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K #-GE = % i? -
AL O HE B = ¥ o8 &
FMNLEST B 6 2 =

FHESOAN M 34E 9 A 308
FREZSOEE B FE B SRR AR

EENIHRRIEE 5 SREE 1 TEE Y
MR EH  FFEEICHT B Glucagen MBI EYRICDONT
(x 7 I

WAL EEERR 2R R BE & K MHE B & #® JAH EE

I oF % B M

Glucagon (LIFGEBE) KDOWTE AWML 3 W IoABVERIGIFEESRE#IC L 5 —BHomiE A4
NGO A TH Y, 213 Sutherland, Cori HSAEH:EIFF Phosphorylase OFEMHAMIZ L 23D THB T &
ZAERA LTz, 1G5 I BOEGH S# RSB T NIRRT 5 Lt 0 EbIF GOFEREICET %
THEMVERICET 2 MEVRZT 5N B, —HGDORREIETNO negative balance 3 EEL T2 &5,
$E- T GIZ Glucocorticoid & 2 DIRHEFRADIELIM: D> 5 G D> 3 THEE R EEMX Gluconeogenesis
DT & B ARMEDHEE S5 2 NI LD Rl & GOSEBITHIT A 2 (LT 5 »EbICD 3 HE
2179 %, SO MUTHERETUERNCE T 2@ 2 — v 2K, Zhe GITE A Lb» 3 HEEDESRIC
DWTEREMA, HICCOEAVABRESONEIC L % $ Db, BUEGO primary action Lk 3 %
DT U 2 ED 12,

I WHET G CITRER
1. 77 =itk 2FPREARICRITT GORFR

@ T8 RE 120~150g D & Wistar 52 7 v 712 G % 507 1R 0¥ 50r/H, ki 8 HFEIEAES &

KEMEET U D, HA0KEBICT 7 =% 2g/kg BRPICEN L, BEICARHERI Y7 2B, H

LR 2AE LI,

® MFE: 1HEG5EI020%, EIBRGETII65% O EREBRL A 5 i, - TGOIILER

LH 7 7= b OBEERPREINIE DY S,
2. BEHETUERF O —f Ay 2 AUEHRE R

WERTAETUEIRIEDRZE & U T Glucocorticoid 5 KIN7 v %4 HEREN (DIT7#IKEBE) %2 HLDH
Ny s
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® FHia) ¥I=r L hEHEOER% in vitro WRWTEHEL 2, HIb 24 BEHEED 7 HIRE O
Hydrocortisone (LI FHC &#%) 5mglEES VFFIARKEEE LT7 7= 28N (BREE0.4
%) , V=T TERTITC, 1REIEEEO 27 v & (Krebs-Ringer-Phosphate buffer, pH74)
DT P4, BT -, YFOBEREZHE L., HC in vitro FFRIN (2 X107*M) Aric 7 R
TR A~D4 o2y vin vitroZRIN (0.05u/cc) DRGEE § BHE L2,

b) FFRHZEMNE 1 a) &AEFPC2ARERAD HC1HEH X 5mg/H, 8 HFEN 7 v 7 Wohic 7

RIVFD7 7=k BIFBO200MITIT 2BBAEMEEZHIE LI,
¢) | Transaminase JE#E: : b) R UEHO 5 Y FFiz2> % Tonhazy S0 Tk L GOT, GPT
PHE LT, v
@ FER ) WUR~NO7 7= VIRINEBRTIZ 7 K-, £ P8, BEOMN»DERLTUHE
LT3, ZHIRIZBWTA o) CORMIE NS QAR LIEIFIRTTE < o
b) FFERZEMEE  HC BIERO 7 BERICESWT{EH#T 5,
c) Bf Transaminase j&¥: : & $ EE2RG2Z L, i< GPT HERo LEIZZEH T HC £ HAET
RT3 DER & B,
Y b & BERTAETUERNC I ZRICHT Transaminase OZB)DHERITH 2HHB D05,
3, G @ gluconeogenesisiz 33 %5
® HE:2:2HALTHE, 7713 G50r 1ENESHEEE 50r/H, 10HEENEO 28 L LT,
@ #iE:a) YR ~® in vitro 81357 7= VIRIMERTIIENR T F—~BIIERICHE, 7 K-
¥, BRIBEESHMET %,
b) FFEEEMEE I EARREFCHnL 1,
c) F Transamnase jE¥: | EMESEIO G GOTL. 745, GPT2 &5,
T TGUEEH AT LR ERTE D EFEAL NS,
4. GOEHEREDRIFEZE2NUTERT 2 5 D3D %,
G DRt Transaminase ~DZIEH 5 #E5E U TRIBZBEAEDOATREMIC D S HE L1z,

@® H DT BHEEEE CERORED NS FIIOWTHAIRIET G20r/kg i, ZORIE
DA 17-OH,Urea-N Z2HE U1z, i) RICEIBESIH 7 v 71T G507/H 3 A M5 24 R
£ OFF Transaminase #2HIE L1,

CE D MBI TERULGO—RIEMORES5E %2R, 17-OH X 8 flk 6 plicigg& L,
HEFR AR S OIAER T4 EINOBAIL 50, Urea-N 33U s 0 TR L, i) &8l
BT & AT Transaminase 333 2 3Gk izt LA & 3 TG ERMITIER Lz -

T:o
HICGORRIBREBIGET S EEALL D,
I # B

1. Glucagon DFFRERRIZHT 2 WA LREIRORBEMEF IO SEBT 2 INA, iz —Bi3 BT A2
X53DTHY, ZORMIEENEE UTHF Transaminase JE¥EDTENEZ 51 %,
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2. Glucagon DA VERIZ—RAIOD { D2 H BRI SHILRHE 2T T, GEREHDREP 17-OH
DOEEIR R R O EIE R B 4% D Trans aminase [E¥E% Gld EHw LT & & b DRI L
LY ZDO—IAIBEER /T 5 LD EHEE LI

MAOBERBROEE

Glucagon OAFWENCHE L4 HEEAL S TV 3 O OMRIE I & 2 —8 MO MBS L F UGS &
TH5b, HIH Glucagon (IHHIEE TIRNTHE 2 DR U 505, LK Glucagon O HZELI LRy
HER Q4R BT LI EES 5 L OHiE» $ 5, —J5 Glucagon 13N D nega-
tive balance ZEHE 3T A &1 5, $it- T Glucagon (37 DOIVEIERIZISW T Glucocorticoid & OIFELIE.
B> 5 Glucagon DFEEFIIZ ™ % EBEZE I Gluconeogenesis DJTHEITHNET 3 & D Tid /st &
HEEL, B2 RIEBESONECE 2 EO0ALICE LT ERET 200, HEHRROW XK
Bl 10, '

1) 483 Glucagon PSRBTV E L H A 2 B R AR50, R v FIEE LT 5=
2 & BTREIEZIE DY Glucagon DEALEIC & b W)’ 2 25 % 517 2 0>% 8-> 12, Chitk 3 & Gluca-
gon ODFMLE T L b ITHLIERIZINE L, ZOEEE Glucagon 1[0 EREL H B SEECHOTE L
Vo - T Glucagon 37 7 = & ) D2 EEE L2 D EHEINS,

2) ThERAMED B o) —BIT R AETTER T 1T A U2 KD, 29 2 1Y Glucagon (TEH LT
LM SN Dtz R LD Glucocorticoid FGHF N N7 o F 4 o BEFRSIRFICHE Hidss JUgES
2 EREEP SO TI O HONHEA 2R T 5 EROBH TH 5, H9 24K A D Hydroco-
rtisone RENIX T F o4 MRS » FHURICHEEHE LTy 2= %InA4, 37°C, 185 incubate J-
B EAFTAROT RO, BT FOBBR YA TEROMN ORI A B, RIARICHEIE LIz
i Transaminase 7G¥RIZEN s FH % 78 L, 5412 Hydrocortisone # 50> Glutamic pyruvic transa—
minase {HEM:O _FITFE LU,

3) Glucagon €D X2 [RRDHETHE UEE, LEOBEL YEETIE & 2050 UIERE %
15172°C DB Glucagon BRI HEID AT OIHEIIIWI S »Tdh 5, - T Glucagon 1T X 2 DM
SOt B S L BT AR TG DSBS Ly 2 ORIV & UCHT Transaminase i&HED EHDE A 515,

" 4) Glucagon DERIAEESIEIZ Hydrocortisone #5#F & b THh b, #RICJF Transaminase &
Vi BRIz Yo~ 15108 X 0B, R 053 Glucagon # 5% ERRIRGE U727 AUSFBL L m0EE 14
25 Glucagon (B Y E %2/ LTEL OTIR v i ah s, Z0#dES Glucagon %k k220
r/kg BEL Z ORI IR 17-OH SRt OAE) % 4 512, B 5 &S O TR S e il E 55 2 7R
T —JTEIBHIH 7 » 7 Glucagon‘ %P5 URF Transaminase % I U721, Glucagon 340 & 7
e ERANTIITER LS - 12, DX b ZEEL Glucagon OFEIBREHIEEFADOTRE 2R L T Gluca-
gon (T X AIFHEFEBRRIEICIOBIAELENESL L, chidd e —IRiZAIB R E % &H 3 54 Tran-
saminase {FEEDIIHEIC L 3 L DTH S LML TV 5,
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B I 3 % Glucagon OBHARE IR OAEIEC DWW T, Z0OH $f7hNn 303, A EEEY
RRHLITE U RO 2 H 720, ZEEH4AE—BY 3 HENERO FICC OBFE 21 5 0t UisSidss
PR EVDS, T OEEAT Transaminase % JUE UBEHTVEMEERNICE < & D Glucagon O UWEINER %
LTV 5, Glucagon & REAME & OBIRIC DV TOIITIIREKFE E R 5 7o - 10hs, Hiicie 7 3
JEBBREOEELETH A Transamination @ level 123513 %5 Glucagon OS2 ITEIZ U2 SA 5 3
Hd2HEMEED 5,
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