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[ ABSTRACT)]

The definition of impaired glucose tolerance (IGT) was first introduced by the National Diabetes

Data Group at 1979. Recently the morbidity rate of IGT is soaring. About 10% —15% of patients with IGT will progress to

type 2 diabetes mellitus (T2DM) which is approximately more than 100 times comparing with normal glucose tolerance peo-

ple. Angiopathy can be detected in 40% patients with newly diagnosed IGT. Advanced glycation end products ( AGEs) are

closely related to angiopathy. Meanwhile there is some connection between IGT and AGEs. In this review, the relationship

between IGT, agiopathy and AGEs is discussed.
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¥ & 5 % (impaired glucose tolerance, IGT)
1979 48 H 3¢ [ [ 288 FROW PORHE B 4R i, #% 1999
4 WHO Xt IGT ()12 Wb #E hy : 25 I8 I 4 ( fasting
plasma glucose ,FPG) /NTF 7.0 mmol/L,OGTT J5 2 h
LB (2hPG) K 7.8 — 11. 1 mmol/L, ¥i4E,IGT sk
RERBEHRMSE, IGT ABFHEELI10 % -
15 % W ERFEIHF K& @ 2 BB % (T2DM) |, 2
IEH# A PET & (NGT) AH#f &4 T2DM ) 100 £5 4
A ,JFHE IGT AR i, Hi2Wie IGT ANBAHR
40% 1) 58 3 77 16 I8 8 22, T MR 2 AL 247 ) (ad-
vanced glycation end products, AGEs) 5 Ifil % J& A% 2%
PIFHE,IGT 5 AGEs A —ERXRR, AH=EZ
] Bk R AT ERR
1 IGT 5hERET
1.1 ICTEXa¥RE BRBEZHIEERH,E
IGT frBoC iR LA B i R E 8 BT B
Pl PRI (IDF) F 2001 4R, ¥ IGT AHE
Ve BA 5HE O ML B fE R b 75 7] 5 3 2
SRR IGT B BR i AW A7 )5 2 h K-8,

[WFE HEE] 2007 -07 - 30
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KIME R RBUE 4 R E . Kataoka %) 3
FT 534 BEMTENGERER K, IGT BE 1 bk
R EAZ(AVD) BAF #2514 B (ALL) 5 NGT A
BA A BEER, M IRIA (diabetes mellitus, DM )
BEEAWIGT EAM AVD DI KERKK ALL, &5
145 AVD <3.0 mm } ALL >20 mm EEHHE, H
1, AT D R 18 P e Bk B 78 AN AXU& AR 7E DM i, 7]
£ IGT B i 3, XMIE B W BUE 58 )5 vk
PR, X T IGT 2745 52 M S5 bk Hh ISR B, = Ah ot
53 i RAFTE S, Brohall 25 %t 23 1 s AZE A SN
24 111 WG RPFRFTZERE T LI, DM 5 IGT /&
B BB ok R BE L X R A 43 )3 i 0. 13 mm
0.04 mm, %53 58 %_ Vermeer Z“ %} 3 127 Hil B &
B IR o 1M & A B 4 R AR SR ) AR BE T 2.6
4,272 BRI T i b, Horh IGT ARk A=
Perp g XU & NGT 1 2 %5, B, IGT B il 0o
PR v B I 8 P SE PR R B R A R AIFE TS R Y
(SRR
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- 18% KB E CEAFRE R ERE, fRTERR
H R B O A RS 245, Thrainsdottir 21 i
U5 IGT J2 DM 8% 6 4, XMl T Bk & 171
KRB, IGT B M N IR B 40 1ML 48 /)N, BRI v
AR, &2 R DM i P 5 =6 4 1 5 ) A A 3
%, BMERRE B B, M8 i IR 5, P I If 4 Ok
/o Cappellari % BF5¢ £ B IGT i3 i fy b 22 1%
SHEHE TR, DM B A% S B g . X U
DM [ F & R — Mt g 72, 78 IGT Br 2
GRETHBEAENRE, REFFRTE]ER ICT
BEAMEAEE RN ERE, 3 E bR
BB gT /N Bl A AR 9 DPP BF55 B , DM 4L
FEREAE IGT =, IFG I & S AFAE , H R ik e FL 1
DM & B BFH . Gabir %% 5 023 ZEIEEA
WA B, 22 hPG 279. 0 mmol/L i, & A= B IEEHL
P JELp AR R XU B 2 T R o ] R A 2 5 10 P i e
JIE 722 ¥ 2 DM B4 8 9 728 A RP AR PE SR B, T X 88
LS ERAE ICT W RAENFRERNHE .

2 AGEs 5mERE

2.1 AGEs 8 A %M  AGEs 2Rk EER S
EH SR EAERI B &2 AR N AR
Y, H TR AN FR E 1 Schiff ), 32 F E HEY i
Amadori ), Z3d Z AR A BB BK (455 3
fift EAFNEMENL , B4 TE ] AGEs, AGEs 1 —
HEEY ,RENNHAT T T 205 BX HAb 24
R EERE ", BiEWE 2HHEMNAE :
BEHR SRR R B ERR(CML) |3 - i A%
VERABR BKPRE | 2 5%

2.2 AGEs 894 A #u4)

© RS TN EE  AGEs HYTE BUAT 5] EE 40
HIADEE R F) 20 G5 48 S 4 RO , DTG 5 ) S 2 fi 2
RERIERAE . AGEs TE I BEVIARS Al T N K 4
oML, R R R F R AR SCEK , AR T R, R
S EEAL, FIRMERENE, BT A, Jf
AR E EF KT BE S . AGEs 5 3Z{k (receptor
for advanced glycation end products, RAGE) 454 J5 5|
E— RN, AIFE R AE R L8 A UL , $5 4k
ARET SS9 AR A RKETRIEME, M50
R H A .

@ N R4 ACGEs 5L N R 41 E i
RAGE Z5 & /e i 22 1L N B RIE S A B2, 12
PEN B A BA B 1 2 WE 2 A R A, o 4 ) AR
4R, WHNMAE BB . AL, AGEs SR AT
PN B2 A A SR A 0 1 7 AR, SR 9 B 40— SR AL A
(nitric oxide, NO) i/ 4 , Yl 55 NO 47T Y IfiL % &7 5K

THRE. IXEEIR BRI N R 5 R, 0 T
N B AT K DO RE
@ MG 58S AGEs 35 P 5 41
SrRZAM B -1, B R R AR ELL,
BOMEEA ., AGEs 5E Wi i I ) RAGE %5
G5, RIFEEHME & FHME T, A5l
RAER Lo [FIT, AGEs {if F i 4 iU % 3K S AL AU 2%
FERRE O 2 EHREEREOEAREANTR, 2
BoaRg R e
@ 175 1 & 15 UL Z8 Bf ( vascular smooth muscle
cells, VSMCs) 3% AGEs 7] 3@ i B #:#1% VSMCs
FERBKZL, s WEMERKEF, FEdS
VSMCs 4 | 1) AGEs ZAKZE & , 7 EALNL 8L,
FEEAE R BUR R X R F NF - «B 315, 71&
IL -6 S5480E ¥ B R Rk . th4h, AGEs i&
{Rdt Z R A ¥, aBR B R A A K TS5 100,
A VSMCs 3558 A iE %%, in 5 30 bk 5 1L i 3
B,
2.3 AGEs 5 DM £ % Enomoto ") K 3,
DM ¥ AGEs /K5 25 15 B 5L B0E Wy 3 il 50) e &
HEE R B AR, B L3R i, AGEs 7] g 5 M A%
TE A Ko T IARTE B O il I 45 5 F B2 SR FAL
il , AGEs 7EH th it R #EVE A A Z M. AGEs 5
RAGE 556 J& , AT LATEVR W9 B2 ] 4 B P A 7E )=
AR, F5 M8 LK B, BBOA If — 9 ) 5
[ s R 00 TR K I 5 F1 400 B 48 A 2 8 4 , B Y
RERAE . FERBFST R B R Py R A T Bl
T FHWT NF - «B B BUE TP H] RAGE FFH KX, X
AJBEXS DM 4L 9 5 A2 A R P 4E . AGEs J#3d T
AR IV BB JETE B AR 254 , 16 5 /s 2
RS LR K, @S, SR EER
PRF DM BRI & . % BTk, AGEs i3 & Fhig
BS540 AL R 0E 5H | R AE 2 MR 1 I il e
% RASE DM MERERRERE, TE,RE
PR R Y], @ M AGEs A4 BiEl RAGE K ik, Xf
DM Ifil % 5 25 A — 5 BRI PR S, 3 AT R AR R
Biiia DM I8 78 5 —HT 7 ) o
3 IGT 5 AGEs
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