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Wi &G 30.60 J 120 min (fif o SR FIBTE NS b it 26 T AR . M TARRAE it 26 50 T T4 BMI /K
SRR R O A T AN . BER D2 BUBE IR — O JE B IR T R SO IR SR 2 43 51 30. 07% il
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Evaluation on the diagnostic value of body mass index in predicting diabetes in the first-degree relatives of type 2
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Abstract : Objective  Obesity is closely related to the occurrence and development of type 2 diabetes mellitus. Body mass
index ( BMI) is a worldly recognized classification method for assessing the degree of obesity. To investigate the relation-
ship between body mass index( BMI) and hyperglycemia and evaluate the diagnostic value of BMI in predicting diabetes
in the first-degree relatives of type 2 diabetic patients. Methods We conducted a prospective cohort study in a sample of
296 first-degree relatives without glucose intolerance history. All adults were examined on height, weight, calculated BMI
and underwent an oral glucose test( OGTT). Their level of fasting blood glucose,30-minute postprandial plasma glucose,
60-minute postprandial plasma glucose,120-minute postprandial plasma glucose were determined by the glucose oxidase-
peroxidase method. The area under the blood glucose curve( AUCg) was calculated by the trapezoidal rule. Evaluation of
the value of BMI levels in diabetes screening by receiver operating characteristic curve analysis( ROC). Results (DThe
prevalence rates of impaired glucose regulation and diabetes were 30.07% and 19.93% in the first-degree relatives of
type 2 diabetic patients respectively. From normal glucose tolerance condition through impaired glucose regulation to dia-
betic, the BMI progressively increased (P <0.001). @Area under the curve sugar of OGTT( AUCg) as dependent varia-
ble,age and BMI as the independent variable in normal glucose tolerance group,linear stepwise regression analysis showed
that age and BMI were the independent factors (P =0.015). @ The optimal cutoff value of sensitivity and specificity of
BMI were 24.95 kg/m*,67.3% and 62.2% by receiver operating characteristic(ROC) curve. Conclusion BMI is a
strong predictor for hyperglycemia in the first-degree relatives of type 2 diabetic patients. It is therefore suggested that
BMI=24.95 kg/m’ be recommended as diagnostic cut-off points in the first-degree relatives of type 2 diabetic patients.
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L1 le RS BL2003 4F 1—6 A fEdbat Ko i
BEBEfEBE L KT T2 HI2 11 296 22 MR IR I 2 Ak K
T — PRI AT TINS5, 41 (46.7 £7.3) % H )
PE85 4, bk 211 240 Wi IR .2 I LA 52 453 A it
HIRRAYIZ WK IR 1999 4F WHO B ifi, 2 BUBE IR i
B — R IE SR BOUR IR R A0 1 A 2
TIBEIRIG o BT A 52l RAPTTE RN, I 58 T A
IR AT o ASIFTERRATAL mUR S 1 4 = B A8 2L £ 2% A

SHIVEAT
1.2 BFR %
12,1 e wpl g i ke P WS 0  R e N

SRFH 12 58 BOR A [ 45, JRATARIE 75 ¢ 1 R 7 %
i EE S 56 (oral glucose tolerance test, OGTT) , i f 5% i
H RS ET 3 d U HARIERR K AL & 3 A =
200 g/d DA b, 45 FH A FE 00 B3 1 24 25 52 Wi Je B 2R 0
2. IREHT 1 d MR R IR IR, A5 10 h D)
PR TWH R 8 W2 A il I 5 25 I ( fasting
blood glucose, FBG) , ¥f 50% 1) % %5 ¥ 150 ml i Bt &
200 ml, Tl 5 57 B E AR, 5 min N5E, B W5 — H
HIAHEITLG 1T, 30,60 120 min -4l Ik it I
JE ILE (PBG30, PBG60 , PBG120) it A A~ 44 1l 4
Beckman Coulter 5810 4= H 34104, 3% A # A bi A 4k
BEREEATASIN . o £ R T AR (area under the curve
of blood glucose, AUCg) {158 R FHERTE AL .

1.2.2 WgAsbs MR SRR R i Fs it
(mm Hg) , A7 & 3 YRIUSE JE (systolic blood pres-
sure , SBP) Fl14F 7K [ ( diastolic blood pressure, DBP)

{Ho MEHETA L AN E ZI# 15 (m) AT (kg) ,
PR E(BMI) =k (kg)/ B (m)?,

1.3 stk (i SPSS 16. 0 GEit #4414
PTG i . S R AT G RS A R T TR
Phx x5 R, AR IR0 19728 18R SR B 46
ESA A EHATG 0. LAY FEACR S &R
220007, ZEH L BT Pearson Chi-Square #5565, $U{E 742
A A JE R B Pearson M 5C R R, H#EEWCE T
VERFAE 28 2 BT PEA BMI 7K F-7E DM (IGR §ifi £ 1) 41
{Eo LA AUCg 1E 2y i A 4 B 1) S BT 48 A, LA i 54K
Youden ¥R RAA 1Y 5 28 . BMI S A i £ V) AU {EL
(Youden $5%J = UK + 4551 - 1), P<0.05 2}
ZRAGIEE S

2 7% R

2.1 2 ABmEA—BFFHGEFZTKRS I 1999
4E WHO BRIRIZ WibnifE &% OGTT 4558 ,296 {4 2 AUk
PRI — 9% 2% J& b Wi T & DE W (NGT) & 148
(50.00% ) , #3555 % (impaired glucose regulation
IGR) # 89 i (30.07% ) , b JRH5 59 $11(19.93% ) . Hi
VA5 58 vp 2s 18 U0 HE 5% it (impaired fasting glucose ,
IFG)29 f1(9.80% ) , Hifi & sk ( impaired glucose tol-
erance, IGT) 32 #i] (10. 81% ), IFG & 3 IGT 28
(9.46% ) AT 5t 1E 5 2H BRI S 2H RORE PR 2H
I RAFIE DL 1, 3 AR AR 22 oo ge it 8 3o M
PRI S 4 RO R 4 BMIT I 8 1o T i b 1E 3 41
(P <0.001) , EERMEPRITZH BMI g 0 I8 5 506 240
HERIGIFEL(P=0.315),

R U3 A2 BIEIRI—FORIR I RFFAE LR

w3 i B/ A FBG PBG30 PBG60 PBG120 BMI SBP DBP
() (%) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (kg/m?) (mm Hg) (mm Hg)
NGT 148 30/92  46.3+7.6 5.1+0.5 8.8+1.8 7.7+2.3 5.8+1.3 24.2£2.9  121.1%17.7  76.7+10.6
IGR 89 34/81  46.2:7.1 6.0£0.6 10.6+1.7* 10.4 £2.6° 8.4+1.4°  26.8+3.5" 124.1+18.1 78.5+10.4
DM 59 21/38  48.5+6.6 8.2£2.7% 14.7 £3.8% 17.0 £4.6 14.5+5.5%  27.7+3.7*  130.5+25.1° 81.1=x11.9°
F AR 1.249 2.20 123.87 134.18 205.07 219.33 33.47 4.98 3.59
P 0.29 0.11 <0.01 <0.01 <0.01 <0.01 <0.01 0.01 0.03

HSIERWAE,*P <0.01,°P <0.05; 5 IGR 41 4%,"P <0.01,* 5 x* {, 1 mm Hg=0.133 kPa,

2.2 BMI 5 F# FBG #= PBG A8 X M 4547 IS AN
BMI .25 1EAH G, A6 R B 0. 183 (P =0.002)
BMI 1 FBG 3 1F #H ¢, #HE Rl 0. 231 (P <
0.001), BMI 1 PBG30 & % IF Ml %, Mk RB A
0.347(P <0.001), BMI il PBG60 {2 1T #H, #156
Z¥H 0.36(P <0.001), BMI f1 PBG120 i 2 1F 4
% M= ZA KR 0.266( P <0.001)

2.3 a2 5 WA oA TENET EIEE 4L
AUCg JJ R A8 8, MAE IS (BMI Jy { AR i i T 2t 5 25
L 2 B, 25 5 WL 3% 2. BMI J5] 5 3 Bbe o 22
0.202,P=0.015,

2.4 EEEG AP LN RSN ILE )
OGTT I B 2R T AR =43 (2 50K OGTT 1E % 41
RENE 303 A (A B .C ), &AM LR IER 3,
CZiBMI BE 5T A4 (P=0.041),5 B HMHILES
TGt E X (P=0.875) ,B 45 A HEFBILLHIT
23 Y (P =0.059),

2.5 BMI a4 a2 7% a0 R ROC 4k
S MORET £t 1 B FURE R Y R, BMI i £ IGR (1)
AUC 247 0.686(95% CI:0.618 ~0.754) ,P <0.001,3#
I Youden $5%k, BMI §iii ¢ IGR ) fe fE V) s (H
24.95 kg/m*, PLHF T R ) RAKE K 67.3% 5
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ABFFEAETCIR RAEAR 1 2 AR PRI — 5 I v ik

A [ 4B 4% 1T OGTT §fi £, ¥ 4 19. 93% [ 1% b 95 1 30. 07% 11y
o MARNRE  EE  RHRNREZE P IGR, B 5 25 T 38 A B, 5 HABBE T AL, e 0
it 46.734 8.658 RIS Y — 28 55 o AT 1A% T e L PR 1Y) 55 16
BMI 0.777 0.315 0.202 0.015 A= ARSI P A
. oo e o1 0007 NHE T B R I A5 DR i A
F3 3 LI BET A E0G PRARAE (9 LA
151 % B/ AR FBG PBG30 PBG60 PBG120 BMI SBP DBP
. () (%) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (kg/m?) (mm Hg) (mm Hg)
A 49 8/41 45.8 £8.2 4.8 0.5 7.2+1.2 5.5+0.9 5.0+£1.0 23.4 2.7 116.3 £15.8 74.7 £11.0
B 4 49 11738 45.4+6.0 5.1 +0.5*" 8.7+1.1* 7.3+1.0" 6.0+1.2° 24.5+2.8 122.8 +17.1  77.4 £10.4"
C4 50 11739 47.8+8.5 5.2+0.5° 10.5+1.2*% 10.1+1.7* 6.3+£1.2% 24.6 +2.8¢ 123.9 £19.5¢ 77.8 £10.2*
F {8 x* 14 2.24¢ 1.33 8.10 100.42 162.00 16.94 2.61 2.70 1.23
P 0.11 0.27 <0.01 <0.01 <0.01 <0.01 0.08 0.07 0.30
W5 A, P <0.01,°P <0.05; 5 B 41 4%, P <0.01;* Jy 2 fii.
10 Hr g —I a2, AT R B R BMI 5 2 b
oo Tiff o S e A V) s (B 24. 95 kg/m? 5 55 [ 35 B M
P, BT EE . A2 2R R R EA ik T
2 0] KIBERTIEMEDT IR F R ES R . BMI Sz e 2 e fA
R ol AR SR R 8, LI k3558 0 3 0 06, WA g e I O gt
A TP P 105 16 AR 1 T B ARAE I R HE )
021 {F BMI TG 3 52 0 5 760 I e e B s 1 i1 sk
0o I T X F 5T 45 SR v O AT o e — AR 3R o
S B ARG T 2 BB R A — % R

1 BMI 4 IGR 1y ROC fii<k

VFZ W58 i n BMI 6 25 4F % (%) 368 in ifig 385, 5
FBG il PBG #% YAH )| 5 A HF 53 45 SR — 3.
AUCg R/ IMUERA R AL PR 2 B R BE 7, 521 AUCg
B I R 2 AT U 45 A e ) 2R 3 D R I & 3R R X
WA 7 T X BRI e 1E AT R B A B A A B 4 SR
7~ BMIJER200 OGTT [if% T AR sy R . RIfdTE
ISV TR a1 Sl T A A v E e PR v
BMI KR T+, B4 i 4l BMI & 3 8 FAR A i 4. X
5[ N SR A R I A A — B x4
SRR BMI 5 %5 U1AH 5, AT LAVE A i o 55 1
i AR o

AWFgEiE LT ROC fhZ 1T BMI T b it 2 55
A, TSR & e T A U . 45 R B, BMI
i IGR [ AEY] 5 0 24. 95 kg/m’  $7% 2 AR IR
Wi—HoF R BMI=24.95 kg/m” B4 TS IR 25 o
oA R AE TP B T2DM — 20 5% J& S5 1 TR i 1 5
i AE A BMI Y]

BMI [z b (R 5 5 B i Z [0 1) 6 &R, 32 IR 52
2016 hjt 35 [E ADA B FR 955 12 97 b o i RE S5 E N
BMI=25 kg/m’ A4 45040, REAH — s IR
o Fe 5 BRI 2R 19 JIG e AR R 1) B N 32 i 2 47 0 DR o O
o M E 2 B O B G 46 rE (2013 fR) HR R EIRY
“ o FEDWE PR RURS 323 6 7 AUF BMI =24 kg/m® 14

it BMI i AL M R4 5, I 2K g fE A Are 7 0
AR B, A BT L R IR A A
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AR miR-125b j@ 3 ¥ 7] 545 STARD13 52100 %,
JRHEE A0 MCF-7 1 MDA-MB-231 {86 o AW 5%
WHEIEL I ZEFAE ], ETV6 2 miR-125b [HEIE [, [F]
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RIS 45 5 ETV6 sl S g4 R % Uk , miR-125b @
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