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I. %ERKICHIT Sadenylate cyclaseDRE

adenylate cyclaseldfRICFET AMETH 505, WEIIFEEHOKREILSH 3,
AEER S agonistidZEE (R) AL, 2D Y7/ VIIGT PHAELHE
(GEHH) %/rL Tadenylate cyclaseicizb b, GEEHEITIX, adenylate
cyclaseioxd U CTRIBME I D (stimulatory G(Gs)) EH&EHIIc@H< D
(inhibitory G( Gi)) &Mdb5b. &4 . XHULT 2RBEVEES NS5 (Rs,
Ri) ,RKICi, BATRsDAPBED SN TV S,

B PRKICBWTRs& LT B2-adrenergic-, prostaglandin E-, adenosine-,
histamine (H2) -D4 > DML 1:ZEEHRBH S, CDH b5 Bl-adrenergic
TR SBMNRZEGRTH 20, EBMER LBV TR, AZRFERORIEH D
FELWETHED SN S, (prostaglandin BER bEWMRFICBWTETHED
5N BH, B2- adrenergicR& K 5| cyclic APDEELEREN X, 125 »iFF
Wo )

B 2-adrenergic adenylate cyclase RORIGHDE FIZRE L TAHIIES. 2
A&, GSIRWL Gi,adenylate cyclaseZRfk &\ » 72 & % Dcomponent DEE, &
WL, Z# 5 Deomponentff]Duncoupling® g hick - THiHE 1S B,

IV IHHRIBZGsDa subunitZADP YRV T B Lick->T. GsDif
HALRE RS ® 5, 74 VR 3 “idadenylate cyclaseDAEKICEINT
cyclic AMPZREAT %0 f->TIh s 2 20FEHEFHVTGsh Sadenylate
cyclase TOVWHIXBREORICEMRITT 2 LB TE 5,

SEHLBRE T, v SEXRBIU 74023 Y vickBeyclicAMPE
AERREZHIVWLEBRKE 65X, FLEL TS &3, Fx ORI &
DEHOPICIE o Fco CD T EIIEREKICHBIT 5 B-adrenergic adenylate cyc-
lase DIRIGHEDET 25, ZEEF Db Do ZEIEE GsDuncouplinglic £ 3 &
DOHPDONVTNPTHBEILERETEHDTH S,

GsLUBDRIGH D LR OFEKIC >V T, BFSETRAHTSH 305, &iid
% & S ictumor promoter T3 S PMA (phorbol 12 myristate 13 acetate) AL
BICE->Th, ERIERIE Y — Y2835 EBTE S,
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tumor promoterTdhH 3 PMALXRKKICR S LREDMN B 3 EHBHIS
NTW%, PMADadenylate cyclaselctd 2EHICOWTIE, &AL Gs
& Ol Duncouplingic & 2 BT X TV 8. G SR O RIGH: DT
BREINTWEDL T,

BEK % PMAWEES % &, B-adrenergich% &7 2% Kadenylate
cyclaseDNIGHDETHED SN D, —FH, av5EFEHR, 74023 Y vic
L Beyelic AMP ERFERIRBULATUHEL TV S Z EBRA DBFRIc L DB
Sh &R T,

CNIREF R ICH T Sadenylate cyclast DRIGHE vy — v &2 Fl—T
HBo KD SPMA idprotein kinaseCENLCEDIEHEHobT D&
HEE SN TW3, protein kinase Cicxtd 24 B S HIME F iddiacylglycerol

(DAG) Th3, BEAEIDDAGTF s TH51-o0leoyl 2-acetyl
glycerol (O AG) ERKICMEEY 5 & PMA YRR &[EkkDadenylate
cyclaseilXdd 2 RIGHE DL EIDFED SN B, #F fzprotein kinase CPHEH|T
HHH-THHICE Y CThoofEAIMHEh S, £-T. PMAKWLOAG
DfERIdprotein kinase CEALTH bDEEZ SN B,

diacylglycero 1 OABHIIREAIX. 1/ ¥ b~ Y v J§H icphospholipase
COHEOTIEBIEINDIbDLEELONT VS, CORMKIIDAGDIED,

I P3 BEAINBZIEEFD->TEBY HERIMEENC BED LR%0 &
BTy 7FrrELTHL,

K2 IR . MRS Ca* BB 4 C ik b, FERKadenylate cyclase
RDORIEDEBY E T~ 8, ZEEENT IR, 2 v S EREH, 710
Za ) YEH, WTERAEBED Shidih -1,

7€ - T#&Fadenylate cyclaseiddiacylglycerol -protein kinase C ¥ 7' F
WVIEXDFHENTOEHN, Ca®' v 7 F VRIERAEAE IRV EBbh b,
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GEH'HEIZ adenylate cyclase 28D BEOEHEZERICBWT., b D
Etransducer® & 5 13 f#1 % % L T\ %, adenylate cyclaseRiC oW it Gs
EGID2BENHISNTVEN, ZOFHEICSVTR. RETR., aviE
Fic X Badenylate cyclaseDiEHALD & 572, MERGEH L AR &hT0iL
hoti,

FrlzavsHER, BLIUEHEKFELICLSADP ribosylIbRIGEH VT
GEHBOEHIHERA 2. AiFIIGsD, BEIZGID a subunitZAD
P ribosylitd 5RFTH %, COHEKICL D ERICEITSGs, GiDTFEIF
DI &N, BIcEHHBFERIC K Sadenylate cyclaseDRIGHEDOZLEE) &3FH
ENfeo CNBREEBOVTHGIVBIELTVWAEILERTHDTH S, 72
2L, GLIZXHL 2 RIDEHBBFR TR IN TV, 5. COXHD
RiOBEDEREIN S,

PMAAFE%S . BEAXERMNMIC KD adenylate cyclase DRIGHEDZE
O o5, f->T. PMAICKZGiDZEE) b adenylate cyclaseDRIG
HOEHOBFELEL 2013, BIFETREENTH 5,

GEHHE®Da subunitic2W TR, F TRV 2D DfERICkY 7 u—= v
IBRENTVE, Gsi 1 BHED. Gik3EHOBEFVHEEL. Gsico
WTldalternative splicingic kv, WS 2hDGsEAMESN B,

Fald, HREMFO LRAZE» SHE%E 3137:Gs& Giicxdd 2 cDNA
EHWTRKRICBII3GEAED, — U AT 720 FOER. BRICIE.
Gs&Gi2, Gi3Da subunitBHEELTWB I EBREN, Gil-a. Go-a
BREEL TV,

tape stripping® UV BRI Ly | REKMIEEBVDEBENE &N
HohTw3, CORETOGCENEDOMRNADOREERFT LIEZ A, Gs
Gi2. GisoWFhd LRABED SNz, LOLEBAS 727 mRNAD L
AL TRDONTED . CGEABRBRENIZ SO TRRVELITH S,



IV. RAS & DR
BECRTFEYIO1 >DTHZRASEHER., MR LicRE L. FEHEHRIE
FERITHEERIZLTWS I ENHESN TV S,

UMEARICBW TR RASOREDO EABHEESNT WS, RAS idpoint
mutationic & DIEMALB LMD Lo TWE D, PCREEZHWVT
YRR Drasi&fzF Dpoint mutation DFMWEETH~7- 45, 28], point muta-
tionic DWW TIXBMDERTH ~7co R - T, EMEBKICBVTIERASD
BERBERBEC > TVE»SLABOBREELTVWARASFDHDICIZRE
WREVWbDEHEESRS,

RA S I3HHfIHERE . ML E I EERIZT O LEES NI, LR
RIcBIF3BEDIC>WTIR, SBOBETHA 5,

V. SROFHE

WRIRFZICB IS Badenylate cyclaseDRIGHEDZEE)IL . protein kinase
CEMLTVBE D LHEEIN S, protein kinase Ciddiacylglycerol (D
AG) Ca*', PS (phosphatidyl serine) ik . i&HitE>1352FEHY
vEBMEEER E LCRHEhE 6D THD | EEDprotein kinase C i3 EEE
Ca’ ik, fcEADAGHIE THEMALE S35 &G >TWB,
bbb od . R Dadenylate cyclaseid DA GIck » TIRER%Z 5135
B, Ca’tic &k » TREEE I IV,

Fiiprotein kinase CIZIRWLE 2D FEMBH B EBHON B LI
13 -tzo T D Tnovel protein kinase C i1 5 —EfDprotein kinase
CRCa*" REMEF IRV EDBbhr>TWVW3,

FFE B Bprotein kinase CicoWT, Blf . ERSD 7V — 71 PK
Cn &WHH Lprotein kinase CEEFELTco ABERIL Ca® REWEE
ERVWIEBHFEINTED . adenylate cyclaseDRIGHEN S A Fc KA D F —
2 AT 50 L L TR TRKNSH 5,

5% . BEEICBIT Bprotein kinase CORBEESDLRIABHMETHA I,
RRRRIC BT 2HRREE N T 2EHREEROEFE R, £0@E THO DI
BoTW bDEFEDLNS,



