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Abstract  Genomic imprinting is an epigenetic regulation phenomenon, which can restricts monoallelic ex-

pression to either the maternally or paternally inherited copy of the gene. Uniparental embryos leads to embryonic

lethality indicates that protecting and maintaining of imprinting are critical in the process of genome reprogram-

ming. Therefore, differential methylation status in imprinted loci which acquired during gametogenesis must be

maintained and protected in the process of an active and passive demethylation after fertilization. To further study

these molecules, especially the transcriptional co-repressor complex achieved via ZFP57/TRIM28 (zinc finger pro-

tein 57/tripartite motif-containing 28) interactions, which protect imprinted methylation sites during preimplanta-

tion embryonic development. In this review, the recent study progress of this complex and other related factor (eg.

DPPA3, DNMT1) are summarized, and the epigenetic regulatory mechanism of these molecules are discussed.
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EIACBE PRI TA FFAHH A, R WA AT IEH IR SR, AN
REIEH R E . S5, V52 B AEE 2 R ik
HOAEBEA B0 2 R MBS, BRI, BN C DR ) T A
KR IEF KRRy EE.

B Ic e DR IR A A, BRI R A
7 5 B 2 1l X (imprinting control regions, ICRs).
ICRs 2 Bl ic JE PR Rk (1) OB 42 41, B A DR g
LT RIB M TICRs ) 72 - DNA R A, BIAE 51
BEAI ARG 1 K A FE T 46, DNA AL FRICICRS,
Al RUR AL L R H IR 22 S AP, B AR AL A
R A5 A7 e PRI S P 3 1A o T 80 AN [ 1) BT 2 A,
HE AT 5 & A5 KRB Ik T ICRs [ 2 7# DNA 3k
Ao XFPAE BRYR B AU A B 40 I AR S AL T AL
IRZTL A MR R B R, I8 e & A
R R PR,

1 EFAENIZHIFTMIAE

AT A (R T 250850 S0 245 s A1 7] 1)
WALAE B 4 A5 A B U TR R R 1 i 1Y) 4 A A2 ik
BRI 22 S e s I &5 2R, JF AN A AN R 1) 25 4% 45 B .
T 7 e e SR RN R B R T T 0 I R R 35 A 1 A
DNAFIG AT 5| S AL R IE | fFEDNA
RIEA . B B, Je i S RIRNA S T (1) 2k
RyCER %, A DNA R AL AT 5o ) iz, e
FE DA B 9 32 AR MR HLAI . 40 i 110 2 W 3
DRI 5 A 52 i 15t AR AR, (RO AR A0 e A 22 5r 3R
Jel S b m A ()P

BT AE A R TR 4R, WIS R 41t 5 Bl 2 Tk 2]
TAEMI 2 RS o ARSI AT DAIE S 5 A 40 i v A
e R R A LR B 5 22 RE RS, Ry I
LE PRI it T B8R AR BRI R A, (s
M R R AR A R 4 A B 40 (primordial germ cell,
PGO)I KA KB S 51 BEAH i ) JI i %% %2 191 )
FEPR 41 B (FE ZEICRs FIDNA F EAG) B 7E s i F
e TR, dERE. BERRIIEIA T BA/N R
DA, W HG7.5 d(E7.5)5 W J2 4N B s 4k B i 4 2
Y4l fil(PGC), ES.5~E11.5[0PGC i £ BT . 7E
PGCIV Jl ST 7% B3, [ LAt 70 I )2 40 i 2 A7 AH
[ (R A MR 0, 4 PGCRIE A (B11.5), f4%
ST P IR AR 10 78 S B gl 4 R ). PGC
Z: AL SE T, BEEPGCHIZME I L, ICRs I AEAL,
P ST, HMERERC T8 AN W] A, RE

PR A B 40 I B R A ) 2 ST R A6 T VR B S P
G D 240 6 164 50, T A 2 P O 4R T AR S HE R
[R50 ¥ e . FRAR R EE IR, MO T DNA FH L4
1§ 3a(DNA methyltransferase 3a, DNMT3a). DN-
MT 3a 3% P MRS 435 4 30 7 B " DNMT3L, k2
DNMT3LI[R]Ff 7 BU 2k 2 B AU R Epdle . 52
RIERAAEZHRE G 0 IROI R i K 42 HTET3
IS 8 W AL, TET3(ten-eleven translocation
3)K45- L fifg 9 ¢ (5-methylcytosine, SmC)4E 44 ik 5-
¥4 H L g 8 15 (5-hydroxylmethyleytosine, ShmC), 2%
25T AR I3 (1) 5- T BE LB (S5-mC) bR i, ARSI
BRI A TSt 5FghkH
S R, 56— IR IR R E B BRI B, BE R BRI AK
L, Ao B AR B 2 A . ERC R g
B HRARIX A BE DR (1) 32 3l e e B 2 TP A I R
YiRF . EICDNAJTFHI — AN E B SR R SR A
Be7rh, A —ASR BB, Bk, B0l gy 75 2
PIRRAS R RIS () R GE, BF> R Gu 4R S AN A [ DNAJF
Hlo Bl — ELEEST, SRS 5 L AR [F]— 45 SR ARG D,
R EEY, O HASE 5% .

HAr, ©& %58 20 3 SR AR A T 5 8
JVR i DRAF 0 4 5 B 6 PR R A S SR 1, LR
PR & & £ 6E 1 5 113(developmental pluripo-
tency-associated 3, DPPA3, BiF#XSTELLA. PGC7).
TRIM28(tripartite motif-containing 28, B FK KAPI.
TIF1B). ZFP57(zinc finger protein 57)F1DNA H % 14
H:F5 11 (DNA methyltransferase 1, DNMT1).

2 DPPA3

DPPA3, X PGC7aSTELLA% . DPPA3H
A PR REJSRI AZ IR i JE PR 52 32 8 2 W S ) A
FU, DPPA3ATAE D fig i B IS S & 52 K Je . 2-41
o2 Wi . TETHE SR AEH SmCHE AL K ShmC, A #F 5T
# B, DPPA3YE A4 A 4134 RE 40 I TET2 FITET3 [ 1)
TEPENS, e Ab, B = DPPA3 S G EUDNA H L4k B 2k
R R, KRy 52 K O 23 {2 4-40 i 2 Hir s 1k &
B, JLPARERIA TN B, LA, DPPA3XSFEAHT
FIEIG R E Ty 2. el 1 — Tk 5T R W,
21 B FAH3EE 90 M 2 IR ik Jik — Y 4k (dimethylated
histone H3 lysine 9, H3K9me2)HEKF 7 1 #H 5 DPPA3
WA FIBERMACRICRs I, B IEDNA X LA bl
TETEG {46 = 5 25 W IR, {H A5 VR & 1 /2, DPPA3
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HAWAEPGCH K IE, I 76 /N MR IRE7.SI H B
I H BT PGC A A it FEFr 8L R 1K, H 2 EAEPGC
KT8 HEANHIHITCR s 1) 32 3h B i 5 25 FE LD,

3 TRIM28F0ZFP57

TRIM28(LFx A KAP1 8¢ TIF 1)/ H Friedman
SOV 19964F 73 25 I e B 13 3] (1) — Tl ol 18 410 351 LI
+, B At HKRABSE 4 3k (Kruppel 1 5% 7L 4 45 5 1)
gity, MR OTESE SN OEE T,
ZE GRS 2 A TUEMN . TRIM28J260
ANTRIMEE R 55 i 3 2 —, 5 A3 NTRIM S %
% F(TIF 1o TIF1YAITIF18) i & A ¢ . TRIM28/&:
IEH R B A R g OB A R 7, 7E 50 SN
R @R ik . BERTRIM28XS T A i 1E 7 &
B e R rh, MERREETRIM28 S 8B id £ 2k, 5
ST R T AN [R] B AC A R 52 Wi A7 A5 22 517, fEZFP57
AR S A b A 5 B T X RO B AC A R RS IR (1) 1) AR
PEo kA WEFTIRI B ER T/ BURIG BRE & &1 1
TRIM28, X I B 7 7 A i) 0 (05 ), 32 380K
) BT A IR iR 38 A2 BAE & %, UE I BEJERI 5 7 10
TRIM2834) 4 ARG B 4 4 B 7, 4 8 PR
ZH B 6 T TRIM28 K 2 04 AT B0, b
TRIM28[1)/N UG e R B R ZEIRIFHEA T 5, H2&
TERE 22 5 i W iy B4 34 Wi, B W TRIM28 22 H.
WIS RGBT R R A R
S M R AR i i TRIM28 5 330/ B £ R8RS g 9 n
PLJ 24 228 e, R, TRIM28 R 7E 4t
FF 2 Ae Ik ol 20 E LR A, e R S 3h s A [k
PRANIL I 504k, W RE 28 1N SRV IR T4 I i 2 4L

TRIM28FIKRABMY £ §if Ht [1ZFPS74H i i 5%
L A A, ZFPSTHE 38—/ 5 B c s i X I #2 1)
BEWA bR/ BUS2R 59 o BEEZFP57 5 2B
0 R BR RN AL PR BEYE FH L AICRs 25 R, X A
I FE T, ZFPST9E AR A4 1) V) fig 3% 2Kk 3 3L £ ALICRs
fICFH AL, B 2 30 A ) LB PRI i /N U,
G T ZFPST5E 7 A0 Ec i FF 5 JE AN B 8, JF H
BEJSZFPSTI k] LL 58 4 & 1 o X RZFP5T7IH)
FIEHRT,

ZFP5THITRIM284H it 1) 3 WL 1t A5 A 1 52 & 4
REPR P B X A R RS 5 2k R g . R
TRIM28 S ZFP575% A% A4 il fify %o AN 7] B 3 & A ICRs
W I AN AH [H), AH P 43 B FICRs 3 sz M 21 TRIM28

MIZEPSTI) &5 LA S 41 8 FTH3 ER O i 2 1R vk 2k —
F 3L {1 (dimethylated histone H3 lysine 9, H3K9me3)
2 B A JE 5 75 1 1 (histone H3 lysine 9-specific
methyltransferase 1, SETDB1)fI A7 £EM, X Ff iz
(145 L I8 R A FE R 4L DNAZE 4 73 A1 43 21HIE 58,
BB C AN ICRs #2081t — N5 A ZFPSTIN R &
IEPE o Zuo S PIYEZFPSTRE R ES Al i & h K ik
B A I ZFP57 e /D KRABES K4 355 () ZFP5 748 S 4K,
I A RS ZFPSTRER 1IEDNA F AL 1) 2k, {H A&
S B DKRABSS W35 [ ZFPS 748 S 44, 1 A fig
L TRIM28AH HLAE R, 5350 FH A 4 e 1 e, ik —
AUEW] T TRIM284E ) My 42 85 1/ ZFP5THITRIM28
MR R BAE B E GRS 510 g R
T v ) B . ZFPS7TRITRIM284H B 1 3¢ W 3okt
FEAEM 52 G A 1 45 5 OB T ICRs Y H R4 . 7EES
i Jfa i BRKAPL S BUT A ICRs K & 11 X 2K 7 e
P bR iICH3K9me3 & 418 1 S WAL KT 75
ik B 2E AL ICRs B P TRIM28 5 4% JIA i o, TRIM28
5jZFP5745 4 UL L H3KOme3 F 2N 3E 4T, RIE A&
242 ZR A5 fir i PR 2% 1A TRIM 28t AN BE 4K 3 Fofr B 50
TRIM286 2k 5 241 F LA 2 FF 22, 36 ZFP57
LiDNA) 454 K #i5SmC, — HICRs[{JDNA F 5E 4L
KA GEMK . MesserschmidtZE "} 7/ MNE12.56F &
TRIM284E ¢ 44 I Jif BEAT 23 47, 74N W it vh A 44~
3 11 % 55 P B 3L 4k (differentially methylated regions,
DMRs) & ZETRIM28, iX4MDMRs#B H A 1E % 1) 1 3
PRARZ, 13N FF AL FUDMRs A AT H B TRIM28
1) A PR, Bk = REJHTRIM283: ZDNAH 5 1k
19 25 IR i 42 1 B B I ACURTRIM28 ¥ ik =, 136
TRIM28% S 52 45 A4 1) 45 5 B T DMRs [y
o FEZFPS TR FRESA M 3 rh RIS AL T ZFPS7, ICRs
(FIDNA F A I A T, AR T Fadom s,
ZFP57/TRIM28% 5 1A 45 4 FIICRsfE By 1IEDNA
Y52 AL, X 5 DDPA I LI HEARL . SR M, i it
5 At PR 2 1 11 B 71 i 7] 43 A1 (combined bisulfite
restriction analysis, COBRA) & I, ZFP57/TRIM28 &
B RN 240 M B B IR R (T H 194 FH AN BH 5, X R B
DNA FIEAL 18 BT (191227, DNAE )& H 54k
T L DI A 521 J7 2SI, 55 7 J s A e 4 i
HOBL R B (1) 45 T A, 1K 3K WY AE B2 RS B R A Il AN o]
BESE W EhHLEl. 534k, I TETHE/HE AL IDNA T 5) 2%
PRI Ak 7= A 1 o i) P 45 -5 R JH W 1 (5-hmC), i
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FERNTTIRNG FR A 21 OR 7, JF B DNA K 61 4 2h
U EEL

4 DNMT1

DNMT1F Bl ic 56 [AIDNA FF 3 4k (1) 48 37 F0 4
FFRIFE RS 2 OCH ZE M /EH] . DNAF 3L AL 3 72 il
DNMT3aMIDNMT3b = £ AF H T~ 3k F A4k, 5k
AL AN A7 16 FH EE AL DNASE, 1 2 75—
B AL R DNASE H M e g CS F Ak, 5 4+ O
B X, DNMT3L& A &AL RE J), 1H )2 e 4 o
DNMT3afIDNMT3bf 3. DNMT1EEfE fH b 53k
HIEAL X RE4EFFDNAH BEA . 75/ iR A, DNMTI
H2ANEAY, 5 BEAH JE 5 B (DNMT o) Rl 44 4 i
SER(DNMT1s). DNMT 1o ELAE 83 G RESH i A0
TR G, DNMT LstH 72 RN /i Hh A7 A, (H 2
FEEDMNT 1o¥# K. DNMT 1o 6= AN 52 Wi o
REA0 A 640 1R 3R A, (HE 51 BEEDNMT 1058 4%
IR — R B ENAC A I 25 BT, i B REJRDN-
MT1s, [RIFELESEERFT B B T HI9E i A0 1)
E5&. Wi, B RHEDNMT 1o 2 DNMT1s2x S8 E
TR IR I o 52k, USRI TEIE IEH KA -

DNMTI1Z 5 41 % Al f[WISETDB1. ¢ 4 t4
Jii & A 1(heterochromatinprotein 1, HP1) A&z NP95%% ]
FIADNAH B AL A7 A1 12 55 4 fF 3 AL, iR
DNMTI1. DNMT3afIDNMT3b, KAPIA i 5 4 T
ICRs, #5785 T ZFP57/KAP1 5 DNMTsHINPO5 X [f] 15
FER EAEFRY, i IKAP1 5NP95. DNMTsHAH
HAEH, BFLAGHRC INPOSAE 445 NES4I Y,
FKAPIUFIFLAGHY 7 P fu A 47 S e LT e, UF B
KAP15NP9SHH H. 454, ik — 25 R H fe g% JL U0 e ik
] TDNMTI1. DNMT3afIDNMT3b7EES4H Jith ' 5
KAP1. ZFP573Ly(3E™, k4 5% % W], DNMTI
Aefiy A shihl S iz B4 4L H3M S A, JF B

H3K9me3 H3K9me3

FRDNMT 17 55 (19 D5 - fe 0% K% 1 Hh 31 JADNA F 6 4L
fr fiB9 37 FARIRTZ R (— R T RN E D R)
Iy FAE— R BVRF IR P BEAE FH R, G0 R P 9 8 o
T H R A 10 T, N A AT R e B A Y
R, 41 FH3Z AL DNMT 1 532 K1 2114
ICRsf fi B3 H 2, XA B L dEDNAY: 34k
B IEAL IR 5 ARBY,

5 it

76RO\ BT G b, H R G WICRs 2 5 i
PR B Id . BE4R B (1 ZFPS7/TRIM28 R & 1A H.
B FH T BEVE A ACJRICRs, M £ 47 F 4k FFICRs
(1) F R4k . ZFPSTRITRIM284L Jki 1) 4 W 38t 4% 1 1
AR B E R DR 45 X R I TGCCGCR il
Pr By, dEFE2E e IR ARES, IS R 3R A, TR
Iy 55 45 22 B e s o N IR F-, 4nHP1. SETDBI
DNMTI1. DNMT3a. DNMT3bMNP95%%, i 5%
I A4, BHIEICRsIP) 2: 564k, YBREDIC AT 25 AH
N 45 A7 HE . ZFP57/TRIM284 45 14 41 5SETDB1
HMIHP1 34047 25, SETDB1AEIFHIKIme2 #4748
H3K9me3 i T H3K9me3 13T, HP1i%E# T'KAPI
[PXVXLE: KR, 1482 5 H3KOme3 1, 47 Bh T4 57
FARE MKAPITE 514, MKAP15ZFP5745 4, HP1-
H3K9me3AH I 45 B T KAP1-SETDB1 & A 4 1
VERP BN % 10 3 G (R X SR JE . NPOSHH 55
DNMT1 52 EE 4L (IDNA, Jf 5DNMT1E i 2 &
A DNMT3a. DNMT3bZEICRs/HIDNA H 34k 4
Frib it R . X e i i I T R
(L AN Th e, WY M 5, R SE R R A
DUBR. BAMEAICRs B IRIA RN AT IR R B I B,
Y ¢ S-mCHE 5 4 F2 R0 22 H 34 356 DRI 4 B0 5 o 1) 7
#3(1), {H2 56T ZFP57/TRIM28 5 A A HH SEAH 43
T YEFFDNA LA AR UIN L A gk — P .

-
e HP1

o

\) H3K9me3
SE TDB 1
H3K9me2
P {

H3K9me3

E1 ZFP57/TRIM28E & {ki&sl
Fig.1 Model of ZFP57/TRIM28 complex
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T VG ) WA A o g P 0k A v, R DA A
R RS Bl OR A RN 4 4, T AN [) 52 A5 A5E 28 i) 1) = 22
78 e i Bt — B, BN, BE RZFPSTR AR Y
B} ZATRIM2858 A48 44 B iy 11 1) LU 3L L K0S A4 P RE
ICRs[WAFE S PERI M. FEAE T A BIRN, A
WM IE T fi T tHZEPS7AI TRIM28ZH B 1) 4 Wi
ARG G A DL S AR AR 5 231 AR F, 32
TR T IR LSy 5 PR AL B B R R AL, X
LGS A5 R A EC R I K T LIS .
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