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Mechanism involved in synergistic ACTH response to activating protein
kinase-A and —C in rat anterior pituitary cells
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Mechanism involved in synergistic ACTH response to activating protein kinase—~ A and—C in rat anterior
pituitary cells
(7 v + TEE&MEO ACTH 512 BV 5 HIFLANREEROHEEM 2B T 5B %)
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Fi#Etkd & @ Adrenocorticotropin (ACTH) - D {Ri#ELEHEITE & LT corticotropin releasing factor

(CRF) 3 X UF arginine vasopressin (AVP) 2 & o THEi ST %, CRF i cyclic AMP—dependent
protein kinase (PKA) %% . AVP i} Inositol—1, 4., 5—P3/diacylglycerol~protein kinase C (PKC)
BB EMALT B S E ISR TV A, in vivo 3 X Ufin vitro 12354 T CRF 5 £ U AVP DB &
- THEEN ACTH SMEEZ D 2, FOBBIZoVWTIE, FH{bshi PKC @ cyclic nucleotide
phosphodiesterase (PDE) ®##lic & % #far cyclic AMP OMMERIMA—RHTH 2, & OHRED S
XNRTWDH, F4 1L cyclic nucleotide (245 R 8% PDE FHEXHTH % 1-isoamyl- 3— isobutylxanthine

(IX) %FwT, PKA % & PKC R & 2 4%#9 ACTH S DRI 2 SBET L 7o

(%2 & o 8]

150~ 200g MHESD 5 v b R WFEERMK, T v P TERAENEMAREIHL. 1 well HA 11075 T 44330
FEOEBEREMREHY, SEERCHT 25 v F TEANEMROKE % medium D ACTH
BLU, @M cyclic AMP 25 V4447 v A THELX,

(BB L UHIEHREE)

PKC H D iEMAL# & LT AVP, phorbol 12— myristate 13—acetate (PMA) %. PKA RoOiEH#(LAI &
L forskolin (FK). 8—bromoadenosine3’, 5'—cyclic monophosphate (8—Br—cAMP) % & HwWT, B
TOLEMGEREKEL. ' . .

. IX (50 M) & AVP (1-100nM) O EEEINC & 2388 B O ACTH, & L U'Z DRROHIKA cAMP

OREE Lo (RBI. I)
- OX (50« M) BLUPMA (0.1-10nM) RIMC X 53E#MH O ACTH EOHIE, (SEBR1D)
« IX (50 M) 3% CRF (0.1-10nM) SINC X BEEFERH O ACTH ED IR, (KERNV)
- OX (504 M) 5 X U°FK (0. 1mM) ¥ 72138~ Br—cAMP (0.5mM, 5mM) #inic & » ¥ #BH D ACTH
fEDHE, (EBV)

. 8—Br=cAMP (0.5mM) 3 & PMA (1nM) #HHC X 23R ACTH [EnflE.  (ERVD

& #£I
J v b FEAMEO ACTH SHM AVP ik D iRBEARIFE L, S 512 cAMP IEREY: PDE
MEETH D IX ORBERIMC K ) & 5 \RpmLA (1). —7 ., MR cAMP i IX #jIc
£ 5T, PDE BEC L2 LALR0 LA, AVP 2FABEMLTL, FETHo L (D). T, PKC
P EEEMELT 5 PMA OFIIIC & ) FERAMTO ACTH St AREFMCHNL, IX@®mLh
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HeSw 27 (D), % 7- adenylate cyclase (AC) #iEtE{td2Z &icL ) PKAZR®HKI# T % CRF
Wiz &y, ACTH S didind 2 4%, OX ORIBRMCIEIAERERAIZBHLPTRPo2 (V). 856
iz AC T HEEZEMILT 5 forskolin F/zi% PKA #EBEEHILYT 58—Br—cAMP & DREFREMIZE T
it., IX @ ACTH i+ 5 HIRBEBO o/ (V) 512 PKA 3 X UFPKC 2 EHBIIZIE
%163 58— Br—cAMP 1 & UF PMA OEIBEEMIIC S » T, ACTH St icm L2 (V).

(8K ViR

5 v b FEEME> 5O ACTH 4 FisiiEic i3 PKC #8 L OF cAMP-PKA BRASHE5 ¢ 545 BER -

12 & RIFTEHE(L L 72 PKC ¢ Phosphodiesterase M MHES 4+ L, cAMP O #08IM & h PKA %

EOHBIERAT &L T EHMERH I TV, SEOHEETICL Y PKA (S L T, phosphodiesterase @

FELA4ETES, A cAMP O LANEET A Z LA PKC L OHFEROTFERETH L LA

HEENIy T/, PKC 3 LU PKA HEHMICH 5V id common substrate %41 L TS M IC ACTH
FWEIRET L L) WEEEATRE S,

RXNBEOBRDODETS

Tk 5D adrenocorticotropin (ACTH) 45righ > {R:EMREIZE & LT corticotropin releasing factor

(CRF) 3 X U arginine vasopressin (AVP) iCX o TS h T3, hEDOTERENERRICNT S
fERit CRF ([l LE§\W 45, CRF OER WM T 5EA%Z LD $, fE- T, CRF & AVP B FEEE
HRLD ACTH 4 BVTiBEAM (synergistic) ZERAEHLTwBH E WA S, CRF & cyclic AMP—-
dependent protein kinase (PKA) %% . AVP i inositol—1, 4, 5—P3,/ diacylglycerol— protein kinase C

(PKC) R IEMILT 2 Z LM TV 3, in vivo 38 X U¥in vitro 123\ T CRF 35 L UF AVP D¢
I & » THFES ACTH SR ELRD B, TORMBICOWTiE, EELS iz PKC D cyclic
nucleotide phosphodiesterase (PDE) DOt & 2P cyclic AMP DHExEMAF—ETHS, &
OBENLZENTWS, AT cyclic nucleotide 245Kty % PDE HEH T % 1-iscamyl- 3~
isobutylxanthine (OX) BT, PKA % & PKC Rz & 2#%A9 ACTH RN EIc o 2R L
7Za

M SD J v M TRERENSEELZDMAERMERS GO AVP 2585 ACTH RUHOHIMOREIZ
AVP 1nM T#1.5%, 10aM. 100nM TRWIFNLWH24ETH S, 50 M OHEXIX #HF Sl
&, REOREIX AVP 1nM TH 24, F100nM TH3ETH S, IX i33HIM cAMP f% AVP OFF
B b ol oENMEE LA AVP 205 DE1000M THIR L ALEFEOMHME L7206 22\,

PKC O iEHILHITH 5 PMA (2B LT ACTH OGW 2 M 28 %, £0O%)%EIE PMA 1 ~10nM
TELICHEETH D, IX OFTE PMA OFFE & 61T 57243 T { PMAO. 1~1nM THH%R)
RRBELEEFTHLEH,H, ACTH D PMA KX TARIEEZHOTWHLEZEZL oM, CRH
{2 ACTH Dt # BEE 2N & €5 A5, 2 0% R 1L CRH 10nM F TIIIZEMMIZ LA TS, IX i CRH
D0.18 L U1aM CIEGEDNR LT T (& < IZ1nM T) A5, 0 B L U100M TRk v, 2D Z L3 PMA
DIHE LT ACTH i@ CRH i3 T 2 BREEEHLZ &l b,

7F LY 2 7 —EEE{LAITCH S forskolin D0, ImM T 0X OFEIZh»H L ACTH Ot %
K2 5SS € 5. cAMP M E € 58— Br—cAMP 130.5mM T ACTH @il %1, s45ma ¢
COERIZIX O s - TEH IcHsd b, 5SmM TILH I FOWMMA AN DN DRETIE
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IX DRMZIEE A LB TH 5, _

HRODFERIZETE—IZ CRH & AVP #* ACTH O EHiNs 2 &L v EROBETHHEAL
2 BT, MR cAMP DA L2 Z CRH ZEICES L TWA I L2 FEIEL . . SRR
TRENIZ Lid, MM cAMP @B O ACTH BEHERI B RMMBRIAONLIETHE, £
FUSH LT AVP i3RI ACTH ORUH A (R 5 b DD, AVP BJiC & 5 ACTH HUBREME & 4
AP cAMP IRENM D L2 69 L L ET Lzwe L ik AVP DA, PKC HiE{t— PDE #ifl & v 5 Ex
WEBED, GLAFTNDANOBIBICLSMEBELEESEI DLV, BERICBCOKTHL
LHENAREDGN,

ULOBRFREHBEHSENFRICMBELTUTOEMZIT- 7
1) ACTH B ED HiEkEi]

2) BvZMRasE- O MR K

3) PMA I2M ¥ 2 BEMEIIoWT

4) BEEH (OX) OFzE

. 5) OX & IBMX nBEESEY

6) PKCOY Yy VvFa b~ avoskl
7) ACTH i O#WIM R /31 7 DRE

8) MWL AF ¥ ANLDEL

9) ACTH 5¥ibic PKC RISEEMICOME5TH500
10) V1p & CRH-RIOEOERHHE T B iRIR
11) AVP %t ACTH S 12584 2 4% 8%

12) OIX o%hE & PKC B 5-oBa s

13) PMA + IX D & & DA cAMP &
C14) BELREIO S W ACTH 4 DEEE)
15) REBED 2wz ACTH Wk &3 = B d

ChoORERIICH LEHECRERENTHY, BEALTHHERLTEY, Mt (BF) OFIR
XELTHSDbLWEHREREA—FTEML 7. '

RNEAEYSE FE O OHKE B B &
B AR R+E B B BRI BN W % 53



