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AF3FE ™ fructose-2,6-bisphospha

F3l =™ 6-phosphofructo—-2-kinase/fructose

322k Fholule] =9 ¢

E4 AAE Z7HA121tk. 6-phosphofructo—-2-kinase/fructose—2,6-bisphosphatase
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[S]

T

i

S

ex

L

-2,6-bisphosphatase ¢ L

~taseZ A
F-26-P,



o]z Aol JAH Aol TAFHY HF-16-HAEATY =S A=

T2 F-26-P, 42 fd38E JAlste] AAdde A5l 3899
7+ 2= A 71t} carnitine palmiyoyl transferase-1 (CPT-1)¢] A|#|2l ©=

(malonyl) CoA®9l sZ+ FA3A ol CPT-19 Ao F7tyE=
fatty acyl CoA7} fatty acylcarnitine® 2 o ~H| 235 o] mlEZ=go} Y= 4

A olEHel AEoR Astacy ¥
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3) a-Glucosidase

WEFAS Vsl 242 glucosidasestal  EA AT, ES W FEo]
glucosed Wl glucosidasegtal F-Et}t. FFAA=AT o] qol7F pelrle] welA a
-D-glucosidase®} p-D-glucosidase® Wi=T}.

gBrstE Eelase &

Al gl #Agst7] &olstAl Hel Stk ol JheEE ZAE T 6
disaccharidesg}x sty AAZ= Ozl A 71 WA 2
3l 2 oligosaccharidasesgtal W3ty ol ahe ¥
Hol Qo 3] diFitel AAA AugHom Fag WEE FATL

A%-L ©] oligosaccharidases”t A3 ¥ o] At} Oligosaccharidasest™ E-F 34

o
s
N
N
o

hul

]
o
ME
a

pH7F 6.0 AXESl A oz o At} GlucoamylasetT F oAl #H]
¥+ a-amylaset= €EHA a-1, 429 ML Fdo 2 RE glucose 1&A}
= dgsh= #ES vl Sucrase-a-dextrinasei= HAAZ F a7 EAE &
2ol U sucroseEs East e due a-Edt dextring a-1, 6 2&S

H
B33ttt o] &4 UE o]E 07 sucrase-isomaltasedtil = By, Aol
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1. A5 2 7]7]

SZIATGA Y FA=AHo] ALEFE UV-visible Spectrophotometer+= Hewlett
Packard 8453 (USA)S Al&stglon, AlssvlE 9l8lA] Aspirator A-3S¢b
rotary vacuum evaperator SB-651(Eyela, Japan)& A}-£3t%9th. Vacuum freezer
dryer += Heto FDS A}-&3}3it}.

DA 7= L3kl Mega 17RS AHE5F3

a-glucosidase,  p-nitrophenyl-a-D-glucopyranoside, = Peroxidase,  Glucose
oxidase, O-Phenylenediamine dihydrochloride, Glycine, Sodium phosphate
monobasic®} Sodium phosphate dibasic € Sigma (U.S.A) A|&S AL&3% )

Maltose} Saccharoset™= Hanawa (Japan)Z-E <13} T},

Hydrochloric acid= Yakuri (Japan) 2458, Metanol2 Merck (Germany)Z=5-H

27t Tkt
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2. A3 tlo]—

=

In vitrooll A1 a-glucosidase &4 A& 23

Ao AFgE ZHZte] AlRES 1 AFHA 3] 2L Wgke] 3 & Fol F
17 A S R o 4 Aspiratorg ©]&3ste] 7Y oAHAIZl F vacuum
freezer dryer® €34 AXAIZ] AJEE Img/mlo] HEE ZFHFd &3170 =

1
Aol AR A4S S4E W wERAFY AR HFEEE 0.2mg/ml

o) =S B39
2)maltase?] &4 A3

& Whsgoe (1M phosphate buffer pH7.0, 7] 210mM maltosed] A&
7beke] 402 7F 37C incuvatoroll A BHIFAIZ] b, 5 TEH9BTY F30)d
A EAE 283 vEAdE Al71a 3000rpmel A 53 PR FEd 0.1
mlol o-phenylenediamine 0.05mg/ml, peroxidase 2 unit/ml, glucose oxidase

, IN HCI& 7}eted

r«{u:
=
02
o

0.384unit/ml s .2 Z A3 Wkg-dS 713ke] 3
2REES AAAZ T 492nmel A FHEE FASA
%inhibition #t= Tk AlLkel gk Aot}
{C-(A-B)}/C=100
C: control¥F& o2 A7 A ¥e A Alas A9 Ao v
A AR A wbg A ARE ETF FEjolA whE
B: Al&7F AdelM e bufferet FHF59k9] uk

olo
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3) sucrase®] &4 A3

E Hkgg e (1M phosphate buffer pH6.0, 71 & 10mM sucrose®] A&
5 7F8te]  3AIHESE 37T incuvatordl A WESAIZ thE, #E 84 (95TCY
TR EaE 287 w3 A713 3000rpmell A 5%3F AR A4S
o 0.1mll o-phenylenediamine 0.05mg/m{, peroxidase 2 unit/m¢, glucose oxidase
0.384unit/m¢ s 0.2 Z=AF wkSHS 7hake] 301t Wi ¥, IN HClE 7}8he]
=3

Nt

FANES AXAZ Fol 42nmelA FREES S45)

_!
i&

%inhibition %< maltased] AAF 393 2}

4)H] Eo]3 a-glucosidase(a-PNGD) &4 A3 23

H] 50| % a-glucosidase(p—nitrophenyl-a-D-glucopyranoside) &4 =4

2mMe] p-nitrophenyl-a-D-glucopyranosided] &4 WS & A3 A RS 715}
3083 37ColA wjekst & 1M Glycine-NaOH(pH 9.0)&2 43S XAl 71t}
% 3000rpmell A 10E7F Al st A ds 2o 40onmellA FHE=E S

=
9%inhibition 3t maltase®] A4 zk3k 2t}

3}

i&
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13 3. sucrase inhibition effect of methanol extract

AFE AAPAEZANA ABA BEAES WEE2 F=% 3] a- Glucosidases] &4

KeN
=

UV-visible Spectrophotometer® 200nmeol A 800nmd ¢ 7}

sucrase &4 A& AHL 492nmol| A &) A3 gholth.
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¥ 1. sucrase &4 =3

Materials inhibition( % £ A7)

W= Taraxacum mongolicum 38(15.6)
FYE Lamium amplexicaule 26(5.0)
74bebS Salanum nigrum 37(20.7)
7} 2=R A o] Aster ageratoides 18(1.4)
23+ Elsholtzia splendens 54(24.0)
HY  Codonopis lanceolata 81(14.1)
=2  Gynostemma pentaphyllum 3(0.0)

%  Aralia elata 29(0.0)
St=  Euphorbia helioscopia 69(4.9)
F3t3  Syconus N.D.”

i Solidago serotina 60(9.3)
WU Elaeagnus Umbellata 27(19.5)
5% Adonis amurensis 26(0.0)
B &  Amaranthus mangostanus 24(0.7)
=y Chrysanthemum boreale 44(0.0)
2744 Vicia angustifolia var 16(8.5)
2191 Pyrrosia lingua 50(18.6)
A8 Pyrrosia lingua 72(8.1)
Addl  Cactus 10(0.0)
s=H]7] 9 Vitex rotundifolia 41(0.0)
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Materials Finhibition (& £ 7 3H)

<=H]7] Z7] Vitex rotundifolia 38(22.0)
A5 Lespedeza bicolor 31(12.0)
15 Potentilla chinensis 82(2.8)
o=249+  Akebia quinata 14(5.0)
A} =9 Ardisia japonica 92(3.6)
Z+2]F  Phytolacca esculenta 10(0.0)
7118w Kiwi 22(0.0)
Z<=0]  Fatsia japonica N.D.

StA A= Humulus japonicus 40(11.5)
22U pycnogenol” 98(0.5)

A

- =
- b |
s 2US FE 59 pycnogenole A €S o4k

sucrase@A =4 A 60%0] A9 sucraseFHA A %S Hel AER

rr

=
Y 81%, SUlEY maltase &4 A3 SR th F2 69%, W =H] A
60%, A8 72%, A 82%, AT 92%, AUF FEE2 pycnogenol=
98%¢] =2 sucrase€d A3 TS HATh

Wb FobE] 2ol gse]l rhal gzl ol ofFE TS HolA &E

A9l 0k WESIY v R 719 e Aol Hle v W2 22%9]
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¥ 2. maltase 84 =3

Materials Ginhibitior (% 28

WEd  Taraxacum mongolicum 35(0.0)
FYE  Lamium amplexicaule 48(11.0)
74ebE Salanum nigrum 60(0.7)
7pA R Aol Aster ageratoides 17(4.4)
E3F FElsholtzia splendens 50(10.7)
Y Codonopis lanceolata 10(2.8)
=9  Gynostemma pentaphyllum 21(9.6)
v  Aralia elata 30(0.0)
S WE  Euphorbia helioscopia 90(4.9)
F3t3  Syconus 2(0.0)

vl = e Solidago serotina 29(17)

wWel$UF  Elaeagnus Umbellata 34(11.3)
5% Adonis amurensis 17(3.5)
H1E  Amaranthus mangostanus 17(0.5)
=ty Chrysanthemum boreale 6(0.7)

27+3 Vicia angustifolia var 36(10.6)
29l Pyrrosia lingua 85(6.6)
A Q8] Pyrrosia lingua 91(2.1)
AJQdLEwl  Cactus 13(10.4)
<=H]7] 98 Vitex rotundifolia 43(7.8)
<=H]7] =7 Vitex rotundifolia 37(2.8)
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Materials Geinhibition( & £ 8
AN I Lespedeza bicolor 81(1.4)
5 A Potentilla chinensis 90(9.0)
o =49=  Akebia quinata 26(15.2)
=9  Ardisia japonica 91(2.5)
28] Phytolacca esculenta 11(0.0)
7114 Kiwi 22(9.6)
Z<=0]  Fatsia japonica 29(4.2)
9= Humulus japonicus 61(11.0)
22U pycnogenol 94(3.2)
* 2UF FEE<Q pycnogenolE &S o] &3

maltase &4 34 23 60%°]32 &5 Uetd AEEE 7tts 60%, 5O
= 90%, A9l 85%, A91HE 91%, A 81%, 5 A 90%, A=-F 91%9
pycnogenols ZrolE 4= ¢l v} pycnogenolS Gascony Landes AW Zghr
A slets whep Aeue dekde] A FEEE AAEHEEA 94%9] E2

maltase &4 A3 T5S R

r
r
¢
[o2
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E 3. H] E9]4 a-Glucosidase(a-PNGD) &4 =34

a—glucosidase

Materials %inhibition(¥ = ¥4

WEd  Taraxacum mongolicum 51(28.3)
FHNYE  Lamium amplexicaule 33(0.0)
74babs Salanum nigrum 39(6.4)
VA &E- Aol Aster ageratoides 40(0.0)
%385 Elsholtzia splendens 55(0.0)
Y Codonopis lanceolata 15(2.5)
=9  Gynostemma pentaphyllum 34(0.0)
%  Ardlia elata 41(0.0)
Sth=  Euphorbia helioscopia 88(2.9)
T3t Syconus 29(0.0)
Bl Solidago serotina 52(17.7)
QR B FElaeagnus Umbellata 28(18.4)
H7%  Adonis amurensis 28(0.7)
&  Amaranthus mangostanus 37(11.0)
A=n Chrysanthemum boreale 24(9.0)
A+72+3 Vicia angustifolia var 9(7.0)

29l Pyrrosia lingua 46(6.4)
A 91¥a]l  Pyrrosia lingua 50(7.2)
AANAd]l  Cactus 16(12.7)
s=H]7] ¢ Vitex rotundifolia 40(0.0)
<=H]7] &£7] Vitex rotundifolia 35(7.8)
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Materials Spinhibition (kS B A

AeluE  Lespedeza bicolor 54(5.7)
1A Potentilla chinensis 66(9.6)

o =49 Akebia quinata 33(0.0)
A F9-  Ardisia japonica 87(12.0)
Z+2]l&  Phytolacca esculenta 15(0.0)
71914l Kiwi 20(2.8)
&0 Fatsia japonica 31(0.0)
Y Humulus japonicus 30(18.5)
24U4F pycnogenol 100(0.7)

# U F3 59 pycnogenole G 9 ES o] &3

A a-Glucosidase(a-PNGD)

AR AERe T

= 88%,

T FZ5<l pycnogenolS 100%¢] <43k

e guZEEYg A4S

pychogenol<

Q
g
D
)
o,
=
D
o
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20 maltase sucrase a-PNGD

a9 4. AF9 7+ 7] wE  a-glucosidase A3 5= (%)

AR ik T 2L ey AFE 5 AR &w 700melste] & oA
B o7 o] 15~20cmoln, A&7 Eo] A4

i £
o8 FEheb NG LR Hof HAFE] wowA Adn 5PoR: oY &

AFZo A AHE AF-(HE 5% 02mg/mD)e] WS =& 73 maltase,
sucrase®] Wgh &4 &4 A& sH I H]Eo]F a-glucosidase(a-PNGD)A & 2t
€2 A3 1 23 maltaseol A+ 91%, sucraseol A+ 92%, H] Eo]F
a-glucosidase(a-PNGD)ol| &= 87%9 &4 &4 A3 €& Byt
maltase®} sucraseol| Aol &A &4 A3 = R oyl H| 5ol
a-glucosidase (a-PNGD)ol| A 2] &
of AF9-2Z5E FE3 A 4 4ot maltase, sucrase®t Hl 5olA
a—glucosidase(a-PNGD)9] &4 & Ad|sl= 483 a-glucosidased A3 A&

Fare A

N

kel

° PN
S ¢ 5 U

rie
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maltase sucrase a-PNGD

Y 5 YEAY 7 71de ©wE  a-glucosidase A3 52 (%)

AT A (HA32)2 Feuet A= ZAH o] Az AT AE, Fgow

pola ofReg A gt WPAME AY, HY Fo| AR 2Tk F2 A

AA, 284 A%, 53] 3, 9, 1, WP Bob e ohrolv 4G ofF
Aol AAE W B St A R s w(EFAE, 49,
IRGHE Folod AHHolrh §FL Ansu RAREE EEIA ol

dolleghs FA ste zZH8ol 7ol AE#E, FHEHs #d4d, 5, A4 T,
dell o}F EFH o} Wyt ofuyel, o)W AF A

A lo] wa A

ATzl ARG ATAHAZFT F% 02mg/mbhe WEE & A3 «
-glucosidase &4 &4 A3l €& 54 ¢ 23 maltaseo A= 90%2] A 3l
9, sucrasedl A& 82%2] A T, Bl Eo]F a-glucosidase (a-PNGD) °l A
= Ui 3 66%9 4 24 A FHE Evh maltase®t sucraseol A 2
Eh 84 A FHo] H] Eo]4 a-glucosidase (a-PNGD)o A9 &4 A A
I s8Rt A Jehd o=z Hol 9T Ay &4 =

sucrose 7]d ¥ Eo]F o7 w23l a-glucosidase# d #+-go] ks dojrta

g2 71de 93] a-glucosidase A3 Z-&o] AtEES & F ATt

A& maltosest

ol
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I a-glucosidase &4 4 A €& 54 o 23 maltaseol A= 90%2
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[ABSTACT]

Screening of Glucosidase Inhibitors From Pants

Kim, Guk Hee
Major in Education of Chemistry
Graduate School of Education, Cheju National University

Jeju. Korea

Supervised by Professor Lee, Sunjoo, Ph. D.

Methanol extracts of 30 different plants collected in Jeju Island were tested
for a-glucosidase inhibition. When the final concentration of extracts was
0.2mg/ml for each sample, Ardisia japonica Blume. showed 91%, 929 and
87% of inhibition for maltase, sucrase, and nonspecific a-glucosidase activity,
respectively. Euphorbia helioscopia exerted 90% and 83% inhibition for
maltase and nonspecific a-glucosidase activity, respectively. According to
these data, Ardisia japonica Blume and Euphorbia helioscopia are candidate

to develop medicine to reduce diabetes.

_35_



	표제면
	<국문초록>
	Ⅰ.서론
	1. 탄수화물 대사
	2. 당뇨병의 정의와 분류
	3. 당뇨병과 혈장 아미노산과의 관계
	4. 당뇨병과 지방과의 관계
	5. 인슐린의 구조와 분비
	6.글루카곤(Glucagon)

	Ⅱ. 재료 및 실험방법
	1. 재료 및 기기
	2. 실험방법 

	Ⅲ. 결과 및 고찰
	1. 항 당뇨 측정 결과
	2. 자금우의 항 당뇨 효과
	3. 위릉채의 항 당뇨 효과
	4. 등대풀의 항 당뇨 효과

	Ⅳ. 결론
	Ⅴ. 참고문헌 
	〔ABSTACT〕

