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(cyclic adenosine monophosphate, cAMP) [JAE %, s SRR N cAMP [1I7/KF . Uk 4 - 11 C BUR) K
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F (maturation promoting factor, MPF) &b T-AEVEIL A, S 25T 1 I 7 24 BH 70 02k 1« 2 35 R K (luteinizing
hormone, LH) U ]t B — 77 T B# A% 1 BE BRI AN - NPPC /KT, 55— 7 T 1 90 50k 40 il 22 24 55T
1k 25 1405 3/1 (mitogen-activated protein kinase3/1, MAPK3/1), P& ¥IB#A% 7 SRR cGMP FIWKEE, 1
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The first meiotic arrest and resumption in oocytes

CAI Jiao, GE Wan-Wen*
(Department of Reproductive Medicine, Lanzhou University Second Hospital, Lanzhou 730030, China)

Abstract: During the first meiotic arrest of mammalian oocytes, the Gs-GPR-ADCY from oocytes stimulates the
generation of cyclic adenosine monophosphate (cAMP) and increases cAMP in oocytes. Natriuretic peptide
precursor type C (NPPC) and inosine-5'-monophosphate dehydrogenase (IMPDH) produced by granulosa cells
stimulate the generation of cyclic guanosinc monophosphate (cGMP), which diffuses into oocytes, inhibits cAMP-
phosphodiesidase (¢(AMP-PDE) activity and maintains maturation promoting factor (MPF) as inactive. This
inactivation results in the oocytes stop at the diplotene stage. The surge of luteinizing hormone (LH) decreases
NPPC levels in mural granulosa cells and activates mitogen-activated protein kinase 3/1 (MAPK3/1) in cumulus
granulosa cells. Both of them decrease intra-oocyte cGMP level, then result in hydrolyzation of cAMP. The
reduction of cAMP ultimately activates oocyte MPF for the successful resumption of the meiosis. This review will
discuss how these two cyclic nucleotides regulate oocyte maturation by blocking or initiating meiotic processes, and
provide an insight into future research.
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RE AR JrEaT O, 52006 I 308 A P AT
YUY, IEHTINIE R B R INEN B, AR R
B SRAT K IR 7 R BE T INEE — IR
73 L HT IR R R BEAN i FL R A S R AR AE T B BE
N N AL BB R VA, B RR O AR R IR
(germinal vesicle breakdown, GVBD)”. GVBD #1 5
IRV & G Y =R RS i BN ey ¢ %
2, JFPHME S — O R P I B R

1 DREHAARSE —IRB 5 A

1.1 SPEEMEAESEE —RBE S HEFTPH
1EA
L11 cAMPIK-V [T i AR5 A 22 1) BE

Wi L 30 47 32 O IR %) A 24 L 955 O 96 5 44
R UL ZH B AN O Fe ORI A0 A, = S AT PR AR A R
HEFF (cyclic adeno sine monophosphate, cCAMP), cAMP
HEN R BEA A 4 F Rl A2 1 R F (maturation promoting
factor, MPF) FJAETE RS . RIGH) MPF S 25 1)
21 i BEL VA7 7 5 — ROk B8 73 RT3, EL 3
LH U [ B 330 3R IR PR 34 46 8% (adenylyl
cyclase, ADCY) i 71 6 M 25 BV I ml LA i BN
G BEAH i 5 A 44 (cumulus-oocyte-complexes, COCs)
H cAMP [7KCE U2, geAh, BRI AR &
TEEFURI AN cAMP /KR, T HAEm 742 RE
BB oA 1 4% $E 85 1 43 (connexind3,
Cx43) (5345 B, I 6 8 A 2 K cAMP {5 5
FH DNV 4 20 A 22 O BEAH i () B ZE R 2R .

SR, BEFLR I, OF BRAH M 5 5 Y Gs-
GPR-ADCY 2% K s W2 B 7] 7 4= cAMP. B4k
Gs | A5 3%k 45 4 % ADCY J& 72 2E cAMP 1
FEo /INER P DN 6 1) O BR A A B Gs iR ER Gs
BRI RIS SECT RIS R R E
Gs S AR S FFEAENE, GPERMMRE F 1) Gs = H -
1HIESZ 1A 3 (Gs protein-coupled receptor 3, GPR3) j&
FERF VR MR E R, GPR3 AR 4R T /R
SHREZH M P S 7K F ) cAMP,  FEAS T UKo 2L 3k
F2 Lo GPR3 /0N B (1) 91 R 4 i 76 5% 00 52 OV o
B KWE 72, s I8 B4 S GPR3
mRNA J& W0 # 7T X A % B K, Akl
(germinal vesicle, GV) F| MII [¥] 5% 51 B 41 }fo rh 46 2%
ALK 2] GPR3 [AA1E, FEETEST T GPR3 $75E
B/NTFHE RNA JGIRE T2 s [z, YPEESH
flE % GPR3 mRNA f# GPR3 i 34 - Uil T ek
By U, At IR BEST I R G T 7St % B GPR3

(1 TR T 4N CAMP [I7KE, /K cAMP
O] 7R E KR © BeAh, RIS KR
/IR BN BEAH A RS 3 55— A GPR SRR ——
GPRI12. FEHTCsE 59 BEZH A i 325 1) GPR12 fH
157 220 7% S s 2w E P SR, AEF
GRP3 B T Bk S 2R E . GPRI2 S (1
/N BRIF A 2 B AT AT B R 0 A 5 1,
X Uk B AE /N BN BEZH L R GPRI2 [ & I A 2 LA
YEFEIREY R B P

YR EEYI L, ADCY #2& Gs & [ 5| 2 Gs {5 Bk
ZHIEAE ARG . ADCY 2 4 T ik = B
HRAF AL cAMP, M TH 24 R P BE 40 g b s KT 1)
cAMP. /)N B R K BR BN BE 20 B A ¥ Rl R 0 E)
ADCY3, fi B $kr 21 i A 5P e 0kr 40 i A LT 46
WA F] ADCY3 i) mRNA fI& (i ik . b,
ADCY?3 {5 [ /N 5 1 -RE 41 B 7 44 22 B 0 o
ZUPH A (ORIIR, FEAARAN S U0 BEA0 A B & R
g U ax gk LS G2 s8R BRI ADCY
T P 0 ) S ek o SR BRI T A R — B AR,
ADCY3 i b /N bR BE VA 58 4 11 B A4 A 988 73 24 BH
i, WIE TSRS P REGE L B R SR, X TT BE
Je T HAth—2% ADCY Bift, @1 ADCY1 Al ADCY9
(0 22 4 . ADCY3 & K B A P ik — A6 300 1 £
ADCY WA, Ti7E/IN B A4 P9 AT DLES I 2 5 Fift ADCY
WAL BT BRI 9 AN G L ES 45 4 ADCY,
2011 4E, Tresguerres 25 " 8L 7 — Fb ml 75 1 iR F
FRIALIE (soluble adenylyl cyclase, sSADCY) 1 cAMP
SRR VZAFAE T LB P o AR R A o i
44 ADCYs BI85 / #5158 FIR R, sADCY
o)A TR T AN A0 RS, S2BRIR SR B & -1
. JTAER, sADCY 7 1 A B 4 i o B4 2
Wz BE T, T LE B REAH M A 4R R LR IE
Atk sSADCY 7E BRI & H B AE PR 2 AR 5 AT R
KBTI — KA

cAMP- 1 2 — Ii5 1§ (cAMP-phosphodiesterase,
cAMP-PDE) /2 5 GPR-Gs-ADCY — 2 /E Fl £ i cAMP
(1) — A~ E ZE§. 4N cAMP-PDE 13 16 4% cAMP
LR AN AMP DLFZAR OF BE 40 i A cAMP K-,
A, cAMP-PDE [ K35 A ] 447 51 BESH i 4 17K
S cAMP, 4K 11T 4E R Ik E > R PR . T LB
A7 TE 11 AN BAR AS TA) I  e — IE  IR) CT
(PDE1~11), #/bJ2 i LRI 20 i B i) 22 K g
. BEAREAIEAF 140 A g 21 rp 22 S PR RIS R
W, AH R E A KL 45 4. A kT PDE4D M
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PDE4B & 1o T Uy FEC 20 fi . R 50Kz 400 it 1 B9 0
K4, PDE3 XA TUpRE4nfurh >, PDE3 f55
A P 00 ) 550 G 9 I e 4 AR A BE RN . /N BROFH
1) COCs B AR EE (denuded oocytes, DOs) Ft15 1 5
BESH L 9 cAMP (197K 7 35 BRLAS T 98 55 5 2 1% 3k
g 10, x4k 515 PDE3 i /) B 01 RESH i 75 14
P B A b BEL BB Uk 5 43 5430 72 O RF T 5 SR — s U
GPR3 /2 /)N 5 1 REZH it 4 45 ok £ 73 24 BEL A BT 75 P06
SEEE, Btk GPR3 R/ NREIAAE U, 4R
I, GPR3 Fl PDE3 [F] B i B 1 /)5 B 50 e 30 L 0 2
B IEERIKE ", PDE3 A1 GPR3 Rl /N i I f
5t %, PDE Fl GPR-Gs-ADCY AH H.#p i it 15
I BEZH L Y cAMP [ 3R B SR 248 1 o £ 23 2 1 B
DA T A% 5 AT 2601 G B 40 8L T 3 gk DA P A g 12 R 4
FRRE 2L (B 1)« (1) #51L1% GPR3-Gs-ADCY
2 Bk S N 7R A ) cAMP A 75 B REZH Al 5 cAMP 7K
P Fh 5 (2) PED3 3 14 0 90kl BELAS T 99 BE 41 B
CAMP [FJ7K . 4% 38 1% 3L R 1 FH K B 38 41 it BEL 4
TE 28— YRR 240 A B 26 A L &5 LH D& HE 3L
A UKL IRE T 2

MGC cac

cAMP —» PKA —» NPPC » NPR2 QJ_

Cx43 v
IMPHD

!

HX cGMP-PDE

IMPLGMP—» GTP —» cGMP 1 ----- -

GPR3-Gs-ADCY {5 5 ¥ 5 1 GPR3 Jz H it f4&
(1 45435 4 T GPR3-Gs-ADCY 12 5@ % . GPR &
B3 K P 200 B T 5 68 2 1 K0, B T A 2 B G A
W, BFEE T K. WEMAKET. Fl, i
AR & — 487 1 GPCR g SMEC A, =5 BEALHE 5 1M
WENEHR . VA MW AR A B 4 =R IR EL AR AN i
B 1- Wil . BT KIN, GPR3/12 (FC A Sy = B iR
PEB AN S ST 1- BERRAE T/ SO RRAE L, %ER
T ONEREAN M B R R UYL X e g B 5 E A )
GPR3 8 GPRI12 £ T/~ BRI K B R RESH g 5] i
TURE A 2 R B SR, /N R OB
11 FH G Fr S0 240 L H 2 AT I B GPR3 A S B
1- B2, F, GPR3-Gs-ADCY 25 2 5 A2 i P I
SORLA ARAT AR AR B R X — 45T T il — Rt
1.1.2 MPFyE P [ B AR 4 R Dokl 73 24 11 BH v

IR L B 407K P4 ) MPF /£ GVBD 1 5 5 £ 4]
Ji Rl AR R $E EE AR . MPF 2 i 1 AR A s
K H ¥ 1 (cyclin-dependent kinase 1, CDK1) F14H
J# JE #1454 B (Cyclin B) 4H i i 5 i — 584k, Horp
CDKI1 Jy 4k W3k, Cyclin B Jyiff 5 ¥ %, CDKI

Oocyte
ligand
GstGPR3/12
ODPFs
ADCY
AMP +——5——— cAMP Tq— ATP
-- cGMPt—»cAMPPDE  TEA
@ @ ®
CDC25 Weel/Mytl
CDKI1 » CDKI1
CyclinB » CyclinB tj_l
al
APC/C MPF

Inactive
Meiotic
Arrest

(YR REHNE H £ [FIGPR-Gs-ADCY FlcAMP-PDEHH H/EF A ficAMP, =ik [Z [FIcAMPIE L T PKA S iR CDK 1 iR fk; 4k,
APC/C4f#Cyclin B, {fiCyclin BEVGTEREMK. P SLRIMEFPEMPEA THRGILAS, B&E S TIREU R RE;  (2)BEBUR 40
JiH FINPPC L B B ks 40 FONPR2AISE &, 159 T cGMPHIZE . cGMPHEN B REAI AN c AMP-PDE/K ST 1, T
YU BEAN AL A cAMPIREE, 55 T kB R OBH T (3) 0P BEAI AR SS 43 A Rl 155 T NPR2AIIMPDH 4 A,  IMPDHAE{FIMP #%
{3 GMP, JYNPPC/NPR2 RS 8 L iKY . thah, IMPDHZESR: 1 P HX /K, TTHXZEcAMP-PDE/K fift filg 1% 11k
IR, BTl T ORI N cAMPIKF, 55 T U ALK L o

E1 SPERRSE— IR R o
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R A 58 I 2 R IR FI TR R ik 2, (HH A B AR
A BBEETE, LS Cyclin B 454 K H Thag ™,
YR BEAH i R ARTE SR B, cAMP ZKF [ T 0 R
F M A (protein kinase A, PKA), FEBERRALAIE L
% Weel/Mytlo 3X Fhfid /8 B B ik Sk f4 40 a7
24 JE M H 25B (cell division cycle 25B, CDC25B) &
i, 1 CDC25B /& CDKI1 (1% 71, 21 CDC25B
B B L A ] CDK [ 22 &0 R A 75 20 TR 1o TR 10 K5
MPF 4k £ 75 B3GR &S . 4l i 4> 24 A 2 1 25A
(cell division cycle 25A, CDC25A) 75 I £ 43 24k &
W % B AR ], Sole £ P B FE W], CDC25A
A DAHRPT cAMP A1 3 (138 7 R FH A . SR, EAE
YU REAR s M E R M ANTE 2, 9 CDC25A i
KRN IR AR B Bk BY. M2 R, CDC25B
i B 2R PR P /N B E TG 14 1 MPF S 850k A E
WA BB R 2 P B4k, CDC25B AT
GV W09 BEAH M i 40 ot - IR AE GVBD RAERTA
AFERS B A%, T CDC25A £ GVBD 2 i &4
R S e R E O T an iR Rz P [, CDC25A 7RI
o R I D B AR SRAE AR BRI B — A E
Ji T

Cyclin B 3@ i J&5 #2352 & 4 / 41 P A 0 4k
(anaphase promoting complex/cyclosome, APC/C) A
W7 4 B i, Cyclin B V& £ 1 B2 K5 5 7 MPF (1)
TEHOIRES B 00 O R 200 Fi L i 76 28 — IR o 4
FIRTIH. APC/C & —FhZ WAk E3 iz :}iEHmg, W
iz m R AR E AR E B b, R R E A K.
T YR BEAT i Jek B > it FE b, APC/C @Rtz ZALhs
WY, TE 2 Fiid 77l Cde20 fi Cdhl 4H BT,
P Cycelin B 25 1 4R E 1) D box, Iz Rk
| Cyclin B #5H I, fif Cyclin B # 26S & H i {4 7K
fifF, MPF 3G T . /N EPREA A APC/C /1 &
ff] Cyclin B F&fi# 7532 Cdhl 1125, Cdhl 555
SRR IR S R P Rk, BR T B
ffi CDK1 %%i% 4k, Cyclin B fF#f## 5330 1 MPF
T B BRARG, VR S (R PR O BR 48 M FH i £ 2 —
URIREL o 24T IO I (B 1),
1.2 AEPERIESES RIS M P AER
1.2.1  ¢GMP#Ii|PDE3A [ /K i v

Wi 7L 29 47 B9 B 240 i DA 552 B9 73 55 HH SR BROPE Ak b
BRFRmE HORWKE T B 2, IX SR B SO ) e
YR, o S B R 2 PR R O o SR i, A
P O BEA B OR A R R AR AR . (A, X
LA 5 1 S b BTS2 2 B 5P BE R L cAMP 4EFF 8

SRR AR IS . EBT LA, BEILA I O REZH
it A #01) PDE3A 5 14 1¥) cGMP 2 FH 5 6 J50RL 41 i
P ECEI . 5 cAMP —#E, cGMP RAE4ET
FUAZ 20 M A0 5 A 4 e e R K I R 28 A5 . cGMP
TAE S RIAMLEG (guanylate cyclase, GC) I1EF
H GTP A4k 1 >k, 1M 48 ffd 9 cGMP- % B8 — I8 g
(cGMP-phosphodiesterase, cGMP-PDE) A ¢cGMP 7K
fifto DRI, RESURL 2N B AT O Fr 0K 41 B HR A R
cGMP i A\ GN BESH S 4011 PDE3A f9 K il 3 7, A
T 2447 OFREAH B P =19 B2 1 cAMP, - B 20 B BEAH
Pt BEL 8 7 55— VRO 2 4T3 B R TR 1),
1.2.2  NPP/NPR{5 517 P # N cGMP& i

T A SRR 7L 30 4 B I A Ok IR B R A A 2 A
(natriuretic peptide receptors, NPRs) £ 5l =141 i 3k %1
Iy ZEPHE R EEAE . B 8H NPRA (NPR1),
NPRB (NPR2) £l NPRC (NPR3) 3 ffi. J i NPRA
1 NPRB /& GC %4, 1fi NPRC /&F GC %44, #
NN — P BR324k . NPRs VG 46T 5 40 i
Jo R L 7] 95 S 45 1) 4 i (natriuretic peptides, NPPs)
(A ELAE F o R A IR 2 5 A0 465 40 o5 ) A K (atrial
natriuretic peptide, ANP). fXiH|¥4/ik (brain natriuretic
peptide, BNP) H1 C ZIFEA)IL (C-type natriuretic peptide,
CNP) 3 Ff' % ik ## . NPRs Al NPPs AH B {F J i it
NPP/NPR {5 5 7E 1 17 5P S cGMP & a5 5 2
YEM .

B R 20 L O o UKL 48 B AN DR BE 4 i
NPPs 1 NPRs [1]i6 £ 2 15 78 1 15 9 20070 2 BH i
RIFBEZEM. N ADBRAEH R TR, NPR2
& NPRs F i i B B B RS2 4k, £ 270 T 01
FrURL 4, T L [FYR O AR NPPC A BE RIURL 41 A
ik, Mogessie 25 ™ #f 70 K, NPPC Al NPR2
RAZ/NER I T 2L BRI R, JREAROR AT
O REZH A R B T 2% L B B AR RN GE BB RE o Ut
4h, BN NPPC 5% [ 4R 4% 1) COCs H B
FeURL4H B |- NPR2 (1314, Fidad F s o0 BBk
4 ffs b cGMP [ 7K FFEES 1 U9 BF 40 i 19 5 K R
#PO X SRR FRIE COCs H NPPC 155 5P -
FORLAH AL - cGMP B4R, FF9 B O RESE B 4E 47
PR BRI B4 2 P, R R, Ot
200 i ek B0 7 28 B0 BEL VA 7 O I 4 40 i b NPPC/
NPR2 {5 5@ % 1/ F

SRR L O BEH M RN BRI IR
PLT NPPAPY, {HJ&, H ATk 7E AT 59 40 g
I ARAG I ) FL T e 1 52 7K NPR1. KL, ARZRIA A,
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5 NPPC # L, NPPA AJ GE7E A1k b R FEAS A 1)
YERT . BbAb, 4L NPPB 0] DL LAFF) & A # i 7 2
AR S/ R e ORI A cGMP [ 2E R 4ERF
/IN BB R A PR ok K 43 2RI BEL R, T 3 ol BEL i A T
DA NPR2 #7758 A i % B0 3 AT R (K R F]
KGR R T 5 () [R5 45 753 0 L 3h 0 () NPPB Al
NPPC E A &R sF k. #lin, 4ihid NPPC Fi{A R
H ) mRNA FHILEN /N R BRI 2 A A Y
H2,  H A0S 2 0P 32 BRI B 3R 1k NPPs
FINPRs F i 7t 2 3 NPPC/NPR2 15 5 1@ 1 .

AT /N BRI NPR2 AV 76 Sk 48 i | 3%
i, FURREAA AR 2] T NPR2 mRNA, {HE,
NPR1 11 NPR3 {/5{) 7 Ui B ki g g 2=k B esh,
INBRASE B 70 R R B NPPC A4 7 COCs 4%
%, WXt DOs BEA A Y, xaEm, MR
K& NPPC A T O e FORL 20 M 110 A 72 BN BE4H .
HZ R, Ao i 7R B, NPPs ZKEE/ A (NPPA
NPPB m, NPPC) sk 2 & 18 F -5 f i 2y
A, BAE/RSMEFE 3 h J5 NPPA Fl NPPC i
FETH T T U0 B R 40 B A R BELR R cGMP 1) K
7, £%9% 6 h J5 NPPA Fl NPPC I BHAS 1 5 £E4H
P cAMP KT &, BAES T I 20 K
82 PY R JERIAR S B T i 45 SR AT R A2
T iR Zh R £ 16 3P0 %+ NPP/NPR 15 5 3 i 1) )
5 A B9, SR, 5 — A Franciosi %5 P
WF5C 2 BH, NPPC 1] LLAE 2% 2 51 RF 41 ffd o £ 43 54
MR I BE G IV R R B RE 1. AN, X
26 POV 7 AR g RE I i PR I B T NPR2 (9 RIL, F
H AT DA B UKL 20 i Sk Y ¥ NPPC 3lE i 22 80
M, REFM RS — e, B2, Wi
AT il i NPPC/NPR2-cGMP-PDE3A 13 5 il
K15 T cGMP IAERL (B 1), 2AT, A[FEZhY 9
Y41 g - NPPs/NPRs 3£ 3k [ A [F 47 42 A R E 13 1R
W
1.2.3 IMPDHI ™75} & N cGMPAIHX 1] & ik

G Fr 50k 48 i o IMPDH. 346 2 5 59 BR 20
WE S ZLPH A . IMPDH J2 5 7 1k 52 1 04 45 B )
FRIERE, FLE -5'- B2 (inosine-5'-monophosphate,
IMP) {44 85 1 -5'- iR (xanthosine-5'-monophosphate,
XMP), XMP /£ GMP & B ff1EH 54k GMP,
b 5 8L — R VI EE N, GMP #4554 GTP, 1
GTP £ GC 4k F2E % cGMP. 56 T 7E M BN B
RN BT 5T R BT, IMPDH 5 52 10 Jid S0 B 30 41 71,
WKIE ST SE B BRI R, 80T 9N RN sk A o 2L

PR AR R R BT Sttt X R AR 77 1
FH P BT 1R /0N BR A 51 62 T O R 40 i gk £ 2 240k
R, AR TR SRR R R B
IMPDH 4 4 il £k 43 24 FH Vi 0T BE 2 3@ ik DAR 9 A
RAE A (B 1) : (1) IMPDH @it 4 IMP 74
B %2 U 7 0k Z i NPPC/NPR2 £ 4t () JEE ) A 4
i O R 20 PRLIRCE 2 24 BE A 5 (2) IMPDH 447 51 R
FRYREE MRS (hypoxanthine, HX) fJ7KF, HX & BBk
4 B R ERER A SR, T AT S A N cAMP
PRI FBE 8 el 25 23 24 A BEL AV T 70

NG O AR HX K N2 EE R . R IMP
A DL I M Sk A S 2 B T HX AT B
SR1M, TE COCs Ht IMP [ 4= Bl 5 B0 42 M Sk A &
o UM HX B9800 A 58 75 54 P9 019 5 40
(R, AEZ, ARAMHEIRNR B HX 0] DL 0
il CAMP-PDE [ 3 ¥4 2K Ft v O BF 48 s N cAMP [1)
KP4 R Uk B 2L IR BEL , 1T 3k o BEL A A FH 7T DA
i 1T IMPDH # 1) 771 ok 336 % B9, ix sl o B3R 0,
HX 512 1) ek 5 53 54 B # 42 Bl 37 - F NPPC/NPR2 %
4, {5 #E5%  IMPDH % ¥ (1) #%. 7 K K,
IMPDH il i 2h 4455 74 1) 78 57 1] B 6ok it — 25 43+ ik
H oy R P LA — & .

N T R UP BE 41 B 4 NPPC/NPR2 £ 4t Al
IMPDH PJ/EFI & &, W 502 K O BR 41 B A /) BRUFH
J COCs 7 B9 tH, K 3L BN Fr J0KE 48 i 1 NPR2
mRNA [F5RIE B FEAC, IR, Rx Loy B fiok 4
5 58 42 A= K 1) DOs 5551 BE4H B A7 28 18 55 2 Wk 1A
TILFREFERS, BN ORI g H NPR2 mRNA [1)5&
KK 5585 COCs MbL e &R E T B, sh4t,
Zhang % PR FEIE LI, K Bk UPREGH (4 B Fr 0
HL4H g+ IMPDH1 mRNA Al IMPDH2 mRNA [{) %
EBIFEAG, H245 GV ] DOs $L5 950, H mRNA
KV THE, IS COCs B KA E. Xebsh
HL8], NPPC/NPR2 Fil IMPDH 5 5 ) sl 5 43 22 FH
T ATY e O REAM A B 4, (2, HETHANE X
SEI P 2 75 O REAH M B E . — L B REAH R
PRI W R F RS Sl TS 5 T AL,
B L B WL 75— PR .

2 DR —RBE A HIRE
2.1 LH&ETHFHNPPC/NPR2EE @K FcGMPZH)
NETWRIFESHBIHNRE

WAL A &/ RN B, LH U I

ST BHIAE B8 — IR o 00T W SR RELE R B T
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R R . LH 2 BURL4H i cGMP 7K1
BEAIS, 4% T PRI OF BE4E L N cGMP KF, Jf 15T
cAMP-PDE [3fi1k, B#K cAMP [7K~F, KK 1)
cAMP F 2 | MPF [F)i& 4k, M1 A% 15 51 BE 40 i ik
2T PHE 2). LH 5HEIE NS S 2K
KGRI B %% % LR B8 & # & (fluorescence
resonance energy transfer, FRET) £ R 5 A% iR 1%
JER ARSI MR T LH U Fy 5 S ) 5P BRI Y cGMP
B 15K B,

SPELN LH (5 5 E 50l 2 24 M4 Bk A gp
RENM & FEE R, RN LH AE F A7 0 = B2 47 1 5
TR B2 P R B RSORL A I . VB 240 i A RV ) A K
PEALLEMI I FE, IRAE LH S N A e, it
PHE A 12 3% B AT T 1 B SR 40 B 78 24 05 7 A T8 1) iR
Yho /BRI ST A IR, LH WEHT 5 OF I 5L 4H i A
(1) cGMP IE 2R FFAE — MR E E K F, Xt &
BHORNYE AN AT e A2 5 LH A5 107/ RUOP BE4H i
PR RIS o X AT BESE BT IR V6 IS 44 i 11%) ks
i lE) S = cGMP Jlid I 4ERER: . ltk, HEON AT
cGMP [ I 2 RIURLAH L T AN K 51 96 5 200 Ff X
— ARG H .

Robinson 2§ ™ 7E/N iR IF 5 AW 7B, hCG
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