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YU BRI M c-mos FE R ZRIX BL A RNA T3 °

XIETE" HVRY M HAREARR #hv & BN R F
KoK e R X T x|

1. bR 2 A A BE 22 24 BE, W IRIE 150030

2. RACRM K ZEG PR H R 2B, WRIRIE 150030

3. BRI RN BB B AL, BIRTE 150030

W B cmos FEFTESNYI G REA A > 2L R AAE M, MHILERBLEIH AT A . ARSEE I RT- PCR.
G 5 TGO GFL TR ARAT I 5 A U T O R A0 AE AR AT B SR R P e mos FERIERE KT BHIR/KF BIMR
KCAKER A A, FEN A4 RNA GsiRNAD it i 47 7 RNA T4 (RNAD ®F9T. SRR, oY
BRI A A AR AN % A F2 I TR -mos FEK] mRNA SIZHTHI S, MGG 6 h L 58 e/ MOS (e-mos FEK & M
YD AE GV IR A R e RINRE, AR (GVBD) [Tk &I B4 ) UF Rk A0 i 5T R
BL, IR TR 44 h R RGN REAH R 1) MOS R0 5 2w T AN BEAN I, BOE S 6 h A% X MOS B Byd>, (EATY
KA D MOS A T AR IR AT TR -mos ZEIH, T =4 siRNA #BBE S {% mRNA &, 53 312 [l
WX FEZH mRNA =17 0.08 £ 0.03, 0.11+0.06 A1 0.20 + 0.06 1%, T35 BARKA 5E A5 MOS, 1A MOS = |7
ISR RELN G WA S B, TS RT LAS A R O R4 G (o R AR R A . T4 SRR 7R T 08 U0 RE AN R A A e K R B
HEFET - mos FERITE R SRR EKT LI ZNASRIEMA, 27 TRV REA A mos 25K RNAI AR, H MOS 7R3
SUREAN R A L FR T M D R S L T AL [ aE IR 53 (4): 717 - 724, 20071

KA cmos FEF & INEEAHIE RNAQ

Expression of c-mos gene and its RNAi in porcine oocyte

LIU Li-Qing"?, TIAN Jiang-Tian', GERILE Qimuge'; SUN Shuang', ZHAO
Xiang-Jie*s Song Jun's ZHANG Yong-Fu', LI Yu-Tian’, LIU Di*", LIU Zhong-
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Abstract ¢-mos involves in the regulating of oocyte meiosis processs but the mechanism is still not clear. ¢-mos transcriptional
and translational expression pattern during in vitro maturation (IVM) and early parthenogenetic development were studied by
realtime PCR and immuno-fluorescence confocal microscopy. c-mos RNA interference ( RNAi) system was studied by micro-
injection of short interference RNA (siRNA). The results showed that c-mos mRNA increased during IVM, and its degradation
happened around 6 h after electric activation. At germinal vesicle (GV) stage; MOS (protein product of ¢-mos gene) was found
inside GV. There was an surge expression of MOS before germinal vesicle breakdown (GVBD) and at the same time began to
disperse towards cytoplasm. After 44 h IVM, MOS level in the immatured oocytes was higher than matured oocytes, and there was
less MOS in nucleus than in the cytoplasm at 6 h after matured oocytes were activated; RNAi was performed before IVM, and all
the three siRNA applied could successfully knockdown the level of ¢-mos mRNA, which were 0.08 + 0.03, 0.11 £ 0.06 and
0.20 + 0.06 times of the control group respectively, and the quantity of MOS was obvious decreased compared with the control
group at the same stage. Although MOS is not depleted completely, knockdowned MOS by RNAi could induce chromosomes of
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matured oocytes to de-condensation without activation. The study illuminated a dynamic c¢-mos transcriptional and translational

expression pattern during the process of IVM and early in wvitro parthenogenetic development of porcine oocyte, and established a

RNAIi system on ¢-mos gene in porcine oocyte. These results provided an important base for the study of MOS function in porcine

oocyte [ Acta Zoologica Sinica 53 (4): 717 -724, 2007].
Key words ¢mos genes Porcine, Oocyte; RNAi

c-mos F& 5% 8 TG IS TR TR 9 B Jos ik DAL [ O
FEH, LAY (MOS) S 76 s #5576 40 1) 41 e
HR ORI, 4y T 39 kD, 2 AR B A1 MR
PERIE I 22 2 1R/ 75 2 TR G . 22 3L 1) MOS il i
124 MOS/EKR/MAPK/p90™*, 7t B 1} 4 Ji P ¢ 9 54
SRR AT IIRE, 1T MOS XA FR A MAPKKK,
S H HT TR — I8 AR 1 R R T

c-mos mRNA J& 7 2E K 1 GV ¥ 59 BF 40 fg b FH
M BEJE ek, W (PG) HIBLF,  c-mos
mRNA 3-UTR X &4 2 B IR AL, JF A6 R I R A
FEHUf R &G . )P 50 BEGE i MOS AR 52 21
SRS, H i A 2 H APC/C E3 JE 4L
PO MOS 1) 34 i i, ik 2 iz 4k,
A 268 B KRB N KA. 2 5% - BREK
fiftli At CUPP) 15 Y B E8 73 24 1 vh 3 2 )5 3 1)
BT R T oy AP S S A I AT B R T BE 1
Fl: 2SN B4 L GVBD J5, MOS 1 Ser-3 #% fif
R4k, UPP & 42 A fig iRl MOS i Al #6  F% i
(Sheng et al., 2002); MPF oA 73 24 ps e 13t A
) A LABEER 1k MOS [ Ser-3, M I 51 REAN A 1t 38
iE)G, UPP 4% X A3 4k, 1M eyelinB £ LA K&
MPF 3% P AEH0E 5 10 min 5642 2K, HLJS7E 20 min
Z N MOS M Ser-3 % W M tk, MOS # F% fi#
(Tunquist and Maller, 2003) . 1E MOS B 2 Ja bk
U5 mRNA B ARS2 2030, BFCE A 22
T 3°UTR 74 N 22 2 MR H R (Propst et al. »
1994), FI MOS A HERIIE.

Sagata et al. (1989) H{XK{E MOS 5 CSF (41l
bR T W SRR, S MR BL
CSF K, Ik B MOS 1F A 7l & 280, 171
SRR 5 B85 A ON BEAE i MIT SR A . 1994
WAL R I % S mse B/ B e-mos FEK, IF
TIE B e ah 356 R (1 /0N 6RO REAN B 25 R 2R 1B R BTG
(Colledge et al., 1994; Hashimoto et al., 1994). I
I JUFEAE Emil-APC/C LA R H KRB D i 12 CaMK
Il /PLK1/Erpl/APC/C AR FIISEMELS CSF % 1 FE
FINLER 2 6t 7 20 5§y o4 1k o B R E
(Rauh et al., 2005: Kishimoto, 2005). A i 18 i
MOS &A% 2 3 i 78 2 K Z Wi A8 5€ Emil 5 ede20 (1)

APC I G 4K 57 CSF ¥EYEHT (Paronetto et al.
2004) o IR KT pOO™K ) A S A4 A4 58 A i Bk /s B
BEAT oM, RILIKLE/IN B O REA0 M B8 1E (5 W A5 M
I ] (Schmidt et al., 2006), WFL3IY) T MOS &4%
FE CSF R 7 Hp it 2 S 7 38 ) S 5 o

WF A 5 B P 1) S R 7 vk adk — 20 e 1A
MOS {EAN [] ] [a] AN 6] 9 Fip v 2 5 T g 19 &2 2% kS
AW E A RT-PCR- % %€ 6 0k 31 3 AR AL Il
JHEVEM G BR REAN I T e-mos BE PR 5% Je i 3R 0A
RO, 15 U sIRNA T-HLI 77 v 5058 G =1 40 (1)
c-mos FEF AT HETL, 4 MOS T RE 1) B BT 1 75 %4
P, TR, 8 ST R0 O RE A M R 5 3 R )
RNAi WA R .

1 MRS TTA
ARz BT PR AU BR3BTS4 T Sigma

A,
1.1 SPREAH B R AR %

J& SESH U O 31, TN I 35°C A2 3
KA, 2 h WiB[EEEE = . FURERIE 2 mm - 8 mm
K EHAAIIE A IO REAI ML . PVA-TL-HEPEs ¥E¥%
FESERES N PRI 0N B UKL M 22 T 2 J2 1R 01 Fe R R
MM AR (COCs), S8 PRV AR I 52 50 kb 21 5
THGAR IR R R . AR IR N TCM
199 (Gibco BRL), ¥ 0.1% PVA Cw/v), 3.05
mmol/L D-H & #, 0.91 mmol/L A Bl &4 F1 75 g/
ml T8 G LR A FHH AT : 0.57 mmol/L
PR, 0.5 pg/ml R EAAELE, 0.5 pg/ml 2
BRI, 10 ng/ml FFAEKKF. AR TR 4 h 0
YN REAT A 2 B 0 40 i 5, 48 FLIOS B AN IS
B 2 IG5 77 W PZM-3 ( Yoshioka et al.,
2002) kAR, WA B 1 mm -2 mm JPIET
G0 REA e i), 75 7E PVA-TL-HEPEs " H AR B8 1
H N SR Z B I, SB R Phak onv, WO
REGH R A
1.2 siRNA [H# it

WHE 3 c-mos FE A (X78318) /7 41, ff H]
http: //jura. wi. mit. edu/bioc/siRNAext/Z L [f]
SIRNA BB B 0741, JFH NA + N19 1k
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WOk, wHEmMIX (CDS) X, #3)))%ZH
(Thermodynamics) K. GC & &1L 35% - 60%
Z I FHI, A6 NCBLHEAT#53E 41A5 21 Blast B
XF, PRI R AR AT G ) = AN 7 A A e B
R 2l siIMOS803 (nt803-825):  sense/S'-GCC-
UGGGCAGCAUCAUCAUATAT-3's  antisense/5"-AUG-
AUGAUGCUGCCCAGGCATAT-3";  siMOS1171  C ntl
171-1 193): sence/5’-GGCUGGAAGAUCUGCGCUUAT-
dT-3", antisense/5’-AAGCGCAGAUCUUCCAGCCATdT-
3'; siMOS1311 (ntl 311-1 333): sense/5'-GCGGAC-
AUCUACUCCUUUGATAT-3', antisense/5’'-CAAAGG-
AGUAGAUGUCCGCATAT-3 T Ht s 4 i |1 14 % i 7
%] ( Negative control sequences NC) H: sense/5'-
UUCUCCGAACGUGUCACG-3'; antisense/5"-ACGUGA-
CACGUUCGGAGAATT-3'» T T #5134 i bl i

R ARG R AT (Gene Pharma) & /.
1.3 FHFAII B

NIWCER ¥ GV BABN RESA M, 37 B IR (2 mg/
mD AN S E T RS R E 1 he
PRIUTUE SEAE L ORL A1 L 22 BR AV I 1 O R 4 A
T CB (7.5 pg/mD) HIERAER T EAT siIRNA T 407
SIS . BERE RGN Je R E BB (TS-
1000 JeFERMIES R (IM-9A) . A% S H
/K (Sigma, W1503) K siRNA #i B 42 200 pmol/L,
TEBRAER AT 2 ol N, 3 S IR R B S 2
A, PEENE R S pl/bF ER . BT siRNA
TR T, H FAM 264512 1 NC /¥ 5 (Gene
Pharma) V15 09 BEAH A, 5 5% 2 0B RIS AS 03 5
A (B 1D, FEHBEIEF 0.792 £0.0166 (n =
3) I, JFLAIEL RNAL RS .

1 FAM 6HRIC 1 NC siRNA /7713 545 U0 BF 40 25 8 (400 x )

7 S AR 7 FUE S R

Fig.1 The effect of injecting NC siRNA sequence marked by FAM fluorescence into porcine oocyte (400 x )

White arrowhead represents the failure of sequence injection.

1.4 RT-PCR £l

40 e AT SR REA ] 0.1 mg/ml £ 1T K 1R £
R (% BSA) fEH 5 min, SEAFWRERGE T
WA P PR AR o BCH G S B R R, IR K
MU B AT S RNA 38 HU C Absolutely RNA
microprep kits STRATEGENE, CANADA). i 2 4.
2, LBEVUVE, MG ER 2 P, bR AT,
Dnase | {HMC, m R8P veat, AR RS2 vl U AL,
30 pl PEMEHGEN RNA IR RIS b o Bl sk
B 4% W5 (RNA PCR Kit (AMV) Ver.3.0,
TAKARA) T LG AN B0 N 45 PR HEAT . 20 1l R
AR Z H I 9.5 pul & RNA. RT-PCR ( ABI7500,
U.S.A) % MU B 45 (SYBR premix Ex Tag™,
TAKARA) BE4T 20 pl K& PCR Y (2 pl ¢DNA,

0.4 ;1 ROX Dye- 11 Do KUY H K EE K c-mos HE P
(X78318) SWF40 K : L5149, 5'-CCAGGGAA-
TACTTGAGACAC-3"; FUiE51%), 5'-ACATCCAGGG-
AATACTTGAGAC-3'. 1% I N 2 & H2a & A
(BF703857): L¥iF 5%, 5'-CCCTGGGCGATGGTGA-
CTT-3'; N UiF 51 ¥, 5'-TACATGGCGGCGGTGCTG-
3. RV A 95°CAEME, 10 55 95°CALTE, 5
s, 62°CIE KFAEA, 34 s, 40 M. A RK 4L
HWRLL EABES, BRI P25 55 mi i
PCR N, REAN R N = AN 58 42— 80 PCR X &%
LES,
1.5 AR st HOIE S A B REAs

G REZ0 25 bR BN B ORI A0 i, JSE R (i
F_EDs BAER YK 10 mins 4% 2 5 A0
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HlE
o
<a

(PBS +0.1%PVA + 4% Z W) [HE 1 h: BT
T-X-100 (0.2%) ¥ 30 min B4 00 % 1 3
M1 (PBS + PVAO.1% + 1% BSA + 10% Ll = If.i% )
38°C 14 30 mins 1/50 AL ELFGBE MOS —HT (edit
N, SC-28789), 38CHFH 1 h: PBS YLk =X,
K5 mins 1/120 #ikE —H1 (FITC AR L= EHi R Ig
G» ZYMED, 81-6111), 38C W& 1 h; ik e
(PL, 10 pg/ml, p4170) fEJH 10 min; PBS VE¥E M
R, FEK 10 mine FEINRELH M & TP 6 K A
SN, #k DY A R O R TR S P S
B, B R BOLIRE BB (Leica, sp2) WL
NS IR EE T o AR DL R R EOR A RS
X E A S ARG, T Hid Mos Rik
BGAS R PRI G R, 2% Sun et al. (2004)
SIS 25 5, ¥ GV W12 GVBD i 1) 59 REZH i 43 4
WEsF: Vo, A, BAMEXE SIS
B GV Y, H kAT, AR 0 g 6 T [ 26
GV2 Y, BRI AT, 70k b
ETERILA AR GV3 Y, Jett Tkt 4 iVr £ ik
LA LR, RN AT Gv4a L, BHERMGLE
NPl e (R P W N S I % W b
Ko 44 h BRI REAN . R BRI REGE A LA A2 50 h
WO U REGH L [ A FH AZ T & KR R AE MOS Kk & Al
I3 AR GLIRZ R Z TR R G R
1.6 ARt

Realtime PCR 6 ll 25 5L K H 28 i) 224 T 77 v
5347 (Livak and Schmittgen, 2001, A ##s % H
SPSS11.0 J5 7 e B i SA4E 73 A DL R BC R AEAS ¢ 4G
BRI, P <0.05 HlE N ZER R

2 4 R

2.1 JEURRRAN ARSI AT IS c-mos FE K mRNA
I

Iy AIAE GRS % 0 h 24 h UPREAH D, 44 h KK
RONREAN M, RS 2 PZM-3 P 4REEREFE R 50 h
(G TR O REA L, LL A 68 h — 41 i 391 ik Jifs o A6
M c-mos mRNA Bl FsJ 7] 22 15 2B IR

IR TE O h c-mos mRNA CfF Rk, BEE:
FEFEH, 24 h mRNA &2 0 h 11 3.561 +0.526 fi%,
44 h 572 0 h 511 4.948 +0.809 fi%;  HF1F 4 i ATUHE
WO GRS 922 50 hy 53X 6 h W ¢-mos mRNA
UK 20 215, BT MM G2 0 h mRNA
1 0.203 + 0.15 fi5), X @B FEL 3 2-40 iy iR
i (/& 0 h mRNA 1) 0.048 +0.031 f5) (& 2).

S =N W R N
T T — T — T

c-mos mRNA FXFRILE

(Relative expression of c-mos mRNA)

0 24 44 50 68
FEFRESTE] (Time) (h)

2 FEUREEAN ML B AT /S c-mos 25X mRNA = (1)

AL

Fig.2 Changes of c-mos gene mRNA around matu-

ration resumption of porcine oocyte

2.2 PTG I O RESH M A A1 AT fE MOS
R

TEHL LA LA I 5% 51 BE 41 Al MOS % 92 9%
HefE5, PLRAZIRESR . 230 /NI (1 mm
-2 mm) FOPREANML, IEERAEFERI O by 24 h
GURELN ML, 44 h BCGAOERELN ML (M) A0 fl A 5
REgHA (IMD, AE 2 pzM-3 4k a5 97 3 50
h PRI (14 5N RESH o

/NG IEL T S S IR O RE 4 i 2 Bk T gvo B,
X A% XA /b ' MOS £E; 2 mm — 8 mm HPif
H, 208 GV1 8L GV2 U R, b O KE
MOS HKIE 53 A; ARG FE 24 h £ 4 GVBD i M |
FrECBRREAN i, /D GVIL GV2. GV3 ~ GV4 GER}
A, GV2. GV3 KA MOS FF4A 0 ML Rl K
H 2 GV4. GVBD. M [ BB i 50 BE4H g MOS ¥972)
AT TR X R IX o G 7 44 h i MT
PLA IM G BE i MOS 7538 515 73 A T A~ 51 BE
A, BT HOTOE SE 4 1R TV 2 22 Ak 1 5
—UIRE A F )G W, 50 REGE L MOS 17 5 i 5 T
IR ) MO DR REER B . 50 h O REZH L MOS 15 5 ¥k
59, BXHITE S IUHAD (BT : A=)
2.3 RT-PCR 307 41 () 2k

BRES G, RN EFE 44 b BRI B REAH
HEAT c-mos FER mRNA K . = AT % 71 73 5
Aoy si803, sill171, sil311 JFF) c-mos %
Al mRNA 7K V- [ AR A 5 6 I4H CCON,  1.064229
+0.148758) mRNA 7K-FAHLL 235124 0.141 + 0.008,
0.171 +£0.019 F1 0.079 + 0.005, mRNA 2 % B,
AT ITH: X P (NG A o
mos J= K mRNA 7K~V [R) A AR S 6 BE4H CCOND AH
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tbh 0.778 £0.131, A B FEZER, mMH=2"TH
FFHNES U c-mos =K mRNA 7KF 2 # & T NC P

'I.. -

TR

mi f

ﬁ' ;: Ta - l y
E'u g T
- 1
:-I;’___ i -

ddslmise fupr st on

IS (K 3D,

B . B

I )

K3 =4 siRNA TP T RCR

=1171 =151 2 wlA

EERT NLHEITEN

NC A5t B P B AU (R I AL s CON A RS, 7E GV IRE 0 5 BR 00 I (o ok M 4. Bodla At

EF RS 2R B (P<0.05).

Fig.3 Interference effect of three siRNA sequence

NC is the group injecting of negative control siRNA; CON is the group without injecting. Different letters on

top of the data bar differ significantly ( P <0.05).

2.4 T c-mos FEDR 5 4 B BRI A LA & K
WS R BL

= siRNA THLINEEA I - mos mRNA K1k )5,
50T HEZH A LU B AT W AR

F 1 =A siRNA JFFIT- R HE 51 REGH B 1 24 52 i
Table 1 Interference effect of the three siRNAs to maturation

of porcine oocyte

RSYTE-¢

Number of total

SRR

Number total

B (IR n)
Maturation rate ( Number
oocytes oocyte

maturation oocytes of repeats n)

Si803 138 80 0.58£0.14* (6)
Sill71 171 95 0.64+0.12* (7)
Sil1311 121 70 0.63+0.16* (5)
NC 168 110 0.62+0.09* (7
CON 202 128 0.65+0.15* (7)

[ &M A PR ZRARE, P>0.05.
Values with a common letter in the superscripts did not differs P >0.05.
WOLIL IR AR WA B R WX -mos mRNA i
AT TR LG, MOS 1E 44 h 24 51 BEAT b 4
AEAE, (HEV WL, AREMRIERK M B
A G OOARAN IR B2 1 At B A B 22 IR G (4 5T, MOS
BB R 10 O B 40 A e R BT (PR T - K
K's L. L")

3 1 w

Newman and Dai (1996) it RNA BRI VL4
M SR REA I c-mos H5 PRV iR OL, I c-mos 2
[Xl mRNA 71 UF BRSO 30 fo g FEAR . A 5Tmnk
RT-PCR J7 £ HHAT M -mos K [1) mRNA &, i
— W HE T Newman &5 N FIWT T 45 5. ¥4 51 RF40 iy
TE R Z T mRNA SERFEERIN, WO& 5 6 h mRNA
KPR RERA SN S IR 0 h OYBEZE ML 0.203 + 0.15
%, T H mRNA 7K 21 2 40 J R G A7 G RF B
#, I Nganvongpanit et al. (2006) [ FfH RT-PCR
TSy Hr A4 G REAN L c-mos mRNA 1 ¥ 2 4k &
e, FUR IS 5 R 1 Y mRNA i 0 2 35 R 1k,
ER 4 AMENG G A TR IR T FE. Alizadeh et al.
(2005) WESE, /N e-mos mRNA [FIILE LA A AE
I B FE T RAEAE I JE ] mRNA 2578 51 BE4H
MO 5 S bR, LR IS R B 37 -UTR X 3801
RENTCHE S, UHFR T c-mos mRNA 3'-UTR X 3§
X2 BRI B GEFH 1L MOS #3E LLAN, mRNA 1
TR PE e fife A, 2 2 1) O BE 48 0H J5 MOS AN 5
Wra R g, HE—sem = A D B Bl
B, MR HR AR K. OIS, e
RESH 0 LA mRNA B A ) R P2 85X 0] RE A7 AE A
[

ANEUFIR B MOS (B3 /2 7 GVBD 2 Ja A
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FUE 1] (Paronetto et al.,» 2004), HIEAE, AW
FERINAE UFRESH e MOS 7E GVBD Hij il T 28 5 il o
DRI, 7R OF REAH M b MOS & By B 1R I 1) 1
AT B /N BRI B DR REGE MU A7E 22 7 7608 GVOS
GV1 W1 09 BE 40 fg b MOoS = /A T X, GV2.
GV3 AL MOS JF 4 17 i B 9% #, GV4. GVBD.
M [ BBtz X MOS AHXF sk b, i i BT i MOS AH T
BNt I A AR A . MOS 78 2 5 41 B f 24
B HERR T AR IR 3 A AR A AR T e R 4 O R 4
KA GVBD A Ko Verlhac et al. (20000 I#FHRE
B MOS R LA 23 S sk 300 MEK 1 3538 490 o1 9 1 iy
PRAN A RE ST ()38 4% SR B0WE MAPK: 1T B00S J5 11)
MAPK 7] 5 poo™* L [ml e fr T 4% X, @k 2 5 4%
GVBD 1 &£ (Fan et al., 2004). T 6% 12 B X
MAPK PRI A FH = A0 o b & A= 1, TRk
AT LAHEWT, 75 GVBD K ZATEZH MOS K R
ST, AR AT I 0 A I AN R Vi
MITAERE GVBD &4 FORBRE4E I GVBD 2 M I
i Mos &R W R (R T: Ev Fv Gy
D. JNUESIREZHA GVBD Jo, MOS B OR47 11 AN B 4
APC/IC R G, % 38 B % A 1K) i 32 (Sheng et
al., 20020, & UNBEAH M ALF A7 7R X — PR3 i%
s
WLEE SCEE F% 44 b 5 1) B OF RE 40 DL R R
JSCATRT G BEAR M, R IR T ) BT 58 4 1 R ik
SO REA M R 3 Ak T 28 — R 245 W, MOS
HEZ TR RGN . B R ] gL MOS i KA
IR — R AR BA A, 405 O RS A4 S il 2
B )ik KA A3 MOS RIA I & . R RO AT A
X MOS Dy BE 1N BB ST I ML AR, DAAE B 9T
MOS % %t 18 Tk Ty e il 2% >k gt b JLAE - LI, T
RIS WAF AT AT KBTI R I

G RE A B RO 6 h (AR IR S 50 h)
PR B, TR, MOS & KRB,
BB JE b R R P RE A B T 0 JE MPF
TP PR AR, MOS Ser-3 b b J5, wI LA
B APC/C RGEhRICIZ 2, (HJE OF BE4H M b AT 1k
PR DI REIY 268 8 KRG 208 WA HAAE T
M Xt (Huo et al.» 2004), KM% X MOS /b
K5 M5t X AT SR A MOS 43 A1 I 8 I 8
B, AR AT BE A UPP 3@ 42 AN BE7E M G b AT % A
Difepr S8 45 . NI MOS 76245 2 J5 20
min — 30 min P& 5E 4 P f# (Tunquist and Maller,
2003), MIASSLEG KWL MOS 764 UFREAH M DL A B0

J5 6 h A H 705k B, MAPK ¥ VEAE A% 50 BE 4l &
DIPR IRIRESr Z4 005 I 14 h A5 8R BB 05 159 DL 4E R
(Fan and Sun, 2004), MOS J3$R 47 7E 1] B A% 35 40 Ji
58

RNAi A& 39 40 Jfd 7 3UEE RNA (dsRNAD 51
AN IENEAR dAINE S EE HPS NIk TeuR i B RTILY|
RNAi BT822 75 /0N B BI BF 41 A5 3001 i ob ik
AT/ (Wianny and Zernicka-Goetz, 20000, TPk
A G AR —FEXT K dsRNA (> 30 bp) 1~
Az AR e 1 S N T BHL R R A sk 51 R RNA I
AT REAA s i ELOW R AR, mT DA 5 7
KXFATIFH), ardstksg. HartRE i oaqds
N A #& (Cabot and Prather, 2003)+ Z-25 i %,
By oh AT T 2 A & B RNAL B 5T
( Nganvongpanit et al., 2006). 1/ T Z M A1 5]
K RNAi RN 53 1 PRAME B dsRNA, b2
B SIRNA,  TORLE R AN 7] 5 2) 1 304 I K 200
A RNA (dsRNA X Bt—fCK T 300 bp) LA KRG #5134
dsRNA (Svoboda, 2004). AHFFEHT K =AMML2E 5
BT 91 A R F e ik 3 809% KA B, 84
L FIFEAT RNALBFFTIIARUE, 55 2 F B A ) B9 - A
L 1 T e I\ VIR G S s W N N S E
( Nganvongpanit et al., 2006). X} T4 dsRNA T3t
JPH, siRNA BE 9 2D 5% ) 5 55 DR PR 4T 8 2K 3% Coff-
target RN, HER IR, vk R aE e, 9t H
i, TEHIRZRE (3 d-4d), ATLUSEIUE R TPk
B, R UATEREUE mRNA JIT 42 1] (04 %% 1 RF 41 M g
M T JIBEAS « W0E BA R A R RS 8 30K Z 3T 1P
RGN LA LA N R AEAE R, BRI R GER
GG TR FE G B2 B B VR JiE A R SR e s Bk A
RYIs 8
HEML T MoS Rik &, PEOROATIEYER M
FEERETEA, Won AR RIRLE MR B ERE. |
TETF-HJa 1 99 BE 40 i A7 S8 A 2> & MOS 43 A, i
Sy IR AT B R AR A T Be i Mos st &
—ERMRIA, 1 H CRIEM MOS 7E 5P RE4H i 35
TG H AN R A K 5 i 3 B 1) o A AE XA R 4
Bl MOS 5% B B /b, MTT 390 O RF 40 B % €5 5 11 fide ok
AR (T : Ko K'» Le L))o XU
GURES it MOS 76 M [T A& 4% CSF 1B H i A5 4 4
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Explanation of Plate

Plate I  Detection of changes of MOS expression by Confocal Microscopy under oil microscope

A - L whole oocytes.

A’, L’: The zoom around nucleus corresponding to whole oocytes in A — L respectively.

Oocytes in the pictures is: A (A’) at GVO stage; B (B) at GVI stage: C (C’) at GV2 stages D (D’) at GV3 stage: E (E’) at GV4 stage: F (F') at
GVBD stage; G (G’) at M T stages H (H’) is the mmatured oocyte at 44 h (IMD; 1 (I') is the matured oocyte at 44 h (MI[ D; J (J’) is the oocyte 6 h
after activation (50 h); K (K’), L (L) are matured oocytes 44 h after RNAi of c-mos gene at 0 h. Red denotes chromatin dyed by PI, and green denote the
second antibody of MOS dyed by FITC. White arrowheads represent dyeing of granulosa cell nucleuses that are not wiped off in GV stage, and scale bar is 25 pm.
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