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Fik: WL 20084 3 H-20105 1 AR, FREEMKE%=HWEZ
BR AT OGTT RE K HA|cREHFE—EHREMNZRE, HHFP—
4 %A & B FBG. PG2h. HbA c 1T R A& TR & (ROC L)
S, BHEHABRFOLESKIREMAN MK HbA I RE. BLER
B HA AN BERFEH AR, WE—HoBRAVTEREHLITHE
W, B1-3 A — K, AEEBERME BHER (UL EERD S KR,
SHEBRERAENEEE G, SRRBAER A ELLEREDE 2010 F
3R, UBiE X HbAc i RARTRE.

g3

1 E2RE 37761, fi ROC & B35 H ai ¥ /R % ML 2 Wi A
KRR K HbA c VAN 6.3%, HE2WBERBRABEERN 67.8%,
BEN 72.7%.

2R WERMBE L E 279 B, ¥ E KB ET HbAc KF 2B
HbAc>6.3%4 F1 HbAc<6.3%4, VLBV /G M B 1 b 58 IR W 12 Wi dn ol
MEAERFERENI N 74.42%. 31.09% (X2=45.237, P=0.000),
FHAFHRE VR E S H N 4.69£0.39 H. 4.79£0.23 A (t=-0.249,
P=0.803).

) 3.LL HbAc 6.3% A4 R s, KL W R®EHE FBG &, TH PG2h

55, WE4A FBG, K2 Wiee h B PG2h BX & FBG 5. 7 279 BIRE U &
i, BARE HbA c KFAT2EABERFN 4L 30.82%, RARE FBG
KETSU HERBNE 15.77% (X?=22.849, P=0.000); 279 #i B} #
F, KRMEHHHETT OGTTIRRIF 148 6, BAIRY HbA c KT



SWABERFA G 31.08%, AR PG2h LW ABRAM & 40.54%
(X*=16.861,P=0.000); 1 3% HbA,c 55 FBG ] i i b % FR 7% £ &5 38.51%,
W% PG2h 5 FBG W2 i A B R I 5 46.62% (X?=43.266, P=0.000).

AREEREENZRERTHEFSHLH ROC HiL, B350 -
BB PR 7 ML 88 2 B R AR X R B9 HbAc B0 A>70 ZAB N 6.4%, <70 &
ABEH 6.2%. HELWHBRBMBEEN 66.7%, BREH 71.0%; 5
EOWBRBOBEEN 73.5%, BREHN 68.8%.

5.Lik 279 BIBEVI &, 7270 % ABEH, WHHILL HbA B 6.3%.
6A%TEABERF UM AR, BRFEHESF H: 49.25%. 41.79%
(X*=49.560, P=0.000); <70 % ABH, W4 ELL HbAcH 6.3%.
62%E ABRREH AR, BRRLEHEHHH: 25.00%. 32.08%
(X*=149.674, P=0.000).

6.7 LR 279 BIBETE S, >70 &, UL HbA;c 6.4% W R A, Kt
W7 8% X 7% BE /18 FBG &, 1 5 PG2h, PG2h B¢ & FBG # [, B 4 FBG,
HEWNE PG2h B4 FBG UL EE — P IR, &>70 # %, Ham
# HoAIc KPR 2 Wi A BERFH S 41.79%, BARIE FBG o2 M H 5
RARM G 25.37% (X*=20.000, P=0.000); ZER KM HHEITT OGIT i
Ki 148 Bl5, 270 S HH 38 B, BARE HbA,c K FT LW H B R%
Hd 42.11%, BARIE PG2h LW ABERM G 50.00% (X2=0.432,
P=0.743); PG2h X & FBG 7 2 Wi B8 R 7% 4 5 57.89%(57.89% vs 42.11%
X*=3.317, P=0.100), T HbA;c B4 FBG AW W BEF M & 47.37%
(47.37% vs 57.89% X?=5.546, P=0.388),

<70 &SP, U HbAic 62% AR A, ELWER® DS FBG
9%, M5 PG2h 48], % PG2h B4 FBG 55, WEt& FBG, K2 WigeH
5 PG2h B& FBG #HFA. BAME HoAc KFETLHABRFN S
32.08%, B4R FBG WL W ABRBI & 12.74% (X?=7.829,
P=0.000); ZERKFEVH#ITT OGTT RE M 148 Bl F, <70 FHH 110
B, BRI HoAc KPR SH ARERAHN E 31.82%, B4RE PG2h
Lo ABERKN S 37.27% (X?=14.327, P=0.377); PG2h B4 FBG A&
BB RAEI G 42.73% (42.73% vs 31.82% X*=17.280, P=0.000), i
HbAic k& FBG A2 Wi AMEFM & 37.27% (37.27% vs 42.73%
X?=28.880, P=0.327).

.

LLHbAIc ATR FRERRBSH, ZET1 570 5 6.4%, <70 % 4 6.2%.
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2. HbAc tk FBG B i R e &, #E>70 & ABE, HbA|c T ¥
£ OGTT; <70 % A8, HbA,c 7J# R PG2h A FHR WKL K.
3. BEEREEN HA O EEEMTERBBRMS L.
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Study on HbAc as criteria for diabetes diagnosis

Master degree candidate: Wang Jiaying
Supervisor: Professor Li Danqing
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Abstract

Objective: Blood glucose is the main criteria for diabetic diagnosis up
to now, but it is unstable and affected by factors. HbA ¢ not only can reflect
the level of blood glucose but also has the characteristic of stablity. Hence,
the aim of this study was to explore whether HbA ¢ could be served as
criteria for diabetic diagnosis and discusse the cut point for diabetic
diagnosis when using HbA ¢ as diagnostic criteria.

Methods: The subjects who performed both OGTT and HbA,c
measurement and met certain standard during March 2008 to January 2010
were collected at the Second Affiliated Hospital of Dalian Medical
University. Receiver operating characteristic curve (ROC curve) was set up
by using FBG, PG2h and HbA,c of some receivers and the cut point of
HbAc corresponding to the level of blood glucose used as criteria for
diabetic diagnosis could be got by analyzing the ROC curve. The other
receivers diagnosed as impaired glucose regulation were followed up once
every 1-3 months for measuring blood glucose to identify whether the cut
point of HbA ¢ got from the above ROC curve was suitable to be as critical
point for diabetic diagnosis. During the period of follow-up, once the
subject was diagnosed as diabetes according to the criteria of blood glucose,
the follow-up was terminated, otherwise the follow-up were continued until
to March 2010.

Results:

1. 377 subjects were collected firstly, the cut point of HbA,¢ got from
the ROC curve corresponding to blood glucose criteria for diabetic
diagnosis was 6.3%, its sensitivity was 67.8% and specificity was 72.7% for
diagnosing diabetes.

2. 279 followed-up subjects were collected secondedly, two groups
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were divided as HbA;c > 6.3% group and HbA;c <6.3% group, the
prevalence of diabetes was 74.42% and 31.09% (X? = 45.237, P = 0.000)
respectively according to the level of blood glucose during the follow-up
period. The length of followe-up was 4.69 + 0.39 months and 4.79 + 0.23
months (t =- 0.249, P = 0.803) respectively.

3. If HbAc 6.3% was selected as the cut point for diabetic diagnosis,
the capacity of diagnosing diabetes was stronger than that using FBG, but
was weaker than that using PG2h , the ability of diagnosing diabetes when
HbA,c combined with FBG was even still weaker than that when PG2h
jointed FBG. When HbA;c 6.3% and FBG were selected as criterias for
diagnosing diabetes respectively, the prevalence of diabetes was 30.82%
and 15.77%( X?=22.849, P=0.000)in the 279 subjects. There were 148 cases
who performed OGTT among the 279 subjects, when HbAc 6.3% and PG2h
were selected as criterias for diagnosing diabetes respectively, the
prevalence of diabetes was 31.08% and 40.54% (X’<16.861, P=0.000) .
Combined HbA;c with FBG as criteria for diagnosing diabetes, the
prevalence of diabetes was 38.51%, combined PG2h with FBG as criteria,
the prevalence of diabetes was 46.62%, there was statistically significant
difference between them (X?=43.266, P=0.000) .

4. The 377 subjects were divided into two groups according to their age
and ROC curves were set up respectively. The cut point of HbA;c got from
the ROC curves were 6.4% in elder than or equal to 70 years old people and
6.3% in younger than 70 years old people. The sensitivity was 66.7% and
the specificity was 71.0% to the former, the sensitivity was 67.8% and the
specificity was 72.7% to the latter.

5. In the elder than or equal to 70 years old people among the 279
subjects, when HbA;c 6.3% and 6.4% were respectively selected as the
criterias for diabetic diagnosis, the diagnostic probability of diabetes was
49.25% and 41.79% (X* = 49.560, P = 0.000). In the younger than 70 years
. old people, when HbA;c 6.3% and 6.2% were respectively selected as the
criterias for diabetic diagnosis, the diagnostic probability of diabetes was
25.00% and 32.08% (X = 149.674, P = 0.000).

6. If HbA ¢ 6.4% was selected as the criteria for diabetic diagnosis in

the people whose age was elder than or equal to 70 years among the 279
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subjects, its capacity of diagnosing diabetes was stronger than that by using
FBG and same with that by using PG2h and also similar with that by
combining PG2h with FBG. The capability of diagnosing diabetes when
HbAic 6.4% combined with FBG was still same with that when PG2h -
jointed FBG. when HbA c 6.4% and FBG were respectively selected as
criterias for diagnosing diabetes, the prevalence of diabetes was 41.79% and
25.37% (X?=20.000, P=0.000) . There were 38 cases whose age were elder
than or equal to 70 years old among the 148 subjects who had performed
OGTT. When HbAc 6.4% and PG2h were respectively selected as criterias
for diagnosing diabetes, the prevalence of diabetes was 42.11% and 50.00%

(X*=0.432, P=0.743) . When jointing PG2h with FBG was selected as
criteria for diagnosing diabetes, the prevalence of diabetes was 57.89%

(57.89% vs 42.11% X?=3.317, P=0.100) ; When jointing HbA ¢ with FBG
was selected as criteria for diagnosing diabetes, the prevalence of diabetes
was 47.37% (47.37% vs 57.89% X*=5.546, P=0.388) .

If HbA|c 6.2% was selected as the criteria for diabetic diagnosis in the
people whose age was younger than 70 years among the 279 subjects, its
capacity of diagnosing diabetes was stronger than that by using FBG and
same with that by using PG2h and weaker than that by combining PG2h with
FBG. The capability of diagnosing diabetes when HbA;c 6.2% combined
with FBG was same with that when PG2h jointed FBG. When HbA;¢ 6.2%
and FBG were respectively selected as criterias for diagnosing diabetes, the
prevalence of diabetes was 32.08% and 12.74%( X*<7.829, P=0.000) . There
were 110 cases whose age was younger than 70 years old among the 148
subjects who had performed OGTT. When HbA;c 6.2% and PG2h were
respectively selected as criterias for diagnosing diabetes, the prevalence of
diabetes was 31.82% and 37.27% (X*<14.327, P=0.377) . When jointing
PG2h with FBG was selected as criteria for diagnosing diabetes, the
prevalence of diabetes was 42.73% (42.73% vs 31.82% X>=17.280,
P=0.000) . When jointing HbA;c with FBG was selected as criteria for
diagnosing diabetes, the prevalence of diabetes was 37.27% (37.27% vs
42.73% X*=28.880, P=0.327) .

Conclusion:

1. HbA¢ could be used to diagnose diabetes, the cut point for diabetic
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diagnosis was 6.4% in the people whose age was elder than or equal to 70
years and was 6.2% in the people whose age was younger than 70 years. |

2. If HbA,c was selected as the indicator for diabetic diagnosis, its
capacity of diagnosing diabetes was stronger than that using FBG. HbAc
6.4% could be used to diagnose diabetes insteading of OGTT in the elder
than or equal to 70 years old people. HbAc 6.2% could be used to diagnose
diabetes insteading of PG2h in the younger than 70 years old people.

3. It would be more convenient to diagnose diabetes if HbA,c was

stratified as criteria for diagnosing diabetes.

Key Words: HbA¢ Diabetic mellitus Cut point for diagnosis
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R mSHRERN MR R
IEY HZE FAF OFR

BEEHIAFNRRE, AMIEBEIRETHRRL, BEH. L.
HABRRYBRREIIANMER, EXFDBRERE, B ELERX
BEREEANBAIHT K, BRAARENESHER™E, HAER
REWFHBRBZIANKOXE. BALEDRLHERFO ISR
B, EOBASZRE. B3, WESEERW, KK, OREE
¥ 82X % (Oral glucose tolerance test, OGTT X %) X B, ESH £,
MEWMLLEH (Glycosylated hemoglobinA1C, GHbAc) T BA K Bt if
23NAMBEREAKE, FEZEREETR, BREty, BXESH
AkBEfmmiR, BEBCOAEANRERIBRBESHRE, B2
HRAMNBRRORMUESE, RNEEFHER.

— BERRERELEHNET

¥ IR 7% (Diabetic mellitus DM)R IS MK AL, BEEER T
B, BTHRARSRESRENAE, 8%, BWH. Ba®. KA
BREARBERALNAFIBRAEEBEER. KPRBELTII R RLER
T O RUSMAARETNEHATHERT. DRREBRER, FEEEF
FETH, Fa%E. BRTMEEERASOFE RS EFEE &R
EEKFE, RUBRIOBIEREHFRENRED,

BRAMBEEDEHZ K, MITREHLCHFBTHERFREBREEE,
BERUMZCHERFEEATRNERMHUIRE, ERRASBERR
MEMEMEOBEKFEAR, KELTERANBFERLEENERR
SR, E201HAL 60-70 FR, R, EEENEREFHTTEAK
BRITRERAR, BEFHEEBEAKF 2 M B (2-hour plasma
glucose,PG2h) >11.1mmol/l IABHMMEREHNER K ENREXHE
RE, THEME (Fasting blood glucose,FBG) >7.8mmol/l 18 & 7 H &l
MR, Bkt R T4 4R (World health organization, WHO)F 1985 4
£ T FBG>7.8mmol/l B, PG2h>11.1mmol/l 4 % 5 JR 7% 12 W7 7 v

B 20 #H4 90 FRE, FEAAEMBEFTRYRAF A
FBG>7.8mmol/l 5 2hPG>11.1mmol/l B ¥ifE R R X HE R £, 4 50%
FE 555 /5 2hPG211.1mmol/l # ¥ FBG<7.8mmol/l, TiX & & & 0 ifn 45
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HERENERHECHES M. TRXEHERF NS (American diabetes
association, ADA) ¥4 ¥ JR 7% i2 Wi b5 F FBG M2 BT U1 A\ 7.8mmol/l T
8% 7.0mmol/l, 7% 5 BEHL M B OGTT2hPG>11.1mmol/l £ Wi Y] &
A%, TARZNEM OGTT. 1999 £ WHO ER & NX—H#2 Wiz
W, EEEN OGTT2hPG. HAEE KA 1999 & WHO # % K 5 KW
i W iR L,

hEENERFRLNFECHEEE, RELRRASHAIELY:
FBG>7.0mmol/l H#3 & —HMR MM LW IR, OCTT RE XM AERHE
%, T HbA;c BT L R BIE 2-3 A APy MK ¥, tb FBG & E B E &
MEmmERE, BREHF, AUFERESHN, B, BWXE
MAABERBHSCL2ENEENLMNIZER (HemoglobinAc, HbA¢)
EhERB BRI .
Z. DBEEAERFECHFEENREERRE

MEENERFECEGEBRRCEILTENIE, YSEXTREE
PEE, BERZSKFHENEEFSARZLE, ABERBERARLL
HeEwmT: 1/ (1 EREET. HEHT. B LEXBH 4
FEER, TRHFHERSH, YTHTLERN: (2 2F%E.
ERMMNEEE, EFBANFEZ, BEKAEF. 282 (1) T
BhENEEEE 8- 12 /M6, DERNERFOR 75¢ HEE 2 PR EFK
i, REENK, BB, Q) FEEEXHCERRWVATERAEZR
nEHAY, 2E¥whEEMERES, ORBFHEHIEK, HZRMAE
EHEMEE. BEREHERGERS, (4 XOLFERARENET
K&EBMABMMEERK.
= BuamgaEa

ﬁ%mq§5%mﬁ¢maﬁeA@ﬁm%ﬂﬁ%mu%ﬁ%ﬁﬁ
FELARAREEE. TTENEBREIEEBHNEEY. HbAc £
HEWMITEE (Glycosylated hemoglobin, GHb) M—# TR, E&KRA
BENRSY, SETHASTORAEH. HERRFTLARTY
HH(I0RER) METRE, EABRAELTH, HAcHEBRFMEX
BRE, FUARTHEN—EHBRPHRUBHFHOLEES HA c BEY
4. HAc AR BRSO EAEERESNZ W, BehBF, &
MMBEEHBRROESE, ARENZHEX.

1. BhnaEaMRUERRXERE R

WERAEULREERAN HACRMFEFTEBEN KL —RET
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HbAc M3k HYA|c i A AR, MABFRHRENE. ShuRERE
MERE: F—AETFTREAOIBAEANENRIR, MERBEFER
GEFHE. BB TXHRENE. FRENENGEXHFENEH S
hrogtel, -
BFXHmBmmeiatis, BHHAIEAVBELOLEAMN
SHED ), R REEEF AN R TR E BB TE
EE PH ##T, BTHAZRAFEANEAFRFEEAATMSE. K
BEWLER, RE, FTELBIAEHRNIRER, BFBL8538E
MERY Hb REMAEYRNEMRAETRYNOER. ENERESNA
BEEMRMBERMENE, BTHHE HbA c M3 HbAa ", HERE.
RE, GHEHGUCHIANINFEHELEARTFHELEDS, 250
BE (XHFABRBERNE) RMANERNGEEN EBEHMLAEALE
BHIEAPHMENSTE. LERFE. AEHNNE, THEEHRED
EASHANERETRENE, BTHFINTE, EBERNPH#T
We, REMNEAREHTE, BHEHRBEMERES R G,
GEERMBELMLAEANETE, BARERR, A—ixAB 3
RMEEBLEAHERA, SRERI—MrEhggE2 B, 7 2007 &
SH4HXERRFENS (ADA). RMBERFH Rh4 (EASD). IFCC
MEGEERFKE (IDF) AEAFRZETTHRELSN, 54F KMt
R, RRT“HbAc BRI SRFHEAMBES AR, ZLAEPEE X HbAC
MRALER (BESEZERENERRE) ARNE RO EMET 28G
BUBE—FH., X—FHAEMS HAcRBELRERAN, HTFER
REW. B, BSHRTSFTEBRETEXHNTRR,
RTERAFAMEFEFERELUS, BUOLLBEARATE I
DTHEERTF®R: | RELARFHFANEE: HWACHEREE T
UARTFFER (120 RER) WEERE, ELHBTTEH, HbA K S
BERFHANREE, WAMREKLARTFIEGNRESSFRLDLE
AMERMRED, nhAFEEAELEAOURALE S, 2. Hng
EOREMNER: WELERCHELEEE: 3. BREEEK: B KeEid
REEBBAFENGER, BARBIEBME, BHEEBE, HoAc
a4 MKEE: HAHEEMEZR, 5, KEHEE: %
BEAAERTEMRE, BHERTEEAALRIBRNES
BAE TR RBANRAEGEI ARG HACHRE, TEENE
BFUAZTFH. HhEEREEHRERNEAAYINLSHRE Hb iy
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P4, HbC. HbE. HS REREF AN RKEEBHEM 6 S 26 5 £,
AEFXEBHNRAEEINMENGRERNE HbAc W4 E—E T
.

2.HbA c 5B RERRFRERNX R

BEUNAEARMBTRAZAAAINELRETIMESHEE S
FHELAARAREERS. FUENFEBRREERNEEY. aRER
 EmM¥PHEEBEREREENEEERELS, #£408, HbAc K
FRESTZ 23NN EHLBAKE, BXE, ELHRFHFwEH 120
R 8OF M X HbA c BREAMS, 2 KMEHF A ER: HbAc
SRS EMA%, P NESAE 9Smmol/l, HbAc #F & 1%,
AXMHAMMAEEASER, #HH). PERRESEREEWCE 2, mEY
MEROATEREEOERAREN, TEANEFOLER—-IFEER,
EEZALW, HAEARES S, FZHANTREOLBEEEE, ©F
BUEWMBEFTEENR., [ Monnier FHRPER: AR HbA|c KFH,
FBG & PG2h %t HbA,c TR A F, Bl 24 HbAc<7.3%HF, PG2h X HbA,c
KEEHEBK; %4 HbAc & 7.3%-8.4%2 [@ K, FBG 1 PG2h X HbAc
MEBREER: % HbAc>8.5%K, FBGHEANERE K —L,

mETHEEEETEEEELSAA b RERNERBEHLL
BA, f Hh RETRAERNEBEHED, TUFLAREREH TR,
R, EUWUELAM 2, 3-SR HEMAKFEFEERE, Hb HEM
HEERE, NTTSBLALRE, MEATNBENHRG, SE=ER
FEm), HHACESBERBRHARENREFEEXR, XEHEERE
RFEHFHR (UKPDS) MERFHEHRFARERR (DCCT) EEL: B
HAEARBRFIRENRIERERD, KERTHEREINT
FEEENLOMEREMEORRENER, AABRBEENERETR
BEEREA-C, LWHR HbA ", % E Tanaka H X LT B KK
E29 6-9EMMERR, RIW HbAcABE 7%, BEFASHIARR
HUMERTERERA SR 10 HbA o 7 7%-8%2Z 8, RERXK L EBE
L B 8% MmEFRENBRER KRN F NI RKFR
- ERE, HAcNLMBEEEGEAIERR S HIRA4.

3. HbA ¢ 1E b 3 JR 7% 2 W b5 i AR 4R

BRilR ELERF SRS LN, (HF MK MHE>7.0mmol/l
HER—TFRBMOLWERE, TORGEERERARBEX AN, &
BFE FBGH PG2h B BERBERXBAY 8, EMBEALSHE. B
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#H. EE ROEHFARENESRLERER, KB K, mHELD
AEATRMIE 2-3 M FHMBAKFE, X3 KRER NS @5 — &4
W, THEHREZWE D, REHGF, AR RO LTHREL, B
HbA | c RMADFHERE KM, WEAEFEHERER. £TF HbA -
RS, B 1997 F, BRAHY % BT a8 R BB K 3 @K F 8
HbA,c E N BERREHHFHRE, EANHRNIZERARRB RLF
VEUEAL, BTUAKRHEES, AR HA N FECELESREITHRAEK,
FBL7E 2009 FXERRAHESWN E, FEERB W HbAcEABER
REW AR, HREY HbA 6. 5% 2B RZF, BEREL
FRAINBERFREHERRCEHEL AN AR,

4. HbAcENBRFEHHRRERNRBEREHRAL

XEBERRDSH HbA 6. 5%E MR B LW R, RTTX — 2 #f
REETERAREERBECEFRE, BATMFHEN, ABEREER
& 134 T B,

HbA\c EABER B LW R R B

1LHbAcRERBIE 2-3 AN A RFHLBEKT, FE5FHLBE2LHEM
X

2HbAIcHREE, E—BAERBRAE AR, REHF, AZEEE
HEASERRL., K&, AABEANHMONEEZHEEES, BHX
BR;

3JHbA|c RERAROMAZTATHLE, BOZOA4 BB KFHZ
M ;

4.BHIT HoAc RMALZH R KM, B OGIT Rk 7 E:
SHboA cRAGARER AEARERBNE R0,

6HbA AR BEEENERENE W, /A TEBKRREDLENE
PR & 8% % 512 s

THbA c B FBG H WM BEREHFAERKTRB A RHERLY., B8
HHgRRACY, HoACRASOBERMAL, TERED, MHHEEHK
FAUHEXRFER, WHARENAUNEL>ERE —HHR.

HbA ¢ 7 B 0 58 R % 12 7 57 b v 00 T8 A 1) o AL

12 AERRP). B HbAcEN 2 BB RFB L Wiz R A
BRERFR EREXRZRSUEMA T HbAic KFH 6.5%E Hi M
M, BEALERIETRRE. HEAZNERE, WHLU 1%ANRE
EE, EE—BAANRHBAGHREAFEEER, WAL XAV ARE
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E. B, HoAlc MEERKER, HbA c ERARERERFE 2 H Fi5
W, HUIREMTENZEABRTRAEHRARKSE.

2. HbAcBHBRFENARETRRER BT HE? HoA K FHE
EFERMBKTAE, ERZAUNERURMESRETHHbA X
FREFRKENERYHEATIERE, BRECH A RTFERRAER
BROZHED, BRZERRRHbA LRSS EMRA, |
RETZEFANLBNRUERRBEECZIIHEREN, ZEBERFAH
%, BEOT: D, ZERERFERER: SOSRULEAIMBETFEAN
NBWE, 60-7105 hBRER . XFES5ZFEABESELWRD, B,
MRMTFRFEN RS ERA, FEREARA4MARAPETR, m
ZEENEHRD, BAKHEE, BHERCPIEX, ). EELER
FHE: RERTHRFRAERH, EEABEFEREK, —RENLE
E¥, RELBEERRT, REHABHN4-105. ZXTERATEZERR
WERE, RANESEHUBHE-—NHESNES U EHEEE, NTE
BEEHOLE TENEEHOBERE?). BRVEHEZERRREE
ZUEROLBARTEHRL, ENUTHEOBEREERZEUKEL>ZE
BRFBEERHIRL. DECODEMIRARY, EERAESHRBELXER
Y, RH0S0SMEEAN, BEERLBERERTREME ALY, £4
FMOGTTRRRED, FEHEAREHMAR, MHAGEEOLEXR
EEYLY, R FHOBEKT, NEHOD—K, ERBLFEEP, &E
EREZERRRWLEH; 3. ERBE, ERTHE, BEL, Lk
RHCHFEERERRIRE: EEANGTEEEWL, 0B, #R.
MBREREODEEERNAER, AOEENFE R KX R 2 5
B, SREUKES. FHLE. BHELRL, XURERFALE™E
BRFAFARERSH, TRAFEERR.

3. BERMASEREARH: HbA c KF <6.0%EH>6.5%M AR A8 K
BABRRE, SHERERL, H HA C6S%ENLHFERTEL S
R B RAE R ? HbAc K FE 6.0%-6.5%8F % IGT M IFG iX &
BEAMMEAEANE? AXNARABBEREEARSTHRRTRETARH

5E o

4. RUEAMKRERERMRERR: —RAINBFXHBNAM
BEERBHRA HbAc M ERE, BRARENRNREH, EEE
BAUBEUE. B REEELRZERABTFXRMBEENE#T
HbAiclE, PRED. #£RK, THTHKLRES HbA c HIRER
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W. EFERELRRBBEARRE, REALREBSI ZNA, BHRER
HUBE, BEREWTEZTENERE. BTEATRE L —K M HbA
Mk, AREXH HoA R T EREHELRLAB RO —%E.

5. RUAMEFRREW: ESHEWLARFENRRK, WK
B, REERM. Bk, FOEKRR, HAc NERTREREDLR
HR. :

ZLR, HoAc FARBRRECHOFERARRERE, BMF
EHFEAR, WENBTEER, EXRERERX, EREAHSTE
AEBTEONAFRE, BT HERBEILR B S ERE R SR
k. BERHMEFENREANIRGENANAACELERAR, B
XEMAAEH HbAIcEABERR W H IR, MIERAKER, HbA
ERECHRAIFREMCHRRROTRESER, ZRERMNESERXT
EEHFKRAEZ N,

14



10.

11.
12.

13.
14.

15.

16.

S % K

4, K, KETHOLBER OGTTHREFHBERAAMNE R R ROC 447,
THE#&E 2005; 21 (7): 688-690.

KRR, ZOR, k&R, RIFIERFAEBERUODLEARNEREIBERE
X, THERKE 2008; 15 (4): 458,

BEL, BERREABRATRBANCHEGFAERRLZE, EFNFIBRBRE
2006; 26 (2): 141-143,

g, BKE, A8, K%YW, WHORZERRR¥LBERFREWHREE
ZEABPNHMSH MRS, PERSBALBRT 2002; 18 (5): 357-361.
Krishnamurti U, Ste ffes MW. Glycohemoglobin: a primary predictor of diabetes
mellitus. Clin Chem 2001; 47 (7) :1157-1165.

EEgR, B, BUODIEAMTAER, EBRAMERE 2008; 35 (10):
586-601.

BEE, 4, RO, XTEALIEARMERERAE XK AHER,
Fid o ak 5K 2005; 12 (2): 114-116.

Rose E, Ketchell D. Does daily monitoring of blood glucose predict hemoglobin
Aic levels. J Fam Pract 2003;52:485-490.

R, BEe, XE, BUOLER (HbA ) HENRETEENERTR
BAREX, PEE#%EE 2006; 3 (4): 27-28.

Goldstein DE. Glycated hemoglobin estimation in the 1990 S: A review of assay
methods and clinical interpretation. The Diabetes Annual 18, Marshall SM, Home
PD(ed). Elserier,Amsterdam 1994; 19-212.

BETHX, ¥ HA c WENHZNERERMURFLLEAR, BEBERR
EAZL¥ESE 2002; 27,

O, KFH BAOMAFEANRIER, PEOMRRTFERE 2005; 15 (2):
340-341.

BEZ, BUOIZAMFELRSE, BRK 1994 37: 855-864.
American Diabetes Association. Tests of glycemia in diabetes. Diabetes Care
2000; 23[Suppl 1):S80-82.

Glodstein DE, little RR, lorrenz RA, et al. Tests of glycemia in diabetes. Diabetes
Care 2004;27(7):1761-1773.

X, FHEHMEHEER, 2 MERRBEFU PRELIERXBESH,
B R KE ¥R 2009: 32 (10): 1453-1455.

15



17. Holcomb WL Jr, Mostello DJ, Legrizamon GF. African-American women have
higher initial HbAc levels in diabetic pregnancy. Diabetes Care 2001;24(2):
280-283.

18. Hoelzel W, Weukamp C, Jdppsson JO, et al. IFCC reference system for-
measurement of hemoglobin A;¢ in human blood and the national standardization
schemes in the United States, Japan and Sweden:a method-comparison study. Clin
Chem 2004; 50 (1) :168-174.

19. Goldstein DE, Little RR, Lorenz RA, et al. Tests of glycemia in diabetes.
Diabetes Care 2004;27(7):1761-1773.

20.DCCT Research Group:The effect of intensive treatment of progression of
long-term complications in insulin-dependent diabetes mellitus. N Engl Med
1993;329:977-986.

21. ADA Position Statement Standards of Medical Care in Diabetes. Diabetes Care
2005;28:4-36.

22.David E, Goldstein MD, et al. Test of glycemia in dabetes. Diabetes Care
2004;27:1761-1773.

23. Monnier Louis, Lapinski H, Colette C. Contributions of Fasting and Postprandial
Plasma Glucose Increments to the Overall Diurnal Hyperglycemia of Type 2
Diabetic Patients, Diabetes Care 2003;26:881-885,

4.8KE, XK, HEREATRR, PEAFBRBRE 2005; 21(5): 58:5-7,

25. Singer DE, Nathan DM, Amdesen KM, et al. Association of HbA ¢ with prevalent
cardiovascular disease in the original cohort of the Framingham heart study.
Diabetes 1992;41:202-208.

26. Adler Al, Stratton IM, Neil HA, et al. Association of systolie blood pressure
with macrovascular and microvascular complications of type 2 diabetes (UKPDS
36) :prospective observational study.BMJ 2000; 321(7258):412-419.

27. Gomez-Perez FJ, Aguilar-Salinas CA, Lopez-Alvarenga JC, et al. Lack of ;
agreement between the World Health Organization Category of impaired glucose
tolerance and the American Diabetes Association on category of impaired fasting
glucose. Diabetes Care 1998;21:1886-1888.

8.FEF, U5, KRRE, WHOLXERRRESBERREWRERAN
Wi, FHEAF@ABZE 2000; 16: 87-90.

29. % B, TXWHoA c TREZTAT#, PEEFRIEMR 2009,

30. K%, By, HAN, BHERAREARAMOICEANTHUREKKEN,

16



31

32.

33.

34,

3s.

36.

37.

38.

39.

WL WG PR EE % 2006; 8 (12): 1325,

HERE, 86 FIBERAMIESSOAERNAWHEXNTR, FIFTHELS
& 2008; 18 (5): 315-316.

BeE, MRAK, REX, ZHOEREAODIEAR T M AW 250880 i
W, PERARSHE 2006; 10 (4): 389-390.

IWMH, LAR, BREXZRGXTRANDLIEARMER R R LK+ 04
HAmmsE, PEERBAE 2009; 17 (8) : 663-586.

Rte—, ZFERRREHEEHTHRRKEYE, ZEEZFERE 2009; 15 (2):

66-69.

FRE, BRRBTEEERFAOBKTRRNE, HHEF 2006; 18 (3):

325,

WAES, ZERRRECHRERLE A, BRFARE KAT 2008; 2(11):
523-527.

The Action to control cardiovascular Risk in Diabetes Study group. Effects of
intensive glucose lowering in type 2 diabetes. N Engl ] Med 2008;358:2545-2559.
Duck wouth W, Abraira C, Moritz T, et al. Glucose control and Vascular
Complications in veterans with Type 2 Diabetes. N Engl J Med 2009;360:
129-139.

XN, ZERRRNLCHERBTER PEEFEFRZE 2005; 10: 798-800.

17



X F HbA c 1 ¥E IR 55 10 B 4R 8 B0 R 1+

MtAHL. TEH
¥ F HIP: BF HE
+ b & Mk AAF

Hil B

¥% X 7% (Diabetes mellitus, DM)R HZ M HE A E, HEEEEGE
B, HTHARSEALANKENTIE, SBE. . EAa/. KiH
BRAMEILNANSWBRBEEBERR, KPRHEILTIIELEEZ4ER
E, FRSMHBERBHREBRAE, 00 0K IMm 8 £ K S ERB XK LSRR
Z, BRFAUAMBERE. BRAEREERFAHOLERERERFAR
HEREEF. HPIHELOVEIR, REFEERFAOLERTRE 2BE
RABERTHEERRE, BRFERXTSIEBHETHIARL. EEX
BERREKREERAELABY, HRENAETHLAR™E. NABRHZ
WIREITERA, BTEHFRENEKERE, CRASHESXTENTE.

BallRK EERFZCHBREZSUOEN X, BEFHMOE (Fasting
blood glucose,FBG) >7.0mmol/l IR —MRBEH L WiIgrs, ITORE
E ¥ BiRX % (Oral glucose tolerance test, OGTT X4 ) % F X #Hafll,
MHE A FBG ERES 2 /Mm% (2-hour plasma glucose,PG2h) 2 ¥
RFEFNBEX?, EOBEEZZRE. B3, H%. ROLBHAEK
ENEEREZEREZR, KRR, MENLLIES (HemoglobinA,c,
HbA ) Al R BRIE 2-3 M AP M BEKF, XHRENTMN 5 B — %
W, REEAEZWRD, ReEME, BiRMFZELTREWL, B
HbA\c A DZERZ RN, MESEFEHFERER. £ TF HbAC
ERRE, —ERBENHAEERREE HbA c EABERRBSE HIERE,
BEXREHGETEIERBLCHBEREZCHE XD ANAIAH. AR
Bd X Z R E T ERFIE B 2& (Receiver operating characteristic curve,ROC
Bigk) i, BES BB RRK LS KR MM N A HbA, o Y] A1E,
FUZVMEEABRBECHMASTBEAY R ERTHEY, BELBER
BHERER, RKRIELR HAFARTEE.
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MR R

—., #¥
(—) BRI

W 2008 £ 3 H-2010 F 1 A#il|, FREERK¥MHE _K#iS
T OGTTRE &k HbA|c REH A THImHEE.

ARG

FPG. PG2h. HbA,c = HEFHZAITHRHE (EH: FPG<6.1mmol/l,
PG2h<7.8mmol/l, HbAc<6.0%) ED>—MHMRHE XK.

HBRRA:

DEEFEBRRER L,

.MM RT3 AAYEARERELEY. BERBE. 4K CHKX
FIBEEELERARS:

NEBUBFIEARUEER. GHH4RAKRK. AL, FRALLER
oK

HNBORA: mABMKRR: B (Wi, REEL. M. FKR
RE), AMROER. BEONEI, BHEMNMENRR: O F. BX
%, BHEME, FEFHIBNEENHE;

5).HbAc>8%% .

(D) B &E

HbA;c 2 #ll: %E BIO-RAD A8 D-10 B4 ZARM MU KB H
AARBENEERNE; (HDAcEXE 2S£ HE: 3.00%-6.00%)

mEERM: HIL 7600 £ AANEHTEEREDHEAR
KRR (FHEOEZZEME: 3.9-6.1mmol/1)

Uy 5 3
(—) OGTT AR M HbA;c B J

Stk B®BEE21T FBG M ZE, 6.1mmol/I<FBG<7.0mmol/l BE&E X
BRFABRETOR 75¢ HEHBHE XL (OGTTRR), TEHERERE
52 /NEtHL, 4> B HbAc. FBG K PG2h, M EERRER, T
BERE.

AR 75¢ #& @R BRE (OGTTRE): FREMN 12 XE5%R%E
MBABRA, SHBEKRESFE (B 50%EHEK 150ml B F 150ml & K
F), FBRRLARKBE LEERERE, IRE. BE. IEFE, RE
BREFE 8 00-9: 00 FHFTOMR 75¢ HE R ERL (OGTT RER),
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WA 2m] 40 FBG, B EABRLEFNAEEK S 28KE, A
WE—DOXKFHH, 2/ FRM 2ml R PG2h, A ZRELRE#H
RERIZEZE, TUZERABEFED.

(Z) HbA,c RV R HE

1R % & #F K FBG. PG2h. HbA c, B 2R & THHE ML (ROC
M), WHSZRERLTE: OF FBG. PG2h. HbA,c W2 F A8
BEHRRREM K EE; ©F FBG. PG2h. HbA;c B F, HkK &
1% . ROC & B HbA,c HIRRZEE, UMHE (FBG27.0mmol/l B
PG2h>11.1mmol/1) AR BB LK, MEETL4F, BHELEn
B RMXNE HbA I A, ARBEEEITRAMRBERS 4,
MAERRARETEBIARAERENBER HoA T AH.

(=) X HbAc ¥] AR iE

MNEGESANAHEREZHUNER Y ZREHTHEY, & 1-3
MAWME—REFKILEOLRE, WELBERBE AR, WA RBERE
RWEBLLET, MRRBRERFE S EEE 2000F 3 B. 430
M#E. HbA;c S HiicHE, BEXBRBRENRUBRBTELRFABHMAT
BRARECE M HAc AHRTAE,
=, ehiRs.

CBRBLMIRAE.

1. FREBRFER (ALK, 28, 2R, hERB) $HM
BEETHAEM—TREE: | FENEORXHEEKE> 11.1mmol/l
(200mg/dl); 2. % f§ il 3% ] % §% (FPG) K F27.0mmol/I(126mg/dl); 3. OGTT
R%EF 2hPG K F>11.1mmol/1(200mg/dl).

2. RREERBER: BROBEMNELEXIULFEZ—%.

ZRMBEH T ZH (Impaired fasting glycaemia, IFG) 2 Mi#5 % .

6.1<FPG<7.0mmol/1 H PG2h<7.8mmol/l.

BB R % (Impaired glucose tolerance, IGT) & W45 % :

FPG<6.1mmol/l B 7.8<PG2h<11.1mmol/l.

REMOERTZH (IFG). BWERE (IGT) 4K AB AN 2
# (Impaired glucose regulation,IGR).

. 4it%5H .

MAEESHAMTERER t BRE, HHEHNRNUBRRB Y
RK. FERENA SPSSI12.0 Kt KA # T AN, RBIFHE 0=0.05P<
0,05 F4 it ¥&EX.

20



g R

—. BETEILIROCHEMZAE —HKHER

2008 £ 3 B-2010 6 1 AR, A ANESRE KK L, #HTT
OGTT RAE 5 HbA\c KM ETHH LM ABERKFOI K BE 267 i, #
7T OGTTRE 5 HbAcRMBREHTHIE 110 1, 3£ 377 #, &
BAZRAERHATEUZAE THIFTEHELIHE HoA c LK B IRA
R, BE—RERFELTE L

K1 RRAE-HEAR

ZRE 5 &
B (A 377 171 206
g (%) 58.26+0.69 56.75£1.03 59.46+0.92
FBG (mmol/1)  7.03£0.05 7.04+0.08 7.02+0.06
PG2h (mmol/1) 11.70£0.18 11.54£0.27 11.82+0.23
HbAc (%) 6.38£0.03 6.33£0.05 6.41+0.04

—. ROCHIZ&mar
1.00 HbA;c A RLZF &, 1 $(FBG>7.0mmol/l 8 PG2h>11.1mmol/1)
AR HEZE, X ERITTHAZAEEROCHE ST, BHEERLE 1.
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ROC Curve

1.0

0.8 \

o
*
i

Sensitivity

o
>
i

0.2+

00 T T T T
00 02 04 06 08 10

1 - Specificity
Diagonal segments are produced by ties.

1377 1 %K & T4 %5 1E dh 2%

HE AR
. HbA ;IR (%) BEE 1-8BRE REHEHE (YD
5.9500 .829 494 335
6.0500 .805 448 357
6.1500 756 .360 396
6.2500 678 273 405
6.3500 561 174 387
6.4500 478 122 356
6.5500 .395 . .093 .302
6.6500 351 .070 281
6.7500 312 047 265
6.8500 .268 .035 233
6.9500 244 035 .209

K% % (Youden’s index,YI) =R B E (Sensitivity,Se) +i§ 7 &
(Specificity,Sp) -1, HE#BK, CHARMELHBT. A ELARZ R
HETHEFMTEHSE (ROC #E) AT AEY, LTHHEAKRELR (YI
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HEK) B AXNE HbA c BN 6.3%.

=, BFRIE HhA T RRZRE—KBEAR

2008 £ 3 B-2010 &£ 1 A#iME, WEBRRREMZHEIT T OGTT &
®BE HbA cKRI, BHLHABERAYZRARESEITHZRE 279 6,
GEAZRERHNATRIEHMNR ROC MEFHEME THRK 2K
B HbA I AR T &, H—REARLR 2.

&2 RiF HhAcNERZRAE—BER

i & 8 X
E SO 279 132 147
E£8 (%) 59.52+0.73 59.27+1.14 59.74+0.93
FBG (mmol/l) 6.40+0.03 6.40+0.03 6.41£0.03
PG2h (mmol/l) 9.05+0.11 9.02+0.20 9.02+0.18
HbA;c (%) 6.08+0.03 6.06+0.04 6.02+0.04

M. % HbAc 6.3% % i 5 IR 7% 1 W £

LA HbAc6.3% A R &, 1§ 279 BiRE 17 & K HbA c KFH WA,
Bl HbA;c>6.3%ZA 5 HbA1c<6.3%A, XTI MATHEY, F LA 5 A5 4 7
ERAERBREBAYL, LEFABRBERERBUINE, 5RE
= BRFEBRELE HbAC63%EHEBH T HbA c<6.3%4A, BN
BFEAHR (K3, K4,

3 TABUNDIEAAREREREUR

44 HbAc (%) B A BEER® BERABRE BREHR

¥ (ANED (%) x? P
>6.3 86 64 74.42% 45.237  0.000
<6.3 193 60 31.09%

F: POOSERFLUFEX
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R4 RNREEADDE AR BE R A B

HbAic (%) 4 A% FHRE v EtE (B) BV

t P
>6.3 86 4.69+0.39 -0.249 0.803
<6.3 193 4.79+0.23

F: POOSERFLRAUAFREN

Fi. HbAc 5 FBG 2 Wi RA G T LB

4+ % BL HbAc>6.3%. FBG>7.0mmol/l 1E % ¥ R 7% L Wi 45 ¥, 7E 279
GIRET &S, MEEHH HA K FTLHBERKRHNE 30.82%, 1 E
BEViJE FBG KFAIZ2WiERAMNA 15.77%, —HEHREREE (KL
%5

KSHbAcEFBGEMBERFHERELR

i W b BRELE
HbA c>6.3% FBG>7.0mmol/] x? P
BEA%K 279 279
BREANY 86 44
BWRE (%) 30.82% 15.77% 22.849 0.000

H: P<OOSERFLUHFEN

- HbA;c 5 PG2h i RE R h L&

4+ F LA HbAc>6.3%- PG2h>11.1mmol/l 1€ X 8§ R % 2 Wi b5 4, 7 279
BIBE T &P RIXKPE AT OGTT MWl 148 B, #i% 148 HlEH,
FERE VIR HbA c K PRI 2K R AN E 31.08%, MR\ IS PG2h K
FALWBEREN N 40.54%, —EHREREE (LK 6).
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#® 6HbA,c 5 PG2h B iR ARE ML

& W by HE BRELB
HbA c>6.3% PG2h>11.1mmol/I x? P
BAE 148 148
BERAAY 46 60
BRE (%) 31.08% 40.54% 16.861  0.000

H: P<OO0SERBFLRIUTERX

4. HbA;c B4 FBG (FBG+HbA;c)» OGTT (FBG+PG2h) ¥ Wi# R
7B ‘

4+ % LL HbA c B¢ 4 FBG (HbAc>6.3%5 /M FBG>7.0mmol/1) OGTT
(FBG>7.0mmol/l Z/f PG2h>11.1mmol/1) N RF LW indE, £ L
R 148 GIBE T E o, MIEBE VT T HbA,c 5 5 FBG /K F W 2 I B8 R 7%
BA 38.51%, TR EBE 5 /& FBG 5 PG2h /K 1] 12 Wi 5% JR % 1 4 46.62%,
—EHUBREREE (AR D.

# 7THbA,c KA FBG 5 OGTTE iR RIE ML

2 W bR BRELR
HbAc26.3%8/f1  FBG>7.0mmol/l ZX/Hl x? P
FBG2>7.0mmol/l PG2h>11.1mmcl/l
BAK 148 148
BRAAM 57 69
BRE (%) 38.51% 46.62% 43.266  0.000

¥: P<OO0SERFHUEENX

N REAERHAAH ROC I HE L

RIEER, BI37THRREFAT0FHN<T0SHA, EERAAN
B HbA;c WiRRZE, LHE (FBG>7.0mmol/l B PG2h>11.1mmol/1)
HEETE, S54EROCHESITLE 2, B 3.
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ROC Curve

0.6

Sensitivity
o
i

o
'S
1

0.2+

00

00 02 04 06 08 10
1 - Specificity

Diagonal segments are produced by ties.

2270 ¥ %A #&E ) ROC £

£k 4 47
HbA TR (%) BEE 1-HRE REHEHE (YD

5.9500 826 710 116

6.0500 797 645 152
6.1500 797 581 216
6.2500 768 452 316
6.3500 667 290 377
6.4500 536 161 375
6.5500 435 097 338
6.6500 391 097 294
6.7500 333 097 236
6.8500 304 097 207
6.9500 246 097 149

HER>TOZZAENH ROCHMZ ST MER, MT XhERLLA
(YIEB X)) B AR N HbA c VT AE N 6.4%.
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Sensitivity

o
>
1

1.0

ROC Curve

o
-3
1

0.2

0.0

0.0

U U T T
0.2 04 08 08 10

1 - Specificity

Diagonal segments are produced by ties.

B3 <70 % %iXEM ROC #i &

HbA 15 (%)

5.9500
6.0500
6.1500
6.2500
6.3500
6.4500
6.5500
6.6500
6.7500
6.8500
6.9500

4% 4 45
REE I-HAE REEH (YD
831 447 384
.809 404 405
735 312 423
632 234 398
507 149 358
449 113 336
375 092 283
331 . 064 267
301 035 266
250 021 229
243 021 222

HER<70 ¥ZiXEK ROC &AM MEE, M FiZMERAL
BO(YIHBX) WA NH HbA ) AEH 6.2%.
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fe XF HbA (YIRS E R E

WK 279 BIBE T B RIBER S HR>70 L <70 S WA, FHUKE
BAANBFHA R EBABE HA I EEIRRREH T A, -
ZUHBERRERERN . ERURSH R 2705 HF, LLHbA ¢ 6.3%
EABERREEHY R, BIRFISH RN 49.25%, Bl HbA c 6.4%1F K 1 K
RIEWE A, BRFZHEN 41.79%, —&HLE, EREE; £<70
SHF, ULHbAc63%ENBRB LM, BERBLHER 25.00%,
Pl HbA1c 6.2%fE AR B IZW VI R, BWRFECHE N 32.08%, ZH LK
EREE.

£8 ARERAFEY) S HoA,c L BERFRER LK
ERMHA  HbA BAY BRE 124 S LW ELE

R (AED (%)
(%) x? P
>70 % 6.3 67 33 49.25% 49.560  0.000
6.4 67 28 41.79%
<70 % 6.3 212 53 125.00% 149.647  0.000
6.2 212 68 32.08%

#: P<OOSERFLIUEEX

+. FRHSEE HbAc 5 FBG 2 iR W L&

270 FHIBEE S, 451U HbAc>6.4%. FBG>7.0mmol/1 fE X% #
RFE W AR A, RIBBET AT HbAc KPR AME 41.79%, M
M E FBG LW RRHE N 25.37%, —HEHWBFEHERITEE
R, EEP<T0 FHEHEF, 45U HbAc>6.2%. FBG27.0mmol/l 1k
HERFB LA, BIEBE A HbA c K F a2 W KA E 32.08%,
TIHREBEHE FBG LW RBHA RI4% _EHREFEARSR ¥
ER (LE 9.
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%90 ERNPEF HbAc 5 FBCG WK KR L

FEaa
>70 % <70 %
Wi HbAC FBG HbA ¢ FBG
>6.4% >7.0mmol/l  >6.2% >7.0mmol/l
BAK 67 67 212 212
BR®EAK 28 17 68 27
BRE (%) 41.79%  25.37% 32.08%  12.74%

BREWRHE X*=20.200, P=0.000

X2=7.829, P=0.000

H: P<OOSERBLZUHEFRENXN

+—. EBRPEE HbA c 5 PG2h Z W R WA T LB
FERKBE B AT OGTT BMFE 148 f, 7£>70 H&F, 4 5L
HbAc>6.4% PG2h>11.1mmol/1 £E 4 58 JR % 12 B 47 #E, 4R 3B BE 5 AU HbA ¢
KETLHBERFENA 42.11%, TREME I E PG2h K F & £ Wi 8 K&
MHh 50.00%, —EXEIT¥ER: £<705EFF, 77 Ll HbA|c26.2%-
PG2h>11.1mmol/l fE A ERB Wi br v, MBI AT HbA \c KFE T2 K
BRFRNE 31.82%, MR TG PGh K ERT 2 Wi RAM N 37.27%,
—EUBRKAEBELHEER (LK 10).

10 EBRPEFEHA 5 PCh2 W ERFBERLE

FRSA
>70 % <70 %
124k 83 HbAc PG2h HbA:c PG2h
>6.4% >11.1mmol/] >6.2% >11.1mmol/l
BAK 38 38 110 110
BRR
16 19 35 41

AH
BRE (%) 42.11 50.00 31.82 37.27
BRE ) s

X?=0.432, P=0.743 X?=14.372, P=0.377
2 514

F: P<OOSERALUHEREN -



+=. EFBRSEE HbA;c 5 OGTT (FBG+PG2h) £ Wik R W b L&

Eid 148 GIRRAE, #£270 &P, 5L HbA26.4%. OGTT
(FBG>7.0mmol/l B/f PG2h>11.1mmol/1) YN FERME S HIbruE, RIE
B U 87 HbAc /K F Al 2 Wi B R R I H 42.11%, T iR % BE 77 5 FBG 5 PG2h
KETLHBERFHA 57.89%, ZEXERZH¥ER: E<T0IHEP, 7
B LA HbA1c>6.2%+ OGTT (FBG27.0mmol/l 8/f PG2h>11.1mmol/1) fE
HERF WA, BEBHWT HA cKFETLHERRBNE 31.82%,
MREBEVI /G FBG 5 PG2h KPR 2 iR BRI H 42.73%, —EHHE
ZHFEER (LF 1),

F11 EBRPBEFEHbAc 5 OGTT L ERFEA LR

FRI4A
>70 ¥ <70 %

L W A5 HbA c26.4% i 5§ HbAc>6.2% 1 %%
BAYK 38 38 110 110
BRAANK 16 22 35 47
ERE (%) 42.11% 57.89%  31.82% 42.73%
BHREEE X'=3.317, P=0.100 X?=17.280, P=0.000

v: Mm%: FBG>7.0mmol/l &/f PG2h>11.1mmol/l

P<OO0S ERFLITHEX

+=. %84 E)5 HbA;c B4 FBG(FBG+HbAc)» OGTT(FBG+PG2h)
LW R R B

bk 148 I ZRE, £270 FEHEF, 5 HLL HbAc & FBG
( HbAc>6.4% 8/ FBG>7.0mmol/1)+ OGTT (FBG>7.0mmol/l B /#0
PG2h>11.1mmol/l) A ¥ERR L WiAnHE, R IET HbAc 5REVIR
FBGKFT LW B RFEME 47.37%, TR FEH /G FBG 5 PG2h KF 7T
BEBERFNN 57.80%, —EXLAHEFER; £<70 F&FH, 2ullU
HbAc Bt 4 FBG ( HbAc26.2% B / M1 FBG>7.0mmol/l ) + OGTT
(FBG>7.0mmol/l B(/F PG2h>11.1mmol/1) fE 4% RF LS WizHE, RiE
B 5 81 HbA,c SR /5 FBG K F T2 Wi RAEME 37.27%, TR
W5 FBG 5 PG2h K F AT £ Wi ERAR M H 42.73%, ZE X AN EER(L
£ 12),
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%12 ERDERE HLA,cBA FBG 5 OGTT Wi R B IER L&
EWHE
>70 ¥ <70 %

121 Rk HbA;6.4% FBG>7.0mmoli  HbA62%  FBG>7.0mmoll

B /F s/ & /5
FBG>70mmoll  PG2211.lmmoll  FBG>70mmoll  PG2>11.1mmol
BAY 38 38 110 110
BRAEAR 18 22 41 47
BRE (%) 41.37%  57.89% 37.27% 42.73%
BREHE  X’=5.546, P=0.388 X’=28.880, P=0.327

F: P<OOSERBLITEEN
it it

(=) BUAOAEAEBRRECH FHHEXT R '
MEEAERFBELHGECHFETENRE, BRELBRRBEH
FARH: FPG>7.0mmol/l HER—HRBEHM LW 45, OGTTRRREX
#etl, RBA FPG & PG2h BHIBRFERB AL 1 HbAc K
BOE 2-3 ANAFPHOBKF, BEHTF, FZZH. 4. NEEAS
HEEW, FEERUSEREHT T HFRENL, W HbAc BRIEENFER
REWER, BEERTRERBNBEN 2E . 2 RET L H ROC H
%, BEAUERKRLHN HA Y HEEN 63%, SLLRAME!:
ATRERBLEH HbAc I REN 6.2%EE—H. M 2009 F £ EHER
% 2% 2 ( American diabetes association,ADA) & i B LU B IR 7% i2 1 19
HbAc I AN 6.5%0) . ZRRLREZHFEER, AN TRERLT:
1. ADA #& HbA|c6.5%F ABRKMZWHTI R, BMIE HbA c 5RRR
BROMODEFRE (BRAAMBERE) XRAAEKN, 0. 40
UEA>6.5%MAE, EERFAMNBREEREREHILAEH<6.5%
MABBEZHM®], TAHRARRE HAc SOBEXRBHEHERK
M HbAc ) A, AR -ZETREAER. 2. AFARAERS: FEHALDL
A EA>6.2%K, OMEKMK (Cardiovascular disease,CVD) R #
EoOBmM 2, MOLERRIXRSH 2EBERFEERTHEER
FHE, ¥k HoAc BHTIREN 6.5%RAREEE B RBERK A M
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BRZER, UABRRALERZABERER, BH HbAc L
MATRAZE 6 2%EA, MEX—VIRBEEHRLERMIE. 3.4 HbA
LHIEEN 65%EMBRNEREZENERYE, TREZXRIE
FRE. HSEAZHEHE. 4. HAc6.5%ENBRBM LI AR
BEHHERAN. Pima HERZARZEABRHABENG, 5XHRAA
EREAR, TEHMLLBAREEMEKERND, A FAFREZR
EHERER, EHERECRECHBERRN HA VI REFH— ST X
EXR.

(Z) XTHoAcEHMARSERE

BREMA NN, OFEHRRENXELAZEREW, AREWNEZE
ERFRCHGHEEEEATERE), BEZEAN, —FHE, HEED
MK, BSESUWRNIBER, SHEDHETE, WREERD, WEE
BEBEMESBEEANMBERE!); 5—FE, ZEAEIRED
ETH, BERERMES, TRAMBENREHITE, GUKZFALEER
B, M HbA cERERESME T EERRE R EERE L,
B'E/NERUET E T Bt & F HbAc M HEM M D2, $E4E A HbA 1
R4 4 o

EAHFREIN>T0F <70 ZHRAE S HESL ROC #ik, T H:
X105 M, M BAE L AYIERKOK AN N HbA V) SE X 6.4%,
E<10 54, g BAELA (YIEREKX) HANNE HbA c VI REH
6.2%. ERLEETHERAED, 270 5 AH, W45 L HbAc6.3%. 6.4%
HEWRR, —ECWBRBENFELEHEER: <T0FAH, Wi
BIEA HbAjc 6.3% 6 2%ERBERF LW A A, —HLHBERKEHIFAE
EAUH2ER. XREERE HbAc BV ANRIBEEREERET S
BEXE.

WA ERARFE HbA I AIEABRBLEH R A, LR HbA c 5L
PHBERFEES, BRERA: FRAEET, HbAlc BWRERREE Y
tt FBG3&; M HbA,c 5 PG2h B iR RN ESTENEHEEHRAER
o, 8. 226 HbA c S HiBE R E PG2h B HTBE NS, W HbA ¢
B4 FBG HiZWi Rk h B OGTT 2 Wisk /155: #E 5 HbA,c 5 PG2h &
WrEE AR, 7E>70 % AB, HbAc Wik T 5 OGTT 2 Wife hy A i
£, ME<TON AE, HbA c S Wi i HH B OGTT L Wi RE /155, W HbAc
B& FBGHEZKEE NS OGTT 2 WL 1A . XK HbAc 2Kk S
EXERRAEWHENE, THTARHE PG2h, X T270 5 ABTHTF
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%R OGTT, W F<70% A&, ks FRG K& N H F &K OGTT, 1§
ERRMERFE. B4, KAKMBIEEAAERE: EEFRFL
FRBROEELSHMBEFORTRD Y, wNEH B LR, ZEE
RAEERERFBNEZAR; N HbA cES LXK, ZEANERKER
BREBAKE, Bk, RITAAIYEHTERFLH K HoA I RNRESE
RARETHEEE.
TERBRFEELEAREAE, REEOEN 4-1015. HEAMH
EMREIREREMAMN, BIMRARXER: EEAN 2hPGC KFE5ER
EREAAED, ERE K 2P6 KFHB. STERGTEZERRRES
H2H, RAANBESESUNE—HARNB S SEESE, AR
BEHLE, MEARZHEOERE), AHREH: EZEBIHEF,
AH L HbAc» FBGHENBERR LW RE, HEREELCHBERFED
MERRE, M5 L HbAc. PG2hENBER B L WindE, —H L KER
REEHHRA, MAE<TON ABE, B4 HbA L WBE LB OGTT 2 Wi fe h
%, KA FBG ER Wi A5 OGTT 2 isk h AR, ME>70 ¥ AB,
¥4 HbAc LW 88 BT 5 OGTT B Wik 48k, ME 4 FBG J5 L I At
hEE—PRE, SHE—PHAZFRERRAURELERENE. £
FhHBEEERAENX ARSI EZERRBRELVEHENNE
R EREL, NTIEAMNAZEHLHBEETFRANS, KX®M
ﬁﬁr#ﬁﬁmhrﬁo%ﬁWOMTﬁ%%Eﬁ&&Emm%%,ﬁ
%3, T HhAcHERBFHOBEKE, NFHA— Kk, BEFRBEH,
REREZEANT (270 %), #% HbA,c T # A OGTT (FBG+PG2h)
ATFRERKRLE, ERHERNANEZERERRRLKD.
(Z) HbA c 5BERBH RIEMXR
BEI0RFEEAZHAERSH: HbAc K FES58BRK # REH XU,
MEN: ORXRFHEEEEIEBEEUSHEAMLEARERNER
HbAic, F Hb k= TEAEMEBE"), NTIHELHARIEER N, B
BeATHR, CTUFIHAR2, 3-CHBHHKEEERE, LAEAMN
EMEEERE, NTTSRALHE, MELSTHBORG, dH &~
ERFE®, AHREBETLE ROC MLBE 5 E 5 R % 0828
FRYEAE X LB HbA c ID B E N 6.3%, 5XHRIRES: HbA,c5 DR Z
XM AMEN 6.2%-6.3%FEA—B. HAT ML U HE KR Ir i3t
EREARVMNERZTNEBREREREDORBENS, LBBHH
T8 FBG 21 A EHA A 7.0mmol/l, BIfEMM, MAEBRELERK S

33



EREL, Bk, RMNARGRMANHETLHKN FBCGERENITE,
MERARAE - IMEHNCH T ERRABLEREOEE . mMBRINT
UEZMBEEAERRALEER, BARKBRTFHOEKE, AHR
e, SRERRAREXREFEMMOELL DR S N 056 F iF
M WERRC . AHANRE HACEOBEXRBALLHERHMW
R, REFRENXAKTE S RIE.
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1. HbA\cTHTFRRKB K, ZMWMUIA>70 % 6.4%, <70 % 6.2%
2. HbActh FBG 2 Wi ¥E RS 88 158, #>70 % A B, HbAc AT EH R
OGTT B THRBHIZHW: F£<70 % A B, HbAc il M PG2h,
3. REEREEX H AT EEFRFERBORAM S5 2.
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B, REBHRNISTEAFERE, ZFREXLVELFROE
LEZ, EEBLATHERAZNXTRBZT . B3I ™ % 05 51X,
—4 K, KBERENINFSERR-EZINER

REBBREERRKZFHWE-ZRAMKNEAET AR, Rz
RIEMEIFHNBLEINAKEY.

FHABREREAETFETRIFNFEINRARERN ZZHREN
& 1.

BREHENBRHE - EXFRELVHRA!
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