S 174 A 3 & 1993

O HO

AT FAHF ¥ olERF=S HEle A A7

A dtm o oot o gay

o ¢

Fou

= B

a4 g nd

oj

% E

oledl v]oEY dud ZAolxe YA, e
kel o) Al Foh ol A el A2 qled] B
ul gl Fol flale] o] nyt-g TYPF oJertx) of
Aol g fudts HEelate Aol uiA gleva,
2 Q83 ol e oba] T Ebal XEI vt

19907 Opie B%0] #A =l #23F (hyalinosis)
o] &g Mg Hmetgm, 19614l Ehrlich 540
F3n# = (Congo red) A 4YE o] &, oo AAlY
oty Bo|=Fg Fusls olURol=st AR £l
g AL dhgend, 197060 ol wWa], = o
Wo} ubebdtol whet A 9] ol2 o= A4l ot 2o
C & A, 7 ElE Bl AAbEe eldiolzde
A¥o] thaole Aol LA, 2 F 198737
Westermark §92 Qg#lF #Hale] Ffza, A3
n) pofolo) bz Ao A 3778 elulAto R FAH
£4¢ sl ojdE 4seluzoln EFgEE
(IAPP, amylin) 2t = 8}l

of ol gl Az F2 FEIctn e
human-calcitonin gene-related peptide (CGRP)® s}
obnl Al wld o] 46%7F FY3IA, EtA L o] AT
%o olgals Pl EAGtE Aol dei it obA
7] wletAl L o) oligle] At o] F-olalale AHAl S
g8 A A ke, ol de postranslational
processingel] #-&3HE H.es A7svd, o] Ao
A7} fabso] oledl viEY Fuaio]A] oy 2ol

THE =R 19919 E At S498d S4gA
Fulg o] Bo] AL,

gn

("

<
T

= 23lo] Y7 Aol AL gld,

AAEL dgdl A& duy e vgEy ¢
e F Y A WAy opddE (amylin) FE9
atol7h Uex & dolrn, HFwt AT ol
7 A% el = (C-peptide) Hv] Apolol] of & glate] g)
2§ dolrnzt o] GFF A Psidch,

e o e

dedl oEy guy 84 59E A 1F, e ¥
o9&y ey 82 8%E A 2¢, 2z A da2T
9533 Al 3FoR 3led, A & 10458 34 A
71% AAd 24 8A4E gt A1, A2
o A 37 HE dee A7 A 13 (181640, A2
(431144 9 A 37 (39154 ol vl s FoldlA (p
<0.01) Wgtont, A 2FH A 35 Alelolle Frei g 2t
o]7} gisith, el BMI(kg/m?)+ 77t 16.8%2.1,
21.5+2.3, 21.2+3.80191} (Table 1},

75g9) 25 4o 200 ccd AT A4 A 72, o 14
7t Aoz 33, 10mld 2 Heted J&E ol A
A5l EDTAS} trasylolo] 27 #eldol & %, ¥
ZA] #2sle] —70°Coll A A AAl Hapsisic,

L.
E=}
A grole Fertisld 4 (glucose oxidase) ¥y

o

Table 1. Clinical Characteristics in Three Groups

Number Age (yr) (kBglyrgx’)
Group 1 5 18+6 16821
Group 2 8 43+14 21523
Group 3 9 39+15 212+3.8,
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Fig. 1. Glucose concentrations after 75g glucose ingestion.
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Fig. 2. C-peptide concentrations after 75g glucose.
(*p<0.05, **p<0.001 Group 2, 3 v.s Group 1)
(***p< 0.05, Group 2 v.s Group 3)
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Fig. 4. Correlations between plasma amylin and C-peptide concentra-

tion. (p<0.001)

— 261 —



CGRP-2(calcitonin gene-related peptide-2) rat
CGRP-betas} 46%9] ofolical dde] FUse] Az}
2 CGRP-19}& 43%7F Y ghcpri®,

1989x1oll Matsuno §o] teizl Apate) olulade) C
“UTHE (24~274) AFol F FAE hER, o]
HE o|g8le ulaa %°1’”°? & apAb e &Y
& ket o, ol
"'H?i Al 3] ol alo]ut Alate] CGRP%% A

S-A7F 28] glA] ghold o] EatE )¢ e ma
&8 HEPATH, o] Wiyg o] &5l A A ofulal B

U% okow 24% 4 9q, HPLC %o w
“&% A4 A5} =) HAuHE #8 (peak)o] peh
2x AEe] Ae yhabdd o] 84 (preci-
sion)# 2 & o] A (specificity) o] Eria =439
o},

Westermark %212 oy glof chel &eof gl F ol
Fote] wozAgAal A& Adsiga, dAx e
AlZoll ofiale] EAgchy: 28 WAt 2 H
Johnson -2 ©f violrta] # ol wield 2ol Bu) s}y
(secretory granule)oll oldele] Eajgcde 314
et i, Leffert 35 9 A= wlela Lol 4 u%eu
obaigd Kol Hujz|RalA(mRNA)E Hu¥ 4
ool abel oA HE2 i oR ojulale
13} o] H 2 et TolA] WA H e AL A H{

o
N

o]

JHF i aboll ALEE L g R B wlr3E
lo® Yoz A=A Fa|xyhile
GA T vejold FejdE Hel A
At o aﬂ Aol 4 )z Haadss 7ka
TEZ o, m&olA dojils L el Fi il
228 AL pEne ofd iy oln) Pof e aledl]
] o go] ofS FQslcl, aplnE olgal Fgdo]
1010l A9 H e 8ol B Truiew
S8 T3l Aol AMEM gler, ol& ol iy
o] viebdept oleldl AL FuEs BAR FHA
72 oAl Ae e olmdwale] glowd, ozl
glol e wald S8 HoR zhEse] g
e} A A oiulel, AxaRE ey ojud,
CGRP1 &% Fogt Aol o]% wdl )z &
A A 7E Aol A, F A 28240
olml &l (10-*M) 7 CGRP-1{10*M)-¢ Sl A5 F

[
o
.,
4
2
e
AN

{o

R

o

227 Aol A sl Qe At 50% 7R s
e, zeji CGRP-1-& $o8lv] 2as) Lxx) o
Aol Beddle cledl 48 JAs oA T
AlAE AR, e ol g AL EL 4 A
L A E oz 243 Ay ojdal 2e
CGRP-1¢] gejAe] Fxyc A4 52, & Yoo ¥
9] 2 100~10009]o) SEieh o= e 4
Aol 4] o] ZFol dun bl vlAE Fske] o
A= obal B oA olch2 Nazakato 5195 Butler
9 AdFo At AaFEe dFolHE HAlqle] Hat
ol d v TEolM T aA WAL Ayl
o opdal w52 1/100000 £ 54shedc,
Lukinius 5%9¢ €7 ol4¢gl a9l oldaixl el vzt
YAY A2 g d&sigdvd, 2 H Butler 579 43l
H wu Bael Teeloh} S4E HHE 9 ofwy
Bale) HEbrl dy olgulae wahel Wy dadol
e g A, AAEE A28 @A, A
1% weygbat o dzgold nizdd wlapsioja sy
M9 o] falola] Extl AHE ol 4] 223 oful
H s d A, AR Aol e Al 1d o
s gt A szt 5l Al 28 vl BajFol] vl @
A oopdE st ol g wdokowm, dhadal A2y Fu
FAE Apelell e 714 A ol 604, 1208, 18049 &
A otula] Ex ol o il & E & %lo] Butler %]
d-TAstet dAE = 4R S wavh el gae o
T e AR gled
RS

v, 2 ojf g

é._ﬁ&rL

[
4]
i

o

L
O

,r'
wli

FES Bl aEhA] ghok
1.

QA7 2% w4

glony, &4 °194 °§”<}°? A& Aoz A=l o
Folch,

ojabe] Az, & ofulale] Ageld FEd- in vitro A
ol Al ZEell A FelaA T4-e Asla 7l ad Pad

opga,; 59 1/10000] E#Eiei, A 2% whad @
A 27 Abelo] @b olulel Aol abolr} vix] @&
s 5 hx] Aol B g olalele 4 2% T
ko Blato) olgE] AFAHE Fubsl AH A9 qapz

2

&i/?r ek A2Asel ey A Koopmans =
EU% k(125 pmol/min) ¢ ol@l & Fde uf 7t

V%‘T‘ Ero) “H‘€"€ 250% FrbAH L, ahEelA
2xct o] g 30% FaAlg AaE wmatwda A
o4 obuRe wax el A Lt 2lolA o WE A
F5 2QGmT Beln, A9 23 BALL 0§ in

— 262 —



vitro A ¥4 Theodore & A2l Fxo olgale]
Zrell A EelaA ¥ (glycogenolysis) o} 2 e kAl
{gluconeogenesis) & F A A| 2l b= A3 WE 3w A
ohdal 2 Jul A FroME AT T} ol g o
AAzlehbe Ag FANARD, 228 FF opya
% udg Feate ded Agadsie] WAE T 5
7l AAE obale] zlold xA sl e dale
ol 4toll FgF of W& AT7 AY AE 47y,

2 2}

ATHY 4 )2y Pue zadAe o
&8 A4, BelAlel A F71 9l Hab viehA 2
dgal Fulgolzt gelel Hof A7l Aabgel 2 e
A glov Fag Hele waA X goh, 2T of
Foll &3t AQUE G dxte] AgzAolA opya
ARE o £3 & 4 glond, ded Nad dew §
AR gee] el v E3cka gk,

W e 2y Puyia 58 A 12), de
Y sl ey dud et 8y (A 2F), AR E 99
(A 37)¢ dFhatez shod Fah opulals) Fx )
ol o} AF} A MK oldelz} Al Hu] Abo]o)
ol g Ao e EABAL, 4P Puuy
A, hd¥ WnBgA, Fdddzgs BEdae
7 18164, 43+144), 3915401920 (p<0.05),
BMI= #h2 16.8£2.1, 21.522.3, 21.2£3.80] ¢k},

An:

1) 75g8 AFFEAAAA dAAAYE B, ¥
A opdFre] vx @Ay AYE s FEE A4
223 408 duwPold hdd Py Feid vt
A FohL 608, 1208Ael 4 FAdzFo| 4
g gl ol ok §eleA ook 22w WA
olddl Fxt AANETH 4UY G F Aol A
£ Aolr} gel ot (p>005), Y By fAFol
vl A= 9w glAl v (p<0.05),

2 1A 2 AT AL A s Feot 9%
ol el A& P=0472 $9% (p<0.05) AzuA 7} gl
ek,

HR AT FEAAAA g ol e e
A s Feo Wasl DAY BAs} glen], ok 4
AulebA T ol 4 ofulale] Ful7h QAW Alge e

$ulsh S0l Yoiudbohe A€ A Foh, 22 o
s} W oPREs SEE AYReE Jed A4
$ U ¢ e old T lasAE Y4 wo
22, oje] 4N Fu WAl A AYLE
ot AAHQ A2 GrarlelE olel & Aol Bt
2 47,

— Abstract =

Effects of oral Glucose Ingestion on
Plasma Amylin Concentration in
Diabetic and Nondiabetic Humans

In Kyu Lee, M.D. and Keun Yong Park, M.D.

Department of Internal Medicine, Keimyung University,
College of Medicine, Taegu, Korea

Hyoung Woo Lee, M.D.

Department of Internal Medicine, Yeungnam University
College of Medicine, Taegu, Korea

Background : Peripheral insulin resistance, increased
hepatic glucose production, and impaired insulin secre-
tion are the three ¢haracteristic features that underlying
the deranged carbohydrate metabolism in type II
diabetes. Islet amyloid polypeptide (IAPP, amylin} is a
37-aminoacid peptide that was isolated from pancreatic
islet amyloid of type II diabetic and insulinoma
patients. Recent interest has focused on the potenital
role of amylin in the pathogenesis of type II diabetes.

Method : We determined amylin. and C-peptide
response in plasma to oral glucose administration in 5
patients with type I diabetes (Group 1), 8 patients with
type II diabetes (Group 2); and 9 normal controls (Group
3), by specific amylin radioimmunoassay methods. In
group 1, II, HI, ages (mean+8D) were 18+6 years, 43
+14 years, 3915 years respectively. BMI (mean*SD)
were 16.8+2.1, 21.5+23, 21.2+3.8 respectively.

Result :

1) Plasma C-peptide levels after oral administration
of 75 g glucose were significantly (p<0.05) higher in
patients with type II diabetes and normal control
groups than in patients with type I diabetes.

2) Plasma amylin concentrations after oral adminis-
tration of 75 g glucose showed no significant difference
between in patients with type II diabetes and in normal
control groups. But plasma amylin concentrations in
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patients with type II diabetes and in normal control
groups were significantly (p<(0.05) higher than in
patients with type I diabetes.

3) There were significant {p<0.01) correlations {r*==0.
47) between plasma amylin and C-peptide concentration.

Conclusion . These results suggest that amylin is
cosecreted with insulin and C-peptide in response to a
glucose load. But there are no differences in plasma
amylin concentrations between type Il diabetic and
normal control subjects. Therefore, further studies will
be required to determine whether amylin is a physiologi-
cal regulator of carbohydrate metabolism in human.

Key Words: Insulin resistance, Type II diabetes,
Amylin
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