O 0 9 O W
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V2 3R - H A IR AR AE A B 4T el Al 70 2R R A FE R AL )
WEEZ 2 EEA Y BXR Y OH OB B
(LR A KSR HE AR SR, KD 410128 2.8 @B L Rl & Em =, K
Vb 410128)

W E ZER-EABKRE (UPP) & EAZIIRE AR R BEFERAE, (R E QA D
ER. EABUETE. F55HS. HRBEIRERES S VSR REEZEM . Ry,
UPP 75 N FISHPIHC T A2 BRI A o L R B A . MG R SRyg . B WK B B 38 — W A
HE S5 AR P OB KRR F o AR SCERR T UPP 1R 30 A2 i 40 B Jek A oy R0 2 K e
TG TS IR, DU G SR KR S5 5%
KHEA: ZR-EAMMRIRE; TRk A W R
KRS S814; R730.2  CHRFRIAMD: A WERT:

2R -EABEAIRE (ubiquitin-proteasome pathway, UPP) 8 it =F§ 25 B 2 2 1%z
THEAUMIZ RN, A SEZAEYE AR SRR SR, WA, ZRIER
R R E M, R AP, g B, 40 E B AR R R I E A, S5
FARHEL, WIRR B, WO A R AEDE LB FERAEOE, UPP 579 M S BUIL A 24510
ONE BT, S AR DO A K AR WERAESE, 2 A SRR [ 2 R A Sh L T
JS R IE AR RS AR R o R RIR E 2 e R e AR SR D2,
BEZH M J5 o 2R I3, B — B AACHE HR U4 RN B b 5 U146 i A b R 56 3R R, UPP (1
ZALEL UPP 01 (1 ARG T BOX L8 AE W) i F2 R AR 0540 I BE 1 R B kB 9140, W12k BEAH
MR A B2, HEAZRZ RN, AN LRlBRAE Dz Z R I E 2 b i
HmAFBAF: FBE AR, HEAZRMAB TR A B0, o0 R0 bt
% Cullind (CUL4) FEUREEE 1 IR 24K F AR08 Jiz R 45 6l E2C(UBE2C) S35
SRR AAHE H 52 BE R G A 53 25 2R ELUSL, 9T UPP 1E SN IC A= b (¥ A= 7 2 Th e B A
B, AMEREHEREXS A FHIL R — 20 TR, WHRIT ARG KAt m & 5 3 W) Lotk
Re A B H B S AR SCERIR T2 3K - AR AT A B A E 2 K o RO R R AR
B S S A 3 R LS, DA S AR G TR S
1 UPP #id

WA HI: 2017-06-05

BEWH: ERIARLA AR RE R L TH 4 (CARS-36)

e A 2882 (1993—) , &, WARMHBHAN, WU-LAFFAE, R 005 Ti84% & ik 7t .
E-mail: pengfuzhi0809@126.com

SEEEE: B oW, B, LS, E-mail: chenbin7586@126.com
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UPP HH¥Z % . 2 & ¥ 5 i (ubiquitin-activating enzyme , El1) . 2 & & & i
(ubiquitin-conjugating enzyme, E2) . ¥z &-HH %R (ubiquitin-protein ligase, E3)

N E A (proteasomes) ALE. 237> ¥1E 3 FEgHILFEIEH T 5IRME B 4551
HREFONZ RZRY, Hrh 2 Rz RUAERAFUEM G S SUE P RIEEEEMN. 28
OFE T AR RESE (K-6, -11, 27, 29, -33, -48, -63) , WAGRAHAAL 5z RiEHE,
M D> 7 BRI 22 2802 FERERY 2 HZ 2 =B BATE . E1 LA ATP 4K
PBGERZ R )G, HESEZ R C iR ERTY R, 550 S B Rk Az
R E1 ¥ 2 B2, JERL E2-iZ2 R EY): &5 B3 HHERYER IS E2- 2 R 4G,
HEAIZ Z 7% 2 IR B A O iR ik Ak b, AT iz 31 e IR . #EER H7E 3 R4
M TR LNZ R T, B 268 A EEAIR A G KARR . UPP ARG Sl & H
LIS, MWIEAFEAY IR PR #EEH . UPP AAHEAETEAIILR & & W Beakis, 7210
PRy 2 S MERFE N 1A 7 T BT AR A
2 UPP Sl A 20 N ps K o)
2.1 BPERANAIRECER 1 IR RIKE

WE 7L 50 20 U i S0 B0 D L A0 D9 40 5 B BRI B S, 4 ) AR L T IR 1 TR AR

(meiosis [, M 1) #rll, HEBANEFHEY)G, IR S RET REITHRE B IR

WA ZRERE I T WFFUESE, 5 B A /40 Ha 8 i4&  Canaphase-promoting
complex/cyclosome, APC/C) fEBP B4 M T Pk HAA HEAEH . APC/C 24 Cullin-RING
% H2 W (Cullin-RING ligases, CRL) , APC/C jiid 5id& it 85 H——Cde20 [FJFEE H 1 (CDC20
homologl, Cdhl) FI4HHE 52L& 1 20 (cell division cycle protein 20, Cdc20) 454,
e APC/COM 8 APC/CC0 F &4, MM A% E3 e, Hrr Cdhl A1 Cde20 545 &
TR E APC/C), 41 & 5 19 Cyclin B il B Eg4MH| & (1 (securin) ¥ APC/C
TR, YRR MR o REAR 1B 1A Z5GE . Cyclin B A securin F AR . HHEYIN,
YERESH F PR E I 2L, 1Z M B OR BEARL Cyclin B AR 2 8 1 s/ R BB Cyclin B 5
20 o JE M B A ARSI S 1 (cyclin-dependent kinase 1, Cdk1) 4% HIE &Y ——A 2 A
T (maturation promoting factor, MPF) , M fff F BRAH R AZ A 2L FF IR H M T AT, M
Kt fEE APC/CM (TR 1 A # DI 240, B R,  APC/CCM I #5304 5 BE 4
MM T HATET R R EEE S, APC/COM IEMER TgE M T T Cyclin B R & 4
i securin A1 Cyclin B ~F- 700 ANF] 21251, 171y £ 248457 BN RR2H i ol K 70 Z AR LE v 4% B A 1
21, kA, B FT R, JB T E2 ) UBE2C .32 3 45 &l E2S(UBE2S). 2 % 45 & li§ E2D(UBE2D)
AT /)N B DR BRI IR 7y 28 b APC/C W1, kN BEAR MO G (oA 70 B, JF 5 9 BRI T 1k
G IXLERFRBRC FEM T R 73 2K FRAR 50%, 10 Hoid 30E -5 BU i 7 s H 48
B2 %, SRR UBE2C SEUM 1 R ELT.

Cullin R AZK LG CUL4 TESRREAIM M T bR b th & 45 45 BB BE A . Cullin 2§
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1A TG 56 B4 11 RING 25 K938, (R H: C 3 ] 3d i 45 & RING KPR IF /N 1 0 RBX1/2(ROC1/2)
M CRL K E3 8%, 7515 E2 454, Cullin &£H N s MBS #EE B 5 AR R
YIRS, NI ST A R R SR8, HEMIAE A 5] AR 0 78 v R B AR 28,
CUL4 ) C %t J2 N 3 73 0l 5 RBX1 KA 8 FH——DNA #if 4558 H 1 (damaged DNA
binding protein 1, DDB1) %54, #Jjk DDB1-CUL4-RBX1 E3 2 &%)12%, DDBI i it 45 &
£ WD40 582 45 IR YR 5 4 DCAF1 (DDB1-CUL4 associated factor 1) /VPRBP,
HETT 45 & B fREE R . WEUE R, DCAFL BRI AR RREY 2A W3 (PP2A-A) , fii
FRZ A IR ) R G AARRE AR . VE 20 R R, PP2A-A 1E G BEZH i J5 25 73 22
SRR REMEHDS, PP2A-A N4EFE M T HTHIA: &I (germinal vesicle, GV) U LAY
IEWRIEFT AT, ERIEZE (germinal vesicle break down, GVBD) MU EF4T il PP2A-A
B AP I AR BRI, /N BR U9 BESH MRS 5 62k DDB1 8 DCAF1 43 K E PP2A-A [FFR 2 Kk
O 1 IR R EIIIEIR, CRLA B I 2 (5 G BEZH M [5G 5 44 73 85 32 B4t 181
22 AR

G BRI M T 5 UK AR BB — BRI R, APC/CC420 iE M i AR B VAR G .
WHFER 7R, APC/COMZE M T B IAN T o 156 8B0E, MM 1 J53] Cdkl /> R BOE R
APC/CCI20 3y 3= BLE 20, APC/CC20 L[] securin A1 Cyclin B1 F#f#, 25 1 % s ik
(IR A5 43 B85 J 3 — AR AR R 4301, Cdkl 8 I I 770 3 B R REAH AR SR 1 Wk 24 Cdk1 2R
Tl BB — WA HE S T 2% R AR 50 0 O BESH RS RERE N IRECEE 2 Ir 2 (meiosis 11, M
1) . iR 24 A 55 (spindle assembly checkpoint, SAC) W& HLHI {8 e L iAsE 22 fi 1E
WG T, W21 APC/CO YR ML . fEIAZ T, SAC fREFENE, JFrTRRIE
i SAC H——F 2457 4 BH A ELRE 2 H 2 (mitotic arrest deficient2, Mad2) 5 Cdc20 454,
PHAS APC/C 5 Cdc20 Z (B HAE, M4 APC/COe20 i 1B, 4 ffr A7 Y ik IR R e 42 16
SAC MMl APC/CCde20 T A FIIEA , APC/CC20 @ 5L [£fi# Cyclin B1 1 securin, 43 & fi§
BUAYITFE B AR IR BE R 9 (cohesin) ARAH Ju i i 4> BT, B J5 155 — WAk i 1
R SR ER] . e4h, SCEPFTCP.EMI1-APPC/C i £ /N UNBFA0M M T 3R S 55—
HEH PR B B EEA(EH . 5 DDBI-CUL4-RBXI1 32 & & 88 5 & 14K 2 1l, SCF

(Skp1-Cullin-F-box) [F]Jy CRL 3§ E3, A[F2 SCF B3 ZEE M Cullinl, Cullinl ) C

s [FIAE 5 RBX1 454, N 3 U LA Skpl A% A 5 F-box & HIEHE, #EM R 7 1R .
SCF 2 # B N K —— A 227 R F A 821 1 Cearly mitotic inhibitor-1,Emil) &
APC/C #iil7), ReHi] APC/C ¥tk . SCF H B4 i /- ——RBX1 7E 51 RESH L I 78
[l 58 B A 2 AR FVR 5 Y (A TR, FTAH RZ /T4 RNA (siRNAD Fifik Rbx1 5851
REZH i 55— AR A HE %6 BRI BLR 2 B P A T M T R0, N Rbx] (335 530 Emil
AR 2L I securin Al Cyclin B1 F2%3 B {548 2,

2 FIERY R AR T B — AR A F R R . A TR I K11
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2 BN — R 2 EAE S 00, JE IR/ GV A OE BRI A ST R R A
A4 L BH Wiz 22 B 1 S8 A R R BR F 78 R B, O BR 20 Y S B RS R AR 1 K-11 RARIZ R4y
T HE AR B2 T, GO B AR A AR AR I AR AL R
SR A, BRE S K11 A8 2 502 BB 2 OF RRZ0 0t 300 5% (0 4R 43 8 SR 0 R B — W Ak L
FIRDI R ARG R TEVEXS T MPF & PEFRAR S B8 — WA HE 2 A TT b G Bk
MR S IE 25, AR B A, B A REA IS H——MG132 AR R OP B
0 i H IR cyclin B # 88 J MPF y& PR3 58, HANMIPEE T M T 3, BELAS 58 — A4t R 33,
WAk, Wik UBE2C. UBE2S J UBE2D WAE— E2, ¥R RS —RAAHRHBERG . 74k
T R G i 43 B 3R LY. B APC/C TE N FL AN A M P4 A il 4 PRk 280 23 2 o (A FIDL ARG A
Rt — Bt ¢
LR PTIR, UPP FEOF¥ AR AP /R R LA 1.

MI

B R 24 i, IR SN PBIfEth KR AP ¥

WEAREHAN | RESEKE
E2 E3 4 MR

g,; ﬁlﬁ APC/CCdhlp cvelinB| securin] M T 57 2AM:# 7+224% 1k
MI APC/CCdb1] cyclinB? securint WA 2R E
= #A Mad245 & Cde20, APC/CO4 | cyclinB securin
M ARereRger cvelinB| securin] o558, PBIFEE
Ja — R e \ T ———

UBE2C/25/2D APC/C cyelinB,securin WITAPC/CHEME:

CRL4 PP2A-A 5M 1 #EM%

“H7 RoRFEETHE, “V 7 RRREERK.

“T” “l”

represented the increase of expression, and the represented the decrease of

expression.
K1 UPP {EBN TR A IR

Fig.1 The role of UPP during oogenesis!!4!8:23-27.30-31]

3 UPP 5ttt A it 40 s B 4 22
3.1 PR AR R
O LB e A B R 5 B4 A P, ML RS BRI X R Y et T et
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M X BELIRGEIE AL XY /MAE (XY body) , XY /MEBH RTINS, PR 2 e
AR IS (meiotic sex chromosome inactivation, MSCI) B4, Z ik 72 5 el $ o 4 HEFE 55 D) AR
K, HAEPHBAM B 7 R AEFE R RIL, Xk 7 RAERREED, XY MEE 2 R7A
HHE H2A (uH2A) , HK-PAERS BN MR A Bl , Dyt G (R B s DU bR B0
W RR, Fuh ALY uH2A SEEEBRIE AT, X MSCI FlRE A EEE L. &
T E3 () UBR2 5J& T E2 Y] HR6B H.AE, /5 H2A iZ %4k, UBR2 GRKR/NE M T K5EEA
MEARILH H2A V2 24k S MSCI 62k, 1l MSCI 2k ] BE TS HLZE IS £ 45 (check point)
PLHIHFEM T BHHES,

MSCI 7 — B EFENHER H3 % 4 (UBiEiR (H3K4) —HERBRRRD), X —d &
i1 HR6B 5 5 —J& T E3 [l RAD18 HAE/ 5. HR6B 5k RAD18 HREH K FE M T L]
X\ Y Betifk H3K4 = FEEA /KT B4 0 By R 35 [R] 25 L& I R K R AR 9, B 98 {27, RAD18
i 24 AR RADSIC /3 DNA i 55 J5 I R 4B E, Rad18 YTER/N BRUIRIA B 48
M AHZRI X, Y JetafRBE 2 . H3K4 — F I Ab 38 I S MR B2 B XOREBE IR 25 Fs, ()
/N BRI AR B IR AR E RRAC S S AR s DY BIEFCIESE, & T E3 IR E 8
(RING finger protein 8, RNF8) @I BRI ATM (ataxia telangiectasia mutated kinase)
BT H2AX (H2A B3R 5 139 M2 AR BRI (y-H2AXD 2, Rnf8 JERI G
/IS B e s LI (1 y-H2AX IR K MSCI K15 3h, {H XY /MER KA Z R0,
b4, V2 ZEBENG Ret finger 25 1 (RFP) NEGSEHNHIE T, A5 A% R 45 & B 1 WUk
DNA M EAEA, TR M 1 k5D Ba 5 56 f ),
3.2 JREU AR

UPP 4L )& T E1 1) UBA6 AR 251 K1, 5HABHLREEL, NFIVNR UBA46
mRNA J 8 FRIE KPR S A H G i B 1 AE3T A2 /N BB JE 4R I R 3%, UBA6 1£ PND10
(postnatal day) FIFEJSEAHMIFN M T A7 4HZE HTKS BEAH MO 4 Mo it Rk e, TRETE 2 M
[ J5TH R FEVE FIA, T PND20 B WIZERS BEAEA M T A2 RME LR Inan faz b ik . BT
ZHINBA M T FEE— AR HEH IS FE, J& T E3 (1) SCEPTCP 2 b5 il 1 £ B 4 it o 4
g3, B-HFHEE M HE A (beta-transducin repeats-containing proteins , B-TrCP) A
Skp1-Cullin-F-box iz R &M Z AW 1) F-box 1, B-TrCP #R/NRHIM T
RS REAT M AE A3 I0 K 4026 kb o B-TrCP 8 /N RS2 FLERBLH SCFPTCP R ——
Emil. 408 #I8 F Cyclin A S5 40 JE AT B 72K P36 0, 7T A8 A H -5 SBus s 26k
B2 T HLEIUST, eAh, ZERR S HuE tiZ 3R SR AP B SR I —— SRV AR Ubi-p63E,
T S R R4 M I QR BESR A M T G2 WA M RS BB, Ubi-p63E RALS:
M T HARH Aol

J& T E3 1) CULA4 75 MEPE A= JE 40 M gk B0 7y 2R v [F) R AT S 2R FE ] . RNA 41
RIGFIIFEAT 2t CUL4, 53 DNA B2 4EE CDT-1 BRI FEEHTHNR Culd
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F3 CDT-1. BRI pS3 FIASICIE Z a1 MLH1 FURHEIN & M T1AH 28 11 B X2k 1 4 g At
TR IR, RS IEH MBS E Ak & DNA XUEERT 24 (DNA double-strand breaks, DSBs)
BE, H/AR M LA BRI H 2 /a5 MLH1 SR K AR SEIR, TRE AN SEM 1T RAE
FRIT 2 FHLE] . AR R (Eriocheir sinensis) CUL4. ZH 845 AZ 35 (proliferating cell
nuclear antigen, PCNA) KANEEMIE H p21. p27. p53 LW K BRI MU b BORA il ¢
KT, FERETAE R BONZKSTF BRI (B p27 281, p-53 /- FHIA 40N B R P8 T2 0] fg ok
T o3 2 5 4 M s o 1) o B B AL, 1 CRLA AT R i 4 5 ) 0k BN P p53.

p21 Jt p27 UL IREE M v A M TR,
L% TR, UPP (oK T o e AL 2.

b S\ MI MII
-3
&

& R 4 A W 4R R FE BN i BT
El E2 E3 7] X
RAD BREI H2B
HR6A/HR6B UBR2 H2B MEEE T REEEA
HR6A/HR6B RADI18 RADSIC {2 EDSBsEE EMSCIE AL
UBCI13 RNF8RNF168  H2A H2AX DSBsfg&
RNF4 MDCLBRCAl  {RitEE s HEREA
CUL4A RS R FREA
UBASG B R
BCERTCR Emil,cyclinA (Rt HH R
CRL4 CDT-1 RS S HHTR

2 UPP fE¥5 T RAFHIEH

Fig.2 The role of UPP during spermatogenesisl!!:16:29-38-41,44-45.47-48]

4 UPP S5ESA AN i K o B4

DSBs /& DSBs & 4 M 1 fif BAE 2344, [F]YH # 2H (homologous recombination, HR)
N DSBs 85182 —, WA 2 AR R M T A BT A B 0 PRI A 0 o v 28 e % AR
R e A R BP BR. WHFURoR, Rk J® T E2 9 RAD6 5J& T E3 i BRE1 ELAEH
B H2B 11 K123 7R A 5z AL, RAD6 2375 T 84t 742 il S« DNA 18 & 5k 14,
J&3E BRED BURAE H2B 5k 5 BuUscd s> 2474 DSBs f9/b, H2B 1) K123 7 K AE RS
AR ZEMT M 1, &9 RAD6/BRE1 1% (1) H2B #.iZ £ 1k v DSBs JE ML 50,
HFLZY) & T E2 1 HR6A J2 HR6B (5E%EE RADG6 [FJE) /5 DNA #if1&E05. Hreb
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BRI RAE, AT R R YISO R R TN M T 2%
HEMEA Ik X I 2 B A A Bt MLH1 & &350, 8] HR6B 7 fig A
B AMHIIRE > 2 E R B, Bt R B, HR6A/HR6B 5 J& T E3 ff) UBR2 HAELSY, 7
Hefp AL R e B KRR B 208 E  (homologous recombination repair, HRR) XU %4 rh
FAEZEAMEHD, Ubr2 F R 2 /0N 52 AL 20 Ik = 52 B 1 I & 2 & & (synaptonemal
complex) , G, HMFBNRAFT. I, Ubr2 R RZERZ S E
A FC 55 05 M AR BRI T R 1 RE A S0,

DNA XU W25, y-H2AX #ibric 2] DSBs #4507 &, HBEEILIEE 139 28RS
MDC1 (mediator of DNA damage checkpoint 1) & HEH 34 MDC1 85 204305 67 5, 12
1M RNFS-RNF168 /13 112 24kl %7, J& T E3 ) RNF8 Al RNF168 5 J& T E2 1)
UBCI13 BAE, G aARMAE [ H2A K H2AXPSR 4= K-63 M £ Rz Kb, i
MAEHE DNA #1458 2 8 A ——P53 5484 (P53 binding protein, 53BP1) FIFL IR 5 &
B 1 (breast cancer susceptibility gene 1, BRCA1) X545 67 1A 5 2541, BRCAT N
Ui (1P F 45 M3 5 BRCAL FHCIRIREE 1 (BRCAl-associated RING domain, BARD1) 4
HIE ) 8 — 2 A——BRCA1/BARD1 B4 E3 i& %, @il 58T E2 1) UBCHSC H.AE
AL K-6 EFEI 2 512 RHEA L /5 DSBs 1281000, 481, A 5T 7R, 48 1 RNF169
5 53BP1 M1 BRCA1 3a5+PE45 G uH2A, Bt 15 R Y A AZ R 00, 1 SUMO #RHSi) E3

(SUMO-dependent ubiquitin ligase )RNF4 figiz Z& At SUMO L2111 DNA 1547t &5 s 8 5
1 (mediator of DNA damage checkpoint protein 1, MDC1) /& BRCA1l, H[FJFHEMHABEE
1 RADS1 HAEZ 5 DSBs 2 51, RNF4 S 25 /I UK BF4H A0 T2 08 I o H RS 1 R AR B
/ISR VR FET 440 i Rnfatypolype b g9 48 5 J5 kA DNA 7K A PR 15011

CUL4 7EA- T 20 f ek A0 7y 4 2 4 b R A B BE ] . CUL4 11 C Ui 5 & B 45 K 380/
# 1 ROCI/RNF75 454, H N il 5 DNA 545 & & H 1 (damaged DNA binding protein,
DDB1) &5&#/ DDB1-CUL4-ROC1 E3 E&4), Hrf DDBI1 i 5% € fEEE H IS4, 1M
ROCI |5 E2 &4, N SHEAZ RO, WA P52 T Culd F2H: Culdd CHGEAKD
Al CuldB (X Jetoth) U6, BEFERM, Culdd BWrRIE/NRA KA ROCT ERZMRILH A
B Culdd” 5 4~8 HMR THR RN BB R, A LIRS BRI & A2 K ATE DSBs,
DLIFRVR A A, HEME DN R AR ILE ST A M T Ay 2o BE sk =, R
L H 7 B R R AR RS AN 0,

5 B RBERBC R ER

%2 # B (deubiquitinating enzymes, DUBs) i /K i Y& H ) 22 iz Rk
HHEAZEN, DERFEA AU, 7SR, DUBs £E2)%) A8 5 4 Mk oy 20 72
HORFECBEAER . 10, DUBs o172 3 2 3 2K 31 7K f# 5 X %% (ubiquitin C-terminal
hydrolases, UCHs)id i 17 5P BEAH A & B M GiEARTE B, -0 7L 304 91 BR4H g B2 &2 0GB
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%o Uchl-1 1 Uchl-3 mRNA 12/ BB BRI GV A M T il kik, o,
Uchl-1 5 59 BF40 i ¢ BT A7 9%, Uchl-3 W) 5 9808 73 R TR TE UM G . GV U1 O B4 A
5} UCHs B 75]——J2 &8 (ubiquitin-aldehyde, UBAL) S ZUKE 24 ARFEHEAM |
O, IF IR RN B — B HE ) S8 VRS Uchl-3 HofA s i B BEA i i 40T 2 5500
MR T A 0 S B 4 5 71030, BhAh, UCHSs Gk = OPRESN M A2 RS SRR,  H ARG
T T R . UCHS FEHG T j bt R 4 B A FRAE FLOS), g, Uchl-1 7E K SR T4
A 224y B30 TE T R EAE R, Uchl-3 WIIFER B4 ARk 250 55 2L 0 B SR 1 s R 454 F 651,
WFFC 7R Uchl-1 ks 1% A2 i A b 4 R T i) R 15 B EBE A, /N RS2 g K98 Uchl-1
SEOR BRAN M TR R IG N, IR R PR 2 I RH ), RRRR Uchl-1 5:3 PND7-14 Jik
Ko 240 A FE AN AR K P T8 4 TRP53. Bax M caspase-3 257K T3 nte7l,
6 /N 4

UPP 75 A= 58 240 iy 5 73 2L FRAN W] Bk, Ay ORI A 5 4 i i PR 28] 5 B P % E IR 1 1F
WK A RS, O SCAARER R B RAR T BURE o R E 2 . MSCI 2 A J& 32 A2 BH
ARG . HLAh, UPP fERS TR, MTRMAE . MG &, &1 T RER AR
file J BE 7 0 1 B A S I R R 4 AR BB E . BTSN, A% UPP AL AE AR F Al AN
R B BCRIFEIER, [F— UPP ZL0F 75 ME T A 5 240 M R v 2B B 40 i R 3 A A AN R )
EAER, [F— E2 5 AR E3 855 W REARAEHAER, UPP IX— & MR (1 2 HL 1
e DR s A B 40 60 1 5 DR B o3 O R I 7 AR BT SRS ARG R IO TC T AR At . HRT, BT
UPP S A= 58 240 ffd 93 5 53 285 M) RO 7 E AR v A /INERAD NSy, T A AR SR AR P (R A 9
FHXTED o (R, X UPP E45AE G 40 M 7 24 R b i AR AR PR L EGHE A . ARG
W B HAERETC A B R R A 1 AR W TR R B AR FA B AR 9T, REE— Db 0t 3L
PEFEDIRER) TR, R B R A 4 A R
S R
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Roles of Ubiquitin-Proteasome Pathway in Meiotic Division of Germ Cells and Its Mechanism
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(College of Animal Science & Technology, Hunan Agricultural University, Changsha 410128,
China; 2. Hunan Provincial Key Laboratory for Genetic Improvement of Domestic Animal,
Changsha 410128, China)

Abstract: Ubiquitin-proteasome pathway (UPP) is the main pathway of protein degradation in
eukaryotic cells, and it plays a very important regulatory role in the protein interaction, protein
activity, signal transduction and cell cycle progression. Studies have indicated that UPP is
essential for regulating meiotic homologous recombination, meiotic sex chromosome

inactivation, meiotic resumption and extrusion of the first polar body in gametogenesis of human
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and animals. This paper summarized the signal transduction and regulation mechanism of UPP in
the regulation of meiosis and the gametogenesis of animals in order to provide a reference for
subsequent research.
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