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( prediabetes ) , 5 1 PR v i fi ACRE -5 08 B g 0000 2
AT RS B R T 00T LLE 2 W i i 4 R
i T A —BAE 2 W il . O Tl R 5 1, A
AR A PR A 201 A R B B2 e R
ST o WAT ISR A IR G PR S 4 B 3 23
[ 85 22 45 ( impaired fasting glucose/glycemia, [FG)
it 2 A | impaired glucose tolerance, 1GT) HI IFG £
TGT X =2 A TR A DR G A2 9 UG Bl oA A€ i 1L o
PR IRUBS FEAE 25 57 BRI 0 A TR A0 40 100888 33 4 PR s T
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CCVD) BE R | 3l 54 LA B Ak 43 70481 8 55 109 e
PERE . A AUAEST Uk BA AT 0T N PR 1 0 AT R
SR AL AU DR T BT . R, B % B i
A8 LE 5 O DR A 15 TR PR A A T A
ARG PP TOU B R PR A AR R R TR RO I —
TG AR B, MOH 2 AR S, ATk, R
PR 22 P 43 2 e il e R 2 R0 Bk s T
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1. M E RS AR FEA (18 2 HAT
S —~ B L b r Bl DRSS S G N & | ol s SOl IR
SR FEARE: (1) AERY =40 25 (2) BLA: A 85 B % i
F(3) M E LA (AFEIEH =24 kg/m) | BRI
Fil =90 em , ZHEREF] =85 em; (4) T B4 TG 2,
(5)—gEmPa 2 BHERBFEERSE; (6)FEKIL
(AR =4 kg) do 7= o, U ORI PR R B AT iR
B ER s g S 04 0 4 (7)) iR [ W%CER FE = 140 mmHg
(1 mmHg=0. 133 kPa) F1( 2¥) &F 5k H =90 mmHg | 28 1F
FEESZ BERIRTT 5 (8) MLNG 57 ¢ %% L i 38 1 AH [
=0.91 mmol/L K H il — 8§ =2. 22 mmol/L, 5§ IF 7F £
SVBRIGTT) : (9) Sk fb 1 CCVD B ; (10)
A — it P PR IR s (1) 2P BLER S
EAR 255 (12) ORI A (ol K Z U B AE 24
WG I

2. MR T SO AT W DR A A s R af 2
Bl EC) IR i % Al G ( OGTT) 2 h i3 ) &
Bl (2hPG ) T {8 A 25 B4k PR 9 i) 12 B b o, B AFAE
IFG o IGT sl & HE(IFG+IGT) . HEBRAG R ] 612

T ER o MLFR 1. AR SC RS I 0A A, 8 R A T Y2
Wl 1.
F | BTN 2 B
% [k Fife
IFG %5 B S, 6-6.9 mmal/L
IGT OGTT 2 h (i .7. 8-11. 0 mmol/L
IFG+ 1GT ZE R S, 66,9 mmal/L

H OGTT2 h i #E.7.8-11.0 mmal/L

i 2 IFG 5 16 52 8 5 1T A TR At 22 400 OGTTT 1 R 7T 6 A0 i it

i

(=) B DR A = o AT £ i A

TR R A, R S E (F L) ##1T
FiE A1 BT — X0 fE i B 3% 3 i — 20 oy A I it
(B 0 i A i A

75 B I ARk - i LA = B s =5, 6 mmol/L 1 R 1T
OGTT B8 24
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{EE s, # i AT S N FE =7, 8 mmol/L fE
MAT OGTT M85,

T2 18 (B <5. 6 mmol/L 88 4F & 4 il i < 7. 8
mmol/L (1Y N R B E4FE AR A gE e = HEBR ICT &
B I WA G R, TR Utk 8 A R oAb s e (A
Bl RS IR 2 P I # ) t AT OGTT B
AR A I

(10 8 s v i ACHE A A B

1. AR O PR B 1 f AR i 2

(1) BEREFCT : BRI Z R4 5468, S %R
SRR R DR e A ( el) S ( B ) I
PEZRSENEE I A EEIGEILE 1 ), BEM
PR 28 /0 I A5 M B T B PR s A G R it
2o KRR B bR | B B FRRT Gz sl AR
B9 B A AL 5 e Ah 8 R 45 12 AR A9 Hofth cevD K
SREEm, () HMbTHE. Qe T, X
TR IRLRY . R HDGE B P 2E B IR IR FHE B R
Al 3% 7 X w0 A 2k W DR A SRR A b B
HEF B E IR R (<24 kg/m’) BT 2
LW 5% ~10% 5 45 H IR S0 i 3 w2l 400 ~
500 keal ; {0 71 g B i 45 AL 5006 7 46 A1 30% L
T 1 1 i% sh I E] 250 ~ 300 min/ J . TG 46 750
TWUG , A0 WIRE U AT . @ H A cCvD RURE i
AEER i FE o BETE] S5 AR R ANE A UL B bR
e (3)WEW . G AEFT UG, e BT A
T A RS O, HEIURAE 2 /0 1 IR TR TS I8
ML) OGTT #if,

2. BERRTRTIA A A 1

@ IFGC N AV . (1) (B0 - (5] ook
PR A e NBEA . (2) Hofl 1 Fi, (DA 38 A
A b HAl COVD XU f  E ] it 80 1 o B DR A v
fE AHEROEPRR D070 B USRI , o 1k A 1% =X i
SEnl, @FRRES T, RTINS AT HIL 6
(a0 5 0% S SRTITIN 11 A i B ey B 18 1 A T |
mmol/L) , 5] &5 M HE e | HARES 2Pk Sty A S i
Tt R SR B BT SR itk vl 2 e I 2, SRR
HLAK (750 ~ 1 700 mg/d )5 77 S0 5, F 257 &
2000 ~2 550 mg/d., —HVRUICAS i 52 ] {i B < 30 4
150 ~ 300 mg/d ( # % 6 5f, F- 25570 5 300 mg/d) sl HE
MekE RS (IR FIE 4 ~8 me/d MEFEFIAR 15 ~ 45
mg/d) . TAIT N WA AR I, FERR T L IFG AHE
AALFR LT SCRE R A BE RO R ER SR 4. (3) MW T R
He i 7 AT T, 5 o ST R T O, B
AEEA VW T ERA T I ( 28) OCTT Fidr, #
ELF T 259 T, 5 U 7 et A 0 5 i ol b, e A

WA B HAth covD fals I ERIFE T,

QIGT AHEMERE, (1) HEHCE . 5] U 1F 5 1
BB S AR AP (2) Hoftb g, (04 3 O 3 Mt
LA LA A At COVD JRURS £t 45 2L ) ofi 498 10 6 A 1 T
[N OWN (= OV T TR 8 S A SRy W R
AL PRSI A A T T 6
A H BA b A A (] S B > 7. 8
mmol/L) , ol 5 I ,ﬂ*i‘i% BEEMN AEN
fERET R R BRI R H TS 208, . Pl 3k
FE(150 ~ 300 mg/d) ; #5 ZM A, H 5] 300 me/d,
QAR R 52 Bl - 0 8, ] i s e 4 — il 5 25 49 (
P 4 ~8 mg/d MEAE I 15 ~45 mgr/d) . (3) 0
W0 < A2 F A AT T ) S O bl M A A T
FC A M W i b B A 6] IFG AR,

@ IFGHIGT AHFR AT, (1) HEF T . AL AT
HE . HEmpNESGHEEELS L Ww, (2) HhF
11 A7 W ahaimAb A i Oy X sk, AR
AT UL, Wik g T e ST H L L
MBS AN S Ml >6. 1 mmol/L HI( 2k &G
MFE>7. 8 mmol/L] , sl I HARESS S
G HEFE RLE 25 T F, e A A = WK
1 750 mg/d( # B , - H 7] & 2 000 ~2 550 mg/d)
B f] K S B 150 ~ 300 mg/d (7 B R E, SF 257 i 300
mg/d) . #5 6 L2 E AR bR AT A
UNAS HE R 52— R UL RN 30 4, T ol T e sl e —
G2 (TR I 4 ~ 8 mgsd, MRS IR 15 ~ 45
mg/d) o (3) W, iz A BEOY R I R 6 A 2
A 1 U, AR U A A A A s B bR [R] IGT &E
IFG B&

@ FEUE TR PR N 120 40 SR A DL D Ak
A, e R COVD | ZAE B iE 4 | B AR 5 i R
RS REERG UEE DhRE 2 B A <10 L RE
AP 26 TRV BRI 2, L 2 A, T R
BEHEH | MAEAN AL COVD 5 B 4 9 30 5 B i) 22
L A58 A, — A A o A A T

() FE il H bR

1. s b o A~ Ak, R R AR IR S
T 75 i 2 7 7 A0 Bl R 0 K A B . CCVD fE IR
I A A T 5 3™ {1 ol 98 2 5 B s e R
VARt 22 TR 3R B 7 S 0 | 20 % 2% 1 0 4 B o o 26 o)
SE I B KO

PRAEK - 2 IR LB <6. 1 mmol/L, OGTT 2hPG <
7.8 mmol/L, H#R¥ES 2hPG=7.8 mmol/L,

i B T A LA s ) L A L AT 3
S A EOE R (NGT) KT, anEikidiss 2 NGT 7K
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S, ZE A R ) AE AR PR AT , o4 BHL | R FE 2% M
HERE B R

2. TG B b R A B A A AR
PR T R 5% ~ 109 , F-( 14 T 45 FOK 0 4 15 75 fa
K,

3. Hfb covp REFH HHRRE 2,

T2 R LLAMY COVD faps P E R B iR

ek i F
i
Wi He <140 mmHg
FakIE <090 mmHg

Ifi i
LDL-C X COVD Rk RUBS §2 i # = 2. 6 mmol/L
EAEE COVD S22 T 2 1B F 3 I <1. 8 mmol/L
Hih =8 <2.3 mmol/L
HDL-C  BE>1.0 mmol/L
rtE>1. 3 mmal/L

T COVD Lol U955 5 1 mmHg =0, 133 kPa; LDL-C, R8RS R

F AR A HDL-C . & S5 RS NS 1 18 48

| WEPRA AT AT SRR

2008 4F rh g B 2p 2o PRI 2F 41 23 (CDS) ZH 81
Rl 14 BHERE AT S A S R B, 76 20 2 1
R AR SRR PR TE AR RS BRI N 9. 7% B
SEAEIGE 9 240 T, JE A Bk 22 1A B A 6
R E 15, 5% A NETE 142 4 800 7 L L=
WE R, BHAEREBIBEER 16, 1%, H i
IFG IGT 5 IFG+IGT 4334 3. 2% . 11.0% #1 1. 9% ;
Lo P B A B R R Ol 14, 8%, IFG IGT il IFG +
IGT 43504 2.2% 10.9 5 1.7% . 27 h 85 5 T )
A AEEH, B IFG 5 19. 9% IGT 4 68. 3% ,IFG +
IGT 411.8% s &ctE IFG & 14.9% ,1GT (5 73. 6% ,1IFG
+IGT o 11. 5% , iX 15 B F& [F A8 FR i it 9 A B LL R IS
e s (A SR T 2010 AESEALAIIR M+
18 & DA b B A AT Ay £l 3 0440 Fa o iy 0 S8R
FR50. 1% V(A B,

=, FERA R A e

Hil PR 5 RS SRl 2, Rl A I A2 A 09 5 7 2L R
A SEBR L R A 95 T A bR AR 2 2 A 2L 22
H A, P IH Rl B iy S0 T LA A A SR A — b b R B A K
W At F S B A5 R K A R e A PR | R
B, LA fn o S e e

(—) CCVD MK

1. IFG ARE AT A RS A IFG K m A= iy
BB, A — T ETRE M BASIR T (n=13 999 ) , KW %7 I
AR o A b AR A TR T R, A I i b
5.0 ~5.5 mmol/L fE RN A BB, S 4% 5.6 ~6.0
mmol/ L 5 &R P AF op S 05 T IR A 1. 27 /5 (95%

CI1.02 ~1.60) ;%@ 6.1 ~6.9 mmol/L B it i
Aerp g g f Rt BE ALY 1. 60 15 (95% €11.26 ~2.03) .,
B FEW] IFG 3 hnAe b WU (B #7) .

[FG 5.0 i3 2 5 oA A G vk, BATE
i, 3% E LT g ko fE R {2 R AT 98 ( MESA ) /9
Al 7E 6 753 BIALAE APITAE T IFG 5 2 BRI
FLCo LB S5 2 (m] (A 5GPk, AP RES R n, 55
iU IE A AL H, IFG 5 O i 8 S 14 48 7 —
AR e (B2 R S22 B 3, fEAT ] —APE R
Sk AT/ IE 20, IFG 2 5 {8 % 0 i 8 3 R G
FNOB G (HAE R PR ARG AP A 5 7
BF9E( Ausdiab) o7, % 10 428 10125 55 8 098 RS
A PG (6. 1 =25 M <7. 0 mmol/L H 2hPG<
7.8 mmol/L) & CCVD FET-fy <7 L K £ (B
%),

2. 1GT AHEIGT B hn#e b ) fa b O 4 2 W B 5
HESE, H A 1l 2 B 8% BR 4% 0F 5T ( Funagata Diabetes
Study ) TF 414 BT ik, IGT 28 7 oo i i B 8 356 [ A6 %
fEPBERE(RR)=1.51,95% CI1.02 ~2.24 1" (B %),
oy 22 552 PRk 1 22 F ( transient ischemic attack ) 1%
3 127 (R e o A A s/ AS R SRR
A& PR A RRECAPR T AP 2SR E K E.
AR, IGT(IEZ I fi# 7.8 ~ 11. 0 mmol/L) #
AP B R IE N LB A A 2 5, B bR R A A
fal it 3 £5° (B 80) . REIRKHFA 577 4 IGT
FHEREL T 20 4, $ IGT AN nT LR ip.Co il 1)
FETH T HAB 52T HE X (A ), otk
F R 2 1 B BT AT ( GAMIT) 25 SR R i i IGT
(2 MM A <6. 1 mmol/L H 2hPG 7.8 ~11.0 mmol/L)
B NGT( 25 1 M4 <6. 1 mmol/L. H 2hPG<7. 8 mmol/L)
F L EE T EEOE L/ AP R ELER
GHEFMMEERREES " (AR,

3. IGT+IFG AB¥E . Ford %12 % 1997 4% 2008 4
Hli bR T 35 0L TRUR: SCTER 61 SR meta 73-#7 228
IFG+IGT (25 i i 85 6. 1 ~ 7. 0 mmol/L,2hPG 7. 8 ~
11. 1 mmol/L ) 5 NGT He#2 ,.Cx I8 AU H 0 109 ( RR
1.10,95% €10.99 ~1.23) (B &%) . & [ EJ7 A
FERUE A IR ( AHRQ ) meta 41 B 22 B FR AT LA RE
IFG+IGT & KIMAFIHRTE B AT MU fe i ™ (B 40) .

4. IFG 5 IGT AFER COVD KBS A HE . BUSRTFAE
—SE M AR, 0 2 B0 95 SCFF IGT e IFG AU B & .
I A A LR B PR B2 A BE T I B 40 % 1) EiY
2651 4 5 RAT OGTT, 7 ARHETT &5 B 28 . 16T 3 A0
IEFET- Al b NGT FH T 1.2 fff (OR=2.219,
95% CI1.076 ~4.577) ;11 IFG( 25 B L85 4. 44 ~7.22
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mmol/L) 83 Cx (LB FE T 041G Ba W 9% 4 THE ( OR {8
1.136,95% €10.345 ~3.734) "/ (B 9¢) . AHRQ 2005
ERATRICIGT 5 IFG A2 W, WG FiGIT ) it i .
IFG AREBCFESE O 45 B4 B fE s 1. 32, 1GT
ATER1.67 ~3.08" (B &), REMWHHEH, 5
IFG(6. 1 mmol/ <558 M <7. 0 mmol/L. H 2hPG <
7.8 mmol/L) ARERIH:  IGT F1 IFG+IGT A4 L0 ifn
EEET A KBS A S I 1. 88 fEA L1245 N (A )

( =) IR A R A ) AL

5 [ N i B DB 25 ( AACE ) TA A 08 1R 5 i 10 A8
5 40 001 P O TR A1 e ) DALBSE R I 3 ~ 10 A5 (E
2 ) . FE[ERT 656 AMYEGDT A B, IFG (6. 1 mmol/L<
23 ML <7. 0 mmol/L H 2hPG<7. 8 mmol/L) IGT( %5
B f#f <6, 1 mmol/L H 7. 8 mmol/L < 2hPG < 11. 1
mmol/L) B IFG +1GT 4 R Hig E5E W & 430 5. 1% |
11.5% #120.2% . 1FG IGT Fl IFG+IGT %41 2 KUk IR
¥ 3 A BBLEHIHEEE T NCT 41( P<0.05) ,IFG+IGT
412 RO 3 AE B E NS T IFG IGT 41
(P<0.05)"" (B &), 7 —WFFEx%t 3 844 5] b 93 Aij
I H AT INEE 5 BL, IFG IGT F IFG+1GT 20 45 IR 95
JAERBE RSN 20.9% 14, 5% F132. 30 1%
(B 4) . RIKUFSEREBRAG 20 44 ) B B3 i 15 40F 5
92. 8% A#E1T T HIAY IGT 438 & h 2 RUBH IR
(A 2%) . B8 AHRQ R, W bR o iy B 0E Je S il PR
B9 ALBSE B 5 B8 0 . TRG. B 4 FE B XS B R 6. 07 ~
9.15;1GT ARt N 4.35 ~4.63,IFG &3 IGT fit @, h
9.96 ~14.95'"2 (B %) ,

R T A WM PR AT AHE D IFG +IGT & J
Shy AR B ) DR e e

(=) ol 8

L 2 T 9 I 9, R A DR A A B BBl T
B BRI B A B R S RN A

3 [ [ 2 il HiE 5 5 IR 0P 5 ( NHANES ) B9 #Udl #%=
BT, BRI T HH 4 ( SE0R IFG S8, 25 IR L4l 5. 56 ~
7.0 mmol/L) T8 4 1 kA5 09 FB A5 &k 17, 7% ,
T NGT # (B 9) . [l RS W by - ik 5
(DPP) f@ 7R “IGT” ( %5 B M4 :5. 3 ~ 6.9 mmol/L H.
75 ¢ OGTT J5 2hPG 7.8 ~ 11. 0 mmol/L) & A#EH,
LY R o 7 A R R L £50A R 7.9% Y (B &)
T RS R R 5 s | 2 A R A A 16T (I
M#F<6. 1 mmol/L.7.8 mmol/L=2hPG<I1.1 mmol/L)
FNIFG(6. 1 mmol/L <2 B& Il # <7. 0 mmol/L,2hPG <
7.8 mmol/L) #7954 13.0% 1 11.3% , =
T NGT #4111 7. 4% 2R T R A0 0 2 284 7 254
HEIFFTE™ (B 90) . eoh, A F i R e T

PR AT, 8 B EW S Panzer S5 1Y
HAREHIER , 5 NGT 4L, IFG (== LB 6.1 ~6.9
mmol/ L) #17E iz 2l i 45 5 0 3Rk B 218 (C 8% ) ; Putz
A2 3 [GT (25 1 (LM <6. 0 mmol/L H 2hPG 7. 8 ~
11.0 mmol/L) $8 & VEFFOME B 3 Mg 2 (46 f5
B, ICT G 3 A7 i 78 B0 28 T ofil FE V8 15 248 ( C
%),

(10 ) firb g LB

BCEH A D 12 W s 2 A 54 43 7 ( DECODE ) F 58
15 EE 53 B 5 s o T8 P B o iy 309 G TR A E T 1
13% eI 119 "' (A %), —T0xF 2 780 {61
(L0 LR A ) AR Y 20 SERE UG A L, IGT (=5 I i
H<6. 1 mmol/L H 2hPG 7.9 ~ 11 mmol/L) 85§ IFG ( =5
HEIMmEE 6.1 ~6.9 mmol/L. H 2hPG<7. 8 mmol/L) AHFE
SR A T ARG 4 1 8 1F A K N BERE I 249 ™ (B
), FeE-—-1mAt 3 054 F A SZ L #H #HT OGTT &
HLUIGT” (2hPG 7.9 ~ 11 mmol/L H. 25 I i # <6. 9
mmol/ L) F8EESE T 3 e o i e K3 ’7%
EIEFET- RIS R HE B (B R) .

(F1) HAtb

AR 1173 ZAER =75 & B EE h#iEd
TR & NG TR b, BF IR A 47
181) i 32 DRI DAy s S S PR3 (S SO A S 220 0l K i 4
WEEAFE 7.8 ~ 11,0 mmol/L 2Z[0]) . 9 *FERE T i 2
th,397 2 A BT R | oo 307 (6] 4 12 W A e
IRPCEERI , n FPERE PR AR B 7 AR 1 ]
IRV B A A TE RUBS: L343 51 1. 67 (95% CI
1.04 ~2,67)F11.77(95% CI1.06 ~2.97) (B 4&) .

1 ARG IE BE 2 A

(—) FEIRAG R fa AT A i 5] o5

1. 238 M #E.5. 6 mmol/L

@i IFG ; T HLIX 3 189 4% BET: TolE It s A
FIR B 09 25 9 n B 25 17 52 6038 00 §F F il 26
(ROC) 437, 21 ROC ih £k, 313617 8505 1% i8] iF4x fl
AHT AR 5.6 mmol/LAE R 1FG B9 F BRI IS I F i
EARET(BH),

1869 45 18 & L) | i 4 i1 AHE A9 1 5 B 5% &
R, S LAZSKE A >6. 1 mmol/L 12 W IFG %%, PLEsiE
i >5. 6 mmol/L 2 W IFG FT 2 Wi A NCT [ 5 3 [F
i (70. 4% X 77.2% ) ,IFG 455 (9. 6% X 2. 8% ) ,IGT
FE{% (8. 8% X 10. 9% ), IFG + IGT 34 & (4. 6% A
2.49% ) (B 4),

O ifiAr IGT, —HWHF5¢ 6F AR KT 18 W i
2298 2 b E IR RIS & fa A REEAT 75 o N A
OGTT F HbA, il % 80, 0 R IEFE 5. 6 mmol/L K
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D1, T A 1GT A% UM R e 5 0% 2 i R 64 1% F
65.4% 2 (B %) .

9 —T0 269 4 28 K bR sh ik Ar AA(PCD) J5 1 7k
Lo i R S A, YR EF M IMLEE =5. 6 mmol/L
B, FEOLEAREHMEEERCOZ B EAR (P<
0.05)™(C %),

@ I A B PRI R . X 15 564 44 o [ R 23 18 il
B 5.6 mmol/L F16. 1 mmol/L FE 4 IFG (112 W T )
A AR IFG IGT IFG+IGT B3 Ll OGTT
2hPG(7.8 mmol/L=2hPG<11. 1 mmol/L) Ri2 K ¥R
S TR BRE 2 IR UBE 4 5. 6 mmol /L B X6 4 R 5 A
W2 iy LA i RO g b, a9k 61. 9% Fn
63.9% FEMY S 2 Wi &, M 0. 1258, MRS
B4/ IFG F1IGT 2 Wy 7 B f BE L IFG 69 F BRI 85
$5.6 mmol/L ATEEREEMN S (A H),

%2 882 4 G 2 WA PR A Ay A2 il # AT
OGTT, RH] 1997 4E 12003 4 ADA 232512 Wik i i
Friege. dE 2 BOBERR W AFErh 2 Wi RO Al b (7. 8
mmol/L=2hPG<11.1 mmol/L) {4 55 I 1l #l B A #
SR 5.6 mmol/L, A GE R A9 2 B HE R S BE 43 1 R
68% M163% ' (B %) .

2. {EE S MHE.7. 8 mmol/L

—TUTE[ 3 iy 4% 05 A5 BT 98 49 A 63 305 45 1 R4
SrAESE R Y AHE, ML 1 500 45 285 (45 il
A0 SCATE 5, ol 0 100 A i 32 U A 0 PR %) S 3 S AT
OGTT §a | % BT S BE AL 7. 8 mmol/L B, S8R
P I AR SEPE SR 1« AR 86. 5% L $5 1 0 80.7% 5
W IGT {E 2 5 Mg Yl 454 6. 6 mmol/L, SIUEEE FD
Frsetbaralch 64. 7% M 65.5% Y (B 4) .

BRI A R i A, (2 5 T3k
E 2 HO MRS O T 8RR BB IR A AT, Fe Al
ol Bk Ul S HEE S

( =) Wl BRI 3 fe ATER T

LA T 5 e s 2 i A B Y T T B S e 2,
EA R fil A 336y = (R R A o | Al i)
Fe HoAh COVD FES PR 2 08 W 55 45 ) g /L R o
I COVD 1y B /Y,

Fil AR RS A 2 U 9E B, i il ad A i
i S 24 0 T T B A A DR T 0D R L T Y I K
S 2 Tl oy 9 4 R ) O B R

BIF A0 A s A 800 A 3 7 = T L 2 PR 119
R RIEBE =704, BRI, L 2007 4F [ 78 B
BRUL(IDF) % 50 2013 4F B Bl R 55 BF 55 2%
Zr/ RO 5 2 25 ( EASD/ESC ) 35 /g% F1 2007 4E

ADA " HEFE B BE FRIE AT T B b 8 BOA O T
fHt R 2 Foi iy pd Rl o 4k A= 1% o =0k B ik, i
T Z AT RORIRT T | AT {8 B T2 Ak ) AU T B 28% -~
63% ., [RIA Rk S A R AT S AR R fh AR TG 2l s
ARG EMATE LT EL R FR, AT,
A T A P31 255 T A R 7 B0 AR R 20 I o
B 0% A2 36 X T B 2 4

2. W B AT Y 258 1 . 245 T W R MR R
A TR N hn TR R A R R {H T ARG ]
{1, 26k S O , A 0t T 0 A0 DR i 0 R 5 e 8 A
PR , [ B 0T LA 3% i A | i R S G 4 AR, BT
CCVD [ AUEs . Ptk 36 [/ AACE , ADA SF 1L i 7 46
B B 258 T L

@ 2449 T A BT IL o R T A8 B A i 0 AR T )
shZ5 T I A2 i, B AT @R A 3% Al T
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DAL FARSL , AR e 27 s b2k 1 T i e 4~ H
RORAAE , I TR A 25 RIBIT /A # T 4% 1
2% 1 i, H a0 AT 70 4 i i3

@ 211 T X B BR A 0 SR o P A AR
A, 26 [ 9% B 5 1 By 1 R BF 28 ( DPP ) ;¥ %5 B8 1 4
5.3 ~6.9 mmol/L 5 OGTT 2hPG 7.8 ~ 11.0 mmol/L
(1 3 242 A4l R 8, ML 4 RO 3 4 ) — L
WL(850 mg, B H 2 ¥) Frid b 3% 2 = T3 ( B 45
4 5/ F IR 7% Bty IR 36 2 %4> 150 min) 3 4>
Hl, S5HLZ AR T WAST T i 2 EE PR G
o0 RS AL 319 , 8 438 2 BE — Y XUDIRT 48 I L
Thss A 4E AR (LA M TH o 30 ) B 2
SEHFIE 2 550 me/d IRFRCR I (A 81 .

E LB PR TR R ( 1DPP) - G A 531 Il 4E I A
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EMA = HEH 976 ] IFG(zs Mk 6.1 ~7.0
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AR R R W RUIAIT R, A il s T R g 3
UYL R WAL, 8 R 3 I, BiR0.25 g, [l
24F, &5 B, FOUL I A B DR A Y K A 3R
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R f S R X B ( ADOPT) WF 78 TIE 2, %5 A7 it
By — FAUIR (2 550 mg/d) BA BOE AR ERE N,

BT S BT BB 1T AR R T 2 U R
I W 5 ( STOP-NIDDM ) + 2 — 55 22 s | BB A0 i
5, AGE 1429 {545 & 5 DA 4 ( WHO) A € IGT
ZWbRifE B2 I AETE 5.5 ~ 7. 8 mmol/L 15 il N AY
IGT &8 ¥ ( FE£k V14235 I 1 8 6. 24 mmol/L H 2hPG
9.26 mmol/L) 5 B i L 53 R B 5 0B T TR 4R
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LRI (715 1)) . S5 o, Bl i 4 2 A8 4 Y
2 RIBEBR I RIT A S8 AT R T &9 25%
(32.4% % 41.5% ,P=0.0015) , H [ NGT ¥ 5 &
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HE M %ES.3 ~6.9 mmol/L,2hPG 7.8 ~11.0 mmol/L)
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