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(1. N ERRZIGRE R ISW 2SR, N5 IFRERE 01005952, NS EERR 22 E B B
Ko Bk, N5l PEATIEHE 010050)

(# Z]  BH®: SO #0755 0 8 F S 3 (SGK3) 7E /)N BN Bk 20 i 55 — Y9 4 47
WA E R, 020 BT SGK3 7 1 ZL 2 9 B9 B 40 i 0 & & b iR AL . s RRDE HEER 4
ARARBCE KW (GV) WA/INELERBEA M, )T 5 400 S 5 AR K 38 38 R M4 A1 5% 5% 3R A5 19 SGK3 mRNA
TR GV B R M, 4R X BB 4], Tris-EDTA 2w (TE) 41 #1 SGK3 mRNA 41, & i
Western blotting 75 I 4% 2 /N B P B: 40 il o SGK3 T H £ b /K F, BHUESH SGKImRNAJF 1, 2.,
3H4 h WL EE I T34 4L O B 40 2 R Wi 24 (GVBD) 3R, 3R] SGK3 470 AR T 3001 1) 52 56 0 ¢ 4% 2 Y
BRI AR, R Western blotting ¥ K5 I AR S5 1% 55 AS [5] B[] 5 51 RE 248 g b B R 1k SGK3 (pSerd8)
(SGK3-pSerd8) FIw g {40 e /3 2 M E 1 2 (CDC2) (pTyrl5) (CDC2-pTyrl5) & F£ kKT
S S5XHAMTEA L, SGK3 mRNA 4/ U4 il b SGK3 8 H R A KFFHm (P<<0.01),
WHESE 1R 2 hisk GVBD FTHE (P<<0.01) . SGK3HuAH: Bl 525, B % SGK3 Pt 1A i i 4
hn, 2% 2H /N BRBP BE 2 GVBD #& 5k B2 AR MERE AR . 1 33K SGK3J5, 55X A LA, SGK3 mRNA
/)N B OB 20 B T A TR B CDC2-p Tyrl5 8 11 38 (Y B ) 22 217 1 he AR AR Bk B SGK3 P/
MG, SR, biE SGK3 YUk B T+ m Mat [ g 24, /N BROBEE il s CDC2-pTyrl5 & H %
KK B FEAL (P<<0.01), SGK3-pSerd86 & [1 £ ik K FZE Wi 7H & (P<<0.01) . Hw: £k
SGK3 a] P13 fn /N 690 £ 40 s GVBD %, Itk CDC2-pTyrl5 B BB e 4k, 1 CDC2-pTyrl5 Y i 5 iR
LI T SGK3-Serd86 (MR 1L . SGK3 AT REM: Jy CDC2 F i 98 15 [ 12 55 98 5 /1 BB £ 40 it 45 — UK I
B2 AE .
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ABSTRACT Obijective: To discuss the role of serum and glucocorticoid-induced protein kinase 3 (SGK3)
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in the resumption of the first meiotic division in the oocytes of the mice, and to preliminarily clarify the
regulatory mechanism of SGK3 in the early development of mammalian oocytes. Methods: The germinal
The SGK3 mRNA,

obtained from in wvitro transcription of expression plasmids, was injected into the GV stage oocytes by

vesicle (GV) stage mouse oocytes were obtained by superovulation techniques.

microinjection techniques. The oocytes were divided into control group, Tris-EDTA buffer (TE) group,
and SGK3 mRNA group. Western blotting method was used to detect the expression levels of SGK3
protein in the oocytes in various groups; the germinal vesicle breakdown (GVBD) rates of the oocytes in
various groups were observed and calculated at 1, 2, 3, and 4 h after microinjection of SGK3 mRNA ; the
morphological appearance of the oocytes in various groups was observed by SGK3 antibody dilution
inhibition experiment; Western blotting method was used to detect the expression levels of phosphorylated
SGK3 (pSerd8) (SGK3-pSerd8) and phosphorylated cell division cycle protein 2 (CDC2) (pTyrl5)
(CDC2-pTyrl5) proteins in the oocytes cultured in vitro at different time points. Results: Compared with
control group and TE group, the expression level of SGK3 protein in the oocytes in SGK3 mRNA group
was increased (P<C0.01), and the GVBD rates at 1 and 2 h after microinjection were increased (P<C0.01).
The SGK3 antibody dilution inhibition experiment results showed that as the increasing of concentration of
SGK3 antibody, the GVBD rates of the oocytes in various groups were decreased in a concentration-dependent
manner. After overexpressing SGK3, compared with control group, the time when CDC2-pTyrl5 protein
expression could not be detected in the oocytes in SGK3 mRNA group was advanced by at least 1 h. After
treated with different concentrations of SGK3 antibody, compared with control group, as the increasing of
concentration of SGK3 antibody and the extending of treatment time, the expression level of CDC2-pTyrl5
protein in the oocytes was gradually decreased (P<C0.01), and the expression level of SGK3-pSer486
Conclusion: Over-expression of SGK3 can increase the GVBD
rate of oocytes of the mice and accelerate the dephosphorylation of CDC2-pTyrl5, while the
dephosphorylation of CDC2-pTyrl5 is later than the phosphorylation of SGK3-Serd86. SGK3 likely serves

as an upstream regulator of CDC2 and participates in controlling the resumption of the first meiotic division

protein was gradually increased (P<Z0.01).

in the oocytes of the mice.

KEYWORDS Serum and glucocorticoid-induced protein kinase3; Mouse oocytes; Meiotic division;

Cell division cyclin protein 2; Germ-vesicle; Germ-vesicle breakdown

OB 200 JH0 1) 980 K0 202 il 3L sh W A AR b =
KEZEMWLTE, BHHECRBNEH 1A e ) s R
MR e M s B B B — R A LR L
KB, WA Z I T Bz
— SRR B R AR 3 R 22 B 2 R o
B IR Y s AR T R A R RO
W W% 3 (serum and glucocorticoid-induced protein
kinase 3, SGK3) & —Fh 22 22 /75 2 B &5 11 B
TE B A YR S 5 FE R P 5 s 5y . 1 R i fg
Bt WL B 3- ¥ M (phosphoinositide 3-kinase,
PI3K) /8% iR JUL s A i P BB 1 (phosphoinositide-
dependent kinase 1, PDK1) /Wi ZL sh ¥ 5 08 K40
HHE AW 2 (mammalian target of rapamycin
complex 2, mTORC2) {5 =il B KT W8 15 H ¥,
SGK3 #¢ PDK1 fl mTORC2 4 5| #£ Thr320 #
Serd86 i iR A, WG L IIEE . A MR W 1 Bl

(cyclin B1) Fgufe 2L & H 2 (cell division
cyclin protein 2, CDC2) & ¥ 7 I £ 43 % 52 1 ¢

B F . cyclin B1 A CDC2 3[R/ 41 Al hl 24 F
A (maturation promoting factor, MPF), MPF
B R T TR R 3 AT D B A SRR Y e

iU M CDC2 Ul AF 7RIS, AN B g 005

HAEMCDC2 5 H AT WM FH M EAH (cyclin)
ih e, CDC2W Tyrl5 kA Luimie, A H
A WEEIE M T i LR Ak T R X T B R 4 B AR
— WU ET B O, WhoE Y R T
Vg RO REAN M, SGK3 RE ELHE IO 41 i 4 24 J8 191 2
1 25B (cell division cyclin protein 25B, CDC25B),
S CDC2 1Y Thrld F1 Tyrl5 £ S B BERR AL, T
B EMEA B (cyclin B) -CDC2E &9, 12
HE A ML G,/ M 45 R SR K . AR L Bh
Py o9 B 40 b, SGKS 2 75 i 1 42 ol a3 T
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CDC2 A HE 51 B 20 M (4 s A K & w0 AN, CF
SGK3 7 /IN BB B 20 i ys 44 o0 240 52 v i 78 i ok
UAHSEHE . ARAFSE B AR T SGK3FE /N BLOP B 4
0055 — R B o 0 S VR FH B AL, O i —
B ¥R R SGK3 5 41 i J& 1] 3 45 54 [ CDC2 Z ]
MR E AR, ke — 25 BF 5 OB 41 MU 5053 24 1) 43
TR A JC 50 10 3R T B S Ak 4l .

1 #MHE5RE

1.1 £%HH . 2E2RXMNFNE BRI RSPFH
3~A JR W MEPE /N6 R, AR 15~20 g, AT
S ERF RS g o, S R AT IE S
SYXK (%) 2020-0003. Z# 5 [fi i 2 P B i %
(pregnant mare serum gonadotrophin, PMSG) (&
A G AE AT ) , MB35 32 W T 620 AR 1 1R
(dibutyryl-cAMP, dbcAMP) (3 [ Sigma A 7 ),
MG 55 35 - Py M2460 (522 I A YR A TR
22 d)), SDS-PAGE B i bk i il 125 & At 4t 2
H Marker (b5t R ERFARA T ), RIPA &
FI O M. A HY Ll BE %0 (phenylmethanesulfonyl
fluoride, PMSF) . B MEIN 0% . A 03 1 8
(bovine serum albumin, BSA) F#§ iR ik 2% wh &
(phosphate buffered saline, PBS) Tween20 ( I ¥
MR REYHANF), Tris-sEDTA Z WK (Tris-
EDTA buffer, TE), + “heREGMH (sodium
dodecyl sulfate, SDS) . SDS-% P4 ¥ Mt I %58 i L 7k
(SDS-polyacrylamide gel
SDS-PAGE) HH EHZ K (5>) (Bio-Channel) |
Tris-base fIH & B2 (Glycine) (&M ¥ A ¥ B 5
FHRRZAA), 0.45 pm NCHE (2 75 BB b E A BR
Aw)), SGK3ufkMf CDC2Hifk ([ Proteintech
AH), B B fk SGK3  (phosphorylated SGK3,
p-SGK3) (pSerd86) #t 1k A # B2 fb CDC2
(phosphorylated CDC2, p-CDC2) (pTyrl5) ik
(35 [ Affinity 2 7 ), B-actindifk (&M ¥d
R EWBARAR), HRPARIEW I ESi bk (L
W AEYBEARAFR), ECL k2= k6l &
(22 Piece Biotechnology 2y F)) o 35F1 60 mm I i %
FRlL (Rt W AYRHECA R AR, A s
(HA Nikon A ®]), #H2E W68 (H A Olympus 28
A), CO Ml IR (T8E BINDER A R]), #1E
WUKAE SR A D), AR 20 HLURNEE S 43 ok
S (f#[E Thermo Scientifi 24 ) ), 3 H HL JK Al
FBE L A 8 g AL (32 Bio-Rad A F]), E&

electrophoresis,

i R (2% E ENVIRO-GENIE 24 #)), REREP
BAC (P ETHEMA AR, Bk (hEJEEE
RITHIK A RAFD .

1.2 DMEAFE@mEYRERESR WI~4HBE
Wi & SPF 9t /N BL, EIETEST PMSG 101U, 48 h
J 2R FHBUHE IR F i A B8 /N B, 70 79 000 B B A 2R
HEKW T, AR BT, B 1 mm E 58
SR 555 B9 5 v B 37 BH B, ol O R 0 AR R
P s B0 BB Fe 40 A, 2 B O Rk 40 R B R
P 4. Bk AR 2 B ERJE . AR 29 80~90 pm
ROBPHREAIAE, $4= &0 (germinal vesicle, GV)
RO A $5 BT A MB 85 35 3L BT ) 90 1 B 5 QL
o, B TEHIRAER CO,MFEM TR, MTE
BLELL

1.3 SGK3 & B # 4k o) 4 £ il % & 1 SGK3
DNA, Bl 50 pL & MK & : 10X QuickCutBuffer
5pl, Fik 1pg, QuickCutApal 1 pl, ddH,O
39 pL. 37 ‘CHEHI 30 min. % i # & 5 min. JN7&
HEE K (20g-L7") 0.5pL, 10%SDS 2.5 uL,
SRR/ 5 4, 12 000 remin ' B .0 2 min,
¥ EEMERZEPE T i 1/104 K 3 mol- L™
e g (pH 5.2) 13 A% 1R BLI 6 K 2 B U 3
—20°C. 15 min; 12000 remin "&.0> 10 min, # I
WiE, 4°C. 12000 remin "B 15 min, FAVEAAS
SRR . B PEL A DNA SR AT R A% 5%, i
il 20 pL 5 SRR R 41k SGK3 DNA 6 pl,
T7 Enzyme Mix 2 pl., T7 Reaction Buffer (5X) 4 pL,
fNTP 6 pL, RNase Free H,O 2 pL. & T PCR ¥
b, WEBFRFN3I7TC. 3he FIRARTMAL L
DNase |, ZBEDNABHR, JinPoly (A). RNIAR
100 pl: R BIRAY 20 ., ToREEREEK 30 pl,
5X E-PAPZE i 20 pL., 25 mmol-L 'MnCl, 10 pL,
ATP¥% % 10 pl., E-PAP#§ 4 pl.. RNA P24 4fifk
R Z 100 pL.: SGK3 mRNA 21 pl., RNase Free
H.O 67 pl, A 10 pl,
Purification Assistant B 2 pL. ¥ W R RBIR A
A1, AT JCK B 300 pl., RAIEE T —20C
VKA R UTTE ; 4 °C . 13 000 remin ' & 0> 30 min,
7 W, MA 1 mL Wi 70% LB, R A AR
A, 4°C, 13000 rmin ' B.0> 10 min, 3 i, HE
=BT RNAVIUE ZE W . H Nanodrop i
OO TR YO (A) X RNA B
af E TR, A (260) /A (280) K 1.8~2.0H

Purification Assistant
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4ifb RNA, nfHFREER.

1.4 B#ESHSGKImRNAEHE DA FmIE
% &R % #3 # (germinal vesicle breakdown, GVBD)
& F» Western blotting % # @ 97 & 48 i ¥ SGK3 &
G &%k KF+ K H Eppendorf Transferman . f3f £
YERGEHAT WA N . SEg 4 R B . TE 200
SGK3 mRNA 4, B GV ] 59 £} 40 g it A &%
200 pmol-L™" dbcAMP [ MB 5 2 W, #0041y
00 1 W OE B TE M SGK3 mRNA 43 9 7 A
GV W69 BE20 i 57, S50 i 5pL (REEZ R
20 pmol-L™"), VESJEHAEAFIHIF (dbcAMP)
M) MB }5 55 W 8E 3R, THS OB R4 GVBD %
GVBD 3 = By 24 (1 5P 1J: 20 g %50/ 00 1) 40 g & 5k <
100% (n=100) . & l Western blotting ¥ % iiF
SGK3 mRNA i &3k & 5 oy . e il 24 gl , e
100 pL. RIPA ZL#BMA 1 pL 2 A B . 1 pl
W MR W 2L i W AN 1 pl PMISF, FREITR A) . R HUE
FH, XA . TE4 M SGK3 mRNA 4 5 £ 4
MOCT MB B R 5 5% 1 h J5, R B9 B 40 % %
4 1.5mL EP&Y, 4°C. 12000 r-min ' &.0> 10 min,
FLIEW, AR RSB, B0 10 min,
FE ARG A SDS B M 2 - 1IRA, 100 °C
AW 5 min, 5 Marker 23 3l A SDS-PAGE FL N £
R, AL 30 pL, #EATH K. £ 80 V. 30 min I
120 V.. 60 min £ FHIPK, 45 05 R I ELH
4°C. 90V, 200 mAfEFIRHE 2 h, WKW HEE R
NCIE, MBI EREANCE 1L, AT : 1000%:
BEBIPT SGK3 AP B-actinbifhk, 4 CHE LR, H2K
FENCHERE A 1+ 1 000 #: B ) HRP-1L £ 30 4 1gG it
e, ZEFE 2h, R TBSTIHWRA &H B &
i NC B T, EAR 3W, MK 20 min, %
BRI ECL AL 2% & 617, >R FH Bio-Rad % i
WAL 755, DL B-actin VE NS H AT BT,
T3 SGK3 # [ R ik K F . SGK3HE A RILKF-=
SGK3 A 45 JK B {8 / B-actin 2 71 455 K 15 .
1.5 HAEHBHHERULELZ B DATFHETYS
A W4 pL SGK3FLIR I A %A 96 pl. LMB ¥
FRWH EPAE IR, MRUCHEC i v B2 23 i 1 25,
1:50, 1: 100401 : 200 Ay SGK3 HLIA&H B, H
T WAL i 412 BT A i VAR Ve ol AV 1) s %) DL U
W 33 pL N A % 35 mm MG L SR, R B3 AS
I SGK3HUAR By X BRAH o K B (9 GV 1 B B 2 i
A BT IS (B SR b, SR AR 22 W OB A 35

1. 2. 3F4AhBIREEOI R GVBD 1§ 4L . P
B 20 R AF T 1 D0 AN 45 20 B0 BE A0 U S R

1.6 Western blotting 34 ] R ] & /8] & J~ & 97 &
4 # P SGK3-pSerd86 #= CDC2-pTyrl5 & & & ik
RE KRR L, 2. 3814 hk OPEE 4 5L RS
Z1.5mLEP&H, 4°C, 12000 r-min &> 10 min,
FE B, A 100 pL RIPA 2@k . 1 pL 45 (A g
R, 1 pL BRSO 1 pl PMSE, 2.0 10 min,
EREL HLYk, 4°C. 90 V., 200 mA B HIEFE 2 h,
W 26 7 2 NCBE, H AW E R B 1 h; K
A 4b B A NC B A 1: 1 000 % B B9 SGK3-
pSerd86 Bt 4 F 1 = 500 i B 1) CDC2-pTyrl5 HT ik
B, 4ACIHERESR. KA NCERAL: 10007
BHRPFRICIgGH, ERMWE 2h, H TBSTH W
XA P& NC B T, A 3K,
K 20 min. UL BN ECL k2 & 6k 7, F
H Bio-Rad & %1% 245, LA B-actin A NS, 4r#r
BEAKWREE, TR EMERRBKE. BRI
BARKKF=HMWEAZNWKEHE/ NSEAK
R BEAE

1.7 %# %% % KM GraphPad Prism 9.0 4 i1
WA AT G20 B . B SLR EE 3~4 K. /D
FUBHBE 40 Bl GVBD R DL H 4 R £ w, 4100 R
FH K56 o B9 FE 41 SGK3, SGK3-pSerd86 il
CDC2-pTyrl5 & H &k K VP55 IES 534, L
rtsFoR, L YLIARE A B H R B K 25 4y
Br . 20 D) R AR B 80 P H AR ) LSD- K 5 . LU
P<<0.05 W ZESRAGIH¥E L.

2 & B

2.1 HM>RAIFAEmMiE P SGK3IE G k& KF
5xf M4 (0.692+0.003) M TE 4 (0.757+
0.010) %, SGK3 mRNA £ /) i 59 £ 40 g
SGK3 % 1 £k K (1.1954£0.010) B & T+ &
(P<<0.01); SXPMaltbsr, TEZ /R0 L0
H1SGK3H HRILK 2R LG E L (P>
0.05). WK1,
2.2 2@ EANE@BRENEEGVBD &
il SGK3 mRNA J5 Kzl GV 1 /)N BB AF 41 i A
[ i 8] 55 GVBD ., Z5 R BoR . WMIESE L,
2. 34 h44l /N RO EEA0 I GVBD AR K T 5 .
WAE A LM 2 h, 55X B4 M TE 41 b,
SGK3 mRNA 41/N R4l GVBD Tt (P<<
0.01). W1,



HOCFE, . SGKITE/N IR L S — U s R4 4K b i 1 B L 895
1 2 3 Mr #£1 BES SGK3 mRNA J5 A [F & [6] 2 & 4/ B o0 &

soks D o= - 55000

- e e o

Lane 1: Control group; Lane 2: TE group; Lane 3: SGK3

B-actin

mRNA group.

Bl 1 Western blotting B &3 SGK3 mRNAE & 2 h
JE & AN E A SGK3IE AR KR KE

Fig. 1
protein in oocytes after 2 h injection of SGK3 mRNA

Electrophoregram of expressions of SGK3

in various groups detected by Western blotting method

2.3 AEAHMEZANRATFTFBELBIEAN
SGK3-mRNA VES 2 hm, #H2 Wi N s,

4l GVBD %

Tab. 1 GVBD rates of oocytes in mice after microinjection
of SGK3 mRNA in various groups at different time points
(n=100, /%)

GVBD rate
Group
(z/h) 1 2 3 4
Control 53 76 90 95
TE 51 73 91 96
SGK3-mRNA 784 94™> 96 100

"P<C0.01 ws control group; “P<<0.05 vs TE group.

Xt R4 A TE 445 A F 4 /0 BRO00 R 41 jg R & A=
GVBD, {HSGK3 mRNA 474 2 h 5/ BUEE &
M E & L4 GVBD, WK 2,

A B C D E F

A—C:1h; D—F:2h;A,D:Control group; B,E: TE group;C,F:SGK3 mRNA group.
B2 #H2BHMEWEEHIES SGK3 mRNAJE 112 h 4 41/ B0 841 fjB SR (X 100)
Fig. 2 Morphology of oocytes in various groups after microinjection of SGK3 mRNA for 1 and 2 h observed by

phase contrast microscope(X 100)

2.4 RRABHEEEADANFHMGVBD £ R
SGK3 H 440 i GV 1 59 B 46 il v SGK3 1Y K ik,
AR e (12200, 1:100, 1:50H11: 25)
SGK3 Bt M i 1 e Ab P I 45 41 B0 11 41 s GVBD 3%,
gEREoR . RAMNEFRL, 2. 34 hit, Bfi%E SGK3
PR MR B 14 I GVBD 6 52 v B AR PERE AR, 5500 R
AL, 1: 100 SGK3FLARIERM 2. 3fi14h, 1:50 K
1: 25 SGK3HUAMEM 1. 2. 314 hif GVBD R EJFk%
it (P<<0.058 P<<0.01), W3,

2.5 Z B ERERE SGK3H AW D KI5 4m
OB AL GV R0 BRI AE R E R 1 2 200,
1:100, 1:50F11: 2509 SGK3 P & tp A 4h 15 5%
1. 2. 3F4h, FA2 WM T WEIFHE, 1hif,
X REZH AT T 2 200 SGK3 iR 2H Hh i 1k 2 Kl BN B
R &4 GVBD, 1: 100 SGK3Hu &4 v &6 43 /8 B
B BE 40 I & A4 GVBD, 1 : 50 SGK3 Hi kA A /> %k
/NI BRI & 2E GVBD, 1 : 25 SGK3Hp A4
/N BB B4 L -F- R & 4 GVBD. 4 hisf, xffid4l
F1 200 SGK3HTAA L /)y B DI B 240 i JL-F- 42 88 &
A GVBD, 1: 100 SGK3Hr A4l o K &8 43/ B OP

100

- Control
--1:200 anti-SGK3
_80F * —1:100 anti-SGK3
= N -+ 1:50 anti-SGK3
E 60} - 1:25 anti-SGK3
2 *
s sk
[a) 40+ o
§ sk
O sk *%
20 s *k
*%
0 1 . . |
1 2 3 4
Time(t/h)

P <<0.05, "P<C0.01 compared with control group.
B3 AIRE AR & A/ BN 40 B GVBD %
Fig. 3

groups at different time points

GVBD rates of oocytes in mice in various

Y% £ GVBD, 1 : 50 SGK3 Bk £H b3 43/ i)
YU BE 4 & 2E GVBD, 1 : 25 SGK3Hi ik 4 /b
/N BUBR B 40 M & 4 GVBD. AR [A] B JE] 51 s 25
SGK3Hu A4 /N BLR £ 41 s GVBD % 8 g A%+ HAth
KW WK A~T7,

2.6 & SGK3JE R F et ] & & 41 K97 £ 4 e
F CDC2-pTyrl5 & & 2 A H A SGK3 mRNA 4]
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A B C D E

A': Control group; B:1:200 SGK3 antibody group; C: 1:100 SGK3 antibody group; D: 1:50 SGK3 antibody group; E: 1:25 SGK3
antibody group.

B4 MHEBBBEREAFRKE SGKIFUARIER 1 h i 4 4/ RN 4T B R H(< 100)
Fig. 4 Morphology of oocytes in mice after treated with different concentrations of SGKS3 antibodies for 1 h in

various groups observed by phase contrast microscope (X 100)

A B C D E

A': Control group; B:1:200 SGK3 antibody group; C: 1:100 SGK3 antibody group; D: 1:50 SGK3 antibody group; E: 1:25 SGK3
antibody group.

B5 AHZBMEEWEARRKE SGKITUALEM 2 h i & 41/ BU5Y Ak 4 MU 522 3L (X 100)
Fig. 5 Morphology of oocytes in mice after treated with different concentrations of SGK3 antibodies for 2 h in

various groups observed by phase contrast microscope (X 100)

A B C D E

A: Control group; B:1:200 SGK3 antibody group; C: 1:100 SGK3 antibody group; D: 1:50 SGK3 antibody group; E: 1:25 SGK3
antibody group.

B6 MHZERMENEAREE SGK3FAIER 3 h i 45 41/ B0 41 P 532 3L (X 100)

Fig. 6 Morphology of oocytes in mice after treated with different concentrations of SGK3 antibodies for 3 h in

various groups observed by phase contrast microscope (X 100)

A B C D E

A': Control group; B:1:200 SGK3 antibody group; C: 1:100 SGK3 antibody group; D: 1:50 SGK3 antibody group; E: 1:25 SGK3
antibody group.

B7 AHZEBHEEWEASRRE SGKIBUAIER 4 h i & 41/ B0 AF 40 MBS 2R BL(X 100)
Fig. 7 Morphology of oocytes in mice after treated with different concentrations of SGK3 antibodies for 4 h in

various groups observed by phase contrast microscope (X 100)

N BLBEBE 40 M sP CDC2-pTyrl5 8 A #3518 e Hoy SRR, SGK3 mRNA ZH /)N B 5R B 41 i
SE1ThE M AT, XA M TE 4/ 5O AE 40 HR I R ) CDC2-p Tyrl5 85 22 3k By i ] 2 /b 2
g d CDC2-pTyrls FEH R IKEREHIF 2 h 58 2 Ailh. WL S,
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FOICF, . SGKITE/ RN R 40 ML 5
1 2 3 4

Control — Y

TE -

SGK3 mRNA

B-actin ” “ — S—

Lane 1:1h; Lane 2:2 h; Lane3:3 h; Lane 4:4 h.
B8 Western blotting ¥ #ll it 35 SGK3 J& & [F] B
18] £ 2% 4L/ SRR 40 M B CDC2-pTyrl5 2 H Rk
kA
Fig. 8 Electrophoregram of expressions of CDC2-
pTyrl5 in mouse oocytes in various groups at different
time points after over-expression of SGK3 detected by

Western blotting method

2.7 BN ERFKRESGK3I ALK Em
Je s CDC2-pTyrl5 & G R&E KA S IA LK,
1200 SGK3HUIARLL /N ELBR & 41 fifl ff CDC2-pTyrl5
56 4 B WE R AL B M C 22 R, 2 h 5 2RI A 2
CDC2-pTyrl5 HEHE 5; 1 100 SGK3 #it & 24
/N BRLBP B 4 i CDC2-pTyrl5 8 %3k 2 h e JF
AU, 4 hog 4l 1: 50H11 1 25 SGK3 ik
ANERCERRE AN M 1. 20 3 A4 h B EEAG T )
CDC2-pTyrl5 & FKL, WK 9,

2 3 4

1
1325 SGK3 antibody [ A e
1:50 SGK3 antibody [ S S
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