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VAR, BERIEE O MR 2N MEHR S TW 2, BEREEEEIL 2019
T 418 6300 5 NIZE L, HERp BIE EHEE 2 IT4AER] 7600 {8 USD (%) 83 Jk
M. RERE DK 10%) NERLEN TS, VARIZEBWT S, JEASEE O [H
PUARER - SBAMA (BFCE) ) 12K D &, 20 L LD B2 THEIRIF 3 TR < FEb
n5%E (HbAle=6.5%. FERIFITIAY) | 36 L OBERIE DO ATREMERS S E TE 721
# (HbA1lc=6.0% <6.5%. FERE TIHEICHY) RNENLh 14.6%. BID
12.7% L HEE SN TEB Y FELBINT 2 mMICH 5, 2 AARNTBT DHRFO
K 2 BIBERIRDED D03, £OFRIEIZITA AU U3 DIRTRoA A Y
VIRPUER Do TR, EKICRBEOEMEN NG EZHEIELEE2 5
WTHY, EBEICRE S M Al 3 5 EEE 2 AW CRRIE OFRIEL T55 T
LI EPHESNTND, 39 o, REIFOmEF= > Fu—/LofEEE LT
IR CHWHENTEY, WL 3 VHOVEHMEEEZ KM TS E TS
HbAlc fEIZIE, ZZMERFIBEME 721 TR < R MEE L REBHELTNDH 2L,
F L OV HbALc AN FLI R 8 1 E &Rk MBE R D 5B 2 2 1T 0 W\ 2 & 23 D
NTVD, 56 S5O MERBESCEMTIZA LT, ZZIEREMFEEL 0 iXie LA
BHRMPEEDNEREF L7225 2 L bMESNTND, 789 26D &b, bl
RIFDOIRIE R TRIT Do dIT BB E MO 2 b — LRIEFICEE LB 2
HiLD. BARBERIEY -2 OFEMEIC X 2 BERIEEE R (Z2RE s MpE e 110~125
mg/dL) . 9 ¥ X OZEIE R M EIE & S e (ZZERFMmFEE 100~109 mg/dL)
10 2BV TR, BERIE ORTEEFS TH DI b b b9, MR EZ 2L TV
DEDVHYEIREL TWDLZ ERHMBN TS, W 2078, MMHFERTH %
B o R BE U 02 NE IR OB AR IE 5 & B L2 3 W) TRESRIR D FIE & TP %
7eDIZiE, BN ORBEMBES~OILBUHATH D B2 HD,

DX KW T ., BRI EFIEER RS, A EAEO R THEITE
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HEMFEMELTH I VT BEMIZER LI T CE T, P77 R
FEE, 24 AV KR TREDKEET VT, A K, RV F U7 EOR
TIOT AR S L TN B D BIEDBAEARKTH O . LR O A
{BREAIC R DA RAZ 10 8 S 4v, BERIE O T HIomER I 6 Tn 5, 12
“nETIC, VT T EEY (Salacia chinensis, S. reticulata, 3 X% S,
oblonga) DEHARERD 80% A & / — /VlitH#, & 5 WK, s 7
Y BT =R A7 n—A BIOT 70 & fW A% o fbE
i ERAZMHIT 5 2 ERHESINTWD, 1219 I5H|Z, 2 BEERFET L Th
% KKAy ~ 7 AW, S chinensis DR/ A 3 BE#KET5Z L1
LV IHFERE DL & HbAle ® EFABMIHI S D Z EAHE SN TN D, 19

Salacia chinensis

Flo. T b ORI E ENDIEHERZITONTHFEMICHEFT SN TE D,
IS 1997 FT S, reticulata DRI T F ZANHEEER a- 7V a2 X —
PHEEEZFOLAEME LTI ) — 2R LT 1410 OZKY0Ic, Z
NWETIZANLF =T MEEWEE 8 TS HLEE - HEEIRE SN TS, 1729 2D )
L 6 MIZOWTIERMOMPERTEE L THWSNDL T HAR—ARLRT Y
R—RAELFAFED -7 NvarvF—EBHEEEZ O ERHREINTEY ., FHI
X A BED S. chinensis \ZHB W TIX, ZTOIEHDOBI L EEDLIND, x4 2
27 ) = NVIRHRERIFTER O EZ AN TH D Z EPRBR SN TN D, 29
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Neokotalanol

Y7 T R DB A AT DS B DNT IR BT, DAEIZEB
Tb, P77 REMERA LI MmARA, R, RV o7 RhlosESER
JERETIRTE SN D L9170 | A AXICHIHEN TV D, ZAHIZEITHWS
NWAHY T TR, W EAT LT T iVIZ S reticulata X° S. oblonga T& %
B, —IRANZIZBEA L TOWDEAERSFIH STV D 72D, £ OEJRMES B IR
FEOREIIRERRETH D,

ZIZTHLIT, b0V T T EFRRIC a3 v X —BIHEEEE A
L. 7T HOERET OTIINT TALS A L TWD Z L b EJREH g
MEE L& X bz S chinensis DIEM O WREMEZMFIT2 2 & & Lz, £F
1 in vivoiBRIZ T S. chinensis DEFUKHH =% 2 (SCE) OHFERFNE L |
ZFDONEADIEVER S XA 2 E T ) — L DEHEIZONTHETT 5720, R - 2
RUPEIRIGE T /LD oblob~ 7 A% FWT Z b OR#% Mk EH<° HbAle l2% 5
DA TTER 25l L7z, (5 —5)

in vitro i BRX° In vivo BR CAEFIEMEZ R L7 & LTH, EREICE P23
U TR N S 208 9 NIRRT T o ENR H D, Lo TSCE D
b MBI EMAET 5720, SCE #E A LIZERIFEDT 7Y A v M
PEDRIREE S 22 vpls & 9 2 BRE (B IR S ORERBT 1% ORI Y 72 U &
A A AMEERET D Z LKV BRI EAIHIRR O HERFEME & &
EAZ A EZRHE L7, (55 %)

—J7 RICENTE LB BRICEA T S MHEZ @Y e —d 5 2



SN BERFIIZT T < mlLE, DR EE OETE BN 2 T 5 -0 9k
HICHBELEZ OGN TS, 78 LoT, I T EIHYOEBEUC XV MR
BRMPED B AZMEIT 52 LR TEIUL, HbAle D & 5 e RHIH 2 b=
b — VRS SE L, BRI 2 ISR 5 S OHE R & O AETEEEIR OFIE - 1
BYAEEFTESEEXLNS, T2 T, £FIREFEICBNT, 12 #8MD
MEREBEL, 5 JONERIEO 4 EREBRICKIT 2L 8T L7, Hi b CRE
DFERIFHE (2B T, SCE & 12 HfEfkfe L THEEL L 72FRD> HbAle % DAL
BEFERRICRE T 2R 27l L7, (BE=5)
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R - 2 BEEIRIRE T L~ 7 AT D Salacia chinensis X% A, 1

LTORA 25T 7 — L OfuhERIEIER

ZHNETOMEIZL Y, SCEITITMV a- /v a s X—PIHEEFERHY . £
AT X0 B MEE EFS° HbAle DBEFEM 2 F> 2 & B KOEERIEMM Y
ELTRAaFT7 ) —NVEEgaTHIENRBEINTND, KETIL, SCE &
AR T )=V OPERFREE S SICHERICHRETT 2 720, B - 2 B IR
JWET VD oblob~ U A% T ZiubORZIME EF-<° HbAle I3 21K T
VEM 23 L 7=,

%81 Salacia chinensis % A D FUHERIFEIEH O

SCE DOMHEREIZ X T D ENFAZ DN T, 0blob~ 7 AZEBWT SCE & & HIThE
HIRE L TRIGREAITH D Eusure H 285 L TRl L7z, #5258, Table1 (Z
R Y . SCE OHBEIFRGIZ LY H54% 30 /3 CA & g b A1 2358
Do, EEOEMITHAEKFR (50, 150mglkg) Thote, aZ/va vy
—EEFEATH LA VR =BT HIERRIC, #5% 30 3BV THER
Mo EFAMHEN 2380, £ O MBHEHER L SCE &ML L T, Mk i

Table 1. Effects of SCE, voglibose, and alogliptin on blood glucose levels in Ensure H-loaded 0b/0b mice

Dose Blood Glucose (mg/dL) iAUC
(mg/kg) 0 min 15 min 30 min 60 min 120 min (mg h/dL)
Control — 263.2+66.9 545.5+27.8 524.7+26.3 334.0+36.3 205.7+26.6 242.9+69.2
SCE 50 210.7+47.4 424.0+36.5 354.3+31.10 289.2+41.2 209.3+29.1 214.5+64.2

150  243.3+39.0 406.8+44.1 304.7+22.9° 277.5+£221 191.0+12.3 110.3+34.4"
Voglibose ~ 0.3 211.7+26.1 486.3+30.7 373.2+41.2° 257.5+26.8 195.0+32.1 176.0+32.1°
Alogliptin 1 262.0+£59.1 485.7+46.7 392.3+552 200.0+37.5 140.7+17.2 99.9+21.8"

All values are means + SE. (n=6)

Significantly different from control, * p < 0.05, ** p <0.01.



#FEFE (GAUC, incremental area under the curve) (235> Tl& 150 mg/kg O
SCE #E\N&EbIKMEZ R LI, —FhH., VXTFINXTFZ—E-4 (DPP-4)
FREAITHD T v 7 T F AL bk 30 ICBWTITAEERET R o
DD 60 FrIZFBVTHWILEE EFIHIER AR L, SCE R 27 VAR —R &38R
725 MBEEHERE Th o7, a7 v 2 v —BI/ MBI ET 5720, ZDFH
E 2 U T B SR OB o AL - R & RIRFIC RIS 5, Z skt
LT DPP4 [HEAITH L7 1 7Y FF 0k, IHEH» WIS T < DPP-
4 ZHE L TIRNT GLP-1 O4p R 24l 25 2 &2 K 0 e -5 80l 2
25) = Lnh, FOERAORKBIC e/ Vv a s X —PHEAI L XX A LT THRED
TbDEeFEx LN, LoT, obbb~UAZEITH SCE Ot EAMHIER
X, RZ VA=A LRI aZ va v X —EHEEHICLD D THD Z &N
R I,

IZ, 0.2% & 5\WE 0.5%D SCE % 23 H Rk AIICIRET 5 L 7= BR o ik
fill & HbAlc \Z%9 50 % oblob~ 7 A%z HWTEHE L7, #5%. Table 2 IZ

Table 2.  Effects of SCE and voglibose on blood glucose and HbA1lc levels
after 23 days administration in CE-2 diet-fed 0b/0b mice
Dose Blood Glucose (mg/dL)
(%) Day 0 Day 7 Day 15 Day 22
Control — 29024313 3135+57.9 263.0+45.7 357.2+515
SCE 0.2  316.8+31.0 263.3+56.0 250.3+52.4 208.2+283"
0.5  298.4+43.7 140.9+19.9 124.8+19.7 129.3+116
Voglibose 0.001  310.8+29.6 184.6+22.5 122.3+15.8 110.1+13.6"
Lean —  126.0+83" 1325+46 131.8+99  117.6+122"
Dose HbA1lc (%)
(%) Day 0 Day 7 — Day 22
Control — 4.3+0.1 4.7+0.2 — 6.1+0.3
SCE 0.2 4.3+0.1 45+0.1 — 5.5+ 0.2
0.5 4.4+0.1 4.2+0.1 — 4.7+02"
Voglibose  0.001 4.4+0.1 45+0.1 — 5.1+0.3"
Lean — 36+01°  3.7+01" — 41+02"

All values are means + SE. (n =5 or 6)

Significantly different from control, * p <0.05, ** p <0.01.
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RTIHEY . 0.2%? SCE £ G2 X 0 MbFEDS, F72 0.5% D512 XV AEfHE &
HbAlc OGNz bu— Rt L i L CHEICIKRT L,

PR T OOk EIE, SCE #EHECTay b — L& ik LTk & <
HLTEY, MLV SR SNDLIREENITHES OB SCEIZLY
KEIN TN EPRBE T (Table 3), E7-{EEEICKBWVT, 0.5%SCE
BLORT VR =AELEIC LGB RBLBRDO BN, BHENTOHT ADIEA
7 BT K 5B BAIR SRR S L, KEICO W TIEW T 3 b
— VR DHEBEREERD ol 72721, 0.6%SCE B LR U AR — A
BIZ X0 REIZBADEAICH Y | BEEEORD BB LT WRER & 5,

Table 3.  Effects of SCE and voglibose on food intake, water intake and body weight after 23 days

administration in CE-2 diet-fed ob/0b mice

Dose  Food Intake Water Intake Body Weight (g)
(%) (g/day, Average) (g/day, Average) Day 0 Day 7 Day 15 Day 23
Control — 6.1+0.2 11.5+ 2.0 41.4+0.5 43.8+ 0.6 47.2+0.9 49.0+1.2
SCE 0.2 5.6+ 0.5 7.7+ 1.2%* 41.3+0.5 43.5+£0.8 472+ 1.1 481+ 1.1

0.5 5.2+ 0.3%* 6.2+ 0.6%* 41.7+0.7 42.9+0.6 45.6 £ 0.7 47.3+0.8
Voglibose  0.001 4.9+ 0.3%* 5.6+ 0.5%* 41.8+0.4 43.0+ 0.6 45.8+ 0.7 47.1+0.8
Lean — 4.6 +0.4%* 7.5+ 0.7%*  23.8+0.4%F 24.4+04** 25.3+0.4** 254+ 0.4**

All values are means + SE. (n =5 or 6)

Significantly different from control, * p <0.05, ** p <0.01.
PLEXY SCE a7z —BEEMEIC L Y B%Z MO ESA 286,
M 512 BTk HbAle O ER 2132 2 LR E iz,



EE xA X T — L OPERBEER OB

ATETIZ 3T, SCE Offkfi 512 & % HbAle DX TR EZRBD =720, KIZ
SCE OFHERANKD TH LA A LT ) — V& ERRICHGER G LTCEEO
HbAlc [ZXIT 2EHZF T 52 & & L,

FEREAECH H AIN-93M % v, SCE (7 v Mg~ Z —BIZk3 5
IC50=80.9 ug/mL, x4 247 ) —)% 0.362%&H) HDHWIEFRAax T ) —
v (7w MG vE =I5 1C50=0.54 pg/mL) % Zi<iL 0.05%.
0.0003% C 20 HMREHE S L7-FED HbAle ~D%h % oblob ~ 7 A% T
i L7, 0.05%® SCE & 0.0008%DFAaXT ) —1LD aFard—+t
FHEVEEITIFIERZETH D,

fid, #&5-20 A HICBWT, SCE&RGRHE, BLUOxAa¥ T ) —LEERHD
HbAlc =y hr— ARl i L CHRICE o7z (Fig. 1), F£72. W& DOIE
HOBSIXIFIERETH -2 &, BLXU L L SCE O~ /v —EBRHEEME

ww

#H | %k

HbA1lc (%)
FSOST

(W]
T

Day 0 Day 20 Day 0 Day 20 Day 0 Day 20 Day 0 Day 20

Control 0.05% SCE 0.0003% 0.0001%
Neokotalanol Voglibose

Fig. 1. Effects of SCE, neokotalanol, and voglibose on HbA1c levels after 20 days administration
in AIN-93M purified diet-fed ob/ob mice. All values are means = SE. (n = 6).
Significantly different from control at day 0, ## p < 0.01 or from control at day 20, ** p <0.01.



BIOxAasx7 ) —nLgg&E, 34287 ) —NO~vLZ—EHEEREICE
D SCE DIEMHICKkT65xA4 a7 ) —VOFEHFGEHE N LI EZ A 54%
(=80.9/0.54%0.362%) % \567-Z & h 6, SCE O EE ARG IR A a2 F
=NV ThHEBEALN, B, FHOKEICAE LRI >7- (data
not shown),

F72.0.05%SCE #5835 L 10 0.0001% 7R 7 U AR —2 & EFEIZI 1T S HbAle
KT EIT, AIETOEBRIZEIT 5 0.5%SCE X U00.001% R 7V R—R L Zh
ZHIZIERETHY . ARHEN 10 fFER D73, ZHTENEILOFERRITHH]
L7cEELOEWCERT 5D B2 bd, T2RbL, ARIOFERTHEA L
AIN-93M (ZIFHEEIRE LTT v 7o v afile o R B A ST
W= DIZxk L AiTE T W 7 EDRH I FZBR BN FH OFEER RETEL Ch 0 | BB &
LTRBMES THH/NERC N VTR a VR RBELE STV, hERR R
UEw a2 U RITFEFE LSMNT b 12 VX BRNEE S BWHE R & Ok % Tapkisy
ERLIREMTH D, Lo T, BMEREEZ KRG LIZARIOFERDIZ SN, v T A
BN I T BHHED 3D Te v o 7e Z E DR HERE S L, SCE oA 24 T /) —/Lin
KV EEMICEORBEEEZBE LI O L HE IR,

PLEXVY, SCE BXORA 2T ) —UE, aZvas X—EHREEMEIC X
DERIBOTREICENTH D Z &0, IMHERFET VLV THD obob ~ 7 AT
BWORSNIZ, 7=, SCE OHUHERWEMIZIT 5 EERAZE D M A A =
27 ) —=NThbdIENRINT,



5 % Salacia chinensis =% AFLA R O K T O HEHEEUZ IS 1T 5 &% il fE
b S-HnEA

ATECIX, BERBRET VEWE VW TC, SCE BLURAa¥ T ) —LOR%k
I EAPHEIVER & HbAle K FIEH Z /R LT, RETIX, x4 232X 7 ) — L%
G415 SCE #ELG LIZSEAIELO R M E VT, BB & 0 Atk mpE -5
I 2 38 L7z,

B R BT T D IR ER O Rtk bE EAEIER O] B8R AAME) o
Tt

SCE ElAA i O HEHERUC 31T 2 Atk b EAMmEHER IOV T E A
BHAEXGIZT T ERMBT X MU EHER Y v A4 — " —3 B & FEfi L C
REFE (x4a% 7 7 —/% 0.8332, 0.663, 1.33 mg/[F]) %3l L7, 3k
SNT-WBRF 1L 32 4 (4FHR 36-65 %) TV . SREHIM FICBRAMEREICEZY L
THRCWBREE A LT LV BRI L2 X Wi o 7oz, 32 428 2 x4
FHL Lz, Atk 3 IR £ TOMBEE IAUC IZHOW TR BB L AR ORE %
1To7=L 2 A, BHIZNE (p=0.22) ENEFZIE (p=0.80) DWW HAE TIEAR
K 7RG —NR—iERRL LTINS Z LR LT,

K HERE ST 2 I ER L O > A Y i % Table 4 3 X O Fig. 2 1T~
L7-, IMFEREIZBWVT, 30 0% TIE7 7 AR T 159£3 mg/dL TH > =Dt
L TIEHET 149£3 mg/dL (p<0.01), FHET 144+3 mg/dL. (p<0.01), I
FOEHET 1363 mg/dL (p<0.01) &ZO EANAREIZMH Sz, SHIZ
EHEICBWTIE, 60 2%B LN 120 pZICBWTHZENEN 1705 mg/dL
—151+4 mg/dL (p<0.01), 150=5 mg/dL—138=+5 mg/dL (p<0.05) &7 7 +&
A L THEIZIH S TW e, £ 2 U AMEIZBWTHEERIZ, 7T R’
IR LCL B E, PHE, BEXOEHEOWTOHEIZBEWTH ARER R
THERIKENRD b, £o, FRER SIS T 2 I ERS K 20~
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EOK TFITHERFH TH -T2,
MKEfE 1AUC (Table 5) (ZBWTiX, I BRIk L TIEKAHET 118+9

mg-h/dL—104+11 mg-h/dL & &

7
SN

72 EAE (p<0.05) 2338 Hiv, FHE (98+

8 mg-h/dL) BXOEHE (83+8 mgh/dL) 2B\ THZNZENA B ZRIEMEN

Wb T (p<0.01, p<0.01), A > AU iAUC TiX, IR (11+7

Table 4. Changes in the blood glucose and insulin after Salacia supplementation and cooked rice loadin

Time after administration (min)

0 30 60 120 180
Placebo 108 + 1 159 + 3 170 £ 5 150 + 5 117 + 3
Blood 1,y 108 + 2 149 + 3 ** 165 + 5 146 + 6 113 + 3
Glucose
(mg/dl) Medium 107 + 2 144 £ 3 ** 163 £ 5 142 + 5 113 + 3
High 107 £ 1 136 £ 3 ** 151 £+ 4 ** 138 +5 * 113 + 3
Time after administration (min)
0 30 60 120 180
Placebo 7.2 £ 0.9 315 + 3.1 37.7 £ 5.4 35.4 + 3.3 21.6 + 2.7
Insulin ~ Low 65+ 08 263 +27%* 306 + 3.3 284 + 32 % 153 + 2.1 **
QUML) Medium 6.6 + 0.7 22.8 + 2.7 ** 305 + 35 283 £ 39 * 141 + 1.6 **
High 6.8 + 0.7 19.56 £ 2.1 ** 27.0 + 3.1 239 + 3.1 ** 151 + 2.1 **

Each data point is presented as the mean + SE.

Significant differences are shown: ** P<0.01, * P<0.05 compared with the placebo group

200 50
180 | 10
3
&=} —
160 3
E E3p
; 3
§ 140 \':/
5 g 20
:§ 120 2
m
100 } 10
80 L L J O

0 60

120

Time after administration (min)

180

--O--Placebo
—— Low
—{1—Medium
~~~~~~~~ —&— High

60 120 180

Time after administration (min)

Fig. 2. Changes in the blood glucose and insulin after Salacia supplementation and cooked rice loading

Each data point is presented as the mean + SE.
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pU-h/mL) (2% L TR & (546 pU-h/mL), A& (52+£7 pUh/mL), &
FOEMHE (436 nUh/mL) OEHEICEWTHERKENRRD bk
(p<0.05, p<0.01, p<0.01), F7=. MHEHEIL LA 2V AfED IAUC DK
T b HEIKFNTH o7,

Table 5. Blood glucose and insulin 1AUCs

after Salacia supplementation and cooked rice loading

BlOOdA%lgcose Insulin 1IAUC
! (uU h/mL)
(mg h/dL)
Placebo 118 £+ 9 70.6 £ 7.3
Low 104 + 11 * 54.3 + 6.0 **
Medium 98 + 8 ** 515 + 6.6 **
High 83 £+ 8 ** 429 + 5.6 **

Each data point is presented as the mean + SE.
Significant differences are shown:

** P<0.01, * P<0.05 compared with the placebo group

VL EOFRERN S | FRIERSICB T 2 BB IMIEHB KOS 2 U Ui, 26O
IZENZND IAUC IZBWTH 7 O 7RIS K250 EAIHIIRZZE D il
2o ETZOMBINRITRA 2 H T ) —/1D 0.332mg 7>5 1.33 mg O FH&ED R
THEKREFEN Th =200, x4 2347 /) —1VOHE% 1.33 mg £ CTHHE
T5ZET. KYBOERLE EAMEERZRET 2 2 LM TEL L E
DN, A AR %, BILMEED EHZIHI Sl Z EITPENZE DO
flEnzbDEEZI LN, 0D A A VETIEELZ K ROZ &1X
Mgz e — WA THDL EEX BN,

12



B R BT 2 BB BN O &% U SR ot

SCE FlA & S HIEHERUC 381 2 &% b = FHHIERIc oW T, B—Hiomk
N CHRKRGEEEZRD I END, SHIZKARED SCE (24247 ) —L %
0.221 mg/[f]) (2K DMREEFRAT LN TT T vRRRT 2 L &
B v AA— N —lBRIC TRl L7, #BREEIT 324 TH V| FIHFHn 51.1

+9.2 k. BME214, &KME11AThoT2,
PEE %2 D MBEE & A A Y OB % Fig. 3 1278 LTz, MHEIC DWW T,
R EEIR L O 7 B A BEIRIEO M TIZIBW T, FEam 1 RERERICRK

& 720 2 DHBBEEFCIKT L7z, %72 SCE EEFF (166.2+19.1 mg/dL) |
BT, FEAM 30 2177 B AREERU (173.5116.0 mg/dL) &b LT
AERIKTRED DN (p<0.05), A AV AEIZDOWTIX, FEART 30 /5%
& 2 R ilc e 2 SCE #HuR; (32.2+16.4, 345187, U/mL) TV 7
YARAEIE (36.8118.9, 43.0124.4, U/mL) &M L TABEICKMEA R L
7= (p<0.05, p<0.05),

AR O 2 ) OB HGET HE R 3 Rl £ To 1AUC % Table 6
(27~ L7z, SCE &k A iAUC (113.5+£51.5mg * hr/dL) (377 R &

200 60 --0-- Placebo
—@— Salacia
180
3
T
% 160 340
£ E
2 =
8 140 =
E E
&} )
2 120 S 20
=
s
100
80 L L J 0
0 60 120 180 0 60 120 180
Time after administration (min) Time after administration (min)

Fig. 3. Changes in the blood glucose and insulin after Salacia supplementation and cooked rice loading
Each data point is presented as the mean + SE.

Significant differences are shown: * P<0.05 compared with the placebo group
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EHURF (126.9163.8 mg - hr/dL) (2% L THEIZIKLS (p<0.05), 721 X
VAW T b AR SCE #EHF (124.6+54.8 4 U - hr/mL) TV 7 &R A&
b (144.5+63.3u U » hr/mL) (26 L CTHERKETNED iz (p<0.05)

Table 6. Blood glucose and insulin iIAUCs
after Salacia supplementation and cooked rice loading

Blood Glucose

(mg h/dL) H
Placebo 127 + 11 144 + 11

Salacia 114 + 9 * 125 + 10 *

Each data point is presented as the mean + SE.
Significant differences are shown:

* P<0.05 compared with the placebo group

S5, 7 EREEIRFFCSVTOEAR 1 ReH&ICIMEERER E o7z
728 B ABEIRIG 2T KX DS OMBI 7 Wi L HEE & Tdh 5 1 R 180
mg/dL % FYEC, ARE ;1 FRERMEA 180 mg/dL UL EORE (144) & BREE: 1 HF
ME2Y 180 mg/dL R DR (18 4) @ 2 FEZ/ T CTIBHER L O 2 Y >
Hels 2 bl L7- (Fig. 4), A BETIE, SCE RISV THAR 30 /3% & 1 1
% (173.6+£17.9. 193.6+20.4 mg/dL) T/ 7 b AREEEFF (183.9+15.2,
212.4+18.2mg/dL) & HEEL THEIZ (p<0.05. p<0.01) MBFHED EFH-2380
il Sd, PREREROYA LB L CEOMEIBIRIT L VBEE ThH o7, ThiC
LT B BETIZ, SCE s & 7 & RN A B T EHER 2 2223 72 <
SCE ORBNRBO LR oTc, EIZMmED T T R BRI OHER & ik
D& ABETIIHEAMTE 60 3RICHR KL 2>7-DIZx LT, BREETIE 30 5
(CHRR &R0 T DBRIERFRYIZ I LT,

A LAY ATHONWTIE, ARET SCE #BHUF OB A M 1 Kifil#% (32.2£15.3
U/mL) T7 72 RAEBERFE (41.4+232,U/mL) LV AE (p<0.01) 7{KfE
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Fig. 4. Subgroup analysis for postprandial blood glucose level at 60 min A: >180 mg/dL or B: <180 mg/dL
Each data point is presented as the mean + SE.

Significant differences are shown: ** P<0.01, * P<0.05 compared with the placebo group

R LT=DICHRE LT, BRECIXMBHC N 2o 7o, E-MBEOHER & L4 5
ELABETITHEAMGIR 2 IC EH LT 2 BEfIRICIR K E oo 7=Dlcxf LT, B#E
TiX 30 DRI ERANRD LI 1 Ktk TR ER Y . 2 O%BRRFK
» LT,

BHROMPET hr—ARRRTHD EBZHD A BTG R 2
ZL EENDARRENEZZ DL, WFETA A VEOHER T 2 & |
A BRIZBWTIEREMAHEDS LA L TWDITED 0 b BT p o0 A
U 53 Lo Havd, 0030 1 RFRMEDS 180 mg/dL LA > A BEDHER#E 13
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ZDOZL DIHEREFEE ThHoTZ LRI, Lo T, A TREZIE
FMHZIRDBBE RO b/ Z ik, SCE BIROEWARMELZ RTHD LE
2 bz, TR LT BEETIZZEDOZ S 3A VA VWO IE R 72 it 6E
WHETHoILZ ENRB SN, £/, ZORETIX SCE BlA &5 O R % b -
FMHINRZRBO RN b, BRIy he— L STV 5 IMbEE %
VELLRIZT T 5 2 &idenZ 3R S, SCE BlA & M RIpE 2 51 & &
ZISERMEME S ZREER W EE X DL,

VibEoZ &t SCE BLAR AT, FERIFEE ALY O MG IRE U 8 1E 3 )
HHEPEFOBRERT 5 Z & T, BEROMIHECA R Y o L5283
LIEMTELAHRBRBELTHDL EEZEZ LN, TORIHEETRA LT ) —
L& LT 0.221 mg/[RITH - 77,

16



=% Salacia chinensis ™ APFLE 5 D BRIK T OMEGHAEBUZ 31T % 2t
& HME
ATEEIZRBW T, BRIRICEH T 5 SCE O HBHEIRIC X 2 f ik bk bS53 1EH 23
HONEoTo, KETIE, SCE ZilkimetE i L 7BRo et & ARhPEIC > T
R AR L0 FFA L 72,

H 12 BEHERICEB T B et RE

AEITIEL, ATE THIMED R INTADHED SCE % 12 JEHEfkE R L
oM EREF Lz, $2bb, x4 23T 7 —vE 0.221 mg/hibl EEE
95X H5FH L7z SCE BLARMLZ AV, BRBOBERMICBT 2 H 2T &
TOMANI xR e LT, 1 0 3EmRRANC 1A, 12 BRERSE577
AR R T EE AR Z I L, 70 12 BEOBERE T 5 4 B ICHEL
RhERE LT,

T R — LR 42 44 (CBME 21 4. &t 21 4. FEIER : 49.3+
9.1 ik, FHHE :163.0£7.3cm) OEENHEBRZE T Lz, BEEOMAE (K
H. RIERGE, BMI, WHEHIME ., JRoEHImE, Uki) (2B W Tid, Wi
BB W T HBEMICHAERZII 2o T-, BRAGE & ok TiX, SCE D
(RIERAZRIZ BV THEE 4,12 Hfh s ORI T 4 BEZICB W THE 2 ERMEH,
LRI EIC BV TR 8 Mk THEREEN TN ENRDENTZb DD,
INHOEBITWT N RN TH VAR EBOFPANTH > 7=,

I AR A B K OB AR A OfE B & Table 7 B LW 8 1T LT,
BRAHICBIT D77 v R L ORI TIX, SCE HOEHKY ' ~ 731
U LIZHEVTHEI 8, 12 BRERICHBEREED, BEFEGRRICH VL TEIN4, 8
RICAERKES, LDH ([ZRBWTEIE T 4 HRZRICAEREES T8
Do, FNHDOEITEIHEIN G HHREOHMENHSTZHETHY | £
2% 9 TRV O T HIREEFPHN OBMAR LB Th - 72,
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Table 7. Changes in hematological parameters

White blood cell
counts (/L)

Red blood cell
counts (x10*uL)

Haemoglobin
(g/dL)

Hematocrit (%)

MCV (fL)

MCH (pg)

MCHC (%)

Platelet counts
(x10*/uL)

Standard Group 0w 4w 8w 12w Fllow-u.p
value observation
4500-9700 Placebo 5653 + 1493 5420 + 1321 5426 + 1738 5682 + 1636 5585 + 1526
SCE 5184 + 1428 5241 + 1221 5311 + 1298 5144 + 1541 5185 + 1156
M:438-577 Placebo 463 + 36 463 + 41 466 + 37 470 + 40 466 + 38
F:376-5616  gCE 467 + 29 465 + 27 469 + 33 472 + 31 469 + 32
M:138.6-18.3 Placebo 14.2 £ 1.5 143 £+ 1.6 14.3 £ 1.6 144 + 1.7 142 £ 1.6
1121562 SCE 144+ 09 143 £ 08 144 +09 144 + 09 144+ 10
M:40.4-51.9 Placebo 43.3 £ 8.9 431 £ 42 439 + 4.0* 442 + 42* 433 + 3.8
F:34.3452  QCE 438 + 3.0 43.0 = 26  44.0 = 3.1 443 = 30 435 + 3.0
M:83-101 Placebo 936 + 54 931 + 53 943 + 62 942 £ 58 932 + 6.8
F:80-101 SCE 938 + 36 926 + 3.6% 938 +42 940 =39 929 = 4.3
M:28.2-34.7 Placebo 30.6 + 2.2 30.8 £ 2.4 30.7 £ 2.5 30.6 + 2.6 30.6 £ 2.7
F:26.4-343 gCE 307+ 1.1 308+ 13 308+ 12 306<+13 30715
M:31.8-36.4 Placebo 32.7 £ 0.8 33.1 £ 1.2¥ 325 + 1.1 32.5 £ 1.3 32.8 £ 1.1
F:31.3-36.1  gCE 328 £ 0.7 332+ 0.8* 328+ 08 325+ 06 330 % 0.8
40579 Placebo 26.4 + 3.9  26.0 + 3.3 265 + 45 258 + 4.3  25.6 = 4.0
SCE 251 +35 251 +35 242+48 251 +45 251 + 42

Each data point is presented as the mean + SD.

Significant differences are shown: ** P<0.01, * P<0.05 compared with baseline
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Table 8. Changes in blood biochemical parameters

Total cholesterol
(mg/dL)

Triglyceride
(mg/dL)

LDL cholesterol
(mg/dL)

HDL cholesterol
(mg/dL)

Urea nitrogen
(mg/dL)

Creatinine (mg/dL)

Uric acid (mg/dL)

AST (U/L)

ALT (U/L)

y-GTP (U/L)

Total Protein (g/dL)

Albumin (g/dL)

A/G ratio

LDH (U/L)

ALP (U/L)

Na (mEq/L)

K (mEq/L)

Cl (mEq/L)

Ca (mg/dL)

P (mg/dL)

Mg (mg/dL)

Fe (ug/dL)

Ferritin (ng/mL)

TIBC (ng/dL)

UIBC (ng/dL)

Standard Group ow 4w 8w 12w Fllow-up
value observatlon
ls0g  Flacebo 201+ 28 205 + 33 207 + 33 200 + 29 207 + 31
SCE 207 + 33 207 + 31 211 + 28 207 + 31 212 + 32
50149 Placebo 97.9 + 44.0 109.0 + 128.0 87.3 = 45.9 96.8 = 53.7 90.4 + 59.9
SCE 105.0 + 48.0 885 + 44.4% 86.7 + 40.0%* 964 + 44.8 93.6 + 56.8
70139 Placebo 111 + 28 111 + 30 117 + 30 109 £ 27 115 + 28
SCE 125 + 32 127 + 25 129 + 24 126 + 27 126 + 30
M:40-80  Placebo 709 = 153  72.8 = 17.0 71.7 £ 14.0 705 + 17.4 69.9 + 15.3
F:40-90 SCE  63.2 + 15.6 62.4 + 16.7 63.5 = 19.1 62.6 = 18.0 64.3 + 16.4
000 Dlacebo 11925 122+ 21 13.3 + 2.3% 12.6 + 3.0 13.4 + 2.5%*
SCE 129 + 30  13.0 + 3.3 12.6 + 2.4 124 + 2.7 14.0 + 3.7*
M:0.65-1.09 Placebo 0.67 £ 0.13 0.66 + 0.13 0.67 + 0.14 0.68 + 0.14 0.65 + 0.13*
F:0.46082  SCE  0.75 + 0.17  0.75 + 0.18 0.76 + 0.17 0.75 + 0.18 0.73 + 0.16*
M:3.6-7.0 Placebo 5.06 £ 0.84  5.02 = 0.97 5.16 + 0.96 4.95 = 1.00 5.09 = 1.01
F:2.77.0 SCE  5.63 + 1.48  5.69 + 1.20 5.77 + 1.34 551 + 1.19 5.64 + 1.39
1040 Placebo 22.6 + 11.3 235 + 7.6 219 + 7.5 20.9 + 6.2 21.4 + 10.4
SCE 214 + 75 223 + 6.3 21.9 + 4.7 20.9 + 6.3 20.7 + 5.7
S5 Placebo 235 + 17.7 24.4 + 20.8 22.2 + 13.2 21.8 + 14.1 21.6 + 13.7
SCE  21.6 + 17.1  21.8 + 9.6 22.6 = 10.2 20.6 + 9.3 20.4 + 10.4
M:<79  Placebo 385 = 28.3  40.0 = 30.8 42.2 + 33.2 41.4 = 34.8 39.0 + 32.3
F:=48 SCE 318 + 184 304 + 17.7 32.0 + 24.6 30.8 + 18.2 37.3 + 33.6
589 Placebo 7.41 + 0.27  7.38 + 0.30 7.23 £ 0.24%  7.23 + 0.17* 7.25 + 0.36*
SCE  7.37 + 042 17.33 + 0.35 717 £ 044% 727 £ 0.40 7.30 + 0.43
- Placebo 4.50 + 0.21  4.53 + 0.23 4.44 + 0.20 4.40 + 0.20% 4.47 + 0.26
SCE 447 + 021  4.49 + 0.17 4.38 + 0.24* 4.37 + 0.20% 4.42 + 0.25
L5090 Dlacebo 156+ 018 160 = 0.17 1.60 + 0.15% 1.57 + 0.18 1.62 + 0.18*
SCE 156 + 0.20 1.60 + 0.20 1.60 + 0.23 1.53 + 0.18 1.56 + 0.21
Logggs | Placebo 163 + 24 168 + 27* 166 + 25 162 + 23 161 + 26 "
SCE 178 + 26 178 + 27 176 + 25 178 + 30 179 + 27
loggzg  Flacebo 197 = 62 203 + 76 203 + 66 194 + 55 196 + 64
SCE 205 + 65 205 + 66 204 + 66 205 + 64 206 = 59
lssgy | Placebo 14151 141 + 2% 140 + 2 141 + 2 141 + 2
SCE 141 £ 1 141 + 2 141 + 2 141 + 2 141 + 2
5550 Placebo 4.01 + 0.22 412 + 0.21* 4.10 + 0.23 4.08 + 0.33 4.16 + 0.27%
SCE 401 + 0.29  4.14 + 0.22* 4.10 + 0.30 412 + 0.27% 412 + 0.27*
08108 Placebo 103 % 1 103 + 2% 103 + 2% 103 + 2 104 + 2%+
SCE 103 + 2 104 + 2 104 + 2 104 + 2 104 + 2
o100 Flacebo 921 %019 923 5027 9.14 + 0.23 9.06 + 0.27% 9.11 + 0.26
SCE 917 + 029 912 + 0.28 9.01 + 0.30% 9.02 + 0.36% 9.03 + 0.32%
. Placebo 3.32 + 0.41  3.42 + 0.43 3.37 + 0.27 3.27 + 0.35 " 3.43 + 0.44
SCE  3.42 + 0.33  3.58 + 0.32* 3.59 + 0.37* 3.53 + 0.44 3.51 + 0.38
- Placebo 2.17 + 0.15  2.20 + 0.14 219 £ 0.4 | 221%015 | 222+ 0.15%
SCE 225 + 012 228 + 0.13 2.30 + 0.14 2.30 + 0.13 2.30 + 0.12
M:60-210 Placebo 126 + 35 122 + 51 120 + 49 125 + 55 107 + 47*
F:50-170 SCE 136 + 32 116 + 38* 115 + 55 126 + 39 118 + 44
M:21-282  Placebo  93.7 £ 66.5  89.0 = 73.0 85.4 = 73.3 86.8 + 66.8 76.1 + 65.3%
F:5-157 SCE 111.0 + 850 111.0 + 91.0 116.0 + 87.0 106.0 + 83.0 95.0 + 76.1*
M:250-410 Placebo 349 + 52 B30 M =45 349+ 56 350 + 55
F:250-460 SCE 331 + 34 325 + 36 318 + 35%* 325 + 40 332 + 44
M:120-330 Placebo 223 + 70 230 + 85 225 £ 79 224 + 88 244 + 89*
F:110-425 SCE 195 + 47 209 + 44 204 + 57 198 + 55 214 + 63*

Each data point is presented as the mean + SD.

Significant differences are shown: # P<0.05 compared with placebo, ** P<0.01, * P<0.05 compared with baseline
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Table 9. Changes in blood glucose related parameters

Standard Group ow 4w 8w 12w Fllow-u-p
value observation
Blood glucose 0100 Placebo 105 + 8 105 « 8 104 £ 7 106 = 9 104 + 8
(mg/dL) SCE 104 + 9 102 + 10 102 + 8 104 + 9 104 + 8
Placebo  5.13 + 0.31 5.03 + 0.28** 512 + 0.27 5.10 + 0.25 5.18 + 0.26
HbA1c(%) 4.3-5.8
SCE 5.13 + 0.30 5.07 + 0.28** 517 + 0.26 5.15 + 0.27 5.21 + 0.31%*
Glycoalbumin L6164 Placebo  14.0 + 1.2 13.9 + 1.2* 13.8 = 1.2* 13.8 + 1.2* 13.9 + 1.3*
(%) T SCE 146 1.3 143 + 1.2%* 14.3 + 1.3%* 14.2 + 1.2%% 14.4 + 1.2%
} Placebo  5.90 + 3.53 6.26 + 3.98 7.03 + 4.85 5.60 + 2.87 6.82 + 4.89
Insulin (U/mL) 2.2-12.4
SCE 5.91 + 2.33 5.45 + 2.06 5.93 + 2.90 5.12 + 2.25 6.65 £ 2.71
) Placebo 1.8 + 0.6 1.8 + 0.6 1.9 + 0.7 1.9 + 0.6 1.8 + 0.6
C-peptide (ng/mL) 0.8-2.5
SCE 1.8 £ 0.5 1.7 £ 0.5 1.8 + 0.6 1.8 £ 0.5 1.8 £ 0.5
Placebo 204 + 6.8 202 + 6.6 20.0 + 6.6 20.4 + 6.6 20.3 + 6.9
1,5-AG (ug/mL)  14.0-46.0 Tt Tt it
SCE 227 + 7.2 259 + 6.8%* 27.1 + T** 27.1 + 7.3%* 241 + 7.4%

Each data point is presented as the mean + SD.

Significant differences are shown: ## P<0.01 compared with placebo, ** P<0.01, * P<0.05 compared with baseline

RBETIE, WThOHEBIZBW TS BERLEZ RO RN 72,

HRAER TiX, MBSV TR, M. TR, SROE (ERG, JE SRR,
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HERLLEZLFEND, FHREMERERREROD 5A0FFROF LT RN E
Hr < iz,

SCE Z EHHEI L 2ozt Mal+ 2720, SCEAGREMH 5L T 7
TARROEBIBELZEZ 12 HEEBRIE L7 7 2Rl _EHE AR Z 3 L
oo ZTORER, 2 TOREEBIZBWT SCE BlE6R MBI EFHEREGROH HH
EFERERIRO LN o2 EnE, SCE A RMITENEIUCE L T2tk
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Table 10. Changes in hematological parameters

Standard Group 0w 9w dw Fllow-u.p
value observation
White blood cell 4500-9700 Placebo 5106 + 1250 5216 + 1284 5459 + 1263 5271 + 1204
counts (uL) SCE 5016 + 1138 5483 + 1089%* 5347 + 851 5101 + 757
Red blood cell M:438-577 Placebo 473 + 44 479 + 45 481 + 40* 480 + 46
counts (x10*mL)  F:376-516 SCE 470 + 44 475 + 44 474 + 40 474 + 44
Haemoglobin M:13.6-18.3 Placebo 14.4 + 2.0 14.6 £ 2.0 14.6 £ 2.0 145 + 2.1
(g/dL) F111.2:15.2  gCE 141 + 1.3 142 + 1.3 141 + 1.3 142 + 1.4
. M:40.4-51.9 Placebo 44.0 + 4.7 44.2 + 4.8 44.7 £ 4.7 43.9 + 5.0
Hematocrit (%) . i
F:34.3-456.2 QCE  43.3 + 3.6 43.3 + 3.5 43.9 + 3.3* 43.6 + 3.8
:33- Placebo 93.0 = 5.9 92.1 + 5.7% 92.9 + 6.2 91.6 + 6.6%*
MCV (L) M' 83_ 101
F:80-101 SCE 923 + 5.0 91.5 + 4.8* 92.7 + 5.2 92.0 + 4.6
M:28.9-347 Placebo 305 + 2.8 30.3 + 2.8 30.2 + 2.9 30.3 + 3.1
MCH (o) F126.4-34.3
126.4-34. SCE  30.1 + 2.0 29.9 + 1.9* 29.8 £ 1.9%*  30.0 = 1.9
31 8- Placebo 32.7 + 1.6 329 + 1.5 325 + 1.4 33.0 + 1.5
MCHC (%) M.31.8_ 36.4
F:31.3-36.1  SCE 326 + 1.0 32.7 £ 0.9 32.2 + 0.9%* 326 + 0.9
Platelet counts 140379 Placebo 26.2 + 6.5 26.9 + 6.1 25.1 + 5.1 26.0 + 6.9
(x10*pL) T SCE 241 + 3.8 24.4 + 48 23.4 + 4.3 23.8 + 4.6
Each data point is presented as the mean = SD.
Significant differences are shown: ** P<0.01, * P<0.05 compared with baseline
Table 11. Changes in blood biochemical parameters
Standard Group 0w 9w dw Fllow-u.p
value observation
Total cholesterol 15021 Placebo 201 + 27 212 + 28 215 + 29* 220 + 33**
(mg/dL) SCE 191 = 29 197 + 32 198 = 29 208 + 29%*
] : Placebo 121.0 + 72.4 125.6 + 83.4 121.0 + 66.6 127.1 + 91.9
Triglyceride 50-149 1 1 "
(mg/dL) SCE  74.7 + 384 77.2 + 40.1 82.6 + 52.6 78.1 + 61.8
LDL cholesterol 0139 Placebo 125 + 29 131 + 27 136 + 26* " 139 + 33**
(mg/dL) SCE 112 + 27 115 + 30 115 + 28 123 + 32%
HDL cholesterol M:40-80 Placebo 58.2 + 14.7 59.6 + 17.3 60.6 = 18.5 61.5 + 17.6*
(mg/dL) F:40-90 SCE 629 « 17.0 63.7 = 17.7 67.2 + 19.6¥*  68.9 + 17.8%*
Urea nitrogen 8.0-20.0 Placebo 13.8 £ 2.9 13.1 + 4.2 14.8 + 5.8 13.3 £ 3.0
(mg/dL) R SCE 132 + 35 12.1 + 3.0 11.9 = 3.0 135 + 3.3
. M:0.65-1.09 Placebo 0.73 + 0.14 0.71 + 0.13* 0.75 + 0.14 0.74 + 0.15
Creatinine (mg/dL) .
F0.46-082  gCE  0.71 + 0.13 0.70 + 0.13 0.70 + 0.10 0.71 + 0.12
o M:3.6-7.0 Placebo 5.55 + 1.41 5.50 + 1.37 5.66 + 1.43 5.60 + 1.38
Uric acid (mg/dL) .
F:2.77.0 SCE 525 + 1.16 5.31 + 1.00 5.21 + 0.92 5.35 + 1.03
Placebo 23.2 + 7.9 22.8 + 11.9 23.0 + 8.6 22.2 + 8.1
AST (U/L) 10-40
SCE 23.2 + 80 20.1 + 6.2 20.5 + 6.2 21.0 + 49
Placebo  26.5 + 20.7 27.0 + 26.8 27.9 + 24.0 279 + 22.4
ALT (U/L) 5-45
SCE 200 + 87 182 + 6.2 18.8 + 5.7 18.5 + 5.5
M:<79 Placebo  39.0 + 34.9 38.6 + 39.1 38.8 + 39.6 39.4 + 375
y-GTP (U/L) =
F:=48 SCE  43.0 + 345 34.2 + 17.9 33.3 + 16.5 37.1 + 21.9
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Table 11. (continued)

Total Protein (g/dL)

Albumin (g/dL)

LDH (U/L)

ALP (U/L)

Blood glucose
(mg/dL)

HbA1c(%)

Glycoalbumin
(%)

C-peptide (ng/mL)

Insulin (@U/mL)

1,5-AG (ug/mL)

Na (mEq/L)

K (mEg/L)

Cl (mEqg/L)

Ca (mg/dL)

P (mg/dL)

Mg (mg/dL)

Fe (pg/dL)

Ferritin (ng/mL)

TIBC (ug/dL)

UIBC (ng/dL)

Standard Group 0w 9w dw Fllow-u.p
value observation
658 Placebo 7.20 + 0.44 7.23 + 0.40 7.30 + 0.33 7.38 + 0.44%

o SCE  7.04 + 0.33 712 + 0.34 717 + 0.35% 7.27 + 0.35%*
o5 Placebo 4.41 + 0.25 454 + 0.22% 4.56 + 0.24* 454 + 0.26%*
T SCE  4.30 + 0.24 4.41 + 0.24%% 443 + 0.23%* 448 + 0.3%*
Placebo 161 = 30 167 + 31 166 + 33 166 = 34
120-245
SCE 170 = 32 168 = 28 171 + 36 168 + 31
Placebo 197 + 61 194 + 65 196 + 64 202 + 69
104-338
SCE 212 + 120 194 + 95% 203 + 108 206 + 95
Placebo 104 = 7 103 + 7 102 + 7 101 + 7%
70-109
SCE 103 + 6 100 + 6% 102 + 7 101 + 7
ns Placebo 5.12 + 0.31 5.08 + 0.30**  5.15 + 0.30 5.38 + 0.43%*
o SCE  5.00 + 0.24 4.96 + 0.23 5.08 + 0.24% 5.19 + 0.30%*
Placebo 13.6 + 1.2 135 + 1.1 13.2 + 1.1%* 13.7 + 1.0%
11.6-16.4
SCE 139 + 1.4 13.8 + 1.4 13.6 + 1.4%* 14.1 + 1.4*
0895 Placebo 2.12 + 0.62 " 1.90 = 0.54%*  1.95 + 0.65 1.88 £ 0.58**
o SCE  1.75 + 0.48 1.71 + 0.41 1.72 = 0.78 1.70 + 0.68
Placebo 7.56 + 3.12 7.20 £ 2.69 6.51 = 3.91 6.28 + 3.02
2.2-12.4 T
SCE  5.16 + 2.28 5.40 + 1.42 4.90 + 2.55 5.54 + 3.63
Placebo 22.0 + 8.4 29.5 + 8.7 23.2 + 9.5% 29.5 + 8.9
14.0-46.0
SCE 203 + 7.0 21.0 + 6.9 929 + T.5** 21.5 + 7.4%
Placebo 141 = 1 141 + 2 141 + 2 141 = 1
135-145
SCE 142 + 2 141 + o% 141 = 1* 141 + 1
5550 Placebo  4.30 + 0.20 418 + 0.21%* 416 + 0.30% 4.18 + 0.31*
o SCE  4.35 + 0.29 4.09 + 0.21%% 408 + 0.28%% 410 = 0.22%*
Placebo 104 + 2 104 + 2 104 + 2 104 + 1
98-108
SCE 104 = 2 104 + 2 104 + 2 104 + 2

69100 Placebo 9.28 + 0.33 9.00 + 0.39**  9.35 + 0.33 9.22 + 0.35
o SCE  9.24 + 0.30 8.90 + 0.26**  9.25 + 0.24 9.22 + 0.32
pas Placebo 3.43 + 0.42 3.38 + 0.36 3.50 + 0.30 3.44 + 0.34

o SCE  3.25 + 0.43 3.35 £ 0.42 3.36 + 0.39 3.42 + 0.39
- Placebo 2.22 + 0.17 2.17 + 0.13 2.27 + 0.14 2.25 + 0.15
o SCE 222 + 0.15 2.17 + 0.18 2.27 + 0.16 2.29 + 0.18%

M:60-210 Placebo 104 + 49 107 + 36 105 + 54 113 + 38

F:50-170 SCE 97 + 29 106 + 44 100 + 32 103 + 33

M:21-282  Placebo 140 + 126 131 = 124 136 = 117 132 + 117
F:5-157 SCE 872 + 685 87.6 + 69.9 84.9 + 72.2 85.9 + 71.4

M:250-410 Placebo 344 + 40 360 + 40%* 360 + 38** 360 + 46%*

F:250-460 SCE 339 + 29 345 + 32 351 = 30%* 351 + 29%*

M:120-330 Placebo 239 + 72 252 + 62 255 + 72 247 + 68

F:110-425 SCE 242 + 39 239 + 51 251 + 45 249 + 40

Each data point is presented as the mean + SD.

Significant differences are shown: ## P<0.01, # P<0.05 compared with placebo, ** P<0.01, * P<0.05 compared with baseline
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PRIFA OFE AT IV CIIREIR BRI & 722 2 2 BT b &Il S vz,
HRAEIR & LT MRRIC IV CE, IEEBIZI. T, IR K OMERE 0
HALEEIRC, DI, A T A T, FREOIERNE A SN, 205 HIEES
FEAMIRIC W TIE, SCE #£ 0 2 £128B\\ T SCE BLA & LB & o (K R BfR 23
D ATREMENE 2 LIV, WiH & b2 OREITIRE CTH v | RRBROMkEiE &
OH A4 OEIRICX B2 X 23RO L OTIER L, FEMm LA O
FERDFEAEITFRO R o7, Fo, THIB L CHREAFEL L7 1 412250 T
t SCE Al & & EE & OREBERAH 2 ATREMRE 2 bz b oo BEUIH
PICIER L TR VIR GEE ThH o7z, LLED Z b Zh b DOIHILEHEIRIC
DWTITERIR BRI & 2 B0 & ERIC X0 Il S vz, 2 ofio B RAERIZ
DT, EROZBNC K R AR E KRR TV o &Il S vz,
SCE Bl & & ih O EE R BT 2 L a2 M4 57290, SCE Blafind
HWET T EARDS fFEE 4 BEEBRSE 77 AR EERRR L EhiE
L7z, TORR, MEHRA, JRIA, BRAERIS X OEMOZEN B TR L
ML R DT RITRO bR o7 2 &6, SCE BEA RS OB RHERINC R
DM HER S T,
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B BRESREIRIAE IS H 1T D kBB HURF O HbAlce KRR R OMFT

A E Clz, SCE Fl& &M O BZIMEE EAMEIERIZHRKFHTHD . *
FaxZ ) —N% 1.33 mg/Rl TEREETHEICEOMREBERELRDZ L E
RL7Tz, F72. SCE ELARMN (34247 /7 —/E 1L 7T0.221 mg/hisx 1 H 3
FHEE) % 12 BB, H 250320 5 FE%2 4 BRI S 7RI
WT, SCE O@EWERMENHER SN, £ 2 TAREITIL, BEORERFE 2 Xt
%L LT, SCE BLARM (xA=4F/—L LT 1.33 mg/lalz 1 H 3 A&
B 7 12 B8 R S 72 BR O A BE AR (X9 2 A et Lz, 3772
b, XA 3T =% 0221 mglhill L EFT 5 L OoME L7 SCE il &R
mZ AW, 1A 3 EERRNC 6 kid 12 BHEBRSE 577 AR EEHER
B A St L7,

HbAlc 78 6.5%LA L. 7.4 %A O BE 72 BE RIS IR 4 2 BN 2 2 R
E LT, WBREIIAFT 26 4 (B 18 4. Lotk 13 4. RN 3569 %) Td
. BERBHAA T T BRAMEMEICHE Y L 7o B OB AL A SR L 0 B L7 F 3w
o Toioh, 26 HARBEMITIGE & Lz, 2B, RBRBHIAAREOKE, (RAE
e, 36 X OVBMIICWREH CH BRI Do T,

MpEBEFEIE OHER 4 Table 12 1278 Lz, MAEEIZ T 7 B ARFEE OEE, B
KOG & O THE 22 b 258072 > 7, HbAlc 2B\ Tix, SCE #f
THEIL 4, 8, 12 HFZIZEIBHMGE & R L THRIZIE T L (BHEET : 6.93*
0.08%. 4 #% : 6.71£0.09% (p<0.01), 8% : 6.52+0.10% (p<0.01), 12 i
#% :6.6210.08% (p<0.01)). 77 AREEL DOHEICBWTHER 4, 8, 121
BICHRICKE (4#% : 6.91+£0.10%—6.7110.09% (p<0.01), 8 #H#% : 6.82
+0.14%—6.52 £ 0.10% (p<0.01). 12 ## : 6.95+ 0.18%—6.62 + 0.08%

(p<0.05)) T oz, ZVar7i7 I 150 TlE, SCE FECBWTHER 4.,
8 WP AAIE & el L THEIZR T L (4% : 15.8£1.9% (p<0.01).
8 W% : 16.02.0% (p<0.05)). 77 &AREEL DILEIZB W CITIER 4 HEIC
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HREIZIKT (17.83£2.0%—15.8£1.9% (p<0.01)) LT\ 7=, 1,5-AG (28T

(%, BEBAMGRES KOV 7 B AR LTI 4 H%ND

B2 BRPRD v, 12 8% £ Tk L7z,

Table 12. Changes in the blood glucose-related parameters

AR BRI L DA

Group Week 0 Week 4 Week 8 Week 12
Blood Glucose Placebo 120 + 4 124 £+ 6 128 + 8 129 + 8
(mg/dL) SCE 116 + 3 118 + 4 118 + 3 124 £ 5
Placebo 6.88 £ 0.11 6.91 + 0.10 6.82 £ 0.14 6.95 + 0.18
HbAlc (%)
SCE 6.93 £ 0.08 6.71 £ 0.09 **## 6.52 £ 0.10 **## 6.62 + 0.08 **#
) Placebo 17.1 £ 0.5 17.3 + 0.6 175 + 0.7 17.6 + 0.9
Glycoalbumin (%)
SCE 16.4 + 0.5 158 £ 0.5 **## 16.0 £ 0.6 * 16.0 + 0.6
Placebo 135 + 2.1 12.1 + 2.0 12.4 + 2.3 12.7 £ 2.7
1,5-AG (ng/mL)
SCE 11.1 + 1.6 16.2 + 1.5 **## 156 + 1.7 **## 155 + 1.8 **##

Each data point is presented as the mean + SE.

Significant differences are shown: ## P<0.01 compared with placebo, ** P<0.01, * P<0.05 compared with baseline

M= b o —/WREEZ Il 5720, 12 #

i D 5 HIR R I BV TR O

PEAMTRBR A EME L7 2 A, SCE BEOAMT% 2 B oMb e, 3 L OB A
% 120 73BT 5 1IAUC IZB W TAH B2 UGEEDNR® btz (Table 13), #EjxR
HHAOERLE L THWLNS a- 7 has X —PHEXTHDT HILE— R

Table 13. Results of the oral glucose tolerance test at weeks 0 and 12

Group Week 0 Week 12
0 min 120 + 4 129 + 8
30 min 190 £ 8 198 £ 11
Placebo
60 min 2556 = 7 254 + 14
Blood Glucose 120 min 247 + 8 242 + 19
(mg/dL) 0 min 116 + 3 124 + 5
30 min 197 £ 6 203 £ 9
SCE
60 min 243 + 11 242 + 11
120 min 233 £ 12 197 £ 18 **
iAUC Placebo 200 + 7 185 + 12
(mg hr/dL) SCE 194 + 12 165 + 14 *

Each data point is presented as the mean + SE.

Significant differences are shown: ** P<0.01, * P<0.05 compared with baseline
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BWTHGERIZ LY 7 F B AREE L i L7z HbAle OIRTEHZ =T Z & X0,
AL a7 Nav X —EHEATHLIRT VAR—AZBIRTLH2LICLD A1
A R MENSGET H T ENH BTV D, 2930 J o T RBRICEB W TS,
Y77 X ZDOMGHEIIC XV B 2~ D&% OIMEE LA 2ZMmEl S 2 & T,
SR MBEE 2 759 HbAle DMK T 721 Tid/e <l A Y A U VEZHEZ O H O NK
B LRI,

F 7o BERHAR R L ONEE) IR 2 U CRER, BEN & b ICHER
A% 727> 72 (datanot shown), #RERMIM T 0 B RIERIZ OV TR, BB
HICHBERABR SN ODZORE IR~k Th v, BB
HRNICEE L7z 2 e n | ERIC RV RIBEE 222 b O TIERwn & S du7z,
Z OO HREIERIZONWT S BETH o722 & B LUk TREE g L
TR HE DL THLICREIE Lz Z &b, EROBEIC X0 R
HRIZ LD b TIThWn LB a iz, KEROEMZREIZBWNTHZ Mo
AEFGITRDOONT, £ 28 U TR 2 AU BE T 2 58RI
FolRBOLNRMN o T, KREFE—H, BLOE _HICBWTOURSNATZD LIF
ERIZ, SCE &R D EmWEEMDN RS,
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R

JEVi « 2 BRI T )L~ 7 AT 5D oblob~ 7 A% T Salacia chinensis
oKX A (SCE) BLXORA 24T ) —LObMERBIEN Z et Lok

ERN

1)

LU DR 215372,
BN - 2 BBEIRIGET L~ DU A Toh D oblob ~ 7 AZEBWT, SCE DH
[E 45 523 F AR RO 2 BE AL 2 bl BRI ER 2789 2 & 2 50N
L7,
B« 2 BPEIRIFET L~ T A THD obob ~ 7 AZEWT, SCE Dk
oot 503 F 78972 HbAle DR TIEH 27”4 2 L 2B b Mnic Lz,
B - 2 BIBEIRIFET L~ T A TH D obob~ T AZEBNT, XA a7

J — VDRG0 HbAle DIK FEHZRrTZ L 26N LT,

KIZ, SCE DERRICE T 2 AL ZRMEICHO W THRET L, BIFOmA 25

.
—o

1)

SCE Bl &8 s oM BRI W) C HEHE IR 2% mbE B S5-Il /e %
TP ZE BIOZEOIEHIIHEERFN THL L (XAax T ) —L L
L7 0.332, 0.663, 1.33 mg/lfl) &SN LT,

SCE BLARMN S OIEHE (A =247 /7 — & LT 0.221 mg/[Al)
(2R W T b RZMAE EFMENEN 27R~9 2 L 26T L,

SCE i &&M (xAa% T /) —E LT 0.221 mg/[Hl, 1 A 3 [EHARTIC
FI) o 12 @FAEIICB T 2 ZeEz2 6 Lz,

SCE Bl A REMmOmEREE (BEED & ThLI X AT )/ —)Le LT
1.106 mg/lEl % 1 A 3 BEfERANIET) o 4 \EEEIZER T L2t 4 H
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ST LT,
BB RIpIE 12kt L C SCE Bd A &S (x4 a4 F 7 —/L L LT 1.33mg/
B2 1 H 3 [EEEFNIER) 28R E5Z 21289, HbAle DK TE

M EMFERRDUEEM 2R Z L ZHLMNIT LT,
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EERDAB

B—EDXRER

E—HIDRER

Salacia chinensis BEREVKHH® (SCE) DFRR

Z A CERIRE T S, chinensis ¥ H BRI =% 2K Z R L 7=,
HJFAEY X, Yutana f# & (Vice President of Rajamangala University of
Technology Srivijaya) (T &> TBRFREEIVFEE SN, STl S
chinensis Wil % Myete . 2 RFOBUKAH A4 2 BTV EFZERIC TR A 2
IMA TR R ZG7 (IR 0 9.37%),

EREW

B6.Cg-Lepob/d (ob/ob) it~ AL ZDEFR (lean) ZHEA (HARTF v —
LR Y A=) L 1B O TS %Rt L, BT e k2 — g,
R BT B 2 CARE R,

Ensure H &R D MBFEIZ3 %5 SCE OZhR DO FEAM

6 W iis DLENME ob/lob ~ U AT, 20 FFH D%, B> 712X Y 10 mL/ikg @
Ensure H (BM5#E#, 10 mL 720 =% /L¥— : 15 keal, 7F A RV ¢
1170 mg, A7 vr—Z :392 mg) & 50 H 5L 150 mg/kg @ SCE ##& 5. L
7=, 500, 15, 30, 60, 120 /3 ZIZREHARD HERIM L, (B 61 M 2 J &
L7z, RO AR 7Y R—=2 (EBFEMAEFELD a7 /v a2 —EHEH. 0.3 mg/kg)
Era s FFy (ERMAEIESO DPP-4 HEH], 1.0mgks) 2RI TF 47
oy hr—LE LTHW,
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WEFET 23 HEFAE Lz obob ~ 7V ADMEEE L HbAlc iIZxt3 5 SCE O
SR OFEAM
s OHENE ob/lob ~ 7 2 % 1 BRI OB, K, mbEE. 3 KU HbAlc
INJFEC IR D X DI 4 FRC T Tz, = e — U BRCid@E e L LT CE-2
. SCE ¥:5.8£121% SCE % 0.20% & 5 % 0.50%12C CE-2 & H\W\ClRET&
B LT, ROT 473 ha— B2 0.001% DR 7 U R — A % [FAERIZIRAT &
H U7, F72, #5:0, 7. 15, 23 H HICEREZHE Lz, foKkE & HETEIT 3
HEEIZHIEL 1 BH72 0 OFHEAFH Lz, &5 0. 7, 15, 22 H BIZLbEE
Z.BEL00.7.22 HHIZHbALe %, 7/ /v a3 — A4 ¥ X —Eik L DCA Vantage
Analyzer (Siemens, New York, USA) (2 CTZ 2 llE L7z, HbAlc it JDS
ETHE LN, XD L&Y NGSPEICHE LTz, 20

HbAlc (NGSP) = 1.02 x HbAlc (JDS) + 0.25%.

WRTARAT

it RN AT HERAR 72 Con L, ANOVA 4 % L 7212 (Z Student ® t & %

7213 Dunnett 7% CHEAT L 7=,

F_EIDRER

xXFar T ) — VO
FRA AL T )= VI S DJ51E 2D (2L Y SCE 7» 6 B LT,

FEREEE AIN-93M T 20 HREIFE L7z oblob ~ U ADIMFEHE & HbAlc (X9
% SCE &xFa % T ) —/VORROF
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6 Wi DIENE ob/ob ~ U 2 % 1AM OBIMLE, KE, mbHE, X0 HbAle
IS0 5 L 9 A BT T T2, 2o b —/LBECIE AIN-93M fil kb4 | o
TNEEGEAIZSCE, A A2 X T ) — v D NIART Y R—RA%ZhEh 0.05,
0.0003. 0.0001% (w/w) 12T AIN-93M % FHW\CRE#EE L=, #5 3. 6.
9. 12, 15, 18, 20 HBIZKEA, F7=FH5 0. 20 H HIZ HbAlc % Quo-Lab

(=7m, KB 2 THIE LT,

WA AEAT

AR P ELEVERR 22 F o T YR 22 Con L, ANOVA % 320 L 7= 1&1Z
Student @ t ¥i%E £ 721X Dunnett £ THET L7,
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BE_EDORE

fRERAEL

AREOHRKRBFIIDT b MEAFEZEROKREETITONLTEY ., £
BERFE X LT, ~V U U R ESOERICE o o mBEAEE DO b & | RS
FERRIC K0 BB RICET 2+ 2@ 217V EEIC L 2R RS INO R E %15
7o

F—HiDRER

PEE

PeBRE 1, REZ G L7z AARNR AT (35 ik 65 sl T) 139 £447»
b, A7V —= THREIZBIT 5 EMERFMEE 2 100 mg/dL LA E 140 mg/dL &
WD (AARBERFFSOZWIHENE 89 2B\ T, ZE R MR E 5 S E 5
BERFE S 3 X OMRE ORERIEIR A &) 28T L, E-EERFEE, B
fEE DRBOBEEEO & 2% BRI T OFEIIRN L, 32 x5 &
L7,

RBARBRIL, VA7) =y VmHEAEZBERIC LK EETIT D
oo HREFIZH L TR, AV U R ESOERICE S ToMBREEDO S & | 3
BRI & 0 BRBRANEF ST 5 T 2t 21T W ERIZ X 53R BRES o [F
BEEET,

§

cl

SCE DF#

Salacia chinensis 1%, % A ENTHRIEN7=b D& AEHECTHEAL, The
Forest Herbarium (Bangkok, Thailand) (2 J ¥ & REEA & i 5 = & T
REFHIIZ S. chinensis Th 5 Z & ZfEid L=, SCE (%, & L [AARIZHHR L
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7. SCEIZEEND a-7 NVavX—BHERIOFEEE L TXAaXT ) —/b
FE®R?2D LA, 0.221% TH -7,

PERA M OVER

SCEBLARMELT18HZY 50 mg @ SCE LA ZBLA L7z seH 2 1E
BTz, 7T ERBMICTIEZSCE Db ICErn—2 %A L, & HICEMBIR
My oEEEZ AW TERLIZLDZ/FR L, SCE Bl&f&an & AMBL BB T &
RN E R Lz, MBSV T, 77 B R BRI 7 R R E 12
bE, (KA EEREHIE SCE BEARME 38 s 77 v R AMh% 98, T HREEE
FRlZIL SCE Bla B AZ 6 E& 7' 7 B R RN A 6 §E. = HEERRFIZIX SCE Al
AfihE 12 EERESE, WPRICBWTHEERZ 12 88BRT5 2L L LT,
XA as T ) —)VHEMAE, THE, sHERERETZEAZ1 0.332 mg. 0.663
mg, 1.33 mg # &4 LT\ iz, SHEOHEBRES 1 ES5IZO0T, T &% 15
TERWAREHLREBIZENETNFE LI L O%E 4 FERL T 4 60T~V
L. BRI L O AR ~DBERIEE et Lo, AR & IXBIC % E S
Nicary bo—9—=R"NEHEE T NVDOAEOMIGEREIER L, T —ZETEHD
PR/ & CHHk L CRtEICEEE LT,

BEA TR

ABRIE, 200847 A2 9 HITNT T, 77 BARRT X AME_EHER Y
B AA— NI THM L7z, ERIEOIRITHRE I L O AFEfE TH
O RN SR DEE SN D ETENTTRIZBAE LignwZ & b L, 27 U —=
TS BIL TR 32 40 (R, i 50.78.9 %) A ZEMEIRF M %
R L3287 v 7 AMEEIZ XL Y Groupl~4 @ 4 FEIZHIV 1572, 1
Bk H 121X, Groupl (ZIKH &, Group2 ([ZH H &, Group3 (27 7 &R, Group4
EHEEZZNENERSEZ, F2, H 3. F4RRAIZIT, TOED LN
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BEIERIZHEV, R 2HBRAENZIEFRICERS iz, K#BRAOHMO Y + v &
270 MIIE 6 BRI EE Lic, £3BR B 2BV TiE, RBRBALED 12 FF/AT
D HARUSMIMEE & L, Y B OB 1 TR & SR UH & B TR B IR
Rl & Uz, BB Bd, s 27K 100 mL & LIRS E, S 6ITHEEA
i & LTI L7 KR (200g, #A&: 302keal, pR/KIE) 69.4g) 8L VD ED
S0 T B S, EEBREmOBIETE . AmEEREK T LT 30,
60. 120, 180 /3R AZATV Y, MBFEI J A AU AMEZHIE L, ]
P LRI 3 K% £ COEED b BB CH#E T imfg GAUC) & L7,

W F AT

BIEME A COEE RS TR L, BEREI D 180 431% £ T M
IAUC IZ DWW CABEURE AR LR L. FEbillk L RIC DWW CRIfi L 7=,

FRERF RSB IT D, 77 B AREMEREFIZ S 5 SCE BdAa & an 3 JH =
TN E D IMPEER LA AU AEDO LR, 72 6 N HLEE 1AUC B LD
A AU B IAUC ORI, *HEDH D t BRIEZTTV Holm O FIEIZLY
S EMEEMIE Lz, $EHRNT Y 7 F X Dr. SPSS for Windows Ver.11.0 (= % -
E—ex XX (BR) ZEHAL. WTIHOBREIZBTH mlHE Cfakk
b A a A EAHD & L,

FEZHDEER

weBRE

BEERF I, 20 LA B 65 LA T D H AN B 2 T ZE fE IR I A i 25 100
mg/dL Ll b, 126 mg/dL, RiEDHF & Li-, S OICHERBIRETOF, EEZRMT
fE, BIEE, DREOBAEEOH 557, EIRP E/ITEIR L TW D et &
5%, BRORILT OF OIZH, FERHHE EATANE L) T2u &Il L 72 135k
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L7z,

RPBARREIT, V27 ) =y 7 mHEEZERIC K KR EHGTT D
iz, BB LTI, ~ Y U FESOEFICHE T MBEREE DS & 3K
BRACILERNC & 0 BB AIZB T 2 0 il A 21T W E I K 25BN [F
BEET,

Tt

[

HERR R OER

SCE FAifi & AT DE AW, 18H72 D 100 mg ® SCE #ilA L7- SCE
BLAERN (rA4axT ) —1 e LT 0.221 mgkil) Z#{ER L, 1[EH-Y 1 K%
BRTLZEELE, 77BFREMRICIE SCE OrbiZere—R &AL,
SCE Bl&& i &ML LRI TE RN K D ITHE AR W TEHEA L, £7077
TARBMIZIIAAZ T )= AREHEINTORNT & 2R LT,

BEA TR

RBRIE 7 B AF— N —BIC L D ZEERRBRICTITo 7, #RE &2 BIERIC
2 BT, 1 ML EORFEEZ 2T T 2 BoXRAmRARE EE L7z,
AR A IZIE— D7V —7Z SCE R G &%, T3 7 7 AR EM LB
., BB A T SCERARMLE VT ERBME V7 n A4 —R—&8 T, #
BREIIZIENENORBA TEL LB M Lo RnE 51T L, #BR
PG D 12 RERTRT2 HAKLIAMTAE R L U, R %IK b EEREEIL L L, &)
B H TR EAT ORI 21T > 72 1% . R E 27K 100 mL & & HITERSE,
S HICHEAR R E LTTIRO KA (200 g, 2 302 keal, ALY 69.4g) B
FODEDSY NS B SE, FEAMEOHEEHE T725 30, 60, 120, 180
OSTRICERIM 24T\, PR L O 2 ) UEERIE L, 7z b Eds Lo
AU MEIZHOWT, BIRIEICTEIET 5B 3 KL £ T o it i
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FOWERFIOFERAJET 2H T, 20 kb L 65 mELFOBARAS L& L,
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F o, RS ERE. REEMEE S, MalrA7e— N7 U&7 1 KN, LDL
al 27—/ HDL a L A7 u—/L JRBREH 7/ LT F =1 JREE, AST.
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