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Abstract: In eukaryotes, as a common mechanism of epigenetic regulation, DNA and histone methylations mainly affect chromatin
structure and gene transcription expression, especially in gene expression regulation of mammalian cells and maintaining genome stability.
This paper reviews DNA methylation modification and its role in gene expression regulation, gene expression regulation mode, function and
research progress of histone methylation modification, as well as the interaction between DNA and histone methylations in epigenetic regulation.
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CpG 55 19 H A DX A R A TR R vt 3830 A7 7
YRR 5 N, DNA B L 54 & s i#E A
MR, WA Z A 2 H S IR R
HrhtufEHE A P AL, aBfbRz Rk, 2 A
FERW, Q5P A A LIRS 2 DNA
AR iy XA ) R ) A O3S T A%, T 4 €5 o o
AR R 2R 1 Y AR S SCRTRESZ A DNA H B
et
1 DNA REMRHifE
1.1 DNAW EAui-46 % K o

DNA FREAb I — Fh e ISR A ELAZ A ) RE A 2
LI S S R B AL B, o 2L 3 rh [
FER Y EEE T3, TR R e AR O AR G B
,f/EJEH [6]0

DNA W 3t # 3 [ ( DNA methyltransferase,
Dnmt ) HAMEAEFYERFME, HE2 APk
B, — P DNA 149 2% AR R A A2 W AR, T AE
DNA HUSRECRE WG A HEAL T #R A A W B, FROHTAE
AL, J5—FhJE DNA L —ZBEC AL, T
Ty — SRR EAL 1Y DNA R Ak, X Rh A AR
OB AL X2 T Al R AR B C5 i
WE LR 2 5, BEHETE S- B H A R
( S-adenosyl methionine, SAM ) 1 & B & {3t {4 (% A
BT, MIMEE LS S kIR TR R L T LS
YAt DNA HEEEE LT 48538 domtl | dnmt2 .,
dnmt3a. dnmt3b 1 dnmt3l, {H H A& dnmtl. dnmt3a
A dnmi3b = A EAT FEEF A TG PE . Dnmil Jyfpsk
P ILECREMG, & E 2225 DNA KB & sk n)
SE4 H EAk, dnmt3a A1 dnmt3b 325 2 5 Sk H 3
Ak, b dnmi3a FELL AA0HIE R A7AE L e
A AR b, A e Py Y R A R R 5 e Rk I T
AN, IR 29 L dnme (DR IE B
KA, KR E TS DNA Sk 4k
H DNA LA RGeS S AR AN . AN [R] L]
[k 0 e —Fhist e {5 B, DNA i34k
BEFT AL 25 5 A, AT L3Rk DNA BYE 41 K-
200 e R PR AL 9 Y 3 B D DR 2 e T PR AR
B, DR AR B A 3R 1k DT 532 W) 3 38 4 A Bk A
i%j\i [11 ]O

1.2 DNAWHALL LB R AR

DNA HEb A R AE MImE e — BER - S IERS
(CpG) FEE CpG A% T ER A 114 114 R s e 53 L 1 e it
T EI—A 3 (5mC ), HIhAEE =22 mE sh
T DR SR AR 7 S FR Ak, PR e A S PR ek 0
P L BT I TR RN S G 8 5 ) A T A T
ER. M2, SEFEAHE S EHE R 5L CpG X
B, BR CpG &, HIEHEE )7 RO Ah R A
K, B EA B The sk, HARR SR X Sy
HALGRNTTBA X, WA EAE L A
FEH] DNA HLAL)E sh 3L R 74100 & S BOE R TR
LN A L B N A s AL L Rl R
b5 RNA RE[HA O, #zXk AR L, RNA
RAEMNWICHES A sh F456, il H i3k H iy %
SEAZ B, FIRWAZRE W, BLAME— LA
Jifes Az AR H, DNA FE AL K2 & A AR (b I
Wi L PR g e ik 1L R TR R R R Rk R A
CpG S H S8R T, — M s 719 DNA HILfe
RS G HIE P2 BB LS 2 0 RN b3 il g
CpG 1 H J Ak 22 53 DXl 1 R 55 2 1 4 H A SE R TR,
LI DL DNA HEAB AT ENIE#6] IX. (imprinting
control region, 1CR ) VEEE, LR B Sk 7 B,
XIS TR T O BT R, DNA F g4l
1 A DRI AR 1 Jirt DRI R 20 2 v T B St 2 1 ) DA
sy 7 H LR R, oI5 LU 3 A7 (1)
R s FIX R A AL 5 (2) R P s S R
A IR 3R TR IE 5 (3) JeaiRgstl il T2
£ DNA JF A0 T ARG %%

dnmt3a Fl dnmi3b FZAE & A 6 H SE 1L T,
1M dnme ] W2 4ERE LA IARE . BFRERIT S- i
B 2R SAM Il DNA B 55 45 44 38 i 285 & i ok
dnmit3a [HEAL, N RugiH 455 F 2 2 SR
SENL AR A A T, H ¢ R A
HIEYE, PTG AR B A TR S IR T e
JRE I, LR B S SR R s s b Y R
dnmt3a SR . & . KIS & %A 7
TR . KREBOLH 4 DNA BYAEH AL S REwI IR
WrBch o, JEETREA B e e . DNA H3Efb
WEREREAREIEHE T domida WEARIEEE
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ARAk, S I 35 DR AR oAy v PR SRR, o
BRAH S dnme 2 J5, 96 40 I A% B JEARIR S L&k
SIEH, BIFEMR T DNA B LR el i 5 = 3
RS, B Read Fak A L TR A VR )
miRNA T3 58 ] dnme3a SRR A0 M Y 3 e 120
FIIF CRISPR/Cas9 & [H 4 1 457 AR B dnmi3a B )5
S (KRR T Rk R b, A KA
FeARZ B, AR, @l #S7 DNA B 3L
FERL N dnmt3a BREE A CHO 40 i 28 W22 21 i B 24 2
it X B B YL A9 CHO 40 i 41 86 11 Rk M e 5 A
B 2, WA BRI R IR dame3a X CHO
HEK293T 4 i e AU 15 1T, 23 R AR H: P 36 Ak Ko,
{H 2 % 3 76 A IR L R 5T TC AR VE T 22 7E CHO 41
WL, dnmi3a 5 DR A RS A T 200 i A= K TG 8 5
(A2 SMERE R IR 5 XS T HEK293T 2 ik
Ui, dnmt3a F R A] GEXTIX P 5 1A AR % B EAE A,
TZEE DR Y R R 2 T SO R A K S 7 A R AR TR 1)
FERIKOPBEAIL
2 HAERHRENK
2.1 EG T RS R L o h

TEEAZAMIH , DNA AE7E T AM i i et s,
R/ IMAC R Y €0 SR B S5 RIS BE R JEAS BT, 146
147 AREEXT () DNA FI—ANH 8 /R IRGL N,
A —> H2A-H2B U B (AR WA~ H3-H4 — B 442
ALE M N A C A mp MRS &M, ke
WEiL . BERRIL. PRIk, BEELEANZ R4k 1 ix s
el SR ABARTRT LAIE L 5200 5 DNA 256 1 21 88 11 R Ui
14 FEL A R 2 A, DT e 2 e £ RS AN L IR 3R ik
YU AP AL R RS SRR B —, mAEA
HH JL % 2 8 (histone methyltransferases, HMTs ) 1
Ao PP 5 B 3 20 2 11 1 H3 1 HA O 2 IR 3 |
VE R B P A G PR S il AR, 412 1 A 2R
FRILAT AT LAEA TR AL . U SRR = H b
(3500 mel. me2 F1 me3) :2510
22 WMEOVHEMLSAE AR

R A I SRR A . 4ERF LI 4]
MRS R E EEAER. —Bokil, HRL
RAEAEAN I E LR R b, ol iR Aok 2 R
R AL B SE BN 12, B AL B P LA,

TR SRR R B RAE 0 BIEET L, 4ER
H3 1 H4 (9 N 5K 3t & % ( H3K4, H3K9, H3K27,
H3K36 Fl H4K20 ) 1) 5 ML H 34k, DIl
M1 H3 BRI G5 F 8 ( H3K64 Fil H3K79 ) Ay 5%
LI AL E AW REVE A (1), H3K4,
H3K36 Fll H3K79 #A 2 iEikbric, e st
JoT P BRA SR A S I X 38, H3K9. H3K27 F11 H4K20
PR R IDHIRRIC, -5 TR 3 R ek vk 4 1
Yeta A 55 1, H3K4 HIEILTERSR 71X . B3l T
DX G SR IR S, (TSSs ) & 5, 7EI RN
H3K4me3 435 5L PR3 3k R A 5 fy kg A LAY
HEFN 73 2 H3KO A 5 J5 R B 18 i S
RIS A 56, H3K27 B JEARIE 3 WA k& JL R
HlAbRAE, IS 2 FREsR FAE 4, H3K27me3
X S 25 DR A 00 7 e EE D0 HBK36 T kL
3 BB DA A R DR (] I DR A DX R T A I
TENZEAMME T, 1 H3KO H A FIEE 53 S (i () 41
AR PRI DG SR SR e i i G o RS . AEE
RIEIX, H3K36me2 ifs 1] LIFHZE dnmi3a K ¥E DNA
FH AL I 7 ANk, H3K79 H AL TESm D X & 4,
FE G IE ML SR G, HAK20 Y BLAL 2 2H 28 18 1 1Y)
ARG Y, HAK20mel FRiC 1AL % 5L K Y 2 T
X, FEAEANM 2 B P A R R ME T, 2
i 41 ¢ B HAK20 H L4k 5 36 R 24 A2 2 % . DNA
WG RN . Yt R4 . DNA &R MABIEE A
S RESRUL, L AR R A ARG R
B ARG G A VR

K 2R WAL iR B P ORI T R B
( protein arginine methyltransferase, PRMTs ) A9 i 5
WAEAL, T B AR AR A5 P A 2R B B, (HAR
P AR A AR S T AL (PRMTL,
3.4.6.8) AXIFR I EAG AR 11 £ (PRMTS. 7.
9) XFx —HISLAE AR 7. H3R2, H3R8, H3RI7,
H3R26. H4R3 #il H2AR3 /& £ %1 /Y & P PRMT #
v, AH DR 2008 A X R B E X AR A0 T AR IEAS
[ 1 e € 50 DX, N 2R R S e 0 o 45 4 e
SR T REVE ] Z AR T oE . Ak, K&
% H AR 1 — AL TR Tl 2 e Y Sk, Xk
A DR R 422 ) Dy e A2 BRI, AT AN 2 G 8 TR B Y
— R ZE R AE D P Yk PRMTI S %R F AL I
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H4R3me2 7125 JLA~ ER 3 5 5 ] (9 5% s% B0 A,
FH HAERPNRT T i1 H3 F1 He LBk bRic i TF i &
JOFC 8 o 1 S R AR RS T I R Mk

PRMT5 %R — H 34T, HAR3me2 SIS 51T
20 H3R8me2 Fl HAR3me2 £ ¥k 3iF B LL DNA HI
SApAR s R )7 A DNA JE s s 7,

®1 AECREEBEREEAZER LHSROBEAAS

Table 1 Targeting sites of histone methyltransferase and its lysine on histone

Lysine H3 tail

H4 tail

Setl, TRX, SET1A, SET1B, MLL1, MLL2, MLL3, MLL4, SMYDI,

ke SMYD2, SMYD3, SET7/9, PRDM9

Ko Clr4, SU (VAR) 3-9, G9a, SETDBI1, ASHI1, SUV39H1, SUV39H2, G9a,
GLP, PRDM3, PRDMI16

K27 EZH1, EZH2, G9A

K36 SET2, MES-4, SETD2, NSD1, NSD2, NSD3, SETD3, SMYD2, ASHIL,
SETMAR, PRDM9

K79 DOTIL

K20

Set7, SET8, SET9, SUV4-20H1, SUV-20H2, SET9

2.3 H3KOW At L5 A &k E s

H3K9 FHIEAL R 3 sl AMRIPE T, 5 S5 e
CIRIIERL . X Y RIS K2 Rb A5 14 3L PR 0 i) 4
A5 PN H3KO HIEAL, HEBIE T H (L H3K9me2
F =W 34k H3K9me3, 38 & 5 J5 D5 90 1fi] i S e £
JETE AR ), H3KOmel 0 7E 5 3 14 35 R AH 2 1
TSSs J& FEl 9k 4 0 %] '“°', H3K9mel F1 H3K9me?2 [l
I A7 T 4 i BT A2 A% o, 1T H3K9me3 (W AE7E
TR . EEL Y i, LR H3K9
W 5L 5 %% Wi -SUV39HI/KMTIA . SUV39H2/KMTIB.
SETDBI/KMTIE . — 2K G9a/KMTI1C-GLP ( G9a-like
protein ) /KMTID F1 PRDM Z ji% H.76 AS [A] (1) 4 L 7
PEFISRIEDN , LES R B A b R VR T2 Suv39
( suppressor of variegation 3-9 ) N E I H3E 9 (v
o S R 1) H AL 2 A I TR 1 3-9 Bl R IR A —
BB 2 85 P R P LA T e 4n
L suv39 TEMHEL S P a] 23R suw39h1 F1 suv39h2,
Al ff H3K9 —H 3 b, = H Ak, WM fbie =
F A 1 H3K9 & B v 4 i 25 11 1 ( Heterochromatin
Protein 1, HP1) f53AM A, suv39h12 W5 H —
At gk, EATRT LARE hpla/p 8% A B dE— 2
5L, hplo/B. suv39h1/2 A1 H3K9me3 2 [0] i £ &
HAEIHRE T H3K9me3 7657 e (05 KR
Suv39hl BN K25 A r Ty =X, 2R A A

JE 0T B 5 S DR 140 Serdbl 3 HEAE W Y £8 5 IX I,
RAFAE, J2ME—BEfAL H3-K9 = FJEAb Ay e ()
PR HMT, XA RO R BIR @ RbiE, %
B Setdb 1 7 3% 43 3 IR 3R 3K 1) e SR UL BR AN Ry il S et
FRIEBR fVE T, 5 HPL R A ] T KAPI
TE S Y R 0254, 3 H3K9me3 A2 i ', [a] i
Z: 5% K DNA B st R~ Je o, st
D SR R R T e @ X 1 SUV A N
G9a, MR YL o i 24 & (A R N- LR 2
( Euchromatic histone lysine N-methylase 2, EHMT2 ),
RE BE s AL 2H 25 11 H3KO — H ek fn — B 3fk,
AT Ak 20 2 11 H3K27 #9 H IR AL s 4 ) G9a-GLP
FE AR R IR IRAER, a5 AR DNA
ZEO TR A E A AR S R 3 1 Y,
7 H3KO (1 LA A — H 3k

A1 2R B R P 3R Ak th SR S VA G . LR
SRR RS R e MR dn i, i b A R Ak
FEEAEH . I, X8 A H B2 g or B
A EEMIESFIGIRNE. 755 At ATk
RNA # 1% Suv39h2, H3K9me3 (1 & 4 F i W % 1%
I, BELWT T 5% SRR 5 @IS Seedb2, 'S 40
ff b i L R R R, BRI R A . TR
TR B ERL 2 AT L BRI K E b
S Sup39ht H PRUAT LA RSN RS 3 R g ik
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A BEALE A5 i NS s Hh e A P An 350 B IR A 2k
LTS AR T A, FH suw39h1 FN HDAC 30116 51
(IR A YA 97 76 I AR AE 3R 7 LA e
WA . Setdbl 5 AT E DNA FY L6 B B 1A
%, 5 dnmi3a (FEFIRNTFI0H L ) F ik 2B L HE
5, O] mbdl 5 setdb] FHEAER, T LIRS
T DNA H 340 g7 7 17 &2 R I A H3-K9 —
HEAE R ), A — ST HGE T 2 B
A WAL LA 2 B AU B E AR 53 s 12 h i R
A, EAEHLAI) Wt BB, setdb] & A BEIR 1L IF
FEAEIIHIVE R, M2 H3KO FE AR ki 4 ] 1
PPARy X H H AL R (930G, X #B 2 H T WntSa 3
& NLK ( Nemo-likekinase ) "3 7 il 5 45 i 98 25 —
SO R E TR R, A serdb] JE R AR B
X AT RESZ T setdb] REWSAE HERE AN A= 1, SR
AR 22808 . AERE ) . R RE LA kEE
T serdb J5 BEWEAE 7 69a RN EELU
W FETERAFEAE, TV G9a W AT Je8 240 g 19 A
Ko, bR bR P 4 R 4 P 6 7%
3 DNA REWNSHEHEgRENHEIER
MERE R AR EZEY D, HAEA Pk
1 DNA B AL # SRR A O, RHEHEN
H3K4me 52 Fl H3K9 H 34k, H3K9 H 34k 1) A&
A TTRE R DNA HUIE(LBORGEE 0 BTS2 £ W] DNA
FH A0 TT B 7 2 R P 2 Al R e B VE T,
FAL ) CpG #EH2E H (methyl-CpG binding domain,
MBD ) gl £ CBHLEF E SR E, Y ek
R A A, R Ak B 2 R R g T 5
4 DNMTs, {ii 2L R %32 B Am ] 100, FERF 9 P 2k
CpG 5B MR ZBL, BT 5H AL CpC — 4%
HRRFF LS G240, XE AT S ZFORF Y
BRSSO E AR B4 E A
R R L EE RS, 1% DNA F 3Lk —#FE, H3KO9me
A B 5 S 0 % S R 3 5 O 1 R 5 TR A S g
5 XA 0610 Suw39hl/2 3 1 AT G E
H3K9me3 7£ % 2207 J) [ 5 4o £ 3 | 57 DNA F 3
AT 6T 0, Dnmi3a/3b it 5 HPT H A EAEH
B3] H3KO b P Qe tafih, X # 1
KR FZIHFEF MBD1 & Al setdb] H L5 R il

DCFRH A R A P 5 i (I 2 €20 J3 20 252 1 ] H3KO9
AL IER L &, B A FE DNA E il e 7
et 5t H3K9 HIEAL I E i b e 5 S
Dnmt3a/3b 30 33 5 HP1 B 2 A1 B A i 8k 4 25 5]
H3K9 AL S e b, HPL il g il
H3K9me3 %5 & [6210 Dnmit3a 8 7] 68318 i 038 & A
MPP8 554 Ye o A & H3K9 H ZL46 RS G9a/GLP
FHEAE (B 1),

() 5mCpG
E 1 DNA 5 H3K9 RENZ EHEEIER
Fig.1 Interaction between DNA and H3K9 methylation

¥ H3K9me3

4 BEERZE

AR, VF 20198 & B DNA 3B f 4l 285
Btz S PIR, RATFHZ#fEF CpG H KL
AR ey g 7 A A DUk Ak AT . DNA AL
5l B A A U R H3KO H ek A Zs &, ek
TAHIFE PG SR, XX e M AL A 1 2 (]
A EAE R BRI AN 4 Th, B ok EEMP T
BERETRN T AR RS AL VR TR R 1 00 T IR AR e
FEDR 2 X3 T 5 9 LA 20 85 11 R DNA B A AS [F)AR
A5, DNA FIJEAL 75 5 Hfh2H 28 P8 i 2 Tl I 2R

& % Xk
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