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VUR % 0 sl 8 Ar ARl b o
&%ﬁ%?ﬁ%iigﬁﬁiiﬁ%{ﬁiiﬁ’%ﬁﬁ#¢
VERZ ERFOMIEP R A KA Ak kF R~
i‘ TEAR S A o (U SRR < FIITAAPIRE AR R )T
mE o RAFE S PRTRETR FFT I ETRE S

aqzszga?J ’%”

Jrml. ““

v

FRIET 5L IF o s R R 0 ST 0 ¥
AR T HCRO fRAT
EEFH Y BRRB AR BHFRR S G PR s
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5
2

P
-

SRR T A S5 A SR
s T e ev iR F ISR F AR RESZ AT
¥ Ewm e A 2T oS L my AV G T
R R R B R AT N R IR N ST
BY T EA R R ViR P T E A S R

21.2.3 o R fom K P o B
VG SRR %S AR A 6 B
4 #

PR IR FAXY T B AT IR s
EUEA BT ERL BRIV 7§ ok A g

2.1.2.3.1 - # %= &4, Taxus sumatrana
PER LB REFE IS SBEEY TS XY
(Taxus sumatrana) B iZA # 35 ¥ ~ geidfedt 208 5 - & F i
A a0 4 £ TRE 5 342500~30002 & o L E s B 4L AER
R@hﬁ’é—ﬁﬁﬁr%m#”ﬁ%% E A o
Gf MOBAFEFREY M eB B fESF o0
~1966# > d Wanisx £ ¥~ T X2 4 (Taxus brevifolia) #4 3
B R R R RPUREER KM (taxol) e it > B 4ehE
i EA M B EROBAN L AN R e BB
iRk e- FRiEd 7Tk e
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GAEF B R M FHREREF o MekiE s 3R
PHSAREE S AT P P EAR O BB
o ¥p (A dam) ¢ T LB ildeeRel > AIRE F A ed o
BRI TRE R
TR e L R AIER bl (E L5 kA A andr s 0 H i
5 AT hacE B e R0t § S BB AR A RS
? v ,{%f(? Fov it BAF e Ak > F Y S A fans g K
Vi fofcy v B E) 3 - REBH > &7 SRR EfE3 e B
AR AR WA AAEF ] > R gz A4 W
Ho RN EE R AG HA R imie = R RERE
FOFPHER e AR T o P A WAL i B B A
m&wm o T LB R RS R R

K

Wi

o
|rml.
fn

3=

2.1.2.3.2 % £ 3% Mimosa pudica Linn.

FAXHETLIE S BEAT > AXT o RAR T ARF E N
F AT L 1645 Ep s~ 0 2V AAT AL E TG K
ﬁi‘ivﬁzﬁzp‘ FRANIER T oUN AT EFRTI LAY 2
R R o AR HRAY F AT G TR -
giﬁifﬁﬁﬁ’ﬁ%ﬁwﬂﬁﬁiﬁ B0 & Ap o g PR
3R (

TR A ,,};,fi,g*J,,N., R ISR B
ﬁﬁ’ﬂﬁwiﬁ’ o RSN 0 F SRR o fRhH 4 s
o AUBL R AT~ R E R it T AR
Ko PR A RBAE o ERTA  LF L BRR

2.1.2.3.3 ¢ %3 Punica granatum Linn.
8RR X BB R BN 2L NG RAT M

At d 1820 & d Ea il o d 1970 #d BW I £ &

BA 0w BREAHT (L) E T R0 W EEY S R

Fic® - FRARNRZRAARF > F2 A7 2 %P> > P Fie
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Mgy o RFHI T 0 Fadias &L -

v R 2 B i A 4k (isopelletierine) ~ B-#Hp% ~ 4 &
Fi o HHA 7 5 B 745 - % 7454 # (pseudopelletierine )~ 7 A B
7 45 A 4 (methylisopelletierine) « % & Z 827 ~ #% ~ £ - H &
AR~ R 0 8 3R JE S B~ R4 (isoquercitrin) ~ % 9%
gﬁﬂoﬁamﬂgﬁﬁﬁ\ﬁﬁ~ﬁ@i¢%ﬁwy?%wﬂ‘
‘fg,%ﬁ,;\j%\}\:)ﬁ\ v oo kA E G ARA Y e 20 0n
PGB AR T~ BT 5'47% ST BRCRR s

2.1.2.3.4 # %45 Psidium guajava Linn."® "

hEhAEFEFMN > L9200 #5 T £ 2aH 5
FR AL BT SRR AR O FUELEFAARRE 0 FlRp B
ChHTR e AR ARYERE R ITRE PR -RAFEL
CEIBEARETA BT Lo 2ERP O RE 2 SR
FERASMAEAL 7R i R o Y AP c HRASR
F 0P o Fig o Lo Big e AR &R T ETR LT RME

17 % #45 - & (arjunolic acid) - A4 7 37 + ¥ 7 & (luteic
acid) ~ L& (crategolic acid) ~ 72 & + & (ellagic acid) % 7
W BT - %72 B-FAM St H A5~ a2z -4
2 -&md XA HFE L8R (galhcamd) FLEFPE B R
Papa R Mg Bap g K28 A
P RO R OB S TR LB B

15 dede > b o PR e TR~ 8RR Jrﬁfjl
T S AR B o AT 1zﬁ’ LN BN A SHPE N B I -
B~ R IRERR o RF GO o Il pL o SR y?‘«%aox,
mﬁﬂnz\%&@%~%@@o

2.1.3 & Fivh KR
%@@—&1@»3&@:% A Ao (TR G R kR A
IDDM)» & & 2.8 *0 95 B smve pf s it s ¥ 9% § F R B0 R
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Bigsldecho % - P fom (2% 5 % i 3], NIDDM) 25 %
Lot Al > N AR A B 85~90% =+ > ¥ pEMG P ARE 4T
ool M REAOR A B R R R E R E R P ART > Ao if
B 2 SRR AR B R e 4 o AV AR gk o

EAEEREF AR DU R B BE LN
ﬁ%@i%@%ééﬁ’ﬂé?{*”%mxzﬁ(mmmd
glucose tolerance, IGT) F§ & g A 3 & 5 % = 3 jop L & 5
2 FE A L (IGT) BB LA 0 ¥ folb fopz B enid i
A g F AR <A (IGT) 1B A o Bop de? 229 % 7
it 2 R w i s (CVD) hh % M Fa
SR VHEERA KRR ZAD ¥ Z AR DT 2L o

¥oobo m R g AoR e 3 (UKPDS ) &5 ﬁ%ﬁ‘«#’"% % o b
io B F MR AR b B B D3 2 2 g 2 FERHE
Fep s s g oA (CVD) 7= F (mortality) i = & '%% 51+
B FEATFP oo 2 o F bR o ST
FoORERLBEEZ L RARRBM R BB ETRERND
%71 % en & 15 4 47 ( Diabetes Epidemiology : Collaborative analysis
Of Diagnostic criteria in Europe, DECODE ) # 3 %7+ : £ & % & #%
gt d 2 (A1C) a2 e+ b g R FpahiTs P gLty
CEES

2.1.3.1 #Fops e SR

s A ST RO P & iR o %%f&%@ﬁ‘ FiE R
mpia,#»mg&ﬁ*,fﬁfj\pﬁ’/‘afﬂ}ﬂ S BEE K- g 3 RTE AR
Lo O MEER I chiupt kg 0 AR R Jr%ﬂ-%*ijrlﬂ“/%m}i?%
Bt i3 TR RN 5 BRE AT ST A MR E v AR B -
goo TSI s Wy A% WAE LR S ¢ (American Diabetes
Association, ADA) 2008 # 314 g 374 o 7 Sk 2 21 o

- AR A g fEEE L 7w 4 E (fasting plasma glucose,
FPG) <100 mg/dL (5.6 mmol/L )~ 4<{s (p.c.) = # & <140 mg/

@m@

Fe
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dL (7.8 mmol/L) - s X F FAm =< <45 (IGT) FF& A A8 § e
%&@iwm@ﬁ%ﬁ’ﬁigﬂ&&%&%ﬁr&’ﬂ“§5+
s 23 (IGT) P fichs #45% 5 140 mg/ dL (7.8 mmol/ L) =
OGTT<199 mg/dL (11.0 mmol/L) -
MR e g TR i Y — ik LR P
EAF- X E DTV L SRR
(1) BARRBEM (blhrdeh 5 R2 AP RAMETE ) 1
e P E R PBER s BB =200 mg/dL (11.1 mmol/L); &
(2)miea# g3 8 Fas e #E (FPG) =126 mg/ dL
(7.0 mmol/L); &
(3) v PRF FaEatEas% (OGTT) =200 mg/ dL (11.1 mmol/
L)
B AT R RRRT > AR Z R R R S D RS
4% (a.c.) w #E 41 2:70~130mg/dL (3.9~7.2 mmol/ L)z /& >
#1t5 (p.c.) m 4 ] *180 mg/ dL (10.0 mmol/ L) » ¥ » H &b
wd % (A1C) & 5] *7.0% °
Wk o v JRY F 4 E % (Oral Glucose Tolerance Test,
OGTT) HApIR® 769 ¥ § 4 kipie 2 1 pFits > il H & R § i
BB PEE R FL s (WHO) e ¥ - 26 - ¥
Leggit i ¢ % (glycated hemoglobin ; A1C) & &_4 3% 4.0%~
6.0%z_ [ -

=

2132 & Fiph it * v PR w 4E% (OHA) z 3w
2.1.3.2.1 m. fe/k % 3¢ (sulfonylureas) 4 § % ~ i &

R EES (ToR R4 HH 04 25) i & (77 5 {1k
LR B e ARG 0 A3 A B A BLE B we i
TR IR FRIMEE O MPRBET EKapilig (5 wiepdody

FERAF) Rt LB mie W AT W R AT
F oo dmre N BOfS RGEML | F Ak o d A g SE B R ORI S

£ &d %"%ﬁ#%“,f v TR B %ﬁxiﬁmjﬁj R RN -
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R FEEPRIAELE A K R T o L E
PSR EY IR FIMHEFLORART R P
HEFLAT ~ F A ona AR R B ATH R R - i
Iy w B pE A fop A~ 1 (UKPDS) J5 % Bm i % & b ff & 47 5 4
fﬂiﬁ?ﬁﬁ+i§%%’%mﬁw~%%£%@#@%%,@
IrREMFED AL R

‘E\*

21322 2R ERKFREOLE F A RED
AR PR MR G R A E R L F R R L p

(Meglitinides ) - M 2g &4 (Fk + R & &5 L4 2.
VR G EEF P T TY AR L mie kT
PR RS R PP AR RE T G OTE WAL 0o
ARG AR ERESRELALEILR B e G
B ARREE  MPRIEET & Kyp il i & w2 i3 41
LB Fm e AT W 0 SRR G F A0 o

AR FR L AL RES DR FF o M Bl €3
e REFAWFIEAERERES LW o PR ES DR B AR
FR* o T PREE ot Bl R o d AT b S e SRR SRS AT
B’*F,ﬁ;}%xf » T pL A BN ﬂﬁ;ﬁqﬁﬁagg,y,u;g% o

“oN"

2.1.3.2.3 g 5g (Biguanides)

R ES (Tpk f4#FH L 4L 25) 50 & (0% e+
U2 MUFHH L H R HT TR g f2
P TR E > fF e ¢ SR WAy MR Y R
(LDLH%&ﬁi%ﬁ$§H§%}ﬁ?éﬁﬁ(HDL)%&iﬂyﬁﬁér
BN AER S R OV OB AR Bk Py s AR R R
7“71% Ao

A E S cnRiT% A8 5% % G Ao dorBee SR 2 LR o
FERGFSMY A 0 RF A R TR I M
REE 0 # i &+ Metformin 4 -
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2.1.3.2.4 «= - A3 (Thiazolidinediones, TZDs )

7 4 PPAR-y agonists - TZDs (et * & #4 L 4 2.5) fF
FALE R LR RN (TR R RR g ia ), 1 & 1F
(R EETS S ERLE N EE TR E ARt
%Pﬁﬂﬁig?]ﬂz W OUE My PG S R A0 T 4y MR
A BT e XA PR RS o X Ry
( peroxisome proliferator-activated receptor y, PPAR-y) » 3 & &
B g A Flendg sk o R ¢ = e i A fE o B4 Fy e =
o f g S 0 1R RESRL G & AT L o

TZDs g iv* & 2R E R4 2 R > f A3 S H @ * % §
Fop A hEBMER TZDs B AL L FE Y o 2 BRBLR
% ¢ (ADA)n: fom s it & ¥ eng & 1 3 & WU 7 TZDs
BL G FEE R § RO R B F b T troglitazone i = 7w
edp L om AL @ % 5 IR 4k pioglitazone - rosiglitazone B ik ; B2
X p i * pioglitazone - rosiglitazone & 7 4 3142 & 3+ 5% B
Vo LERaSEH AL (FDA) #&R* TZDs s 4 )i |
e

2.1.3.25 a 7 5 #H ¥l (a-glucosidase inhibitors )

A A o#E ol % kK % ( small-intestinal brush-border ) }
a-glucosidases &_§ # 4 f## # (dextrins )s1fi% % : @ a-glucosidase
inhibitors | 3 #&E M| o R 0B > H v g 8§
WEPEEA R FE M R G AR 2R R
THBF RS e LR kR RS T R

p o R & * 0 a-glucosidase inhibitors 3 = #& : acarbose

o

|

e

( Glucobay® ) ~ miglitol ( Glyset® ) ~ voglibose (Basen® ) » iz it &
i B84 (B 25) fvfl § 84 F $Hipdf iz - acarbose #
a-glucosidase 2. 3£ 4 e pESE L > F|L T 2 P ird| G5 ¢ chpEsg
LS PR STy 4 e miglitol B F B4 Al HAR S Tk
4 HFr | EAERS fo & ¥ ABF cniT* 555 acarbose 0 § % i chEl T
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¥ R fudcb 0 i &% 2% & 4 . voglibose %t a-glucosidase ]
% fiacarbose 35 ~ #r4ik ¥ fF (0-amylase) =T * 33 > WA A
S EPET ik ¢ RS T RE N H PN AR A F 0 T

o Bl sy B e o) 2

OH

1]
H - % OH
N
8 A (j\
oy Ho” > “oH

OH
(B) miglitol

&0,

i 1]
(A) acarbose (C) V09|IbOSG

B 2.5 a @ §#Hpedr41A (acarbose - miglitol ~ voglibose ) 1
- F S

acarbose £ P # S TRAk R HER T F I 3 A L4 (IGT)
PE BB e o BRI B S “‘H}%@Iﬁa%&ﬁwﬂ (STOP-NIDDM) & 7 :
acarbose 7 IE I A1 IGT A % & 5 - “*'J WAoR 2 T A

L .ﬁ:,ﬁ B BEF R L F M 2 R0 BH
b o Kim £77 7 % % 57 : voglibose it %1 ¥ § 4EFTH % R
¥oxrveed IGT PERE (° k%I« Pp% (diated
cardiomyopathy, DCM)) i 1+« 5% 8 % » #| a-glucosidase
inhibitors A AR & B {2 s BR % SBenRTin o E e o

a-glucosidase inhibitors i & 3 ¥ % g (8% > R F] 5 A3z
PESE RS E Y F PR €34T B A o WovRF A IR Y
o PR EZABEIE NI B v o w7 b B A A g (T
XA ARl o

% 31 pE & -k f2p= 2% (glycosyl hydrolase family 31, GH31)

18



S HFEE 0 T kA R enitr 2 LW B P (substrate
specificities) A = = ] & "« GH31 % - -] = (subgroup 1) ¢
7z 73 © freh a-glucosidases > * ¥ R L A A LMY o f FE4E
Fosdd s BB (fung) 2 s o A S T lERR—
75k pr (MGAM) 2 A9 %@ * chft% &k p >t Baker’s Yeast
wH GH31 % - ) & -

B Mok R ARY o AR TR -F § R PE
( maltase-glucoamylase, MGAM ) § + f-it & 4 3 § #Eendfs -
%3 o 1AL B 2t acarbose (T b Y HERE—F § AR pE
E b B S Ed i iF % F 3¢ (catalytic domain) N % =7k
( N-terminal loop ) - ff{f 24 1 (Insert1) % i;irqbi?» 2 (Insert2) #t
# =+ 5 7 E ( pocket ) - acarbose | * H & » Jk i
( pseudo-tetrasaccharide ) i #. 24 » o & T —F § K
fs (MGAM) 5 i =% & & @ L Bl drd|fE 2 it ehit* (B 2.6) -

acarbose 82 5 § = B H- b RLR Y 0o § FAEF LA
2. —> e RJx % 357 7 & o1t acarbose ¥ a-glucosidases (MGAM )
W] B An 41 w33 %0 % v ¢b s acarbose #41 a-glucosidases
(Baker's Yeast) ehic # # A P A ¥ (£ 2.4) ~9 % ot 55 (A

5 &7 iE B o #-a-glucosidase F z A B FEFEY o
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B 2.6 acarbose T%* f & T —F F BRLFE L =8 FE
( MGAM active-site pocket) 1% & El2; 2% - . | acarbose *
F ¢ AT MGAM BT =8 F Bipen & A% & FE L |
* % #* (catalytic domain; = ¢ %1 )N % 3 (N-terminal loop ;

2

=

% 2.4 ji_Baker's Yeast - % fi+f st s ds | B~ (@ 2 o e
A * % $r4] a-glucosidase »c ¥ b iz ¥

origin ICs0” (mM)
° voglibose | acarbose | agc):hin gl_ulc;ocrggr-éﬁ
baker's yeast 2.6 x 102" NI° 1.3x10"°P NI
rat small intestine | 7.3 x 10° | 6.3 x 107 NI 2.5
rabbit small 1.4 x10* 6.2 x 107 NI 9.5 x 10
intestine
pig small intestine | 1.7 x 10° | 8.7 x 107 NI 1.4 x 10

2 |Csg value is defined as the concentration of a-glucosidase inhibitor to
inhibit 50% of its activity under the assayed conditions, and 0.7 mM
p-nitrophenyl-a-D-glucopyranoside (PNP-G) was used as a substrate in this

assay.

® Matsui et al. (1996).

° NI, no inhibition.
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%25 v R g % (OHA) £

B

m ok E

e g g

B o=

4 B/ R T *

i b Ff &

glipizide

glimepiride

flgesk § & 2|1

1085 ﬂ—??ﬁ%

1.4 0 4%
288 € B 4o

(sulfonylureas ) |glyburide 3. ¥ Lk ZER
i
repaglinide ||k § & & |1.%% MA(S o fE 1140 $E

N R
( Meglitinides )

nateglinide

2.V A A R A
B A

B A E 5 e

3. P L E FIER

2R E K 4 3 4
metformin  |*f KRR G F TR LR <15 5 i gk
ﬁ%ﬁ‘?]»u S | DR R 2.5 Y (A
2l dorup ok ED R g 5lde K
( Biguanides) AR e (3% MR P 2 B
§ R g o b R
R iR
pioglitazone [T £ "FAE 2 F[1c & 5 = A1 1R 3 BOF R
rosiglitazone: % § & fhagpp chi & [pek 2.8 € H 4~k
o g troglitazone | % - 2.7 € 3ldc il B 3. E 5 T pER IR
3.0 14 TR @
(TZDs) ) }
L O -
RS A A
BN R e
# % # i 5 ¥ {lacarbose P P E FOBENLTE AT L BE 1% 8 i B iE
| (a-glucosidasejmiglitol pensfie 2.7 §ildeMa B RIRE B S
inhibitors ) voglibose 3.5 & > L ivH

2.1.4 R ¥ R R

%%%ﬁ%ﬁiﬂﬁ%%%ﬁ4

HEENT

AN I

. ﬁéﬂ'\"

ﬂ_’gffafﬁz*

%%ﬁﬁéii%%%:F—ﬁmrm?%%’g

P 2
A

B o PR 2

Sl4erl b m enE & Tl B
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gmﬁﬁﬁﬁﬁﬁ“%ﬁ%%ﬁﬁ’é“w%%%@*%ix
FAEHE > S FH A EB R T S F AL TR
TR A R ﬂﬁwww&@ﬁL#’%g%@ﬁ%ﬁﬁiﬁv
5 o

2141 “ i §p%

LR RFFL L PR b BB FHE L
T B RE (Ao b BB SR ERA ) O S 2ROk
BF 2~4 g0l ’*L?Iﬁ?%nﬁ%/’]\}ﬁam' B F oy FAET
Bl B TR ORI~ e PR R T R

VA o

2142 | & F H%

WRomaE Ll BT o K B R R R
T2 LTFEH G BL B UEFHIFFG M

(1) MR AL SV 5 M & AL/ 5 P A 4
SlAde4 Wz 3 F] s ¥ A LS X %E.&Mi:{ﬂ.%?é’-‘s’irﬁfa % Jo3 75 AR
PR R S H e AR F S e BB T
FEMEBEPRG > RRETREERAP Yoa 2 BRRRBL 4
Lo APFEA o yr g% 2 g AT AOlEoR 0 97 85%R 4
BEETF FRARORETRE P 2ABKLF Y 20%~30% ¢
PR E o o 20 EL 0 PIfem S G A 5 L ARE o ]
30 e (WEfRppe SEM ) A4 30 ket E - & &I
R-tARd AR ARE > NS HERFRE SR e

(2) WFp TR % - TR R e A AL LT Rpfka
Bded AP AR Tr g nit ) R&AR > BFA DRI
A A VILPE 0 TSR R IR AR T R o 'ﬂ”‘gffkﬁiu
Pl AT MR D B9 ARSI TR 2 R R e e
BRI R RBRE R ELET EHATHRLEDSF (403

* 3R
B BFRY ) 2RI FTIBAELT S UPRETHNTE
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(3) M ARpA S BpA SRR Y Leand el F i
éﬁg@%:#i*”—ﬂﬁiﬁaiwt’ﬁ&#a&mﬁww\
BAR S AMGIAFREANEN > HBEE N SR
WACE R OR 0 BRF S Y RSB A afii#?épmaiaé“b,s)%
RoomAG R R EF B B R s
RS T RIRE A ANRE S I REEFE T
BRAVIE-A LRIy g d b X iop b4 &t o Hopki
aﬁﬁﬁf&@LWA%“ WA LR 2 A R S
o b0 L e sl MR o T ERE RS e 0 BT e 3
%%ﬁ%’ﬂﬁﬁﬁﬁﬁﬁmo

2.1.4.3 E3%RK XL
PO AR AU Sm & beena Bl H RS ko RO
L e150% 14 b oo ¥ Fifp B30 #% (diabetic foot ulcers) g 4 &+
HERRREERIEERN I ARG EBES 3
#iﬁﬁ%%%%ﬁ%?@?o%&%%@iﬂ%@ﬁgkﬂ%,
/)@J;f;\'f’ﬂii%:}ﬁs%%ééivﬁz%ﬁw Bdoemhid éq‘}i&fj\pfaiﬁl&
B FSF 0 #14"—“*»5@ 40 fhri b~ Fgx o~ HEFOR R ¢ A28 10
ECAHRERES G EIFFABE F LV ERE TR
> 5 AL E3R ey Ffmﬁfﬁu 5 RATEE IR AN R
i A
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2.2 a-glucosidases {pEsg (e gk 4

AR AR E RN ERNRET IR AT SIS LA
ol B R R A 4 L kb M RRA A F BT
TR GMREE E R IEES o &P FF (a-amylases ; EC
3.21.1) [ F4eRH PN a (1-4) MF 4 k223 fems
dafe X pachi R pE (oligosaccharides ; & i #F (dextrins) ) o
K o %’gﬁ | % Rk % (small intestinal brush-border) + & i ¢k
K f2fF (exohydrolases) iF* » & fssF (dextrins) i&— # -k
AL ELE

R A S 2 SR LA o= e L I R N £l - R AL
(membrane-bound enzymes) > 4~ % i & §EfE—§ § AR fr
( maltase-glucoamylase, MGAM ; EC 3.2.1.20 4+ 3.2.1.3) % g #%
fr—3 & 7 }Ep* (sucrase—isomaltase, Sl; EC 3.2.148 4+ 3.2.10) -
A & T RS- F § M p pF (MGAM)  §_o-glucosidases ¢ f # #-
1,4-linked a-D-glucose residues * :32L: B RN & - H-Kigz A 4
a-D-glucose (B 2.7 4= §) 2.8) *> % - a-glucosidases 3 <4 # »+ 4
FRY o FESHRCR B SRS P2 &S s SR R
WEFEFEARE A I RHE g i HORIERY PR L
Bihk d o
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STARCH AND SUCROSE METABOLIEM I

b
Or—— Agorhate metaboliam
D-Galac toronate

4
Ty S s S _-__mm{ﬂ-_.i
i S 32137 —0%4—24224 24117 o e S
i ot ! D-Glucuronate

UDP-D-xylose
C -3 2165 O -1 10 O
{2 p-heta-D- (2 p-heta-D- Hucmoze
Frucosylim+n Frucosslin (extracelular)

A-D- Ot 5426
Glucaze-6F 8-D-
Glucoze-1P

O
G -D-Glucose-6F

-0 D-Glucose

B-D-mese‘ -+
4

& i -Tiehalose
{extrace lulaz)

Cyelo-
mealtode xtine

O
Maltoz:
(extraceular)

Maltodextin

Starch;
Glycogen

o2 SEF
A-D-Clucose 1A -D-Cnon
CDPpamatose
o

Glyrogen,
Amyloze

p-tideory CDP-glucose

D-ghirose

E-deoxy-D-glucose

&-D-
Isomaltze

w0
Ghiose-6P *
L k - Glyeolyaal {extracellnlar)
luconeogenesis O— 36.L- # lsomalose

& -D-Glucose

Celloheptanse Cellopentapse Cellotros
- 321740~ 321740321740 32.1 140 —
8 -D-Froctose-6P Cellohexanae Cellnte transe Cellnbinse

00500 510106

Bl 2.7 &4 2 4 (sucrose) eh3rhi ik 4 3°

1139

2-Delyro-3-deoxy- 2-Dehpiro-3-deoxy-
D-galaconatn D-galactmnate-6F

e B

O O
D-Calactono- Di-Galac tonate

1 Alactonz

UDPghos

Penioss and
gincuronate
Inferconve rsions

< — — — O D-Glyceralehyple-3P

QC3Iyee one-F
21 — s
UDPgalactozs 2A1123 O Sucroze
24122 24182

EJ D-Tagatse-1 fF2

OD-Galac e

ofp-Glusoss)

0]
To-D-Clucose-
|6F

oD
Glucose ¥ D-Tagatose-6F

Y

|
| I
O | Glyoolyss
D-myo-Tnositl | OD-Fructose
o ‘
Melibiital __ o Frurtose and
& AN mataboliam
D-Sorbitol
321220
Epimslibinze
¢] OD-Galactose
D-Mannose o—Jfaziz OD-Calscose
32122 O D-Chla 1—6D-Cala 1 o{32120
gia:ﬁls P o —+6D-Glucose D-Galex | —6D-Glusose C{D'lecm]
o D-Galactose
Glycerol
o Lagm 2.7.169
(extracellula) Lactose 6P D-Chalac wse-6F R—
321 s 32.185 Lt 53126
| FEETEY! !
119913 32123 0 3-D-Glucase
e 3Ketlectos
FKeto- 5 -D-galectos O §-D-Galactoze
Galactinl
11116 o
D-Tagatose
Galactwl-1P
Z71eal -

0oo0sz &7z

B 2.8 L 514 (galactose) sith ik gt >
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2.3 AFTIR #p B 1235

2.3.1 AFTIR system it * jh 1@

B L% P &3 A2 (traditional screening method, TSM) %A
@%%%éﬁﬁﬁﬁag,ﬁi%ﬁ%$»@%ﬂ§ﬁgﬁgﬂg
PRk BFL VA ik a2 (bioassay) i L F B4 n
EiLEY (Bl29 2 ) L e frEdlfer > AL LT A A
RETERE > EHEFFOCERAMS  LARGEIREDS
TR B ARIE PP o

T & T

S
&

w

TSM & AFTIR

AFTIR

TSM

solvent partition <« no partition and
v pre bioassay

AFTI R

L__J

pre-bioassay comparison
! v il
J”L (no oorrelatlon) -
1 separation (h |grtcorrelat|on

%@t@ﬁé ) :
collection
UUUUUU collectlon
@ ® 6 E :

bioassay qs==ss ; “-»-9 bioassay l
B

x
M N
X‘
26 ©6 © —

identification identification
compound compound

B 2.9 @ GEnsm (TSM) &2 AFTIR 5 T 2ehi B p®

Iﬁu/\‘:‘i—p%]‘mfﬁ TJﬁ&%i@§§_$¢’$ w%r}
PER FET o - R BRI RN (After Flowing
Through Immobilized Receptor, AFTIR) ©» st g8 4] * 4 4 3
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BT EHT L - BT R s e (target) B X A4 e
JP;:gu\,mb%pw:mééa%s;gff;s;gﬂb#~mmfﬁ%ﬁ*(ﬂ29 )e
Ju s

it v SPREE ~ kireitrp &

X E (4
0 F-DNA Z 2323 5 ﬂ‘?%%’* a-glucosidase gﬁﬁ =) 7
Ld? (AFHET CME & » ) &2 45 I B R R 4

B AR EETZ RIELT
1
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Specific binding components\

CMS5 chip
B 2.11 a-glucosidase-CM5 & * &% 2 %

™
~
H\
o
&
>y
e
=

2.3.3 SPR & i*

3 EGie FA TR k% + & (surface plasma resonance, SPR)
o Nk B DA E ST d T3 ST T Ak HR
P A - A o PR SR TR E RS LR E T E
WHEEEFMITEGLNFTFERCBF LRSS > 7w e ibda i E
FlLREREIRLE 2 H5 T

FI# g 2 o ?,J]%i#%m"cﬁﬁ'iﬁl_ EREPEGSEIG AL
TR BR AL RREROTE RS T L HBE B
LA it 2 TR RAER o d 1% LRI EE RlnI B A
AERESTEEY S PRSI F B DRFERF 2R
TR TR AT LR Ea EEF BE 4§
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Hco ~F it * 782 Biacore AB 2 @ 4 A ¢ Biacore 3000 # 7] >
R A EA SRS BF T (F hF) (B 2.12) 0

Optical
detection

Light- unit 4 Intensity 1
source b
YA
Polarized d = Angle |

light ght ;
Rescnance
Il signal
gold film I Time
A Sensorgram
Flow channel

B 2.12 % & };‘:%—*—#}% (SPR) Rm2 7 % B (51* Biacore AB =
SRt :i_ill )

Prism

234 k{7

d g oaairip k&R (HPLC) &5 3 & w2 3 fE L aig
B VRN S TR et 0 FtiTE R F @ % HPLC fai
Mg adrena1 B o HPLC ehik & B2 8 % 5 R Kk RaE 2 44 5 4p
(mobile phase) A RiEf2 P F 5 X R P s o iE H TAp
(stationary phase) > fl* 2 4 & H 2 pp & 4 w33 nd B
o3k sbgii? §F A RAFTHEIRBEAF D0 AT
YL R RSN R el BiE - A £ 54 R B (detector) iR
Ak e

A~ %% & * Hewlett Packard 1100 4] % »x it /% 4 & 47 & L 5
Wl -3 A% kg2 FA TP Bl ¥ - 2 g

B iR A iR A e

2.35 f #Lbt s w o
Biacore 3000 % F % 2 p #2423 4p 35 1% o7 ki H iR

BEG P EFAMow T 4T R S A o § A TR EE S T
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BRLE (k9 F-DNAZ 2 F o3 ) 52 Rictt 5 & (bioaffinity
binding) & » 1% 3~7 pL i % i (B de) » Bl d B
J,}A}]E‘??#’Fﬁgaa1z\*% BTk %zr%]213

Microrecovery

Flow

Chip

Running Buffer Air 5 pl 37 pl Air | Wash Solution Jﬂunning Buffer
e— —

A i— T —
Recovery Solution

Return to autosampler

@B 2.13 Biacore 3000 ~ 474 ~ vz ™ (31 * p Biacore AB = ¥
1 # :.l.P.l )

AFTIR system & >t i % SPR a2 i Hip &8 » % kifp/2
L ERI IR R R E o - PR RERETEEY 0 BT Y
] 2

felped (L) 2+ T -2 R f* 2 Hp AT EFTELFTL - B
LI R gL o el T RPN g sl 0 7 2
L

kG R R RS SAE R LR §

7 R
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s
fi
Sl
—_
=
\\.EF
N
N

31 &E -HHEEEE

311 % KRB

(1) £+ 33 @& 4 44ty Sigma 3K18;

(2) e F Rk 451 EYELAN-N %71 ;

(3) 4z ™84 %1% Thermo Forma Model 725 ;

(4) 4 i iz'% ¥ EYELAFD-1000 ;

(5)>p 4 43 4p3 (7% & 37 % 38 (Amersham Biomolecular
Interaction Analysis System) Biacore 3000 : Biacore AB ;

(6) % »xic ik 4p R 45 & - Hewlett Packard 1100 4] > fe % 3 Model
G1322A & 7 %4 1% (Vacuum Degasser) -~ Model G1311A
w % 44 B F o (Quaternary Pump) ~ Model G1313A ALS
p ¥ 84k B (auto sampler)~ Model G1328A = # it %
(manual injector )~ Model G1315A DAD % ¢ = {&¢ "L 5|
7] % (Diode Array Detector) -

(7) p¢% s %~ 17k (ELISAreader) : Multiskan EX » Thermo ;

(8) &% c & B (fraction collector) : 4|52 FC203B » Gilson ;

312 #* il #ExE
(1) CM5 & % : Code No. BR-1000-14 - Biacore AB ;
(2)HPLC » 17 4] ¢ 1 : Discovery® BIO Wide Pore C18, 25 cm x
4.6 mm, 5 um > SUPELCO ;
(3) HPLC % # 4] ¢ 41 : Discovery® BIO Wide Pore C5, 25 cm x
10 mm, 5 ym » SUPELCO ;
(4) &g 0.22 ym > MILLEX®GS > MILLIPORE ;
0.45 ym > MILLEX®HA > MILLIPORE ;
(5) a-glucosidase (EC 3.2.1.20): Az & * * kAR 5 1mg/ mL -
fx% 447 * JER 5 14 units/ mg protein/ mL » G-5003,
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1000 units, from Bakers Yeast (Type I ) SIGMA ;

(6 )HBS-EP buffer: = 2 % 10 MM HEPES~ 0.15 M NaCl -3 mM
EDTA ~ 0.005% (v/v) Surfactant P20 - pH 7.4 » Code No.
BR-1001-88 - Biacore AB ;

(7) 1-ethyl-3-(3-dimethylaminopropyl)carbodiimide hydrochloride

(2 r & EDC) : Biacore AB ;

(8) N-hydroxysuccinimide ( 2 1}7 % NHS) : Biacore AB ;

(9) ethanolamine HCI ( 4 1]5 ¥ EA) : Biacore AB ;

(10) phosphate buffer solution (? 4ﬂ ¥ PBS): 10X concentrated -
GeneMark ;

(11) (—)-epigallocatechin gallate (s % EGCG) : * PBS pe @l
JE B 4cF 3mg/mL> 1mg/mL~ 0.5mg/mL~ 0.1 mg/ mL -
0.05 mg/ mL » E4143-50MG, from green tea » SIGMA ;

(12) prpesp s vz *pH4 ~ pH7 . Biacore AB ;

(13) NaOH : 50 mM ;

(14) & # : acarbose (pE4%4z_( Glucobay®) , 50 mg/ Tab., 1t &
— ’f’?ﬁ)

(15) #ER&EY & 1 WY ~jzd >R kiv~ P~ FAE 000
TEERRF AP

(16) P X & 1 %k ~vasdp v o B~ 0 A5 424 3~
AR T RGBT IR EE T 2B

(17) 10% (v/v) HCl oo

(18) " f% (%% ): Fluka ;

(19) ? gz (HPLC &) : Riedel-deHaen ;

(20) Acetonitrile ( 2 1}5 % ACN > HPLC % ) : J.T. Baker ;

(21) p-Nitrophenyl a-D-Glucopyranoside (fﬂﬁ,&, pNPG » HPLC
%) Fluka ;

(22) gz %=k : 0.1M pH 7.0 Bipt % =% - p 7 0.2% BSA %
0.02% NaNj; -

(23) caffeine (HPLC /& ) : Fluka ;
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3.2

(24 ) (—)-epicatechin gallate (‘{ﬁf% ECG) : E3893-10MG, from
green tea ° SIGMA-ALDRICH ;

FiRly 2 WA

321 ¢ ¥ Ez & B 5

P50 Y E AN Y FEAR DALY 0 L 4 r 250
mL " 3 (methanol) iZie s * RF L AF 1 [P Nt HEER
S BT mEPREY Sl AR MFRIRSD S
B2 ® fRiAE|$ 5z o £ 02 1000 mL d.d.water w3 3 52 % B~
P RF SIS N GERABRE 0 B F ERL B
£ ¥pik i Rk4: 50mL T o

FeF MR 2 pik i~ 50 mL Hw g ¢ > # % 5000 g 2 4p
¥ag.w 4 (relative centrifuge field, RCF) & 7w 10 4 45 - 3o
o B REGRME RERED Y 10~20 mL SRR A o 1o
g~ -80 Crkfa— % o Bt8 B304 G TR BmIT kA > TR
R T a2 3 (B 3.1) e

3.2.2 acarbose 7 &Jd?

#~ 10 3f (500 mg) acarbose #= B = 45k » T 475557 > £ 4
» 250 mL 10% (v/ v) HCl o =72 acarbose # % ; * 423 A &
FA LB O HBER= S RFAWE S NG ERARE
%’%ﬁﬁﬁﬁﬁ%ﬂéﬂﬁ%@ﬁ%i%ﬁﬁﬁ’@%ﬁﬁ%@
kgL 50mL 2T o

BEF RG22 Rk e~ 50 mLagcE ¢ o ¥ 5000 g 2 47
¥ap.w 4 (relative centrifuge field, RCF) & 73t 10 4 45 - 3o
6 B KRR /)\%‘@/fs‘{ﬁi £ 20 mL cnfgff > TRt /f;%‘vfﬁ
R~ -80 Cirkia— % » Bis B N0 R Fo BRI kA T34

e /%&33—7-5’33? o
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50918 ¢ F ¢ X HFH S+ 250 mLY R

1ﬁﬁﬂﬁﬁ1m’i¢§§;ﬁ

BRI 5T A S

1

1000 mL d.d.water =%

1

FEESE M RHD 50 mL T

LY TN

1

2 10~20 mL

|

-80°Cih k- =

1

LR BE RS E A

B 3.1 ¢ ¥ Bz pE P ST AR
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3.3 a-glucosidase-CM5 & % @ & RmIL & o iF i F 2 i &

3.3.1 a-glucosidase-CM5 & & @ & f 12

Biacore AB =74 2¢CM5 & P ¥ B i A BB 4w
RE-ABRNLE0MM g, hewkia P L RE- KR
v eny % & 5 (carboxymethylated dextran) - ¢ ** Biacore AB =
Porfe i CMB & ¥ e A B Y A4 LA E A A 2 o
Fz it (immobilization) = ;42 53 F 5 F EF I RE T R AT
i ARH%YEERESL CME L F R T (R 3.2)e

Surface matrix _
) , g

Linkerlayer —
Gold film ——

Glass support

Bl 3.2 CMS5 & 1512 ]
SIGMA = 2 %14 & & G-5003 % 7| 2 % &_j¥_ Bakers Yeast
(Type I ) P~ a-glucosidase (EC 3.2.1.20)> & 7 & 55 &
F (Type II ) | % B~7m Xk > #7121 a-glucosidase % & % o 4
Fipfhe BRI o BRI TR BHFHLAE CMS

B Lt
E'I—J"._F

B R ERAEER 2 R pH BER TS 0 BT RF R
a-glucosidase H . % CM5 & % + - 2+ 9 %4 AL f|* EDC/NHS
M LERBEICCME &£+ 5§ BpE(dextran) szt £ (8] 3.3) 5
X {s #-pe B ¢ a-glucosidase 3% % CM5 & % %o F jnds > i@
a-glu003|dase ikl it fo i § R pE (dextran) i 725 = fp it

- \,\

Sa HE kY (B 34) o541~ EA> #-4% 2 a-glucosidase
T% 2§ § BpE (dextran) e vz 4 51 (B 3.5)
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OH I _0—C
"L Tk
D000 P
N—Rf 0 i
i HO—N%‘j —» O N
Il N—R2 I ICI) |
) NS )

B 3.3 EDC/ NHS ;£ i+ CM5 & 5 (it * [§]

(00024 NHS

@] 3.4 a-glucosidase # = % CM5 §; 3 } chi® * [

(@]
C/O_NT)":| + H,NCH,CH,OH—» C/’TI_CHZCHZOH
(IDI o) EA g "
0000 w7,

B 3.5 EA 2 2 i iv* B
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iZ 3% Biacore AB 2> #4211 CM5 & % i 2@ 5kecnd o 8 5 o
Fp SIGMA 2 2 #74 & i a-glucosidase (G-5003) > # s & &
FehfEE RS B Tk R 3.3.2.2 &rrAif e N BAfEE AL
CM5%1-°T?4“$ b4 o THE4R (SPR) ch F R F &
WREHEm P AFE R PR F B i
B » 207 2 THT R RAFEE R o
3.3.2 a-glucosidase-CM5 & % sk i 1+ FH 2_i% it
3.3.2.1 a-glucosidase % i z_ fie @l

#-a-glucosidase 4 %1 7 F pH i&(pH 4.0 ~ 7.0)efi; i 4 3 e
A pﬁa‘@ld»‘ 1 mg/ mL 7% ;% » 12 HBS buffer ¢ running buffer » #-
iR L 5 L/ min > A w3 s+ e pH & a-glucosidase fis ik
R o ELEH B CMS & 3 e 535 o

3.3.2.2 o-glucosidase f% # 2. ¥ % &2 42 &

#-CM5 &, % 2z » Biacore 3000k ®+¢ - L * HBS buffer i /i #
e REN O R a6 LS 4RELE (SPR sensorgram)
sk SUAE T (e 0 B dha-glucosidasez. FH 2 o

Ao ¥R 255 ub/ min > 16470 yL EDC/ NHS&wiR &
e (1o s > kR 5L/ mL) 5 #T % 0 2~ 100 pLd f2
Aedph i e (pH4.0) fe ¥ 51 mg/ mLsa-glucosidases i 5 # 14
it~ 70 UL#EA o

3.4 o-glucosidase-CMS & 5 i+ 2 $8 TR 2 Fasd ™ i3 &2 9 3%

3.4.1 a-glucosidase-CM5 § 5 & M2 rrid™ % & &5,%
RS R R AR AR X R E
TRECEEN > EEFE D ligand A AFHRT BF LR 4
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§ o i ¥ ligand GuE BB dF i £ T Mg it

(1) 23 £ R ligand ¥ e £ Bie 77 4% - B4
FPREAnE Rt KFEFHEA -

(2) B3 smLpprdlac 4 P 2P P E 82 B FH7 Fri)
a-glucosidase E% ehg s o0 F]PLEHGE § ehligand » F LA &
FARR it fod FP g s A2 s M4 a-glucosidase i
4 o

(3) B F e ir* 1 FY4aq %‘if—ia‘ﬁﬂ’?fulﬁﬂ (SPR
sensorgram) } e ELY AP AR o

EFH EGCG ¥ 149 % hligand ( 2 inhibitor)- #] 5 ¥ _EGCG
¥4 a-glucosidase »zii e 7 ° ¢ 2 ¥ 4 d 4] a-glucosidase
2.1 L sk R (ICse) #.50.9 uM -

BEo AT PBS @i 1mg/mLEGCG %% « %is » #-° B2
a-glucosidase 7 CM5 & * ( # # a-glucosidase-CM5 § & ) 3z »
Biacore 3000 % £+ - 4|* PBS § running buffer » #-iii# 2 &
10 pL/ min g 2 T ie 7 > EGCG 4 ip chit st £ 5 60 Pl % # 2
B J\ ¥ =3 5B (SPR sensorgram) (7 EGCG 3 ELs 3 (755 &
¢ » 72> NaOH (50 mM) 5 pL jjieds # + HEGCG & =t © 12}
HIEERD AR

=% PBSH #7467 kR 5 EGCG %% (0.05mg/ mL-
0.1mg/mL~05mg/mL~1mg/mL~3mg/mL) »#&™ kenffir
#H el oo

3.4.2 a-glucosidase-CM5 # & Tk 2 /3™ i2 & ) 21

#- a-glucosidase-CM5 # % #x » Biacore 3000 & % # » fi*
PBS % running buffer » #-/vig B2 & 5 pyL/ min g i T2 o
EGCG (1 mg/ mL) svistd 2 60puL; £F 43 T J‘ £ dR 2 B[R
(SPR sensorgram ) 7 EGCG 5444 (7 % & {4 -7 » NaOH (50
MmM) 5 pL iFik s # 1 HEGCG @ =t « 14+ #H S E {1 > 50 = 12
oo
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3.5 a-glucosidase-CM5 § 7 & :E % &-iF —L;Ji’ﬁ,;‘ﬁ?

Wi AT LY E2 P A&, PBS fefl & 10 mg/ mL
AR T Y iR (0.22 um) 1B m 2 "T/F"pi’ F= 0 ¥ 4 :% & Biacore
®REBEPN Y e o X T _Biacore jkiE & 10 L/ min s T o 2
Wi~ 60 ub ~ kAR 5 10 mg/ mL s B ¢ # 5 % 2
B H 2 a- glucosidase X B i hffA) o

etk b o -5 aJ2 2. acarbose * PBS fiz @ = 100 mg/ mL
gt o T R (0.22um) i 'f Mol 0 % % Biacore i
§ & 10 L/ min R ™ > 3~ 60 yb~ kA& 2 100 mg/ mL
acarbose i3 ;% > LR H 27 0- glucosidase # % B 1T % thiff-3) o

3.6 a-glucosidase-CM5 ¢ # ek 5w oz ik 2 2245 2%

Rrrwolrz L8P % ¢ 3 & gcarbose ks K R 50 MR
g e (PBS) Al 10mg/mL 3% » & * #%%(0.22 ym)
Wi M2 K$ Aok o 4% Biacore 3000 i X 4 74 # = (analyte
recovery) # iy 0 iE g X F &7 * enflow cell » #-pipe B 3% 73
e WA E 10 b/ mL o> B S i stpE R L 3 A48 o w TP aE
FERX 5 104, » & p Biacore 3000 f‘iﬁ?p\ F RO 0 &
S H#-%5 50mMNaOH ~ -k ~ e B g b3k ~ 42 EA R 2 3 anw

ﬁﬁk»ﬁ&%m’u@ﬁbﬁﬁ%mT%°
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3.7 HPLC 47 Wl = 25 % ~ i 2 20 9 3

1 Sl eJL 2 (FRl P SR 5oy W RIRE 2 41

B e JR 2 ﬁié PoEN P B EoiR R s % d.d.water fie @
= 1 mg/ mL 9% ;% ; acarbose * d.d.water fic # = 100 mg/ mL =
Bk o EmET R @ FHipE (045 um) Eim “,fz,ﬂirﬂ‘:i’ WAL B AT
wip k4T & (HPLC) p g ek - #F % ¢ * Hewlett Packard
1100 4 B »xic ik 40 B 47 R 2 2 FA F B oy X RIGH -

AF i a7 4L s SUPELCO = @ @li¢ Discovery®
BIO Wide Pore C18 (25cmx4.6 mm,5um) - H g iz iz 5 @
#R T E 1.0mL/ mino 12 95% K+ 8% 7 f% & Azdsit & O A 4R 1S iE
BT e T gl Gl 3k 16 A48 18 i 40%k+ 60% 7 BF 0 T Ok
FEAP R vh B 3R 10 2 4818 MR 40 T R B 3R 20 A 4B
1 100% 7 g% » B {514 100% " f it 38 10 #4588 F &k o k- 1&=EY
SR BE (T AR > T H k£ 210nm ~ 254 nm ~ 280 nm ~
330 nm % g "k 7@ -

3.7.2 i A A 2 A 47

F1% 2% 3.6 & dcit e fe 2 ojT B Rl EHR R 1S RS
”f*”fp EHEE X 20 pL o M omiv iR dn K1 KRBT A 4T o H 44T
BT L2 iR g R RIS TR
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3.8 #r#l a-glucosidase i# 144 7 £ # I
I * p2 % A 45 (enzyme activity assay) i#& kh 32k #a
4] a-glucosidaseF (e 17 0 fEZ LA 17k 0T RI2 4o

L
a-Glucosidase .
>a-D-Glucose + p-Nitrophenol

p-Nitrophenyl a-D-Glucoside
*

a-glucosidase £ 3 & |+ iF * g > ¢ # p-Nitrophenyl

a-D-Glucoside (pNPG) 4 j#= a-D-Glucose 4+ p-Nitrophenol &

BEMEIRE S 5 ¥ a-glucosidase & Ak FrdIEF o B A (2R BB

T FIPEBB I ER H 5k %é’ o
£ B~ 7 mg a-glucosidase # % % >t 5 mL iz %
‘B~ 6.04 mg pPNPG i3 *t A mL %% & i pe il 2 2 3%

¥ e }ﬁ:. @l =

/{:v\‘/‘l ;¥

FREACN R S 3 %ﬂv;%ml&b#;ﬁ;k}iﬁiﬁﬂé'ﬁ e
BAEB0 UL T AR 10yl A RR £ 96 U A et g

RisUptE L& & 17k (ELISA reader) T 1% & £ 405 nm | &

N e
.%’\r“ "B T 5/}%‘19’ -{y‘:)\

Sofe e (BRBRRELR Aps) BFEZ R
- =k & 405 nm

S0pL e 3R  MF AR E T E S A4 £
P ﬂ\buj:czs (IFA‘W/{V)\‘{{@_? B - )°

P EE A AR e

;TP R e iR pF (blank) @ 4

(1) Fppr* gz
Dolank = 12 & Bpjank — 212 & Apjank

(2) 'P];\'r/p/fi;/\i%‘yg"*’”*irrﬁ ’fﬂ-g‘r'r'gé:*: £
Di#s = B fTiE Bus — S fTiE Axs

AR

(3) RIFHRSLEEZEET
Activity (%) = (D #s/ Dpjank) X 100%
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3.9 {henit Ly it HIAEL

FHREFHYRTZRABREY > §FRFE - 20 -
TPE R € * &R B (fraction collector) ok 47 ¢ 1
vRT R Hid R o 2B S A1 HPLC w fciE il ¢ e sk
Ao g% Gilson o 7 2 & a4 e B ()50 FC203B) it 74
HAgoed el s d WA F AR 0 50 R4
FERSOEE Y LR e AU E A PR A A
%N L o

SE S PR RS ehw gt L 10 SUPELCO 2 & 4]
i % % 3] # 41 Discovery® BIO Wide Pore C5 (25 cm x 10 mm,
Sum) #plA £ 25 280nmo i~ £ 5 100 ul > H ki 5o
ik T 3.8 mL/ min s 12 95%: k+ 5% fiE i Azdeit e 5 A4S
EBH A P R B 3 16 2481 TliE 40%-k+ 60% 7 R 0 & Ok
AR Gl RT3 10 A &1 IR B 4 T o G R 20 A
4835 100% " ﬁi;ﬁ} » B 162 100% 7 B % 10 2 4B is Bk o k- 4R
Rz p BT R > W H k& 210nm ~ 254 nm ~ 280 nm -
330Nm S WA ITE > T IF pEL Y E BB rE AL o

A
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4.1 a-glucosidase 7 7 *t CMS §& ¥ ehld %

4.1.1 a-glucosidase 7 ** CM5 fp 5 enfk & it
a-glucosidase H z** CM5 & 5 ehi & 7 Jf(i #2258 (SPR
sensorgram) 4-f@ 4.1 -

Resonance
Signal (KRU) (b)
18 F 3
ey
16 (a) Dissociation
, bt
‘ : Le X, Kinetics +
14 pidtv oy & .Ir"/ Regeneration
y AR (@)
124 Concentration
A\ 4

T T T T
100 200 300 400 200 600 Time (s)

® 4.1 a-glucosidase F 2+ CM5 & # i it chk & T = 4%
2 5LB (SPR sensorgram)

AN £ 49 T # (surface plasmon resonance,
SPR) crk B Rri@ > s TR E&FBie A a3 Fips (v %ﬁ
FERILAERDL G Jff':iéf)% 2552 B (SPR sensorgram) -
B2 (B41)>CM5 & 7 1 5 X B> RIRAM (kT A4 }*
) ;R E 4T CM5 & 2 ehiArfii & £% (association)
FRE 41 (a) AFid R R ESFHHE CME f ¥ G fL R4 T
#* (dissociation) > 5 3B 4.1 (b) 2% & 4 ; M E & REITE T
ARG H P T EIFHFEBERZFTOSEE (ARU); 5% np
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2 asdkiTie CME 5 & 4 6 ¢ ende TR SRR E 1 AR TSR
¥ I AR (ifﬁu@ 41 (c) :ELW &) - 42+ regeneration -
# CM5 & 45 T Rzl TP AL T ARAL > ERE
41 (d) g ¥ &BhE2m A a3 pa v ok B AR
e T 7> Wi L ivr (association) frfzarir* (dissociation)
e PFAE 7 0 SUBLALR) B TG K et R o

4.1.2 a-glucosidase # " CM5 § 5 s iz it
#-a-glucosidase i3 >t % F pH & s Fodp i i ¢ JE 1B ehi %
4@ 4.2

RU
51000 1

5000
50000 - (a)
45000 1
41000
%000
000
%000

20000 —ﬂ ( b )

13000

10000

t t t t i
0 200 1000 1500 2000 2500
Time H

®l4.2 a-glucosidasez *+ % rpHE mﬁhf&fp\ SR 4w 7 Jf:
£ =58 (SPRsensorgram) (a) ;3 %30 uL ~pH 4.0:3 %
(b) ;25440 yL ~ pH 7.0;3 7% -

% pH &% @ik € 2 3 a-glucosidase F & fgp b e F

(Bl 4.2)- ¥ * pH 7.0 i pcs ﬁh’%ﬁi%%%40m’
a-glucosidase Bt FPaneXxinARii (<1000 RU » NaOH
dew s Bl4.2 (b) )e g e pHAO RS ERP > Lt E R

% 30 uL > a-glucosidase r] hode B gt i3 (=28000 RU -
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NaOH i+:x ; B 4.2 (a)); ¢ ¢ ¥ & a-glucosidase 7 # 3+ CM5
g 5 B iE L’an # = 4.0

4.1.3 a-glucosidase 7 #_it &% 47 &
&ﬁﬁﬁﬁzﬁp\ﬁ% e pH 4.09 % i£ ¢ T » a-glucosidase # 7_& * 4
12000 RU (®4.3) -

R

(c)
EA

..... |F e ——

| (b)

3000 a-glucosidase : .

. 'ﬁr
(a)
2700 ARU>12000
NHS+EDC (NoNaOHwashed ! ]

®14.3 a-glucosidasefiy fe4h 2 i (pH4.0) e & T sz
F’] (SPR sensorgram) » a-glucosidase &+ CM5 &, #
+ %12000 RU -

‘ﬂ\r
\w\m “*rii

,4:_
1]

K2.m R %kE% (4.1.2 &) ¥ & a-glucosidase 7 z_*+ CM5
S F B it hpH B L 4.0 Flpt Aprpig o F B pH 4.0 F S i
T o Aq)* EDC/ NHS e &Eit CMS & # 4w F § § HpE
(dextran) =zt 3k (B 4.3 (a)) ; #41s #-fe ¥ 4+ 0 a-glucosidase
B CMS & % %@ Find > 8 a-glucosidase it # 7 & CM5S &
o

+ (B4.3((b)); &isix » EA» # K ¥ a-glucosidase 1% 2_ §
FRpE (dextran) t ez g2 wi (R43 () e T &
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£ ¥= 5 B (SPR sensorgram) #rig a-glucosidase # CM5 & #
raEEE + % 12000 RU -

4.2 EGCG ¥ a-glucosidase-CM5 & & % & el & BT e st 2 2 &

it

»o

4.2.1 EGCG £ a-glucosidase-CM5 §; & 3 & el
- kRS EGCG 3 & Rirl:E (B 44)
EGCG i3 izl (B 4.5)

e 7% kR

RU
28000 - OH

OH

26000 HO = | 0 OH
= 0
24000 4 OH
= OH
22000 OH
1 OH

20000 +

18000
i

H
16000+

14000 +

: !

12000 A\=1083 RU U’—* A=1199 RU M

10000 +

8000 t t A t AM A t A AA ‘A t A t A A t t A A A ]
400 600 800 1000 1200 1400 1600 1800 2000 2200 240(
Time s

Bl4.4 Ligand (EGCG) #% - EGCG# a-glucosidase-CM5 s
Park i H2 L4 F (ARU) $1000~1200 RU -

- EREGCG R R E RrlE (W 44) @ FHR - &5 TR
£ =25 B(SPR sensorgram )+ & e sl d s E Bt g EGCG
fv a-glucosidase % & € 9% 1100 RU %+ (a-glucosidase v
EGCG % & u5 5 1:14); &7 EGCG £ 3 £ Bil: ~ gk
=~ {v% qfF |+ 2 $F a-glucosidase £ 3 s {2frd|cha 4 > 328 &
+ — % ligand (& inhibitor) #t& £ & g i o
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RU

6000

5000

3mg/mL_

4000 —+ ‘

1 mg/mL

3000

0.5 mg/mL

2000 -

1000

-1000 T T f T T 1
-200 0 200 400 600 800 1000
Time

B4.5 EGCG#t % #.4-# (EGCG binding affinity ) #|& - @ *
BiaEvolution softwarez* & #- i & (Ka) %4.15x10% (1/M) -

* 3464 FiER (3,1,05, 01 % 0.05mg/ mL) 7EGCG 7
# kL2 EGCG {r a-glucosidase rf-+4 (affinity) (B 4.5)¢ ¢
* BiaEvolution software +& H # i & (Kinetic value ; Ka) 3
4.15x10* (1/M) -
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4.2.2 EGCG £ a-glucosidase-CM5 §; & & & e §7it 2 2 %
20 AmiE A Beng oi A RETEGCG it 4 0 AP R ET - B
i kFer 2 (B 4.6):

RU
20000 -
(a) (c)
18000 P S
e | //’/ ‘
16000 ‘ ‘
14000 - ‘ ‘
| |
12000 1 \ \
(b) |
' — — | M
10000 - —— e \ A
| AT — C3
8000 ~ ‘\‘
6000 T T T T T T T 1
0 200 400 600 800 1000 1200 1400 160C
Time s
B 4.6 # %%EIBK# re %1 EGCG v a-glucosidase-CM5 f 7 % @ 3
*edowm 7 B E RAELE (SPR sensorgram) o H pE gt o502

&5 [(A—C)+A]x100% -

a-glucosidase-CM5 & # v EGCG thi & £ 5 Co 3
EGCG e gt o 34 0
EGCG blocking ratio = [ (A—C) + A]x 100% -
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4.3 o-glucosidase-CMS §; * crfg T & P2 R %

EGCG % a-glucosidase-CM5 §& % s < £ (a-glucosidase )

j_@f%;:’(ﬁ:b\;‘%ﬁ%fg‘i,.ﬁ%*?&jﬁ = 5 B ( SPR
sensorgram ) 4@ 4.7 -
15000 1800
14500 el
1400
14000 | 1200
1000
o 13600 = 500 |
13000 | 600 |
40 |
12500
20 |
12000 N N N N NN NN NN NN 0 NI NN NN NN NN )
1 1t 21 31 # 51 1 11 21 31 # 51
times times
(a) (b)
0 ¢ %}4 7 a-glucosidase-CM5 5 & =1
15000 | £ RPIE (a) EGCCGRG
MOOOW il@k?ifﬁg:ﬁ‘ég‘ll’uf@’
= 13000 EGCGds & F ' F & o (b)
12000 | ge 5B % %_%—@ N ?%t“,f s
11000 'T'JTF# i * fE < E%&:%"(C)
10000 NI I NN NN NN NN BBH J—TL ‘3;7(_3‘['5 2 %?g‘ Wfi ’,5 r’k‘ ‘3% '@' N ‘;’"t
1 11 21 3 # 51 218 > EGCG i dy ¥ 1 E"f””ﬁjf‘g_
times i f‘]fﬁ? e rﬁ;}%‘é %ﬁil&?\

~

.ﬁL\
!

-n%\«

&

R

)
o

(c) e

% o-glucosidase = H % s ¥ (127 f{ f a-glucosidase-CM5
)

gp i) (8 0 ge B L a-glucosidase TEREETR LA RT LD
£8 T %M ¥ AFTIR 1 ”éa}?#&ﬁ”¥%ﬁgi%
i sed A o B 47 (a) ¥ MEHES KD o A7 & CME & &

A
f
;%f #*‘iwm/*hbhﬁi’ $Z7//;I}%’ﬁqpaa1im§-

< E
a-glucosidase ) #tk &l & 4 ik % > R-g @ fy B * s 45},
’i+

(
ko B 47 (b) ¥ T4 ﬁ%%ff’%%CM5§¥ ot
FEREEARG S TR ORI BREGRE D 7 (a) fr

49



(b) e sgpse T 2B 4.7 (c) b 5 ; B 4.7 (c) & R E R
#okok T (HBRLZE1.56%) Bor P S BREEE Y

FIFETRF o AEAPLAFTIR T 27 & Zdf i L &GE 2 Fo
FrRR A FREMA KT W M A7 K B e o-glucosidase 4 2

;ég *ﬁi‘ <]

4.4 12 o-glucosidase-CM5 & % &5tk &2 B % » T B frd|pE & F 1t
TS R R IR

}\ ;5[7 ~ ]J, g{% _ﬁ_ ~ ji %i; :E, )ijl ~ j;f -5% o “' jf_[ E?f v ééaé Z 2 9 4"‘ ;:; t}?
a-glucosidase-CMSHHB BTt B % AcBl4.8~B4.134 04 4.1 2 R
3 AR TERSE S oB41440 441

2

RU
24000+
22000 binding : 161 RU
blocking ratio : 15.1%
20000+
18000+
16000
E
a
§AOOO—
4
12000+
10000
8000
6000 A fh—A—A f A— A t At A
0 200 400 600 800 1000 1200 1400 160
Time
B 4.8 ¥ -kir¥? a-glucosidase-CM5 & & 7% ehik 6 § J\ %)% MEL
B -

50



RU

70000

60000+

50000 -

200004

10000+

0

binding : 4086 RU
blocking ratio : 55.8%

B

a am 2 A paa AL m AAdaa

T T 1
500 1000 1500 2000 2500 300

Time

B 4.9 1#83% & a-glucosidase-CM5 & & (£ * ek 6 3 C R

B o

RU

30000+

25000 4

. Diff. 1~
P =3
S
S
3

—Res
jul
o
o
o

10000

5000

)

o

binding : 115 RU
blocking ratio : 9.8%

- a M

a
t t

\ PN " P |
5000 5500 6000 6500 7000 7500 800

4.

Time

10 iz & 27 a-glucosidase-CM5 & ¥ 1% ik o & ;JT%,LI%E?:% B
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RU
30000 -

binding : 391 RU
blocking ratio : 7%

25000 4

. Diff. ™
p o
o
o
o

—Res
(4]
o
o
o
;

10000 +

5000 % T A T A A T T

Aa

Time

Aaiaa s

A T A T T
-200 0 200 400 600 800 1000 1200 1400 1600

Bl4.11 % #L2 a-glucosidase-CMS &, 5 it % ek o 7 ;ll%i#%;m B

B o

RU
35000

binding : 358 RU
blocking ratio : 2.8%

30000 -

25000 4

Resp. Diff.
o
o
o
o

15000 +

10000+

5000 " " - A " " Aa 4

A A4 A

T T
-200 0 200 400 600 800 1000 1200 1400 1600

Time
B 4.12 #* ¥ 2 qg-glucosidase-CM5 & 5 1% 4 &
L o
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Enzyme Activity %

RU
350004

binding : 3571 RU
30000 blocking ratio : 52.2%

250004

10000 +

5000 4

0_500 :) . - po N N ;éo(;‘n \ ..2:)00 -

Time
B4.13 % ¥ ¥ (10mg/ mL) £ a-glucosidase-CM5 3, & it *
TR SRR

120

100 9 100 100 100

—_
(=)
(=)

o)
(=)

N
(=)

40

20

0
P AN e eI L RE SN - SR
o o \((\\V‘ \(‘\\\\ ‘(\Q\“\ ‘(\(}}“\ o o
,\‘(\Q 6(‘\g ,\Q((\g ,\Q((\Q AQ AQ ,\Q((\g ,\Q((\Q

W44 § kic s 0HE fE - P FA 2 B FE S
B AT R R



# 4.1 * a-glucosidase-CM5 & & & & § Kic -~ 50§ ~ & &~
MY S F AR 2 %A E2Z 2L E (RU) EGCGF&@ L (%) >
R FedlEs A AT A (%) ik o

HERkt® |EGCG et |drdlftf st

EH LA _

(RU) (%) A (%)

3 K ir 161 15.1% 2%

g 4086 55.8% 4%

it g 115 9.8% 0%
7l 391 7.0% 0%

FEE 358 2.8% 0%

$FFE 3571 52.2% 59%

d % 41-84.8~K 4.13 2 B] 4.14 .2+ * a-glucosidase-CM5
fp PEER RIC S MY S §0 R RPN FAREPEY E2 GR
F2 %EF ~EGCG L& » % Frd|fe % A HF At in % | A
IR 2 gxEQ oy EGCG et o % (55.8% )~
SRE (52.2%) faphget » Hepanpl & ¢ & EGCG fe it s % &

e BB A R R ¢ o R BFE G R pegl e

Bl 415 B BT GO EBRE P B E R RS EHA T
BEAER TSR R F B Y AR R A A L
“*°i$%%iﬁgﬁ¥%i%ﬁf’&ﬂw1:%—,aﬁg
T EREIT R el G hlmie B 1 F)PE A B OE Bl
RSP LIRS AL $:’d*CM5&¥%ﬁf¥ﬁﬁg
AAEER MG g F LR T BEBRG T RSN B o §
Zod A BN G TAAL FEEHLAR DS kv Taid
éi?i#%aﬁi'b‘_éﬂ*é BOBELSEFRAEVEALS N E
FoO Fend s o AEPEARY O ABTBERREY SR Uf
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Enzyme Activity %

B FRIESED R T AR B ke B E
g Mg F 3@%’@4 %7‘ BAete o L oRRiR R IES Hg o At »j}?i |
fs 7% AR 4 B4R KPR AR

¥- 26 At s Aa sk Blank § st e » EGCG %
e ﬁ*u EGCG m 3 » #kR § % » ¥ a-glucosidase »z % §
W kR ASmMG/ mLEE > HyrdlpEd sy At e 25 97% °

120

100 100 99

—_
f)
(=)

%<}
(==}

N
f=)

40

20

3
0 —
N o c© A® NG
© \ «\\QG : “\\QG a\e‘c\) o o
A w9 o
Q¢ | o
W\ Q N\ “\
\Qﬂ(\g\“\ Q‘(\g\ 5«\9\“\ 5«\‘3\

F14.15 ey ek SBp 2 0 R 5B ey R U A TR R
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4.5 1 a-glucosidase-CM5 & & w etk &1 2 =2 .8 %

1483 5 B4 ch HPLC B):#( B 4.16)% % % £ ¥ 4 :n HPLC
Bl (R 4.17)

G'l' ue1129-n.c HR 7 7 7 -waler aude B3 10m¥FmLZS4nm.ST-02-1-AC N
WFWO-CTHIR Y F 7 R ECOWIER P00 5 e i, 6 T 0 A R
G'l' 010111-n_c|-|n T T T -RECOVER. UM 254 0m, S T 02140 N

Uv : 2_54 nm -

(a) fil#&E Crude

my

(b) fgaes HPLC-AFTIR A

(C) fil#B%: HPLC-AFTIR B

Bl 4.16 g3 554 o HPLC 45 R BlIE fow fetk & ok 2 (UV !
254 nm)

A RE Ay TRy (g e %E“%‘{“ &) 73
A AR A2 F e dn k4T &k (HPLC) 45 X Bl » 2275 £
O AR E g e A

416 (a) 52 2 1Y ¥ 54 ch HPLC 4 s B3 © Bl 4.16
(b) ~ (c) & f»h?'%ﬁ:é;‘;ﬂ Biacore 3000 & % w Jc # 5054 it #-1)
I g e A e B 1S 0 BB vk ik 4p R 45 & (HPLC) 4 47 < d
B 4.16 (b) ~ (c) H¥ :mfr (a) mHPLCiﬁﬁ]ﬁé‘E@f’f o Sl
GG AL (PR ) BUEYERRY FEE S ot
HB 4.16 (b) ~ (C) 2WELW M7 4v» iod AFTIR T 5 i ) % e
ForR s HERPEE o

-
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my

GI’ m12274l.c|—|n GTR Renve zn.l-g_zsqnm 61—0401
il [ZCS
Gt—wm R S TR- Re.lve G‘l’ u¢1 Ac N_zsanm;l
=T 0Ton ZSANmM.G T-0d-01-AC M .

| ;
@ |
GTR- M Crude [l

EGCG from z’ﬁalﬂ : : L &

(b) EGCG from SIGMA

(C) GTR-M HPLC-AFTIR A

(d) GTR-M HPLC-AFTIR B

T T T T T T T T T
1} 3 10 15 20 5 30 35 40 45 a0

%] 417 %% E (GTR-M) % B4 1 HPLCa‘ fl’g]‘_.-g'fr"?ﬂj{’}i
i(UV 254 nm) ; EGCG (from SIGMA),};E = 1mg/mL-

BEE 2 NG EGE R »;:;m’ﬁ *J:d\-/n\:—‘g' v hE B A ES
Bt HPLC 43 W BI3H (B 4.17 (@) ) > AR5 5 E v juik
(B 4.17(c) ~(d) )2 EGCG (kAR 1mg/mL:> k&% SIGMA
aF) By (B 417 (b)) &7 HPLC 445 - 54 HPLC ip
Bl 8> #R3 e BEngl (peak) @ &t~ % & & Peak 1
~Peak 4 ; Peak 3 (5d HPLC fr# i {R2F 550 4 5~ o oL $+88 0 42
B¥ a2 EGCG (B 417 (b) ) » eimF - HHBivisimiv 4
Fr2 KRBT AR e T S A RE ST T Tk
5 o
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46 HEEHCIET &P 2 BHEEIT

4.6.1 % F ¥ 554 Peak 2 2 1347
S HPLC #itis2 Peak 2 it 4 5b hicEis 58 & b % o
%% 500 MHz 2 "H NMR 3§ p] = 5 19 52 £ ® (® 4.18) - d
kETZ £ EF = 2 CHe-N= F it & (dppm 3.27,s, 3H ;
Sppm 3.45, s, 3H ; dppm 3.89, s, 3H) £ - ‘» purine % ! 2 CH
(dppm 7.60, s, 1H) > & & A| caffeine ch\]¥% - 5 & 18 & Bl
15 %P Peak2 i+ £ 4 5 caffeine( i £ 24 LK 4.18 & + & )-

70

ppmi (1)

# 4.18 Peak 2 (caffeine) 7 'HNMR %% 2 # i & &4 (%
i) o

58



4.6.2 % K E 54 Peak 3 2 B ipfaiq

EZHPLC @it {32 Peak 3 i & 5 it kisie &%
= 500 MHz 2. "H NMR k2 p] %.t5 (7 32 k3% B (B 4.19) - 4
KFR TG LS EG A BF R HHET =T RF (Sppm 6.90
(s, 2H) , 649 (s, 2H)) &1 - 2 F % 2 HHFEF =d 7 F
(dppmb5.97 (d,J=15.72Hz,2H) ) > L& 35 & ®-CH-O 7 it 7
(5.53-542 (m,1H) ,4.99 (s,1H)) » ¥ *t 4 —,E’fs -CH,-CH-O F
i 72 (3.01-2.88 (m, 1H) ,2.86-2.72 (m, 1H)) » ¥ & & 2. /@] 3%
W 4tis o P Peak 3 it £ 3~ 5 epigallocatechin gallate (EGCG)
(FHEZHEIMA19 L E) -

L

P I T
z = 22

5

19 Peak 3 (EGCG) #1'H NMR k32 # it £ 24 (+
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46.3 % FE 54 Peak 4 2 B
EHPLC ¥ itic2 Peak 4 i* ¥ 54 ackts 59 & b ko

‘= 500MHz 2. "TH NMR k28| 2 5 8 5 2. X% % (§ 4.20) > d &
AT LA P IR Peak 4 £ 3 &2 Peak 3 (EGCG) # v ek
7 %4 b4 Peak 4 1 & 5 -CH>-CH-O ¥ it 2 (dppm 3.04-2.72

(m,2H)) > & 2-CH-O F it &£ (&ppm 5.06 (s, 1H) , 5.54-5.42

(m,1H)) ; 22 Peak3 (EGCG) # B &3 H ¥ + g h 3
72 34 (dppm 5.97(dd, J=16.49, 2.11 Hz, 1H ), 6.96-6.86 (m,
1H) ,6.86-6.78 (m,1H) ,6.75 (s, 1H)) > 4&p|H ¥ + > 7 - &
OH Fac sk d 3 B3B8 » Fptdaipl Peak 4 & 2 EGCG 2% ¥
1 epicatechin gallate (ECG ) » ¥ 4L & 2.3 - 4478 » 2P Peak
4 i & 4§ & epicatechin gallate (ECG) (i* § %42 § 4.20) -

(x)-Epicatechin gallate( ECG )
C22H18010

|
M.W=442.37 Ui
TN N, N |
[—1

L]

ppm (t1)

Bl 4.20 Peak 4 t7 'THNMR 3% > ¥ fxznit £ 4 % ECG o
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4.7

Enzyme Activity %

R i & 4 2 4] a-glucosidase & A T i &

& d Biacore 3000 & Bw itk F etk it &8 0 v F R
a-glucosidase /& 3 4 47 o %4 i ek 7_1 & 3 Peak 2 (caffeine) ~
Peak 3(EGCG) ~Peak 4 (ECG) * % ¢k & #adr#] a-glucosidase
SR (B 4.21) - d B 4.21 ¥ & . Peak 2 (caffeine)
& $#r+] a-glucosidase = 14t 4 5 Peak 3 (EGCG) * 10 mg/ mL
TR >#r4] a-glucosidase iEdE (Fr4lpE & F T 4 v BT
100% ); » Peak4 (ECG) #r#] a-glucosidase & {4 iy # At ¥
AR K o

120 -

100 100 100 100

100 r 98
92
80
60 r
40 F
26
20 r
0

0

Blank EGCG EGCG ECG ECG caffeine caffeine caffeine

10mg/ml 5mg/ml 1mg/ml 0.5mg/ml 10mg/ml 5mg/ml 1mg/ml

B 4.21 £ 75 EGCG -~ ECG % caffeine g1 15 » % 2 B ER
W E A TR o
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Enzyme Activity %
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High efficiency of screening a-glucosidase inhibitor
from Chinese Herbal medicines using
After Flowing Through Immobilized Receptor (AFTIR)

Chung-Chia Chen
Major Professor : Tung-Yuan Lai
Graduate Institute of Chinese Medical Science

China Medical University

The number of diabetes patients is growing fast all over the world.
Previous reports showed that lowering blood glucose levels may delay
the occurrence of diabetes. Western medicines in clinical treatment of
diabetes use oral hypoglycemic agents include a-glucosidase
inhibitors which can effectively reduce postprandial blood glucose
levels. In this study, AFTIR technology via the immobilization of
a-glucosidase on chip was used to find several effective herbal
extracts and has been verified as an effective method via finding the
epicatechin gallate from green tea. Furthermore, the results show that
Taxus blocks epigallocatechin gallate and a-glucosidase with blocking
ratio of 35.9% and the activity of inhibiting a-glucosidase is significant.
With the observations above, Taxus can therefore be a potential agent
used for curing the diabetes patients in the future.

Key words : a-glucosidase inhibitors ; AFTIR ; Diabetes ; IGT.
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