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HA47T%E E9H 2002%5H i

M APK {55 & A BN BEAM AR g £ 53 24 i 1 H

T KR HRT WER
(B2 B sh I WESE et S) A B 2R B AR 7 IR KT 956 3, bt 100080. * k& A, E-mail: sungyl @yahoo.com)

s 2R FEE A REMAPK)E — X ZFETEZ M T SerlThr & & %, 78 97 £ 40 j R
oSt AR PR B B . MAPK 8808 W R — 2 7 & @ 38 8 R E L. p90'™ 2 MAPK # & &
A1, 5 MAPK By K364 4 4178 M. MAPK ZE B 20 3480 GoM B (L sE, EM T A B E
W, @I —AKTFEELHEUE. EEHALE. MAPK 5 MPF M3 220 A S L8 2w
MERER. B4, AMES#HFEE WAAMPESEY% EOAB CESRABUNE ABRES, #
7 97 BE 2 R B 4 28 R B i R T MAPK B#E. 44 B 2 T, 3t MAPK 53 H a5

#HEHT TN RE.

Y] ZAEFUEOHEMAPK) IEHEE

i 2L 50 400 B0 B 4 i 7 D 5 vt i R A 5B — UKk
B 2407 A B AL, R A & ¥ (germinal vesi-
cle, GV, Y5 BE 41 it A K 32 258 HL {5 -5 B (T8
AL IR R S, IRE WU, Ak
HIH% %Y (germinal vesicle breakdown, GVBD). Yt i
EEAE | YRR | HE 1SS — A& (polar body 1, PB1)
IHREE MY, B oP 40 A & & R
G ECINME IS AL LU, O R &5 R 2T
I ZHE BB AR, B O R AR R T T
() 25 1 ST IR A AN R IR Ak, 7R DRUER Ay 2L A i A A
P v R OB E .

24 34 575 AL 55 1 B (mitogen-activated protein
kinase, MAPK) X 4 41 il 71 1 7 3% i (extracellular-
regulated kinase, ERK), f&—2&) 17 f#4E T HAZ 41y
H ) Ser/Thr 25 BN, HOBOE O T Thr 1 Tyr 7
B BERR L. 7E MAPK ZiE T i 12 44
ku (ERK1)H 42 ku (ERK2)HFPIVRL, &7 2 5040
MEDRE o 24 ) B L . AL E LU K
B SRANRE N SCE R, X MAPK {5538 #& 75 I 7L
SNYNIRE o SRS RG R AR T T T — RANHSE. L
TEABRATI TAE, X% S0 A 78 45— TF o Fn
B,

1 Mos/MEK/MAPK/ p90" {24416

MAPK {55 R 58 A% 02 J LN 38 11 30 A% ot
WEERIL % . MAPK i (MAPKK, X4 MEK)JZ
MAPK ) B 5r7, b MAPK #9 Tyr A1 Thr
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BRI WU SRR A, MEK o 2 58 4 B 1R 1k T 9k
W, H RIS RR MAPKKK, HETE &k ZFh.
HoA Mos J&—~ 39 ku 11 Ser/Thr & F 3 5, B c-mos
Ji g8 B TN 4 A, R A ME S W A B A0 b AT i
MAPK |- 3738, c-mos mRNA J2 O£k 2 Jifd A5 K i I
FEMEEEMEDS B, fEBURG B P g B, 518 MAPK
Mg BTG LD, HETEmsL s b e 2% M 10
A MAPK KRR, Hb MAPK-1 F1-2 5 504534
KFZEY), HAb MAPK AL £ 255 5 40 e
WA TGS S, WO s e i 5
(stimulation-activated protein kinase, SAPK).
p90'(ribosome S6 kinase) & fx & B MAPK
JEEH, 43 T4 90 ku. poO™ (i # K — £ 41 Ser/Thr
LS RIBERRIL, HRTE A poo™ feE M IE | i A2 |
JIN BRI R 252 50 0 1) 5 40 ol 30 e o ) 90
W T MAPKL/2 BEPER 76 BRUIR B 40 i v 3 47
KB, WSRBHIEAE & A MAPK 3475, poo™
BB BRIk, 78 U0 2R s AU Ak 2 IS, p90™ i
MAPK 25 i 2 2 L i AL, i e 48 AR G /R 25
MAPK X pOO" 1% A S 4k 8 5 VE . MR 30 J5e 7 5
Kl O™ Kk DR FH Bk A /N B AR T AR, A B ok
POO0" IR A A LA 58 A B 1L BR 1 & B AN AZAE . TR
N, shi ik AR 22 5 2 (0 A Ak ad B #0477 AR ik
Fa, OXoF kDR R IR 1 45 SRS T Bk A A BT, T LR R
PO KL [K] {4y fF 55 25 %ot 5 [ i ok B A 3 400 i A BR T
FE LA ™, i BUAY B RE 41 A s R o 5 A
WA RFRAMGE, BR “AIE” HAREWE —UIEH .
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2 MAPK S5 %&n 3 5a)

MAPK TEE T 2L Go/M e AL AR, T AE
BRI X G, WIS IR EE 0,
KA MAPK 9364k % #: 7 GVBD 2 J5 55 GVBD [F]
B &4, Tl MAPK T A 2 e E R (maturation
promoting factor, MPF)i# % 1 GVBD fir &b 1, H i
CFFE I PR /N KB HE . 2FR L IR,
ST —BIAN, BJEEH ARSI R, QTE B, MAPK
P0G K HETE GVBD DL, Jf H& GVBD Frah s iy,
MAPK i Mos 2 e JTCHE BB 240 i )5 3 Bl 2
ISR T. MAPK 7 Go/M 54k v iy The 2 —
JEBH 11 40 it 4> 24 31 (cell division cycle, CDC)ZE[H
;Y Cde2 IR R L. FEAEBR EEAN i, R
Myt 3l 1 57 Cde2 il s IR Ak 1) A B4 IR B
Y bR SPIE P MPF, BT Myt (gaElfEA, IR
fiEn| & GVBD, {HZ WL FeM MAPK 215k,
A MPF AT LAS| A& H B A IE SUSE . X2
Myt ) C R IR AT 5 MAPK 1 F fi7 i i poo™

SSRGS, JRE B MAPK B R AL 3805 5 PR IR
fEId Mytl, TH G, BOEELA XS MPF 4 il #L
ﬁ;ﬂ[ﬂ_

FEFTA DR s (0 L WAL /N BUFITUE)
MAPK I PE 5240 5 1 B(eyclin B) & BUTERT
) | = —3k. MAPK 3#{% )5, cyclin B mRNA 1) #
PR EIEN. &, 4nSRAE GVBD B c-mos i
FEHL =) Mos 1 & il MPF 93 14 7E I 5L
5 — Oy 25 PR RRIR KT, B BRI AR BB E ASE —
TR E AT 2. N G A BH iy v B s o ke ) B9 B 248 i
cyclin B A Bl PR K 2 BT LA, wl RE A& i O
MRNA (1) B35l i B, Zad BRI T H 3 A
B S IX B L5 poly A 43 (cytoplasmic polyadnylation
element, CPE). 7EA 824 DN EE4H i, CPEJ& cyclin B
mRNA #8151, MAPK (94 FI7E T 0T fif 5
CPE %} cyclin B Hi% 4 b 11 .

SR, MAPK X cyclin B i B 1F 52 il
WAE, YIRS B G, IR, X & MAPK
25 MPF #i& B — AW HLER . AR — PR A 2
FiAT BN EE 40 GVBD AR, (HEIX 5 S o
PUE A 2 O E L FRATIAE NG OF B A0 M A4 A B 2 ) S
55 rph R B, FEARSE N H A B EAE T 1 BB A
PRI SR G MR MAPK BTG PEARAR, U B 345 0
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MAPK ffE 72 B0 i T s i g hm = — 80,

TERTT MAPK 50840 2R s e R/, VR
WA 3ATEEEAR T FIRZE. Bk, 7E/NEURUR
X AN Zh W, Mos K EVEF B AR R, 78
HFLsh#H, Mos 7E GVBD Z 5 &, HAF M F 5 &
HeR5 M IR A, WA ZAZTEE IR G 2 GVBD. {H
JEHLR c-mos HI/NREREEAII H A REL B 2 M 1T,
ifi H PBL A HE L 4ER, BEIIFENEFL s b, 55—k
oy BART IR T Mos #E47, HIEWE T
Mos /38R 7E M T /M 1 5640 30 4% — 2 Ve L

Hok, BEARTRATIVRIH A SR ERIE R MPF
(A FE A Rl S Sk, (BAE R R Fe], B E 7] —
YIRS R G R B), BREEAIIE A MPF A7 AN [,
HEEEXT MAPK (MBSt T RE R [R], PR AT 2
LT MAPK 5 3 4 i Cde2 i i i el 42 3k cyclin
A LT P24 A Y Cde2 UG M, 52 GJ/M &%
b, TTE S — 2L sl 1y o9 E 240 i AR 7522 AL

%=, MAPK 5 MPFI/E IR AH B . FERT A 1Y)
Fh e BREEAI A, HA 2% Cde2 i LLUG MAPK A4 fig
B FE 430G . Cde2 7T RE 2 o Rl L MAPK 1)
UG AL Mos. 76 )TVE ) Mos 71, Ser3 5kt
AIEERIL R Mos TG MEFT 06T, 8 0] LISEGE Mos X &
FIK A BTt MPF T REA F:35 Mos ik, — 4
A R AR I : MAPK FE B 0158 1 A8 T MPF
H AR5k, 1 MPF 76 GVBD i i i % Mos, 12
#E MAPK K16 k.

3 MAPK S5kl 3

e BN BE A BRI B o R B R R AT S
A, A5 P ) R A L R 2 R AL AR
4% 4 24 /R s (microtubule organizing center, MTOC)
By RAEBERRAL, MRS R AR R, 7/ N LR B
A, MAPK 4341 76 MTOC FI 2 24 275 R K F 75
e, I EIREO 2O MRS M @ 1T 852 MAPK
JEE. RIETE MPFRIEPERE I 9 2 4F T, MAPK tLRE
5 5 0B 200 i B e € B0 S R 45 R A A A
ORGP & B, MAPK 7E GVBD I % A Wi iz Ak,
GVBD LU I 1 MAPK 58 8 76 BE AR 1 e (o fA ] il 1),
TEFR W YRR |, MAPK 840 T Wik, 762020k
TR NG kRAA P, B SRR BT MAPK 1778
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il

i AR

T4 43243 . 1 U0126 Hl MAPK &S, Y
B B ARHERCR M T ) 25 F 1A 4 TE BB
WA AT BRI B O 2 2 i 2 A
fig (taxol )b ¥ M 1A BREEA i, nf LAifs S B2 A
MTOC, 7EXEEZ 4/ MTOC Hdi s MAPK AY%
409 ik GVBD Hi MAPK [ MiTH,
) A4 & B MAPK 5 St R i MKP-1 1%
MRNA, A LB 1 MAPK 3436, 1 53 /Y 01 R4 4,
REEATIE 0 2, (B2 FRIR TR | Y (AN REAR 47 1l
HEF e A8 M b, T H [ 3 oE 4T IO S 1L Lk
SEISHR R MAPK 25 7w B 25 Rl A () 41 2% A4 45

2 240 i 3 49 O BE 41 0 6 KR oy B4 R X FR 11
X 2 23 24 5 B A S X R E L B B . o R
TR 1432 20 Bk 25 e {4 S22 1 RV 400 ik B o 1 # B A
T B A= RN BRBR BRI, 25 R (AR 7E 41 A He R TR A,
FEAEHERURE — R Z B A2 2 J . 7EJ5 W, ZikRik
AP {B7E mos 2k H B BRI BRRE A A, 27 FRA
TEN B PR IE B LA JG A TFRAE RS, IF FL7E IS 1 25 R 1A
PR, S5 HE — A % R s — ik B
1B B 240 B P 2 A R ) T RS O S R TS SR T,
e M s s A 08 XU Mos-MAPK &4
8 U B A B b M 22 ) 4 B E B, T LR T 4
iR PBL W IEH B B L H E.

AR MAPK 25 R R 415 47 S SL 15 VR A, (H
X F iR T MAPK #8538 ir A1 EE /L. Polo-like
PR (PLK) 2 55 — 281 B A Y g e R 4l 2 1 & A
PG, B M FIHE R EGT RPN, fE -5
A ) 2 R A TR RS Y. RATR B, MEK 11157
U0126 f] LLFH 1E/NEL M T HABREA A PLK 4k
PRI [5) R ERIE RS, W8 PLK AT BB MAPK #1210
BEVEH > T 2.

VT AR SR BRI 5E 26 I, 76 20 M Hb 7 A5 25 R R 2 2
G 0 s, 2N 43 24 4 A I 2 26 1 2 R 4 A
FERHLHI 4E Ry MPF 5, 40 i AN i A 03 205 1.
RESR MAPK 2185 Dl 550 o0 24 2 il (A 4 2 O B 22931,
IRE 76 M Bt 2 B g ER R AL 2 ) I i 1?2 B
R 7 T AR E R AR . AT B, 7E5% 005 40 g o

BN R BIR G5 R . H taxol 75 RS 44, =)
AR bR B RMZZ, MAPK BTG TEIAZ
0, B MAPK i AN 52 277 Hl A 41 2 1) 1 e A
MAPK 7E25 AL 36 1 P BV E IS A R IR ABTIE.

4 MAPK @5 M I IR

cyclin B ([ f 241 i M BASE o B b 75 1, MPF
I ot T e WA iF & 4 1K (anaphase  promoting
complex, APC), APC ff 4t ifs Al I & iz R b5, Fifi
26S ZE [ iU R e A0 B JE BV 26 1. 7 M s 0 B B 4
Jitd o7 A 40 g % 1 [T (cytostatic factor, CSF), {5
BEAN A A DR sy 24P E M T, HHETIAh CSF A
e, MR ZME AR HEY. BRX
CSF HyA Tk A 52 45 A I, {HE %1 Mos-MAPK-p90™
A R OGR4y 1) IS ER TP S Mos mRNA,
AL MAPK 8 po0™ #R A FH 11 Hopt — £ B %L. c-mos
FE DR B /N BRLOW B A0 M AR HEBR I AR & 4 MOIT A RR
T AR PSR PY, MEK $7) U0126 fE
FRO RN I B M T HIRH MY, DL b2 R 3
B], MAPK %75 M 1T Bifg4 FH 1L APC {5 1 241 i
JE R (R g g e ik oy s B2 (HYEE Ak CSF
REAULH MAPK 8§, B — & & AR A
FEAF, BN MAPK SRR7E M T W E 858 2 305,
B> ZIFERBEMAE M T, i M1 S
M T3 22 1) A A 2 60 R b B, 09 6 4 L 5
T 584y CSF 4.

TESR LA, cyclin B ATES S MM 10 3h 7
iz, CSF AR AL AT REFE T-FHAE APC XfH:
Iz £k, B H MAPK R 9 8 115 K- F-
a1z E AW E AR K. AR, Bk CSF
SECT MIUBHHE, (HOREEAN I 2 5 250 M TR
MEIRTTE MAPK B CSF 2if. 7eEBRAMET, o0
B4 g nl M I IRt Ca®* /45 8 2 AR 1) 2K
1% 11 (calmodulin-dependent kinasell, CaMK 1)
S, CaMK TT{E M 3 40 e J 300 26 1 e fie, b ek e
Ay s P2 U, W MAPK 5 40 it 44

1) Tong C, Fan H Y, Lian L, et al. Polo-like kinase-1 is a pivotal regulator of microtuble assembly during mouse oocyte meiotic maturation, fer-

tilization and early embryonic mitosis. Biol Reprod, 2002(1¥ % %)
2) ARSLEGEE R IR
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AR, CaMK T AT L s i A~ il /8 F . Xk
Al LR AT 2 AE AR L 32K A AT ML DL % G
HHEZ PP B, BRI MAPK {540 TG LR,
IR S ARSI M DRk St el 0 24 B
R (CaMK T E &9 3 17 (HZ, AAbLiil
TE S — ISR 2P Bl o3 b - J5 e 4, SR
FRAILHI R - HAE M T IA RS2 R VR 2 X 2E ML S
5 MPF, MAPK AH24KF? B HHTN 1R IX 2L 0] L
Jok Ml

5 MAPK {E3R R

ZAG I U0 BRI S A M T A BH Hi i) A= 2R
W R, 25 00 & A — R A A AR 1L,
A 35 MG U505 2 30 . 20 2R A R R T RS
(23]

TSR, ZHEE MPF IS MR PR AR, i 2
DREEZH AL 2R M TT BB RH i e 2475 19, (B MAPK 7658
TR M e R E T, — BB R AR
FHHT, BREE—A 2257 24 R B0 DNA 5 BUZ TR A,
MAPK 75 ¥ A BEAK, I FL7EH S 00 20 i 8 30 oS
HEL. EAR MPF AT MAPK 14 25 376 J2 1 i S [l ML o] 52
L. MAPK 7E55 — R 5P 2 (i VE A B85,
HOZIPIE AR JG MAPK (1) 48 38 2K 16 X M A -] 3 4% 40 1)
BXARITE. A NEBL, EilgIR ., BE . RS
MR JCEHESh Y, S OEEEA R P ) MAPK 6,
TG 2 B R ETR K, R AR TR S A
J& MAPK $iilAE+ BRI R T, 762 sh i i 47
TE B — LA 2,

FATH Z Ak 27320550175 7 /0 BN B 48 A S8 15
b, Wz, 55Tk A23187% | il
| staurosporine?®, Ro-31-8220, genistein'? Fi1#& [14
ST ) 0 LR A, & PR TE R 2 TR kR
MAPK Q3. 78 FiRd B, & uhm i
(protein phospholytase, PP)#ijiil 5l [X] F % (okadaic acid,
OA)#R AT LABH IE MAPK e FEAZTE . Ul ] ax 4
T2 7 B SR 3 A AN (R B 75 S N 200 Y PICME T AL
HEfMEE RS — N FE A S, B MAPK
A%, 1 H B R MAPK J& 30 A% B 5 i — 4~ R K,

EHRIGEEZEEIRG R MRE, X5
MAPK 7£ J8 5053 24 HAb By BE B9 D REAH — 2. MAPK 2%
TG 2 25 FEE S PR R VR 0 45 %, (B3 B Ak 1k
MORTEM AL R MAPK (1R S iR i, L
SR PP1 I PP2A 17151 OA GEBH.IE MAPK 3%, {HAE
BV HASHE LA I W7 2 3 PR A B R T 11 58 MAPK
AR 3%, AT REAT 88 4 oK & LAY OA HBUSAY 28 1 B R
BEAE AT MAPK 5 M P & 4% G

MAPK F1 MPF 7 B3B3 4 it il -5 524 2 g
TG AR A R D RE 25 L 1

6 MAPK 5 cAMP/PKA 1551814

IR L 50 47 B 5 mp BELVE A6 G S0 190 BB 40 e A4 S
BRI R, T B R WK A2, %t
RN cAMP KR AT L S B0 & M i
fii A (PKAYKIEFTS| & 1. cAMP [ JIE 7 : 254)
dbcAMP(dibutyryl cyclic AMP) | i F5 BR 34k Bl 15 71
E Mk 2 (forskolin) F#E R — s B 55 1BMX (isobu-
tyl-methyl-xanthine) &8 v L] GV HA B £ 4 i #E 14
A R VRE 2. BB H AT 1R, PKA KIG 5
W BRI HLE 5] & GVBD i NI AE.

FRATHEFE T /N . K SRR 2 0B84 it B 72
i MAPK 1H1LIRES Y cAMP {55 & 22 R A&,
SRR, EENNT MAPK DITCIE IR SAETE T
GV HIREE R, 7E GVBD i J5 & A B R AL 1M 4T
MIEFEW M A dbcAMP, IBMX 5 forskolin fifi
CAMP ZKF- Tt 81 )5, GVBD I MAPK ()3 176 43 21 411
i, (HARZANRAE GVBD LR FHINA Bk, sl AFE
RERZ TN MAPK 336, i H LAJS A0 8k o 24 =51,
n PBL A HEL . M T Z AR TR 105, R 2 3
2, X GV ] cAMP KF T A gl MAPK
WS PR R (HRAEE RN cAMPIR AR 2 1
i MAPK §EPERBHIE GVBD i, KAL)
Y1 MAPK #4035 3 A /& GVBD B HIT 42, CAMP3 %
A 2 3 N MPF 30 A BRI Sk BE 11 GVBD.

{HJ2E CAMP/PKA & 48 X /EFEI T MAPK #4756
WE? FRATTA IR, WAL TR D40 i cAMP K-
FIIEIES I A OA FREWT LLTEik PKA #i& X} GVBD F1

1) Tong C, Fan H Y, Chen D Y, et al. Parthenogenetic activation of mouse eggs induced by cycloheximide is calcium-dependent and can be

blocked by okadaic acid. Acta Zoolgica Sin, 2002 (15 % %)
2) ARILIGE R KGR
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iF

FSH LH

MI
&t GyM  FTILHEER
ety PER:3
AHRCRRRE
1 DNA 4l ©

#Ers MII

|

AR2RAE. ZRA
470 DNA 54l

Bl 1 B R M2k 2 R MAPK Fl MPF 597548 18 & MAPK () AT BE4E

MAPK BB AL MR . 55 41, PKC 3 7045 8O
[ C(calphostin C) BB — K43 #% dbcAM P BH I 7£
GV U 1) B B 20 B K A ek Bk oy 24 ax s g R
CAMP/PKA &4 ] figil if — 1~ OA sk iy 2 1 W iR
fifg 0] 2 00 MAPK #%3%, Wi H PKC thrffgx 5
CAMP X MAPK 1% 1 f i 5 B,
7 MAPK SEARNE C

21 P A TR T R O BT A Sh O E Ab r
DT, BB T FIEANERE. 4k PKC fE
S Cat Al B 1 #4315 5 ok ik £ 1 56 1 B3 3k
M1/ EBOVRI R B 19 GV B 40 it Hh 40 % 30 Ao
PN BTE PKC LA, GVBD #5204l %7 F M 11 3
PB4 A, Ak B AT DA S IOME S 5T B2k R A
B PKC A 387G e S foff DI -RJ: 401 Jd BEL v 6 D 5043 224 14y i)
W1, 1T PKC Hil MAPK {5553 5352 5 08500 240
7, JFHER MAPK BZ4&FESHRENCILA,
IR PKC Fil MAPK W] 6878 U1k 240 i 5 20016 AL 19
S S R AR G AR R T S 4
FISZHE: XTF GV HABIEEANAE, PKC #iE A 7E i

GVBD (R At ARLBH I T MAPK RS, Xt T
M IT B0 B4 i, PKC 7 5 9 OI0ME 15 1kt £ b %5
MAPK [R5, 1 IITEREC 2t fE v, PKC 3T
FHH T MAPK K- 17E R

HREFRATIAN MAPK K& PKC 74 IE:4i i
TIIRE o R ME— BT, R TE GVBD Fil MAPK
WOm LUG FEFH PMA AR FROREE40 i, AT LAAE A B
MAPK & MR8 G0 T Bk PBL HEjik, i LA i i X
GVBD Rl /e AT REth A2l d MAPK SEELAY,
K MAPK JE/NEBE E:41 I GVBD i b . fE&IA
h, PKC ] fEJ&i@ 1 MPF, 1 JE MAPK 453X B4~

TEFDT T MAPK 5 cAMP il PKC Fifi5 5 &2 1)
KRG, TTRESA NI FEREN G . B — R 5]
REMHI AL 2 GVBD, JFEwimfilsife i MAPK
. FRATHL R PREE PKA B PKC BT LLG X MAPK i
B Ve A R LI T GVBD BI455E, cAMP Fl
PKC Fif5 5@ 5 MAPK 2 [a] 1] B8 JF 3 B B R AH
HAEH. ARFRATAUIL M5 3 10 TAERRR B, M B

1) Lu, Q, Smith G D, Chen D Y, et al. Activation of protein kinase C induces MAP kinase dephosphorylation and metaphase-interphase transition

in rat oocytes. Biol Reprod, 2002, 66(fF & %)
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THCERAE 2B O B A0 M A A2 AU LA , MAPK A5 fig i IR
IEH K B I FL S, W PKA Fl PKC Y30 76 0%
oL WREE R MAPK J64k, XA il /8 FH )
FERTLARE PP #HHI OA Frsifilk. X FHH PKA, PKC
5 MAPK B EAFE & AE O 5T i RS AEAE R, i
REIH GVBD 1y ] HE45 1Y.

8 MAPK LRI

B PO 5 1B R A X A A A S S Y Y
Ko & Bt Hoz, Hatnk e, HBVE e i
R AR AR R S S R
Kz —. BEATEREE 1o 2A E 2 /N B OPEE4H i b
YoE e, TR PP JHEE MAPK % M Fifig
AR PP Al DL 1 ERK 1/2 4 75 28 R ik L 2= W IR
1 K 3% MAPK. PPL 1 PP2A i3] OA m LIS 4
e RIGTE PKA XF GVBD 1 MAPK 3836 i 3 il 41 F,
I ATIN K PP XF MAPK Ay 3110 il 4 1 Ak F
CAMP/PKA (1) T iiF. OA 7] LA EU/NE M T 3 25 ki
AR e ZE0. RIS 7 BB 240 i 32 0 sl IOME V5 1k A )
OA tifig (i iz 2, YetaFilEsE, MAPK HHTHUG .
OA HJ I UIEE 40 il GVBD 1 MAPK 3475, 35
BRI 2 OA ZEFE 5 ~ 10 min J5 MAPK BIg %, i
HEMELE MPF G PR IIGIAE AL T OA {hRETE &
GVBD % MAPKEA. DR FR A TN Sy 7 B B 200 i
YIRS 53 AT AEAE— 25 I B R BRI MAPK
T VELE], OA 155 GVBD Il NEBD #RJ&id i 78
BRI HLED,  MAPK  SEEUE0E A, SR e A B
LT /& MPF, i MAPK BTG AL S 30 1 B0 40 i
) Go/M %4k, {HZ: OA KbFR{E MAPK #HT#EIE,
MAPK 7524 GVBD 5] & K F.

9 &Lk

MAPK F1 MPF P~ 55 2 1) 25 11 0 76 U1 BF 20 it
WA B T ZFEER, EATE X
SR Z K A W ER. N5 Fhsh i on &
24 P 98 5 5 L B i N 20K A A IR 240 ] BT I A
MAPK [ 3476 1 76 B2 HLA [ AR A, R
e to R E MR, I R SR A7, U
HRRAE W UORE 2 2 8], MPF 236, {H MAPK 134

1) ARIHEFFRRITR
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Frmn sk, W78 4 © LI a] AR 1k 2 6 5T 25 SR 4 AN
DNA &, MTIERIE 13000 200 1E AT F1 52K
PE AR PR R AR RPE. BORE R BRAE — SE
Gy g R, p0™ A F MAPK [ R, AT
MAPK (AT BT b, skt H AR S 40 i 1S
S W TS T T I (4 MRS - B 2 P e ) 2R B
T

W 7L 3h W v SR A5 5 5 S AT ST I vE e TR
ToH A S ) AR S5 A Sh W i SE B BF e, AR Z 5858
S5 IR FE T B G A0 R AL AR, Xk Dl 8 2R
SN DI BETE T BUAIRA BR . R AR 0 R T
O 7L 3 P AR X i L i 20 4 BB 24 D A A 28 A
WP I ANE, EAEE I, O R R e —
N0 T RBRR, ZA5 5 W AR — k5 A%
1B 22 R AR B AR, H AT AR T A RO
ST MEAERE e U B AT B
JRy FR A& NATTXE A= i 3 Sl A Jot ) S TR AGARL. ey £l
SR BT AR B R AE SRR A 5 A A e T
(4 R %, W FL Sl W) 3G e RIS 5 S B A E R
B IEAE SR Bl of TARE X IR LRI LB
IR .

BT ATENEREARELMARTEENXES:
G1999055902) #n [ &} % I 40 iR 4] ¥ T R (HOE B
K SCX2-SW-303) % By 7 H .

z % X W

1 BRAIT, . R4 deat: Blefl i, 2000. 22~44

2 Sun QYY, Breitbart H, Schatten H. Role of the MAPK cascade in
mammalian germ cells. Reprod Fertil Dev, 1999, 11: 443~450

3 Kalab P, Kubiak J Z, Verlhac M H. Activation of p90™ during
meiotic maturation and first mitosis in mouse oocytes and eggs:
MAP kinase-independent and -dependent activation. Development,
1996, 122: 1957~1964

4 Tan X, Chen DY, Yang Z, et al. Phosphorylation of p90™ during
meiotic maturation and parthenogenetic activation of rat oocytes:
correlation with MAP kinases. Zygote, 2001, 9: 269~276

5 Dufresne SD, Bjorbaek C, El-Haschimi K, et al. Altered extracel-
lilar signal-regulated kinase signaling and glycogen metabolism in
skeletal muscle from p90 ribosomal S6 kinase 2 knockout mice.
Mol Cell Boil, 2001, 21: 81~87

6 Palmer A, Gavin A C, Nebreda A R. A link between MAP kinase
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