 DN A FH 34k 1 42
R FEITRIEEAA R, RRF KRR ARRM
N R B SC 25902 [ 9 ANIE FE IR 32 2 EH AR

2 HAEHBW

Y4 L DR L R M R A 1 7 BT %Y, TiDNA
55 AR R ) R 2L A 5 4 1 % A e A L 45 4
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HIBET-1 B Fe4RiE, DNASR G4 LR 2R, 45 4 B
HIBRIEAE M BRI EEC . B[R RN BE N AZ G, BR A -
DNAZZE . DNA BEITZRIDNA XU T 241 Horp
DNA XU W7 2438 5 2 i A E IDNAS 2R TE 3
MHLA T N IX e DNASAG R A B VF 2 B
DNA# G ZHLH]. HDNAG K85 L s Z i,
DNA#HFI R ER B BEUSEMN KL, B4
JE A% 5, DNATTAE R AUH P38 2 (5 iE 2 5 7
7 AGIT JE A BOR A, ST 4R AR S 151
TEDNASE R R CHEE R, N 4 & B imiR
IRl 7 22 M DN A5 493 45 52 %5 T Iiogg o N B0 T80 7 308
Ao EERNE L.

2.1 HEHAPEMARHLFERT

Lt i — B DR A N 238 A% gk G
YR, i B ST ER R R AR . 1
1960EARHIIA, WFFCERM, 4R A2 —FiEE S 51
fEE BET, BRIV AR YR 2 R 2R
BEJ B, XL R BN IR R P AR 1 R R R 2
B, WEMWERNE AR EEBmN—M, RAE
19594E [f] Nature b R 3R, IBEFRE RAGFED T HHEE
AR E R T DR A IR, s, AR
HH AL, Al BEfRfL. 2R, TRARIERIADP
WM RALAE1962~197TAE AR k3 L BV B ARDNA
SERITE20TH L0 B OO K3 TR, (E i TR BR
i, MofE R RR R e, 21, &
FAEW RN R 9 F A I AR AL T IR S () 2
Tk, HEALBI A T BN B B, BEE R MbRC )
5 3 (writers) FI 45 BR 34 (erasers ) & 1 11 B 1 AN W7 &
R, 2 R AR S RAE AR ) — AN B
gy, BT R AR R T P DG, A AW
N-ifg & L IR A PEAZ AIMA AT, 3X O VF 2 B0 1R J5 5 14
BT EEE A IX B, XX I R A R B A s
BRI AR MR ARR) A, At
2 WL A R B I 2 4 B A H3 ATHA L iR R
U, R E R AL R R AETE A R T H3 SRS, 9, 27,
36, TORTSE MR TR BT 4, UL S HAM 5520477, 3 e fir o5
) FF SR AB R T LA ) G €00 SR () 25 AL R, 30 T 1R 4
BHERL, Z25DNANML SR, FR, A7 Fr) s
b, ZH B =W AT R ThRE AR 22
SUV e ah, 20 R RS R 1 2R AL R REFE DN A B 1
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R PRI SREKERT. B2, HEAPREAL
VBB AR G L B, TRV 2B id itk
fEEE R,

AT, dE R TR R (1 3
R, IR, BE A R 2 R R e e 2 F R AL 1 A(lysine-spe-
cific demethylase 1A, KDMI1A)FI R I, 7 THEA
FEAG AT, X — R IS KB A T
EA PR BT R, SE AR
VLA T LA A B s v ae ), I R AF AN
AV FDIRe. HATARYE I P A s R s, A
T LRI 32 B N A U R T L A I
HEARERR TSN, RIEEEA PR ™4
AigkR, HEQPEEBE S MHEA PR
W, HEE L PR NE(2). 2012 LAY, Bl
AR P B o 54 2H B 1 P A AR % £ i J TR P TG
RIFARHE. 20140, BEERARKBEREL, BFE
RARIE 5 YL 6 )i 25 (A 1 (heterochromatin protein 1, HP1)
ER—MIEHEO L EAED LS HE 4R
R BRAEAR NG &, HP 1 Coi e tr S5 M 3R e b &
AR FTHARINGG ™, X 0 B 2R (R AT RS 45 5 3
R E [P AL R R B AT BN 2 i (R 3R 08, HP1 AT
LS ZHEEH3S G, 456 SR BT e e i i
F3-9[F &%) 1(suppressor of variegation 3-9 homolog 1,
SUV39HI )2 A ek 7 41 HH3 M R Y bt
SUV39H /L H3K9 = H AL B R I, e
FI7E FH 45 v 7 S5 e €005 40 T 1 LA K% s S 1) 7 i .
TE YLt 5 (T FC 77 TH, SUV3I9OHTEHIH] 5 4 8 )57 [X.
I 1) 3 PR R 3k P R R R e A Y, i R,
SUV39H1{E NH3K9 = AL i) —F 4L 81 5 R 72
B, LA By g R 1 H A, [RIRE S 850 G £ ot n st A
LD ALAS R LARDRHE 40 FODN AR 15, ik i3
gl RS TRk SO T AL R IR A T 4 R T B A A
. FHL bk, AN zeste[d] RY1F2(EZH1FI
EZH2) &K E B dmbd 5 21347 T HER, FPolathE
B, BZHIFIEZH2 &3 B Polycomb ) i i1, W]
BE B TR L R e A G R S5 TR R T,
W TR B 1t — IR T P Fh B 1 R FE S hE VR 97 IR
H. B RIH3K27 = F40 H I 72 BEEZH2 75 1) 4 e
(prostate cancer, PCa)fIFL e =18 i IL S8 &
B, X BUREEZH2 A RE B SRR R LR . BEJR,
Polycomb % i1 I i 7MW 2 /% & 5 H (embryonic  ecto-
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Figure 2 Regulators involved in histone methylation and acetylation modifications

derm development, EED)A A\ Zeste12 [F] Y547 13011 K F
2(suppressor of zeste 12, SUZ12)5EZH2AH A H v LA
VA T H3K 27 = A BE A DT 8 775 e A AH G 5 P 1) 08,
KIAE T EZH2 A 40 8 1 F AR ES I T 2 5 e iE
A X ONEZH2AE AR (VAT B R TRl
fi. AR, KT EZH20)8 7 AE A R g vh AR F ]
REe ANl AR ). EFLIE T, EZH2{E k3L
Ry R FBALS, T AR B R T, EZH2 T REAE
S B A 38 P PR A R T AR AE . BZH2 B W R
1EH$E7R TH3K27 = B4k n] REAE AN [R] i 40 i B
BRI HAr, KEHE DR R T SR 7k
18, 0, SETD2EEDE (1 ik 2K R AR 2 5 VF 2 1l R b e
(R R A, G R B 7 BH 4 e s N A% Sh 2. SETD2

I FH3K36 = H H: Ak 7] DU 1 DNAFS AL 2 & (mis-
match repair, MMR), 1X T L {E HSTED2 3 [l Ht 2k Al 5
AR IR R AL T BT AT B AT SETSE M
HH2(SET domain containing 2, SETD2)n] I{E N4
A H3K36 = AL F AL 542 i 2 5 20 it 1) ()5 12
5, SETD2n ME#FCAR Iz & EAMEEHEA
(CTBP-interacting protein, CtIP)F]ZE4E e #E45 15 4b
HIvIkk, F8E & A A(replication protein A, RPA)F
RADS145 #7155 DNA™. 40| SETD2 7] LA 5 $H3K36

SIEAL R, AT S B SR 4 BT T
SETD2/ T IFH3K 14 = H E:AL 7] LU RPAR & W40 5

FIGetafii b, /e R HiE 744 Nt s LA E
A0 ATk AR FE AIRAD3AH S i i (ataxia telangiec-
tasia and Rad3-related, ATR)fJ¥I%E. ATRIE N—42
L DNAK Hill RO NS (%05 1, REm etk
R fFase u&ﬁ%mﬁmmﬁﬁﬁﬁ?MEﬁw
SETD25| 2 (20 & (1 H 54 48, ADNATR G 12 EIX
— R R MR IR VA T IR T IR T B g ),
€ [ 2K iR ER T H0441 (distuptor of telomeric silen-
cing 1-like, DOTIL) M =44 #% ligid i fi AL H3K 79 F ik
25 b Rz - [0 7 4k 0 32 DR 32 3k M T 5% 0 45 B R e
(I R Y 77, X TR B DOT LT RS R4 B 1
—MBAEIRIT R, DOTILYE AMEAL AL T H3K79H
BAAB I 0 R R, R B H3KT79— A
o ZHSEEAN = B, ARV 2 RE A L
Fik JiHP) DOTILX TDNAH1E S KI1E F 5
Jieo e 4T e P i 24k, R T 1Y v A A 5 R R T T
JEAS AR SE. T4 T HAKO FH 3 A 3K 50 i e AL,
7R, GLP/G9an] i i i Ah H3KO H JE Ak 52 1 AH O
BN FRIE T RAE B, £ HE T, GafIGLPS
s g it 2 H3KO F AL, AT 51 & iR 4 e 7
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AN L g AR, 2R R B WG OafE (i
0 A R RD R R ) 7 T L G E . el B 4
11G9ar] L5 RPAM BAEH, {E#RPARIRADSIEE
DNA, X—HUHIEdE TR A7, G T %
YN BT HET, X LR R AT B4R I R
I UL T TS 2R, GLPAEAL THAK 1 6me 1
B AT LS EDNAIRG B R, i e 8 4 i 1 473
U2 RIS, I E G9aRIGLPAMY 1 3 4 2
H3K9— F LA FIH3KO — W54k, 17 Hit 97 5TH3K 14
— HEALH3K 14 Z H &AL, X Fl7REH3K14 4L
FIH3KO FF 5 A4 75 1 775 5 [H] 22 a2k sl o8 76 7 77 1D )
e — RIS XAE Y™ GOaRIGLPR T2 o 5
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R AR TR A R S, R Rt
KRR, B HMTAE AR ERIEE T
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LB AE fip Rk 88, F B2 5DNABGIBE, &
J I A TR VA T R PR Y, R RS R T AL e R
1(protein arginine methyltransferase 1, PRMT1)/& M ¥
RN B A R R R P R, e T LU
PR P TR R DU 1) B0 5 A AT AS S R 1 ) — P 3
AR PRMT AT DA AL 20 25 T HATE RS S8 b 1A R
FR I Fe b (H4R3me2a), X3 F A& 4 S0 b &,
HAER e h], AR EE. DNABUGIES# S
SJTTH A EEAE . PRMTIA T LA S HAR3 A X
ok R Bk B2 A2 37 S0 - F BRG 1 (SMARCA4) LU it
W5 K A2 K R 52 44 (epidermal growth factor recep-
tor, EGFR){& 514 51 W45 B pifeyr 251, 3FH
AT LA FEZH2ANFR = LR FEZH2 5 SUZ 12
(44, IXIGBR T P16FIP21 8 5T AbfH3K27 = F 4k
T E SR MEIP1ORIP2 1 5, W 5 S50 e 41 A 1 8
SERN iR 1 A F 7Y, SRR AR PR L T B AR
FIRIT A PEN T 2B . [FIREHb, 8% (RS 2R 3%
R 2 (PRMT2)7EGBM i i %634 91 548 B TS A
5. PRMT2 ) PTER B 2% % w1 GBMZH i i 4 A A=
R J5R TR 240 Mo - 4 I ) RS, T R i
S K. PRMT2 St H3RSANKTFRIK — FR 34k, JLAE
Ja BT RIS BT E RS A E A R A bric Z )
M, IXTRURF 78 N 1R 2% 1k e S 88 (Y PRMIT 24 [ ¥ 7 42
HETE AR, LI, R R R R T AL
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FERE3(PRMT3) A2 FLIARIE AU AR Sb . 1 Py B B AN % 75
() S R -, FIPRMT3HIHIFIA ST 7] B S fh i
B RE /1. PRMT3A] LLE S (E HE 41 & HH4R3AN
HoF R R AR T P D S S, A R (1)
RIBEFGIY. WIRED, PRMT3E /N T3 7))
e R — R AT S FLIE A T T L R AR E R
FAL L FL EEA(PRMTA) ] LG 4H & R & R 1 2 >
FAA B ER, BREEEAH3EE2, 17, 2617
REEIR, HAE 2P R LT HE PO BrhRg h 3808 7,
wmar st st gml Y% BERE
TR S AL F5 AL Blg S(PRMTS) (AL HAR 3 A X Bk — H 34k,
T 25 e i s R A1, iz, R
R AL (A Sl I SEAE V22 2E an i st FE v
ECOCEREE F, BLFERAIA A AR s . DNATR IR 4%,
FEAT I 1o R 55 88 B AT R s A oY
A, AR 25 BRI SO T RE R VA T i [ AR
B G ML A 2 H IR T TR s DAOK,
VFZ M B A L ER ARk R L. B ik, i
F 2 H A 5 TR TBOA T BB (1 5% R I
S AR 9 R e PR AT BB PR I — P iR R AE, LT
DA 3 3 R A 75 5 DR I e (1 2R, B e R
zZ2etE, SEUMREARAPTLIT 4. el —
ol R BRI 5 IR T4 1 7 3R i e Rg 1 Ak R
SRR LA R A 5 5 R 7 10 ST R R s Y A
b5 AR R 25 AL R 6A(KDM5SA, KDM6A)%:
i, ARSI R ALY FilE . KDM6ARIKDMSAYE
R E AHIK27 2 ARy, @i BHIWTH3K 271 F
FEAK, R S I DR 1) 2k AT s ) r JRE 44 e 1)
B g R RN TR AR
AU 20 8 1 B R 4% R RS R VR T T H
BRI 1(3R2).

22 HA%EHIBE R RERT

E LR A B R IR, AR
s 4L R B SRR X5 K R R e, (H
WA T T AT AR, RSO R B SR
HEFREE R IBRLARAS . 2 E R E
WA —Fh, FLE N QB R R 2 B A R B LIRS
fiff(histone acetyltransferases, HATs) M2 &% (4 2z Z.BE1L
fi§(histone deacetylases, HDACs) 177, P FH G 1A XS F
B SR IR AR R LR, 415
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EZH2 ZESTERIJEY)HE 5% T2 H3K27 T g LSRN
EZHI1 ZESTE[FR PRI 55 11 H3K27 - LS N
EED MREIMRE R B EA H3K27 EEES B DR
SuUZ12 A Zeste 12 [F 54 140 R 72 H3K27 B PR
Y AR 2 B - R BN - P UHELE . EIE. 4 =y
R GLP/EHMTI s H3K9/H3K 14 T LESSTIE
G AR R - RN - YRS, EHUE. 4 .
G9a/EHMT?2 P H3K9/H3K 14 T L2 RN
SUV39H1 F M K 73-91H R H3K9 - S G S G S TR
SUV39H2 e i K F3-91R) R42 H3K9 - S Y 8L S T/ SRR
STED2 SET45 Mt 72 H3K36 B 4 E RS e O
DOTIL sk TER TP AL H3K79 B3 RS e S
PRMTI BRI P L R B H4R3 SEHME . FLUIRES HIREGFRIS 5
PRMT2 AR ER R LB R 2 H3R8 2 I 9 HE EE MRS
LB (R R T A PRMT3 B AR ER T E R B3 H4R3 BN YT PR RS
. H3R2/H3R17/  WUHIERSE . FLARE . -
PRMT4  MREREEIR T F s A4 ARG A e T
PRMTS5 R AR R I R IS H4R3 45 H e B i
kpmia  HE mﬁﬁﬁg‘g{f‘%i PR H3K4/H3K9 - LN SR S0
HEFEHEH I KDMS5A s E'*’ﬁﬂ%?}ﬁf PR H3K27 - L5 eh
KDM6A HE Eﬁﬁ%ﬁfﬁi kA H3K27 - S E

H LB TGt B B SRS o B, B4l E
F R B R K EDNAG &AL S, Mk
TR AT R R Y RE. HE A R
PRI 1) ZLBEAL 7T LU 32 S R e ¢ R (S BOR &
BT SR g R SR B DhRe, 4R B LB D) REiE
AR A A pHAE! . AR, YR
HR A PHAE FEAR I R I, 170 [R] 6 B 4 2 ) 20
KPR B AT e 1 5 3 Ml R R AE A AH B oR
. M BRI 2 H R A LB S E R AE 1
FHFAER R, I HATS ATHDACs 1119655 7 g 1%
TEIE SR VR TT T IR AR R SR

HATs 3 ZAHE =AFh2E, MYSTH . GNATH
JBEFICBP/EP300, &5 1) 8 fEMarmorsteinfll
Zhou' "y SC B HEAT T ERVER. VR L BEEER
lf6A(lysine acetyltransferase 6A, KAT6A)JE TMYST

R —Fh. WFFc M, 99 EUE P IKAT6ARIE
I, KATOART LA 0 51 535 41 f 1) 14 5 Re ) FE 14 5%
HHHIAARIIRPTYE, TOERKAT6A AT DAKE findes 41 i 5 it
BB, A BT 0 S e U BT, e
0 o 41 B (1 2 BE A B A i BIE A E B4 R fECBP/
EP300. 7E K& MR B3, p300A1CBPE: Al 1 f44H
RO K IN, I HrsiBrp300FCBPIE K B /N iR 5 &
M2 Ra > p300/CBPHE A Ay J 5 i figd ST Ak [
KRR, RegE IKBIH3K27 Z Bk 1 58 55 5 R T
fRBEEE LS, SEUMRTIE R B ki) A
BRI, —LeRE A R, HATsE A WE M, BRI,
HAE R A, HATACE A 61 2 b TH 2 OhE
BRI, #HSRERA RIS A 5%, XEV ZEAL
Pt (1)~ 187 1 Je g 1) i A 43 B L. HDACss& B
H5HATSH R I REMIEE, fERE R RIEEZMZ
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FERIYE A (E12). HDACs 324 USSR, R At 14
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HDACsA &% T2 85 AL s AR e 1, R H R
FEARIE THDACSE FIE A A+ 4> a3y
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HDACS, FEATAMut%, BT S M 4u i i 1
BRAERE A P 4 —2KHDACs, f#EHDACA,
HDAC5, HDAC6, HDAC7, HDAC9, HDAC10, #1E
S Ao A2 Az R R AT RE, R E R R R
I B ) R 04k, 58 —2KRHDACs, H5SIRTI,
SIRT2, SIRT3, SIRT4, SIRT5, SIRT6, SIRT7, 415
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HAB K HIHDACsHI X 5 3 278 T H Bk i 4 1 AL
#1"Y HDAC11/2IVEHDACs/) & 7, HDACI1H[fg
TEZHERARMRGEN Y. wE3pR, BT
SIRT1, SIRT6MISIRT7ALT4ufatz A+, KLDNAH
77 16 B TAF = E AR ESIRT1, SIRT6FISIRT7. SIRTI
FEVEZ B (AR . WRER . TSR . . A
JRgE . OPEE. BE. 45 R B ) bR IA 1
I, AETE SRS R (B e TR R D, X i
B AR AN [R) e v ot 1218 B I F AW L mT A
AP STRT 6 4R 3E e A7z — 10,
SIRT6[WI5 /b 2 G EUM R I R AR 8, Z 41 SIRT6R
BRE/N R AT AR I i . RN DL R 2B T, I
SeRT R R, SIRTOE S IE (1 & 4 R e vh R % B ZAE

5 &1 LI &S (LES FEENL e
KAT6A WEIR LI EFOA MYSTE K - L o
KATS5 IR L A6 S MYSTH! 5 i - SR
KATS W R L B R S MYSTR K - S SO
HEH LB KAT2A R LIRS 2A GNATZ i - T RWOE
KAT2B BRI LI 2B GNATH - BSOS
CBP WAL E A CBP/EP300% 1 - B SE
EP300 EIAZS 48 AP300 CBP/EP300% i - SR
HDACI IR A% OB AR % 1 2XHDACs 1A% A
HDAC2 HEE L WA %5 1 25HDACs 4 A% B s
HDAC3 HEEZ OBEEER3 % 1 25HDACs AR Fe AN
HDAC4 Y128 11 i 2 1 5L g4 % 11 XHDACs T HAZ R 0 T e A
HDACS5 H IR B B O BEHEEG S % 11 28HDACs 28 A% AN 2 L e sdm
HDAC6 I E I LB L6 %3 [ 28HDACs 21 0 A% AN A A
HDAC7 HEE B B EG T % 11 25HDACs Y1 A% AT A5 S|
HDACS HEE N OBEHERES % 1 25HDACs % R AM
HDAC9 Y128 1 6L Z 9 5L 9 % 11 28HDACs 2 B A% 041 B R s Ami

A E T y s X .

HDACI10 L A ZBEREE 10 43 I 28HDACs 41 A AZ AT 5 AN
SIRT1 N R4S #1125HDACS Az A
SIRT2 DU SR A2 HEIZ5HDACS 44 i J B s A
SIRT3 DI R A3 % 1125HDACs LRtk LS U]
SIRT4 VBT R4 #IIZ$HDACS LSRN e sgAmi
SIRT5 TUERIHTT A5 #I2$HDACs LRtk Fesdm
SIRT6 JIBRATTEE6 S 125HDACS 4 A% s Am
SIRT7 TUERIAT AT #I25HDACS 4 A% B A
HDACI1 PR AN B 11 4 IVZEHDACs T A% R AT A J5R AN
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H3K 18112 Z.WEAL R B, SIRT7H 324 3 Rl (1l 2 1k,
S RHE R AR RS A UL SIRT7AEREAE
24ia T A HE B TIEE. S-FURITIE I ANZE
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553 25 L e A 0] TS T BRI TS e 4
M4 B BET 38 42, 3 I RS O SIRT 795 14,
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EFH B 250 i, SRESIRTTIREAE A KR TE
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23 HEHCEBL R RERT
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Iz B R B B BRI, B A A
PRic i R I, et R A G R I T20114E, 3X T
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9, W RES SR B LT AP, 48 E LA
RN —FHE BB, FLREHEE R
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Progress in the research of epigenetic regulators in cancer therapy
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Epigenetic modifications have become key factors in regulating gene expression, maintaining genomic stability and regulating the cell
cycle. In recent years, tremendous progress has been made in the study of epigenetic modifiers involved in cancer development,
making it a promising prospect for cancer therapy. Here, we review the current status of research on epigenetic regulatory factors at
home and abroad, highlight the key roles of DNA methylation and histone modifications among epigenetic modifications in tumor
therapy, and discuss the relationship between epigenetic modifications and related regulatory factors with gene expression and tumor
radiotherapy effects. Finally, we pay special attention to the prospect of epigenetic regulatory factors as future anticancer drugs.
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