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Abstract  Early embryonic development is a highly intricate and orderly process that involves multiple key
cellular and molecular events. These events include the degradation of maternal substances, the activation of the
zygotic genome, the transition from maternal control to zygotic control, and the differentiation of cell fates. Current
research indicates that the degradation of maternal substances and the activation of the zygotic genome is a dynamic
and complex process, which is crucial for the successful transition of MZT (maternal-to-zygotic transition) and in-
volves various regulatory mechanisms, including DNA methylation, RNA interference, and histone modifications.
At the same time, MZT is a key turning point in the early embryonic development process and is closely related to
the normal development of the embryo and its subsequent biological functions. In recent years, researchers have
made significant progress in understanding the mechanisms of MZT; however, some mysteries remain unresolved,
such as the differences in the MZT process across species and the specific mechanisms of action of various regula-
tory factors. This article aims to summarize and analyze the roles of maternal substance degradation, zygotic ge-
nome activation, and their regulatory factors in MZT, exploring the commonalities and differences across biological

models and providing new perspectives for a deeper understanding of the molecular mechanisms of MZT.
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RN AG R B b, BEEYDFUS HIAE B B )
FE G RHERN. . BEE RGP K, B
VB BEfR, & TR AT IR, K E S i BREE
il oy 1R R, X — i FERR N BRIE ) A1
#(maternal-to-zygotic transition, MZT)", MZT /& -1
JRIG A T — AN R BET A, WREANE AR )
THURI AR DR WERARRIRS I, K 3
WG R B 7w BE A B E A SR 2 A7 T
FEMZTI 73 1 PR L], A 55 BRI 5T ) i e
B TR OE 1 R DL R AR R AR SR R R, SR
i1, HEMATE 2 S EC G & & T MZT R )
TELEB AR R 2 A 2T B o

MZT /K B A2 1 B B S Uk, ¥ A 4i i
frig e . HEERIE ML EIHEZA .
© A ATE BRI 5T ) B A S R DR AL IO
ANKEE TP H S, EMZTINE, BHEYIR M)
FEfa s 7 20 EE MR, EAMGE BRIE I 5]
G EHRE R RS, R RS E IR G K R
NAB B E LS W MZTA B T HE R B)
S 5T A A5 5 N R) A0 2 1) (1 e e B FLAE 5 TR it
BRI, 5 ML FE RS TR BB RS
(zygotic genome activation, ZGA). fEIX—MEL, &
TR T U e 5%, @ W B BRIE Y T IR D g, A\
A SRR IR & & e 1a & 2R T, T
ANFE DR ZGAR HURIALSIAFAE 22 7, I B 903X
1 72 T 30 W DA 77 ik DR 30k 1R 4% 1 <5k R4 AR 2R
Bl ALRIR B LB 25 41T K8 T MZ T FZEHLH] T
FOIAR, R0 HAE R IR IR K & i s, DU
AR A 3L 5 2 5, [, B4 7 AR
W T 7 M AT G PR . A B E I AR LR REfE
RNEE AR BRI AR & & HMZT 20 T Ll FE 437 1
FLA AR

1 HiFERERSMZT
1.1 EEmRNABIFE R H

BEJE mRNA ) B 76 5 G &% & MZT A ]
R ANEREEM Y. s — R
FE AN VR AL LAS I, DARA AR 16 3 24 (¥ I ) A1
b R IA IERR AR R A TE R B, 7R N CRIEAR 1Y

MZTidfEd, K& BHE mRNAZ T AN B
fifto B IR PR ARRE AR N BEUE 1% % fif (maternal decay, M-
decay), B 7 OB M 1R U6 25053 2L F0 HE B 3
], bR —SeANERE () BEE mRNATF IR PR fF . 1X
— IR 2 B BRI R i s, o R
TR LHE 2 A AKCCR4-NOT(carbon catabolite repres-
sion 4-negative on TATA-less) ] < B fH Ak TV JE 5 AL)
CCR4-NOTH; 5% 52 &4k % 6(CCR4-NOT transcrip-
tion complex subunit 6 like, CNOT6L). CCR4-NOT
s AR 7(CCR4-NOT transcription complex
subunit 7, CNOT7) LA &% CNOT7 1% Bh 5 1 BAH M
JiEFE R 4(B-cell translocation gene-4, BTG4). &5 X
BT EFEfR (zygotic decay, Z-decay) & B & A 7F 1Y
JWRRE ) S T B, LC IS R iR - 25 R T 4R KA R
Ko R T EE A B B G 4 S R T TEAI S 5
[X]¥-4(TEA domain transcription factor 4, TEAD4) /&
HAH K F YesH 5< 2 I (Yes-associated protein, YAP),
LS 32 YAP-TEAD4F 5 215 ) mRNA K b JR 52
H: %% I 4(terminal uridylyl-transferase 4, TUT4)F1JR
TR % 2 I 7(terminal uridylyl-transferase 7, TUT7)
sl Mz, FEMZTIERE S, BHEmRNAZ ] T
PR BEfRBY B - M-decay il Z-decay. £ M-decayffi
B, BEE mRNAT F#fi# HH BTG4 CCR4-NOTE & 14
5, W M-decayi& 2. TM{E Z-decayP B, FHE
mRNA [ ) b SRR A5 (W1 YAP-TEADAA!
TUT4/7) 5 BHEVER 73 [E 3, TR RZ-decayi& it .
EAh, MZTid R ol 7 38 #  mRNA 2 [l
RGBT . 5L SE RGP FE R I, mRNAR % R
TR A A s 2 B (10 CNOT 1A CNOT1 )AL .
EE MR Z )5, mRNAK 5 52 BIA% S 1) B A
MM A2 BEE mRNARITERR U BhAh, No-H R IR
(MCAYEIRAE BFE mRNA B ff o R 155 EEAEH
‘Bl 4% RNASE & 8 E B 456 eI R 52 RNA
(RS M A P e U AE — S X A ) SR e
e, O E CHE I RNAFFMRIEAE, X RN
BEF mRNARFAF 2 CE L, WU, fEE RNARE
R o F H & 18 2(RNA-degradation-promoting
super killer complex 2, Ski2) H i (1) B v A Kl
PEAEF RE I AT A | IFAE OF B I A AR R b Ok
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FEREEAE M 55 IR 2 g IR G v i s SO
RNA#E N # B B A fE 3 1% 1 BEE Argonaute CSR-
I(chromosome segregation and RNAI deficient, CSR-
1; Argonaute & 7£ RNAJTER IS 2 i A% O E FH I
HE ) S, FEEAR IR P D) A 2 583
HAMmRNA. EFHWEEATZRRIG K G, &
175§ Argonaute CSR-1FEYE K 2> 5200 CSR-1 1L i
FEFR mRNARIBEAR, AT SEURAGIET: M. X Ui B
Argonaute CSR-17E7# BR AR BRFEmRNA H i # 24
H, (2R R B, IR AN BRI Lep L) o4 7 B
JEmRNATE MG K B ISR IR B 1 R4l
1.2 FF PR KRS EIERE T

BEE mRNAR B BRI R B 2R HE,
32 | BHE mRNAZE & 8 AP ARk
], RNAZS 5 8 3l H BAT W16 10 RNAZE & 45143
(RNA-binding domain, RBD), WIRNA R 2E /7 (RNA
recognition motif, RRM)FIK [F] Y 4(K homology, KH)
& AR, EATE R Re L [ AT TR AR SR A M (low
complexity, LC)JF #1114, HLbé i i 14 X3 J1MK T~ 2&
[ (fragile X mental-retardation protein, FMR1)ft %5
H meAFRIC ) mRNASS &, TR EAE 5
(ribonucleoprotein complexes, RNP), {i¢ 345 & £FJF
mRNA [ [#f#. FMR15 H b5 mRNA [ i 55 Fl 1 45
U KH245 F ek A B 7K X 2% 155 FMR 1RIURE
BERHFHSERBIGI mRNA. B BFHE mRNA &
fif#, FMR UBURL A A Al 3R, A DR LSRR iR 10 IR K
H. 7 HALRBD, FMRI1 C-Ji i AL & — MK
M LCEE 3. 1% LCEE i385 KHE I bk R/ T
i FMR1S me AR S &, 3h25 %2 FMR LRORL
75 S0 LIV IG Hh B RE SR 5 e SR AR 1T R
FMR-RNPFURL ) 3 25 H A2 5% e mT BE IR 3 25 € 20
RE, fEBEBHEmRNA BB AR, B ORIEIG IE W K F .

R WIRERG R B I MZTIE R, 2 L )RS
T 1 425 BEJE mRNA) S B A, DA R IIG & &
PR BEAT o BFFIN N, mPARBI Y RNAZE &
FI (405 YTHSS #4485 5K 5 (Y TH-domain containing
family, YTHDF)]7E RNAF#ff R R EEZEH . &
T BE S B FE R B, Ythd 2 58 ARR R IR iR R B 4E
1B, 7T ResE BT BHEmRNAFEAR R IR ZGALEIR, iX
KW Ythdf25 MZTIHIZE DAY, Bhah, —L8/
RNA(U1miR-430)5 m° A IEAL B [FIAF T, 4% /0 B
WG BEJE mRNARIASE M. B I 5 L [ 4 s i

PRAGMRNAZS &, J0] FLRH 1 i fe ik FL PR, AT
e G < A IRk 4 T 2 07 X 2R B mO ARt B)
U8 mRNA & R A, JF H 2 Mgt r v R7E A
I3 T IR RNATREVERI M. B2, XL
R AN R B AH ELAE A R T — AN 2R B4
DREFJEmRNA [ B2 fif 76 I 18] 073 8] RS it i 42
1.3 [ERREEXNERLFEEMm

LA AR I PR BRE mRNAF 15T, & FRIH
WK B, IWIONE ST & 1 R R R IA g 1
A X R T IRAG MZTH A #  0E 2, 4
REHEV TR BE S B A, K= 3 BUR MR & 1B
fitt o FATBIAKIBSLWT FUR I, 2 31— AR
T 7N UV iR BRI mRIN AR E 57 P B2 g 52 1 B0 24
R B, SRS Ja IIRIGH 2 K A B LA Y, dX ek
W4 UL, BEE mRNA R B 5 5 m] 5exs 50
IR B P AR S0 . BEFLE R, BHE mRNA
I A8 E B AN L 2 S BRI RIA KM, AT
MR IE R K . B, e REHEA
114(meiotic recombination protein 114, REC114)%
PRI RAZ W] S B AN S, IR BE 2 A4 E BORT B
WG A B, X R 5 A R LTS R D)
FHIR, thAh, BRJE mRNA IR 2 0] e 2 5 504 i
FIR 5, ISR G B IE R K B L. HEl
CLff 5 B BEJR 5L R 9 BTG4 NS 25 AU 1(check-
point kinase 1, CHEK1). ‘BT 5200 A\ K05 rh
(1 mRNA R fif M4 A ) Gy MBI e e, S35 7
S IR ERI PO BRI, T A LR A RE RS
10%~15% [ N5 7 O3 8 1% R K. A Wt
TN, RN AE PR EHEIRE L.
AL RNA PP HUBOR 7R, FEWRTE R AL I B
N FRIE AT B2 m T Rh A, R EHE mRNAR
LS WP AR, T B ZG ARG RIS 20 MZ T I ¥
e, A S| RARRR R BT A2 BRI, S R
MZT ] BE 2 BE T BRI SR R 22—

A, R WIRRR R A R, AL H AT
FRERIRAS, DRIBEREYE mRINA [ B8 3 6 R G 1 1E 3 1R
WA ZGAR R EE, BEFEmRNAMFRE P B0
G ARG . R — W B, IRGIE I B A M
R, B ORSCHE mRINA B IE 55 P AR 2 1B FR~F- 467
M 4ERFIE R K E . BETTEGOWDA% 75 & 1,
FEMFLEI VIO A0 b, BHE mRNAF RS E PEXS iR

AR B REIE N, R RAE ZGAZ | . XL
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mRNA IR E 1 32 21 2 Fft i e s A AL R R i
U0 e S A 1) 25 R FP IR AL AN 5 45 52 RNAGS &
MIARELAE L, X LB HL A BE WS A R0 T mRNA R #1%
MEEAF . Bz, R & B BB MG f 2
(R FE AL 4E 47 BRI mRNA AR E 1, JFiE i i
AT PR A R 15 22 DR AL ) I 5 0 T MLZ T ) B
oo AAGRAENLE] I BL R L, W RS S EUR E I
DR, RN E BEJR mRNA R M FEAEMLE &
HRER T, AMUE BT R EA m YA, &
NANZEASE S PR 1A AR it 1 ¥ 7 AOVR YT BE R

2 ETFEREENHEEMZT
2.1 EFERAAEBERREIEO

ZGAE R WILIG & B MZTRLFE F 1) — AN S
FET A, FR AR (R AL LE S R A Fh 2 8117
7R . ZGARYHI IR S5 JE K 36 1k M\ BEJE % 1) 4
& FRERARNRE, X— a5 8%
PIMISE 0249, flgn, fE/N R ARIEIG S, ZGAK 4
TERRSE AR R 2 5 /NRIRIRTE S — A4
It BT A 300 (B 240 M B Y B e & T R IR 41, T
NSNS E 55 DY & 39301 1|) (B 8 2 1640 M B B )itk AT
ZGA . IXFhZE 5 AT R &R ) 2B B s IR IR &
BB Y229, ZGA 540 i J5 391 2 1\ Bk
RATRE L T —Rh AR AL TR AR, AR S
I 1) S50 A T IS R 4, DA SRR SR R 10
BiLHE. H, ZGAWIB PRGN IEH &K 8 2%
R O AR T R R EUR B S s
fRFET N,
2.2 DNAREKESFEEBETHNAE

DNA I AY 2 R AL 2 () BB L 2 —, 78
ZGAS TR A E A5 SRR RS, 5 1L 2 fORE 7T R 3 A,
DNA H 3L 30 &0 5 R IR R ZGA % DI <
FEZGARIRTIA , A 7 JE P8 4 v A 8 5 v 7K T f PR e
b, 1% 5 R R TUERA DG . AT, 75 ZGAFEH,
DNA A0 7K 1) B A 2 R 38 A o JEE R PR 885, A
1M1 Je SRR £ 73 DR A A R A2,

EZGAIFEHf , DNAH AL 3 &AL R 15
EBREBEMIEM. HRER, ZREAA, MR
R T A7 (0 S 4 B 2 1 € W it A &
e, KRB E TR, RHZEEZGA
(4T 1, DNA F Ak K T 1R B A 5 5 50 5 DR 3
VI . X — 1 R H R B A S- P 3 e s g

(5-methylcytosine, SmC)f#) 25 F AV DL 5-%2 HH AL g
BEIE (5-hydroxymethylcytosine, ShmC) 4 il
4, INOUEZS PO Hy | Tet Y Jk g w5 e XU 4088 3(Tet
methylcytosine dioxygenase 3, Tet3)7E /) i &1 H il
TS SOk R 28 5 a1 0 R R0, IX P RS e 1
fEL S ZGAR R A —5. AN, HATANAKA
A BRI, B DR 7 1 Ry e e i BRI (gonad-
specific expression gene, Gse)fE /& T+ HI1/EH
Sk DNAZ: AL, X — I ) 2k DR 3 A i
FHIREAAEERN, XS R R, FxR
HOIRZS AR AN 25 5 HE R (1) R ik, 38 W] g ad it
WA K RIS T, BB IR K B A
AN, AHFEEY, 1 =E G DNAR & 2L 55
SKBURE VI, EILEMRRT ZGA b, Bk
DNAF AL /KF B, AR DNAF S FE R 1 (DNA
methyltransferase 1, DNMT1)[1) 3R 1A K1 12 25 U3
o IR — I AR 52 By E B R, LR —5
57 B 5% i (ten-eleven translocation, TET)H [ TETI
FIRIB KB IEIN. thAh, I8 R IR koK
EIC AL DA [ & 2 AR A (A 7 25248 (insulin-like
growth factor 2 receptor, IGF2R). G IEHE K3 (pa-
ternally expressed gene 3, PEG3)FI4EF5 5 H 64(zinc
finger protein 64, ZFP64)]. BRHFEIEA (45 = okt fF
5 [ 28(tripartite motif protein 28, TRIM28). & SET
25 M3 11 A(SET domain containing 1A, SETD1A4)+
Fif| X7~ A0 H.AF F & 1 3a(suppressor interacting 3a,
SIN3A)F#% 5 2 [ 2(nucleoplasmin 2, NPM2)1LA K
BT LA [an XA YR AME S K #5517 (double homeobox
gene antagonists, DUXA). & Z=FEAKE 7 2518
RNA%5 4 8 H 1(IGF2 messenger RNA-binding protein
1, IGF2BPI). '§RE4M% & 2 1(Wilms® tumor 1,
WTFEN ek Er i3 L K] 3(zine-finger gene 3 from im-
printed domain, ZIM3)][1) 3Rk 2 [AIAFE R, XK
B, DNA P A i 71X S8 GBI IR R Rk, 8
Faf sl 2E IR IR 1 ZGASK i FI IR & & 2.
&2, DNAH AL B EZGA P R AEEXEAEH -
—J7 1, e IR A R SR R R IE i —
J7 1T, 25 F A ) A 25 R R 0 G 1 6 2 1) 2R A
TX B 25 P18 AR e A0 1 s R e, IR AE IR iR
RE I B B EH .
2.3 JELRIERNAXS & FEE BRI

AR AY RNATE ZGAH IIME I H 26 32 B 0TE ,
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BRI R BB BFEEY, dE4miD RNA
W R R R A, s N 2R R & T R 1
WoEd R . BARSKU, /N RNA(small interfering
RNA, siRNA). /) RNA(microRNA, miRNA). K
i 4E9m 1S RNA(long non-coding RNA, IncRNA)LL &
PIWIAH H_AF Fi] ((JRNA(PIWI-interacting RNA, piRNA)
SN E R ARG IS RNA, RE% I 1 4 [ 45 5 1 B
JEmRNA, 17 AL A B RCR , I 7E ZGA
REFE R A E B PR, S Ah, fEZGAM B, BEIR
mRNA [ P iR 5 382 B mRNA [ 2232 22 18] (745 2
BN E R, A4S RNAAMY 2 5 5HE mRNA I FE
fiR, BT REXTHT A ImRNA [ AR e M= AR St s,
2 ERWIMIG R B R, AR IS RNA = ZE I i1
SRR B REJE mRNA T B A 5 LB, I IfTEeE
JRREZGA, FEHf RN 56 M ZT F i %
£ ZGAKY B, AE40HS RNATE ZGA R 2 &k 4%
EREAEMH. AR, gAY RNAE S F 55
5 BEE mRNA P B, B ORIV iR 2E 8 00 245 e
JR U B TR B . fEIX —id fE A, BHE mRNA
AT & FRMNPBIE ELEE, ML,
Ago2(Argonaute 2)7E /N 5 1) U B 40 i AT IR i o
EIEKCFHIRIE . IncRNASRHEmMRNAZE 5k
dsRNA, 11 B4 1) endo-siRNA N 5] 5 Ago 2[4 iR
BEJFRmRNA. Ib4h, Ago2n] LLIE YAP1FI TEAD4,
TR T ZGA R R IG BEIE mRNA )R AR, AT 4
BN IE MZT I EFE B0 B 50N 01 20 /N BRI B 72
MZTHIE ) miRNA, &I EFE miRNA(U let-75K 5 )
S BAAE, THT A ) miRNA(UT miR-2907% ) I £ 2
R Fr BOT IR . R I, BHE miRNA{TS AR
FWR B EREE, BkDicertyyiRF4m LG ) LT
“EmiRNA, TN REME IR 24T R 1R, A
M ICVELE S — IRGH M 7 25 4k 2k B B, piRNA
2 5 A A A M 1 2 R BRAE G, (HTESE SRR AR
BB RERIEIE . AR RBL, 21
G B 230 e R 2 JVR A IS i A A7 AEAS [F) 25 2 1Y) piRNA,
1M 7E 841 AL HIREBG o LT 504 piRNA . X LL 442 16
N 2E ORRELH H AT IR AR -5 MZTAR S I piRN A 5
A, RIFIXLL )T A REAE ZGAIS AR P R 2L
VERIBY, Rz, ARgmis RNARIE 1 A 2 5 5 L A
R EBNLS], 2Ok ZGAN B IIRAG &K & IE
AT B B . X R BN FRATTEE AR A g 1D
RNAPMEMHTENMIG & & 2 B Re it 7 H

1, FE AT BEXS AR L BE B 22 0T 707 AL TR R R

3 AERBIFEMZTHHIER
3.1 EEAEMIAEESINEE

YHEE B R s AL R 4% 1 AL, A
AL BRI R4S . X R e it 5 e 20
HES DNARA EAER , s R RIL, 2
WA Th e . bLn: WA R 5T R SRS AR
5%, T HR A U AT B o 2 2 Sty s, LA ok
TS AL BRI SE A,

TEMZTHAIR], 48 [ R I 2 0 )
YER . MZT72 IR G AR BRI S (it B RN AR 2 5
AN A RS A TRERMER, X — 52 b
W R MIAEA AL . AR AR Z MBI, 5la
I SRR RALSE, #0245 2 (R Rk A
Yot B MM N R . B, AEAFELIR
BAEMZTH YA HE A A, BN, H3K4M) =
R AL (H3K4me3 )il bi 558 175 BR 1) B 5 X3, T
H3K27 ) = H 54k (H3K 2 7me3) | % 5 s 54041 A
Ko FE/NRRAES, H3K4me3 ) V2 4776 LA S H3K -
27me3 1) 5 BN HE R 1 oE R A T L S, 1X—
X TR MZTZR R EE ), HREFREH, 4
22% /I KR IR BEAN A JE R 41 5 5532 ) H3K 4me 338 AH
oK, XU SDNAH AL 2 U 5C. 78/ BRUI240 i
IRAG H, H3K4me3 (5 546 HH7E 5L e i A7 i X3,
BEZGARIBEGE . 4k, B TR, 1E/NEIRIGH
ZGALFE | 0 A& R 2 3L 1L Sa/b(histone
lysine demethylase 5a/b, Kdm5a/b){t 241 ffo IR fify &
kIR PG, (K H3K4me3 /KT . KdmSa/b™
/I BROVE G TE 248 M J5 AT £ 355 =1 7K °F 1 H3K 4me3,
HT ZGARRFRIE T WM, MG LK E BT
Bto A, H3K4me3 [ 5 H ALK ZGARIMZT 2 %
R, Hk, AEALHZEMZTIE R — A E
B R AL R ic, 185 5 R BT R RS A
Ko WFREM, /MR MZTIEFEF , H3K27 4 Fk
6 (H3K27ac)7K V3 T my, XA B T30S 5 T
R BE PRy ak ¥, R/ BRI Fe s R B, GV EER
RE20 i R0 528 O 1A e 6 R AR A T 1y S BRAIR S
HAAEMAR . T2 H3K27acKE i, Ix L4t 44
W52 ) H3K4me3 PL KT i e (i A . CBP/
p300 L BEEE AL B AE SZ RGP )2 TR H3K27ac, LA
7 S RE W5 T AR iRk 45 G AT I, IR ZGA
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BT . WJa, AEERZ ZAHANTE R
KBV R OREREEAE R, FE R AE B B A R
HFRILTT I 2 25 7 1 KBS 16(ubiquitin-specific
peptidase 16, USP16)72 /)N bR 5P BE4H g 1 4 22 1 H2A
H 451 2 R -119(mono-ubiquitinated histone H2A at
lysine 119, H2AK119ub1) ) 3= 2 L7 AL, 157
FBREHMARY R A H2A Bz R ARG, A (2t kg
G RO . BEFTR I, /N SRR BEAH L b
H2AK119ubl £ REJHE K 3% s dh fr 1 B 4R, (HIK
SPLEJRCE 7 K FE B R P Sk MERER USP16
~EZ M /)N BN B 2 A7 3 A ek B o SRR HE =
USP16f#1/) 5 G0 BEAH AL 5285 i I ZGABRIE , 3X
Al AEZ BT H2AK 119ub 1 (#3d BE VTR AT 8. IRk,
H2AK119ub 17K P48 T- USP16, LA TR/ B 5 IR
B ZGARRIFEAT ™1, thah, W i LR E i i
T H3KI8I AL IR AE H3K 27 L lEf, 25 1 /)
R ARG ZGAR s, X5En TR e R
i R EE A AU, Rk, B R R
EE M LD RE, AT 488 MZTH)4r L B A =
=98
32 AEABIMESEERIENXERE
MR B AR R DR SR IR T 4R R AR AR AR
M, TCH R IAIRIG K B IMZTHIE . B 7R,
HEAPARMEMRA, LB PR A A
1k, B It A G T () S5 R AT ) R, 50 i SR A
T2 AR DR B e SRad M T IX SR AN 2
AR R B W E LN, R HEMRme ik E
RSB 3R
i, Sk T ST, A B AR (H3K-
18la)fE/NRE G K B E HEEM . £/ BT
FUHRORIL, £ ARG = AR 2 T E 240 B K
B REAT . XL AN ) Bk Ok B 2 e T MZTIR)
i, JUH G T RRANBNE (ZGA), 385
ZGARH K EEH [ R & 2 Retk K F2(developmental
pluripotency factor 2, Dppa2). K& % G& 14K F4(de-
velopmental pluripotency factor 4, Dppa4). VTER(H
SAFT AT 1(silent information regulator 1, Sirt1)]3&
REE N, B, BPRANGES T THEAR S
Ak (H3K27ac) FIFLER LAY £ (H3K 18la). 25 L B,
FLEREA I SR T BUH3K 1 8laf& iy /b, 1 H3K 18laft]
A B R Rk 2 [MAAAE B R B IEAR GG R o el
& J LA KB ) ZGARE Al [0 40 i i 9155 5 T1(Centl)

M Dppa2 ik B2 T, HHE3FH 1 H3K18la
BERERAD . ML T, H3K27ac 53K FRIL 1)
AR /N, 18I0 H3K 18laf 481k v] g 2 5 80/
R AR ZGA R JR PR 2 — ™41, X Se 5256 i 3%
B, FLIR 5 7T A 32 Zd i H3K 1 8laifi A & H3K 2 7acl1
BRI ZGA, T2 /N B IR IR R B .
X RN TACEPRAS Qe 5 FW AL AZ 1 AH B
YER, e sem FE R ik . A TR AR ios 24
I BXE S £ 1 40 52 H B B BORE URR H BRAL
¥ W 7(protein-arginine methyltransferase 7, Prmt7)f]
FIL, XL RGN & AE & A B BB T, IX ai
W] ZGA B 2 B30T B MZTH e R M. T4
BATVE T BOE Prnt 78I Rl 43 1 2-O- T L F2 1
(2-O-sulfotransferase, 2-OST)}, #73 & & B [ IR
JAR 3] T, Bz, AR ABME R K
B MZTHr B 1) 3 25 32 A0 0 5 R 3k (1) 45 8 50 8
B, X RERERAR A B TR IR IE A B 1)
SN, I AH IRBIR R IT S A8 1) %

3.3 AEBEIRRIEIEET

AL AR ) I R R 0 3 2 AR A A Bl A
FABIANG . IX LU I B2 B R e 1A R A
R AT A BB IARAS AT 5 e 5 R ) RS
FEMZTERES, 2 R T RIS S T
M B .

TE/N R PSR, USP167E 5P 1F 4 ffd il 24 141
B/ F H2AK 1191 %72 2 (H2AK 119ubl), iX—ik
PR RIS ZGAR) et 26 A ™ 1Ak, H iR
F 2 WA B A 2 195 5 A% Bt AE MZ T R 155 B
BAEH . eSS A AT E A B IRAS, Sk
P MZT I R o 25 R ik IR R At 4 0470 ZE 3 T
BT FE R ORI, IR 2 PR -AMP [
ek 4E A A R F &2 p300(cyclic-AMP response
element binding protein and its paralog p300, CBP-
P300)E A E EYINENE, FEH3K27Ac LMEALK
PG, X AR AR B AR S IR IG Y MZ T A
ZGASEIR , ITTFRAG 7RG IEH K H 9. thah,
AOGHBE AT 5 4 8 B Ui B R 2 1Al A7 72 55 1)
KFe BTN, SRtk =FRBRAGIR H AP 7 R R
LA A LA o- B 1 — TR AT AR 4 B B A Y
JEEA B AT, AT S IR N 2K BT G MZT ][]
LR RIE . BEFTIA Y, NEIRNG b i) LA
Yk e TN, BAE R B IO N GORLAA .
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A3 R 22 Pt 2 4 2 8240 MO R 'y B S HE N 1 A,
RYIR R E FAREHE I — B LBl ALL
S oA 3 BEOGS A5 PRHI 1 28 2400 M i B A M8 A 42
M ZGAZ KR EE, R 2 FENFEF WA MZT
A R, Bz, dRA BRI R T E 2
ML 2 5 5 R IE HORS AR . DFFUR B B 1A
DONERff B DRz 248 T8 LA, e s 8 H
BARAEMZT K T B AT R

4 BRNEMHIARHRE
4.1 PWS&EFHMZTIAR

BE Iy fa o — P B R AR, FOE B AR
TR B R p I 7T BN S ISR EMZ TR FE
£ 0 73 R R DR 2R IA (1 AR A o

EWFRLEW, 8T 30%K9 B D @ik s £ 5
mRNAH & A me A, X P fE BEE mRNA
KA F MR BRI PR, 17X — I BN MZT £ 6 8
OO mOATEEUE [ Ythdf2 B8 R X &G, A
M2 mRNAR iz . Ythdf2 ()R AR AR I H 3T
R IE R B IMAEIR , 22 T BHE mRNA )R
M ZGAMZER TS £ MZTHr EL, miR-430f815 4
R BEJE mRNA, e 3E ZGARTHGE . SE4bh, W5
RILmA S miR-430i& 42 ML, (R e ATT7ESE A BE
JEmRNAZATIE R B A SRS . X Fhdl & 1
HUHIRA TR T 45 G B S AR i % 0 T80 LS (g b 43t B4 A
AN, BEICIAN, BTt B ARG oS- O
IE (m°C) &1 1 BEHE mRNAZE MZT (8] Eb AR AS 1)
mRNAFEFE5E . Y-S145 8 H1(Y-box binding protein
1, Yox 1 )il it 5 St % FE Trp4 5 B A BAF H, 026 1R )
m’CIEMiImRNA, 5 mRNAF & 7/Pabpe 1att [l
HEAL mRNARIFEE » IR L4 R T m CIERL 5 f1
MZTid F2 35 BHE mRNAFE E [ S5 4E H 59, 18
BED (T 9T o B, prme73ERIAE RLIR G & &
BARERN R IAER . EZGABIERT, prmt 7
SEAR BRI FEACERIE, M ZGAKH T MZTHINGF 5%
B, oz, P TEZ R G R A — RAIE
F: A, T MZT /R IR IR K & 17 Je o

4.2 RIBHPMZTHIHAR

SR DR AR i R A B S IE N T RO R
SERIF AT AR | H MZTHIF 7T 32 B4 rh 7 B
G B RIS R R PENLE], KB AN O B3 R 7

PR R IEEEAE

W 1) BE TR R Zelda(zinc-finger early
Drosophila activator, Z1d)A& B #0208 I i
ZGATEZT T o AEN—MERETIRA ) mRNA,
ZId{E 2 RS e 4 R A, XA i AT R
ZGAJA BN BRI 2 B, ZIdiE fg 0% RNA i
12, MR BRE mRNARIRSE 1, { ZGAH mRNAFESE
FIE VA, SCBIMZTRIEEH . SR o ZId it B
K. RIERRAEIE A2 SERRIET:, Kt
TG ZId AP RS PE , AR IR MZT 5
e 2, fESRME R, PR RNA RS SL R fR
EEJE mRNATE MZT AR B AR o 26— Pl 42 i B
PGmhy , Ja 2 REE mRNAR MR 25 Rl a1
AT EEF A FRIEME T, 3B EEE mRNAFI PR
PR A i s A% ) 17035 i 4 22 (1) B U mRIN A 58 ik
MZTH) 4. £ MZTHE , Hid— ) EHE mRNA
BERR. 1X—ifE @ 5 RNAZS A8 1 (RNA-
binding proteins, RBPs)E & iff#% , dL7 [ RBPstlff
SMG(smaug). BRAT(brain tumour)F! PUM(pumilio).
X S8 K 7l i $8 25 CCR4/POP2/NOTE &) sl
RNA%fi#. 1T SMG. BRATHIPUMIKI#E R AN E S,
EAIEFE S S K ERHE mRNAKE K. A4, RNA
Wee A 5 7 OF TS S AUk, S2URRAS 5 AR, 41
1, 4% SMG I BEJE mRNAZE 5§34 57 -RE2H i o 52 5]
PUMIPEHBEAIH . G970 f5 , PAN GUIES [PAN
GU (PNG) kinase]ff#t [ PUM$NHI, {23k smg mRNAKH
%, SMG5 B1JE piRNAIL [F {2 1 B mRNAR) 2 it
HIRAAN AR . BEE & TR KNI, mRNA
BEARMLAE S B, 25 B I miR-3093% A #7% [ BEE
mRNA . SR, X 4L [ I ZGA IO 52 B A% i 4%,
Z L SL RS2 ZGA R R , B RAE MZT )
(1) B Y5 08 25 PRI R 3o 8 81454 0
4.3 IINRFBMZTHIFAR

NIRRT EM Y, T2 T
WG B HLHIRIE AL, PR H AR 28 B8 3z 30 ol L 3 4 A 3
WA, EEHAMZTS B RAEVS R L R,

meAZmRNAH 55 RIS 1806, EE i
H BRGSOk, o F B R R 3 (methyl-
transferase-like 3, METTL3)/& H o8 A 7o Tl 70 71,
R 70N B2 B4 B T ) Meett]343 A mRNA B 1% 3%
R, NN RGN REA AR, S EMZTHLE, X%
B Mert134 3 FAImC A XS /) B P BEH B e ZAFTMZ T 2256
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EE, WIS, mC AT B mRNAK
WEMIEIRE . me AT S 3 8 5 (fL45 Ythdel
FY thd 251 Mettl3 )i b /) 7 I A SO0 Z40E B
TiX— /. P2 mRNATESZ RS G4 01 )k me A&,
FERAEAZGA o XRHmARE R HERFSHE, t1
A {E 2 JG 3RS . BHEmRNA L meAf&1fi 5 mRNA
FAAR S, [IR 4ERR 2 mRNA AR 2 M. Ythde LAl
Ythdf272 /) IR HT K & O meA B 13 ds , %
B m° A/ 51 RNARHEIT FLA) MZ T A2 1 4
W ORHE B, METTL37E /M MG ZGAIE A2 H meA
DUBERL S mRNA b, R e AT I7E 240 A G By
BUGBEARSY, B3 T mCASL, S 5- B JE f 5 0E (m°C)
IR AL 5200 BEJR mRNA AR € P, BT 4% /8 R 00
BRI AR MZT . W50 R I, m*CH L 72 I
NOP2/Sun RNA 5(NOP2/Sun RNA methyltransferase 5,
NsunS) k2 A /N R OB R &, T B4 5 28018
fitd ) B BHI , 26 B NsunS/m°C i % i BEJE mRNAFR &
X /N R FEMZ T 46 28 56 51 071,

HEABHES DNRMEBERE 2 KHE,
H3K27acfE /I 5 U1 £ it 350 0 2401 it A it 199 22 1) 2 )7
T EWRMGE . GV UIREAI AN A 7 G iR
I 2k, H3K27ack H3K4me3 5 FF i 4% )i
FH% . CBP/p300 Lk 4B 1E &+ UTFH3K 2 7ac,
P BER 5 Y (0 T, HIR ZGAIE R 3EHT . A%,
5 A2 OBEALES (histone deacetylases, HDAC)
¥ H3K27acEE M3ad Ji , B 1k R B S R i B3Rk
CBP/p300FIHDAC I #1358l Xt /N B MR ZGAFITE
ANHTER R B B REEW, 7RI, H3K4me3
H3K27me3 75 7] 5 2 DR H0E A AH O, 5268 )5 18
INER 241 BRI 5 1A ZGAJTR] , H3K4me3 fTH4 2,
WEAb 2> 75 JA 2 7 X dk e 2. B8, 2Rz %, & PHD
A RING T 15 45 #4 45 1 (ubiquitin-like, containing PHD
and RING finger domains 1, UHRF1)/&—F/ DNA H
AR 20 B AR R 2 TR () OB R T R . AR/ ER
JE 46 UP BRI o Bk = UHRF 14> S 80240 i IR RE BRI
[ 5 £E 6 %5 DNART H3K 4me3 FF L A0 AR 2 1) 5 35 A8
A5 T E AR T /0 BB B0 A H 3 Uk UHRE 100 FAAR
T 2RI R K B/ 1. XK, BHE
UHRF 1R 5 3N R 240 B Bt MZTHATR ZGA ¥ 5%
VR H B, X e AE R R, TE R
RE % B 4T Hh R AR MZT 8 3 v ARE S v ANTTT A
2D B AW 0 5 B e A

4.4 EREARIIMZTIERE R STk

B AW I O B AR MZTHE AL 7 85 B2 (1) 5K
IS FEAE AN PRI S R, I X B A BRI R AE
BRI TT, BEEFA TR T MZTiE 2
FER R IE I BN A4 R FR I HLE] . B, BT
FIRE AL B, FEMZTI AR B, BEEmRNA] [ fif
5ZGAR— MM, X —d W & 2 Fh
155 18 BN 5 R 2 18] B AH ELAE A 10 Ak, R
W PR Fe BRI T IR Y X MZT RIS, BoR T A
[F) B PR AE W i & B H B O BEAE F Y. /N FRABE Y
AW FMZT S5 NS5 2 [0 1 58 R4t 1 B E A4
WK, Rl AR B S B 7T 40

SMARORE , AT R A ESE T8RN
MZTREEAINR , AR R TT SRS A2 )4
M7 R SRR, T HES) T A IR 22 A
IHEE . AL, IXEEH FE iR 7S T MZTAE A A4 Fh
W) 2 AR R N, R FRATTERAE T R B A
FIREC AP 2R Z) AR . B XA IR A
SRR B R0 S T SRR, oI R
¥, THEREAZAEG MG K E 75 5580 1 N
BT BE e T RS A

5 FiESRE
REERERVT T BEJR P05 4 R 5 ZGA I AR B
TER, #a7s T RAMAG & & H MZTREZENLSI 2 6
PSR XM D). MZTR —NERMA 75 i
IHRE, W R MY RS SE R I FIE R,
i AN [ P b (R ) 4% 22 7 5 AR AR . TR,
Wt 5538 5 2 R B R RE 00 S AR LI B 3 22 5
3 BT R A5 2 TR I SR E 4 T R R 3 PRI A
MRTRE AR, RS ORI — S B[R]
TR, MZTHIAEY R TR RNIR G . KK
BF 98 R S A R Rl e MZ T R b i 3 55k,
s H R BRI DR 7 %o 35 DR A S8 3 e D) R K ) S
XA BT R IG K B SR, I N
P 5 AT 40 B i Fe S B B o Ak, MZT I IT
BT HAAEAEE. RIRE 7% KA
IR o ARSRHIE T AT 2 41 255l , R B MZT
5500 1) 0B, AP B BE RS HE (I R 2 B S5 ¥6 9T 3R
W% U RAT MZTHIWFE A BTt g, (E4y T I
WPENLEIAS A . PFh 22 5 B2 F AR F BRI BR &
Bk 0263, g2 &k E , MZTIE N — N E KA
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