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B LR O o 7V 3 Y ¥ —BIFAMTPICE TN SHE Y BREEICOE T 5. a 7V a5 — BHIEH
ZEHI L o THEIL 2R & W5 % 2RO A ET 5, 200 a7 Vvas ¥y —EHEH
O EFEIUT AR MAEOTHFICEH TH 5.

BWMOT7) Iy 74Ty 7 A (glycemic index: GI) I3HERFFR A & R v 72 v Fuo— A0 EFEFFE|C
BIF AR IERDO—DTH %o MGl AT AR D MAERH LAD A 7o GUEIZ AP O RAKIC ., R,
AViiER. IREE. BHE. MLERSICE > TRE 2. ABROMBEE FASIHNILESIKEE WL R
MT2HILTLETLURETH %o ABROMBEME AT T 5% KRMEL D BB L 725058 F 725K
L LRI A —FEICAND 2 L A FABOERES 5, & HICABOMBENE LA XEFOBEEZHOT LT
WHTE 2. LALRKEMIEELRREERZO—-2THH ), W2 HEEHIRABELE ) R 7 % 8 5 ] HEEA
H5

HEHROMPEME EABIIZMPF 7 VT e FOEAPRI A, ZOHEHRIET VT FA8X—2 (aldehyde spark)
EIHEN G MHBT VT ROVEDTH B AF NI ) T FH — VIFMENEICRIEY FHET 5 2 LAt S
TWa, 7IVT e FIZB LIS H A TH ) . A EED EAH° AGEs AR AZRAE L, LA b LA % B
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KEY WORDS: &#mifilE, 127 L F, a7V as ¥—vlHER, 73 v s 407y 7R

1. EUHIT : LA L AR

LA b L 2O 2 BAY & L7248 <o s gt
FE{L (antiglycation) &IFIZIL2 Vo PUBE(LOFEA L L
POFIHLA ML AR ABE#HR L EHEET AL LT
Hbo BT NEEGBEIIIHAEOMER:, 2 ET),
WIE % BIE, DAL RO ED5H D, BN
X E. EEEMAE (postprandial hyperglycemia) % #11
H3%. ML HHIS %, 48 L 72 AGEs % 45 f#Hkiiit
TELENDH L, FRMTIIAF L MEEORMGRE L A%
O BB _E SN 5 DWW TR S B0

2. m¥E & ERBFHDRIVE Y RAEEEE

AN OMBLIZIIE 2 S SAA 727 )V 3 — A% T )
¥ — i Td % ATP (adenosine triphosphate) 124 # L C
FIFAL T2, Bl ATP &% 70 a3 — AZKFE L Tw»
LEEWKENTZD, MEHEE T OEELHL 2T 5, &
FOFENTIIHEBOR TN % EA S5 R VE I VA T
Vo REFRVEY, TEARAT4Y) Y (T RLFY V), EIE
FEARIVE >~ (corticosteroid) & &, #HEdH L, ZNHD
FROVE ST EET R IR 7L 2 — A dkfkx A L7z
T a— A% AHRR, MENORNRHE T bo—)
LTWb, —F, MEEEZETEELFRIVE IS SR
YEFTH L (Fig.1)¥o ZOT 23T ¥ 23 NED LK
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R LCAEEET L7002 LHEZLN TV,

R 70 AN oD MAEEIE 22812 70 ~ 90 mg/dLCTh A, L
L. SO MG EFOR L BIZD & 555 140 mg/dL
MEFCTLAT S, F-EBOMEEMEA 140 mg/dL % 2
T AT HIREBIZMBERE A S 7 (F VT —ARIL 7
glucose spike) &IFIEA 29, MUFEE O - HE 0K OBLK
TEIBI L. ZDY 7 FIVHREISSEMREC & o THK O
BANNLIIZZES L, A Y A Y OFWDHI 5, B HMINEIC
(&7 a3 — Ak Td 5 GLUT?2 (glucose transporter 2)
AR L, MBEE (Ao 7 b a— AE) 1I2KE LT
MIANIZ 7V a =28 Y AT b, BHMlRIEZ O
Bt TMAEMED EAZEAL, 4 A ¥ 250
bo T/ A A LIEHEH L IRIIMIZIC B VT GLUT4
(glucose transporter 4) Z 4L 727 )V I — ZADIY AR %
AT 2 & & b, BHRICER L O % 5
%o ZOTOBI L7z EFIC L o TR L MmbEE R 100
mg/dL BREZIZIT T %,

— 75 MAEMEDMT 2 BUR T T 5 & A
2 & o TEME O o 2RI S L, 77 T2 35500 &
Nbo WETIE IV ATy 7) a—rrhRAR) 7—¥
(glycogen phosphorylase) %) (L3 2 Z L12 &> Tif
PALd %, 2 L THB TR S LTz a =57 2295
fEINTTNI—AZ Y, MHAIZGWENDL, TD720D
MBI 57T 5

HEIHE ) MBEOZBNI ARV E L DIEH AT = A L
Lo TAEMIZI00mg/dL BEIZZA L) T Pu— L Eh
TWab,
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Fig. 1. Maintenance of blood glucose levels by glucagon and insulin.

When blood glucose levels are low, the pancreas secretes glucagon, which increases endogenous blood glucose levels through
glycogenolysis. After a meal, when exogenous blood glucose levels are high, insulin is released to trigger glucose uptake into
insulin-dependent muscle and adipose tissues as well as to promote glycogenesis. The figure is adapted from Reference 1.

3. BEDHILRREL VI LFY

EMPICE TN L LM BE) X, B CESE T O o
TIT—BIL o TR EN L, ZDk. /NEIZ
F5E L 72 B E  (microvillus) % A 3 % KB B
ML O RlF#% (brush border) 2T A a7 VI ¥ —
£ (oglucosidase) (2 & 0. BB IZ50 S LTHREMNIZTR
Hiéﬂéo aZ)Vayy—EiZid~ ) b — A (maltose)

BRLT2H0FOZ VI —AEBRT ALY —F
(maltase) T a #E (sucrose) % H ¥ (fructose) & 7"V
a— 22T 5 A2 5 —F (sucrase). £ V<)V k—2A
(isomaltose) % 73 L C2 0 FD 7 )3 — AEHRT %
4V <)% —+ (isomaltase) 2 EHH 5

EHEANTEEFOBEBIHICL Y, Maprs 7
3= AR A 2 A VG WERE AR ) TS K (gastric
inhibitory polypeptide: GIP) & 7 )V 5 I}~ 7 F -1
(glucagon-like peptide-1: GLP-1) @ 2 f 4 ® K Vv €
BRWENL, TNOLDHLERVELVIZSA Y7 LT~
(incretin) & XIZNTWw5, EFFMHEENT L & iﬂéij[l
L7cA 27 LT 3B p filg 2 idm b L <f v X)) v 5

(3)

WEREST 2, IO OERIC L > TEBKOIIE 171335
HENd, 427 LF I R v oBnsrw e it s
LHLERFTHY. A v 7 LF LI EBA VR Vo5
PRAE D MAEME DO EFEEIZF G L T b,

GIP % i3 % KMk, Ei+48M. 2hEdok
L 72/ B RAES %0 —77. GLP-1 &2 4539 % LA
N TEICHERET 2 E2 60 T3 (Fig.2)%, KMl
o & LRI E NS EGE LR B L T, 2he
NI B I 12 GIP & GLP-1 %433 5. GLP-1®
M EE A S AR S A A, 1~ 2 R kG
%o GIP b [FARICEFEME LS LA L, BREH DL
O, ML NVBEARST L, 427 LT Oy eRs
FREFICIEEL DL, BHIZLDA 27 LT OB
F )T ARV a— A N 5 v AR — 4 — 1 (sodium-
glucose cotransporter 1: SGLT1) 2 & > THRIL S 1724 &
5. MR OB R A 2 9 2 212 X - T GLP-1 % GIP

DFWEET B EEZ SN TS, BELAMNZL 7 8
7. RTF R, REREDVA Y7 VF O ERT LE
AHNTWD,
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Fig. 2. Incretin hormone secretion from K and L cells.

Glucose dependent insulinotropic polypeptide (GIP) is secreted
from K cells, which are predominantly found in the duodenum,
whereas glucagon-like peptide-1 (GLP-1) is secreted from L
cells, which increase in numbers in the distal intestine. The
figure is adapted from Reference 5.

4. Egp & FEAH

Mo 27V a3 — 2% GLUT4 %4 L CHIFEPIIZHL D A £
N5, MAEMITEFOEIUIL>TERL, Z1UHE-
CEDOA VA YRS S W ENL, TDHR, A VA
U UHSHIAERICETES A A VA VR REfEa L. %
BARIZHIENIC 7V a— 2R A& 7L E T,
DY T FIMEEIZ LY, MIFBAFICH 5 GLUT4S (LMo
FHEICBB L., MEH O 7L 3 — X %M ELY A,
TECHERIFIC L > TA v A YMERDPER TS5 &, 1~
2N VHREEN LY T OVEERRRESR T T 5o
D729 GLUT4 IZMBERICEETE 2 20, MR+
D7V T =A% MBPICE) ATERPE T %, 2ok
Bl A ~ A V4EPUME (insulin resistance) & LiEh 5 o
GLUT4 2S#ifE 0 RN R B3 2 HULEB) I X % 75 RIUHE
FIENZ L - THWINT 5, & 512 GLUT4 25Hile o R
B 2 BILEBOMEE L > TOLWINT 2, s ofERIC
X o TP OEF TR S 5 9,

BH O R IT2EN R L BRI O NS, 2R
REZANVF—HETH ). TR OBHIGEICHE ) AMP/
ATP D 5% AMP %+ —¥ 2381 L, BEOHLY A A % 4
KEEDLZEIZE o CHEE FIFA 7, BN X 2 HEf
EOMAEIZ A V2 VBB LB AEFTHLID, 4
2 CHBUEER AT A A BT hEE)IC X0 I EAME
T B £ 30 20~ 1 BRI R B 12 722 5 720,

-
—

-
—

-
—

(4)

Glycative Stress Research

ORI CEMRE R T 2 & & TAMGS M 2 &) 511230
flerzehnTELY,

BRI A A VRSO R D L, O
(& GLUT 4. % v /37 mO¥N. &G~ M o 30,
IR OWA A 2 R) 7 F) v 75 8 OB
EDTRBENTWE Y, 070 EIEmEEO -5 % )
Zn A YR VIR OUGERERIZ 2 5o HER S NS EE)
OFHIE Y+ —F 7, YaFrr, KikkEORBEFE
B, AN L—= T, ALy T T hERD S,

5. RELERMAEA

a7 vayy—EiEH (o-glucosidase inhibitor: GI)
EEFIC L o THEIL 2R % B85 %3 2R
OVERZHET S5 2 & Ty RE/AE 2 S ORERIE #) 2.
ERIMAEED LA 2 HH T 2H5Th b, HRTIET v
R—A (acarbose, [KH G4 © IV anNA), K7Y)RK—A
(voglibose, 3%, XA A ), 371 b—)b (miglitol,
FEIG A 7)) OFINZ 3 FDHER G fE DI
TWhe THIVKR—=RAERTY) K= ZIIGED ST IR
ENBve LL 327 b= id—3AVINE TR S .
B D REWOF FIRPICHRE SN D, 7 VK- AL
aZNayy—ELEF TR a7 IT—EOEHGIM
T Do

a7 NaTy—YHEEHIZERCOELET . 77N
R T2/ (VY =¥, A7 T—¥, TIT—F
BEER) . NETVT I Y (737 —E¥HEER), L-7
FJY /=2 (A7 7 —¥HEEH), UBZF R (a7 WV
a3y —YHEEH) %S dEgomEE_EA %I 5
BIRVPHRF SN EMEMTH 5,

A7 LF P EFENERIHCE WA & 0 5w
N, A VA Y ERETLRVEY THDL, LAL,
GLP-1 134 527 ¥ 5 dipeptidyl peptidase-4 (DPP-4)
& o TERPIZDH - NEHLE NS 720, i
1~ 250 EFe ZODAE, FERIFGH Tld DPP-4
(2 H L 7RG R EEAEH ST %o DPP-4 itk
@ GLP-1 744381213 9 7 )V F F (liraglutide, &3 &
%7 h—=%), ZFEFF I (exenatide, FEFH W% : /N
{Lv%, EFa4>) Hdb, DPP-4 HEHIZITT ¥
7)) 7F v (sitagliptin, EFEmA T x¥ X €T ST T4
7). ENF ) 7T v (vildagliptin, B3 G 0 =7 7).
7 a7 ) 75 (alogliptin, EIME - A —F), UV F T
1) 7'~ (linagliptin, B34 XY 8), 7417
) 7F ~ (teneligliptin, E#m% - 74 7). 7F7 U7
F > (anagliptin, [RIEHY 0 A4 =—), %71 7T
v (saxagliptin, E3Edh% - 4+ v 70 H). LI 7)) 7T
v (trelagliptin, B4 W7 77y 7)), A<V 7Y T
7 > (omarigliptin, Em#% @ vV ¥ 7) &b, LMLk
LEEHKND D B o
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6. RzMiEEZ LIFIC< WRE

Jenkins S IZEFHOWEHENSFHETH > T, MAEHE%
PR EELHECHREIIERSALNS Z L& 1981412
Wt L7210 20k, Jenkins S I13HE IR T 7 W EHEZ R
TYT AT MR, 2QTEHEO A E 50 g BN 728 &
L HREO T FOPEBRL 72 & & o %o R il T
& (area under the glucose response curve: AUC) % Hik}
RHEBT22L12EoT, EROT7 VIV IA Ty I A
(glycemic index: GI) %KD 2 HFEa B L7z, Lk, &
m® GUIMEIRIFR A 5 R v 73 Fu— A0 EHIEE
B LERBERDO—2I12 k> Twbh, —F. GLIZHE
HEz— @Il LTERLGE0ED [H] 122w
THENOREZ R LD TH L), HEEINT 5 [=]
W&o ThH MAEE~D BN 7% 5, Salmeron & 1 1 [1]
DOERETEMSNLHEED [H] & [#] 2BFL-I0E
LT, 7y r7u—TF (glycemic load: GL) % #
ZL72", GLEIEROWEROEEE % TRL. Z0OH
GrEMOGLICELMEEHLT 5 HETH 5,

— M1 GIE 1L 70 DL EASE G &4, 56 205 69 23
Gl &f. S5 U T2MEGI &fe &b, KGI EHDE
Iid, & GI AEGEIUF L L XTAUC 2V wizon, &
BIAEEO EAEBRNI e b 2 MRS NS, GIHE
FEMT ORI, BRE, SYliis. FEE. &
M, IMLEZR S X o TRR S, A% GLEIL AL
50 g B 2B Il EAOEASVE, FED 7 )V
O—A%HEHEAL LT 100 & L2a M i cE LR
ChHb, LALGIHEE L ORENTWAIHERIZIE, &

HRE LTV EMOMEE CREL (XU il) REEEN
Bebb0hH b, HATIEHAR Glycemic Index iffsE 4
(Japanese Association for the Study of Glycemic Index)
DB 147 g (HEEE S0 g HIY) % ik + 28— 71
b 22 )V (unified protocol for the study of glycemic index)
TOMGEXRHEREL T2 1Y,

BERIMPERE O LA, T 5 2 ik, AW
MEZ RIS 52 L TETHHRTD B0 REVEEYIMHED
—HETH HEIHALE T F A MY UE, ARG AR &
—HEIET 5 LR TS A, B oh O A ¥ —
FEELE, NETHY DH 57 VIRE o TEYOILE
EWIT RS EY E M LIRS 2 ETHRED
HALRINZ B S5, COOHHLETF AN Y &2iF
ML 72 &b X A o b7 %93 5 HER LT
FAM) VIZEBOMBEEO 5% $06 5 2 8 R HEE
SN B famFEM L LT HEREHARGECHH ST
213,

—Ji. ERIBEEO LA L ANOVIZEGOBIUERF I X -
Tb%Eb b, 200 g DARELL 60 g DEFES T ¥ O fi %
BT BB, AROMYEME EAZETRT 7 52 RBML D b

AL 72 MR 724 2 R ¥ O5FIEIER A
W, ZOBGEEREDE oA D ARDIEFICHE
D < gL, ﬁ{x@[ﬂlﬁuﬂﬁﬂﬁﬁt LCEHER TS,
AAROMAEE A3 %363 2120&. RAEE L0 b1
FL—=F7N=o 19 FL—ra—rut (Fig.3)'"" 2 &
N ERGE D) EANOEYMAEOTINY, 5 & ARKB
FHMTERDL IS, £F. BESF 75, v — K="\
B2 B EORIFE L AN I EBEHTH B,
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Fig. 3. Fluctuation of the blood glucose level after the test food intake.

A; steamed rice (150g), B; vegetable salad (undressed, 101g) before steamed rice (138g), D; yogurt (200g)
before steamed rice (120g). n = 20, The figure is adapted from Reference 17.
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WO ELTED, ZONKRIIEEFIREMPIIN L, L
P URKA T EE L RBZO—DOTHH Y . Wi 2 E
HIBRAFEE) A7 &6 B & OFARE RN D 520,

7. RESOEEODPRT7ILTER

BRSO MEME LA (7 Vva—ZX 231 7 glucose
spike) BEIZIX, 3-FAFTrvav iy, F)FEH—),
AFNT)FEFF— VAR EDOMB T IV RO LIS
HIEDHESNT WS (Fig.4)»P, CoBRI7 IV
7t K Z27%— 7 (aldehyde spark) & IF-iE4 22, BRI A
FNT ) F FH = VITMENEICRELFET B 2 EHR
ENTWDY, F2MAb 7 ) FFH—)b, AFVTY)FF
H—uid, e b R AR AT T o SR R S AL
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v 37 B ¥ J — ¥ (extracellular signal-regulated kinase,
ERK; c-Jun N-terminal kinase, INK) Oy b % i3 5
TEDPHESN TR, TS50 EhbAKOI
B EAIE 7 V7 e R A28— 2 (aldehyde spark) % 4>,
M7 V7 B X258 N R OMTE RS 2 &k 2 ek
Wbo 2TV FITHALUSHEAETH D . MH
FED L5723 AGEs DR 2 e L, ¥EfLA b L A % 5k
LR D %o ZOTORELA N L AP IE, &k
AL & B ICEKRT VT e OGS EE LKA 2T
5o

MBS

AWIE % BT HI12H 72 ) PSS 4§ 5 FIHIL
AR

#Ht
15000 ok
h— —
— EX 3
S 100001 —
=
o — —
d 50001
s
C T T T
NGM IGM  T2DM
i
800~ ok
5 e
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é % %k %k
o 4004
(o]
S 2001
0
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Fig. 4. Plasma methylglyoxal and glucose levels during an OGTT.

Methylglyoxal (MGO) levels during an OGTT over time and these data calculated as an iAUC. Data are shown
as means = SEM. @, NGM (normal glucose metabolism), n = 279; B, IGM (impaired glucose metabolism),
n=120; A, type 2 diabetes, n = 92. *** P <0.001 compared with NGM; ###,P < 0.001, ##, P < 0.01 compared

with IGM. The figure is adapted from Reference 23.
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