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Abstract Transcriptional regulation during spermatogenesis is a complex process. It consists of a series of
gene expression and regulatory events that affect sperm formation, quality and function. Transcriptional regulatory
mediates the expression of genes including sperm-specific genes, histone genes, and other regulatory factors. The

expression and silencing of these genes are regulated by a variety of mechanisms, which includes transcription fac-
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tors, epigenetic modifications, and non-coding RNA. Furthermore, transcriptional regulation plays different roles in

different stages of spermatogenesis, including self-renewal and differentiation of spermatogonia stem cells, meiosis

of spermatocytes, and metamorphosis and maturation of sperm cells. Thorough comprehension of transcriptional

regulatory mechanisms in spermatogenesis is of great significance for studying the biological processes of sper-

matogenesis, resolving the pathological mechanisms of fertility disorders, and developing treatments for fertility

problems.
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¥ T &4 (spermatogenesis) & — N H 24 H
PRGBS R, W S B 2 Fh A K 24 i AN
FRIE A KR T 401 (spermatogonia) & %
KA 2257 54772 A2 i 28 (pre-leptotene) A REAH A,
B I 1 T T8 4y 247 A [R A - (round sperma-
tid)o [RIEKE 7B LK F A2 (spermiogenesis)id 2
BfZkeds . HEH K EOENE — RITESHIL)
REFAR, AT EKIEHE T (elongated spermatid).
KIUHKE 7 NI 52 J5 , 7E P S22 A %2
i e 77 B G 1

F& 1 & A LA KRG % (spermatogenic wave)JE it
17, BN/ RS T KA 2R A 35 R0 i B &
BN Z MU IR, AR A R AE A R B B A AN [F 1Y
FeRFRIER A, I E S A F A . HR A
IRIE T — A LR &0 e s AR, A& TE R —
MEAREDIRER B BT, XA AP S 3 %M
. B R R AR RS . #% 5% (transcription)fE
RFERRIEFOIEN R — 0, FEER AR
TERA I, LERF E 0 B Y v 3R R e R AR
SR 2 45 DNATERE s I RN A fE rh 32 31 %
Tofu e sy IR~ B8 G €8 JT 245 A0 P A PRI D 35 Wi 2 S A A
Mg, s 22| 2 MR, fHE: RE Mg
A7 4 R 1. DNAH BB E1 . AEAfEEE
RN e Ca

1 %REXEFEE

N A AU A E] 2% DNAFF 4172 8 H
Fdmbs 74, oA 5%~10% 88 & T 1T TR iR
SR XEEHEE FEA =K (1) B BuG el
SEANHIR ;5 (2) LA RNAR G B NIZ O
a5 (3) /MEALE B, DA BB S IR Y
o HbAh, FERH KSR A P gtd 7 o4 1%
SO P IR F 7o, 40 TATA TG (TATA box).
J 81)F- (promoter) H45E - (enhancer)55 ™, K, £k

spermatogenesis; transcriptional regulation; meiosis; epigenetic modification

Z IR A% P B R R 428 3 1 B R  so A e BERE
PRGBS AR R . ARV E AR B AR M, R
PR 50 T I v MRS, 38 FH 3 7 R -7 AN A
A A S P DR A X S A i A AR O R U UK
By 25, K1 I8 UK T IR B LA K S # s s P
FRAE , 32X 3 B0 55 R 48 i o 1 22 00 75 B9850
ZUGFEEHIHEOE . 9 T B A RO A ok
e FH % 3 DR 176 AR R 40 i H e 22 ST, TATA
454 5 M (TATA-binding protein, TBP). 1 FH#% A
¥ TFIIBAI RNA Pol II(polymerase II)7E . {H #LfizfAh 4
A A AR R iy TR TR . B, AR
JIFE R P 0 A B AR BRE PRI A0 24 20 ) 5 A7 0.7 4123
43 ¥ 1) TBP mRNA, {H B 52 RS B A5 R B R 20
B 805 2004 T 1 TBPH ™. AT 5
A 200 B PR AN [R)ANASCAE T3 3 FH R ) S 3R 7K
-, i HE B A7 AR 52 U R R ol e
[HF TFIA, nlilidFa e TBP5 i 2 F DNAMI 45 45
{2 3E RNA Pol TR (1) 4% S 4 52 A5 (preinitiation
complex, PIC) % H H MM R 4 G AR R e
3K, HAE S R AEAE PP TFIA R R A | ALF
A TFITAT! 1, AT RE WS A2 5 s i Fe rh D REAE B AX
TFIIA, X558 1 52 00 i 4s e R e Sl A
U, BRSO AR T RE R B R SR AR LA X T B A
ARG AR K B AR B

DNA F J: L (DNA methylation) & 3 [K] 41
DNA b # W R MR, F5 2R k i
BRAHSC 11, DNA R ZE 4L th DNA F R 2 1 (DNA
methyl-transferase, DNMT) 4L S- IR # H i 202 (S-
adenosylmethionine, SAM){E A H JE{L4K | K DNAR]
CG A% TR AR i i g i %V b s m R | 2
TE 1l 5- F B M E (5-mC, & WL T FE: R 5'-CG-3' 7
H1). HAETCE %€ 1) DNAF B R il - 2
e FREE AL FE S 1| (DNA methyl-transferase 1,
DNMT 1) A Sk B 45 F% 8 (de novo DNA methyl-
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transferase) DNMT3A 5, DNMT3B!*!7, FL[K 4] GC
BN X AR N CpG i (CpG island), B HES) %
RIZH A — 2L 5 CpG it AT 8 811X 35
FOE UG BT 1) CpG & vy i FH AL & S 8

Eb#5E E iG 141 B (embryonic stem cells, ESCs)#ll
HERE T4 (germ stem cells, GSCs)I1) 4= 3[R 2H F 3
IR R I, K1 KA A IR (Dppa3. Stra8. Pi-
wils Movi0. Scp-family. Tex-family. Rnf7. Sohlh.
Tdrdl. Catsper-family%5)fEESCsH i B 1 AL K 1A
UUER, (HAE GSCH 23 £ T EAIRA U, K5+ F15p
TR AT R E BT A T 1 A2
BV e PR IR B R 4 DN A H 64k (1) 3 2 F2 (reprogram-
ming). FH—IREmIERKEER T I F32H0E, kH
ACYFANBEYE 1) 52 (K 20 DNAZ [ = 3 A4 2l (1) DNA
H LA K B 2 o R 46 A2 B 40 2 (primordial
germ cell, PGCs)iL#% Jf 7€ #E ZIE i ()i F vh A A2 5
TRE YRR, FEKZ DNAZ ) 56 4 2 AL 1Y, i
JETEE13.5~E16.5°K i LRI Z DNA F S 4L bric, ££
TE PR AE TR A0 P BORS RE ) DNA F R R MR,
P72 R IR T 41 B (spermatogonia stem cells, SSCs).
E16.57%, PGCs[R 73 S O A H B AL KT8
fe i HL I DR 20 F AP 28 7K F, T7E i 4F SSCsHr
RSy AH O PR S B2 3 v AR B A Ko AT
i Do T 240 e o e s R R B 1Y) PR A 7K B T e A2
HERFIC T R AR — S SR MAE bR 1 o

B XTI RAS 8 0 55 MG 1 110 2 i R 4H R A4 )
PRI, NEIEREEZ MR T RAMKER RS T
DX g F AL PO MARSITSS U225 A0S R A R
B3 pIRNAN T3 B S5 5L K| PIWIL2/TDRDI 1) J 5))
T DX A . HANSE 2R I Sox 300 75 2 1
DX 4 B R 6L . NANASSY %5 20 o e A A HiE
R A% AR A S TR S PRI CREM(cAMP-
response element modulator) i 37 1 AR R
I, ¥ 8 RS A REE S CREMAEE IR F 4L
KPR R . BARAEREMRoT & PRI B8 bR I 31 2
ANKE TR HE AR DGIE (R iy F KT, (R B R S
e F A R R 8 ERML AT SR T D o

2 BTRERFFEERET

2.1 Lin28
U LB RS 5 R 2B R T SSCs Y 1 R B %

SACFTYERER . Lin282& — A 454 RNAM 2
Re T2 7, 25\ B2 AR R, 4
TR RN EE RIS R, R AR,
Lin28477E N [EJR A 1, Lin28 A1 Lin28B. X
iR HAEE S B PRIABEH I REAHALL, Lin28A
BT RAAFIATEURE JE 40 e A, T Lin28B I J&5 FR T
i 240 PRI TB) BT 20 6 71, AE SR, LIN28 R IAAE .
W12 R HubZi g, Bl SRR 3 2 A DG HE B R ik
KB NV . Hub4H B 7E SR w0 52 0 B 4EFE A
B2 M A 2547 (niche) R Th AE , Bl 55 2 50 H FIE
PENBE, LIN28 TN RE [k 2k 2 5 2 Hub 2 i 5 2 4
(0 H b TS 8, T LIN28 W R4k RiA 25
i) Hub 2T i 1) 5 2 1 A AR B T 4R i 1 Th g 2. 7255
IR B T 2 e d 2 LIN2 8 [ RE S 30 4E 5+ /4H 41
M H 8> B H AT T R B Lin2 8 A 1 4% Bl
i) LA Tet-7 miRNA B4 B T mRNATK
IR T P B . Lin28 ALEAE P A 4 i () 14 12
gh B gk, — MR AR E L (cold-shock domain,
CSD)FIP A CCHCRIR I EFIB 4. IX K H )
RETT RE 5 H AE s 45 & DNAAH S . @ik )/ BV A
T4l i (mESCs) ] ChIP-seq4h 401 &K L, HARST
[ 454 3 “CAGNACC”-NN-“GGACAG” (N Iy
HUF 1) 5 HRNALE &3 P (GGAG/A) &= FEARAL, 1t
AhiE it ChIP-seq . RNA-seqlfé &40 1 &, Lin28A
s A0 B AR R i kb, JF H 45 & 5
IR 5 VF 22 A G FE R I R IE/KF R IEA 2% . BF 7K A,
Lin28 AN 5- FH Jik fifu i mg XU N %0 Tet 146 55 21 & A
LB A, DAY R 5- FF 35 it P g RS- R 56 i
WERIEN /1% . Lin28ABL Tetl [ mi Jik #8 2> 5 5 DNA
FH A0 R85 DL B RS (R 08 2 1 B0V, ek, LIN28 1)
T80 5 2 IR AR RN, WA YR D) B
JRABSE A KlinefelterZE A 1EH Ko B 1 LIN28TE4E
FFAEBA T4 Mo 7 T B DU RE AN, S (1) LIN28 R IR Ik
5 22 UK I 41 FJe (testicular seminoma) il B 5 Bz
9% (ovarian dysgerminoma)ffl 2. LIN28H] DL [r]
VA Let- 700G A%, dE M2 2E Let-7884x 4 2 /> 80U
KK (MYCN. AURKB. CCNF. RRM2. MKI67.
C120rf5) I FIE P, 1E SN IR 40 B V) v e
HHLILEE B T LIN28 ) Ry 204 B2, 1 75 AR i 4 8
Y1 2R A 0] LIN28 1 338 7T LRI 4D Ler- 71 R IE
T4 Let-71¥EAR mRNAZK o 0T ) — THTF 70 %
BH, LIN28MHI7C1632 1] LATEAR Py 4G 24 [F1 b Let-7



598

L] AERHER S AR

[FZRK FE4MH] PD-L1IRIE , A3 R 5T fa s
RS, DR, LIN28IZ i N I A8 IR 9T 24
VI — A A5 B S
2.2 STRAS

ARG 2 M N 2253 A AR IR A o R R T
RAEFOCHER — 2, WA 225 245 1A g
FEUE T 2 T WL — B AR P 7 A U R A 9 2 A
20064, BOWLES%E B KOUBOVA%E B4 5 R I
LT ER (retinoic acid, RA)E 5 18 B 1L IR 7 AT 4R
Mrech BA EEEH . RAT LA S Sira8(stimulated
by retinoic acid gene 8)JEHFRIA, J5#H S 57
HiEsh. shWt it KI, StraSiF#(knockout, KO)HE
B 52 ORL PN 2B RS 40 PR BR 6% i T 3 T A 2k TR REZH ML
1L 58 A 2 A PR RS B 200 i A 0 5 2 1) B 5 A
T4,

STRA8 A AT DNALS e /), [ STRAS T HE45
A 7E DNAFE A 8 37 X 32 (84%)7%, STRASXT
TE56 3 807 DX P 1 7~ LA O 4 R e
SEREK#E /1. KOJIMAZE Pl T ChIP-seq K BL5
STRABZ: & LR HE R A7 2 8094 7 HiT 41 2k 11 3%
1Ko TERTAHE AR N 2 A2 R, A1 3514
FEDRLE s H o Sk g A2 R, T R 1654 3L R 7E
PR 2R R, b A TR S g 4 A A A N
I A IR B, 24 AR, Stra8TE K
(FIURE o 24 IR 2 B TR, i ok s SRR DR e %, (A0
YL B, AU A 22 70 ZERAS AL 2 Ik

MEIOSINZ #7 % 5€ t 1) 5 STRASAH H.AE A1)
¥, Meiosin KO/ R 2 AN SR E R 5 Stra8
KO/, [A]f, MEIOSIN i 25 R is i R 5
STRASEEARML. HLEA SR — /&, STRASTE
Meiosin KON FE @ AEAIMLT A+ , 1fi MEIO-
SINTE Stra8 KOS I h B 2 T iEi%. il
MEIOSIN AJ fi /& 4k £ STRASHH i 4% 5 7 (1) 9% it
T Meiosin KO/ R 52 ALFE S 4H WA Stra8 KO/M R
SE AL SR I 25 SR B AR, BRI S
T R AEAH B R R B 7K 578 R i . MEIOSIN
[FIZRIEANZ STRAS Y, 1M & F1 STRA8—FF# 52 2
RA(E 55 . RASZARLE G Stra8Hl Meiosinf] 3 3
T X3k, HiEHEIE. ChIP-seq4h R & 7~, MEIOSIN
SEE B bR AR K — B RS T R A AR G BE A,
A 1 0854 B F 7E Meiosin KO A4 F . MEIO-

SINAI STRA8Z & L AR A 4154 FE K2 T A,
FLXEEFER (W1: Sycp2. TEXI2. Rad211%))Thg
ARE o 24AH2< . BhAh, STRASHI MEIOSINIE 1] LA
454 Meioc, Ythde2 [V R8T R HIEHRIL. EHA
T2 IS, Ythde2 .Meioc KO/ AR I H AL R B,
RIPAG 7 & 2B wT LAEAT Bk B o R AR o B, (H GV
ks, K2 HARE/NENLRE R B B 1T 40 L B 4H
KA 5 AT FE e ) Y THDC2-MEIOC-RBM46 5
E VRSB YT ERAT 22 53 Z4AH X G SRANE AR AR K
1 L A 2253 3R ) YR o R R JR 44,

DL 2 5 B STR A8 i % 4 Tk A W BEAFAE
PIENLH]: (1) STRASH B4k A Ik A7 ZLHH LR 1)
JA BT X3k, PRI, (23 AR 40 g NI
25 (2) STRABE, & Ythde2Z5EHE R 3 3)) ¥ X S g i
et ¥ YTHDC2-MEIOC-RBM46 K 11 2 %
FEAT 2257 ZERH R A | ST AR RS 4 IR A 22 7 3
(E1).
2.3 SOXZHTE

SOX(Sry-related HMG box) &5 [ 25 i 1 /& —
%44 HMG(high-mobility-group) 45 A4 455 () % 5% ]
o SOXZKIEA IR 7 #B & A — MR I HMGSS
o358, HMG 25 A6 458 P i I O~ 1 08 5 e I 50%1%
ANAUNE R, B4R T 20F AN [H] B9 SOX K I K A,
R Y5 HMGSS 13 ARURE FE 73 9 A 22 HAS[R] 20 19T,
SOX R [ 142 4 % /2 il i HMG 45 #4845 & DN AKF
SEFFAVRIL . O W FCIE B, SOXEE FI7E4L 4
BERE. MdiEE. malde. BT RER
S 55 2 5 AR R AEAE F 9948, BAR SOX R 1M
FIFA DNAZEFF “(A/T)(A/T)CAA(A/T)G”*, {H
TEAN A (2 S BN (1) i R 3G AR D Rg . X
A i 5 SOXER A 1E AN [F] 40 B 2 28 o 56t 56 e 3 0 /7 1
A b 11 B0 % 5 WE BT (co-factor), LA
SRR S IB I A OK

LRI FER I, — L SOXF R & A {E G T
RAESEREERAEIEN . SOX3&E £ SOX Bl
FWEH— 51, DMAERIWT 7TUE A SOX B1 S K 53 7 4
ZRGMKE R R EE TR Y. R
LRGN, SOX3TE S AU H AL ARUKS [ 4 i v 23k
IKPEL ST, Sox 3R /N B S AL AERS /INE T R SCRF
AU AR A RS A B2, 6T RET(ret tyrosine
kinase receptor positive, A7 4k JiR 4 g marker) Al
KIT(kit receptor tyrosine kinase, 73-tAi J5 41 g mark-
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A DOD
R AR TR SRR K — A A A0 MO A BT M R AT 2293 2, SR RE IR S AR P . STRASER [ AIMEIOSIN 3= #3151 4340 HAOHS Ji 40 W T 20
IR, IR R Rk . B — R IR A R DG [, Qb2 B 4 MM DG B 1 (synaptonemal complex protein, sycp) FIDNA L
4324 F I EF(DNA meiotic recombinase, dmc)& . IX E8 ki H0 5 240 9 B8 (A ] DA R AR RS 4Bk N B0 24, 58 s B M e i 5 R
YTHDC2%:% [1. YTHDC2FIRBM46 .MEIOC & [ #H HLAF TR 4540, 2 A5 0 UAGE £ Cena2 547 2257 BERH OGHE PR 1R e SeAR (Rt LB A,
MR A 22932

One crucial step in spermatogenesis is the accurate exit from mitosis and entry into meiosis by germ cells. STRA8 and MEIOSIN are predominantly
expressed in differentiating spermatogonia and preleptotene spermatocytes, and they regulate the expression of two major classes of genes. The first
class is composed of meiosis-related genes, such as sycp (synaptonemal complex protein) and dmc (DNA meiotic recombinase). These meiosis-related
proteins can facilitate the entry of germ cells into meiosis and participate in meiosis-related events. The second class includes proteins like YTHDC2.
YTHDC?2 interacts with RBM46 and MEIOC to form a complex that can bind to transcripts of mitosis-related genes, such as Ccna2, and promote their
degradation. This process leads to a decrease in the transcription levels of mitosis-related genes, allowing the spermatocytes to exit from mitosis.

E1 STRASVEER 5 HHLH (A E HFigdraw#s )
Fig.1 The mechanism of STRAS regulating meiosis (picture supported by Figdraw)

er) MmN gh R R I, Sox3mibr /N R = R4k Jf fezt Pl DL K B IR AR R B B BT, ChIP-
Ll R S N N (R X b ) R S E NN seq&4i R IR, /NS AL SOX30RT DAL Ak 1 K A
BT B I ChIP-seq 4 FE i 7s SOX3 1] L4 & 1 Ao 2R AR L D I 5 3 7 X X S 7 2R
Ngn3(neurogenin 3 FJiffH 2+ [X 45, ChIP-PCRit Jo VA5 B DR (TR TR Al O B DR 20 B 1 3 6 A R
— U SE S AL SOX3HE F BB 45 & Ngn3HL K B+, FEDRFURS 140 M K 8 AH G EE D] ) E Sox 30R 55 /) B 5
NGN3#& bHLH(basic helix-loop-helix)#% 3% K -1 5% Jfk FUN IR KPR Z0 T BP0, (Rl SOX307] el
— R, FEAERE R RIS, 2 5RER TR L VARG 1 A8 T AH O DR (1) R R 4aRs 1 R A2

AEREARD. DAEBEH], SOX3 T fitilid 5 NGN3 ) FELMERIWETE A B, SOXSK IR E4LA 51 SOX9
FAR RS RE, AR BRI B L Fe/IN BRSO SR A AL B S BRR P R 7, I
Je BRI TE 58 L o FLEND M 5 72 (sex determination) [ i 1 14 K]

SOXE H HIV 4Lk i SOX304& 53—~ % 52 2 To TE/NR 10.0 R MEAG A2 FE A8 B I AT 4R A2 5
PR T RAWFE N T SOX302& — A58 AL E JEE I8 (genital ridges) 30 o IH IS A 2 U 3 00 EE e U A
SRR T, 7521 RN REA P RIXIEE (A FE IS A B B TR S IR L 2R, SREA
WEEAE o 7 PR 2 RIS RN SOXTE R TE K T I3 AR S L SRR IR R DR R SR 4 I K BE . T
BB BT RE K AE L EZAEH O Sox30mFR/NRIE IR 10.0~10.5KR I, A G A= 56 08 b R 40 i T 46
o S RREAZ ), (H 58 R KT RS T, ARG Fik SRYFRE A IF 5 SOXOH) ik . SOX9FK A o 4k
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AR E T Ui 22 AN R4 S Rr 4l B i S R R A
PRV G AR B 09 1) 5207 1R R B Y. SRY A SF1HRA]
S5 B Sox 9BE R B ST IR 7 55 _EAF HI 3G 58 T 1R A% O
X 4 (TESCO)#K _E i Sox9FEH ) ik . SOX9th 1]
LU SF1H [ 454 TESCOSRE#E B & R IE, WTLL
E SRY A N 5 MK 5 B B 1) 1E RS e 3 52
KRB o MEENE N P AT B 52 K A
DRI Rk, 0 75 B 0P SR B R R 5 . SRY A
SOXOTERE R 1H b 256 IRk VF 2 JL R SEAR I %
i, HdE SR SRR AR SRR 2 1)
TR DG JE D], 1 e B 1 e P S R A I A I — 22
Jof B A R AR RS OA SR (AR €« [FIRS, SRY AT LA
M H TP WNT/B-cateninf5 5 1 B i PR A ) 2 4
OP B R B AL, an Fsty Lrx3. Bmp2%. 1t
SRYFE[RZZik TG, SOXOAT AT LA % < #5410 i 43
HAH IR R R R TA 1,
2.4 CREM

CREMy& — NN EZE 5 T, £ 2 P41
R KA. CREMFEER AT LLd I ] A8 854z . 7]
AR % BN A S5 2 FhopL ) = Al I 30F0 A A Y
FIARAA BEAT 0 25 D 780 A A 0 1) 28 (1 728 e 164690
CREM AN [R) A8 44 AT DL R — AN 3 7] 1) O/ 57 [71 5 5
HI“TGACGTCA”, IEXAMRSF 7 HIHAE PRy CREAL £
(CRE site)l**", fEAR4HHH, CREM KD HE i 42
H S5 e R SR IR TR 3 R AR B IR A A8 1 DL S A B IR 7
FIthBh. (HZTE2 A, CREMTE ACT(activator of
CREM)Z I Ph B T R 3 DhaeY.,

TEMESCHFEZR SR 38 SCOS(sertolli-cell-only
syndrome)Fl &R FEAE T BH T £ 34 & I CREMt(BG
AR RO FE AR 7 ACTRIA N ). 7E CREMt
SR B /N R R IR R AR A O TR (W Prm ]
Prm2. TnplH1 Tnp255 )Zik KT U071, /N R
TR AR b, R 2R A B 4 R 2 R R AR RS 4
PN R H 1 ) CREMAR A4, 3% A1 A8 4k CREMt
TR RIE THL WK R e, 72 BTE RS 72 %
VII~VIIFT Bk B, Bl 5 E K TR R Rk oK
FRBEEARET, NKE I A CREME 28
FN AL R B, Bl anTE > 55k A & 0E B %
i %2 ik 40 AL CREMAZ /A U9, MARTIANOV
S5 PN i ChIP-seqi il 1) 5% 440K + 41 il - CREMt
Shih 7RIS 000N AR, Hid 80% 4 A siAL TR
PRI )5 )7 X 35k, 1X 5 CREMUTR 4 5% 3 s 1

FHARFF . CREMTIRRFA /N B 52 R A% S 2H 22 R R 2k
R R I 5 K T AR A G B R B IR K — 43R
pragl BT N
2.5 RFX2

T REX2Z WM TR RS RN — A E
BRI 7 U1, REX2 F B ISR T i E
T RAH OC [F JE R 3R B TS, 7E AEms L B Esh P,
Rfxc 25 T35 7 36 sh £F B 10 40 B 10 2 A6 UL K e /4
AR R Je o B0, SRIM, RA2AET FLEI)
T BE R B . Rfc2 mRNAR L B BN T
KA UREL LB B N I H RFX2 3 B 45 & 7 4
FE R ) 5 s L 4B A7 45, (transcription start site, TSS)Fff
i B R 285 R B /s BR o] DUIE B 473 , (HR BN
B I 5E 482k . ChIP-seqit & RNA-seq4h Rt
7R, REX2FT4E A A4 136 N 32 B 5 0 T ¥ BT K
FH IR 18 35 R i B /) B R s TR 280, [ Rfx2
FEPRBRBE /N BRI 22 AL T R A% 1 B KA R4
}ﬁnﬁt[&t]o
2.6 BRDT

BRDTL % 8> WD H 5 /7 51| Al 24~ Hi B IR 45 14
o PSR R B AR ST I ORI FR Ly, TR
Wl CBERVE B AR Y, BRDT& BET & A W5 %
Rz —, SHAMWA YAk (bromodomain). BRDT
FEAEZAPRRHERIE, FERIEEMLIEM
UL 3RS BF 41 i LA K S5 82 1) [ T/ R 1 B B 186870,
BRDTH] fig 2 i 0 5 25 e s T 2 A1) —
oy, ZE G SR 3G H R E ) B
FEAEMAER, RrRtEE2 BRDTE A5 — AN
iRk 2 S ER TR AR ER TARKE 95 .
BRDT /N2 ALY A 1 10547 S 2 R IR BE IR
B (H3S10Ph)/K~F22 I %, (H G th Bk o S5 A A 52
SN . IX U] BRDTER I AE 57— R ek B 7 24 RH 2 31
A BEH B MG I R FEAVE D . [FIINE, BRDTH T8 T &
A FE R RS R T AR T IS AR B ORAE
FHB, ChIP-seq4h R 27, BRDTHIYLE A LB L1
1R 2 B DRI TSSAL AT A7 R SL g A7, 1% L L (K] 32 B4y
M. — R R E S 5 BRDTIN S & BE
D1 BT, FFERERE T B EERE. 5 —RIERE
> H5E A 5 BRDTIIZE & g ks, JF HHRIE
PR 24 FE A B Y, BRDTH 41
F LR A AB R 25 A A7 A PR 3 7 5 BRI IR 45 633
W ER BB RIA EAEH . i BRDTS —4
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TREE MR (BrdtABPYARPY 2= SRS T ZE K A4
AR, (A2 500 28 5> 20 58 B
{H BrdtABPVABPU N 5RO 1411 i P 1E 7 %08 PRMAI TP
SHEABMED. FNEHEQS T, AEH
— M 2 E B RES . BRDTIREHE A
T R IE L S A AR R R 4 R
EEEESUNETII
2.7 TAF7L

TAF7LZ /N AT TAF7 1 X081 A8 FE 41 g
K55 2R FEY O, & TFRID M i 21 1l .
Taf 7I9mR5 X 4 1240 W& T8, Taf749mt5 X 56 Ak =
AT X R Taf 7THRAR G HE IR | Taf7 R Taf 711 1%
7155 RV . 24 Taf 7AE A0 R ol i e S A
HAEPRGIM A A | i2 FAK T, Taf 7105 18R PR 20 M 1%
PR IR DL R 1B O S AR R Taf7 Y S
o 6N R A (4 Fsen D FERIRE A =
432 —. FSCNI(fascin actin-bundling protein 1)&—
FIFERARGRER (1, nTRER IEH S FIRESHE Fi5 7
BT b I8, SR04 2 i TAF7—#%, TAF7L
5 TAFUHEAEH , 5 2R 8 TBPA G, iX R
TAF7LZ F IE ¥ TBPAH K K1 (TBP-associated factor,
TAF), TAF7LAE R AE 58 41 i A 11 3740 i 5 157 42 3
Ao JRCE S BERE BRAH M AR R RE B G T S R
TAFTLAELE TR S5 20 R0 B 300K BRI PR (428309, 41
LRG0 )i, {H TAF7L 5 A 2FH 26 3
it R4 L R[5 TR - 240 PR PR A B i o P20 Taf 70 K
TFHISE RIS 3 240, 76 Taf 71 /NG R 2 s L A3
PR TFRARENE. MRS ER st S
EHARZRBZE BRI 180°E M, A 5EHLHR
A A, BRSSO AE OL BT . TAFTLR AR
KT IMBCFIA R4 i, X 5 R 4T & Ik T Bhsl s iRk
{AANBE =L TS B S5 R — 3 RARKE T
RAefEisghRe it — K. TAFTLIS R B
HEESIBEL, BALSFEAFY, B TFRIEET
IRAS, FHEX YO ) Taf 715878 W] g 4 SR
RERE o Taf 710 BB 1) A 5 80K 7 R AEAE B RS T4
PRL B AR 573

3 RBREW

3.1 AJ|BATE
HEAREMEANREIEFE N —HKED,

2 LR (I H2A . H2B. H3AHAZH 3 i /s

WAZ Oy, TR 4 25 (R ZH DNABE S . B T &
PR A, BRI R 2 HEARAR, AEH
ARARIR T e 10 S AR IR RR M, JF HAH B B AR AR 2 Ry
S8 [ 77 AR I 25 B L o R 47 JHG A 2 TR 2 X ) 2
A 01, H2A.ZSR A B (I H2A I — A8 44k, ZNHIT1
A DL H2A ZPEJE R 20 B2t . H2A.Z )i i
2 METOSIN F) 2 1 SR (g 34t D 80 70 24 1) 3 3l 107
ChIP-seq#h H i , H2A.Z3E ¥ 7F TSSH T i 4% i
B . KT RAEIREY, H2A.Z45 6 1047 A1
WO N STRASZ B mi i fE H B, $on H2AZAR K
A e FISTRASZ S5AHMLR S ZnhitihF /)N
R EAH 5 Stra8. Meiosinti [N S, ) A K i
MR BRI el % oAb, Fi LR AN
FE/N B2 HL BLIEA %6 5 H TSH2B. HIT2 M H2B. W25
HE A, fEhP)Z Tk B RS R A 1L
B, (R /D H WL R I fa L0,
32 AEBEM

1% /M (nucleosome) A& e €8 57 1) 3 A 41 g
JGUOT, 2 R ) 2 i (N-term) 18 5 5 5% £ 1%
ARG, AT AR A . LR AN AL AE I,
PRV EAEM U, 20 R 1R S A0 08 0 A2 mT
), o AR I EAB R A, B 2B R B
iR Al H LR B BB R A H R A
LA ANZ RAAS S 1 AN [F] B 2R R
HA AW REDIRE, @ A hHE S OBl
A AN i S0 FH G, T 2HL 2 PR BB i T e
s R AL A R A ECE

M R BRI R A 1R
RN, g B 5 [ 7 % 3 41 2 1 RS R B i
MEEEIE Eo ARTHED BB, HEaH
Bz imim s AcR A g it (HAEAmH
FEACTE N A, 2H 8 RS 2 PR VR Ak 1 R4 TT D2
B A B T R AL R R R A 1 Y R TT L2
B, THIAL . S H AL, R S
[F AT A [R]ERRe 7= A AN [F] i e s s dmia . 41
A AW R TR 1R 5 A L3 72 I (histone acet-
yltransferases, HAT)[FIfEAL T, 4 Z Bt 5 ADAM 2
ok Ik [ e e 31 40 B B 2 BRI e- 2 0k 0%, A
et v 20 R 1) I FLVE K55 40 5 5 DNA
A EAER . 5 HATYE AR BRI & 240 8 8 25 T
1K (histone deacetylases, HDAC), HDACR] 1 4 3l 2=
PReH R HE IR B0 B s Y, AL R e
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SSCsHRHE 734k 77 [ o] LAy A2 (1) B IR H
(THY1Y); (2) ftfa ik N3 248 (KITY). THY 1K
S ELRPAS BB A BT 140 B (A4 AR), KIT 4 f
W L 43 4 7 A 388 Ik 4 B R A7 i 2 1 E R 4 L (Apr)
Apréi 5 8: 70 24 9 Aal 40 R A BEUKS JR 400, B
RURE Ji 20 WK 22 3 NI P AR T THY 1!
I KIT 40 () H3K2 7me3 /K -7 S b JE 7] | B 7%
S, Hob g — ¥ K (Aldh2. Stra8. Spoll)fEIR%L
I MIIEN . H3K2Tme3ME N —FhEe S WAz
M, FLAEJE DR A R TB 7K B 1) T2 X s B [
(RIE . KIT 40 Stra8%5 3 IR 5 2 1 X s 4 1
H3K27me37KF T BEe i % 5%, (2 3F A= RS 4 i gk N
I 408, H3K79me2 & — R HE i SR 4L 8 A
FIEUAEM , DOTIL 2 H AT %58 2 HE— ¥ H3K 79
H SRS, Dot 115K T B HOXC 1) 2 K 41 [X 3 (1)
H3K79me2 KA KF T B, 51 H mRNAZKFFEK,
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BEAT R 20 SE PR, Dotl AR /) B
H R RS - & A HR R 4H B R B A %% 4 (histone-to-
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W15 H3IK79me2 YRR 7E 2 5 T A2 TR B BUIR) Brdidik
Al b, T Dot 115 /)N B 52 AL2x T IHBRD T 2k,
(A, DOTIL % i) H3K 79me2 &4 i] G it A 1
PRFIAL IR 42 /N BRIk 7 K 4
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IR F, ANPANE 48 R ZEF 5 £ AR IR AT
T 12 HIENA . ARAE £ HE AT )
— AN AR A, KL B 43R 15% AN HEN,
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DK TIE . $9K THE . WTRKS TRE AR TIE
FRUMATMEEFN L —. LR FIERTRE
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