0) )L S i R
Progress in Biochemistry and Biophysics
' '12024,51(3):525~543

www.pibb.ac.cn

Bl T8 FERANREE

%Igi_—;f;f'_l,z) _7:}3;{%12) —75}’-‘}‘@:)5&‘(‘1‘2) jiﬂ‘(%\I’Z)M
(" SRR A AR B, P AITEEE 0100705 2 NSE T R LA B R & Al s 5 S E R 000 %, PRI 010070)

WE I RIS R BT o LA AL T 2320 5 g b 2Rt & 7. MG ER W, & T RERA 5
AP TR, BRI 36 6. EIGE T T, BHREYSZ DI B, & FREFEA A R
GG sk, bR RIS kB BRI A T RN AL R A, WO BRI - A T (maternal-zygotic
transition, MZT)., HH—AKREENFEITIERIUE A& FRFE ARG (zygotic genome activation, ZGA), ZGA W IE# & X}
TR L B AN aiE g EREE, R, BRrxT T ZGA BTEEE HFFL 2R 4 FHLEA N 2 B iFge R,
ZGATEANE YR E IR ZE R, WRESZ 2 DNA H 3t b . B EBM . R4S RNA, Yt i I8 LI ZGA MR A % £
Pl 2 B2 . AR SCHET T iR LR R R 258 A T L R S s b, Xk — 2B oE RIS ZGA BAH AL

HEAT A

KR BHE-G TRAR, ST AN, DNAWE L, HE 7Bk, HEABI

FESES Q75, Q95, S8

K I MERERC T AH 545 5 — 2 A AL
i, TEZAEIMNINDE B — B Ry, &R
(G SRS PEAL TARXFEARAS , SZAE N S e
R ARETEANME o B R A R 2 B A Y i R
SR B REMEHEEY BT (RNAFEH ) >,
20 i o o P o R Tk SRR MR R R T
bl & B AT, FREY) 205 W B R
file 7, A B R AL B BTE (zygotic/
embryonic genome activation, ZGA/EGA), +Fi1H
PR B A R AR Y, X i
PR NFRR -G F 48 (maternal-zygotic transition,
MZT) 7 " A S WA FER S FAE, FHE
Y 5T 0 B i DA S TR IR AL s T B
2 PRt SR RO BRI T e PR B . RETR
M) AR B 120 A DL R R G & B e A ke
HERMEH, HdmBEANH TG EZEN kL
B BT ERAEBIEE M ARIEG & § & E
BT Z —, HReE IERRGE e & G
REMARZL R B ot 4, M TR sk
HAGHER R

DOI: 10.16476/j.pibb.2023.0186

1 BiEY AR

JE B REIR & TR I SIS T R R A O Y
2P DA e B MR Y e i BRI A T
fifto FESEAPRELLIRIETE, MR e
H A D BRI P AR R A REJREE LR ) 32 S B B
FEF PR, MO BEEREA%  (maternal decay,
M-decay) . F 2L TR 2R, 7R LI
WeBE R B, IFRRLEEIMIET] . 55 Rl Ik T
BT P O SR B I S A SR, R
HE TR % (zygotic decay, Z-decay) * ', %
90% (EFIEY) B AE /N ZGA 11 2 4RI B 25 R st
Wi el

4 M-decay IR TCIE IR AT, /N2
K OB 25 A 2 AN . [RIRE, Z-decay RS AH
x [ HRBFE IS (62061034, 62171241) FIRZEH HIA K X
HEFAR MO (2021GG0398) WeBhIiH .

s JETHIR AR

Tel: 0471-5227683, E-mail: yczuo@imu.edu.cn
ks HY9: 2023-05-11, He3Z H Y : 2023-07-05




526+ EMUEEEYIEER

Prog. Biochem. Biophys. 2024; 51 (3

KA I, 2y i B B ZGA 2R DL K&
By E D Y M-decay 1 Z-decay
IR B . S FN IR R ZE R R R B A
W % & BBt LA 22 5% . 7 RNA (microRNA,
miRNA) A ESNE BRI TWE Z-decay
WM EZAE . SR, 7/ miRNA JZ
25 Z-decay IR KIGEHE 1 7, IF MR R
W1, ZA BRI SO s R e NS
{RSFRY. ik, BTG4 1 CCR4-NOT /51 M-decay
B2 LA TEAD4 FIEEJE 5 B 9 YAPL L [F] A=
R Uit PR 1 JE ¥4 A4 i 4/7 (terminal uridylyl transferase
4/7, TUT4/7) B A F 25 7 i3 3 1) Z-decay &
e e U INER IS Z TR RE R A o B4R A 1) 26 S S22
IRINTE Z-decay i A2 IS A5 FIRFLE I ] | H T
A F RN =YK, Z-decay i EE LK AETE
ZGA M, (H/NERFIAZER ZGA RHIIAE . tEAh,
TR, A FRE=Y7E AN Z-decay & 12 H
EEEEZMEH . Y6 FHr ik, s
NI 90% B BB A > e 2

2 ATERARME

R —PFn, &FREFAME (ZGA) 2
FXFORSF Y, E i T FRE A3 R 21 1 Ak s [a]
IR, ZGA WY & A= s a) DL R R 8 47 0
L, FEARFEY R R ARUNRSE
U L 2 W A A IR G 200 B 03 R 18, ZGA —
FEAE 1~3 AR N TR UR & A, T SR R B ) £
25 H At Bl (%) 41 43 2430 R B DR A 4 i
W, o S48 AR LG SRR >, ZGA Y
S A 1) T AE S~10 R =2 )5 o 2
SRAZAE UN E R — U AL 53 240, SRR RN BT o £ 55
HAsh P IeG & & B a1 RIS B 2,
B TS AL R AE SR A SRR B A B A
Be T IR AL 25 A DL R e Ry etk gnie, Hop
Al REAZ BRI ML R T 2 o e 2 28

B F S FE AR — B R AR R P,
BE PR Bt SR 2 L) — B g e B i it . £ 2
& &AW NS TR AL 3OS, Wk
ZGA (minor ZGA) ¢, DL K &A= 7 M 307 i) R AR
G T HH AT, T ZGA (major ZGA) 12,
major ZGA [ FEF FAXIRIG M HEs &k & HA 25
PERSZ o /N BUR 20 76 52 K )5 24 h 42 7 major
ZGA, FERAEAE2NMBNBL . TS AIRE D )
SIFESZHRE IS 2.5 h IR 14 SRR 326G )5 3 hi

510 /12 i S5 391 28 77 major ZGA, A2 T /N
major ZGA & RIS L > 7 (€1, E1).

Table 1 Periods of ZGA activation in different species
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IR 14 ff~241 g [26, 28-29]
A 441 B ~841 [9, 30-31]
% 441 Hu~841 [30-32]

4 AL AI~8LM A . SLMA~1641 i [31, 33-38]
giEd 8211 fitl~ 1641 2 [38-40]

R S fu~164H i1 [39, 41-42]
Bt 6~10-~4H fifa & [9, 14, 43-44]
SRR 8~ 14441 L & 34 [2, 9, 44-45]
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Fig. 1 Periods of minor ZGA and major ZGA in different
species
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3 ZGAHEXEEREF

3.1 ZGAREEFHYFFRME
3.1 WELsh

BT BE R 20 B )R S R IR RS 1E &
B AT, ZGA A F XA T 41
(G SRR B H B, RETE— LY Fpla], ZGA
PEE R P A SR AL B LD, FEdEfE ]
REfFEE ST, (IR ZE kA, B4
PR W ZGA AH 5 B B 22 20 1 B 8 1) 40 ol ok
Sk,

N B 3 R 4 980 1) 32 ) Yap 1 1 OTX2
G2 MM OCH F RIS . o Yap 1 7 9RBE40 i b
I BEFRIE, Yapl @A B -R: 40 A L AR RE A8 IE H AL
B ZHKG, HEITEZ I, ZGA FEH R IK K
P& 7T OTX2 23 7E Duox K& PR JAE b 5 % Bh 3 41 (41
TEEE T MH, OTX2 AyRde 2R3N RUIR
G T AR ZGA FEF R ik 4, [RIA, 2] 4
T2 (CyclinT2) L2/ ZGA ¥R+
CyclinT2 J& HH Cone2 B2 K 9t ,  Cene2 1k 2% F
PRAIBHTR 2 T80 BUR R 7E 2 40 il 4 40 it B BE
5=, JF H Cone2 Wk 23 38 A2 13% 19 ZGA
BT hh, BRERERAERKEF 2 mRNA
gt & # M 2 (insulin like growth factor 2 mRNA
binding protein 2, IGF2BP2) XJ/INEl ZGA &K 19
PEPE FE R RE 256 2 . IGF2BP2 [k S BV
A4S o B R SR T2 N, BEIR
2 ARG T A SRR IRIR TR, e S8R
WIRRG & & 5

BRFULHATA = R HARMEAE: 5 (PG) R &
7 (AG) MHRIESE T A ZGA I TAAAR LN 4L,
RGN AE NS B BB, 7e/NR IR . TRl
I S5 A A B Y ZNF 675, — AMUAE R K
S R I, X AR ZGA B EE
ZNF675 Wi 2 B0 mRNA I, ZGA JEA
WOE A W R, AT IL, OCT4 %t
AN ZGA FEH ik =4 —E 5L, ik OCT4
& W 25% 11 ZGA FE [ 7E 8 4 g i it H f2 25 T .
FIZ, /INER 2 40 B BEI 1A R ) Octd 254510 45,

W& 2, Octd B KL T3/ B ZGA % N G
Rl o

/NI ZE R G & B R rh AR R ik —A~
I S N T % Dux/DUX4 5% 2 A BNE 2543 1]
{38 T Dux/DUX4 V] BE 2 0 /N BRI ZGA 1)
KEER -, HEIEMFREN, EN7E ZGA i &
H G LSRN S8 H 070 R BT BA =Y B,
Dux £/ major ZGA HIFARSCHE, Jf HBELE/IMR
G & B R IR o [RIAF A R A BA
SEEGUERH , Dux HUE R 958 ZGA 1R A 2
B ZGA.

ZSCAN4 &V 7.3 ZGA Wi R R Sk 1 ik
K, X ZGA WA sh ZFEAER . /NI IR iG h
Zscand P FERBRT 2 ARG . (AL RRAR Zscand
PRI ST A 2 X A 2 240 D ~4 2 B B IR T 2 T K
HEIR , BEMRIE ST IO E R Y ZSCAN4TE
NIRRT 8 20 M I i ) v FE R 3k, IRl Bl 25
major ZGA [ &4 2 MILZ T, FE4FIER
KRB, ZSCAN4 WFRIKIK PGP B4 L 5] 4 41 it
I — B AR, 75 8 4TI Sk &k, 16
YA b T A A, (B SRAEIR Y B 0R 30
W AR IR . BAR ZSCAN4 £3 15 L4 16 40 i iR
IGH B RESIBEMG, MG & T 2B EmImf 5,
312 Hithzh¥y

R, B R B ZGA T I T R
Zelda, FLos S5ECFANRA A XIGEAT45 G, #
M) 5 3 PR 2 %) e € o mT R M3 1 Hofth ZGA M
KH T4 DNA I 8. Zelda Fl R de 2™ e SR
WEIE G ZGA BTG R WO 2808t 19, Zelda 5
PR B L S BE DR R 2R3k, T E major ZGA W]
0 5L R 3 2R T GAGA T (GAGA
factor, GAF). GAF A5 Zelda PFI/EH 3K 3 ZGA
KA, TR EAT ST T Zelda BN BE . GAF
PR 5 ZGA WRECE A7 5 e ] Sk, i
Z GAF W shF, ] Ko X 3™ s 2> ), it
4h, CLAMP 250 ZGA it P FE S 5E% 2
— . CLAMP REW] DL B2 6 L IR 1 & 7 5%
N %2: 5 GAF l Zelda & A= M B 520, 18 45 45 b6 X
DNA I didlg, fEiEG I ', xit—4
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F W], Zelda., GAF Fl CLAMP 75 F i & 1 X 4
WO A R R A

Nanog. SoxB1 il Pou5f3 J& B o 1 Hr L hy S
1) ZGA W -, 558 T 74% A9 minor ZGA
FEDH (R SRS, X SE R F I B e & R EUE P E
FIRW A RIS, R IR iR & B R ot 4 BH
Wr ' BFsEE B, BE D ffh Nanog. SoxB1 Al
Pou5f3 RE A% % e €4 51 ] e vk UfE i ZGA B %
o A ATLAMS, AT Y T Xk, (32 vk B A
PESZIN, PR R R, R B X R A
ik, =FE WA LIUAI TR R, BIRhER =R
D] - e 7] 5 ) X388 g 2 J5 i Rt 7, Nanog
SoxB1 Fl Pou5f3 23 5t 9 =y A% /IMASSE AN Ty X 48 (high
nucleosome affinity regions, HNARs) f*)4% {1 5tk
. ZGA ZHi, Pou5f3 Fll Nanog 23 3k 45 5+ B 34
HNARs 710 8% /A B A 1 a2 2 /A o 48 o
ZGA J7 1 Nanog 23 4545 # HNARs i 1.0, Pou5f3
M, = FH RSP RE H4ERE HNARs - FF
A IR

RUEAEVE L YR B 2R ) — 28 ZGA A E
PRI, A TIRAIRR G2 A
FEMLE, (5 H AT A B ZGA P8 H 1R ReTE
oAby b 3R 2 5k UL RNE Y, P FiRe Sk B
o XF TR — TR ZGA BIALE, SR AEAN [H
Yk B S, TR
3.2 ZGAEEEFE SRR F 4T

VW R EM, ZGA KA Nl EZ 8 L F
AHOCPR T (R T o Tk S a4 PR - a0 [ 45 5
JE W) DNA TR FEER . IR R X T& F AR
WoE g, B NAMOIR Z 05 H N ZGA
SR RIBUA  (motif) FIREAAAE T ZGA KEH 1Y
e g R X3 HLX ZGA FE ik .

BoE B, 765D a2 R 4 (mid-
blastula transition, MBT) fJ & Jii tF, Pousfl Al
SoxB1 %5 & i i Mt ] T 45 fi7, AH 4B A9 Sox
(CATTGTA) F1Pou (ATGCAAAT) #H ¥, Sox-Pou
RAENLE, JFOIEIS ZGA S UIMI S, £ ZGA T
1, Pousfl &4k & %) Sox-Pou & S0 1., Hi5:

RNA Pol II, 7 ZGA J5#, SoxB1 3t [F] %54 Sox-
Poufvi 5, HEMIHAIR ZGA BFa R BE AE SErRG1
Pagas ol AR SR R R IR 2 AR SRR Y
I g X, AR E 4R T 5 CAGGTAG M
F Y motif £ 41, #FR A TAGteam /i1 5, . Zelda %557
PEZE G TAGteam 7 1, {2 #F Y4 60 5T R Ath 7%
SEAFMEA, HEREGFREARLEX
LB

TENZE ZGA BT HB IR iR v, 7 2 major
ZGA K PR BRI A oz o 09T =28 48 X3k B #0s 4E T
TAATCC /7% (PRD-like motif) . H. motif 1% % &
B ZGA SN B FRIR O, 85050 & 9,
2% PRD % 5% [ ¥ TPRX1/2/L & N5 ZGA B 1) 56
R, LS E AJK ZGA W L [FIRT
Wi A TPRX1/2/L ¥ T30 24 31% (1) ZGA &8 R i,
WG B N ZGA (1 b U [RIAE, 7/
& — U 64 motif (A 4 H BRI 2
ZGA BB 1UiE, XANFH 5 SINE Bl/Alu A EH
R OARAPE . Nr5a2 19 motif £ & 7E i, Nr5a2 43
S5 G v i R XSO S 2 A 2 AR S
s, fedEYe ) nT Kbk, NrSa2 il i s 72%
() major ZGA FEH, KB H| NrSa2 & 38 B4
ZGA N FH, 24k B 7. BRILZ Ak,
/N2 IR R 37 B E 4 T A Nfya F757
PEZEA 1) CCAAT [ 31, Nfya 1 b —Fl e i s I
TEEA I R AT, SE90ESE, Nfya S&2 i
1524 15% 1Y 2 AL R T b 75 1Y, Nfya BUFE/S 255
B 5 ] Ko PR AN ZGA RS BRpg 7

Zi b, ZGATEH T 5% € motif (455, M
T V815 55 00 3% motif 1Y ZGA LR A 5. Xt pF—
W, ZGA BEHITE—E BJE A REfA e G 75
PPN, HAEARFE AR AT RS, HiXFh
i R B — L ST IE o % S R motif &
SRR ) G M (R 2R, S 43 B RN T 3 [
PAYE TR R o PRI B A2 48 s A [R] 4 o o
ZGA VIR F 45500 S TP IIR-AE . X Tk —20
P ZGA FER W ROHALEI R CER (E12).
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Fig. 2 Sequence specificity of ZGA-related transcription factor binding sites
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4.1 DNAREMLMEZRENEM

DNA HUEEAL 12 A Sy J2 1l 2L 30 0 4 e S 4
O FRHE A EI RIS, 32225 Sk DNA H
b F 4k +F DNA H 5 fk . M Sk DNA W fb 2 78
DNA W 3t % #% i 3A (DNA methyltransferase 3
alpha, DNMT3A). DNMT3B I DNMT3L = i fifi
AL T, (R & 4 F 310 1) DNA BUE $5JE Bl
DNA H 34k ; 4+ DNA H 34 2 75 DNMTI #Y
HENE, AR TR R R SE T DNA H 524k
SRR EE [ AT 4ERR FH BEAEARAS , DNA
A FESHRIEHEA N | TR, XY
ARG A5 Z A0 AE B R S R Rk . B
ey Sr R FREAEMZERE LT TN
L M

FE/NER A, PR AR E 20 i A Sk DNA B R fE 2
FEA 2250 405 IR RS TR A R PR T A, ELAE A=
FISEa T . M, WEPE AR SN b Sk FF AL
FN A A TG FEIREEAEM T, DNA H AL
e HI A KIER R A, IFAEAE Aif I
ARGER ™, A, DNA B IEALTE /N RS T FgRi
AR ] 04 53 AT 25 S0, I RE 20 2 v Y SRR
fICH AR B, e T b DNA 3k £
I S AR SRR A rp

ZHREIGEEART, WFLSi SR 2 D4
DNA 2B 3fk, JRASTERFN YR b 25 B AR
MBS EA 25, (HiX— i BT A X A SF
o S2AE G SR FE IR 4 i —A 42 e i il Py T sk
() 3 g 2 FE AR 0 R AR 5 PR A A ) 3
1 7F DNA & il 3 B b OR-FE B4 19 oK B AR &
fiff FH Ak DNA R Wrple i B 5 22 B =X, kAT
B sl 2 B 3Lk

N B ERE DR A Y 3 2 W 3R 0 R R E 7E minor
ZGA By B HACARFE PR 21 A 25 W 3 Ab o i Lb AR AR 3
A PE L, 50 DNA L RILIRES S S8R G
SRetE S A W P NS e ) b 2 R A
ZAE~2 AR B, [RIREACAR L P 21 iy 25 R kP
FHREARILHAL, (HAE 4 40 A~8 4 A B B 340K 7
BAEMUNGAAL, FIO DNA F L0 87 1) 5
gy R AA R R, R AR B B B2
R A B T XU S F Sk X sk, 5 FL i 3 Ak
XL, XRELS A SARRI S5 /MR R 2
AEkERE, A B ARG LB 2 240
Hu~4 40 LB BERS, DNA H Ak $4 52 B [R) R BE 1)
WA, RIS, B ZGA A JERRBE 0 £ rh DNA
H AL 2R/ NI ARk, AESE PR RN, e 1 11
AR E AR Y Bk, ASFEYIFH DNA 3
TR Bh AR 5 ZGA Z 0] & 5 A7 7RV AE Y TR 45 5%
RN B — S BGUER T (E13),
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Fig.3 DNA methylation changes during mouse development

B3 MREH

42 HAEAEIME

H2A . H2B. H3 Fl H4 45— X A4 i 20 25 1 /R
&, DNA ZiZafr /\ R 1A i e € 5 i) L AR 4 A
AN/ IMA, A%/ IMAC R — 2D BRI TE B e 2 ) 2
¥ ZRMEMEE 2 5% 048 AR Sk 3k & AR 3
e, JWRAERCBML. FEfk. BiRfk. =
AR S B o HFREESUE T HE AN
IHLATIE AL, [ DNA AT 25 G AR B2 B50 ), ik
TR SRE R A 23k 1 7 AL B 1 3R R 2 Bk Ak
[ERIN ZGA K st A e s vl 1z o .
4.2.1 HHEAHEALEM

A BN S E AT &
A, FEAFEH3K4, H3K27. H3K9. H3K36 %54
1% F AL A M A7 05 . H3K4me3 25 & 4 T 5L Ay
B L, R RS Y IS
IR AN I H H3K4me3 81D “ARiE” ()4 Mgt
WA, B Cviig” AE & ML (non-
canonical H3K4me3, ncH3K4me3) 437 76 il 20 B
A, H ncH3K4me3 Z# iz WidE ik, 5
22 1 H3K4me3 VE A Z , ncH3K4me3 7] g5 bl
R %) 5 PROTBRAR G %), A NSO RE4H i rp
A % B ncH3K4me3, i 78 HoAth il 3L 3 v 0 2 A
SHRSFRY, IF H ZGA J5 & 5578 M diiist . X Fh
H3K4me3 (9F 28 #3128 S Xy IE i e 4, X 1
B 3 DA S R IR & 7 Wb AN /b ooz ]

/NEH H3K4me3 J& i Bl A28k, JFH S
BRI AR IEAE Y M, ORI A

TFEFDNA B EL T

PP H3K4me3 2 FE R, FH7E major ZGA 7]
FOFT AL, MZ T, BEASEEZH o neH3K 4me3
FEAEAE T HB o WO AL 45 A kb (partially
methylated domains, PMDs). 24 5 ncH3K4me3
SRR, 7E2 MM ZGA Z 5, ik
PEBR, O H 6 4 L) H3Kdme3 1O 110 AR
R wA R A, —H3) 8 R B
ncH3K4me3 2 8 404, Jf H.ncH3K4me3 5
DNA AL B B A 5¢, JL-F 2 & 42 75 PMDs
rfv om0 g Ak RS R4 L ZGA SE R B F
R T H3K4me3 A MR, 162K 5 4 78
g “viie” pyAES M, 4 A0 IR SUEE AT h
“OEWET  TERE I AZORG O v ] e T 2 e 2 Y Ak
fiif SB  (lysine demethylase 5B, KDMS5B) #
KDM5C, 4 3 3 ZGA 2 W 8 zh T L &
ncH3K4me3, ZGA &N FRAZF, 20 RAG ik
—LRE " B DU T R X TR
W ZGA R LS (E4),

H3K27me3 #) 1z I\ Ay s —Fh il 1 20 2 1 s
IS Z RS 2 &K 2 (polycomb repressive
complex, PRC2) AHIC % 7 FE/|N B B9 B 41 it
R B T AR 2R ML) H3K27me3 45443, - BA7AE
T v SR ] X, RS2 IS R B RN G B0
¥£R¥K§%0%¥LM%ﬁHmﬂmﬁﬁi%
st RER . SR L, /N R WIR G
mmmm%Hm%m%*%ﬁ%;ﬁﬁmﬁﬁ
ol H/NEURTE], H3K27me3 TLEFE A B0 1)
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Fig.4 H3K4me3 changes around the ZGA gene promoter in mice, humans and pigs
E4 /MR, AFIEZGAEEEEhFHILH3K4me3 2L

Mk & REHNG s F LM PMDs 1. 75 AR ZGA
ZHI, H3K27Tme3 4 & RFER, ARSI A
AT RE R B PR AR, (AR R &
By e B MY H3K27me3 45 Hy I8 7E 4 1Y
HWI G gz 3], R iapios kB, M
Ji 7 28 ML IR o B 57 H3K4me3/H3K27me3 /1
SRR LRI, BT H3K27me3 Y 2 5L
ZGA SR TERF RNk S0 T, XRUR
ST MR ICA B TG ZGA R 10,
H3K9me3 7£ /)N BRI G b 2 20 — Ak B BE I
MZT kA= () F Mt A B i i . H3K9me3 7K -7
/NELZGA 3 2 R AR ELTE 2 40 018 B R 1K
Z IR T 1o 1) H3K9me2/3 1Y K- Ak
RS L™ HE LG ZGA MR W R R B . SRk
H3K9 FHEALEE, R A Rt/ BRI %%
TG ZGA KA T M iR 1o [alaf, A3
RN P ER &2 B H3K9me3 2 & FF 4 S 1D
. H3K9me3 i o I # 1 K o B & /¥ 41 (long
terminal repeats, LTRs) A9 I1E ffi & ik #F 1M 52 M
ZGA. H3K9me3 /K- (134 5 AH N X 38 LTRs (1)
DUERBEYIARSG o2 Al FEBE D 4f rh H3K9me3
FI AR (1) S Y o R A5 R ) &2 SR S R AEAEMZT 2

Jo, T ERREY IR AR A ZGA (IR A Y, Xtk
—AAIER H3K9me3 5 ZGA Z ] iy %5 1) 51k .

NN e N eI = I U e
H3K36me3 [ 3 2570 A TEAR KFEJE 5 ZGA 1Y &
A3, 7E MILBPEEAR I AT -, H3K36me3 #f
AARERE SR, XG2S o0 &4
TS, SZREER T REA H3K36me3 Y & AR AR EE I I
AR, T A SRR {H B AR
H3K36me3 7 2 4 ffd i 30 A A6 B R osi 55, 8 40 i
BEL, MHEZT, W5 H3K36me3 Jf:
A BAEZ RO . fER % /) B major ZGA &
A, 42 )R H3K36me3 £ 2 41 it i 4] T 4f; o A o
JETE 8 AR B ak | Toilge 5o 10 /N B H3K36me3
R, 2 E00REA0 0 ECE )8 > DNA H 54k
SH, ZAFINE E SZBHLL X DNA & il fl ZGA %/
M e
422 HEALEALEM

I A LA B A N Y (a5 m] Kk Fn i
s FEMEN, H3K27ac B2 2 g S 1h R
SRS B TR S, 5 ZGA B IS % 1)
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Abstract The development of animal early embryos commences with the reprogramming of terminally
differentiated gametes into totipotent zygotes following fertilization. During the initial stages of embryonic
development, the transcriptional levels of zygotic genome remain silent and maternal gene products dominate the
regulation of development. As embryonic development progresses, the maternal gene products undergo phased
degradation while the zygotic genome gradually activates transcription, marking the transition from the maternal
regulation to the zygotic genome regulation in early embryonic development, which is also referred to as the
maternal-zygotic transition (MZT). Zygotic genome activation (ZGA) is a critical turning process in this
transition, and its accurate occurrence is crucial for early embryonic development and cell fate decisions.
However, the regulatory factors and molecular mechanisms of ZGA remain poorly understood. Studies have
shown that ZGA varies greatly among different species and may be affected by a variety of regulatory factors
such as DNA methylation, histone modification, non-coding RNA, chromatin remodeling and ZGA related
factors. Here, we review the research progress of the above regulatory factors affecting ZGA, which can provide

valuable insights for further investigations into the ZGA related mechanisms of early embryos.
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