£36% Hs5iyp HETAFEFRE ¥ KR Val 36 Nos
2007 _ﬁ‘— JOURNAL OF ZHEJIANG UNIVERSITY (MEDICAL SCIENCES) 2007

http: // www. journals. zju. edu. cn/med

EHEACESRIERE

FHE, XHR 4Hif
(FLAFEER WMEBFRER, HI MM 310008)

[ E] ABFLYOBR AIPABIEFERLATHAR X~ 3RO ENLEHH T5#
DNA PAR BB AALSFENSH, SHBALLERERATRESAE P LR EAL,
AR RS L ERBBELEE ETAR ERERRT BER B Ak AR B4 L4k
HMAERETMAEEES.

[%gi]] H£HEfie, DNAFTAL, EBEA T, DNASSTLAM L, 5o/k; AR
[bEHEE] R321 [E4RIARE] A [XEHRS] 1008-8292(2007)05-0505-06

Genetic imprinting and embryonic development
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[Abstract] Erasure,establishment and maintenance of genetic imprinting are indispensable for
normal embryonic development, All these processes depend on accurate expression and intimate
cooperation of kinds of DNA methyliransferases. Many genetic syndromes and embryo
developmental anomalies are caused by abnormality of genetic imprinting. Genetic imprinting is
important for the nucleus totipotential of primordial germ cell,maturation of gamete,growth and
development of emboryo, structure and function of placenta as well as postnatal growth and

development of individuals.
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MRSy ERANICEH T BEMERE,
FEkEHEadRPEFED. KP{EM—
THRTERERSBVESRER R TRE. &
EWRT, IRERAETSBRBPEBERICHEE

1 FHZEAMIZERITE —DNA RERBH

AR ALK DNA BEH#
#% B8 (DNA methylation transferase, DNMT)
1% 5 .DNMT # 6K STh i R ¥ 3 By BHE
AESFEHNBEFMERES. Wi
DNMT # K X E & A 4 : Dnmtl, Damt3a.,
Dnmt3b 1 Dnmt3L 2¢, Dnmtl. Dnmt3a §I
Dnmt3b BB L TH E B CoG ZHL ¥ M Ay U o
iE 5 Af b ;Dnme3l A EF LA, B HE
Dnmt3a F) Dnmt3b X 8L, L RIICEIH
BHEF .DNMT FEWETHATERRANE
B EE A M KRR, 2 B B AL £
R TEYREEEEN,

Dnmil RSP REFENPELLRE,
REATEHRSOHEBHME, B L HLE
FHELFELHDNA DE. FEFEANTE
PR EPRECHNEFFRAEER
AN, BEIFLBTE TR FHEELER
[, Dnmtl WEFPH 3 FHE, Dnmtls,
Dnmtlo,Damtlp, Dnmtlo 33k T U7 41 K 1
HARTH RSN, B2 F e i E &Ry
B, B3 ZBTH Damelo B 315X R fEN
ICHR R X TP EAREN IS . B RN a
Ml Dnmtle MBS FHE -5 B FHERE,
MEMREEAZEN. SR TEERBET,
Fr R T R HC &%, H15,Snrpn £
SENEMRAREY. A ERETHRITL
FAEFDnmtl ZESERETNENERA
DNA BB S MEE B, RS EUR
HERABERFT RN A ERADNRER
HERRERTHEMREZAEN AHSP
Dnmtl By kA 50000 &1, BB F0 % B AR
R R i A it — R,

Damt3a.Dnmt3b ff fl F 4 4L DNA
W P E L BE LA B & . Damt3a

SRR AME Z S B EE ¥R 5 i DNA W 4K, T
Dnmtsb ##LEFEAEN. ERETELET
B EHBARMMBE AR, Dnme3a 7 L/
SERPEREVEESHRIEC. 54 HBHRY,
i Dnmi3b SR X FER N MEE . W E5 T
EA#ERE., Domt3a™ " MRBEENTHER
B.LEEFERE KRG, T4 HHET.
Dnmu3b™ " /MREAAT . HAEHFHRIEL
F 52/ . Dnmt3a,Dnmt3b T 6t &k 2k 59 BE B I
HHT EERNREBETEBERE. AX
#¥YDNMT3B 7% C 2iE R SR s H 28
A E, @8R %4 I Gmmunodeficiency
centromeric region instability, and
abnormalities, ICF £5 & fE)H X %F. ICF &5
ERERMCHHME— SR HEHAREAEA AR
HREERMBER. BESBRPMEN,
EHRLEEERESRE ECE AL E
EERRE.

Dnmt3L (DNA methyltransferase 3-like
protein) FEPHD &35 X 1, 5 Dnmi3a FDnmi3b
HRNEE HE Z 5 R F A R iR E
¥ A L M, B Dome3L o] DUE OB R
Dnmt3a M1 Dnmt3b $IDNA B R EHEHEE
hee™, ZH{FASS5WSRBEEHEMDICHE
VEFRFHMAEL BBABEEKES.
Dnmi3L G BR BAESERBREFER
e ¥ HERES AN B.L AR . E IR
HitwaERE AEREMSHRE. TEIRD
3", Dno3l Rk EEAEET.ET
R T TE N B AR M AR R B ay e e L i
Hi/ER WD B SAR T 55 DnmesL 1
BAMESTIEBENETEF . Dnm3L™ "
SARARRREE KRARERS, BEEE
1 W B A, 9 R IR JZ AN 41 G 3 4E Cectoplacental
cone ) Z M 7 @ A0,

facial

2 HiZHASHERREY

HIMEAGKHNCHERSER. B
BEAEERTHIBRMEAITE. ZENICHE
BAE R R i 4 7 M IR (primordial germ cell,
PCOMME AT LN ERNR. FER
BFHATRYLTEE,
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2.1 ENCHVER S5 PGC MBS EE B
EHHEER &4 T PGC AT BA S H,
mMEAEEBEMAKY LB P EIERHEA.
AN PGC RS R B (] A B T 86 , 14 7
EHEHERKBEEN10.5~13.5d, 11.5d BB
MPGC EHAAFSHAKRMRAN ST EL
P&, M 13.5 d BFREGHIPGC AR E & TIHEE
fEB R A&, Peg3.Litl,Snrpn(DMR1) . H19 %
EEEITHERESE—XKAQL5~12.5 DHNE
B EXHMNER . UREER TFHICELZAH
EFARNRREERE, ZEAMCHTE
HESRBERENAFZEPCGC HIEERTESL
BFEBAFESEA, Lee" %M TR H K
PGC BITHMMEELZN . 12.5~13.5d I
BPGC HEFEBRBEKRE,. HTosdfl
FRET MR EMLEIER, B PGC HF
AR ERGEDHK.BHIERENERE
AELHER . BURBRITHERE, 1L.5d &
BHMPGC HERERATRAVESFTERR
Be R ERTE AT 4545 11, 5 4, IEHE S EHHIC R
SN TEXEAREAZEERZE , BE.E
AEEHPGC FEXERA.11.5~10.5 d iE
BPGC REREBERMKEHREFNDICCH
ER AEEIHERMES AT M8 5~9.5
dPGC EFMEFHAANIIREHE. BHEAEL
BB ABEREIREENTBEER. 2
RERE R T & B E, A iE
LTEFRCELHSEETRHEX.
2.2 HiEMEESHTFHERMBERBEE
HEADCHE L EEEARRAL R E
E A, H X — 6 A B R A D E S R R A
L EIEN TR HE RN KERASERERE
FRFHATE. #.EFEENRTFAE.2F
ARTEREER MCHEBET AR B
MEFERENER.

2.2.1 HEMERTFHENICER: AEELESN
e ER G B ERNEREHIEXELE
PRk AR ERAPR S ZR. 0
BHRRZAGRIEHET SRS HARNERS
X HFEHIEX. PESOREHPIZHET KXY
R TERET 40 pm B, Bk 65 pm WA R
REARRS, WEAME R NIC B M

BRABERFRARBEMATHPLL
g X - BFEEERSRME, FHMEECE
HEFE#cHER RS, EERAICET
HRBAFXRENTIRP . HEEHSEEK
MRS EREBEALERBE N SRR,
ZIVFET RERKHAFRRL SR HER
F 60~69 pum A4 R IR RE4BITH KT 50~ 59
pm R ENBIE ARG L RERNTE
EH BS5HICRBE WG el EEEYES, H1iF
—HiE R TFEALR P HEEE Y MEAR
MEREEHEEENL,

22,2 BERTHEICEDR, SHERHAR
HXEAECHE Y BTN, mEEIREAN
HRLEERK, FEXALEHEE SR 2T NE
FREERE. MR ERGEARNEICE
TRV XEAENEASBRSCLENE
ARE HIY MR RS EEHGICE AT 2d
B8l (14.5~15. 5 d BRI B R F ML H K H
ERHEEIEREEOS S d ERAFR
HEFEL. X —SEREARERHESR
RBYEDT, R EE M E S B R P S
M RETFERYXR. 125 dHMEH
M ARE DB NEE AR
FH &4 T 14.5 d FERR AY 4 74 40 R A AR A0 AR
HESETHRESRE, X—LBR B
SEAMETFHETERANTHERLEHXE
Ef . EDiE R EAMBERREEX AR PN
HAREF—EHNEARARNB—FERXR,
HTHBRBEAEARELSEANILSBEEE
A GREEARS T2 AP EERT
BAMEEHE FHERNNCHERRETEY
U,

3 EEMISHE. RERY

ERE, EHRE R T FER LY RED
wE Ert . E2MERPICHHATIT.4HE
BTEREEHLFENREFMERALERES
B, ZAANCHERYMERMEEEAETR
FEEEL B REEN Y ARETE AR
BT MRS ERRAERENERARNE
K., #uIGF-2 ESUBEN-—FRFRE
FoE S EERRAE RN FGEEN A&RE
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HERARAN AR 5EF /B 152 L&
SuBERSRERERERMOORETRE? 25
~0.75 dARXTIE I BB AN 9.5 d IR T
B, A PR LA TE W Y 60 %10,
BEREZEXMER ARREESESHIC
REAX W BWS % & i (Beckwith
-Wiedemamm syndrome), SRS £ & i (Silver
-Russell syndrome ), PWS £ & ff (Prader
-Willi syndrome) #l AS £ & fF ( Angelman
syndromes Y3, BWS & F B —Fr AT B4
KAFAWAICREMRER, 511pl5.5(11
FRAKEE 15 X 5 #) 48 KCNQ1,IGF2-
Hig,CDKNIC HHENIC R EH C;SRS £ 48 1
WERSTBRAEKBRPE_FEAR,
B EM B AEICEE A 7p1l. 2 M 7932 @
GRBIO.PEGL;PWS G R XHEE R R
gll B RXRAFUERRISETR 1 SR
W X¥E 0L, % R E i 3 B A SNURF-
SNRPN.UBE3A, 7 5. £ H 2 45 57 3C £k & A9
R BRE MR LAS FE N AR
FEMENRENSLFREENERBREA.
#E Lalande F'21ig AS LA R4 K 5 4
KA, 1 RIH15q11-13 K, 5 70%: I A8
FEECUPD), 5 540 0 B % I IC SRES
(imprinting defect,1D), 5 5% ; N & 3 UBE3A
EE,H10%; v EDpRmER, 5 0%, BE
HEHREEASESEREPNEEETE
BT E A, 85 FIAS R IEREF S H 66 5
B T T ED T e O R e ok e A e AT,
BAHAN X EECERETRER TR FRE S
1 P B TR S B AT
BREGBEZRYEZEGIHN, KA
Ko GES ILEER R EERENAE. 5
BRSO RN EEREEERMEILE
BEAMER, BEGRDCERREIENE
B4 MEEEEHRMN/DEMICEESHE
2 PEBRERED,
icEHERANEEEAAERT T
H:RENHARENERFEDE. OInE
BEESREREMARBRHMEE L., PEX
BEREMERMAREZHFEOICEBNER,
A I A (Tg€2) L 1 ol 4 (Peg 1) i I PR

B B 4 B (Peg3. Mash2), # B (Ipl), H19,
Igfor P57Kip2 AR E 2T £k, legf2,
Pegl . Peg3 ZA G EZHICEANGRE LI E
R RSN MR, SR ENC R H19 1gf2r.
P57Kip2.Ipl WEA KRR BEM AT REAARFE
Ba, B MENERERRTIREAY
W . AR RS D BB R Tgf2 1gl2
BANRBRETFENEEHNESE, MR
Ief2 =12z FP0o-P3, Hd PO B F
HEFRENEISF. BFFHEREBPOEST
B BRI AL 1gf2 mRNA RAREM, R EHE
MBS SRR EEREHEER
SrshgE e e, Sl FEEETRES
B S/ R LR Igf2 POY T BREG B B0 IGF-2
AREW EFRERBBEF . BRERKEL
KM REMELE LHE. BENESETFRSE
SHERBBIGF-2 RILE . MBEREZR
ARG R B IR,

BAEFIREEESHAERTERE
ARG ERGNCEENEES RIS
REBAE W M ERE D RBAECER
H19,Ascl2,Snrpn,Peg3 fil Xist ¥y H B E XL R
EREREMAAKTRE, R NECEE I
KEARE. B—HAR A UEREIMNEFRA
X RE RS & B A CE B E R ue, T B3 T RANE
165 I R AL T BT R,

HAl. 0 FTEEGPIENERETHERF
ERARKEE. AN ZHEZHEL
RETEH B F F & "4 5 (parent confliet
hypothesis), B —#RIANL  SREBRLE
RERESTFEMERNER. XFRELEE
ERMEFAER W TRAIILAEE, AT
FRINAEAEFMERMENES. LEHS
A [gf2, Pegl/Mest,Peg3,Ins1/Ins2 4 & 5t
REHENEREZ. g2 HTEREVS &
BRIWIEER, MEREEERANTZME,
HEEHERMERER, BRHEELIEHNE
BIHARFRFEMTEE., FRER g2,
H19 %8 BRI BEIJLAMEAKY, 2.8
RERMOET S - HA DN ENEEREE
R,

S LR FEE X R E LD YL D
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EPC A 2 AL X AR T TR R B ED T AT T
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E—SHARENTE R T 2ERBELEN
MR EEAERE TR, AAENER
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