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Regulation of Calcium Signaling during Fertilization

DR JHER
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BE  BEAETRTOBMBICENT, SREEBICENARILLILLA A OLERPRHENB. ZDHILDT
LA4F DL, ETRESED S ORBLHER, REFHONES S UHERTEOWMK V- 7= “SInE
AL 23| RBITIEFHENTWVWS, BIIHABYOSHICHEVTE, RENE AL ILIF DL (B
WLt b—gal) B EEOMRICLY, AN ILF L~ a  EIOBEEELETTEL,
FORORECHEBEREFTIENFTEIATVWS, ALY LTI L—Ya L BETFRICEET ZH0EE
{bEF (phospholipase C zeta, PLCY) »ERMIIIERICHHEINB I ETRIZ EEASNTH Y, PLCIICEY
PIP2 IR DR & h, % DESRAEE & I /= inositol 1,4,5-triphosphate (IPs) /A L2 3 IPsZREICES
IRERICERBIN ALY I LRIBRERICHET A THES T 3. Healy, ERE (7IX) 53
WIRERE (F742) #EFNE LTALY, BICPLCIE IPsSREOEEEICER LR ET - TE A KBTI, 2
hoRFICETIREDHMRBEB/NA L0,

X—TJ—F 1A/ b=iL3Y) B BREMAL, PLC, BF

Abstract: During fertilization, the sperm triggers resumption from the arrest, extrusion of the second
polar body and pronuclear formation whose events are collectively acknowledged as ‘oocyte activation’.
In mammalian species up to date, oocyte activation requires fertilization-associated increases in the
intracellular concentration of calcium. These periodical rises are referred to as calcium oscillations.
Result studies suggest that these calcium oscillations have important role in not only oocyte activation
but aiso development of mammals. We focus on two molecules, phospholipase C zeta (PLCZ) and
inositol 1,4,5-triphosphate receptor (IPsR) which have important role in regulation of calcium oscillations
during fertilization in mammals. In this review, we will discuss present status and future perspective of
molecular mechanism during fertilization in mammails.

Key words: IP3, Oocyte activation, Phospholipase C, Sperm
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HEIEF (Cytostatic factor, CSF) ORFE AL, 5 4EMEMRE,
ELICEFEFER &V —ED [JIEMEE 01X b E
By BELTLRESNATATOREILSVT,
OEMEILICIEHBAR AN TL1F BEO LR R VEL
THZEFMENATVEY, WIBOSHEFCHNTE, B
WA I L1+ ORENE LR ECY, CORRE
[HISILF L= ELTHSRTVEY BET
I3, FEFHROETF T % 5 phospholipase C zeta (PLCC) 7°,
phosphatidylinositol (4,5) -bisphosphate (PIP2) % diacy!
glycerol (DG) & inositol 1,4,5-trisphosphate (1P3) (ZHA7K%
LT, 1P/ NBRIR LICTEE T B IPsZ R (IPs receptor,
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IP3R) ICHEE L, MNEERNICEASNIZAND TLA A%
JRRREARICHE T2 2 & T, SHEBOIRMREAAILS Y
LAALOLERICEASELTVWR EEZS N TVS (K1).
BEETICEZOBIAEBMICH W, IHEREERBFE
A (Intracytoplasmic sperm injection, ICSI) X {&#lfgt%iE4E
(Somatic cell nuclear transfer, SCNT) & U\ f=#$ 4 % 45
ITERMPFERSINTE L FFICICSHE, ERBPREFOD
A% 5 THRAEL NMETEHBIEERINT (Assisted reproductive
technology, ART) D—2 & LTEELRME B > TV 5.
F/SCNT I, [BBFERY &E]  ECICASh, SHRETE
TEELRMICLD2EEZSNS. SCNTHZD W IEETHE
FHEE2;E A (Round spermatid sperm injection, ROSI) &,
AEEBTFERAVAEVWI &, BEIAMBEFEECINES
{EEEDP LW &P D, Zh5DIIDHEEICIE [ ABRIEME L
WE| P LEERBT. L L, BEAVSK TS ESE
LB (BR/VIVR, HIVS I LA H* /T4 T5E) DEL I,
—BEDAINT TLAF L ERESZRBITDAT, TE
BRICEIZ2ANII LA L -3 ERERSE. 2hb
ZEEEELDIHILSTLA T DEREN, SCNTH LU
ROSIE £ HVWBRDEFEHBENMREED—RHEe > TW
DE[EMEN H V), ZTORRICIIZHEEIEBZ S FL NILTH
SPICTIDENHDEELSND.

MIl TORHE A HEIE E 7 DERE

WL DHDIEERR BEHEM TIE, HESRZ W AFREMIIT
WHEAHEEIEL TV, ZOMITORES B,
CSFERFIENh D W DPDREFICE > TEREIEh TWa &
E225hnh T3 BEETICWL DHPOREFHF CSFOE
HWELTHREEINTWS., 7I7UHYAHIILTIE, c-mos
TOMALAT—CEWTH B pp39" S P RFAEINCTFET
SZENHMOENTHY), 2HBEIEDEIFKIC mos cRNA & ¥
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1704z 73>bi2E2h, ZOEIFKIEIMEITSH
HefElE L2 e D, Mosa /XU &, CSFEME%EE
THZEERELTWA Y™, —F, BMIFCHWTHE,
mosEEFERBEIEA/ v I T I M IZXDIREL SE
IR U 70813, BEAHIETL, MIZIEZEZHDODOBRMN
HEMEEP R Y, EIREOKHE S L URIRTER I HE
ENBZEPRESATVSE . Zh s DFERIE, Mos
PEEFEALZTTEL, WILBICIHSVWTHCSFEEEETS
ZEERELTWS.

T7UAYAHITILEFICHEWNTMos % > /X7 &I,
mitogen-activated protein kinase or extracellular signal-
regulated protein kinase (MEK) kinase & L T &, MEKIZ
& 5 (2D mitogen-activated protein kinase (MAPK) (Z
EBT 3" EEMAPKD & 5 ICFHICIEET % p90
ribosomal S6 kinase (p90™) HEmi2 & 1) > B(LT B 2 &
HEINLEP, Zhonz & p 5HEETI, Mos/MEK/
MAPK/p90™ Emi2 238 7" CSF & L THEBEL T\ B EE A D
NTWV3> ™ CSFOEHBEN—D, RBEERT
(Maturation promoting factor, MPF) D&\ \VEM % 45T 3
ZETHBHY. MPFI, MY T 1=y hTH B p34e?
kinase®® LEBEIH T2y hDHA VU LB OFEA L7
ANTOZBEKRTHERINTWS. CSFOH > —DNDEEN,
Y1471 BORRICED 3 HMAPREERTF (Anaphase
promoting complexes/cyclosome) DEM# &I T2 & T
HY, TOR/REMID S DBHELHEBRE, THEODBEZRE
DHEBEANDETPIE S T W3 WILEE (7 4) D5R
ICHEVWTHMPFOEWEMIC LY M TOERESBEIED
232 £ £EVMAPKDEMRIE, 191 >BD
PEREEAHI TSI EICL)BOMPRERICES L TWA Z
EHBALAICEINTWS, £/, MAPKIEM D#EFEIC
phosphatydil inositol-3 kinase #*BI5 L T\ 5 IEEM L E
HEShTNEY,

SR, BTEINEEEOEELR AN MES|ERIT
ZEPHSNTHY, ChETHRNONTEATRNTOE
MBEICHWT, INOFEMELIEIMREARNA LS T LAF
DEREVBEETBZENROPEL>TVEY. BCDE
FHESY WL BN OEHEM TIE, IIEMEEIE—BaM
DAV YLAA L ICE>TEIERZEhBZE™, —F
HWEEBMICHWTIEHILSTLA L -3 LTHS
NTVWBRENLEHILS I LS F D LRI S,
REFHNONE, SEBEAROTT &V o 50EEED
AN MESIERBZT.

SHEEBCBIDIDNDT LA EREDEREID—DIL,
CSFEMNEETEDZETHD. WAFEDIPICHWT, BTk
p34°°*? kinase DAIEMAL & 7 hIZ#E < MAPK DREMAL %
BlERBI L, ZThoDRER, M EmT 2™, S
BB VWTHETHEOHFIEPIP # Ik AL, DG &IPs
REET S 1P/ RAREICHEET 3 IPRICES L,
NRRICER I WAL T LA 72 2 MIREARICHH
TE3. —4, AREARAALSILAFCOERETOTA
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X2 WFIEOZIEHRICI T BINA AL > T 44 F v O EFHE

s-PLC¢

PLC¢

PLCS H{PH|H EF HIX

PLCS H{PH}H EF H X

PLCy —{ PH I EF H X

E3 PLCLODHE

PH:PH F X 4 >, EF:EFhand F X 4 >, X:X%HE, SH:SH2 F XA v,

Y YREEE, C2:C2F XAV

> %+ —+C (Protein Kinase C, PKC) Mi&EM1LIE, $&FH
BALAETEMTRD SN TV, H4 3LIATPKCEM
{E#IT & % phorbol 12-myristate 13-acetate (PMA) AL3E AR,
U727 2IPDOMAPK & FiEMAL Y 52 £*°, —HPKCHE
EHI|T & 3 calphostin CIZ & B4LIR1E, ABAYTEME/LREE
DOMAPK OTEMAL #HIEI T2 2 EHBASHICL TV B Y,
Z 512, calcium calmodulin-dependent protein kinase |1
(CaMKIl) OHIFIFITH 3 KN-93 THRZ AR L, H45Hs
175 &4 1 71 > BOBEE p34™* kinase EEDET H
MEIEhBZEBBASPICLTVEY. Zhonzenrsd
BREBICBIDIHINIILIFTLDERE, MPFE LU
MAPKIEMEDET £#90 L T CSFORFEMHEICE L > T3
EEAZLND.

SRIEMEAEARAE (SR 5 3 DD IRER

BEZTICIRTOEBYREICS VNV TSRIFICHILS Y L
1FDERBPRIBZZEDD, BFFEDLS IZIIRD
AN TLAF L EREZB|ZRBITOIIZONT, WD
DOEFEIPEZ SN TE /-, BHEBMOZEIFICENT, &
W LA AN ERIE, IPsEMNTEZEICEURET -
TWBAZERRENTWENG T BFEFHFAILLY L
1A EEOEIBIZEDL I ICEAD->TVBELICDVTIE
RATH 7. SHEEFOHILSILI AL FRICEFHE
DEHIICEELTWVBERICDOVWTIREICIDDESIE R
5 f‘L —( % 7«.: 3, 36, 49—51).

1 DBDEIE [ZEESH] EMENZ DT, BFLIC
FHET VA RPIRRELICEET 2SREICHEA L,

BAIRDPLCENLTHIL YT LA F D ERESIZREIT
EVWIBTHB (M2A). 20BORHEE [EFHNEH
THY, BFPPEMETHZ & THBRMNICHEETSHIL
SOLAACNETEN L TCEMBREARICHKEAL, SiEi
BADANWSILLAFT DN ERTZEVIEHTH D (H
2B). 722 L2 h 5200 IE, WTFhHETEIDER
EEPEELTHY, —HICSIHIHEWTHIARAILY T L
1A DOERPERBINhTVWRZELS, BETREBES
ho25%%. Thbo22IlfKbl), BEZZAS5hTWE3E
BOREE ETRRETH] TH5. BTRRTFHE &, B
FARICEFET 2EF (Sperm factor, SF) HHIARIEAICAL
Hah, ALY OLAFA L EREB|ZRBITEVDIHDT
HY), ERICETHEMESISGEIATE I E TRERER
BREHIVSTLAI L= a3 MEERBIINDZIEDLS
BETHBTRATHI L ZHEI A TVS.

SFELTDOPLCIOFER

BTFHEMFICSFIAEET SN S, ZThETDPLC
EHBLTEVWALY T LBREEZ b OBTFRHRENLGZPLCHY
BETBEEZLNETD, W DDDOHFY, SFOER
EELTRESNEY, ZOREAERZOEDIFRICEL
NWEEENDDH 5% 2002%(ZSaunders 5 It v ™ X
BEEICERT 3B FEEDOPLCHAREET S E#BAL »I(C
L, PLCZERMF AT, PLCIEZhETHEIh T UL
PLCct WHERWT I JERESEH B, PHRX A P FEEL
W) (H3). 20#%S < OEAE (5 1%, 74%, 4
W e R L) B L UEILELIS OEE (=



P x50 xgh% T5) (CHNTHPLCINTE
EFHREShA ChO5OETHE, 7 XARBMIPICPLCT
CRNAHD W Z NI EEFATDIIETAHILS T LA
L= alERERITIENBEEINTVS, —F
Plez 2B ET B EWVATECRNARRBE TS A5 X
TI1Zw v AEERETEE, ZTOBFIEPLCIOREN
WAL THY, TOREANYILFIL—2 3 UFED
BT LEVIIEEIEEXEI 2R T, PLCIOBTIC
DVTHTTZXCHEVWTIEHRBTORGES LU REBIICTE
ET39 ReDTaBFERBVAEREICSNTIE, PLCE
EFEBLSUEREBE LT TEL, ERCHBEELTVS
ZEERELTHYY, BMIEICLY PLCIOBTFATOR
EVREBFEEENEAOND. £/, TRICBVWTHPlez
cRNAZ T 4Bl FATREANS DL L—alk
BlEfEc T cho DRI, WHLBEICHEL TRTFAIL
PLCINRBLTHY, ALIYILFIL—Ya DB
FREMALICE 2 EETRBL T LS.
FABETEEALAE, SFEMEBFREAZIOSLUA
ICORMIRERICHER T 20, ZOBFERO I XN
BEALESSICEAINLIILA I L -2 g L iEitEEF K
5™ FHICHWTRICSIFIORTONE (BEE REE
MElE L OCEERBORY)E L) M, BTROPLCT &R
bEE, ZOERICSIPFOEVERREES xR T
—F7 Y AFRICHNT, PLCIOBRRIEIFZ h > DIpE
pSEILL B0 B R L ERLERETE ™. 2hb50
BRH, S, PLCIREABOINESEILICLET S THBZ &
ERBLTWS, 25 EbTTRICHNTIE
PLCZISSRMIBBE ANIEAL L /=%, HSFEIBICRERKICERE
LA LA L—a3uEd3®). oz e
SHIEDRH T, PLCIHYINEMEILE ZDRDOBERE £5|
ERITEEALATLE YY)

SRR FBIZICH (T B IPsR O

BERABICHVT, IPsSRIZRRBRED DIV D 7 LAH & $IE
T3P0 IPRICIEEZ A T1DEEATINIDDEATH
HELT™® IPsREZ4T1 (IPsR 1) EHICBWTRLRE
LTW3BIPRTH 3 T, PR 113/ MNaEDE EICTEEL,
AV LEFEICEAS T 3. SR, IPR1OY A >
RTHBIPsEDRESFPRBDOO>NBZZ %Y IPsigPLC
W L7PIP2OMANRICE N EEENBZZ 5, PLCE
DIPsEEELTVWBEEADON B,

IPsSRENLEHILY I LF L~ g LEEiEEEE, JROD
RBAABUE - THEINT A2 EFBRESRTVLBE P 4
A EIPIZBIIDIRIE, EIRIEDHIL S Y LA A > D EFX
THEDHBIPIUIHT BEVESMEERT ™, IPROBSM
S E TSI, BHEMTIEMITRERE 2P,
—7, FREEICIEIPIROBREERDL, TOIEHSIPR
DRSNS MEEMAEN THZ EEA 5N TWE Y g
BREICHED, BERTZHLLYL08EMT " IPR1BLT
NEEOSHIBERTORE®®Y, & 5013 IPRT DR

1REE — 149

BOEME™ " Ly, IPROBSMEIHENT 3. PRI
Wl DPDkinasell L) L BIEE N3 73 /EBES %%
b, SIRRBACHEGY SEBMEES 1 E 7 PR Y LB
{kiE, protein kinase A", protein kinase B'™, pKc'™)
protein kinase G CaMKI'® FoL L x4 —-ETH
3Fyn"® 5 L ULyn""?, Rho kinase L - TR BT &
PHEINTWS. LA LIhDDkinase DEYEEIL, SREREL
BRICBUAMEEAME-BRLEVZEND, MIUSHIH
BIPsR1D Y CBEICEES T 3T BV EEZ 5N 3B,
—%, EEOMRICEH VT IPRT 77 p34™% kinase, MAPK &
& Upolo-ike kinase 112 &> T U BMEEI h 5 3 2 & v
ah, P EDINVivoDFERICBEWTIEZ 5 Dkinase (2
L UCEMEE N B ENFHBEE AP TETETR s
H4 1 IPsR1 A IR FBIR I B W THIEIRBIEIC 3 - T4
HTULEESh, ZOBMITHEWY VEBMEL NIV
Ban3 vy XV BLU TR Y EBWTHES DI
Ui, —F, ZHBIZIPR1OY DB{ELANLVIEED L, %
DETIEMAPKEMOET & ESEBICREI 3 &b »
ICLTW3 ™ —F, T4I8TEp34™? kinase DI &
IPRID Y VBELXADETHEI S NS, MAPK
EFHELAMPEHIPIRIDY EMEICES L TV BB EE
PEIZENZ™.

WCODPDIRRICHE VT, FHERERDIPR1DBED
IPsRDEBEICEIE T3 & RENRTVE Y Zhom
HMETIE, IPsSR1OBZEFEN T IMIEI T, SR
BETOIPRINDISAE—PHREND T EFhEash
T390 HeOHRICHNTHMEKIIEIRIU0126 ThL
BLATTZAMIIITIE, MEBRMMEIC Y 5 X & —FHRH»ER
HORBEWZE, TAUIZEMIBLAMISETCER ALY T LA
FoL—Ya rElah3Z E RS PICLTWVE ™,
SHOILEIMRICLY, BFETOIPSRIDI ST X & —
BHREANITLF I L - g BHiRECOBEZRIELS»
283 EEZBN3B.

ZREBEOBRBAN ART A ANDICAICR 7158

% < DEILENMDICH L TICS], ROSIBLUSCNT £ELv o
FEBEISZEMIEILIAA TS, BIZICSIX®ROSIE
ARTELTHRHWVWSLNTWA. ROSILE EDHEMEHVBE
AFETFHGEVCINESRLEEE T3 2825, ABH
LB BEE LS. BIE, AN ILIA T T
@ Pz AT EEsLZME™, T2 -1
B EDHEY, ABWEMIEREEE LTHRESh TV
(B4). LPL, ThoONBHRE—BEDHIL I LTF
CERPBREINBOATHD. TUXBLIUT Yy MIH
(73 MHBIDEMAEICB VT, SrClz # BuA7EE{bED
B THY, SICTUBUATRRIENE ALY LA
L OERPEH >N B0

HWHBEOSHEICHNT, —BEOALYYILIF L ER
TWEL, BT LF DL -3 P PVERIRHIPED
20T, WEFFSIZEBSPICE>TUVEWL. LAL
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