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o B A AT A 208 B o B R R 2B 4R
RBRERMRER

#AE REME E¥E HLIRS KR BRER FRE

&P RRAGE %&ﬁ%wA%ﬁ
‘EAEE p!]ﬁ
el ERE A

B =

¥ Jk 77 AT B (Prediabetes) A& 4% feE 45 $k 2 74 % 1812 R 32 2|48 Jk /& (Diabetes Mellitus) 9
Hf?ﬁ}l c BT H MM ABRA PO ARERL  BARRMNNTHEIEHBERARE B2 AR
R BORERBRPROLR At AECBAFSBRATERFRANE &
‘»’P‘])\JE%%« o ALHBRABAPHER - REBRRANZEEE REBREGRT N9 E
FF Aol Fom AT I 200 e B R R A9 AR B M B oy @A ATIREY » R HE AR BER A RERR A
W% BRI ARM M T ER - FTAAERE : BARI P ECEH HEF TR R (Impaired
Glucose Tolerance, IGT) /7= % I e 4% F % (Impaired Fasting Glucose, IFG) » f —3 A F ¥ & /£
MAEEID o IGT WIFG LA FAR ol Bk R A9 AR o A B KRR TR GREZRET : (1)
% E B ERE &R B 100-109 me/dl # » JEF i — 3 BURR 3746 #/ X, OGTT o R EF 1545
RTEZ2EADM ~IGT ~ RAHBEHEARET  HHABH EEFTEL6HALRRE >
EPHFRBHL R o (2) FTAEZE Mo HRE 4R A 110-125 mg/dl 4 > VQLE I HOR
B#EAOGTT o RFFFELERTE 2 ADM ~ IGT ~ HH B ETARET - HHBFE
EFHEECHALRRAEL  EVHEFREHL R - Q)T A x?’fﬁﬁl*éﬂﬂkﬂ'%mo 199
mg/dl 3 J& %3 —F MURRR 3745 #» OGTT o {RIFFELERTE 49 EDM ~ IGT ~ # H#E a2
REEF » R B E—FRIE %ﬂﬁ%ﬁﬂﬁfii FHESHARRAR 29 HFREH]
RobREROIE  REALFTHEIPEY LR - i’iﬁ-iz{;?fi‘ci\’ﬁl?ﬁl‘ﬁ%k%%ﬁﬁi%ﬁ']%
s RAERRET I E RRERER AN lﬁ’l‘—(ﬁmﬁ KR RALHEZL T I ks 2 7% e i 4
&%m%m%¢ﬁkﬁﬁﬁﬁﬁi%%£’l&,%%m%m&%i%ﬁaz%%% — 48
B

FA$259 - FEFRIRBUER ( Prediabetes )
BERMZMEARER (Impaired glucose tolerance, IGT)

B TR WSUR c 112 LT EME —R21038 SLRRARRA LR EH
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FRME REE OKEF EIR KRR RRR O ARE

ZEESMMAEREE ( Impaired fasting glucose, IFG)
¥EFRTR ( Diabetes mellitus, DM )
ILWIIEEEERE ( Cardiovascular disease, CVD )
£ 1% [0¥E ( Postmeal glucose )

( Impaired fasting glucose * S IFG ) :

55 2 RUBE PRI AT 2= BR AU SR A2 WG N < i
G ERRRRTEIICE 1995 28 2025 5[ » fE2 5 20
B LA N B o B 2 RUKE IR B A8 A 1
4.0% EFTES54%" BRI E NI M E O
SEREREbE R o W H AR BEICCH ek -
DT AL AT - B At W PR o 2 fe B » JCHC 2
Pt A B PRI RITHA ( prediabetes ) * LLEFG BE IR
A R B

AR DS T BT 45 B i B S 1B i {H R
FI125 2 RUGE PRI EINGEE o 5 PRI AT AL A
EINEZ A R ( Impaired Glucose Tolerance, IGT )
s/ MIZERE I HE 55 ( Impaired Fasting Glucose,
IFG ) » —SE \[RIIFAERIREIRIL © BfEIR H AT
“Prediabetes” (FEPRIKGATHA ) iE (64 a1 FEE T
itk 0 (HIZFT 2 BRI HE R BT IRIR ST 5830 - B8R
o9 T SO P R S P I 2 TUWE SR ~ M
ALOIMAE BRI R fE ke o Rt > BECH
AT 26 B SRR E B IR BT BT BN A IEBIG R -
{EB WS PR Al BRY S8 580 AN 50 - EHE PRI
RITHAR TEBG RV R A S Iat i o AS SCRUNE PRI Al
B S ~ B O M RIR R AHBR T ~ 7 NS IR
AT &5 T BB BB )T 2UR g 15 S {18 5 T
TTERET o (Rl » SRS B A R Y AR A R B I
AR TP A -

¥ERIABIER ( Prediabetes ) FVEEE

25 2 RUBE PRI T R — {8 B F Ik 5 35 FH
Pt LN b 4 AR R E W N EE o BRI
PR S A R F AR A S 2 B RS PR IR R A e
18— b B VAR F A PRI BT A o 8 PR 9 il O 26 o 2
EEPRAEAR » HReE ebe I m AR s ( DU AR i
B IREEITEE o B (1) MRS

572 HE [ B% (Fasting plasma glucose * & FPG) /T
2 110 mg/dl-125 mg/dl ° 2004 4F- » 35 B HE R
® ( American Diabetes Association, ADA ) /¥ IFG
BT E R M HE HH 2K 110 mg/dl F% 22 100
mg/dl » {H/2BEEE RIS ( International
Diabetes Federation * fiiMEIDF ) » Hai{/i#ER(E
110mg/dl ° (2) &I HEMN 5 A B (Impaired glu-
cose tolerance * R IGT ) : 8 1k &7 HHEAT &
#85# ( Oral glucose tolerance test * fiff OGTT ) it
TTHIE » ZEEER IR 75 A @i ZhE 2 /N
L IMBEEREE /72 140-199 mg/dl ™ o ZEIEH
% Normal Glucose Tolerance * f&j#i NGT ° #5&
IGT 22 AE MM (% - #3£% isolated IGT » IFG
k2 /NRFIBE E ¥ » /T LIRS isolated IFG » {H
/& IFG il | IGT AT LA £% combined IFG/IGT® ©

BB M PR ik 2 2001 - IGT/ 1IFG B8 L35
i KRAIIFEER IGT R A2 L IFG
= o IFG R B ENS 2 2 20 » 1 IGT HIILAZL
VENE 2 A1 5 IFG WYSERZSAE A B =g » 1
IGT FEZ F it NI EE RGN 5 E IFG HEREH »
HAPRE—P (£)40% ) P ARIREREE IGT
MAEIGT ERE - H20% ~30% [AIRE{RFEH
IFG" » —HARRVEIRIBRTIARIRITZSE R - #dt
HAKE AR R o KRS 8
SAEEIEL R A o AT LLIGT #EEERZS ( Total
IGT) ~ IFG f8FEJR%E (Total IFG ) ~ IGT B —fE
Z8 (Isolated IGT ) ~ IFG BE— %R (Isolated IFG )
FIIGT & 0f IFG I EESRZR (IGT/IFG ) i3 {5
N BBt AN o HEMERA — {8 3 B 85
Bl > RS BIGT fY AN B 2 R IFG R B (5%
)

2005 4 > SEEERE HIELFERG HH0 ( Centers
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#%&— : Prediabetes B18%/TR

Age(size of study population)  Total IGT Total IFG T-IGT T-IFG IFT/IFG
Mauritius 25-74(3,713) 17.2 75 139 42 33
Pima = 15(5,023) 132 44 10.7 19 25
Sweden 55-57(1,843) 279 17.3 20.3 9.7 7.6
NHANES III 40-74(2,844) 149 8.3 11 44 39
Australia = 25(11,247 10.6 8.3 8 5.7 2.6
Hong Kong 18-66(1,486) 72 2 6.1 09 1.1
DECODE = 30(25,364) 11.9 10 8.8 6.9 3.1

Tsolted IGT and IFG, respectively.
Source:Unwin N, et al. Diabet Med 2002; 19: 708-723.

for Disease Control and Prevention ) ¥y 5 f&5H} » £
B RN (FEBRTE 40 ~ 74 5% ) HEPYT—H &8 A
R HEIRIRRTHARS B - A —THIEEE 45 ~ 74
o B EE A N FHA ISR > 1 Al 2 T 85
AT 0 MEIRIN 5 23.3% > BERRIARITI G
22.6% > HHIGT 17.1 % » IFG i 11.1 % >
IGT+IFG 155.6% » MIEHHI AL 54.1%° < 5
SRR > EREIEUCAE H TR A - £
BHIFFEPE ( American Academy of Pediatrics ) &
> EFHT 12~ 19 k1Y 5 EH > B 1015 &
A | ALEAEERIRRTA » & 25 (i thA 1
EHPERTARTE

TP WFEHR IGT FIIFG AR AR5 2 Al
BEPRIFREE MR o b > The Hoorn Study & ¥t
1,342 #IERERRIE H 1 A EITHY — IR GE
HERE > P15 6.4 AR > MEIRIRAY S HZR B
HE RS IGT B IFG % YIMHER © sk
BEIE W B IRIR R A 2R 3.7% > KR
IGT FHERIA Rt B A 415 32.4% B RE R
TFEIGT MIIFG IRf » H25 2 RUBEPRIG Y FEI0 2R
X 64.5% (KRABEFHET LA 1999 FERUIEHE ) o A&
P Feth R - 22 IR AR 1 RS e (R S R A R
A E PRI i {18 B ZE PRI - (P < 0.02)" ©

Ao E P R DR T B LA A M A2 A
F (IGT ) BUMZEREIMMESRE (1FG ) » BERRIHAT
R f& b R 1 FIRE PRI Y fE b AR B 220 <
(TIRERAZE B > IGT WIS ARES > IFG ¥
AR I8 AT S0 S R PR IR > R 5 B el ot A
IFG fIIGT #1732 o MEFRI i AT s e 2 AU
BEPRIR TR b > H0O IME TRIRI ERER -

LURSEIMIEEWIFETER » (AL - B PR Al EEZ
BIEFRR AT E R - FIER G uthia T
A DURREOR AACHE £ 56 2 BURE PREAL O M AE IR
A o

YERRIRABIER (EA] ~ ERI0FE ) A
INIIERRAVEE

O — R YRR T 220 2 e B8 PR
TR > ANwe R AN 2 EAN R (IGT) 8(ZE1E
MEEERE (IFG ) » LHZFFA IGT FIIFG &
(U IMAE R fEbs RS B > R0
FEILICAR Y o EEI—HRITIR B IeS » 22
RE MM £5 100 ~ 125 mg/d1 FHE BRI i AR
F o RN 40% 5 T s 22 RE ME R R £
126 ~ 140 mg/d1Ff » SLTfERms N 1 5 > 35 Rl
% 8 1 a2 HET 238 (OGTT ) % 2/ NRF b
FOZE RIS HI S RETEIISE C fEk@ © © Whitehall
g2 e — (B B TR ST - BXAFSEAE 1967 4
% 1969 - [HI#] 17,869 (i1 ~ FEHR{E 40 ~ 64 KB
B 33 4 o FEHMZHE OGTT H
MRAIZEIHE 50 g #% 2 /)MRF AR IR FE AL e AR B AR ST
A [ERAGR o HAT RS OGTT & 2/ MRF b
A FHE IR T2 G o Rl AR e AR E R
SECHIZE R B A1 OGTT 1% 2 /MR IMAE(E
83 mg/dl DL HAL T Z=HAEAME NN > age-adjusted
HR /& 3.62 » ZRHRZAMERIEAHRR ([8— ) -

BRI SE B ME PRI 22 15 TR G (32 I A i A
7110 mg/d1 B 100 mg/dl » HELL & EER Y
Vg B AR AAT > ] LLEE 47 Inter99 WFFER]
DETECT-2 i/ 522K 5T © Inter99 ifF%E " & —MHA
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% 0.6 T ]
2 e 83 mg/dl ET*
j’ 02 * p *L T l
, T F3s HTEL
@3 0 i i 5Ul 6.0 ‘ 7.0

Blood Glucose (mmol/ly

Source: Brunner EJ, et al. Diabetes Care 2006; 29:26.

B— : [MAEKAEE CHD $RRBUAERIIE

6,284 (i FHEE A2 INAaER - Hrh—35 B hEIR
WA - KERTR A HEENERSN - DETECT-2 i
F2 BT R E A ~ FIVRE ~ ISR 5 B Y1 5
K o WHTENTFEHY H H95E LLB BT ~ B8 M PR 1
W IR 2 22 52 - IF9EsE 8 AR IFG Y
ZETEAESRE 110 mg/d1 2 100 mg/dl » HIFFZEA
IFG W8 A Z5 BITE IR A 11.8% M8 28 37.6% 3 FII
JEXEM78% » BN 135% » FEBEIN
193% ° IFG WI#Ta2 Eiim4En] LU IGT HY a2 2=
ZEH60% » MERZEMEEHEEER29.2% -
(B2 B E IFG AR E A 18.5% 1Y [F]IRF
HIGT » KIMHTZETTEHE AT LU IFG 228 2
2 B 3G o MR EITEEMER T IFG AR
I FrAZ B HE TE 25 IFG A BERE FEL O I A8 60
i Bl WHO 7€ 2 1 IFG ABFFEELI i A3 » #
EHA M o Kim 55 " #17T 7 —3H 8,295 (i ~
FEERAE 30 ~ 69 B HIFENEIRIE & 2 I0IH5E -
A EA T ~ ERZEMREMETFAIIFG ~ S O
J#( CHD ) Jalf% ~ CHD i TIH I 25 - HAft5e

R AEIIFEKERRETR T RAEHERIE

R A BRR MTd

i SRR o S AR R R HE 2 (6 TF G WU RRAT 2R 1L
8% ¥4 % 35% » {HFPG {F 100 mg/dl % 109 mg/dl
Z T NHFRY CHD BB YA 7288 » 2003 1Y
Tzt A C AR CHD AR -
O% > FERTINBGET T =HE/F52 > 77 BIli& NHS98
(the 1998 National Health Survey ) » Z2Eil [H# 4,723
Y s HTDIE IGT AB R 2 ( the Singapore Impaired
Glucose Tolerance Follow-up Study ) » ZElfEE
587 % FM CVD ARFI5E (the Singapore
CVD Cohort Study) * ZELEFE 5920 % © 3% —IH
ISRy £ 2 H Y2 LLIR TRG # ~ B 2Bl =
S o fif BB FlEABRRS RARESE © IFG RYEEAT
B 9.5% HINZE 32.3% ;5 IRIBHITIZEIIEYE »
1 AR 5% A M PR R L R /O Bsiols (THID ) 1) R B
BN L F -

TEZ M —IHI5E > > ¥136,386 (i ~ FHu{E
40-69 A1 BATBETETTH ~ & Wi 2T
HEFFAL o il A th B i a At RAHLL - 2R
PEEUHE AT A IR IRSE TR A (all cause ) FUAH
BHEkEE ( Relative Risk ) » MiFH% fEbgETE
CVD ~ BEIRIEFIC VD AOFERIE 73 Bl 5
1.2 > 7.8 1.4 s EHH B ZEFHELE SRS
M BE R HE g RS RE 1.3 0 1.8
15.7F12.4 ( &) - AWFeitSaRE « TEIRKA
FISE TR R 22 i b 2 FETAE RS 2 1 TUBHGR - &
IFG 7€ 255 110-125 mg/d1f » HZ—(E5EI7 0
feba K% » TEIEH - (B IFG #rivizBniste
100-125 mg/dl TSREFHE HITEM CVD % A AR
sl R T SR s 0] MR € o i< =y G ST T
S > TR I I /2 PRI A 58 A2 B PRI Y
HETEMIK 7 - HFEE R AR TE (adjusted

Glucose [mg/dl(mmol/1] n (deaths) All-cause CVD Diabetes CVD and Diabetes
= 100 (5.6+) 8.376(368) 1.0(0.81-1) 1.2(0.9-1.5) 7.8(2.6-22.9) 1.4(1.1-1.7)
= 110 (6.1+) 2.673(157) 1.3(1.1-1.5) 1.8(1.4-2.5) 15.7(6.5-37.6) 2.4(1.8-3.1)
= 126 (7.0+) 816(78) 1.9(1.5-2.4) 2.3(1.5-3.5) 29.5(13.1-65.2) 3.6(2.5-5.1)
= 140 (7.8+) 445(52) 2.3(1.8-3.1) 3.5(2.2-5.6) 29.0(12.9-65.2) 5.2(3.5-7.6)

Date are RRs adjusted for age, SBP(Z 140mmHg), smoking(never, ex-smoker, and current smoker), total serum choles-

terol level(Z 240 mg/dl). and EMI(Z 24 Kg/m’). Each level of FBG indicates comparison of mortality risks of those at
or above the level with those below that level. CVD, ICD-9: 401-448; diabetes, ICD-9: 250.

Source : Wen CP, et al. Diabetes Care 2005; 28:2756.
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relative risk ) * BEIE5.09 » L2 4577 - (HiE
HIA IFG ( Z2REIMBE /T2 100-125mg/dl ) FITIGT i
HYEWARRESIERFEE C VD gk K
+ o BAMEBRE RG22 MHE 100-125 mg/dl Z[H]
[543 ES WA AR 173 ( 100-109 mg/dl Fl1110-125mg/dl ) »
o3 BIA B P B (R R -

rERIRBIEARI T AME R E

e 38 £ IR 9% SORR A RS Hdos AR s
YNGR /720 o PRAERIIZE LIS T
10 % R /E HR B s ALK B AT RIS ~ 25
[# DPS fiff ¢ ( Diabetes Prevention Study ) * Fl13
DPP /t5¢ ( Diabetes Prevention Program ) DL H
BREEYITH Fen 2 (a2 o

HRIE KR 2 RBERFE 2 #1551 577 2 1GT &
o A RETT R ERRGE N A 0 & =4
il ER R AR ~ TEENAE ~ AR E S
FH o il R o BRE AR 8 R RAOWE PR T r e
FHESRRR T 31% - SEHAREK 7 46% > BREH
# +SHENHRER T 42% o (EDPSHFSE A5 T
522 \ZIGT [+ » RIS S #0E e (BMI) 221
e R g B ) SR g AT IR ~ R R R i )
fH o AR IE A8 T 3.2 4 o R FI > X
BRI RN AR AR AT - (8 R M PR A Y
fEkgHEH Y 58% ° DPPHFZE™ A 3,234 (L IGT
FMIFG BEZ » 2EER BMI EHEK » 75
ZRIERE ~ metformin AHANSE ARG R U © 3%
B g s A A ) BR PRI FE T A% o i

FRUR > S AR R AE 58 RS R T Y
bafE (K 7 58% » B DPS WFFEIEH LI 5 1 met-
formin FHHI X T 31% ° tR#E DPP model 437
BIABEIR (EIEER ) EdE 7 AEFER R
BERIR AT AL R - S8R PGS A ISR B ROR
RERATF o YEH0 T FERE PRI BRI A= 174+ B
AREGE ST » LB /D BURAE IAE R
/)\ °

156 B 6 7 08 PR A AT TR 25 9 i 52 3 B
Fr s FREFEBA ST ( China Prevention Study )
51321 (i EE - FE B ¥R ~ Acarbose
( Glucobay ) fH ~ metformin #H DLk &t A 5 1R =
FH o CBHERFET R 3 A o HORS SR AH I 2= SR IR R B
o 2 RHRH TR (N PR 38 A2 W fE B oy Al B
metformin #177% * Acarbose #H 88% » ZEE
EREL 43 % o RERAE ST 2 —(# 5 HH
16 88 EE > A 261 (LEEZM - HES SRR »
Acarbose #H %8 [ £ 55 2 HUHE PRI Y LL A9 230 HIR
T2 2 B PRI REL P R A - it S 8 R — I H T R 5%
Fr e 1 R SR B > 2 RIF#H © {£ STOP-NID-
DM 4% ( Study To Prevent Non-insulin-dependent
diabetes mellitus )" 1 1,429 i IGT & 211 »
BEb R 2 22 BB Acarbose 1R 3 4F » b L EH
7 Acarbose fH I IGT #EREAEE 2 RUBEIRIEHY
B L BIRHBARR R 36 % 5 o I AR 5% A= 28 P
34% » LHUEZER A2 91% » (F—OIME
BB A ARRL 49%  SHBARAIE T E (IMT)
R AR B BB R S 2 R FIAH (=)™ - EDIT

= : Acarbose (Glucobay);8 B RFAIEEINMEBHEERIFRIFE

No. of patients Favours
Cardiovasular event Glucobay Placebo RRR (%) Glucobay Placeb P
(n=682) (n=686) 0 05 1.0 L5 20

Coronary heart disease ' J ' '

Myocardial infarcation 1 12 91 o— 0.02
Angina 5 12 55 _ — 0.13
Revascularisation 11 20 39 —e—— 0.18
Cardiovascular death 1 2 45 t o { 0.63
Cerebrovascular event/stroke 2 4 +4 I ® i 0.51
Peripheral vascular disease 1 1 I ® i 093
Any cardiovascular event 15 32 49 —e— 0.03

Source : Chiasson JL, et al. JAMA 2003;290:486-94
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%% ( Early Diabetes Intervention Trial )” #4355 | 219 {if
FHABEIRIF B (FPG < 140 mg/dl FI1 OGTT > 200
mg/dl ) > BXIH SR —IHRRER ~ BT - ZRIFIE
HEHFSE © #5 REE/R Acarbose AJ LIBEE NS & 1%
MAERREE (Postprandial glucose * PPG ) ; {E post
hoc analysis 1 #H#f# FPG < 126 mg/dl B 57
M7 > FH¥E FPG = 126 mg/dl » Acarbose 1] LLFE
WD B E B RS IR Z B (27% vs. 50% °
P=0.04 ) ° k7 DREAM 152 ( Prevention of
Diabetes in Primary Care ) ”f%—Fatk ~ ¥ HEZ
Rosiglitazone ( 8 mg/d ) B¢ ZZ & 7| Ramipril ( 15 mg/d )
SCRIBERAIRT 2 X 2 REEAERRET » HHHET
5,269 i1 30 % LA b IFG HI/EX IGT & - JBHEF
M1/ 3 4 o # SEH/R Rosiglitazone 1] [ EE A 4
PRIGII fEREE 62% (P < 0.0001) ° i8 8L IGT H#22
il KA APEEER » 7] LI 3 3R1T Diabetes
Care Z [RIBEME SRR o A —Lexd IR 22 A07E
— SRR SR AT EEYI A R ( cost-ef-
fectiveness ) 7P AT5EI - BEW)IE N TR 5 AT HARK
KRG E? o

e b ulhf g2l SR mT LA - vE NS RIS il A
177 XN - ARTEERIRMIEEYNG R - 5t
TERE AT DLTER SUC AR IS R IR 58 4 o PR e
s T R EEY) v AAENRE PRI il U1 e ek (KW PR
W EE —E Zmhe o TG BLEEY R RE A AL
R A2 20 2 AUNE PRI Y BB > pAS s o M i
tHEEYNG R O AR TR A A S — R o

i i L 2 5

kSR E 75 18 H il ) R (RIEUHT Y IFG 72 T
MEET TR TR SRR AL 0 - (Hoa] DITHIEIERE R
AR E AT E & o RS B R
A EREREIE] 1 DRI BT B A E AR & R AEAE HI 3
( BIATERCHMERREE ) ™ o K ICER PR Bl FEET S
PRIGATIIT LIEE AL - PRECR R A ot ia it i -
LAY 28 2 BURE R ATT Co LB PR S O S8R 4R
RIS -

T REURE PRV AT SR fes e L1 5 BB PRy A ) -
CIEREEEE ~ BRZEE) - FEIRISIR L ~ o
W0 ~ RER ~ SIEARTERE PRI o DAL PRI
ARG 7 20 SO A TR T REIE £ HL i G

wAE BWRR AT

I. Fasting plasma glucose #&il
A. HBAIFERB100 - 109 mg/dl

:

ff risk assessment (Questionnaires +
anthropologic measurement +
blood pressure) with/without OGTT

P T SR
DM IGT IFG Normal glucose

tolerance
(with risk, follow up
at least once a year.)

B. ®WAIFERS110 — 125 mg/dl

'

{8 risk assessment (Questionnaires +
anthropologic measurement +

blood pressure + lipid profiles, EKG,
microalbuminuria ) and OGTT

ARFEERES D
PR IR
DM IGT IFG Normal glucose

tolerance
(with risk, follow up
at least once a year.)

Il ERMEERRR (E—ORZ B E AR/ )

BB R%H140 — 199 mg/d
(Postprandial hyperglycemia)

!

81 risk assessment (Questionnaires +
anthropologic measurement +

blood pressure + lipid profiles, EKG,
microalbuminuria ) and OGTT

kI EERED R

b

DM IGT

¥

Normal glucose
tolerance

(with risk, follow up
at least once a year )

B : MERABRRIBRIZEZZ M
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FT S A TR I RE AT DATHYT A AR IS PRIRHY
4 (R ZELEHATEIEREUE IR - 5t
PRI FCRE B G B SRV G R Re A SRR RS A
5 2 RUNE DRI R 5 pA SR o7 M thifs HI ZEY)
IGF U AR 2 I A — R EE - Rl
HAETR AR R R U R UGS - n L FE
PRISEYR R -

H MR « (8 ) (1) FrA gz Z2idi
M E RS RS 100~ 109 mg/d1 & » 41IE 1A Flf
o JERE— DR R AT (P R — M PEaT G
+ anthropologic measurement+ [fE ) A1/
OGTT ° {BFF G R Al 7 F5 DM ~ IGT ~ k.
) A B BRI R - A% I 2= R R 2 S
AfekN - 2OBTFREEHE R - (2) ATA#E
5272 RE I M E 45 SR A% 110-125 mg/dl % > AlllE
TIBAUR o EGE SRR (B R —
#5454 + anthropologic measurement+ [f1JER + [T
fig ) EKG » {EHEHIKR ) HIOGTT ° {RKIFEFE
fER A5y B DM ~ IGT ~ %) Wit &35
H e wmbn EIEE & e ek - £
RFEREEHE 1 R o (3 )P B & MEHIE S
F140~199 mg/dl & > AlkE — 11 R - JEEZEE
— ARG ([ M PEFF(E + anthropo-
logic measurement+ [ME +AE) » EKG » §lH&E
HRO)MOGTT o (RIGFFE#E R vl [ 57 £ DM ~
IGT ~ 7% HE T S A BR L o 7% WE i &5 &
Habta kKR 2 OREEER 1R -

SZ Xk
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Prediabetes is a stage between normal and diabetes stage. Recent studies have found the potential risk of
these populations in developing of future risk of type 2 diabetes, cardiovascular disease (CVD) and stroke.
Therefore, many countries already calls their medical professionals to pay further attention in dealing with predi-
abetes rigorously. In this article, we had thoroughly reviewed the definition, clinical implications and its relations
with CVD in prediabetes status. Preliminary consensus was presented on the clinical suggestions and process-
es in managing fasting as well as postmeal blood glucose. The conclusions are as follows: prediabetes includes
impaired glucose tolerance (IGF) and /or impaired fasting glucose (IFG), and some patients have the two sta-
tuses at the same time; hazards of prediabetes include increasing the chances of type 2 diabetes and CVD. The
consensus are (1) Risk management and/or OGTT and should be carried out if fasting glucose value between
100 to 109 mg/dl. (2) Risk management and OGTT and should be carried out if fasting glucose value between
110 to 125 mg/dl.(3) Risk management and OGTT and need to be perform if postprandial glucose value between
140 to 199 mg/dl. Mangement of prediabetes includes lifestyle modification and possible medications which have
been shown to reduce chance of developing diabetes in large scale clinical trials. ( J Intern Med Taiwan 2008;
19: 401-409 )



