5 34 4557 10 1] [N PNE == - QEFS R TY)
2014 4F 10 A ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 1363

R MAERHE 2 BREKRFIZE S e P RIIERE X

Fom L FZE s KA E O RLK B w1

(" B EROSA R — MR EEBEN M RE VIR FAt 21002952 VIFRE SR BB ] OBV EARE QY BT 195 Reat 210008)

[ E] BRI LIE H (HbAle) Bl 7E 2 BURER M (T2DM) P i A i B . 739K : 2013 ARTEVL R T 1 IX.
BEMLIZESE 40 & B DL AR iz R s AE 6 4~ A LI B RAEN A X4, 4L 1089 6, SRAIG— RIS IR A Rk A 4
BN TR AR A % 205 PR IR A A BE B BB s X JR A X6 SR b A T B AT b, NS 355 - B e AR PRI ML SR A T
FIREXTRRIR R AR 82.5 ¢ WATHG 2 h # K0 CAOBE IR S 3 AR ) o A RS BR 45 bR H B | 1% |
AT B E HbAle BHMLAEAS, S8 88 o M (FPG )2 W T2DM Utk 73.89% , 1125 26.11%; HbA 1c 2
T2DM HUk: 73.22% , IRIZ 2 26.78% ; FPG 5 HbAlc BEG AR IL[FIZWT T2DM, MU M 89.59% , 1R12 3K 10.41% ,FPG 5
HbAlc MFHZWIZE RN ZERTRITFE L (P =0.830), WFZWimkmy&aEasil#=8 X, WEE—8& (k=0374,P<
0.01), RHFESBEIIEAL B8 ZHHHE 50 (HOMA-IR),HbAlc = 6.5%3Z X% B HOMA-IR ¥ Rk T2 ik (HOWA-IR =
2.68) H HbAlc /K5 HOMA-IR K/NEIEM(r = 0.375) , 518 : FPG B HbAle AT KRR RN T2DM 20 (1 HEff 4k , 8
AT ADFAf 8 5 2B 0RO B TR RICR

[EEER]  MERRS s WAL 2T 3R 1 O 5 RS T

[HESZES] R587.1 [XHFRERD] A [XEHE] 1007-4368(2014)10-1363-04
doi;10.7655/NYDXBNS20141017

The application value of glycated hemoglobin (HbA1c) for type 2 diabetes in diagnosis and
prevention

Huang Qiong', Liu Menglan', Li Lu', Zhang Rihua', Tao Ran?, Wu Ming’, Liu Yun'*

("Department of Gerontology, the First Affiliated Hospital of NJMU, Nanjing 210029; *Department of Chronic
Non-communicable Disease, Jiangsu Province Center for Disease Prevention and Control, Nanjing 210008, China)

[Abstract] Objective:To explore the application value of glycated hemoglobin (HbAlc) in type 2 diabetes early screening.
Methods: A total of 1 089 inhabitants for 40 years old and above were from Huaian area of Jiangsu province. A questionnaire survey
was established to collect demographic characteristics, dietary habits, the prevalence of diabetes awareness, and illness history. The
measurement of body included: height, weight, waist circumference and blood pressure. Collection of morning urine, fasting venous
blood and venous blood was obtained 2 hours after oral glucose powder 82.5 g(except who has a history of diabetes). Detection
indexes included routine urine, blood sugar, biochemical full, insulin and glycosylated hemoglobin and glycosylated albumin.
Results: FPG diagnosed T2DM sensitivity was 73.89%, while the misdiagnosis rate was 26.11%; HbAlc diagnosed T2DM sensitivity
73.22% , while the misdiagnosis rate was 26.78% ; according to FPG joint HbAlc to diagnosis T2DM, the sensitivity was 89.59%,
while the misdiagnosis rate was 10.41%. The diagnosis difference of FPG and HbAlc had no statistical significance (P=0.830). The
diagnosis alignment was statistically significant, inosculation general (£ =0.374, P, < 0.01). Using HOMA-IR to assess insulin
resistance (HOMA-IR), the result of HbAlc=6.5% subjects were greater than the HOMA - IR diagnostic criteria(HOWA-IR =2.68)
and HbAlc level was positive correlated with HOWA-IR (r = 0.375). Conclusion; FPG joint HbAlc not only greatly improves the
diagnostic accuracy of T2DM, also evaluates insulin resistance and the therapeutic effect of diabetes.
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