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Abstract

reproductive activity. It is involved in mammalian spermatogenesis, oocyte maturation, embryo development,

Histone acetylation is one of epigenetic modifications. It plays an important role in mammalian

endometrial stromal cell decidualization and other reproductive processes. Abnormal levels of histone acetylation
and function can lead to germ cell formation disorders and cause embryonic death, also can affect the endometrial
receptivity and decidualization. In addition, histone acetylation and placental function are also closely related.
Further study of histone acetylation modification will provide the theoretical basis for the clinical infertility

treatment, which is of great significance for better human prenatal and postnatal care.
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SAR LI [K] T SR [ 2K 1] 85 32 A 3L 3% AL 77 (steroid
receptor coactivator, SRC). F IR i I B5 2 52 AR
%7 (activator of the thyroid and retinoicacid receptor,
ACTR). #:3H1 41 [KF-2(transcriptional intermediary
factor 2, TIF2)Z£]LL &MY STZ % [MOF (males absent
on the first). Tip60(tat-interactive protein 60 kDa).
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finger, MOZ). MOZH KK F(MOZ-related factor,
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HAK16) 6/ i 2 1R AL i 2 2 3R 5 S AL ) R B
MPl eAh, B A H3K18. H3K27. H3K23. H3KS56
A

A L 4 LR O JER 240 i 28 s I IR B O 2 7 AR
i 4 R0 R A0 P, RS 4R FR e — RIS K F I
B 7o KT 5N S & 5 T ) 2R IR A 1 A
225y R BRI, BIRNAE TR 75 W,
g — RN R BRI, TR AR
KL 5T 2 P 5 A WS BB T R B A DA R 4 5 S R Al B
2o fedERUE, a )Ll iR S RERBEAT ) B
e, WAL, BELEA I DR, ER L)
A BE I RE b RS TR AR, DR BRI BCA R IR iR R B
PR 75 N R S A it A S i R R E A e
P A A5 2 R S A KT B B2, W B SR B AL
P FL AP A Bl i S R B AR

2 AERCEMUHSEE
2.1 BEAZEUSHETEE
LB R TR A A A A
SYRRAMEE R, B ERER. R RN
TR0, S B R A P A, oo
(LA — AR5 H S T B SRR R
L 2855 T R B4 2T A A,
AN A R B OV T 3o, O

S FTIA S NN A LRI, LRI, X
WA, HEA OB 5 TEMETRE
WA, fER T RAE RS OHEA, UHRAHE
FIHA = FE A AE 20 2 R 00k R 1 1 % 4
REEFEAEH. £ TRELRES, B
H3K9. H3KI18FIH3IK237E A= 5 41 i 43 1k 1 5 5 B
BARA T EBN. R 5% H R M iE S8 )
FHERE I /N RS2 AL SR B, R R 40 R R 2R E
H3K9. H3KI8HIH3K23 23 fH (S 5, 7E4 BE4H A
FH 2R X 26 2R AGAS 5 FRAR, JE RS T 40 B K
BB LA A BT

KT R A W AR 75 AL A L WAL RS
¥, HEE S KT 1) 7 5 AN B % DDA
Ko TEMEVE /N BRI P VE STHDACsH#I /1 7 NaPB f&
[ FF2 R 40 i 2 25 S5 HOH3K9. H3K18 Z ik AL 7K T
4, thAh, B A NaPBJG & PR AR 215 5 3 TP A
YU R AT T2, I ShRNA TR 4 Y35 A PR 2.1k
ALEESRC 1AM 5 BH3 MR 4 WAL IR, AT 75 Kk 3 1A
AR TS A 2 AT &k, & SRR
Y MR T, U AR 1 LA AN 2 A S T
R A0 L) oA AR BB, 25k A P /N BR S R
TR B (25 2 WAL BEHDACsH ) 771 ih o 30 3 2%
A(trichostatin-A, TSA)FPL S LA R &R HEH %
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FIHEH LA B 0%, $ER A 1 ORI
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U, AR CBEAE 2 REPE IR BG4 A 2
AR A0 R I E AR . ERRAR T a0 o
P2 A0 ML R R, R AR T H3K27 = F AL AN
H3K27 Z AL A2 X 60, H3K 27 LK
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GHIER R B2 TH .

DL SRR, 4158 (1 LWL A1 25 2L 1T
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A A4 JE %, HDACI. HDAC2FHDAC3
mRNAZ Y FRIATE N T8 IR, 17 L AH B 8 5
KPR A 4k . TE W THDAC23 i, 75 H
£ 56~10 dT 5 WK 0 _E B FHDAC3H > . It
Ah, W5 T A IEHDAC]. HDAC3 mRNAFI &
F KPS [R] B 8 Leh AR AGAR R, E MR
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Bz A b Rz o B-2E 1 (B-catenin) 2 5 U8 59, B
TSAT i 341 B 5 AN 285 R A R T RERS,

T A S0 A o T VR G A IR AR R 4 R 2
REF, fEME. FEEAENFLET, Mo EE5ET
BN B 5T 41 Bl (endometrial stromal cell, ESC)R] PA
BEAUESCTE M A [ 50 J5S 40 35 A%, YEESC R A= it i Ak,
i 2H 25 (AH3FIHAKE 2B 1k, 2B AL I HA 5 B 4k
b &9 B F AR AR K R 145 & B2 1 -1(insulin-like
growth factor binding protein-1, IGFBP-1) 5%, H
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TERT(telomerase reverse transcriptase)fft] % i 7€ 28 ifd
HO5E 5 D, EARE R, B0 R Oct4i) T
5 OB B R 8 REIPY, X EK W], HDACsH] fE
A BT YERFPMSCs 1 4 1) 2 Ty fie I FAIR B R s A2
L

3 45iE

AR, FERIB AL MR R AR Z B A2
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Ko HEIRXHAEANLEL BT LT, HEA OB
ARSI R gt AL, BB, ] DA B A
B, (HARBATIEAKIE 2 75 A7AE — P 1 ) 5 1
WA EAR B RE. # P RAEr OBt
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