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AR LA, X SO ST IE S B AL R e A SOk
& B A A R R R R EAE . H R, XLt
LB 32 0 Tl R AR 22 R 8 B i AL R I b, A
ZE R TN, ISR B BN IVE/ICSIVAYTY
gy, R AL ROIRTT H.

FEAERMLEE N, AEFEIERR B 2570, 1F 32 2057k
B, SRR & B 5 e A A A R A
FERE. HI, 7540 T A\ ROR RN & & A B 5%
FRALH, XTIk A A g fa A HAA BB AR L. A
BAELEA AR & B bR . A R AL LA K
TELE MG R T TR IS, XA BY T Hfg A\ BEEn i & &
I FRAAEERLE,  IE ARG R BB o i AR )R
JrBEE LR, W A B I 2 R LI R FH 5 LA
=08

1 BRBREiE A & b i
1.1 g1k

B ) 240 B 1) A T Ok R RS 4R T AR A E 40 Y (pri -
mordial germ cells, PGCs)AIE L. 76 ANSSIEIRAYEE3~4
Jil, PGCsTE 5 H BT HE T JRAE R I B 44855 M BE 4 Y i
2, TEZI00 iR IR Es /P bis, e E
5 RRE I AT ARG IERS, I T35 78 S8 AR AR B BRI
SEAE, 52 A0 3L R A ok o S e s U e
PGCsXI T BRI E AL R AE RS2 AN AT A, WA
ARSI, YRR A BAED. BRI PGCs At —
A6 R R R AN (oogonia), 12 A FE AN 3G 22504
ANWrHETE,  SERT i T IR R AR AN T R BB T 2
A A S A (germline  cyst), /NEHIEE
J A FE AN LR B A S SR RANN, IR FR A A
AHfifL L (germ cells nests). ZEURAYZE20)E, DRJRZ0M%L
HIRFNTE, 249600540 tbs, U0IEANIEA 2255k
BB PR, TEELE28 4 e, U A fY AT 22534
TR O REAN Mt ) e R . SRR, B AN
L %) PRV 6 B TN, 24 K 2o 0 B A0 B 28 7 P 4
TEURAVER 813, 43 ON L 4 ML T L DNASE I If-E A
I 24T FE, DNAS U T nhr i 4 O S 240 B i e
PSSR, A BER o 224 B B 1) A 5 200 i A Ay B
2.

1.2 Bk E
ORI JE BRI A A S R B AR D RE R,

KB A Z A B GRRE A0 A B A2 e S R
o7 4 i 1 29 B4R BRI (primordial - follicle)™. 5tk
BRI NZEAT RS 1SR B, B L AR R 29
10075401 (B, B AR B, SXse i 4 & A 14
BT ZrE L, 2 F R H R 249400741, FEICIATE,
IR A —MERK LK FIRIRE. FEEF ARk,
AR N KO e A TR b A Ak, BRI
BEEHEACE R BB, B R0 A AR IR LA
W14f (zona pellucida), JH:J&] Bl A RI0RE 4 i 53 fb i B 22
SETREURL AR, DEB BRI R R N (primary
follicle). P FORr A AT 2253 249384, OI-BJ: 44 i J] [
R ANMAS 2 2, LR B ORI GO (sec-
ondary follicle)!'"". fpfiE H 2 FMEIE, Rl
Z (follicle stimulating hormone, FSH)/K¥-Fti5, £
10~20MOR 2 5P ik — 20 & B I WA 25 16 1 S IR 51 i
(antral follicle). W, TR A0 ALGE— 20 43 fb Ay BE TR 20
fid(mural granulosa cell)F1 5P -0k 20 ifd (cumulus gran-
ulosa cells), FH:r B Fe 50k 40 At 40,22 B 41 BT A P
Fr-PRE4H I A (cumulus-oocyte complex, COC)!.
SR T FSHEME AR AT — A IRy gk h i se &
B ROEHAGRIH, BIHEGRETYRE (preovulatory follicle)',
A IR AR AL PR B (KT 1),

1.3 GRBRAN 08 EL oy 2K

DN Y A B A AR Bt DB A DR 24 A T
BB 200 Rl 45 53 24 i 2 DR B A e B A e v ) E
T, AFESE— IR IEE S (meiosis T)FIER —URIBEL)
H(meiosis I0). FRJLETHA, BF 40 IEAE ] 5¢ DN A
Wi, PEASE—RIE s A ET I, S AR 4 4 e A0
AATY T LI . R . HHZ] . W FneAs
1, s KE YR TR, IIDNABUEERT ™A |
VR, [FRY O RBAAE B i & i e
HHI A, I ) B AR RN A G GG BR, 40
RAZ 8 ITE A AE A& i (germinal vesicle, GV), # MGV
GUEEZRARE. ARG AR, GVHHBEEEAN i S T DA
I3 R AT A AN BRI SEA%A 53 A0 (R A E AL Bl (non-
surrounded nucleolus, NSN)ZUFIYL i 15 B e 45 51l
LA~ A B EL A%~ (surrounded nucleolus, SN)Z B[
Rt EAEIS, HEOR T KA R (luteinizing
hormone, LH)/KF-Th, BIH-A0 & BBl i 90 ok 2n
W AR, IR RN S sy 2, GV
HH BB 40 i & A A Kk 1% 24 (germinal  vesicle break-
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Figure 1 The process of follicular development and oocyte meiosis

down, GVBD)# A% — Ik 5% i 1] (metaphase 1,
MI). MUABREEAA 58 R Ji AR AR e, e tafia 55 HED)
FEAREN BN BS, S M b i 40 AR T T
B, B K TR 5 SE AN BR324 HEH 5 — AR Ak, B
B2 B R S R Y, R A R 1)
i B P9 52 A SRR P2 2, DTS-I 76 58 kel o 24
Hiilj(metaphase I, MID)(E 1! MITBR-EELR I A ik,
FNIRREAING, AR T-. e, B LHAK 38 B IEAE,
B D B 3 R 2 i B A T AR R SSRGS, )
NG5 N F-HE 58 AR AR 52 B A 2.

2 URERIRAR TR DAL

IR BRI A T R — 52 R Z I T AR PR Y 2
AR BRRRAN A T RE AR U R AR M R A
A, ORI I AN A ISR AN . %
G A7 Dol K 73 SR BEL I MK A | 275 il R 4 e AT
o AR AE. MBS LA AR 2L . mRNA
I F BRSSP, IR REAE & B il R AR e
S A 2 S EOT R R, IfF e — 2D
Wi Je B2 SZ RS R A7

2.1 BBy AREEH
] 75 5 2H (homologous recombination, HR)JEJH#L
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YRR, R IR Y A R 2 B A S,
i o A e e ] e s NV WA £ | s 1
RO, I ET T . W™, AR
At 0, Rl B A7 A2 4 T RO KRG B A, T
WP Bh 4 b e R AR ST, SRR AR 5 — vl Rl o 24
AL BE, Yot iR B HEE e (3R, JEE e
FEHEHESY . HORMASS M H(HORMADI1 Al
HORMAD2) A48 F B (SYCP2 IS Y CP3)4H i 11
et (il 1231 sy 28 B 2 IR T DN A BUE Wi 24
(DNA double-strand breaks, DSBs)/=4:, DSBs/A 2l
HLEIAFEH A PRy, TR bt i % A= 7t F k%
HEFPRDMOS T 41 8 (T H3 — H 34k (H3K4me3 Fll
H3K36me3)Ric (3R X R, s bl st X I v e
A I, MDSBsHA sl & A e R . ik, 4
IR L 3R DS AR e 2 Y G Al = [R] i A ELAR
FEDSBs;f=4: r s ). EWSRIA] LLE i S5BERILHY
RECS8(pRECS)HHHAEH, fEiFPRDMOZ, A HDSBsV 4
SRR DSBS AR T057 T YL {4
W AR S EESPO11-TOPOVIBLE & ¥ i
£120) ZE e Al - IHORMAD R 4% 5 1 A% s
By 345 R MERTDSBE 41 /& (pre-DSB  recombino-
somes), HFEHHAUIHERECI14, MEIl, MEI4,
ANKRD31HITHO1, % &4 H FTHSPO11-TOPO-
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VIBL# ] 2| PRDMOfK#i [ DSBs# s, ik DSBsHY
FERP8 4k, DSBsHYBUR L AZ FIRTDSBE 414 K
FEAREERY 3 B P A DSBS BB £ HIDSBs 15 &
R P E e B0, [RIVR Y IR DS Bs & &2 ATk £ 2 ]
W kA HAREARH 2. DSBsIE UG 2l =4 HA
3 RIRAYIT B DNA Bk (ssDNA). AL BB 1Y
LA, sk A AL L, TR S, (et
PR AR R FCRHEN P, (BB B, T 20 BERADS 1A
DMC15ssDNAZE A, 3 o Bas 4= A 7= A S 5 0%
DNAPY. [, RGO A TR Z:, SYCPIMIEHE M
TR S-S E AR (synaptonemal complex, SC)Y4L
BB SYCP 1N AICH 1553 B HE [F] P8 Y (1A 1)
WYt Rl E AT A ALk, ARG SYCE2-
TEX12ZE [, HSCHTH LAY @R FE M0 K1k ]
Brie, SCHAETER, FIVRGLEARBIXT L), 56k o
PR A B, DSBIE&E ek, ARG CATE ik,
AR, SEHRIR]IE G AR G R e e SR Y L R 22 U E
¥, WIS, BESsE ORAETRIPI3 MRS T W lsfm®”.
ANLARW G, Jeaii it — R 48, — MR MAZE oy
B, A RS IR R 43 .

2.2 GPEENRG VIR AR S

R 24 RS B 48 R Y D A o AR IR 2 25 5%
b KRN Bl R o3 S AR R S, 17T IR 0 L
BT SRAESR, XL T O RE A B R o 2R
PR S 2. BIREAH MR o 24 1 BELV 55K 5 32 B K
AT 3 A F-(maturation promoting factor, MPF)FJJ#E.
MPFJ2 5 24K, - Fiy I8 15 7 5L 41 i J& 91 25 1 B(Cyclin
B)FMHE AL 7 358 J5 B 8 AR 4 Bl (cyclin- dependent  ki-
nase 1, CDKD)AA, HAE RG22 Z R H 1)
PP, DR REANA A BN (G VI P BELH D) B, DR IEL
OB 20 i 43I CHU 40 Ik (natriuretic  peptide  precursor
type C, NPPC) 55 51 Fr- Uk 4f i o (Y NPPCZ {ANPR24%
A, I A R 1T (cyclic guanosine monopho-
sphate, ¢cGMP). cGMPii i [A]Bi#F:COX37(connexin
37)iE A A DN EEAL, JFA0 R IR 3 A(phospho-
diesterase 3A, PDE3A)IfME, FHIEFABERR IR (cyclic
adenosine monophosphate, cAMP)F{ZKf#, MM 52l
BRI N A cAMPZKCSF- . R7KF- I c AMP 2 4 F¢ B
KNG VR B RTHRES ) 5, cAMPA S0 &
F % §A (protein kinase A, PKA), Jf-#MRLidiE WEE2
IEPEIEMHICDC25BIY T M, WEE2i# i B2 ft.CDK 1

A Thr14F0 Tyr1 547 s ffi 1%, M CDC25Bi{ECDK1
B 2= B R Ak HOM 1 . CDKIZE B {L WEE2 Fl
CDC25BAYHL A A F4EE IR AN 5 lRE, oy
B2 PN S B 5 G /4 ) 9314 (anaphase pro-
moting complex/cyclosome, APC/C)E HE31Z & i i,
fEfgim L7z b Cyclin BAARIEHLFEM#. CDKIAIAIG
FICyclin BAYIESH SEMPEZ IS, J115- 5 01 B: 20 i SH A
T£GV,H>H[41’42]([§I2).

A N LHUE B 30375 52 GV b BB 40 i Dk 45 43 2440
5. LH5REWUR 4% R LHAZ AR S5 5 1175 S c AMP
7= A, cAMPZKT- 3G i 0K 200 i h PR AT 14,
I A E 41 = A R R ik 2 AR K T (epidermal
growth factor, EGF). EGF#LIE I Ui U1 b Fok 2 ffd Hp 22
SR NE AR 1 i (mitogen activated protein kinase,
MAPK) W&, JF iR on ks 240 i 5 00 B2 i 2
() A R4, FHIKT IR B FoRi i it b i cGMPE A BB
Y. URREANAE H cGMP/K - RIS PDE3A, #—
1 BB AMPIK TR FIPK ATE PEIES . LA, WEE2H)
TEERID ], TCDC25BIE MBS . CDKI1 & 4 R
IFHEAE . [FIET, APC/CRITE MDA, fEiFCyclin B
TR, CDKIAYEIE FCyclin BIFH 2 33 MPFIK &2
T, AU L A GVBD, X bRaEE s
AP P 2). BRSSO 3 4k
N PO, BEIG AR, SRR A BEL 7 0,
JEBMITA B BRI, S5 RERS 524

2.3 AGHERANIRY AL

Ly ARG i 2H e X T AT 22 53 SERIE S R A rp
et (KA IERR o> 2 2 OCHE S, SRR IYIE G R 2
F 5 B (microtubule  nucleation) FlZ5 FEAAR KU £k,
(spindle bipolarization). ZEARZAMME T, HCMATE R T2
A 42U 0 (microtubule organizing center, MTOC)4
AT 2257 RS U G AR ) AR (HBRREAR L S
RG], P2 IR AN AE R, F9E R IR,
TEJTE RN BN REAR R, R JCH ok TS 20 21
iL>(acentriolar microtubule organizing center, aMTOCsS)
A S WS DR A R A B, — 1
AMELEaMTOCHIAETE, PRI, I Ao UL A5 353 A A,
NI EEA L R A s 2oy, I HONBRRE4H i
XU G A 20 2 B DAL O AN TS AL

20224F, BFE 8 FH2000 2 WS BRREAL A T
=Y R, B ORI BB A T AR
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Figure 2 Regulatory mechanism of GV arrest and resumption in oocytes

SRR RAEHLRL, AT S AGR T 2R
e, I HeAm 4 9 A SR BRI RS ZH 20 (hu-
man oocyte microtubule organizing center, huoM-
TOC)“L. FIFH AMUEEE4IAE, XF 864 LA ANk
TRAH G T EAT SR DO LY (e (T 18, Fe A M e B
huoMTOCHJEZ /. ;i TACC3, CKAPS, CCP110F

DISCI, Tzﬂ‘]f}\‘ MIHH B[] 41 i H o 57 75 Bk F
RS I, XS5 eNER 25343 B v ad e o ik

AN, XA E AN T 4EFhuoMTOCH) IF # LB % A
Al NGV GRBEA B ER S 088 2 B i T
AN huoMTOC, I A% B 24 (nuclear  envelope
breakdown, NEBD)Z AjiEf 2% EiL. NEBDJF,
huoMTOCHE - Ak #% S5 4R B Ju i Zlokr LS sh s
B, BEEEE IR S, huoMTOCH) B 51 g 3L 4 5
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B

iR L, (R E N DR 0 i 2 AR 114 20 2 (1%13).
huoMTOC /N UIEEAH A H 1aMTOCH Eb, HAE: |
SE 57 AL A 7 T 28 B SR AN [R] AR A1, DB A
REZ M 2R 0 e SO Az AN 25 R A 2 255 1) ok
HL.

RIATE A% G, — BS shBE R A, FERITR
EoRE—FRINIESAR, a2 0 WCIR 2 e
1. YRR AL S 2 R A ZH 28 (1) 55 — S SEB R TR W
*&4&%%“%%&%&&%*&%@%%5& 2 T84
g o AR AR E AR AL, MR T 2y 240
F1/IN EOR B4, A%’éﬁﬂﬁéﬂiﬂ@ﬂ’]%%ﬁwmﬁwﬁg
BRI, X s A BB 20 A 25 il (A DU Ak AT
FERFIR MG REALE, (HIHLER— B AL 20244F, AF5%
HTE AL G E DN A M AR OB 40 i 25 e Ak 2
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Figure 3 Unique mechanisms of spindle assembly in human oocytes

REHAT T R A PER ISR, B T N BP R 20 e 2
BRI XA 1 22 A A 2 N BREE4fENEBD)A,
ZA SR R AR G R R R G, I H YRR N
MRS ANBY 3. 2RI R AT BE, sk b
BLA A SR AL, sivkr I U A 1Y) s 2 Bt sk SR 4R
JE &~/ MF(minor poles), ZifEATE S —E KL
AR LR T (B S AR BT R]. RS, 270
e I — A A AL B AR () R, B 2 2 285 AL
e 25 A (113) . W 5% 4 3 3o i o8 48 2 3131 25 1
(HAUS6, KIF11FIKIF18A)TE A BPE:ZH il 275 4 (A U
et R A R B B A HF 22T fE. HAUS6IE o P45 1
B AR AL PP AR A, KIF 1 8 895
[f1) P3R40 2 2 AR o) i 30 2 0 205 e A UK £
KIF 18 AT 2 410 1l S5 10 3k 88 A A 2 4 XU & e 1A B
A XA SEEF TR R 2 FEON I BRI AN [ R
(1) 97 R AR RO AL S5, DT S50 BP0 B Bl A B
D72 N VN ER )N ey R Rt A € s Wy N 4]
BRI A L AR TR AR, A S R AT A%
XAk, FFE7R T N BIEE 40 25 R AR 20 2 A ke ]
L.

o NENNBMBREMEARDI) (huoMTOC)
P HAUSEEBH ¥ KIF11SBH O KIF18AERG

S pen o mm

2.4 SEEANNRY; AT E

XU G AR 571 7 5K 50 4 it 53 5 s o v e e A 1) 43
B, YRR Y R IE B B TR 7RO R4
M 2 fe v, YR o B R O B B AR I
(aneuploid) W BPF =4, e SEIMMG LT 75, I
R B REE B MRS RN, KEY25%~50% A
HOP T8 TARREARRIN T, I HARSEARA Lo 3] Bl 5 4
IR T T AR T AL S, Blhnsg . AR
ANER,  NBRERAH 285 T A 5 s B R AN
FE 2GR, R FEY OB, SR, A
O B 241 L 277 Bl 1A AN F o B BIL T — LR B D PR AT
20224, 18 FEI A5 A1 B\ & BLIK 5y £ FIKIFC 1 7E 5P B4 if
L RUN Y YR (e () RN R ] U Y =
KIFC1, iz P A F A L 30 B0 Bk 40 At v s B 3%
ik, 7R R REARAE R R HKIFC 1 S 3 2 s AR A Fa 5 I
AT LT, BB IS BB 41 f 275 A 114
AFEt. BifE, PR E L KIFC T 418 T
SRR, G5 5E 5] ASMEKIFC 1A 11 ] AR
RN GH B B GTERAAATRE, TTRERAR AR ). %
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HIFTE WA Bk = KIFC 18 U T BN SE B RE AR i 277 e
ENSYHIVER JISES

25 YiHRAA Y A

LR L] 2K 50 5 (spindle  assembly checkpoint,
SAC)JE Mg Gy A ANGBA 43 25 W O o IR P pIL, 7E
BB Mg o A R R R EAE . SACE M i
TR R 2 3], FZ A EFEMADIL, MAD2,
BUBI, BUB3, BUBRIKMPS1P!Y, 346 5 25 1 75
T B AR N 2 BE A T2 B 4 AR ), 24
ik b B Shb 5 2 AU AR SR R, SACH
B, SR EESACE IMAD2, BUB3, BUBRI, Jf-5
APC/CHBIT N T-CDC20%5 A 4 N A 2457 24K 6 5 5
&) (mitotic checkpoint complex, MCC)P*!, J-7EMPS1
WML ITER T, HALSACHE IR AE S w4
Ak . MCCili it & CDC20# il APC/CHY I,
{41 SecurinFlICyclin BAYEAPC/CHE A [Ef#, B 1k1EY)S
AR B A AE S B o SR T A G 0. S sk
ERWAE AN, RS HES B AR B A, O T 30
FE AL IESACEE ISR EEY%, SACHIERPY. [H,
MCCHER IR CDC20, JiFE ICDC20i# 1% APC/C,
T3 SecurinFCyclin BREf#, fedF e taiisres, wiksr
A JEIP. SACHE A RES K T80 N R R4
IR BRI . ST ERARA R e G R R
B AR A i AR A0,

2.6 YA

2 AR AR RS 2 PRIE B BE 20 B AN X FR 70 24 HE H A A
OCHID IR, AR — IR R A, SR A £ B R
HphJIE R, B, RS RIIRY AR5,
GR-RE A AN FR A3 28477 e — AN K A IR T A — A /Nl
PRI R HYT R AT RS S AT 2250 SR TR, BREEAT
R RS A T30, Tt WLBh & 4L
22 Y25 B 5T kIR Arp2/3 5 4 W) FIFormin &2
A 53 FMIN 27 T 22 A A B 240 it 27 4 (A 5 8 v K 4%
KHEEH, Hrh, Arp2/38 AW A 575 SCIRIIZL AR
¥, MFMN2FEES 5Lz, e,
FMN2fii [l S g iRk i) WLl B (A, WLsh & =R 1)
e 18 Sh g R AT RS 10 UL R IR BERLAS sh 3 5
JT )RR RS T, YA i A I Ran-G TP i it
Cdc42/N-WASPHE{Rac-WAVE2{5 53 B0 f2 )2
Arp2/3E AW S at AN WLSh R 11 45 iR, T
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IKshAn s sh = E sl 1y, (R R A T ) B 5 R
0 [Ef, Ran-GTP{5 54 ERM(ezrin/radixin/moe-
sin) = WERR AL IR T BR-RE A i AL, BRI ILIX
IR F-actin K B4, T LS & 11 (actin cap)! ') BT
FMN2, 55 & M Formin% & iR EMNL1L72],
FHODI1?! FMNL2HIFMNL3 75 5 B 21 it 2 i
TR RO EREEN, XEEANHL ST
/NN EEAN 2 R AT RS ARG LA, 12 /NG TP (L
$ERhoA""7, Cdcd2"®] Rab3al””), Rab7?*", Rabgal®',
Rab35 4 Th Bk 2 S8 B0 2 FR AT RS S

2.7 HedkHER

BB 200 R ER 3 B AR HH S — b AR R 1 5
S5 50, R R Rz S5 S 5 S A 4 B 2 [ B o
R WS B P iR 22 5 WUER R A TR A8 0 T AR
. AAARHE S Z 1, RIS 2 B U2 A Actin caplX.
B AESE —URIER S S 0 ) s I AR ), G4
[EE B 4 28, FENIERE AIERT, Wi 45
WAL iV A S E I W SR E R TN - T
W, HEH AR )5, 5 k2
PR ATE A, AT F B2 Actin capX s, BIF-32 K5
J&, YiEREE 2990° R A E AT E, RN OF I,
G F-HE H A AR AR08 B 5 & LG PR ho A 1T LA
W GTERR TERE, eI o S AR R AR U 4 2R
) 2285 R0 43 20 B TR BT R8 eAN, S —Fh G TP
Cde42:if 1775 Actin - capIE 12 5 1B 40 i AR A HE
. ZETWE TR REAIA Y, FP Cded2 s PR 2 Bl 46 38
TE R — AR AARHE S 25200 HeAh, Cded2fyhBELE
/R BB M R AR SF Y, i8R LD BB AN I /N
SRS e R T R uN R N« > A DY & SR R s - [
F UL PR AL Do R T 5 Al o 2 1,

2.8 YHBRNIMILYIFH AR S

ML B 200 6 BEL i = A0 T 4 I 5 1 PR (e -
tostatic factor, CSF), CSF2—MEHRE &), Hulln
TESS RIS AR i T . 2R/ R R
AEMOS X T 4E R CSFIf P s A AT /2] MOS/MEK/
MAPK R IIE 5 S PP2 ARSI 45 & CSFE A ) K b
BB AT 2243 5430 F2(early  mitotic inhibitor 2,
EMI2, HLFRAFBX043), MEfiEMI2 MR kI3,
TEAL A EMI2SE 145 4 APC/CHE T PR 140 o 3 24 1 34
T F120(cell division cycle 20, CDC20)# APC/CHTH
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P, YEMMHI Cyclin BRYFEAE, F-4ERFMPFIE (K14).
4k, MOS/MEK/MAPK 2 X % ] DA 2 Hr 2 R A i
FE, e 2ol BB 24H M BEL P A 55 — U 2, TR AR
A MITI R 541 ).

B B8 F 54 F 456 2K S U IR A
K 5O REAN R A IS, A 7E TP REAI AR P 5 I
FEE TR, IR E R B IR R/
5 R A A 1 B PR T (calcium/calmodulin - depen-
dent protein kinase II, CaMKII)FIPolof£i# 1 (polo like
kinase 1, PLK1), JF-#MRILEMI2, SEEMI2A G H: [
fift. EMI2[S I B APC/C, #EIMTFAA#Cyclin B. [A]i,
CaMKITiA AT AR R AL 305G WEE2, WEE238E i B b 71
HICDK 1A IH PP 52k, ML IR-EE20E P (I MPF %
PEFEARI R R I E 24 (E14). AL, APC/CHYTTG A 25
WA it 43 B I ) 46 11 Securin, 4% 73 5 il Separase, -
V#3634 8 11 Cohesin, M MR SE4H Ik Yo (o PAA Y 2385,
HEHEE AR, S8R RSy 2407,

2.9 RNARAZHfE

JRUR IR BG JT,  UREE A0 B L DR 21 R TS RS S
ALK HERNA, - Zead i 55 Jm i Tk e iz 51 B9 it o v
KWElr, RIGSest s isRraE 2 . ZRMmE+
FENH TR AT IR & B Rt EZ A PR, U1 &
A it FE v, ORRRANM Y SRR Rk B A T h A ARk, Xk
AR At —2H 3 BR A S PR T 2R R D AR 1Y, A dE
PB4 o S v S I T FIGLA, NOBOX, LHXS,
SOHLH1, SOHLH2, TBPL2Z1*S1  FREIEGIF 52 5 dedits
SR BB 25 B BRI SE R R e, AT
ORI FRE Y BR-RF- 20 A0 3 2% 7 0104, e g
B AT ARMRN AT ZE i — A FE AN A e A 55 S e 1,
ALFGINNE . BYUIRUINEE, A AR pl it is B 40 i it b
KRG XA MEFEARSYNSS. 5%
K I poly(A)ZE4 75 FAPABPN 13 1o V- AH 20 B T J 4
REAZ 4R E DI RE X 38NPAD(nuclear poly(A) domain)
PP T KA PR mRNARYFE 55 T BR-RE4
e bR Pabpn I/ N B AN, RIUNINWER
ZRH ., BREEEE | HEER A AR RN mRNABTY)
SRR M T A EZEIRT . RNAGTYIHFSRSF3,
hnRNPH 1 FIBCAS23) A ik 2 3 B 00141 i 55 V) 5%,
e RS BB B R BRI ) & VOO, e Ah, I
7% K BIRNAf#EBEMTRAZ 5IE RNAVEE ML, 7
PREEIEPEMRNA ) IE I T AR, M4 5L

B O BEAH AR TC TS 76 20 5 h B B A BRI mRNA,
I H I & T BIEH KN il KA HLH I mRNA
PGB 2 AT, B2 3 i i Poly (A) K 4
T EEEEmRNAR B, H A PATL2HIPABPCIL#IIE
BF 7 BRE A0 6 B A ] AR AR, X
AN DD e B 2 BN RN BB R A0 AR 2 S
%4[110413]'

U EFAN AR K B I WG Sk, BRI S S G
SE DR L Bl A BT . eI IR], BRREA0 i 5 R
2 BUAEAE I mRNASK B A W &R . B
mRNALEfit X T BI-EE 40 5248 T R IR R 10 & & 2256
WE. R AR LM, KPR mRNAFIRNAZS &8 H
A 1 A ) R AR AR LR R Y R R, B R — G
FER DX S AR mRNAANBE A, FR A LRI A AH SC A2
1% W2 75, I 38 (mitochondria-associated ribonucleoprotein,
MARDO). RNAZEEH 1ZARIEHEMARDORIEER A
LRRRLE, ZARIYIBEER S FHMARDOIE 12K U
FImRNA M SvEnf, 55 —H AT A5 &
AR AN BB B4 A7 A —Fh FHRNAZS & 8 1
YBX2A] 3 AHAR A G SR ARAR B T X, %40 X i
Y BX 2415 10 YRR T DR R0 M DR A 4 85 ) B 40 4 4 B
A RFE M EMRNA R KRR 2 ) R RS2 A ), 1
B 5 O 0 DA 2 4 AN HE B, i A7 B TR
mRNAYERF -5 F % 4t (maternal-zygotic transition,
MZT)id Bl iz B, BETREmRN AR 2 PoE
WG & B s oL feiZad frh, BTG4
S CNOT7/CNOTS SEIFAEFH HAER, JF¥CCR4-NOT
E TR S FEMEmRNA . M5, BEME
mRNA % R IRl #f58  BIBTG4
HICCR4A-NOTHIMEAL I FECNOTOL Iy g Sk 2 T80/ R
B 40 B PP mRIN A R i i B A S IR G & & S+
TS Wbk ZFP36L2ECNOTOLAY I RE TR 11,
BT 2 4 S RO Zp 36125 30N B O B 4 i 1 2 e
AU BRI L5 I R 200 3 A A R mRN A Y
BESk . N MEHR L AEATE LA B R A A 00 I S
mRNAMFEAS, 30T U1RF 20 M A T a2 . 2R A
WG & B 2 CEE

2.10 EARRATEE:

GREEA M AR I B A A T O, /N
G RE20 /e 50 B A —AF DAL, TR A IR RE 40 i
TEGPSR AP RC T4, TERCIIIE], DRERAN AR S
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Oocyte

FefE

— MIIHARE
C clr 8 —-—- MIIERIRE
/\ /
MOS EMI2
‘L PPZA pPP Cyclin B
MEK o — @i CDK1
e MPFFEE MIZERE
MPFI@E%E
BEE TR
Ca?* { — CamKil {—— WEE2% _> CDK1 Bt
CycllnB i T
PLK1% |
_________ @
N MIIERIRS

& 4 BR-E-4U MUY BE Ak & i PR s B L il

Figure 4 Regulatory mechanism of MII arrest and resumption in oocytes

FR R ARSI IR T — AR = A, (EJ2 B R 20 i
KIHGERF R PR I PN — BRI 20244F, #1158
ERRuN [ SUBIEY ZIM @ IWAN NI R B R4 i R NIk N )
TR ZE R SR RE, HAR T s T H A A
B, AREERE, CME, RRAE. XK R TR
i, AR JE R A A A
e, #F— i/F/\ﬁTm/Tﬂﬁ?LlﬁJ%Lﬁﬁ?ﬁ:fn FI4H
PrEAYIE R I B A DT o A B A, A4
FrOp-EAN AR AE IR S P A KBS0 bRtz oh, 2ok
1R A8 & H S (mitochondrial unfolded protein re-
sponse, mtUPR)J&—Fp 43 i L, 171 57 W X 2ok {4
HR AR AT B AR AR S A Y. R S A R
RRR, YL R AT B R & R LR,
mtUPRBEE A% S i 1) AR 25 1 RIRH SC 2R il Y 3R 3,
an#AR 5 8 T HSP 701 % 25 11 5K fi il P(CLPP).
HSP70%; B g IE SR &8 A, IFAE a5 s H BT
BT, CLPPH; Iz BN Z bR IL i h R iE aRT S 2R
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FIRY MR, 0 8h— 280 I o B 2 e s 22
Clppii B 5 SO o8 2R 22, R BRI N O B34 i A
W6 & & b DA S BR SA £ T . i — 2ot R
CLPPHRA SRR AR /N B I AL), xuk
A5 100 HH B2 L 2 1 o R A 4 1 Tl
bk hREPTE

LR (mitochondria) 2 JU LA L b & i e 5 1Y
gy, HEZEIGEEA RATP IR 4N & & $2 4L 68
i, A S 5B 5508 . Ak 5
G FRASSE Lok R 1A A OB LR, R
28K /AKDNA(mitochondrial DNA, mtDNA), Jfif i+
R RR RS IC. RRARHMIDNA B ETE
BREEA A B R R AW AR Ak, IAPGC ) B i 40 it
B, b ARrE R 2910 E 252007, W
LRI R RE AN I PG 295000 2R, T B ER A O -
o, SRR R 1000007, AR — ik

2.11
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PIAmtDNAE 011231200 R4 ity % 7 1 it v 4ok A
FImtDNARYIEIE— RSB ALE], AT LAGA A i A7
T JE AR 0 20 2 R (R mT DA B 345 R
R4, PoAmtDNAK e R IR R 40 PR & F
a2 R, AR A mtDNAZS AR L 5] R B I R4
P mtDNAZEAR AR, WA AR R4 2ok 28
7 g IR 28

TESREEAN M % T kR, ZORiRE: TR kA
AR AL, HIEZS At & A A Ak, JEAR IR AT
[T 25 Ao AL A, U528 AR, A9 A T i e o .
FEORERAN A KA G R T ORI R R B, A
s P B A2, Lo AR 1) G e R R X 38 Bl kT
RS ] o) O S A N o oda oy N 01 el 1) O SIS
KRARAFER S A 7E A4S, SR )5 GVBDRT R AETE
A R L, B S AR MU 25 A B8] SR 4, I Bl R (A
TR R RIX. Ffm, FESREEANME ¢ R — Uk gk o 24
Je EE A T A R0 g R B, SRR YS
AR R RS A TS A A 5 el A ] 161 1 SR AE Bl
Ay AR L A 1o AN Wi Bl R SR A L IE )
O3AR L JEASMIIRE. 2RI A S R RN AT
BEA, [ NERRRE M — bR B TR
BB, TTERAAR > 240 3740 B LR B 5355 fl B A
SYFF, IFE kA e e T B A P .
R A A4 24 T i A TR AR M RIMEN1/2
TR N B OPA 1 AR ki A4 i P A G TP DRP 1
PEAEL2 4 R A0 M S R Dpr 1 S B IR R4
LRI 2 B FH, IS RN
RCAFNHESN T RERERG ) A0, UR-RRAN AR S R
Mifn 14 FEERARTIRERERS,  I52 0 UP-RF- 20 i 70 50 3
R 0L e /N BRUASE R SIE I 2 Al 5 43 24 T
YRR LRRIR IE B IREM T ZE. BRILZAb, 24 0nEE40 i
LR AR i, 2k A i LR AR [ W (mitophagy) 7
UG BRZ LA, s il A A o R - R b (A
AT S Ak A o AR 1 .

212 WJFRPIREVE

N i % (endoplasmic  reticulum, ER)Jg: i J5A4 Al
W NEBUINOERIE R PPIRIE RS, EEM T
JRLER 1 B A LA R R BTG i, I EL2 20 M i A7
Ca™ I EEY . ERTEDIRRANR R AGI A b 2] T &
BrorAnmaii A, e/ A, GVIDREEZEIH, ER
WS AR O . MU SR R4 Fh ER I S8 5

TE R 25 B R S % HES, ERFX Fh B S 00 4 B T
FMN2 ) 5E v NS5 A ) fz T2 A 19 3104 S,
WF9E % PN EH & % T FMNL2XF T 4 M1 o
FEAN T ER 943 A5 Mg 2 o6 274 e s i MIn
WIBRFh, BREEAL, WUFERIERN Tk Ao 24 g kR A
S R 2 08301 ERAE A ZEG VI BR-BEZ0 A o i
A5 5 /NN B P g A A ARl SR, A ZEMITE B
TR ERAMUAAE T K2, i HARTE T340
REAMAE R, A U AR A SRR R B AR
HERZM i 8h A58 Ak T g5 o 187 Ca® BRI A0 A

AL . BT RE )R, ERBECa™ T i A Ca™
BofEY, T lEZE SR TR 2R e — &R
G, LTS R ORI AME . S R ARHES L B R
IRE ST 45 BT SR LA 401 R ol U A A I C
(PLCO) 1A F U0 T ERBE L Ca® 1Y JF 4R 3435 R 71141,
PLCCiH ¥ 4,5- — W TR B i I UL BE (PIP2) K fif 7
1,4,5- WM WLEE(IP3), 52 i 7E ER B 1 Ay UL
1,4,5- = BB ZR(IP3R)ZE A TP3RJE—Fh4s B8 ¥ i,
51P.45 G 55 %A, 18 T8 T O E5 2 F Ri E)
R AU, BRI Ca® 2R f Ca® 235 W B S B 1
WG AR S IR R B BT

3 NGEERN S B P 2 AL

Y1 -RE 20 7 O R 52 B AR 22 2 DA AR A R
PR P I REER L O A A BB, IR
JREESAEFIRIG R TR, ITAER, A 7> 5 A4~ A
B R R, NSRRI A BRI A B0 5 K B
AWHRE, HECZEIITAN SRR A E
SREERIEOR LN, 51 X LE B0 L R R AR I AN R
RPN Z Pl KRR, A5 G0 BF A0 A RRRT . 2K
SRR LI 5 i 45 R U (3R ).

3.1 WIREAH

A DSBS HYIE BOx T I EE A 98 8 73 541 B
BEAA & 7 2 00 EH 2. FEDSBsIE it F o, Weligi o 244
S PETTDSBH 411K 57 5T 1 b AU BES PO 1 147 5£ 5
DSBs# i X i (b DSBS . WF5E & IR & P it
Y FENRECII4(REC114 meiotic recombination pro-
tein), MEII(meiotic double-stranded break formation
protein 1)FIMEI4(meiotic double-stranded break forma-
tion protein 4)5ALH L L MEAS. RECII4XEAL
B GBI 1 S MEAH AR, I IMEL4 A
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Table 1 Mutated genes responsible for developmental defects in human oocytes

SO LR gk M ESPUN
REC114 AR P [ 5 2 2L DS BIE il 2R R AR 5 [143]
MEII AR P [ 5 4L DS BIE il SRR 5 AN PR AR K [144]
MEI4 AR il [ 5 2 2H DS BIE Il LU IG5 [19]
TBPL2 AR TR S IR A S DT 240 R A, D200 R A A B R R R 5 [145]
LHX8 AD PR PR 7 i G EE 2 i R e [146]
KPNA7 AR I F B A B i UGN s A [147]
russs awap a7 N SR D19
TUBA4A AD 213 A PGS R 240 A A R A B i 5 [150]
TACC3 AR -GN IR % B2 S A [46]
HAUS6 AR EECYNE 32N AR . B2 R Il R G [48]
KIF184 AR EECYNIE 32 NG TR | SR I S G 5 (48]
KIF11 AR EERIN i 42 NG Ry E e PN G N e [48]
TRIPI3 AR VA S R R 2R 50 B2 A SR B AN T 4R K [151]
MAD2LIBP AR VA G R AR 2 R 50 BB 4T ol A o [152]
CDC23 AR VR AN S AR T2 o A e [153]
CDC20 AR VR R A A AT RS )R A e PN [154~156]
FBOX43 AR VAR R A AR TR R 5 [157]
WEE2 AR PR A DR T ZHERI [158,159]
MOS AR AT MA PK 18 B 1 TR 55 [160,161]
CHKI AD AP A SR ARG 2 SRR A SR Ao S5 [162,163]
PATL2 AR PAFEMRNAF A ) GBE A AR, A2 O IBORI R A A 454 i [111,164,165]
PABPCIL AR PHEEMRNA FFE0E WAL A R [112,166]
BTG4 AR PETE R mRNA A7 AFHBRM [167,168]
ZFP36L2 AR PE4E R R mRNA R it T R RG 5 [169]
ZPI AR 2 ORI I A BT ASORI . OP-RRAN R TN 32 RS R [170,171,174]
zpP2 AR/AD 225 BRI I B RR . 2SO0, RN RIE RN SR [173,174]
ZP3 AD 2R BRI B RE . 2SO0 ORI RIR LN 32 A [171,172,174]
ASTL AR B EADIH S R R 5 [175,176]
PADI6 AR LR BT BRI A R U G) N e e e [177,182,183]
TLE6 AR R R RHR A AR U N e [178]
OOEP AR LR R RHR A AR LA 45 i [179]
NLRP2 AR AR TR A L I 45 [180]
NLRPS AR LR R RHE A AR TR R (5 R R A [179~181,183]
NLRP7 AR/AD ZH R I R A A Gkl [183]
KHDC3L AR ZH AR T R A A Hi% AR [184]
PANXI AR/AD 21 it i T3 3 GR-BLA ISt [185,186]
COXI5 AR S5 AR R SRV Y200 i A B A AR AL [187]

a) AD: H oA P (autosomal dominant); AR: e iK1 (autosomal recessive)

TETE, DT PR AN A T kPG, A EURE R
R ARG FLIIRSG 5 45 R AU METTOUA 7 3
P9 S B I RESZ A0, i S S0 2 TR U R 5 i
TN R TG PRI, MET XU 5L R 28 A5 i ok
WOAE H 5 DNARISS SR ADSBSE I, 4 EURH

FIN R f A Fe 2,

3.2 Heakiifaieig

TBPL2(TATA-box binding protein like 2)J2&BiH}4H
JURE S IR B SR K, TEGV SR IR B4R T
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PISHEMH FRITATA box4h4E, Z5EmRNAMFE 5
wh. TR, /NN BRI = TBPL2 S 3 P £
A PR e PR R R e SR Sy, O R BOON R0 i K A Bk
AR HETAM, LA TBPL2A G B IR G R
S PN R AR | B RE A IR Ak D) R R R
{5 g R ),

LHX8(LIM homeobox &)t /2—Fh A= 5 41 if - 514
Fesk W+, TERZL s I bRk, B RsiiEr 2
BRI o, X SR PR DB 20 e A= 730 X0 B RE 4
MR AERF R AR OCHEVER]. S TBPL2EAL, /IR
LHX8/R AL 2 B P B0 5% sk DI REBRFG, DT 32K
O BRANNE A AR . LR LHXS A 5 57 BN B
i

KPNA7(karyopherin subunit alpha 7)Jg& Bi+:40 e A1
R R s s ol bz B H, SORAEs
KA FIENNZ R E A s 2NN ZEDIRE. &
PEHEH KPNA 7RG BE N A8 s i oAz i is g, &
A FHENAROEZ I, BRI IG5 R

ﬂ[147].

3.3 YiRRLI

OIBEA A Y & B AR B R S T, I
rh A 2H 2 2 B R A0 A R RN R o A AR ) T
TR, WS R BN OB 200 B 1) 27 e A A 2 A U
B B R SR A 3 B8 AR AE A R S v R
HLH.

TUBBS(tubulin beta 8 class VIII)J& R K247 -
AR 1, AR NI REAI A R S = 3255, JEA AL
BB 24 i 275 P R B 2 A B- T 2R 1. TUBBSIE A B
FE1 i A Y 5 — A O L R ). TUBBS AR -
HL ARt RNIm R R AL B A 2Pk, BT
RITUBBSIIZ G . EA4a 56 578 # nl i i 1k
TR0 B D) i 1 2K A5 5 e 2 R AR 1) JE B 2. Gl
TUBBSZ/Z W B FE M Im RR By MIBH A, (Hh T
AR RASAL m I BOR AR 25 5, R AR
AR . 2R AR, AR
RIS AR A R A5 A 14190 1E4h, TUBA4A
(tubulin alpha-4A chain)f&—Fo- & E M, Sp-IEE
I 2H 8 S U8 SR AR IL [R] 20 e B R A B 25 . S A
FERIN, TUBA4AZA 58725 T B0 B 40 i i AR A
LI R fE= 0L,

i, EWFSEA BN & B T ANBEE4E M TOC

(huoMTOC)4H %& F1 2 R (A UK AL T B0 4 B MLl BfF
FER I, huoMTOC KT TACCIM EE o F [FI 5848 45
WSRO A R A 2H 26, DA TS5 850 19 - 200 i ol ot e
AL e A BREE M XU 2R A 2H B ad i, G R
FHHAUS6, KIF18AW S R 9828 FKIF 114655878
YA A2 2 SR W, 2 T SO0 1 40 i A
BT . 2R R A 5

3.4 AT

TRIP13(thyroid hormone receptor interactor 13)]" ¥2
KRBT IWEFHL, RHIESACH K- T, 1EfA %
I3 BEFIE D R Y R AR AR . TRIPI3AN[RI A
RAL L FEONFGR, HrP BRSSO LR AE 2
WA HORMAD2IIRE ), HESACTRFE HH L4,
I 2B P BRI M AR BT, 55 TRIP134H G B 5 %
BT XA (1) HR A 34 R I g BB 48 L A B A (MR
WA T2 m Y 5TRIP13244, MAD2L1BP
(MAD2L1-binding protein)fE/rZ4ril, il it4s 4
MAD2L IR #EfS A, Lot MAD2L 1 BPS7E 4%
SO0 E A R,

N B RE A LK 53 2L R vh APC/CRYTEE 0 T B
FEANMEARY & B £ X FEZE. CDC23(cell division cycle pro-
tein 23 homolog) & APC/CIH) AR ML It Z—, Xf T BRRE4H
JEAR A s 2 AR O B, /N AR i 7R CDC23 ek
FIAPC/CHIRESZAM, Cyclin B BB, SH0 R
MM =, LMY CDC23 X5 3 3L R 2878 3 34 B
BRI S AN 22153 CDC20(cell division cycle
20)/EAPC/CHYFLFS N7, sl 2 APC/CIE M, fie it
SecurinfICyclin BIYFEME, 58 mL o 2 5 W 4 4.
CDC20WUAEAv e R 5878 B I R A A b . 52
K e el LR AR A5 154156 FBX043(f-box  protein
43 )i 2 A APC/CH P A N7 -4 B BR 20 I/ 55 — K
AT B PRSI B RSN, LM FBXO43 X4
L PR 2 AR R IRy LA I i A5 i R A7,

WEE2(weel-like protein kinase 2);2 B} 40 4 5+
PEAE IR ARV, WM AT CDK LI, 1EBR
BEAAMSZ R I, 38 5 B IR AL CDK Lol B BEAH LR 25—
UINEC L, TR AZIE L. WEE2XUAGA e R 9874
FEWEE2IJREZ 0, BEIRILCDKIRE 19855, IS0
FEAIRTCIIE R, e BRI 517,

MOS(MOS proto-oncogene, serine/threonine kinase)
JEERK /25570 TRYBIE ), 25 MAPK B i
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i, TEAERRDR AR MITI 5= b 297 s E-. MOS
XA 5 PR 58 AR 43 5 AR 1 RIS FIERK L 2 (B R Ak,
S 34 O R 40 JE R VR M mRIN AT 5 B 2R B AR D RE 255,
I PR R R (S 00161

CHK 1(checkpoint kinase 1)t J&:—F 22 ZR/ 7%
R 13, 2 5K A SRR s, JF ot
TEDNAFV A 5 I I DNAFEAERHETEDNAB R, &
i1 CDC25C-CDK 13 5 | 2 32 K5 B G2/ M 45 B i
CHK 1446 9878 FHCHK & M 575 14, - sl CDK 1
TR, RSB R O R AR A RS T

SYEE ),

3.5 RNAPESE

PATL2(protein PAT1 homolog 2)&:—Ff7E B4 41 g
TR R R R IAIIRNAZE S, 2 5 IHRNARIRE, Jf
PR O REAN AR AR 2 BE R 3k, Lo PATL2 XA
N PR 98 A BRI Ry B BRI AR A, oA
AL D RE R IR AN (R R ] 3 82 G % ORI 0T I Jida
{’E%?%%%ﬂ[lll,lm,léﬂ.

PABPCI1L(poly(A) binding protein cytoplasmic 1
like) 2 B B3 4 Jf A1 LA fi v —F i 22 1 poly (A) B 45
BEN, B poly(A) R K E UM IH I mRNAK)
PE. PABPCILX A LR S8R 50 £ (R 3k, il 5%
M PABPC1L 5 mRNA 145 & AR AR 1A% B 0 2
fi. HEH IR R S8 AR 1) SR BRI A O B0 i
Ak 16y g TRy L112-166],

BTG4(BTG anti-proliferation factor 4)f&—F#
CCR4-NOTHE G H, A R iU R B
ARG Pk, EREmRNAREf#. BTG4
XA HE N AR I L S5 CNOT7HI AR A, b i s i
CCR4-NOTE & WIFEf# L IEmRNA, RASHA T
ZAUOT1081 e bl ZFP36L2(ZFP36 ring finger protein
like 2)[AIEES SEFEmRNAREAR, Hoid 454 CNOT6L
FHFECCRA-NOTE BWIILL%E. ZFPI36L2XVAFA IEH 5
ARG F B R IRmRN AR, 80 BRI iR 5
?%[169]'

3.6 EWHRE

75 WA 2 B B2 A1 B — iy Z2 ol 2 1 2 Y
MAAN T, FEON BN . 2R SRR R E
AR AR E AL NN BRI WA S h 4R i
WA 141 ZP1, ZP2, ZP3MIZP4. 20144, W58k
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W, ZPIAi G A IR MEARZE, BA N ZPIERZ T
BOR RN B Z B R E SR HE X
Wi 2 A BLZP2 M ZP3INBURRAL.  ZP22lA5 R AL S E0E
B AL AN S b T S BOVER I, MZP3A 55
75 S BT B AR = i W1 5 OO0 B AR R A,
M TR ZP R B DI E LA S [ 587428 7 o0t 48 1 D
WA T 25, ZP1-3R7E AR e, F5
LGB WAL S W B . A0 B REAN R
b, GRS LRGBS

ASTL(astacin like metalloendopeptidase) 2 Ji+:4H
PURe SRR AZ AR, YRS RIO0 T Bh B B 02, 7632
Kt R B3 . 2R 2R im A S BBk
MRS s, ASTL#EAYIFIZP2EA, fEENH45E
KA, BELIECAORS AR S 45 A A oE it B AT, HEI
BHIE RGNS, ASTLRUSE A N 574 T ELASTL I RES
2K, I 302 S 3 A R 7170,

3.7 B P RRESEOL A RS

REVRALN 25 I 7E B RE AN B AR A SZRS AN R IR iR
KETHEEEEH. KN RHEE A& (subcortical ma-
ternal complex, SCMOCEAMZLNYIIRST B ERIRRLN
EAZAYERIIE R B kI 2 CEZENE
M. HEIEZ&EMSCMCHEHPADIC! ) TLE6! ™,
OOEP"), NLRP2!" NLRP5!7o 18 gg 4y e R g A
S MRS E B R Ak, H4rSCMC
S PADI6CN 2183 kHDC3LM ) NLRP7U'E
NLRPSU"SI5e2540, 2> S 3 4 %5 iR

3.8 GUERMIERALFIBET

20194F, WFFEHEIE 1 — ol i i F8 /R 8L B
“ORERANMIBET ", IR BIEOR AL PANXT!SY.
RN IR TSAG AT 5 U R . B AR T
5. PANX 1 (pannexin- 1 )& —F{ 5 5 (430 18 25 11, f2iF
FLH5ATPTE N /N33~ 255, RN S
RSP RACH. PANX 2 —F s BERE LA 2
PANXIA 57838 i #0 H R 1 M AL S BPANXL
THE 5 O, AR EONREISET . S, B
K PANX 1405 578 [R) e o S BUR & U BRI AL T 71
R Zl186],

COX15(cytochrome ¢ oxidase assembly homolog
COX15) /&L bANFI B 52 S ATV L 51, 2 51
PRIMLEL R A6 I, HX TERAR I B ATV 2 280G
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L COXISZAEMINE A A B IEH 2k, HFEE
HIIfESE R . HLHRIBFIT & BLCOXT 5B S 25 un 140 o
MFe* FIROS R, HEM SFELR AR INAESRTL, FFITE
BRBET 3 S BT A A,

4 B SNEERTOR BRI S

4.1 SRR TS

VA I S K, ot DRRE A Bt A B RE
TR RSN RE AN R R A TR R 2 N
R, LhRD R IR Z —. FEAS S
mtDNA 5 DUBORI R il 25 4 % A P2 R .
R 22 AR S R LR R T RE R S BUE I 2
FEEN. SER/NRALE, AT ES T R4 /N R,
SRR B mtDNASE DU & RS, A 280120
JEImtDNA F) 25 F 2 I -ER 200 265 R IR 2% 7 v R Y G
R RIS SAER LM, BAE LI A0
mtDNA )55 2 Z 01, eAh, mtDNA B FI5es
TEFEERARDIREE R EEN R, IR A, B4
PEBREEA M P mtDN AR IS R 248 H ) 58 28 TAE R &
PEIOTI2 S B mtDN Ak 2k R 98728 B 2 Lo PEAE IR )
WK ML, ROSELRIAR AR IL R =), HR
W RS SEAN A . AR A R R
e R BRROSHEF; 4t P AL JFRa 2. WFge it
JNER BN S 3 B AL B N Prdx 3 Txn 21 FF ik K BBl 5
AR RS AR ), AR LR S AL BFSOD AN
PRD X443 K i 2k i R TAR R Lo o4 1%, e
FEE SN AN G RE AN HT E L RE ST RRAIG. AN, Zokn
TRDIREAH SCER 1 FRIA W AZ AR IR I 2 ), BobiiAis f
H FIMIRO LTE 3 1% 5114y O-F 41 it v i 26 15 8 35 A,
T B S EOT A R R A0 DL
GTI-HE 41 2 A 1A T R I 2 2 S B 1 B 40 R R 14

BI-F 20 5 AR I R 6 A AR R A A S B R 4
Mo R R 5 — A RN, FE R O
i B 5 o e A DB B e € R 0 B R RN AR R A
W FEEARERMS KRR AR mILSIR L. FEEA
P2 R PN R AR U R 0 S ae e g R A o £ B A 3
12, IR IRy B AR, WFSE Kk BN BRI G B0 R 41 i e
(AR N IR 1 7E 3 R P B AR 71, SACTRE S
W FEERBAARIN T A AR I SR/ N
GIHEAH IS AC-APC/Clth S U IR Yo (7 B A /) Sl e

i, i ks B EEHNEI 2 1 Securin MISAC AL 51 MPS1/E
R A I RS A0 S (A B BRI ) A
/1N FRLOR B 40 i 7 S 4 A 2 RS AC Y B3 Y 4638 R AR IR
HAPE FRREOU S48, YRR A Re e i) T 0L i
WU R A RS B . BRI
R IRAEATA P OB b A B S et AR HE S R 2 e
TRZER SR 20 S /I BRI EE AT B O, 25 S AR T B )
BHAIZE R, I FLIE B e 27 R (A 1) e 5118 . Bt
ZHN, AFIRAR I R A A . AR S FTDN A $
0358 0 SR 2 T BN RE 20 B A S A A TR B RE 2
J AR T 204

VLAER, 42T i H T HR 5% B-HE 20 g
ZHLERIESE. L RN SR Al . LR 4
3T, WS R AR N 2 R, SRR h R
2RO B B RO B PR, X HmC AR T
YTHDF3 35 F A SE. Y THDF3 I BE bl e 4 i
RNA BRI AR B . — 2 X% A0
B0 g R b ) B S A T b, RIS
I 20 i 5 2 o R UL A A e 18 1 R () B Ak
/N, {HI2YTHDF37E A BH L4 i h 266 TR A,
BRI, A SR BRE A A 3 2 A v i R U8 45 - 3E
mCAST, 175 854 K - SRSF6 A 20, 9543 T i
SEA O REANMG R T AL, A B TR RWE S
UL R 200 5 1) T TSR

4.2 NERES SRR

FIEJH S DAL ) EAT B i A ) ) P A RO
LB SRR MR AC,  I X A PR AR ™ A e
(7] e ML 2 P B L M Pl TR O 57 o S AN 2
F IR B 1o 2002071 A2 P 5 TE L AR L XA P A
PRI RS, BRI AR AR FEAR, I RE2R i
BRI A 3R, Wi KU =2 S iR ik i
SBORE I/ BRI R 20 277 B A 2 2 e i R B A AR L
PR ET RO SAN, RGNS AR
ERTI ) LRGN St W S NS e Sl i et
JIG Ry 5 M B 2 5 5 R L A gt R ) TR R
A N ZEFN Bl e RS TESE AL PR i BT B 240 Jot
WHLHIRZ IR, AR B ok R
IRESE.

WFTEABE,  NEE /I B TE 240 o A AR DG R TN 1Y
DNAHUIEAL KRR, RIS, BIoE ANGURH, LR
NI BE I Stella KE T FERREAR, 38 1SS A B robfe
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JFAZ W AL R IR K & S0, RERE/IN BB AE 20 i
1 R iEStella ] MR IZ 2 K5 OP () Rt AL T3, 945
e FIR IR R G LA K b 5 BRR AR AR DG 1Y & 8 ik
B Ak, RERES: SEUNRAR BRI A,
it cAMP/PKA/CREBi# % F2(DNAH L R i (DNA
methyl-transferase, DNMT) &2k, S1EEAEE/NREIEE
Y 5 R A R e TR, O ELAR R S 3500 S fb S
RERGIR ML R TACHY IR RE AN S, X BeRiF o 1 2
W31 A T 6 AT Jr a5 1) B B2 B d T v R
ZAEM.

TR NG o p 2o iR 20k [ BREEARAE, FrLAZk
AR BB AT REAS G W SR RE A B AR B, i HL 4%
S SRR, BIFST & BOAE PR S 0 /) B B A 240 i o
RRIRI R, I FEERRISID, i P02
HE B /N BRI AR - ROS/K A B 3 T, s — 2B
S IRAEHE /IS BRLBREE 40 B SIRT3 AISIRT 78K 1 /K 8. 2
ARG, AMJERD FE SIRT3 5 SIRT7 /] LA kst Bk FUIE REAH 56
PRy B 200 B 805 S B AN A A B 822100 Bk
Ab, R AT A A IR B4 mtDN A MU 1 R 28 A8 3
i, BLEIATFZE & BEAE R RT3 2o 410 i AMPK ad P e 34 in
A LonPl & f, 417175 & ATFS 8 H#YPOLGHEAE 2|
mtDNAZEAE [ ) 3 F X o K 2 il 5875 [ mtDNA P>,
X BB 5 Ay ol 3 A i i 1) R0 240 i ot AR AR 2 14 B
WS FERHANFE RS

5 IEPREESWIRETE TRk

5.1 wfESWIT Rk

AR, ANEARE R HGIZAERT, Jagit, B
KA 15% MBI RIOEAEAE B RXE. IVF/ICSHI AR
Iz R R b T A R AR A R, SR,
eI IR P 2K B2 IVE/ICSUR & M, HFH
FEABATR. 201645, 55—~ UPHE4H il 2 B 15 207 3
TUBBSYARIA, #a7m TG e —Fh s /R AL, H
Jii, BEE AL AN PR AR P A e, B4 3743
Bl 4 SR 2 1k R e o P BB 5 R S 3V E/
ICSIRMA L ALK, XL FE /U] 1 st fe
K22 FEAVEACSUR M EZ R A Z —. Hil, &
o g T PRANZ2 R 38 BB 12 . &1 X4l
B AR R, AR W n] LAES Bl s A R
Hom R, JREBEAEMNIRIT S, EalE B2
IVF/ICSI 45 fE A5 1 5™ 2 40 B B F R B K.
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5.2 BAET-HNE

HAG, BFXF R EEAM A TG, ST T 2
THRME AR AR, S5 OB 200 5 B0 28 748 i o
WEAREFEON A . R A & 55
Z ISR [ F8 257 O B2 L 3 S mRINA [ #M AT LA
R FFRIY, TRIPI3FRAE LS HURF A
TCTE I, JHEREMIY. RN AERITRIPT3
mRNAR I RERE L, I H T LU 2 A 01 &
BRNFRRN. S48, WEE2RICDC205875 #3551 £E4H
MISZHE R M, mRNARIKRN S (8 UF B 20 A R LLSZ RS 5101
ey =% 1 R | I DO P N e 1 T
AT DA S0 TR 948 S B0 B B 48 BV i S
CHK 157275 |32 1) CHK LB PE3S In 808 745 — 1k
A 2253300 CHKHIFRIPFA77736 7] LAIA R R
A2 /N BRI R A2 A BRI R A, I HAR BRI IR U /s
A MAER A RE P 2R e AR Y. PANXT 2878 38 3t
SR I T 3R AET . PANX Ll i #6177 Probe-
necid A] LA/ N AR B A0 TR A, (FUZAb 35
(10 IHEE AN IC A A — A . coX 15
R AR A T e 25 LTS At T B B TR
k. RFET- M7 Ferrostatin- 1 7R PN FA SN AT LR
W COX 1SRG F B0 I TR AR A, (R T18
PG A PPAR AR, mRNA [FURRN /N7 i 7] Ak 2
- FRSR WE IHIA B TR ARIRYY,  HEMDAL THRER
BB

LRI B A LA LA S E— 3 F7 DN AR 31 241 i
i, mtDNAZRAS 2 R E AR RE S, T b R st
Tt AR R AR, SRR BB 48 i T it A bR o
Z—, HEE AT RE SR AR DR B A0 X R IG
TR, A T BGELRLIR S H Y D RE 4 5T i 7 1k 2k
KRG AL i R REANAE S 1S, ISR T — MR
J7: LRI B 59T (mitochondrial replacement ther-
apy, MRT)?2'. MRTJEHA £ b A5 £ 3 i B B340
JfL B2 O e 1 AL W B R B A% L A IE R
PR, BATFEA =R BHRY R ARFS A
(maternal spindle transfer, MST). JE4%#54H (pronuclear
transfer, PNT)FIHAFSHE (polar body transfer, PBT).
MSTHIPNTAE R £ HEUE BRI Z a0 5E, IFiT 1%
SRS PBT H AR BRI R R B B, MRT
IR FTE T4 A B R SRR 75 5y WA 15t AL ) o —
AN, KRAARF]5%, (HIXFNEE R mDNA
HATTCIA S 25, TR 2R, i E
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HZE ETE N Z50E K HAiZS 1EMRTH TRIT ARZR
7. 20164F, SEEPIMFFEIA A 25 75 A FIMS TH AR HS
B — & AR R AR THER B =22 2L, 3FH
BAT R SR AL A T 224 R H AT, AR
MHIGERA . B Mt &55E 2 i, HA W
FEMRAR IH 1 AN WG, T 220 22 (0 48 e VERI 9T RIPTAL

URRRM AR R P RRRR TGN R, A1 Z N
RS ORI M T AR, S P 4 (reactive
oxygen species, ROS)E LT # A A2 52 i B - 241 i
Jo ) FE R PR R P20 Ak 25 H AT T RE .
A ECE IR T, LA BRI .
QIO LRI AANT N B ry (1) S B L 2k A, 2B ok ik
NI FHE B, RATPAERUTERY. b, g
QIOE—FhaE L AP AL, AENE AN A 2, W
it EALFIDNA G5, I A 5T 2 DA Q1O M LAk
SRS T G /=10 . O R (1R [ E RN
R R R AT 2 DT AEQ 10X T 435 B i 35
e RN OPREAN A A RO, (EE X R T IR,
JRE A I B AR T H R 4 B T HiBEQ104N,
i R (AN 2 C) PO A% A R VA B 4 b
F B A A T L B R A . (2 H R se
AR B Z e IR IS 1A 1 R, MRS, R
IR BB NCE T B — L.

NS A 75 RE 1 TN AE Bl 75 i Bt 2 A A 486 K 2
JER . R BN R A B N R, N
FIREAN AL R L 5 I, UFEROSEFL, DNA
Wi . SRR . BRI GOR R AR S, Wi S|
LAY IR F iR [ T K L 0 A 3 5 2 G TR,
HIF 5% 2 B B o] LA A i /N BROORBE A AR P o, 1%
/NGy A SR LR K, B R RIATIBE, [E
fIRROSF EFIDNAI K-, YKEE /N AR 5
T AN, BRI e U R K VR RE, TS
S BRAERR 1) U I PR B A% 0 3 ok B 0 /N BRI BT i
AR | IR & B s =g 3 e e — AR
Gk, O B R T B ORI AR e T R
s Bk — 3 ST

HET, BFIEHRGE 72 s ORI I 5 A T A
FHEms, Flanb A 2 iay T, et 5T
PEYESIIA I P52 T — 500, (H7E AR 2RI
PRIFFE ARSI, RS T A B 35 TP X 2y vk
TENZER I 22 e T Ak, Bl S Ek Bk b ik
FEARWOINIE, Lo PR A AR PR R 45 F PR R B 4R

ABRBETHEMGEE BRGNS, ok TAmEEmE
B FRERPRER. i, AARIRAGITIN R AR
K2 PRI AL, AT M E . A,
LRRIRLE AL | EE AN R S EA O
R E B EE M6, RRLRRA Y &4
YIRS, FIRE R T4 5 22 03 BR B4 A 5 i ) ART
()7 B A T

T 40 B IA 7 7E AR B R 2E ST B T e e
202541 H, EEE N2 B E R (FDALAE T
N IEFIHEFLEET UM (induced pluripotent stem cell,
iPSC) Y 1t BP i 4d RS 325 (Fertilo) £ 38 [E A 7T = 111
RIS, Fertilofe:IP S FRANMIEE AR, Z B AFIHIPSC
A A B AR O S R AN A AE AR5 A A 1 BB 41 i
ILREFRA IR A SRR, SIS HIFFEE10-14K 5
TRV 114 5 20 5 O A0 L G D AR L, 2T IR
SRR B2~ K, JF H/b Tt B a7 =R
RIVEF. 20244F12 A fERR e, A 55— HFertilo
BARZ W TER NS 701 Fertilobd R R T I T
PSCYT I A fiff A B 15 27 453 2 1) S S [ 50 T %)
H, EHARMB R G RIGTT AR (18 i 2

6 LA

19784, ANRDIL ERE P RILIN A, feid 2
402 4F HL, A BN AESHBORIVIR A e, S B A B E AR 1Y
Iz B FRATTRER A ARSI DR R A L 2K
FIR SRR A 7 BT, FERIVECSIAR MU 28 732
Kiante, EAESh T ITr mAE L AP, 104K,
CA 37 EUR RN E, e U is L R e A
BR-F R R G 1 S5 R P AR B AR, AR i
IREELERRE IR 2 Wi it T BRI, RIS, mor
T A AR B ARAE LR SR BE2A BT TS FP O R, AR B FRAT]
S IR i B 2O RE AR A R R B R
iy -aEpen L iliPS i Vins i L IEAL 20 VNS v
MBS AR, TR A VRO 1 )ik
Nk B AR AL, BEAL, AP B/ AR
PRE M O BRI R SR, R EUS T — 2 R,
XU A e NS URBE A0 i A o MR
TIPSR

S Y HRZSUR B DTS T —Le gt g, Hil T
RO R B AR, Xk AR B RRAR M A 7 IR 4%
B S22 (B A R T AR PR, T4y
S ZYRPE AR SO T IR, AR
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AL, FEoRd] . B TR A L R 2 S50 HT
Ban, XARTR % B BB SR EE A0 B A T o A 57 DR Rk
MK B i R A A, KR TRIAE S B B o ) SRR
YN A T 40 BT R ST AT I AR DG B BRRE 4 il Ak 2 4 2 R
T, XLE MG BT R 2 B AN A EAL
HARDCI SRR 2. R, i 284 . JEpE . AN
2R R O R A T 2 A2 b, KA B T e
ZN BRI T A B BEBLE] . BRIz 4, B
2 2538 UWFFE I8 0] LA v iR N R B RE A0 B AR H 0 1
R, IF HLAS CRAIE AT LIS BB E R AT R BT R A= 4
FRICHIRNEI LS. BUAh, Bk — etk &
SRBEAAR DG BEOR LN, 9 STz (R AR SR (FE I
AR P UUBUE ) o s e OB A g %
FEFE R AL ) M2 A8 IR (AR s X)) 4. BRI A B
HFEBR T 52 B B NFR RSN, 852 358 A= M0 2% 1)
ANERVREE, ARG ANAE . IRV S B SR BT S A
. BOREZ WIVEICSLRH NS 5kt E 25
PG IREEA, (LR IREEANAE . ORI 40AE . O A
R ivaz A R i U O B Bl B A K VS 1
R B AGAIFIE T LA 38 AN IR RE A % 7 2k R v g

SNBSS, SR £ T AR G0 W R R4
KB AR AR A R EEALE. EAT, IR XS O
R A B A 06T T BARF AR, FEnl Wi
Y L REUR S N S AL A 0 o8 Bk = A7 R0 T T
ULAESK, WFFEHE IR T 2R R BN/ SR,
OB AT R TR XA R 3 2 R 2R AT A B T 5K
MR, (U, ZET YR 22 5k S 0 SRR S A 1Y
AN R R AE 225, IR T Xk st
SEN AR BFH T PRI IR . I LAF, BTN B
KB, E/NEALE, MRS ARG R L, ERR
RIGmEss, BTSN 1ML B5 A
R EERIRRLPER S B, PTG C S U
21 PR S HE TP 2 208 R 4230238 IR, AR A I
R NIRRT R 1141 TSR s 25 A L Ul .
AN RIS, 50T R AL, A%
SRR IEA T DI BRSO AE AN T HUR R . B X St i
5503, WO R B 2 S BRI R T R Kt
PEARZERYBAE R, IR GERAMIA A ZE B0 B4
AT A AR EERIL, D AN R e A R A i
WA PEATR 7 B S
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Normal oocyte development ensures successful fertilization and embryo development, playing a crucial role in human
reproduction. This intricate process involves follicle growth and meiosis and is regulated by various factors, including
genes, genetics, and environment. The development of oocytes begins during the female fetal stage. Oocytes undergo the
stages of primordial germ cell and oogonium, and then enter meiosis. After birth, oocytes were arrested at the diplotene of
prophase in meiosis I. Until puberty, under the stimulation of hormones, oocytes resume meiosis and develop into mature
oocytes. Only mature oocytes can fuse with sperm for fertilization, and extrude the second polar body to complete meiosis.
The maturation process of oocytes primarily consists of nuclear and cytoplasmic maturation. Nuclear maturation
encompasses the arrest and resumption of meiosis, spindle assembly and migration, as well as polar body extrusion, etc. On
the other hand, cytoplasmic maturation involves organelle reorganization, mRNA metabolism regulation, and protein
homeostasis regulation, etc. With advancements in technologies such as high-resolution live cell imaging, assisted
reproduction, and molecular biology, researchers have gained new insights into human oocyte development. For instance,
they have discovered the microtubule organization center in human oocytes, the human-specific spindle bipolarization
process, and the spindle stability mechanisms in human oocytes.

Any abnormality in the process of oocyte development can lead to oocyte maturation defect, which further affects
fertilization and embryonic development, ultimately resulting in female infertility. Previous studies have demonstrated that
genetic variation, obesity, and aging are important factors influencing oocyte development. In recent years, with the
advancements in high-throughput sequencing technology and genetics, more pathogenic genes responsible for human
oocyte developmental defects have been reported. Currently, there are 37 known pathogenic genes, and patients carrying
mutations in these genes exhibit a variety of clinical phenotypes, including oocyte maturation arrest, fertilization failure,
and early embryonic arrest. These studies fully demonstrate that genetic factors are a significant cause of female infertility,
and further emphasize the necessity of clinical genetic diagnosis.

In clinical practice, the number of infertile patients suffering from repeated IVF/ICSI failures due to oocyte
developmental defects is gradually increasing. Exploring effective intervention strategies is crucial for promoting
reproductive health. Many studies have explored intervention strategies for oocyte developmental defects, including
mitochondrial replacement therapy, antioxidant therapy, and small-molecule drug treatment. However, the feasibility and
safety of these intervention strategies need to be further evaluated in human tissue and clinical studies. In addition, stem cell
therapy has made a breakthrough in the field of reproductive medicine, exhibiting significant potential in improving
women’s reproductive health. This technology has also brought new hope for the clinical treatment of infertility.

This review introduces the developmental process of human oocytes, physiological and pathological mechanisms,
genetic diagnosis for infertility patients, and potential intervention strategies. Finally, we provided a perspective on
exploring the physiological and pathological mechanisms of human oocyte development, as well as clinical intervention
strategies in the future.

oocyte development, meiosis, mutation, female infertility, assisted reproduction
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