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B3 RE A X2 homeostasis(FAAZFR)e AEFe dHARS
23 oo §AHH AXS 4% A T AV Yok BYH =
W717e BRI A5AY AWLAL oA AEE Soluw Ea)
A9 BHL, So] EE ulSo] @Al inhibitore] Bulo] o8 2P
SAtt. & old 77E Fael AZN WELY Baz AVIAY EE
AER signalg RBASHAA Eae BHE WANL, AEEDS B
adel Wy 5, AERIA%e 4548 23 4+ Aok AN oI
712 RESH AT FHF 98S 3t A ] plasminogen activators(PAs)
¢ 2 inhibitor(PAl)o|Th. IRES] Qo 3loiN, AE FEHA FAZF
= d#9 Hfr& B3N F-E(fibrinilysis), ¥, Axo HAH £33 T A&
o] 33, Ex AWH FAYFdt & A #H] e ALE By
Ha gtk PAE RASZdd wet AHIAE, FRAE, GBI X,
dA, 84 223 dAE 5 ol &8t Bl EE A g A7 &
3 ool $ok B8 2, A vHE FEAY AYYSA protein
kinse A(PKA)¢} protein kinase C(PKC)ol] &3] W3l E &= HOEZ HuEHI
Aow, moused e AJAds FHF YAHE AoZ BIAHAAL, ratol A
T S22 AT s Yol FrHE AL EaFHJY. FHIde FA
a9 FFAA Az Y SuiAA-gH o} S FFE vl e- PAs
Aite A= o PAse I BAF, EAAEHHA A fibrind o]
8] 98] urokinase type plasminogen activator(uPA)$} tissue type
plsminogen activator(tPA)Z dt}.

tPA= RN HRraEsidEo] dojd W, F8 wAEZA J&S 3
= Aoz BHI g en, FEALY WIAEC g3 FHAHAY &l
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_16_



He Aoz deAUTh AHEY BE, o] ExE 8 FAA ¢ e AAA9
AAbe] o] dad g AIA FAEG. tPAE EAF 70,0008 AFZLZA
FAdsta, a4 Gt A tPAZ MA@y Y&l £ wHYr) ol F
ojZt}. o] EA= disulfide bondol 2] AZAE o] 31, polypeptide chaing]

Holl we} @A 2313 WAjo] 7b538tn, small chain (Mr=30,000)2 2w
BE 7IA32 e, heavy chain (Mr= 40,000)& o] &47} 71X1 Je 2
vrel 84 F9o] EE = ok

uPAE PA 5 F WHAZ 2% EAon, I o] HXE N(urine)dl A
dAR 28A E8A7 "V—‘}ﬂ"“ﬂ, Atgel A9 @A 6¥ld 10 ¢

Aoy Basn ok o] A4 wides FHHL, G dede
2 HIE0. tPAStE €8] @44 uPAE 84°] 8t7] i & 848
7N E  disulfide-link®] o]FHEAE A7) Y3 DHARS AL o5 g

Hojop dich A Fo]l & HeEle & 540002 % serined] BRI\ ELS} F
d E4<& 73 U 2 ghell PAY) ZHI|AC #F AFE ol nF3}
™, zymographg ©|&3le EAF9 Av|d wE FHo| Fo &I A7t A
X0 2 o]RojXx Utk AHNNE E3FF 110,000¢! PAV} HAE oM,
tPAS} A5 EE dle A2 HIHYT, rat$ hamstero A Bz
105,0008] PA7} B3 E ST}
agte] & PAR RIuHoU Be] ATHZA gk YL B
110,000¢] PA¢9] inhibitor2A4 tPAS} A5 ZLo] Yol )3 ratsd
hamstere] FAATAAM= EAZF 1050009 PA7F #AHYT. o] Fihs
SDSxglol| 93 nl@A =1, SDSE AASAE #AE F Y A= &
ﬂ—v}x] 2435 ZE o PAQ activitys & Z-inhibitore] E§#Y
ABEE o2 JAAY, PASY T2 #Ae WA LUth tPAS}
uPA°ﬂ HSEHE Effcone 319 ddcloneFAE AAHT oo, I
tPAS} uPAS} EA|ofo] 227 AlX 9| Wste] Ao AT Y}
Plasma ©¥d¢ 10%7} 9 AR & A9 inhibitoro|t}. ZAFEe e
inhibitor®] &o]A3} &4 -inhibitore] 318 %o] 9]5] §x ¥t} Plasma A&
ol 283 274 remodelling®} 2& AEFHoZ 93 7|5 02 PAY
Hz8-& B PAS E43 inhibitores 1 FEAE zAsty] 98 Aseg
== ¢ F Utk A2 v HBEREo] PAY inhibitor(PADS] E4HE Bo
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G923 B AAE 1 el B LR, 2 9 ATL ofF A7
zd 3tk

2. 2 G¥ 39| 243 A] plasminogen activator®] J3tel] #3F A+

B2 d3e AYdAEA & GFAHE EFA(cumulus oocyte complexes,
COCs)7t PAsE A2sleErtg ZAMEgen, =3 uyshdaiel draxrst
PAs®] A4te] oA, protein kinase A(PKA)¢} C(PKC)9] inhibitord] H899}
H7% EGF7} plAle dF B3t ZAMSAT d7A4AXE ESAE 01%
PVA 2 50uM H89s} H7 %ol 24A17t A A% d9e W 2z 73.8%,
0%, 692%°] #9HE&Metll)e e FTAE AFAES 01% PVAZ
A& 37FA1e] PAYEA bandrl #EHIUOH, BAF 51-53 kD ¢
uPA, B2} 81-83 kD& tPA 283 EA}%F 103-113 kDe] tPA-PAIZ &<1&
F AN, tPA & tPA-PAIE A dAs 2410 BEEHALH, uPAE A9
e 12X)2r0l] AAEE RS 1T F ARG Vs GEHY FHAE(DG
TAZ £ APFA X)X COCsst 2L ZAdgoldou, TY Ao #
g 2 ALJAEGAIZHH Y] W& PAY KAk ol e i olE HE
T} 50 uM H89 ¥ H7oE 247t A9 A% A) HB9: bandS AAY 5 UK
o, H7¢ 01% PVAGA 2t Z75At. GFAZEFAS 30 ng/m
EGF9 SXxolM A4 3259 PAYEA band(58 kD, 79 kD, 113 kD)
£ g3lgoen, uPAY AAZA A<l amillorided) H7}A] 585 kD9
band¥ Qo] AL, ©] band7} wPAYS FAE 4 YATH W Uhmix)
% /9 bande AAHA @&sdth. = 79 kD bandt tPA, 113 kD&
PAPAIYS B8 & YAtk £ GTAE AL w4&AE o}rd
bandE #AHA Pskch A4S 6A7elE EGFe] 7} f5o) #Ael
5U% £29) wPAY} BAHAY. wPAE AYAS 1247 FrRoY,
EGF A7bolxel #%o] RPrtucke ¥3x, #AZIHE o o4e 37}
E B35 Yk PAS} (PAPAIE A4% 24412, EGFY 237t o)
Aqx HzE JEHUY =T EGFY HIMA A% 12430 thi 9
tPA-PAIZ} ZZHUTE A dds 24A NN GFAHAEE EE PAsyl T EH
Rom, ustdate e EGFe F37IRTE 7N o 58 £F9 PAsY
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bandE &<J& At GTHEI AAD UsdAE EGFY Hrulo] TA QLo
uPAS BET F AJUTh EGFY o] GFA X HBle] J&Fe ulxy,
GTAE E3A9] PAse A4 Ao ABHAE G Aoz AN
o o3 Ao wel A5 uPA, tPA T8 T tPA-PAIE YTAE B
gAol o3 2T HiEn, Ysidae e uPATre] AXETh EI g
AE= uPARRE FREFAY, Usbdaie] uPAYAY 2423 988 ).
etA SGTAE ERAE Z2EE 59 2A=2o] glolx MAA&e os PA
£ A48 R 2, protein kinase Aol o8] ZAH A Gt W AOoT AlS
5, EGF= d7A¥9 &S A2 7T
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