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Genetic Research Progress on Abnormal Development of Human Oocytes
and Early Embryos
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Abstract  The normal development of oocytes and early embryos is crucial for obtaining healthy offspring,
and genetic factors play significant roles in the processes of oocyte maturation and early embryo development. Mu-
tations in key genes that regulate the development of oocytes and early embryos can lead to disturbances in oocyte
maturation, fertilization failure, or early embryo developmental arrest, ultimately resulting in infertility or early
miscarriage. With the widespread application of whole-genome sequencing and whole-exome sequencing technolo-

gies, an increasing number of pathogenic gene mutations have been discovered, providing reliable diagnostic and
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therapeutic targets for patients with infertility. This article systematically reviews the pathogenic genes that lead to

the abnormalities of human oocyte maturation, fertilization, and early embryonic development, aiming to promote

its application in assisted reproduction.

Keywords

7 DA 2023 5 Bon , BERA17.5%
FEARIBENZAAANEIE N Y, R R 2
AR T NBOREE R 135%, Btk iy AEREL AR
T 35 ) AP0 G P A5 TR 3R ) S 8 WD BE ST M AR B
TERE D BRGBR 22 AN S IEAE SR B B AR B 4
K (assisted reproduction technology, ART)¥A¥7 . 1L
ART, 2 45 ] 4 U EL 1) 3% (controlled ovarian stim-
ulation, COH). {&4#NZ ¥ (in vitro fertilization, IVF)Al
BB 5T P BAORS 1- 73 B (intracytoplasmic sperm injec-
tion, ICSDECARMIN H, P2 LA MEHEH
O TR R SR 2RI, P2 etk d T
WLEEAE. SN ERANN AERT . 2 RERRAG . FLAIE
R & BFSE, FEVEA/ERICSIR &AM, HE4
THRZIH — B A ZIERR I B bl R 2 W, Ik
R SR ol AT A2 | o - v A )5 57 N A S R e
KB R T BN ORI IR G A H
T HE AN [ B, AR SO B R X S B R
(BRI 9T 3k R, I 15 18 Al AR DB AL g A

1 BREHERR AR R B R £ A

2 BT 22 P OS5y L R,
A PR T 5 ) 5 A A T
(E T AR W1, B L2 7 5 — VO M 5 2

Oocyte maturation arrest

Microtubule organization: TUBBS, TACC3, TUBA4A4;
Translation regulation: PATL2, PABPCIL;

Cell cycle regulation: TRIP13, MAD2LI1BP, CDC23;
Transcription regulation: 7BPL2, LHX8

Fertilization failure

Qocyte origin: WEE2, CDC20, ASTL;
Sperm origin: PLCZ1, ACTL7A4, ACTL9

oocyte; fertilization; early embryo; gene mutation

(R3S IS SO P BN BE 400 5 A — A 1 ) 4 A )
2 K I (geminal vesicle, GV), #7A GV HA U RF41 i
EHHFM, HAAZE R (luteinizing hormone, LH))
FETRCAT IR 28 — IR 3 2, GV I ON REAR i 48 0 e
BB BRI (geminal vesicle breakdown,
GVBD)i# A5 IR E 5 2 3] (metaphase [, MI)JE
PSR 95 #EAR i J5 HF 55— 44 (first polar body,
PB 1) Jf sk A 5 T EY 73 %2 3] (metaphase 11,
MII), MITH B R L B 21 5 3R BE HORS 73265 Jm A g
HEH 55— H A4 (second polar body, PB2)5¢ il 55 VX
o, B4 COHRIE 2 P 5E N AR S n 38 5 0 47y
PRFNTUE A% . S AR TR . 40 B A s S5 B
HA 5| S ON BE A i R PR G BVR R K B, 1T
FEAVFACSIH R (B,
1.1 EHEXER

TUBBS(tubulin beta 8 class VIII)HE K] /2 5 — 4
S S CRN LIRSS GRS I g R i =g S P T
R, Hgis i M B 444N T RR AL, BT R
KRR B- T B, 2 A N R ON B4 o A
AR FAS R BORE SRR s o/ B B 1 2
B R BT, T AU E Dk Bl O3 R 95 B AR R T B
ERBEER . TUBBSE R s a2 4%, 4ih .
HEREGEE AL FHH0R, 4 CHRIE 7130

Early embryo development arrest

SCMC complex: OOEP, KHDC3L, TLEG6, PADI6,
NLRP2, NLRPS5, NLRP7;

Other oocyte origin: REC114, MEIl, ZFP36L2, MOS,
FBXO043, KPNA7

Q-0

ZP1, ZP2, ZP3, ZP4 and PANX1

Zygote

2-cell Blastocyst

mtDNA defects

BTG4, CHK1 Chromosomal abnormalities

Abnormal zona pellucida and
oocyte death

Zygote cleavage failure

Epigenetic factors

Bl AXONEEEFIRHIER L B R EREERE

Fig.1 The genetic etiology of human oocyte and early embryo development abnormalities
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Table 1 Pathogenic genes involved in human oocyte and early embryo development
FERM FEIA] AR S 30k
Main phenotype Gene Mode of inheritance References
Oocyte maturation arrest TUBBS AR/AD [6,8,9-12]
TACC3 AR [13]
TUBA4A4 AD [14-15]
PATL2 AR [16-19]
PABPCIL AR [26]
TRIP13 AR [30-31]
MAD2LI1BP AR [34]
CDC23 AR [42]
TBPL2 AR [46]
LHXS AD [51]
Oocyte death PANX1 AR/AD [63]
Empty follicle syndrome ZP1 AR [55,57,59,61]
ZP2 AR/AD [61]
ZP3 AD [58-59,61]
7P4 AD [62]
Fertilization failure WEE?2 AR [66-67]
CDC20 AR [69-70]
ASTL AR [72]
PLCZ1 AR [78]
ACTL74 AR [76-78]
ACTLY AR [79]
Zygote cleavage failure BTG4 AR [81]
CHKI AD [82]
Early embryonic arrest OOEP AR [83]
KHDC3L AR [83,85]
TLEG6 AR [83]
PADI6 AR [83-84]
NLRP2 AR [83]
NLRPS5 AR [83,86]
NLRP7 AR/AD [86]
RECI114 AR [87]
MEII AR [88]
ZFP36L2 AR [89]
MOS AR [91]
FBX0O43 AR [92]
KPNA7 AR [93]

AD: H Ltk PRI AL AR: B YL R B TEI AL
AD: autosomal dominant; AR: autosomal recessive.

Z B TUBBSEE R AL 5, HAR 5 0% 1 o/ B-Tl 8 R
S YR TR 1R 2L 25 0 B 40 B 9 5 S G A A F 4L
$¢ 16891, TUBBSHR H A [ 5848 W] 5: 5 UF BESH g A1
WERG I 2 A, 32 ZER BN MU SR RELH i A&
PABH S, HOERIAZHRE NG . 2 A% 2R O0
AR RIAMAR R B BLA . N RO AR AR HE

AL RSE B2 TUBB8 R [ A [A) A8 57 ] DL £
Z R S R, T RE LLA R 7 AR TUBBS
5 ARG 45 0 B AR ELAE S, AR SR R A
AR RSN F BN, RERMLZFE,
TUBBS 2 YP B2 b 1l A B 0 f 5 AL IR B0 R IR, K
21 30% 11 G BE4H i i ARG 5 35 m Rl 21 TUBBS
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(g

FOw AL 7,

U 42 I RE 40 i U 45 R FH 475 4 2 2% R DR )
BT AL S 2 G BR A0 M AR AT Y B BB R . R
TUBBSHIAZ #4115 A A1 B\ 8 it 78 5 I S 0 £F
41 L (P S 412X R 0 (microtubule organizing center,
MTOC) & A G B 241 Jf 275 #4725 25 111) 5C i BR 5 R 3%
T2 MTOC K88 2H 73 1] TACC3(transforming acidic
coiled-coil-containing protein 3)X{&5 4 5 K48 57 £
UL H 2 5 W) AP PR b A R ik 2 28 97 e A 1) 41
B, NI 3 35000 BF 40 M e A5 i 100 A, BRaE Py
A T AHH 9k 8 i 5 - 14U 8 1 1) TUBA4A(tubulin
alpha-4A chain):[, H 285738 7 T BUUE 1o e MEFE
I, TGP BRI R AR RS 32K UN 73 2 PR b A 5
WG K B e,
1.2 EFEEERA

PATL2(protein PAT1 homolog 2)3 P 2 5 e 5
ST 1R G B M A S VA5 A% B 1% 2 1 AR (messenger
ribonucleoprotein, mRNP)EI M K 7, nJ =A%
Z: 55 GRREAH D AN IR fif B ik TR g R ik T
PATL2FEDR R e R AE R A BN BRI ik, B
YN BRI A, PATL2H) 35 s5B d  U. Ble
A 2 h LB AR IE PATL2 XS Ay B [ J A8 ] B 1
AN, I P BRI B SE T (GVERMIFH Y ),
PR SR RO B AR I A & A5 115 fE A
—HEI T, PATL2FE R ) RAA W 2ot AR E 7, i
A A GBI T B F I IEFEN,

PABPCIL[poly(A) binding protein cytoplasmic
1 like] 2k K 4 % — FhRe 2k 1) PABP[poly(A)-binding
protein], PABP/E U B4 il il #4 ) mRNA poly(A)
A ANE PO LR AL OGP, 72 TURE B £
41 i A E], PABPCILZS Arpoly(A) LAE 5 mRNA
AR e 1 Y, JEAE R A0 | I8 7 Maskin-eIF4E )
fiff 125 LA % eIF4G-eIF4E HAH ELAE F DL sl 3% 22,
PabpclI7E/N L GV MI. MITHI YR EEZH AL DL A% 1-48
P A 2- A IR i vh 2R IA 7 T 3 BRI O Ja A
4 s PABP(Pabpe 1)U s Pabpe s 5 B MEME /S
B A BEE mRNA(Cenbl . c-MosH DazI%5 ) § 15005
AR JCiE ™ A B ) B BRI B4, A BN g K
FIHEOR B R 242, filt GUOSE PSRiE PABPCILRL
S A0 e R AR S T3 B DL B RE A 0 A R A Dy T R
FRAE ) 2 PEANZGE , 3R 5 78 TS A /0N B o ) 2R B AR
(7

1.3 paREEREEER

TRIP13(thyroid hormone receptor interactor 13)7%
PRIZRAS  — > 432 ML AL R E BT, B AAA-
ATPH, FIE g7 R 2 BEAG 25 5 1) R B 2 A BT
TRIP13F: RIEA 2253 FENIREU Y b 28 R H 5 SR
H, HAE A 5 Z A Zrh A Rk BT, TRIP13 £ A 4E
FFA 2257 247 R 41 2k 25 25 (spindle assembly check-
point, SAC)IUTER I 7] 2 58 7 R E A A2 A
(RIS [¥) TRIP 13X J DA AR 5 o il S o A7 2 77 3¢
AU ES 73 27 HE AN [R) R e T 5 BOAN TR R 0, L4
R GRYTIRE (Wilms tumor) T 22 AN ZFfE 231, HARTT]
&, HLAliE 0 SR R B BT R B B0 AR R 35
TRIP13 5 HIhREH 58 i KB s 2270 254 7%
T SR S5 0 5| S 42 3 1) TRIP 134 [ R I 7K F ik 2>
RN SRR R S 2SR, TRIPI3HS SUR -
B Lo AN S DL IR 20 i g5 250 73 2 B i M1 52 B 7>
BN E AR (EAE RIS, K TRIPI3()
CRNAJES FIR H 2 A2 83 1 07 P RERE 4R BOL op
BEZH it B BRGS0 AR I R YR TT A
TR,

MAD2L1BP(MAD2L1-binding protein)J [X| 4
i MAD2(mitosis arrest deficient 2, ¥4 MAD2L1)
EEH. MAD2EHERAL R IERE SN
(mitotic checkpoint complex, MCC) ]I 2H Al 5
7, MAD2L1BPH] DL G 5 M 45 & MAD2 4
5 TRIP13 LA MCC ) A A4 AN 20 i Jo 351 0 1 Je B2
Je il G AR IE Mad211bp4: 5 i/ BAE AR e A A
HET I H LR RE 5 B3, Bl HUANGES PR B,
MAD2L1BPJy A\ G BRI sl #4 i 7 , MAD2L1BP
W28 & B AR SE IR | L5 MAD2INS: &, SR
& R R BR A i RS AS TT AN

CDC23(cell division cycle protein 23 homolog)
DR 9 bt J SR A 3 52 6 A4 /4 i ) 1144 (anaphase-
promoting complex/cyclosome, APC/C)1]—Ff#% L
WA, XFRAPC8. APC/Cr&—Fhm AR F I E37Z
RIEFLH , 754 T o S B 4 h i B AR
H B3 APC/CHUE J& 7T LK) Securinfl Cyclin Bl
iz AT AR , 306 T (i 0 0 2 il xof Gt A 7 15 1)
TEFBS. H A CRILS~17NAPC/CHZ O T, FL4
FSCEAT B E] 22 57 B0 /N B APC2V 2 ) dif 2K AT 3 3
HE BRAN 42 B8 APC3 WP AR 1R 2K U 2= [A] Cyclin B1#)
i R IR 223 2 b WIRH B, T AE AR i
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H APC68Y APC15 SR K 2 S BUA 2270 25 I &
SEIRW, Ak, R IEFRAPCS ) [ fif 2 i APC/CHR
T B LB 41 B Cyclin B1AA Securinff) 5
i AR B BT )N BRIR BELE B Cde23 1) % 18 2 T B0
BEA M B A AEMIBBICY . 52 AU, CDC23 (145 5
AR S n] G L G RE 2 M R 2R B G D R AR 1 22 1
AN CDC2378 St [ Rk /K PR PT g it e
f)Cyclin B1HISecurin Z X111 5200 4% (44 1) 73 B 1421
1.4 HEMMEF R RET

TBPL2(TATA-box binding protein like 2)#& [X4m5
A HESH ) U1 B R 7RI B sk AT . TBPL2
Refe 4k & 2| TATA S, 5 TFIIA(transcription initiation
factor IIA)A TFIIB(transcription initiation factor IIB)#H
HAER, /5 RNARAEE T i es ), TBPL2
FEWHFL BNV MEVE A T AN ) & B vh ki EEAEH
TBPL2 7] & & 3 5 RE4H L i B R R 1) R 3 7 B
W EAIERIE , B = Thpl 2N /)N B3R IR yE & A
SRFE . DN RELH AR S P SRR JE DR R DA R B
BERIMTAZW], TBPL2AIS RA KA B EER I
R G B2 A AP AR AR | P SRS R M B
WRRG K B fi e AL,

LHX8(LIM/homeobox protein Lhx8)3 [l it —
T 2oV A T A R e MR R R, e s R R
TEWEFLAN Y O S R R I8 W, LHXS W 4% 5 B U £F
Y R AT AR R 2 P R R ) R . A B IR R
Lhx843 T VR 5 BEZH M S 1 B R (1) R0k, S BUBTAE
/I B G B0 B 25 A T AN 2 7481 A TR B A 2%
P e 5 Lhx 8] 2 PRI 4 P I A0 T2 AN IR 2 51 30 PEAs %
P> FEUME A, 53— I FE R I, LhxSH ik
2> T 30N BN BEZH A A DNA A RIE S, 53k
B L i 4 1 L RE R B LHXS[RIFEAE N R FE K
PERBEVER , LHXSH 578 S A5 87 O BRI i 2 i
T AN PR B R 22 T 78 T30 R i
A e B HAR S, X AR S ox 3L HXS H [ [k
HIRZ T AL e A8 T 4545 H T REP

2 ERHmEEMINFRETHERER
2.1 ERERE

3% W — FPoor B RR A B R . HEOE . B S
FEFIUA N B 1E 2 K 3265 UL AN BT IR I K &
ZIRCHE BN AR Y, /N R IE I Y B 30 iE B
2 M (zona pellucida, ZP)——ZP1. ZP2f1ZP34

B, T N2 B A H 480 B A B I ——ZP1. ZP2.
ZP3F ZP4 AT R 325 BH A B UK HS BILAE B B 41
FRUGAE KT, B O REAH R A3 K i 4k 823 2, AN A
W 7L 2500 470 P A O R 240 L P 32 B e JEL B 7E 2~20 pm, A
FEUNF B BT (18 pm) El/N BRR T 935 BH 45 (6 um)
JEL 3453, 7 By () )R A A5 5 90 BEAH BRI K
H I8 R DL S YRGS R RO,

Zp 1264 i B R SRR IR ZPAR Wi A A g
1K ; Zp 2R Zp 34845 Rl 5 RO ME SRLGE WA B O I 58
7 ROV OV BN SO ATHE I = > oY
Fr 4 g/ I HE B B EL SR 5550, X e gk JLR IR B 1
JE R B A AP AE X R B B OCH L, JF H ZP1 M
ZP35%} i% By A YR 20 35 1T 5 Sh— AN AT, SR ZP 1
{5145 35 BH 7 41 4 2 [R) S 1 5 A 0 LT R IR i A
BN, FBURIGEMAT SR AR, 2014
FERIF N B8 IRAE [ S IVE/IC ST &2 55 i) 6 oh
Y E B ZP IR (Al 48 5 7)) 20174 CHENSE BY
18 32 I LR A R R 5K R h 5 08 B ZP 3R R ) 2%
HA R bR ORI Z ) ZP1. ZP2F1 ZP33: A 3
I3 AR e AR, b ZP 13 R (R B0 AR S R Ik #
51%, X LA 3 5 3007 B Ay AR B R L s BRI 2%
G I RELH R AR 2R R, BRI S B A
Zao-el BT IR SCHRARE , ZP 4 [R ) % A s A%
S BT O0 T A R Y, X FIRAIE S T % B
5 R [ 7E B BRI R 2RI IE G R B R ) A A
(BRI,
22 BRFRT

PANX1/2 Pannexin-125 H KR 3N A 2 —,
By 38 B 1 7 40 D)3 1 I P e AR A
ZHANGZ: B 20194F K I PANX 13K 24 4 S0% 42
S FECT — R R B AR R Y, FR A ON RE4H
MIBET: . #57 PANXIAR S 1 5 3 N RESH B AE 32 R
AT BRSZ K S5 22 AL HE 40 M T (19 2545 F AR BRI, fEHeLa
11 L FH AE I TCE B RESH i b Y DR R AR B, AR
MO 7 PANXT AR F BEIEALBE2C, 38 s PANX 1id 18
TP ), IR IR N B DR SR KT 2O A
T8 B TR R T SO M A BOE R 7R
(BRI ).

3 ZRHRKRMHERER
G SFAINL 50 TSR TR 51 35 2 ML
W5y I Y BB AS | Jorh A RV B
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R R AR, Woks T 3RAE . RS TROR R
T B KEF 2B s RSN A  OY
WoE S JERLIE A, G REAH I 2 - (i U Ok
A — RINE B, A5 E AR RNAKREMG . &
15 PR ORI T 25 1 B R A5 100, D B FE b R AR
(AT AR S 0 ] BE S B0 RS R (BRI R 1) 6

3.1 SPEApFRRIEER

WEE2(Weel-like protein kinase 2)3& [K % %
WEE B 5 % 1) 50 REST M 5 57 M i WEE2, X
% WeelBl, WEE2/2 — Fhis 2 BRI, 75 99 BF 40 i
GVIAFI MIH s = E . 76 GV HOEB]
AR, e 1) B AR DR e A T e —— 4
o 34 A 1 4 PR BB 1 (cyclin-dependent kinase 1,
CDK 1) [P35 P4 2R 4 e i 850 o 2 1) 1 ARAS . WEE2
VA4 B E DR 1R i T ML B9 BE 20 A [
HE, NEHUN R G0 BEAH g - WEE2R & Ja /b 2
B E R T IS M T R, S ECMIIY B IR IR H 5
FFAZIE AR, BISZRE RIS 3 4F R B AL 3%
B, WEE2R N A A B G RGBSR H K2
K I AN Z21006T) 33 3 2B 3% R B BRI P S IE
T ICSIAZHE RE A JLHE H 28 Mk, (HANRETE BROAL
JFAZZAE Y . DhRet FLR B, WEE2(W S5 2% 7 i i
BEAI% 7 CDK 0 B ER kK7, S BRI b
T 1T 2K SR e,

CDC20(cell division cycle 20)# K 7E £ FhZH £
W I5, HImiL i CDC20E H /& APC/CHIFL A K]
T, EANIIE FEE R o RN 22 5y 3 G B A
CDC204) T 1] LLEE 4 F| APC/C I, £ APC/CCDC20
HEW, LAE Securinfl Cyclin BRI FEA#E, F1#] CDK 11
CDK2 35 1, 33 T 2 328 28 ok G oo P B i 1) G 5 1081,
AWFERI, CDC20E H [faliA B0 A8 53l S EUN P
R A ARG | 52K S ORI G < & BRI 70
T4, CDC20A45 B G e 53R B AT 5 S AR AE BE 14
TR FE,

¥k WEE2. CDC20%: 3 [N it i 1) J A% T R i i
A, W R b3 AT LA 52 RS B RS IR R, T 22 R )
TE o KT 52K 50 2 R A% T i 1 B AR AL H A AT)
ARG, B2 2R R EREFR —. G
FAE 2 JF A% AN ZE G ok AR D B ASTLHE R 445
BYRAR S LR Y 1 57 0K B 1 I Ovastacin
RIFEE By B R 7 ST S D) ZP2 s B DA IR &
K2 RE2, 1% 5 Aol b ME R R BRI,

3.2 UPEYEBEEUERE A EE

Ik B RR 2 PR S 2 PR R - O 3 ) 2K 2R
Wehh, BT S 4 e B2 N ELIN USRS T 3R AR5
TFERIEUR 2R . PLCZI(sperm specific phospholipase
C zeta 1)Zmhs— POl #5717 1 90 BESH B0 57,
PLCZIFER ()15 7K1 FRAR B EUR AL 57 AR B 22
FHOR T T RERRAG 1SRG M 771, ACTL7A(actin-
like 7A)FII ACTLO(actin-like 9)#l ) T 5N & (A AH S B
FI XM ACTLTATER: T (120 AR AT0A R =R A
BIAS AT, A TR 8 TEA% S 109, ACTLOTE Hif T4
NG RS A% E TR B B A R E . I
ERA MR, ACTL7AB ACTLIHEH A 51
SR E B IR T PLCZ LR IA AT BRI HoE
PLFH, SBOCAZRE R, AL, T DNAM
TR A At 5 52 056 28 5 R AR R 6 PRI A % 100,
DA b BT, 6 RIAS B B S2 R A e w9, B
FREON IR MERUR R AL, BT B R R T
L, i A IR T R R ARG TR e AN BN R SR I
FRIHELR], E— 2P AN 2 T 18 A0 DR (R R

4 BRSBTS AR S S
HIBURE E
4.1 ZAEIR RIS HREE

R MUK 7 T B2 K B0 i, JFG OE Ji A% R e iR
BB SR AR BAR Y I & Bl 2 R A5 — IR 2293
2, RG2S, EITEMBEKE. Ik
PR _EA7 88 R 41 W] DUECR TR 25 16 8 1 91 B 20 i O 1
DI2Hs , (ARG IR IR 7R, WA CHRE 12
AN 3 D] B BU A2 5 TR e vk b 5 302G O ) 2R
5. BTG4(B cell translocation gene 4)ff & CCR4-
NOTH#: % & & W)W .47 7(CCR4-NOT transcription
complex subunit 7, CNOT7)M B A% Bl 13 2 46 K
4E(eukaryotic translation initiation factor 4E, EIF4E)
I M, =% LR (2 i BEE mRNA [ FE
fifto 20204 & XRIE BTG4HE PR 1) 4l 45748 S Ji 1o
R BTGARAH 15 CNOT7Z I8 140 H.AE F 1fij 5%
Wi BEJE mRNAF) P, B2 00 R EaG Y. B
Ja , 20214 CHENZE P2V} 18 2 % 20 [t J) S0 25 i3
I 1 i) CHK I (serine/threonine-protein kinase Chk1)
FEPR, H ARG AR A A3 CHK LA vs 1R &, i
CDC25C-CDK 1l i 5| /2 32§ 57 Go/ MY e 46 FELT
#5ty CHK17Z 5310 B8 35 R I 9 AT TR AL AL I 2
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L] AERHER S AR

151 528 BN B (AR 1)
42 BHAERR & BIEHEURER

JZ )N BEEE A 4K (subcortical maternal complex,
SCMO)& — M2 EE 54, 78 9P B i A1 5 ik

AR RIE. SCMCIIERHE A T id (1)

ZAHEEHM, MM E R E I A R YR
AL AMIZRE AR SZRE UMK RR 3 R4 A, At
Fi32% B SCMCHE G A I fif 2 W0 2 2 72 LA S mRMA
BER Rt R I EEAE A ™. H AT AR AN OPBE
i ) SCMC 2 th 8K i 1 T 4 B : OOEP(HFR
FLOPED). KHDC3L(t4#{FILIA). TLE6. PADI6.
NLRP2. NLRP5(t8# MATER). NLRP7#1ZBED3"/,
Bk ZBED3 A ¥ 4 i 52 0 A B BRI IG K & I 0% 32
SFeAh, Hofth 7R SCMCEZH 43 I WU S5 7 i PR A% S 3 ]
HREN BT IR & B 2R B H A AE I R T,
#4r SCMCHL 4 i PADI6®™, KDHC3LE® . NLRP5!™
FINLRP7EIPAR 5 | e mT it s NS & R 2, 3L
FRLZE S (1) BRI A FER AR AL (BRI D) o

R 1 F3R SCMCERJEEE R A, A5 0 ok 25 7
ZLFNBEYR mRN A B i 55 3 A% 11 BR U5 2k PR AR 7 w]
Bt SECE IR REBH Y . REC114(meiotic recombina-
tion protein REC114)& 2 5 £ 73 24 DN AU Wi 3¢
1) E B IR], PR R IE A 1) DN A EE 2H Al 4% (8 AR e o)
EE RN . RECIIAAZ T SSUNIhGERER, 7]
TS 5 ) DNASURE W7 22 51 R 32K AR IR i &
B 5 ¥, MEII(meiosis inhibitor protein 1)/ & %L
Iy G ENRER 2 I 5 BN, RIFEAE IR 7 2L DNA
RUFEWT T B AR R E Y, HEREEAL EE H AE
JVE 6 BEL ¥ A6 PR R A e 881, ZFP36L2(zine finger
protein 36-like 2)Zmfd—Fh RNAZE &8 H, A[{EHN
CNOTOL(CCR4-NOT transcription complex subunit
6-like) [F142 Sk 2 (2 1 B mRNA AR, HLO S5 A A%
S 1] AR mRINA R AR e 1T -5 207 B G &% & FH
?%[89]0

MOS(Moloney sarcoma oncogene) i fih — Ff
ERKIE 6 16)_b el , 7658 HE3h ) 90 B 40 ff vh 2 3%
mRIE , AR A M R 4E KR O BESE il ML A5
Tt o MOSEER [P S 5 S B0 BFA MR S e
FEAE R IR AR I SO Z2 20, A, MOSHE AR
AR I A] BRI R I ERK /2 (0 BERR AL , 52 m 5 RE41 i
J% 53 F-actind 2% H-4m (5 Rk Dhge , S 80 T ik

B B B FIRE 46 PY . FBXO43(F-box protein 43)

() AR 76 4 0 e L R -1 3 1) O B R 20 B sk A o 2R Ao
UK FAMIG &K B R EEAER, HAiE 1 Dhhe
W A Sl B RN R G % & B

T, B FEN AR R NI VR G BEL () 2 2 v R
FIl 7 KPNA7(karyopherin subunit alpha 7)3& [X [/ 48 5,
XL RAR TR KPNATE UK TR, 5200 KPNA7T
5HJKYIRSL1DI(ribosome L1 domain protein 1))
FREST, IR KPNAT LIS 1 O X3R4
Nk e K E PRI RGEEZEN, %
KRR HeA 5 22 AR AR 1) 2 DR AR e T

5 HihsZlnbP 4 fniths & B ANiEE
ESEES

BT Bk O R R R AR R BUR R R AL, EH
HoAh L R RAEINR A A O FRRMIRIG & &
RIFVER] , 1% e [K] 2 AL 36 28 ki /& DNA (mitochondrial
DNA, mtDNA)#5 UL E 7 FIRAL & Fh G o4k
AR G P B R R A RS S
AR %2 B TR 0w MR S 25 (1)

LR A ST —Fh 2 RGN BE X 40 i Th R
A AER, B4R AR ATP. ISR T 4EH045
SPA8T RN AR R T SR 3 . ZRRL AR R A B = A%
AN TRt s R R A T R X A
UG, HE Al T mtDN A ) 58 48 2 ) g % 5 (R 4 (1)
20154, HHF L EY], mtDNABR K I 20 53
LRI R Th e bR A AT ATP = A2 32451, AT Tt U9 7 1
SR FIBE IG5 IR IR R E 500, ZHAO%E UL #)
78T mtDNAZL i 5 5 i & & BB 2 18] (1)
AT, RILEA R I IG K B 6RE A 22
A B 2 mDNAAS | 4 1) 2 76 D3R X3
ATPG6E R A1 CYTBEER H1 . mtDNA 6k [ 7] G
SE T ZRRLAAR T R I B0AR 5 e 24 A AR A B R A D
ATPHER, FHIN BFA AR 2 SZAE UG R B 1)
R

G B4 S A RN BTV G 1 A BELY R A
KRR, JEF 70%0 & & 45 i G 27 Hh g fafd
iR, B2 EE. B A REUREL QL
PASZE s B%0 38 I AN B A 2 A R AR B
ARV Rk R 5K E RN KR, G342
N BCE S MR R R TR E N IRG K E H
T, T = AR B e 6 IR i B BH A B R 5
e 001, 5B LR, I RN 22y AR A
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IR AR SRS, FIERE
JUR e o A B R R A AR T i IE 94%, Heh LASE
AR 2290 AR R A IO,

6 HESRE

Hul D&k 7 36 ML EEF R 5, Hal 80N
TR AARRERG . SRS RO R ARG K B A . X
DRI 1) A% S A o A R ABAE AR X, A0 Sl Mgt A A
Fa Mk dst A% DA R B R RAR . fEARZER T, AT
47 X S B I R A AR OP B A RURIR IR K B
AR EARMER , Herh— S PR ) AR S N6 NS
LA B I R R R I AR PR AR R A e R A
(41 TUBBS) (AL vl LR B — R AR A, X AR
W A 1 T8 A% ) A BB SV R VR T BE e R A
W SR A B R 2 RS VR T B H AR

B A% ik D] 2 1 B 0 DR R AR A7, 2 ki Ak DN A Gkt
Fa. Jetafi s, RMIBAE L DL R 2 FE N AR 7 45
DA 35 R 5 LMt AN AH 5G4 T KR 1R 9 e S s 46
FEIXECR 2 I 7R EA TR DhRe A B TR ATz ¢
PR R NG K B e H AR X, IR B T A
FRIAEFE T RE R B AIEIT 7 R LR IT A . BEE
A PR AL 7 AR e = b TR R TR, Rk
VA 5 22 a5 95 R 2 4k AR B st A U A 2N IR
FZH0 R, CAA R FRATION 25 AT 40 A% S R A B R 2
() AH EL A FH AR B A

RN T i3 6 353 4% [ 2R 2508 19 29— WL AT A
FREHEIRTT PR B .l T EUW AR H & e
o E . A EAE R & A DU T i s Y s, wT LA
T B R T B B IR /N 23 0 ) R BB )
it , CHKI1E:PR Dy RE 3R A5 RARfd H g i ¥ CHK 1 2
U P T v 5 S T Ui R R P B R 1
TR, 126 F B8 ) CHK 18 () 40 1) 55 0T DAk Dy fef
SR NN B EL B 52K B0 & B RCIL B FER ™, )
DIRe RAE R, @It 5] NAME S F B EGS B cRNA,
AJ LAAY IE OF - B HA VR G 00 6 DR R, RN DR e
Tk 1) R REA g Hh A S LB AR R cCRN AR 7 #5744
WEE2, CDC20""F1 TRIP13P" 25435 5845 Lot (1]
ANPRAL ARG AR B A0 S R0 A B 20 Rk e 7%
WAV E A EGE A VRO T B ARG & B A
T3k, SRIMAT 5 Bk — P Bk HoA e e e .
A, g I W] LA FEASE 4R 1 O 7 2R G

AT 5 LA FEREAR G I B AR R AL, Rl 2

S5 LSRR 5 R0 AR A A A i 4k DA K B
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