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BT R RE AR ZE X R & I 1 2= 52 (6 B9 3R 14 52 i)

I Bt ARH O AXRMK F o KRR #HMM R oW RAHF
M E B WEBREWEEZK(GCCCR)TE ob/ob /N T 4L T 40 B bk HepG, AU REAR U5 4L 7 R is £k, 7k

Sy SR 10 A1 8 19 B ob/ob /I B ) 55 P A 6f B /N B P T JTF 20 L 1 S A B I 5 % %6 4B, I 06 5 4k PCR 7 i
Western blot. 75 1l 638 41 £ 43 50 Ko 7 460 LT E vt e BETRL (2B 11 2230 19 2% 52 L 2 R 0 0 7R IR 9022 i b B2 Hep G, 40, T
210 4e 5 L5 HepG, 20 IS 17 5 45 F2 B L QPCR 7% il Western blot K M 410 gegr mRNA FIE |4 19 % k751, %8  GCGR ™
S35 SR B, LLIFAE 23582 % oby/ob /I LS B0 .69 0% 5 I P 25 , EL 50 9 4116 55 S22 51 ob/ob /I BL3 4 X8 16N B A

He, FEE H GCGR 234 8 20 ; mRNA ik 7K 4334 0.709 £0. 174 vs 1.000 +0.000, 5% A &, 2 S H ST F B X (P <
0.05) ;ZR A FRIEKFE48 0.761 £0.211 vs 1.200 0. 346, SXTRA LK, 2R H G2 E L (P <0.05) A [E] ¥ B 16 B 0 R

Ab 3 HepG, AL, H GCGR mRNA FI4E [ 7K - 3 A Fif i1 712 3k J3E 398 0 17 52 W R A1, 22 5 A 48 12
05 P 99 A AR T IE GCGR 2R3k 7K, DT W A8 52 el JHF- I 19 18 i 438
XE|E M MAERZE FEWEHIEIT BERE  ob/ob NEL
HESES RS XEAFRIZAD A DOI

HX(P<0.05), &t HFAELE
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Effect of Hepatic Steatosis on the Expression of Glucagon Receptor. Wang Qiangian, Xiao Yuanyuan, Zhu Chaoyu, et al. Department of
Endocrinology and Metabolism ,Shanghai Jiaotong University Affiliated 6th People's Hospital , Shanghai Diabetes Institute, Shanghai Key
Laboratory of Diabetes Mellitus, Shanghai 200233, China

Abstract Objective To determine the expression of glucagon receptor ( GCGR) in ob/ob mice liver and in hepatic steatosis
HepG, cell. Methods We detected several indicators such as weight, liver function, blood glucose, blood lipids and insulin concentra-
tions of 10 — week — old male ob/ob mice and wild littermates. The expression of gegr were measured by quantitative PCR, Western blot,
and the localization of GCGR was achieved by immunohistochemistry. After HepG, cells were treated with different concentrations of oleic
acid, oil red O staining was conducted to detect hepatic steatosis, gcgr mRNA and protein expression were measured by QPCR and West-
ern blot,respectively. Results GCGR widely expressed in many tissues, especially in liver. ob/ob mice manifested fatty liver disease,

and gegr expression decreased in ob/ob mice liver( P <0.05). The GCGR protein expression levels in ob/ob mice liver were significantly

decreased (P <0.05). As concentrations of oleic acid increased, gcgr mRNA and protein levels decreased, and the difference was statis-

tically significant. Conclusion Hepatic steatosis reduces the liver GCGR expression levels, which may affect glucose and lipid metabo-

lism in the liver.
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Ob/ob mice; HepG, cell

/NBURY 5 I W% . Franklin 2570 1 McShane 2™ ) B
ST, GCGR HE 407 n 2 17 57 A4 784 /) BRI =5 R Wi 9%
/N BRUR ZRE AR A, E TSR 0 T GCGR F54HT71 78 2 A
W DRI T I WS IR T B . SR T HE— 2 ) B R
HE AR ZE AL A HL R v o b R R L R AR AT B
Tz KR, A S5 S W e /N R4l 4L
GCGR R ik 734, & B HepG, 4l h GCGR WAF1E
Fik. E—4 LU ob/ob /NI BR i S 9 HepG,
AN R BT X G, B FE B 2 I D7 A2 5 X GCGR 1Y)
FRIkFM
MrERHE
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N B BR Bt % TR s F 58 I 649 HepG, 4 Jif0 A AT IR ' 440
ffs (HEK293 41 fif0) .

2. SR Yy SPF it 10 e /b AL 10 2,
ob/ob /INEL S HU, XS RREF A AU/ EL S H (183K T R
SURER A S TSR, ) S5 T b i 58 T8 Ry f R AR
ANANRERHY )

3. 5230 : GCGR bkl A % [ Santa Cruz /4
Al ,B — actin LKA H 3£ [ Abcam 2 7], IgG —Hr 4t
& H 3% [E Promega /2 7], GCGR Jii i B i & K
Wheeler 2 4% 5256 %5 B4 7, i 2 W I 26 [ Sigma A A,
RNA #ifi #2145 ( Trizol ) W B 3£ [ Invitrogen 2\ ) , JX
e sl & A B A Toyobo A W], ¢ %E £ PCR 1K
& B AL 2 A RO FRA WL 51 Ak
i b AR A ) AR N W5, 1B B R AR AR R B
F) W SEE ALK 2 A A S i i 4Rl 3 56
PR T L B S 3R ELISA A6 I 50 & A 5€ [H
Millipore 23 7] , ff B Dmem 15 37 W A ¢ [H Gibeo 2>
A, = B DMEM B 32 W B 5€ 15 Gibeo 23 A, Jif 4= IfiL
7 (FBS) W H 3 [ Gibeo A H], HitHE RXIWH K H
Gibco A ] ,0.25% [T B 35 8 Gibeo 2\ H] , 4F Il 1
12 1 ( BSA) 4 H % £ Roche 23]

4. WY ob/ob /N B XS RIS U R P IR SR
1 JE AR £ 8h 5, L5 AR A2 D il s S0 22 42 i il 4% 7K
- B IS R ALY D S I i K P RS DN 2 e,
T A 958 W 61336 ( enzyme linked immunosorbent assay,
ELISA ) A6 25 J 1L 15 Jok &5 38 K ¥ A5 B IR
Xof B /IS B JEE PR E RO B i WL R
PG 5 20 ZUREAR B ob/ob /0N BRUAY BT L 40 20, {77 T
- 80°C VKA .

5. HFMEZH ZUH b = g A0 b £ < R IR A T - 80°C
VKA S0mg JFRELHZL, 58 00 B e, in A 667wl 58 015
333l B IR & W . VK IF T % IR T #% 20min,
FA 250l 1mol/L NaCl YW F-4% 1min, 25 & 20001/
min B0 Smin, WIPCT 2 WA, 1248 KT S A SR
TR S DA TS5 A, 0 TG 00 3 98 P il = 75

6. ML E . (1) 1557 25 4F - HepG, 40 il 15 37 T
100U/ ml #H %5 Z M 100 wg/ml 555 & + 10% G4 5

(FBS) [ {5 DMEM ; HEK293 41 i % F2 45 & 45 1%
HHER R U 10% FBS 155 8 DMEM 85 3% % b, B9
Pl M35k T 37°C 5% CO, 1 AW BE 35 332 46 h 1%
F%. (2)HepG, 40l fY 3% 5% KAk #1 . XY HepG, 4 b
Tt ol KA 4% 1 x 10°/FL4E R T 6 fLAR , 77 4
K 80% £2 A 5, Ab B 43 i S TRk BE 4 S 1R
(300 wmol/L 500 wmol /L) &b B, X BEZH FH &% 1% BSA
) DMEM 3535 , 35 3% 24h J5 , S O JfL 5 RNA K&
FEH., WL O Yef . HepG, 40 Ml 28 it A [m] ¥k J3 oh R
AR UMl O B, B TR WS T WSS, I
M8, (3)HEK293 4 Jfd i 3% 752 S b B8 270 T 24 fLAR
() HEK293 4 fifd , HIAS [R] vk B2 9 G418 15 372 M 35 77 , Ui
B Y SE 5 Fe VR B2 Dy 700l /ml, FEFR T 6 fLAR Y
HEK293 #i 4= K % 70% ~80% , %% 4+ GCGR J5i i .
B 2wg 1Y pcDNA3. 1 — GCGR - Flag JFiki Fl Sl 4 Li-
pofectamine 2000 43 %I it A 250l Opti — MEM £% 3%
W IRAT, R CE Smin, P E IR A G 2 IR ROICE
30min, A 2 40 M, B2 0% 6h J5, m A S R
700l/ml (1) G418 $5 F Lk AT H; 7%, H 2 0 i 1 2 e
:Yu GCGR () HEK293 4 iy .

7. JFBE GCGR mRNA #2 Bt & 2% % & & PCR: it
ob/ob /IN B K O BRI 21 21 45 29 50mg, i A
Iml Trizol X5, B J 42 U 21 8 RNA W] 05 v
AR AN W] e B2 v 2 A B HepG, 20 I8 RNA, 286
i PCR VLY BKG I GCGR JEN I FILF ., FilgAT
AW TR A A IR B (R 1) o B s R AR
E 10wl,65°C Smin {fi RNA 25 37°C 5min 2[R IEH
20 DNA Jz i ,37°C 15min,98°C 5min J5 K L it B &
BN o %t B PCR 9734 R A 10l 2 i 4k &, 3L
1 ecDNA 1pl, b TFUHEGI Y4 0. 4ul, SYBR Green
Supl, £BFK 3.2ul, B —actin fEH XS IR, BFE
AVEE 3 ANE AL, 95C HAE M 10min, 95°C A8 4 155,
60°C 1B JHE il 605, 28 40 G ER , Fllfige it 22 53 B :95°C
155,65°C 60s,97°C 1s,37°C 30s, &5 R A4 0]
DI ob/ob BLZH ' GCGR FEik/ Rt B4 =2 744",
[F] s 43 A7 i JE GCGR 3% 3k 4 5 1l B . il B i Big 7K °F
() AH S o

x1 ERSIMAR

N 4 B FE51H (5 —3") TS5’ —3") K JE (bp)
/N GCGR GCACCCGAAACTACATCCAT AGGTCATCGCCAATCTTCTG 110
/N B - actin GGCTGTATTCCCCTCCATCG CCAGTTGGTAACAATGCCATGT 154
A GCGR GGCTGTATTCCCCTCCATCG CCTCAATCTCCTCGCCATCC 123
A B - actin GGATGCAGAAGGAGATCACTG CGATCCACACGGAGTACTTG 90

/NEL GCGR. /)N [UJBE o 0 2 2 44 /N B B — actin. /NFR B LB & 5 A GCGR. AR i I B8 ZE 3244k ; A B —actin. A B LshE A
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8. TE H#E Bt &z Western blot 3E#: M GCGR & 1 3
ik B - 80°C VK AE PR AF HY ob/ob /N B TE X5 BR /)N Bl
PLRe N HEBR AR 4 2024 100mg, filt 1ml 25 R0 T
A LWL P OEE 250 5 BBV . R AN TR
WL MR AL 3 240 11 6 LA HepG, 41 g, 32 40 g &
AL BCA 00 8 AW E 5, #5147 SDS - PAGE
BERZHL UK, b RE RO 30pg B 5 P L 12 200 A B
GCGR —4 4 CHF K . — i F 90min ECL L2
RICHRG WA WG, 55 H Image J 8453 7 U
GCGR #1 B - actin 57 K E{H., H GCGR/B - actin
U5 GCOR H HAHR R k&,

9. /NEATFAH L GCOR e ik . (1) HE B . h
WLEE T o 327 R AIE , JBC S 52 36 2H A% R ZH /N BUTF 20
HPEAT 78 Rk - P40 4 {4 ( hematoxylin — eosin stai-
ning, HE) ,4% 2 3¢ W [ 7€ J= , B K e 8, 9K 05 o3
ST A R A SRR LT G 0 M B 82 ~ 3min,
CEEWK , SR — WA Y] & B, B R 5 B
WEEAR IR (2) f e Ak G 0 O/ BUT 4 2L €
HA R Bidiok 4k, PBS EEUEPIIC, B4 4h,37°C , fi—
P GCGR ik (1:200 ik ) ,37°C e & i 7, PBS

A

U3 W, AP R A — T (1:200) , 3 i SABC 15,
DBA W {0 5l50) & W, BE A 4A o FH R T R A
GCGR 4 H 235 LAU7E 20 M0 A 5 Ak o B0 8 A o 4
s OGS M S T BEALIT B 10 DA
PRLEET |, 0 R v e o 5T 44 200 i 50 % A A A0 L S Y
PR A5t BH P 28 e (25 B8 & TR SR AT 2 8 1 40
Bro

10 GEit 2275 1 T A B0 AR B + bR i 25 (¢
s) 27N, K] SPSS 17.0 Bt Wi 2H () X e Lb B8R ¢
K3, AR 7 R T Spearman 7 1%, e € 4 AL 45 4
* A Tmage pro plus 43 #1 %k {4, {# F§ Graphpad Prism5
fi P, L P <0. 05 22 5 4 e it 2 5 3

5] R

Lo/ B H R0 b GCGR 3R 3k K -
Western blot 451 & B GCGR 7E /N B .0 JIE L 1T AEE
WU N BRI S5 Z Mg 8z 0 A (L 1A) . B T
ik — PR S GCGR TR ME Hh i) 23k , 28 4 LUK e ik
GCGR 1y HEK293 i fifd & 11 & FH ¥ X} #E , Western blot
AT HepG, 40 5 b A 3k, R W& I HE R

TE I JUE A 4 238 5 H GCGR R ¥A/E IR (B 1B)
kDa

B
KDa Flag I-‘;_s-l 72

GCGRI—-—-—

— —— 5

Bactin | e TS D —

OB oMo E B K

WA ERNEN HepG,

4 r————__l
1 B-actin 42

293414
a5 GCGR

E1 GCGREHLRMBMPHRIE
A. GCGR fE/NR AL %35 ;B. GCGR 1E HepG, 4l it (1) 3R ik

2. ob/ob /N BUBE IR AR : ob/ob /N RUA T T
HH i =B (triglycerides, TG) | % JIH [& B% ( total cho-
lesterol, TC) k%% B g 25 & AE [# B (low density lipo-
protein cholesterol, LDL - C) | 4 ¥ %% & [ ( aspartate
aminotransferase, AST) Fl T I8 % %f M8 2H /)y fL 0 B T
m, HZERAGI EE X (P <0.01), mEEKEA
AB [ B ( high — density lipoprotein cholesterol, HDL -
C)EX AT, ZRASIHEEL(P<0.01),K
B ob/ob /INEUAT A B A AR W7 T o 55 % BEZHAR LG, A
{18} 48 45 v 25 18 1fil B ( fasting blood glucose, FBG) |55
JE R % 3R (fasting insulin, FINS) | iR & 2 #9115 %4
(HOMA - 1R) & 3% Jh &, Ji &% % 73 W 95 %L (HOMA —
IS) B ARG, F B ob/ob /N BRUAL T4 PR 1O JBR &5 3% HIk 4t
BB, B EH AR ZE AL (R 2) .

®2 WAMRGENMARLEERIEER (v£5,n=5)

i H E#XIEZH  ob/ob /NELZH P t

R (g) 25.7+0.6  55.0£2.0 0.000 -14.131

I (g) 1.2+0.04 3.1+0.2 <0.01 -8.978
FPG ( mmol/L) 6.1+0.1 7.6+0.3  0.000 -4.246
FINS(ng/ml) 0.7+0.2 10.6 £1.5  0.000 -6.825
TC( mmol/L) 2.5+0.2 5.5+0.4  0.003 -6.084
TG ( mmol/L) 0.60+0.04 0.90=0.04 0.000 -4.579
HDL - C(mmol/L) 2.2 0.1 1.30 0.2  0.004 —4.062
LDL - C(mmol/L) 0.07 +0.02  0.30+0.04 0.002 -4.647
AST(U/L) 51.8+4.9 235.0+33.5 <0.01 -1.764
ALT(U/L) 206.4 +21.3 266.4+26.5 0.00  -5.411
JIFJE ( mmol/L) 1.9£0.3 20.5+0.5 <0.01 -32.800
HOMA - IR 0.2£0.08 10.8£3.5  0.002 -6.823
HOMA - IS 0.3+0.1 0.005+0.002 0.004 6.158

FPG. 73 i Il 4% ; FINS. 23 JE e £ 2 ; TC. B R 5 TG. H il =4 ;
HDL — C. 5 % B A5 25 11 R[5 85 5 LDL — C. IR % J3 Jig 2 11 IR [ i 5 AST.
KA G 5N ALT. N & IR % 2 i ; HOMA - IR. Jif & P85
HOMA - IS. J§§ £ 2 40 I 46 L
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3. ob/ob /N EUBFHEZH 21 GCGR (1) 3£ 15 28 1k
(1)ob/ob /NEUFHEZH 21 GCGR 1) 5 8 41 4k £ B0
JIFHEZH 40 HE & 0,25 3 571, ob/ob /N BUIT E 20 41 52
PR 0 B 5 O AR, JHE 40 B rh A7 8 K S B 40 MR
A d A8 K, R IOE 58 M B R, T E X BRI BRUOR
U R B D A8 (B 2 A UB) o e Ak 45
s HEE T GCOR KA TE 4 ML I 1 5 5 1E 5 XF B/
U EE , ob/ob /N BRUFIE H GCGR FH 4 2 35 0 20 (141 2
CD), ZRAZIT¥E (1 =17.462,P =0.000) ,
RN I NE & R BB D72 5, GCGR RIkFEAR, (2)
ob/ob /N IEH gegr 9 mRNA 33K 7KK« 9 2H /) Bl
JHIE S RNA #4796 5 PCR §735 /5 , & B ob/ob /)
FUFBEZL 21 gegr mRNA 3235 7KF(0.709 £0. 174 ) %5
TE G REZH /N EL (1. 000 +0. 000) F&1E, 22 5 Goit2F
BN (1=3.745,P =0.020, & 3A) . (3)ob/ob /T
lEH GCGR 1) 85 11 2235 /K F- : Western blot 32 K il 19 £
N IEH Z  GCGR i R AKF-, GCGR & HTE
ob/ob /N34 (0. 761 £0.211) %Xt B 20 (1. 200 =+

2
A LB 30 IEH X BEZH A ob/ob B AFIELHZY HE B (@ LR .50 wm
C\D. 43531 g 1E 5 X BREH A ob/ob BREH HFH A S e AL B 2, LR : 50 pm

A B
GCGR

L5- B-actin

<

Z

i:

= *

%

Q

= 0.5

Q

O

&)

AL/

ob/ob/NR,

&3

0.346) &%, 2Z 5 A ST FE X (1 =2.423,P =0.042,
K 3B), 575t & PCR 45540 —5 .

4. HepG, 4f g B 0 25 %F GCGR Ay 55 3k 7K - 52 i .
N1 L AR AT IERR 542 )5 GCGR Ay KB4k, i
FHAS[R] ¥ B2 il R AL #1 HepG, 4 240 {3 % A8 i i
A% MEZL O Y s n] LU B BE & bR vk 0 T e,
21 0 Yoo 500 5 X B A L, 368 2 B i, d B
AN T R D5 P AR (R 4A) o TR I 2200 5E &
PCR WL 2 HepG, 4l il f gegr mRNA 3 ik 3% ¥
b M0 R TR FE R 300 wmol/ L B, A PR Y gegr mR-
NA H X R4 0.39 (¢ =5.116, P = 0.036),
500 wmol/L i Jy X BEAIAY 0.1 (¢ =29.516,P =0. 000,
4B), Western blot 43T & B, ¥ & 2 300 umol/L
() THT R T 100 240 ffL 24h J5, Ab B2 Y 3R 5K S o R4
0.46(t=9.509,P =0.001),500pmol/L &b 3 28 2 %t
HRZ1 19 0.15 (1 =35.985,P =0. 000, & 4C) . 440
J A A= R W5 A2 )5, gegr mRNA A GCGR 3 H 3 A AF

[l S B L7 S O S B = NGV ESE. 8

INRRFFREH LR HE R B ALRE ( x200)

IEF A I/ ob/ob L /IN R, o
a
| — —— . . 68
D e o D S - G e | 42
2.0
oy
%15 —_
¥
ﬁ 1.0 %
b
£ 05
&)
[&]
IEFAI/NER oblob/NR

INRATREZEZR gegr mRNA R EAHRIZER

AT/ BRI IELL 2R gegr mRNA (19 33525 575 B. WAL/ BRUIFIE4L £ GCGR 2 11 (1 R ik I
Western blot 35 JKBE /- HT 45 R o HIEH X AL LR, * P <0.05

it it
ITAE SR, 5 F AR T A% 1 B8 W5 IF ( nonalcoholic fatty
.36 -

liver disease , NAFLD) 5 ¥ bR 955 25 Y] AH 56 19 BF 5% )% R
T NAFLD M 3% il T8 R AR, 5 i s
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A t USERITRE, S0
7 Sy TN A
23 RO s T ",)‘;"‘
. s R R G Y
. e =f . T "‘\
O 8N ° ‘:"":s
T :;'-. '.'..‘ . - oy
okt - v
L o L2 X RIS A%
B SR Voo &l 5 4
AR TR 2H TEZ300wmol/L Tl FZ500pumol/L
. ) kDa
= s s
; B-actin — — 12
1.5- AR Opmol/L 300pmmol/L. 500pwmol/L
= i 1.0,
X
E 104 %é 0.8
o T
% B
& * £
= 0.54 g 0.44
T i .
8 ook § 0.2 o
T
0 T 8 0 T
XIHRZH 300mmol/L 500pmmol/L WL 300pmol/L 500pmmol/L
iR i

Bl 4 HepG, MM O £EFK GCGR 7£ mRNA MIEHKERIEESR
AL R F R R AL 22 HepG, 4 ILAGIHAT O Jea ( x 100) 3 B. AN B B2 %t HepG, 4/l GCGR mRNA 3£k 2E 5
C. R[] e B R X HepG, 4l GCGR 7 () % 35 Ml Western blot 3 K /Mg S . ST IB4L L4, * P <0.05, ™ P<0.01, ™ P =0.000

i K 4 S AW TE G OB PR 9 0 S KR .
G ) T Y A U OB AC I B OC R B R T M
R RS NAFLD sh#)#55 — ob/ob /)N KU 2 BF 58 5
G180 ARBEFELE R R, GCOR 75/ BB JUE T E
JE Bt OE L JER AR I LR R N AR S AU
ik, Hh NP REAEFE, X5 EIE —
H, R EH IR E Y GCGR 9 HEK293 41 i

YR BHAPE XS BE, % 30 GCGR 78 A9 41 il 22 HepG, 41
Mot BT Rk .

T JFF IR v B 25 LB 2 AT S8 T 400 M 1A 6 B R A
TitE S5 A A O 10 T 2% 0 S DT T 2R, T K T I
SR 5 B0 D X 2 45 i R 25 R g 1R S
HEEEE X" Longuet 2N 1y BE 5 WK,
GCGR ™/~ /N BUAS £ J5 2 B T I 1 oih = 18 1 5 1
T B 5 R R AL VRS L 5 HE MR 3R GCGR ™ /N U BT
AT % J g B T T . Berglund 251 p 45 SR A
3 3 12 3 8 Al T 7 =805 B GCOR e,
AT T . A B B, % 2 B R
R BUR H 5 HE R AK AL & 9 iR £ B TR i 25 T s 3 T
T, ARG bR U | o B A ks

BESCHR S, 78 db/db /N BT 00 R U e s ot A 2
R ERER G FEEAs Lo N AW e~ I s 5y ) e n gl i
GCGR 7E QI rp (i B ZEAE T . ) 2 S aod >k >4 JiF ik
HE Wi A8 J5 , % P GCGR 23k XA A+ 45w, [F N &
WARE . H, 2 UL ob/ob /N DL K155 HepG, Jig
Ji AR AR R I 586 B, itk — 25 R TR E AR A2 S
GCGR 3Rk 1y ma

SEFAE SR h & I, ob/ob NRUIFREH A, 5
Xt BE /N B H, GCGR 7 mRNA /K F R (K WA
WA, X 5 Al BF g 45 S — 8T (R AT i
98 FUR BRAESh WK, 28 8 AN AUAE S W) K IESE T 31X
ANgE RN HAE MR 175 3 HepG, 40 M AR D5 722 i) 7K
AT T R, S HE— 2B E SC T 40 AR D AR B G
GCGR #ik.

H i ¢ F I IE GCGR 2 3k 3 /0 1y HAKHL 1 i A
B . A RS & B, VR R 107 32, AN LR AR T
it v OB 2R Y BURRE , IF B R B GCGR &4 e fk,
SRS 2 0 ML PN T PN R AR AR S SRR 0 B 2, A
7T 5 S50 A5 U v 2 A D T s ot 3% 32 AR e 2
W r[BE S GCGR BYMEINEL & H mRNA Y 8 30 A
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KT R ATTRAT S B, B B o R R R A
W B T 5 1 cAMP RV i 25 [ 2t 2 B
GCGR ik 4k ™ 28 % 5 aof 52 50 LA K A ) SC ik
g, HFE GCGR Fak s> A LI ol BE H1 T- ob/ob /1y
BRI A2 2 1 i W 22, GCGR 23K 7K 1 /b I8 e I
Ml 2R RS AT, AT 1T BB X A 07 F) A A T O
PE— 2B I TR W T A R
L LBTIR N JE A 25 i 0 A 78 O, I R i i
SR RIS AT B AR R, A2
HE— 25 D AR 7K P 23 5 2K P R 3R AR AR X
GCGR (52 LA KA = 3 i Je HARHL] , B H] GCGR
TEWE A5 b A4 1 K AL o
&% ik
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