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[ Abstract] The unique patterns of epigenetic modifications appear in mammalian oocyte development.
Establishment of these modifications, including DNA methylation and histone modifications, is a complicated but
highly ordered process, which is crucial in terms of oocyte maturation and early embryo development in
mammals. Therefore, dissecting the mechanisms of epigenetic establishment in oocytes is of great significance to
look insight into the principles of reproduction and pathogenesis of related diseases. In this review, we delineate
the distribution patterns and dynamic landscapes of DNA methylation as well as histone methylation, acetylation,
ubiquitination, phosphorylation and lactylation in mammalian oocyte development represented by mice and
humans. Meanwhile, we present a summary and discussion in the matter of the potential relevance among these
epigenetic modifications, which are regulated by multiple factors related to biological functions.
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IR N 2 TT AR s PR - R [l )
152 DNA HIREAR LR 43 B A R R] 4

Higher order folds and loops

E 1 DNAFNAZEHHIHLMEME

1.1.1 DNA H 3k

DNA W 5 fb — fiit J& 415 76 DNA W 2L % 7% i
(DNA Methyliransferases, DNMTs) 1L T ¥ S-
IR H i & R (S—Adenosyl Methionine, SAM) [7
A P R 0 B M s E AR 1Y 5 S R B SR
M, DNA (14 H 1% e 55 R mT 336 i oy b R R
FlJG, AT LAHE 55 DNA 254 8 1 sl B4 B W i it
K 5 DNA B 45 G 5T & #2276 Sk v 2 FY
FEAAESN Y b, M E Y F Ak 32 R A 1E CpG
BATRRIF 5 I, HA KL 70%~80% ) CpG or s5 7
N7 7L 0 P 1 44 i v bl B AR Y DNA AL R AR
Emgea . EHEFEEF . HE T/ (Repetitive
Elements, REs) Fl¥%JEo/E LRF, HB0A b 2 —
Fpfmd bR ic; MR, HEBEAIE (Gene Body) I+
f1% R Ak 5558 8 ) e SR AR R

1.1.2 HEHBM

HE A N-RumEA RN R, AT LR H
Ak, ZFEAAFREMNBIEE BN (Post-
PTMs) ", H & H
PTMs 38 5 434 T2 1 L R 41 X 8k H 2 5 4% 40
REER I TE AR . AN, LERS PRI 37 il skl
U4 25 (Transcription Start Sites, TSSs) | A2 4
[ H3 W HE 44541 20 — 1 564k (Histone H3K4 tri-
methylation, H3K4me3) 5 3 [ B A &, W
H3K36me3 38 # 5 1 BRA% 55 I B DA AAR SC 1, it
A, FEREE R Y H A FE H3K4me3 Fl H3K27me3 1
TN, R A R B AR B Ak T
“ERRRRT MIBERTEERAS, DME TR NS S
SHEfEE",

Translational Modifications,
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1.2 FHEL R BAMNE ST

/NEL6.25 KRS (E6.25) 1 IF & 3L B ik 2
g B 5 T OV H 1 (B-lymphocyte—induced
maturation protein—1, BLIMP-1) &3k #9455 40 iy
HIR s E7.250F, XS040 Ml & & Sk J5 46 A 5H 40
(Primordial Germ Cells, PGCs) H A7 T v 4k ik
JZ (Proximal Epiblast) H; E11.58f, PGCs{TE& i
B IRZ  (Hindgut Endoderm) i #% 2 P4 IR U3 o8
ML I YERR o BEE A 2203 2 AWttt T, &
FIE13.50F, PGCs ¥k ] 25 000 747, 1
WCIIA], MBS AN 58 4253 24 PGCs T 1A= 5l 4 72
I HE A L 8 1 40 A [ Ay il A 5 40 5 A
(Germ—Cell Syncytium) . 5 [ B, #5453 B PGCs
FEABTE B DR LA B (Oogonia)  1E A SR — IR I 4K
SYSET, RS RS KR K F N
FEAIHE (Non—Growing Oocyte, NGOs) 5 H M ZE
() B2 5 R R UKL 40 i 3t ) A R e 4G B i
(Primordial Follicles) . MMM FL s — 4= b i Al
SR Y IR TR T X S AR B, (HAERE AR
FEAFOTIN AT — AR5 I BRI T AR 4 4
R U B RE AN 2 il B I R R
WA, DM AERBTEL, I B RRA AR S
B EIEEAHBE (Growing Oocytes, GOs). GOs 4%
WA WG S B = TR R, O AT i o8 B A% 1
AR A KL (Germinal Vesicle, GV). It
IF,  BRREAN M A DR SO R BT B, 2401
IR e AR W I AR S5 R s, SRR AR 4 &
I RIS IF BAT IR S oy B4 BE 11, bR o 58
e K WO B4l g (Fully Grown Oocytes,
FGOs) "™, TEARMERMERIIERT, FGOs KA
e A K2 (Germinal Vesicle Breakdown,
GVBD) , DT 52 275 — Ul 80 73 25T HE Hh 26 — 1)
TR, ELEIER YOO S B RS

2 MEELEh OPEZAAE A DNA FHE{L

2.1 DNA RELEK

A TR AN 1, W2l 3 O R4l i A
MR DNA HEARGE . 7E/NRUrb, ZHE R IR 2
A IR ORRRASE 2 FREA O e AR e BB 20 1Y
DNA Ak B 2 P2 S (1 0 SERT 2 0 28 —Fe R AR TE
ZHREOP RAE AT, N4 A (Inner Cell
Mass, ICM) 1750~ 5E 24 40% ) H LA K . 28 — %
25 WP AR & A2 7E £6.25 I PGCs 2 46 14 5l 1T 75

MR FE U DNA WAL L858 2 85k, &
E13.5 B3 PGCs A2 S PRI 2 I (1 DN A ALK F-
5% A HZERL, TEZHKIE 10-11 Fr A
AR A, PGCs A Y R AL K P T I 2= e fiK
w0 6%~T%", HEN ARG, DNA AL TE
GOs K- B 2 THFAE FGOs HHIEAHE ST SE Mo

FIH 2L A WA IR S ER T (Whole Genome
Bisulfite Sequencing, WGBS) 47 A Xt /)N B 5P £ 4 Jifg
A= Kk A b DNA WAL Y 43 A R AR AT 20 A, 48
78 T /N BRI BB 40 i v DNAFR 354k 1) XU A
3, BRI R 20 R A D MU A g FY L AL AR
AL I 5380, MG R B, /N GV
WO B (Germinal Vesicle Oocytes, GVOs) H
B AFAEAE CpG (non—CpG, CpH) {37 151 ) i 15 g
A, RS2 NGOs 19 4 4%, $EH] CpH
PR Al 2 7 OB 400 A A AR R AR R R
FESNEEAN M A K B, CpH 3k B R AR E 4 3
PRI 28 e B TP AR Y CpG Az s BT, HLAEBEIAR A
Wl w4 AR, IR DNMT3A 5
DNMT3L [k Al 25 5 30 CpH A 8 FH B K P 1Y
R, B CpH H LA Y A 57 AR A T DNMT3A~
DNMT3L A& Ak, X TE— & FEEE L AT DA CpH H
FALAN CpG F AL TE BR R 40 i e A v R I H 1Y
58 TEAH SR FIARBLAY Bl 2 A8

DNA HEEALAE PGCs I b TARAR K, B
FENFIR M2 IEARLE PR E , WA A A0
R0 5 n] S M TR D e SR T RE R 1Bl
RHEAER] . T4k, FAifl 2 H = HoR I KRN
DNA P RE A IR 75 e S 176 1 R % 0 o AT B P 2 25728
s f fit T R ARG EOARSF- B FE/NRU
KA K H AL (De Novo Methylation) ) & R A<
TR 5% BR e s s EAROG, X SR R ETE 7R OR B
B G & B RITIT S 35 DX, BRREAN R &
(UL 18] 3 810 73 BTk, £E NGOs [7] GOs 55728 1) ied
R e in] b e 3 T, T H SR 4 12
o 1A DG 2 53 PR =7 B B 4 L st A vp e A B B
R AR A, BRERANN ) DNA HU L S
R FB Y o A B — @ Rk . AR
B, e H 3L Ak 45 # 3k (Partially Methylated
Domains, PMDs) 5 5F-B: 2 i rp 5 3k o34 (9 9F 25 8
H3K4me3 (noncanonical H3K4me3, ncH3K4me3)
HATRSCE . 58 1 H3K4 F 64k 25 il SR 1 5 5
BE PR DA Sk FR A, T R 5 T R TL T 1A/1B
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(Lysine Demethylase 1A/1B, KDMI1A/IB) {4 [ix
FAFISE0E , T B BN CpG o s S8 £ 7 IE A
) DNA i JE4E,

FHEG/NER, NS OB 4 M A AR T el L3R4S
A 555 1 5 T R 4 B 1 DNA R L4620 b7 7 5 A i
TSt NI EEA AL & o 2021 4F, Yan 5577
& T A B s 4 . DNA SR LA K e fn
J I 22 4 2P B R (single—cell Chromatin
Accessibility, RNA Barcoding, and DNA Methyla-
tion Sequencing, scChaRM-seq), MIM7EA R ATHE
A HRAS 2 A Y B AN R LR AL (5 . TS
R, NZEOPEEA At R v (93 2 SR s A5
fIE5/NERZEAL . DNA H A 7E 4 5L 4 K F F Y
Fhim G g E ] ARG, BRI GOs thkE Sk
B AE DG TR 1 )i 3 7 DB DR R R IR 5 i
BE#E DNA H AL A Ay, 43 PR 4 B e €2 5 mT
B HEHSA FRBEALE, EA TR, EAZEOIREZN
FeLr, 3 BRI SR Ay B AL ] DX LA R Bt AL 35 PR i) Xt L
A B 1 DNA U EEARKSER, il HLAE B R4 i A=
TEFRA, KA DX G 85 T R PR R A R Y
M 7~ 3K 26 TF A e 4 5 v] BB A B T DNMTs 19 43
2 AL A e — 2 R, AR
UI-EEAI A A Y CpG & (CpG Islands, CGIs) FIAEFH
A EFHIAL XL (germline Differentially Methyl-
ated Regions, gDMRs) J&f B[, 5
NI, Alu e e R 0L & 1 NS B0 R 20
JL P PR ARF AL AT Y DNA AW AT R e (9 e £ T T
SRR, X8 Alu SO AR AN T B D) L P I
ORI PR AE /N BRI A (R AN PRSP, ik 2k TAE
IR L S R R A A R B A 2R L
PR DNA AL g MLV T 38 B .
2.2 DNA FENEIBEHRNEZERF

DNMT3s Z 0% 8 51 72 B BE 41 i DNA M3k B 3 Ak
AR AR Z G EZAEN .. e/, DNMT3A,
DNMT3B F1 DNMT3L [ 7K ~F- Fifi B - 40 i 1 % 8 7 4=
Wedh: FEE B ST DNA FIEAR 1) GVOs ik 31 i
i, 76 M I BPBE40 A BT T ™', DNMT3A J
HCAH Rl F DNMT3L 32 8171 57 HA 3 S T PR 1 B PR A
PRI, 7F PGCs HREBE Dnme3a B AN 0w MfEPEA
A FIOP BRI A F L (BB A B A iy TR
Bl 3L PR i 2 R G AR ARG S5 AR, X5 D3l
B 2 AR EON R AR B, HERZE,
DNMT3B %53 5 B3 56 A () 7 AR B, R

& DNMT3L7E /)N BB B 41 g DA Sk F A A v A 4%
5% DNMT3A B AR, [HAE A S O &) 48 fifg v
FEARKIME] DNMT3L %35, H DNMT3B i)k &
5 DNMT3A 1 10 f%, X B DNMT3B ] fig /& M 3k
H AR Sy IR B R ™Y, BbAh, KR i 2 IR e
st B (Long Terminal Repeat—Retrotransposons,
LTR-RTs) fEEHA il ABRAYR R w1, H
A5 & B 55 sk AR o0 (LTR-Initiated Transcrip-
tion Units, LITs) 7E& & UPBF40 M BA TR & i F
fE o 3K 86 LITs Bk B 5 ) Fh e 5 M 1) DNA T 34k
SR AR OG>

FE BIB: 20 A K L R A AR AR A S 5 R
DNA H A B iy G . HAT Y R IR 4544
13, (Plant Homeodomain, PHD) HIFF$5 4854 18172
Z M H H 1 (Ubiquitin Like with PHD and Ring
Finger Domains 1, UHRF1 ) A KA R E AR
FHIF IR0 IEE ( DNA, M Ks 36 P DNMT1 #7
55 3 30 2 47 5 7E FBR Uhrf1 1 B BE 40 B
DNMT1 A (i f5 5 1 5 R T 84 SE R 41 DNA 3
A T REZ 8%, ILAh, MM KR AT £
fie M &KW F 3
Associated 3, DPPA3) W[5 UHRF1 £ B £ 21 iy
I ENL o BB Dppa3 25 3 2040 B 5t ) UHRFL
R B AMAZ N, DT IE A DNA H ALK 1 5
TN, H Yo i 21 B R R R RS I 2/1
(Euchromatic Histone Lysine Methyltransferase 2/1,
EHMT2/EHMT1) & 4A K 32 % 6 5 4k H3K9me2 1)
TR, SRAIIEZEME,, EHMT2 7EiRIG & A ad f v
i oF HE 57 H3K9me2 Ji Bl BE R4 9 S et ik, JF
i DNA H 3EAL4H 5558 4 DNMT3s™, EHMT2 78 544
PB4 A B BeF R R0k, HFR IR ZKOF A H3K9me2
P = B IS I A D) 200 B ) A= AT S ™ Spale A 4%
T4 (Spalt—like Transcription Factor 4, SALL4)
12 5 DNA AR #2 . SALL4A M) 9 B i By
BOF R R IF e FO R4 Az b, SRR &
2 M WIS, SALL4 i 28 7 5% # 2] 48 ffg oz th™,
Sall4 w5 0 B -BE 40 L T 1 K B B Ho A0 A A%
DNMT3A 55 £&, #FiM 8 5-H Mg (5-
methyleytosine, 5-mC) 7K KME T FE,

gi b, EWFEL YT, FEEZ RN PR
Z 5O BRI DNA R gty (L), 5%
LA FHBILE RN %2 A AL A SHL A 52 M D B 40 i &
BB RS AERA I B A

(Developmental Pluripotency—
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F1 IR DNA BE/LREXEEEFY

kS e ik e I RE AR P Re S PR
T " " DNA HUREAL/ACF 251k
DNMT3A DNA Methyltransferase 3a DNA H 34k S BETRIZH T ALK TR Bl i PR
SLEEDE; IRTE E9.5-E10.5 E3t
DNMT3B DNA Methyltransferase 3b DNA H 34k A5 DNA AR AP 245 e IR iam]
LLER EH
DNMT3L DNA Methyltransferase 31 FEN DNA S H B4R A7 m S IR A KO R R s ERal JE P At
SEAER . RIRTE £9.5-E10.5 B3E
DNMT1 DNA Methyltransferase 1 i FE DNA H 3L A FE DR FE P 2 B A 67 A DNA
SALKCFRIAT TR IR A FTBOE
KDM1A Lysine demethylase la H3K4me1/2 Fl1 H3K9me2 L2 DNA AL AKCTRI A T iR
Z AL 75 2 40 B B i
KDM1B Lysine demethylase 1b H3K4mel/2 7 H HAL i FLHZ DNA 3K TR IR
E10.5 %t
MLL2 Mixed linage leukemia 2 H3K4me2/3 H ILFEHS il FEFRAAA 1% DNA HEEALACERS A
W DPERAHARNBEIE HHEON , 7632 K5
A
SETD2 SET domain—containing 2 H3K36me3 H 3L FL il JITAT B £ DNA B ARG s
BB WAL, IR B X R
RS IR E IR ATEE
UHRF1  Ubiquitin like with PHD and ring #4255 Dnmt1 #°E AL DNA G L 2FEFA T EAKCTERA TR IRIGTE
finger domains 1 YN eld
DPPA3 Developmental pluripotency— PRIPIE 4 52 WP AL AILRYUB T RIGTEREI BT
associated 3
EHMT2 Euchromatic histone lysine H3K9me2 7 #4 M, #15£DNA L2 DNA KPR A TR AR
methyltransferase 2 R Ak il TR Bl R 13400
SALL4  Spalt-like transcription factor 4 N T JTAT BV A0 DNA B AR s Dbl
IS BEIE I
HDAC1/2 Histone deacetylase 1/2 ZH R U 2 TR AT BRI A5 1 DNA HH R iR s 40k
P P AL R SR REAR AN RE
R
CFP1 CxxC—finger protein 1 HDAC 4 &2 A1 1 51 RN ALK T IRIGTE 240
MR BB
SIN3A SIN3 transcription regulator Setd 1 H3K4 FEEREMH DNA FEE NI 45 1Y DNA H Efb BV s IR
family member A ZELHE TE 2 40 A B3O

3.1 HEHREHK

3 WHELM NS P AR B2

YA H SRR O —HEA G R, HERW
B i o e 8 7 T 7L sl O B 240 M K 7 e e b A
HEZMMAEO., EREERE, AEABmHAE
TEZ R BIE, b5 DNA F LA B[R] 52 0 B
RRE0 i CAGEE 2 LIRS S B T it s e R TR 3R
ISR ST RGeSy

3.1.1 H3K4me3

H3K4me3 2T RN AR —Fh 2 8 BB
HAR R TG (U5 bR AR K B AHSCEE I A A 31
bR EEHS SR EEY, H3K4me3 (1E
AT 22 AR AL 5 F2 i (Histone Methyltrans—
ferases, HMTs) MfifL . ZEMZELaYIT, HFHEM
KHMTs Z 5 Lkl 8, 705l0E & A SET 455 i1
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1A/1B  (SET Domain—containing 1A/1B, SETDI1A/
1B) FR A 3% & AL F 1-4  (Mixed Linage
Leukemia 1-4, MLL1-4) "',

MAHLEI TR E, CxxCHEEF 1 (CxxC-Finger
Protein 1, CFP1) A AU CGIs b i H S AL A
&, IR SE SETD1 &G W) 455 B 46 8 1 3 R 21
DI B0, WFSE 7R /DN Bk T B B 1 B 240
MR SRR Cpl FEH, &R CFP1 2R 1 3
TR G 2R 25 T 359N BE 20 RN 32 A B o H3K4me3 7K
ARG, 33 B R 200 A J S DG PRI 1 e S T
N R SRS e IR AE 2 A MR k45 A —
ROV AR, IR AL R i
MLL2 AR 7] LI 5 H3K4me3 #8155 & CpG 1%

NGO/GO

G, AR XOE A TS 312 A BBk A e
B Mu2 BB, JLFIF AN 52 0 5% 55 AH 5¢ H3K4me3 11
Yeip kB R R #E

H3K4me3 7 51 B: 40 il & A= &k & o F TP A2 A A
) 08 43 A A 2 A BB 200 B ) s i) e A v
H3K4me3 {X7E i 8l DX 38 5 4 8 4 5 Bt 4 O B 4
MR AEE, FHEE S Wi B 4], ncH3K4
me3 7EJi 2l FAM I X2 40 A (DLIEL 2) o 2 HG
JG . A E T A2 I ncH3K4me3 Y #6385 , #F IF
ncH3K4me3 1] 28 5L PR 21 4k R 57 i 31 2 20 i i
G A KDMSA/SB R, 3T 5 | & RMAR & 15
HPTE (Zygote Genome Activation, ZGA) Jf-iE
S 22 AR ) H3K 4me3™

1 O A O

[::::{i: — -

Gene

FGO

ll’:ﬂ

IS ST o 6 O A

E?—’—’Zif = — —©—— I liz—ﬂ
|
Gene
CGI
H3K4me3 H2AK119ubl H3K27me3 H3K36me3

B2 /MNRIPEEMAERTEPHRIEEESHIHTEL

3.1.2 H3K27me3
JUETEDNRE L, H3K27me3 1 A #5 S0l 14 1Y
Ye o T bR S W 5 H3K4me3 &35 M SR A B4 T
R 25 76 O B2 i BRI R IR i B A R v g A
7 R g AR AR LA AR S AL . FETFL B
i, A ZHiHEA (Polycomb Group Protein, PcG)
FIZ il 2 5% 2 (Polycomb Repressive Complex
2, PRC2) W] LAAE LKL 53 Jumonji F1 AT—& 4 H.
YERUE 1 2 (Jumonji and AT-rich Interaction Domain
Containing 2, JARID2) MI{EH FEAEHGIE & CC
M F5, SIS 5 H3K27me3 # 4 77 £ 18 14 ) 3
TR, Ak, H3K27me3 H7E CGls FJR 8 722
SN A _E HAT AR AR AR AN A0 2 AR R . B
IRATWEFEAE e @5 B DNA HJEAL 5 H3K27me3
M 2 18] A] REAFTE S AH G, (H ZFH7E— L CG

X A EEY (WE2) . 5 H3K4me3 25141,
25 ML H3K27me3 1542 B Fifl D -1J: 240 b ol A R 32 0 I
WM G & B RRL ) T Sy . BRI g fiad 7
i AF & B H3K27me3 (noncanonical H3K27me3,
ncH3K27me3) 1] DL AE A 3 PR S 1 118 T 2 Py i 2
R B 20 O 1) A2 A BP AL 8, O AT 4k B IR I AR
AR,

R 9K 25 B AR 2 i H3K27me3 I H3K4me3 14 78
KEBRHAR T LAAE BB, IPA%T
BHUTIE AL “ A" 5k 1 LA CAERT, X TR
B 22 Fh 21 8 B AR AE R st 15 45 Hh 1 52
Wi 2 B B 3 X . H3K4me3 Fll H3K27me3 22 [H]
(DU ESES A NS SNy ey I = O = S PR
A S AN AR . 7RIS R e, K
i H3K4me3 30 1Y 15 2 45 i 3 5 7] 4 H3K27me3
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I A AERR AT, — BB R EES, XFh
AR AT, PR A Sk R T I B8OG AT 1R
A, RSN H AR AR T, XA
g M a i B R B TR/ PGCs. IR JIG T 4 Y
(Embryo Stem Cells, ESCs) FlH5 ¥ # A& B>,
EAE A AT 530 IR G v 2 A AR R HOR R ™
AN, ORI, RIS R TE R B TR R T
PMDs _E SR 8 M S5 FEAE A I UEdE™
3.1.3 H3K36me2/3

LA b, H3K36me3 5 i 2 B £ 41 fitg &
IAS K I 9 DNA H S 2% D)6, i 5 PMDs
H3K4me3 il H3K27me3 () RBUR A G ETIRE -,
H3K36me3 A LLIE [ 4 O REAT A & 5 AR G R ) 2=
K (ULE2) ., eAh, H3K36me2 7B REAH i 5P 8]
DX RS R 45 b B AF — 2k B CG O 3 b IX R
(Moderately Methylated Regions, MMRs) |4 5%
HAEY,

FEALH L, /N BSR4 P A ML Sk DNA R L
A M T B L %5 B% il SETD2 4 5 9 H3K36me3 2
57, Jf H H3K36me2 19 R 77 2 SETD2 45 F .
W5 Setd2 J, BRI N DNA I 3k 8 57 2 MO
g1 & #4r H3K27me3 S0 42 o FLJEAT 7 . BRI
Setd2 F iR < 18 T 20 1 40 M AR i &% 7 B A1 ZGA
PRI 55— RN P S R, sk, HAb i oE 25 R
F W, B0 RE4E M N A BF X R H3K36me2 FI
H3K36me3 £33 i 5 #i Bk Dnmt3a A1 24 7K F () DNA
I B 4L, B2, H3K36me2 Fil H3K36me3 3 [
ZH T S R 3L B 4 O R 41 i A Sk DNA H 3R b 5
BURE VA RS
32 AERAZHEMK

PR, BRI Y 2R 5 L
B, AR N IE R AT, XA EN
FEFF A AR IR T, B | B HE A G far
() DNA b Jf 8 iRz /M . SR, #R 2 Efk
(Lysine acetylation, Kac) 7] LLy# /20 & H R 1)
IEHLT, DT 55 2 2R P15 DNA 22 [ 7 L S
J1, PRSP BOT I 0 5 45 1 T SN 35 [R5 S5 76
PERY ISR I, 5 H3K4me3 264, Kac I {E
R FE R TR AR S . AT FL S IR R A
YHEE 1 L WA & A H3 A H4 75 b B # = R
FRIE L, B O EAAE S Bl B0 L 40 6 5 5 3 24
KA.

FE/N BRI R B 0O B4, H3K9ac il

HAK12ac 25 2 B 2 35 F £ 1t A0 A2 Wi A W AR RO F T
GVHIIARIIE(E ; 25, XULBIE1E GVBD ] 51 &
MMM K BB TR, A2 M IR
H4K8ac 4 JL-F # 5¢ & 5 BR™ < WA, 12 A
GVOs H1 4L 7] W I 3] H4KS5ac, H4K8ac, H4K12ac
FTHAK 16ac 382U A5, (EBEE R Rt e
AR, FEM L A0 M 113 BR-B: 40 g h AT5 A7 A A [a]
JER S WA TR B, HeAh, Wang S b LA AR
BB 20 i FIAFL AT IR Hh H3K56ac . H3K64ac
FIH3K122ac B R IBTEOLABL, H3K64ac 7645 B
B BAT # K7, T H3K122ac & SR AR AR .
HAFOCUERZ, H3KS56ac 7 2 4 i i it b 9 4H X 5=
KOKCE R, B3 6 T S 3k U0 E W F
(Chromatin Immunoprecipitation and Sequencing,
ChIP-seq) #%#iE L/~ , H3K56ac Y5310 5K BUEA
Joft (Long Interspersed Elements, LINEs) F1LTR-
RTs (& FEAH DG, W H3KS6ac 1] ES: 5 24 5 )
SR BE IR Fah IR, IF XS 8 ARG K Be iy ZGA 5+
1 BA AR

MR B, A ST A B g 0 57
FATRAS e dE B R 3Rk, D R R4 A R B Y
Y AR 2R TN s AR, AHE R O
AT G (21 5T BE A IR 40 J I 8 53 58 ) IR 3904 T 22
KEE, HEH OB ST 22 24
HEH LW (Histone Acetylation Transferases,
HATs) FIHEHECBALE (Histone Deacetylases,
HDACs) HIE[RIEEE,

HATs 24345 GNAT, MYST 1 p300/CBP 3/~
Kt YERMYST KGN A Z —, BATR LW
it (Lysine Acetylation Transferase 8, KATS) =i
sy, HoW BATE S OETE /N BOm & ik f
KA TP AR B HATs . WFFE A BL & B, Kar8
Je 3 AL (bR HAK 16ac 7E/NL GVOs TG &
ik T Kat8 Y8R 2 S BOG A A H13E (Reactive
Oxygen Species, ROS) 7KF-4&7F, #EmiE| A& Un+E4H
LR TR BRI R B A S8k, AR R ]
/NI IET40H (mouse ESCs, mESCs) 1, #H
B R H3.3 R S PR R 16 R 2 3R i p300 & #5240
HEH O R BTG, T FE3S 5 14k H3K27ac
) R,

FEN L 3l ) b 2 H Y 18 Ff HDACs AT 734 4
%k, | R HAREMFER HDACT, 2, 3F
8; I ZEELHEAT B il i AN AZ PSS, J3 il
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Jy Il aZS i) HDAC4, 5. 7F19, LK I bZEMW
HDAC6 Fi1 10; MEMEMR N “KEHA" B
Sirtuin1-7 (SIRT1-7) @i, IVE{LEA HDACII
H5 T80 1 28 5A R,

HDAC1 1 HDAC2 1Y 22 12 J3> 4] [m] 5 % i 3k
83%, HIIETEMAE A SIRAE SR A
—EMAREEER, (AR IR BRI AR A BTG & &
b AR 22 AR AE . HDACT RE S 51
TR i i 240 ) B 55 I ZGA 455 T HDAC2
AT LA 5 HAK 16 1 25 20 Tk Ak DT 9 428 51 1 41
J B R B e R S B, iR iE T 5 DNMT3A2
(1 B AE £ 57 DNA MK Sk B 356 £k 0 Bk 3k R i) 4t
ST AN, Hdael R Hdac2 BUERSE 2875 (1) BREE 20
MIAE GVBD [ B IR BIEi g, R A& M
LA AR 3w K, B H3K4 H AR 3 7 Fnf
SEIE M AZ B E ™, FoR R A R A, EBR
A IS 24 IR 7] 5 7464 (Maternal—
to—Zygotic Transition, MZT) Hi[E], H3K27ac £ JJj
T Fi p300/CBP Fl HDACs 4 3 i 5 4 72 . H A
7, H3K27ac 7E GVOs H i A2 IR 28 ML i il =,
120 M AR A BR A XSk h AR B . 7 MZT 3o 2
H1, p300/CBP 5 By 5 & 52K O ' H3K27ac B E £
BRI, DAVE S Y 60 T 7R 5 3 0 1AL DR EF TR,
T g 2 Sie B A s 2 s A B, 65100 2 2 i
G, HDACs K AIF 20 it H3K27ac 45 #4 dul 5 4K 5
PR N WL SRR I A= PSR S S
PrZGA FH . Ik, p300/CBP Al HDACs 7£ /) il
MZT 35 7% H A BRI S P01 B9 B 248 s 2245 7Y ZG A
AT R & B 2 OCEZE,

Sirtuins DL K #81 F A8 I B R I RS A% T IR
(Nicotinamide Adenine Dinucleotide, NAD) “H AL
KAERRAEE AL OALER™, EA MR FE
Y, SIRT7 J2 OF-Bk 40 A 5 — YR &l o3 24wy 19 v [ 5
Yo RIS i AR T, T R RR Sire7 8 T3
H3K18ac 7K -5 14 18 Al e (K IR 25 2 17, 230
M7 F5EF W], HDACs ] #0 f /E ) THE 4L 8
AL . Hid, HDAC3. HDAC6 i SIRT1 &
/IN BB B 40 9 Y o T B 1R S BRI
XoF 25 R A T A 2H 2 R L (A P is Bl B T
HDACS # 0] Y& & e 45 ¥y 4E 35 4 14 3 (Structural
Maintenance of Chromosomes 3, SMC3), SMC3 [ 2=
O TREAR KT ol 2 2 11 A 5 1 e T O A A ok G £ fR
B EARE ™, B2, 7E HATs Al HDACs B

[T, 208 ST A IR FL 30 4 O B4 i 3%
L35 A2 B 1 I 45 Hp ) E BB
33 AEARZEK

PeG 2 H K5 1 75 — B PRCL 2408 H H2A
WE L 119 5 i & 2 # 72 % fk (Histone H2AK119
Mono-ubiquitylation, H2AK119ubl) HY 4 1k F*",
PRC1 W W fig#% .0 G 46 B A E3 32 3 3% H2 W 05 1 1)
RINGIA =% RINGIB LA K& 1 # £ # 35 48 & M
(Polycomb Group Ring Finger, PCGF). AR#}i4H 53 Fi
KAR, Al PRCOAFE - ATAOARE
(Chromo Box, CBX) & [1HY%: 81 PRC1 (canonical
PRC1, cPRC1), PIM &4 RINGI-YY1 454 & H
(RING1 and YY1 Binding Protein, RYBP) &% YY1
ML F2 (YY1 Associated Factor 2, YAF2) {748
& PRC1 (variant PRC1, vPRC1) "> JEri#Fssil
9, PRC2 #f 554 %) CGIs I # 57 H3K27me3 )7 ,
cPRC1 A 7E CBX W5 45 B T R 51 H3K27me3 If-fi
£ H2AK119ubl (T8 B 5 R 8™ SR e il A I Y
FW], KDM2B H Y CxxC 45 ¥4 38, ] LA B PCGF1-
vPRC1 & & KT e M7 91 2 57 H2AK119ubl, i
M # PRC2 P 51 JF # 37 H3K27me3, iX Ff Bl % 7
mESCs A5 5] TARGF BOTEAC- 1 AR U, L
PR 1 2tz 53 T BR AL 1l 2 57 75 B2 PRC1 AT PRC2 P [R] L
B ot

FE/NE FGOs 1, H2AK119ubl 1953 47 5 4 F
PMDs )7 3Z i ik & 4 1Y H3K27me3 A FEAR =
ML —emEEmXENS R+ LW
H3K4me3 & B AH XM, X5 /R H2AK119ub1 53
DL A 2 Sy BB A i G B OC R (WK 2) o i
¥ FGOs 1 vPRC1 By 4> 51 22\ 3 PCGF1 1 PCGF6
Jo . AR ER 4> H3K27me3 16 BB BE [ A&7,
L3 2 AR T 3t A% B AR TR 0 9 3 B8ORS B
N Rk S MR L, A O R A0 AP R
PRC2 [ B o G MR JZ & B #H  (Embryonic
Ectoderm Development, EED) 7] §:3{ H3K27me3 Gk
K, BARIFANFEWAE ARG 2ERNA -
H2AK119ubl BY4ERF, {HFH 1L 7 HAE H3K27me3 5
WAL B L B R, A, BT
H2AK119ub1 7832 K5 J5 MG JE A 8l 7 L iy & 46 ]
FREE EMIAHT, Wb, AL H3K27me3, H2AK119
ubl BARAEAE ML L I e b B &R, 1
XFF R E HE ) B S DR R 45 B R o] i i
FEHI®,
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3.4 HEBBBRL

Wiz fk (Phosphorylation) &2 [1 5 PTMs H fix
W WL Z — . Vlastaridis 2%} i /2 1k 25 11 2H
SRR AR AT R R e AR AR, SN BN
P A 1 B R 16 2 1 5T 230 A 11 000 Fh AT 13 000
Fr, Horp, H3HE 220 . I8 2 R A =R
FREEA] AR G  (Protein Kinase, PK) M5 T
RAEBERRAL , Mz B eIk | 4 R
DNA $5307318 52 FN 20 BLAS X FR 73 54

NN S E A BB G i 7K - S e (A A |
T PR ORI (BRI M LA T
LR, BRI IRAE R T 2 S 5428
YR b EE A A, DA E R H3 3
Z I A MR W R 1k (Histone H3T3 phosphorylation,
H3T3ph) S, WFFEA BIAE/IN RO R A b A 2
7 20 £ 11 H3 A3 OC 88 11 I (Histone H3 Associated
Protein Kinase, HASPIN)#E{LEFH T, H3T3ph ) £
IRZKSFAE GVBD 1] M1 30 i ol A v g i T g O
BB, BEJS7EM USRI B . e s lnat it
#E—2K W, H3T3ph {5778 GVBD J5 M BEA 4 (4
R EsRUE 4 BIM I, JH KRGS 6 B Sl ] X
I AT WL E) H3T3ph BYFF 5P E 7 o {8 ] Haspin i)
157 5-1Tu &b BE GV Os AT i ol He s 5 73 24K 52 B i
HIVFRS A FZM I ; M 1 H3T3ph Y
BRSO RN A i MO R, R
H3T3ph AL AT DL JE 2 B B 41 s 50 5y 24 50 7 v )
WO 8, 625 Y R AR5 S AT 2
RE™, WEAL, ITHAWTTEHGE R B, A
P iERE  (Lymphocyte—Specific Helicase, LSH) #lt
RT3 B0 B AN A Y H3T3ph 7K F- i 35 18 12 A1 Bk
GE S
35 AEAILRK

SPL TR e W T Mo ik A2 v B B AR P 5 ik A0 P 4
HA: W2 D6 i 190 40 B Warburg 00 B9 % BRI 32
BRI, AR, FURACOEIEMSE P
RETRICHY) . I8 AT AR AR Sy 2 AR 1 R RR B A A
FLERFEA], X —4FES LIS A (acetyl Coenzyme
A, acetyl-CoA) AEH AL, 20194F, Zhang FHF"'E
W B2 B i 2 TR FLIR 1k (Lysine lactylation,
Kla) &4, FEAE/N B L0 R 9RO 2 b
YoE ) 28 N FLRR AL R Mk, IS AT BA R
AR M H3 A 18 5 B 2 IR FLIR AL (Histone H3KS
lactylation, H3K18la) 1] B 320 8 3L R 5% 5 I o 45

Emgdifam I i, Bifm, 200 TAERE 1 Klafe
A 230 0 s R A0 D i o ™ A 20T B i
LA K b e e AP A 22 T THD R A I 4 T RE Y
WEHE

TENFFLE W RS 3 h, Yang 557 & B/ B
GVOs FIRLAFIIEAG 177 E H3K18la, H3K23la LA
Lz HE AR ZOEE S w4, M I e &k
ALk T H3K23la FIIZ AL A AL B fL .
Hb, ZFREREY], HEAFLIRIL S G
JI P LR K- R IEAR G, HARAE PR BT S R4 R
LR ALK DTS A BT FRJIG ) 5 75 0 3 i B
TS0 . X B Kla 7T G825 OB 20 g BRI AUk
JERAS I IR & B R . Lin SR BRI —
A, BEE GVOs KB MG, AN N A G 4 T
KRS, MWAIHRAERZE4Z 1 (Non—Surrounding
Nucleolus, NSN) #5748 k358 28 ¥ 1~ (Surrounding
Nucleolus, SN), I #eH H3K18la, HAKI12la Ll K&
AR A FL R KT 2 IR m i . I,
% 5 T %05 A 2a (Transcription Factor
Activating Protein 2a, TFAP2A) k7K 54w
5 |2 1) 2 e A R % €0 [ ke o 2 B - 200 B i T R 1Y
A R VE Z — Tt Ik Tfap2a 7T 52 H3K18la,
H4K12la LSz 21385 AU SRR ALK 2R T i, I
TFAP2A 4% T #2418 I FLIR AL 5 O R 200 i 277 4 (A
LAY (R BE AR S OGN K B I HA T DG

4 LHEERE

W 240 A Ay il 7L 8 0 v A SRR SR 1 — R 24 i
HRE, KRBT HAEHAERNER MG, Tak, K
BB L E I A WIR AR S H AR F B )
R R, W H R T IR R B b 3k
W3 A% 1B sh S AR R I AL T 2P . DNA 384k 2
PRI, WIRMFE i IR A B TR L
il o PGCs [1) A= i s 1 F% 1) 3 A 1 e Bl 4 22 (R 41
WAL, XX T U4 A DNA H 340 9
AT, teAh, 4L A DNA ZE 28 IF h e
PR T AT SRR SR, LR R B M E
5 DNA H 3 Ak Wip [7] 2 5 5 DR 3 5 308 P 98 55 i E e
FRbRICEAY YI6E

SE e 7L 2047 1240 i v UL 1) 174 R R
W, WIS 2 A R, i, /N
LI EE I H neH3K4me3 (9 17 JLT-5¢ 4 5 PMDs
F, A AR ERAE S 3 4 B B  Y) E
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25 DNA HIEAL = AR OCHY , IR A7E 5L 4
R TR X DNAFHRE AL FTZH 25 1 18 1 1B 5 e o
AREERLEDE 47 ANFHE BRI 5
Bl SRS A AIAOG , (BB Z A7 D REAUES B
TUARIHLEI AR AT 47 BEAh, Pt iEBEdE
FMEA B MR B GRr. REFEBE Y
(Chromatin Remodeling Complex, CRC) #] UL ATP
MY J7 S TR /MR T DNA FIZH 2 11 22 [1] 4 A1
AR, AMSEBige RSB . BARE
A RAR ST AR T 3 LE 8 525 PR 1 45 K AT L 4
J, ARG E O — RS AR AL B 5 R/ MA
HUE L BT RERLA] , B OHAE 8 A% 4 0 295 o
MIVER . AT 2 102, Hi-C 550 5 SR 14 % Jie
REASHE IR B A R R 4 e (5 Rl Y 5206k, A
T e e AE LA T i R R 2 AR

Li LRI, RORBEH 208 22 REARFBUY
TERAEIT - FATRE AN 58 3 X5 W7 7L 3 40 B+ 240 i
TR L8 A 5 UL S L 2 R 2 IR, D A R
WLIEE A% (AL BIE 5 AR 5 B R 12 T SR BERT Y
DL gt AR B

2 % X Wk
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