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AT Rate JL 2 £ X R 32 BAE R~

IHERARE, FIHF, S, KA NN, i

(# ZE ) Bo #2508 50 A A2 v & s 5 B RJLANER T8 L (LGA) KA s A S e . 7
iR OFIH RN a4 TAME B RS, WESHT 2009 — 2010 4EFE R EH TN 6 X RT3 IX A IR R W95 32465 1 ™
B 35 554 2 Z2 AR R AR (R 8 | Z2 R AR B 38 80 ( BMID) il 50 g % 260 0 S fr 3 56 ( GCT) A6 235 3 LA R o {5 .,
i logistic 11 U9 43 H7 22 5. 401 8 0 Al o2 /006 - 2 P 00 o8 BB X B K LA LGA KA . 8558 £ & logistics I_I
M7 B, TR Z2 530 BMI 18.5 ~ 23.9 kg/m2 25 A0 Lb, A8 3 FIAC 22 10 % A B R JLAY XU 7= (OR = 1.886, 95 % CI =
1.730 ~ 2.057; OR = 3.724, 95 % CI = 3.280 ~ 4.228) ; M | M AT JHE 22 10 %2 = LGA AU 7= (OR = 1.721, 95 % CI =
1.606 ~ 1.845; OR =3.230, 95 % CI =2.908 ~ 3.586) . [i] GCT < 7.8 mmol/L # lt., GCT = 7.8 mmol/L AYZ2 1A % 4 B K
JLAY U TH 5 (OR = 1.402, 95 % CI=1.287 ~ 1.529), &4 LGA FJ X T & (OR = 1.342, 95 % CI=1.253 ~ 1.437) ,
LN ZE A0 R, Al 22 5B BMI < 24.0 kg/m? H GCT < 7.8 mmol/L AH [, 22 KL 8 5 /00 R4 125 1Bkt B L A XU
OR {H 1 1.392 # /5] 3.438, XF LGA fy XK OR B H1 1.365 38 nF) 2.948, £5if Z0 B30 /A0 Jik A 2 vp 30 w8 1 B 2
R ILFI LGA & A= By ~7 /G B R 2, H &3 5 KR LRI LGA B9 & A AR A2 HAEH .
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Interactive effect of maternal overweight/obesity during first trimester and
elevated gestational blood glucose on macrosomia and large for gestational
age birth

WANG Lei-shen, LENG Jun-hong, LI Wei-qin, et al (Department of Child Healthcare Instruction, Office for Project
Administration, Tianjin Women and Children’s Health Centre, Tianjin 300070, China)

[ Abstract] Objective To evaluate independent and joint effects of early pregnancy body mass index (BMI) and blood
glucose level in the second trimester on the risk of macrosomia and large for gestational age (LGA) birth. Methods We
extracted records of 35 554 women with singleton pregnancy attending their first antenatal care visit before 13 gestational
weeks in 7 urban districts of Tianjin city from 2009 through 2010 from Tianjin Maternal and Child Health Information
System. The collected information of the women included demographics, general status of the pregnancy, BMI during the
first trimester, and 50g oral glucose challenge test (GCT). Logistic regression analysis was adopted to assess independent and
joint effect of overweight/obesity in first trimester and blood glucose level during second trimester on macrosomia and LGA
birth. Results The results of multivariate logistic regression analysis demonstrated that compared to those with the BMI of
18.5 — 23.9 kg/m?2:, the overweight and obese pregnant women were at higher risk of giving birth to macrosomic neonates
(overweight: odds ratio [OR] = 1.886, 95% confidence interval [95% CI]: 1.730 —2.057; obesity: OR = 3.724, 95% CI: 3.280 —
4.228) and LGA neonates (overweight: OR = 1.721, 95% CI: 1.606 — 1.845; obesity: OR = 3.230, 95% CI: 2.908 — 3.586); in
comparison with those with the GCT of < 7.8 mmol/L, the pregnant women with the GCT of = 7.8 mmol/L were more likely
to give birth to macrosomic neonates (OR = 1.402, 95% CI: 1.287 — 1.529) and LGA neonates (OR = 1.342, 95% CI: 1.253 —
1.437). Compared to those with low BMI (< 24.0 kg/m?) and low GCT (< 7.8 mmol/L), the pregnant women only with
elevated GCT had increased risks of giving birth to macrosomic neonates (OR = 1.392) and to LGA neonates (OR = 1.365);
whereas the pregnant women with both elevated GCT and overweight/obesity were at much higher increased risks of giving
birth to macrosomic neonates (OR = 3.438) and to LGA neonates (OR = 2.948), suggesting a significant additive interactive
effect of overweight/obesity and elevated GCT (P < 0.05). Conclusion Overweight/obesity during first trimester and
elevated GCT during second trimester are independent risk factors for macrosomia and LGA birth among pregnant women
and the effects of the two risk factors are interactive in an additive manner.
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TN B3 A LR 7= 40 I R 1 KU 2, i HL 435
e JL 28 R JAE S B, A e AR PR 0 I 9%
o I s 26 i s 6 A XUBR i 10 T, iR o
ZE 004 H A2 R OK R R LR B R E A
R, Blop i E /LR 220 A 3 K 2 DA iR
4% PR 9% ( gestational diabetes mellitus, GDM ) J& A& 4=
F K LA LGA Byl sr fa e R 8, A i ge W,
ZEHTAE E R HIJC GDM Lt B R ILI KA %N
6.7 %, VR IE % 0 GDM L &R K 10.2 %,
17 72 AE I A4 GDM Lot i) & 7 68 20.2 %61,
A SCHUR R HE T 10 4 P AAE B R 40 22 KLU
W LB 22 30 0 22 I RH O AR B R 0 IR Bk, R S8 0)
Hir 2 5151 o /1S S AR 28 B ol T o % LR JL/LGA
98 A NI 1 SR WD 1 i i e S S A A N
RAEYREE R 1Y A4

1 WREFE

L1 % FHKET ALY DAGERS, gy
Hr20094:1 H 1 H —20104F 12 A 31 HAERAET
T PN 6 DX A5 96 T DX 4 R 7 01 ( 22 13 ) 22 i ) A
FEHEZ 1 IRTEHR Y 35 554 4 BAIG Z 1 0 72 46 %
IrIAE B

1.2 Zak  CRABEWTREA 5k, @ K gh
PGB RGBT D, R R
HIA LRI & R ZBE B 22K, 8.
WA B . 2245 1 R RS AR B (22 R
ML 7K ) | 50 g 5 45 4 71 ff 138 5 ( glucose challenge
test, GCT) 454 | 22 h AT GCT il i) iy (R 5 (I
W55 1 YA AR R H A Y O B B ) 2
FAH) AR 0 (CELEE 43 H I, 3 i 2, A L
BRAATE ),

1.3 EBEAAN 50 g # & 7 AT 56 7E 4T Uk
24 ~ 28 JEI B HEAT, AP A A5 HE 1R 50 g 24 B Y
200 mL %5 KD 1 h il ok o

1.4 5 E&4r4 (1)K %0 (body mass index,
BMI) 7325 : BMI 48 1 & 5 & & °F J7 (¥ L [BMI =
TR/ 5 17 (kg/m®) 1, R 224055 1 IR F= K
A A B E 5 BMI, AR N BMIT 432
PRl K BMI 434 4 25 : 398 (BMI < 18.5 kg/m?) |
1EH (18.5~23.9 kg/m?) | B 5 (24.0 ~ 27.9 kg/m?) FI
AEJHE( = 28.0 kg/m?) o (2)ZHEFMR: 200 > 12 4F
M < 124, (3)GCT Kl 255738 2 4. & UBE4
K 25 5 = 7.8 mmol/L . I B 1E & 24 M K6 I 45 5 <
7.8 mmol/LI', (4) FL7= 45 4T fiR ¥ 28 JA AN A2 37 A
6] 43 W3 5 JE H P8 A R 37 JR, AN 2 42 JR 4y i
s i e T 2 R R, A R ik B SO i
42 A A M, (5) WA . WA A A O
o BB = 6 A, K2 AW AR

1.5 #A3wsFc BEXRIL: BHAKRE = 4000 g1
WA LM, RF G JL: L2006 — 2010 H
B 8 N A Gl o W 0 2R 3 5B SR b o, B 2B L
Az R AR A L TR IG  JLOF B R E 1Y 56 90 H 4
(&858 M S N N 7.3 I

1.6 %it o4 W SPSS 21.0 #4457 43 #r, LA
P<005 AESAGITFE X, HEFERERH x5
PEATHER, T PIREAS ¢ 46 56 08 17 41 1) L e s 1150098
L 180 (R B LG ) 8638, I o2 A8 56 00 17 4 1] He
B R FH IR RN £ R logistic 7] 745 B G 56 2
LR B AR BE AN GCT AKX F 5 K LA LGA & 4=
JRURSE B 5] 88 5 A N 28 B AR AR, 43 B 22 7 44
68 F AL kAT GCT 7K X T B R LA LGA & A RUK:
ELGFE ., KGR FERT 5243 4 4 41 BMI < 24.0 kg/m?
H GCT < 7.8 mmol/L, BMI < 24.0 kg/m* H. GCT =
7.8 mmol/L, BMI = 24.0 kg/m® H. GCT < 7.8 mmol/L
BMI = 24.0 kg/m* H GCT = 7.8 mmol/L., Lk BMI <
24.0 kg/m? H. GCT < 7.8 mmol/L 4 E & M4, %
JH logistic [IH#EAL, 35 HoAt 3 ZH %5 B R LA LGA
S 42 KU 1) U A FE (Odds Ratio, OR), F-i1H54 28
THE R I 2250 1 o SR 5 K 25 SR BT A5 19 S BUph o
& Fp 5 22 %6 B4 % A Andersson 25 % il i) Excel 31
B, T A HAE M AR AR X GBS B (relative
excess risk of interaction, RERI) . ¢ H.{E )3 Al Lt
(attributable proportion of interaction, 4P ) #1732 H A F
18 %4 ( the synergy index, SI) & H: 95 % wJ {5 [X. [a]
( confidence interval, CI), X 3 M e 2 IEMN BB
TEAIINZE BAE 04805, 25 B89 95 % CI, RERI A
L35 0 5 AP AELHE 0 5 S N ALEE 1, [RFA N3 H
Y BA ge it s i,

2 & R

2.1 AR 35554 4 70 B M O 2
L™ K 1 B G 22 A v, B SR g AR I O 17,1 ~
45.6 %, F#4(28.0+3.0) % . 105 & H(163.0 +
4.7 )em, Z253 BMI A(22.1+3.4 )kg/m?, 14,5 10.8 %
(3838/35554), RH IEH 5 64.6 %(22 973/35554),
B H 7 18.6 %( 6 604/35 554), AL 5 6.0 %(2 139/
35554) , DU 95.8 %( 34 046/35 554), #1771 5
96.5 % (34 046/35 554) , ZHBHE > 1245 75.7 %
(26 917/35 554), W4 5 2.0 %( 705/35 554) , 2K
HA W i &7 5K R (67.8 = 7.5) mm Hg( 1 mm Hg =
0.133 3 kPa), Wi %M (105.1 = 10.6) mm Hg, GCT
i A2 ] oA (26.7 +2.7) J8, GCT I #E 7K b (6.6 +
1.5) mmol/L, GCT FH¥E (I #E /K F = 7.8 mmol/L) [
18.8 %( 6 678/35 554) . A1 AL : B KIL i 10.2 %
(3628/35554), LGA (5 17.7 %( 6 296/35 554 ) ,
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22 BT ARSIESE BMI 5 AEL (£ 1)
TEH T IR 4 20 20 1 2 O AR BR
PRV AT AE A f 22 5, T 76 B R0 WG R 175 0 T
ZSRE . 7 GCT Kz 77 1, 4 2022 10K & ol
BEAHBET 5 LA, 25 A5 E L (P<0.05),

BEAb, 4 A2 A7 ot 2 H L = LR 397 DL &
S B 2R s B KL LGA 1
HaWWWAES ¥ 2% (B P<0.05), MAEHE
JLHE 22 S AN

F= 1 ZARIARFAEZE L] BMI 4115 (%)

EH T HEE JIE e
FHIE pakich P{E
N % NS % N % NE %
593 1.743 0.627
DU 22 008 95.8 3684 96.0 6314 95.6 2040 95.4
i 965 42 154 4.0 290 4.4 99 4.6
ZHHFR 327.816 0.000
<124 5071 22.1 945 24.6 1797 272 824 38.5
> 12 4F 17 902 77.9 2893 75.4 4807 72.8 1315 61.5
PR 124.809 0.000
2510 728 32 70 1.8 338 5.1 126 5.9
A 22245 96.8 3768 98.2 6266 94.9 2013 94.1
WA 4296 0.231
Z 430 1.9 81 2.1 146 22 48 22
i 22543 98.1 3757 97.9 6 458 97.8 2091 97.8
GCT 4341 (mmol/L) 538.582 0.000
GCT =738 3 885 16.9 464 12.1 1690 25.6 639 29.9
GCT<78 19088 83.1 3374 87.9 4914 74.4 1500 70.1
I35 28 72.810 0.000
UiV 787 3.4 118 3.1 287 43 136 6.4
AL 22102 96.2 3694 96.2 6280 95.1 1987 92.9
EURT 84 0.4 26 0.7 37 0.6 16 0.7
VisCyiEe 792.698 0.000
I 14176 61.7 2110 55.0 4872 73.8 1770 82.7
38 | 2R 8389 36.5 1 644 428 1642 24.9 351 16.4
BT A= 397 1.7 81 2.1 86 13 16 0.7
HoAth 11 0.1 3 0.1 4 0.1 2 0.1
A LS 3.722 0.293
B 11 940 52.0 1931 50.3 3429 51.9 1109 51.8
it 11032 48.0 1907 49.7 3175 48.1 1030 48.2
Ev IR 626.394 0.000
2 2052 8.9 151 3.9 977 14.8 448 20.9
& 20 920 91.1 3684 96.1 5623 85.2 1691 79.1
KTMaEIL 902.107 0.000
2= 3695 16.1 280 73 1595 242 726 33.9
ih 19278 83.9 3558 92.7 5009 75.8 1413 66.1
&t 22973 64.6 3838 10.8 6 604 18.6 2139 6.0

23 FFMARE BMI 5453 aidns48 Rk
B (&2) 5HBMIIE®ZEML, 4842045
W D AEC, T AR 2 R A i A 2 0 A S e R, AR M
A mEm e, ZRA%EE L, FIE®H22A
AH G, T 2 U 4E TR R & 5k R R AR, GCT /Kl
PRI, 5 B8 R0 AR JRE 22 0 A 0 4 e RN K R 34
IEH 2210, GCT K-t fim (P <0.05) . IL4h, [FIE

AL AR L, R E R AE R 2 G A A v 3T R R X A
DL ERESRITFE . N giEN kA, BEM
N Jit 28 40 53 e 22 T /N FIE R 4 (P < 0.05) o [AlIE
WAL H, W 20 e 6B R L B K e, IR E
i 4 5 EE AR Bk 28 10 43 Bk i A2 L B KRG, 1
HimE, ZFASIE X (P<0.05),
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2 ZARIAIE BMI 2R 0k A I ER R (x £ 5)

N FHRHIE EH T T JIE e i PMA
PRAPAEIR (%) 28.0+2.9 2724274 284+3.1a 283+32a 131.115 0.000
B (em) 162.9+4.7 162.9+4.7 163.0+ 4.8 163.4+4.94 6.484 0.000
BMI(kg/m?) 21.1+15 1760842 256+1.1a 30.5+232 54247.472 0.000
A2 E () 103+1.7 103+1.7 103+1.7 104+1.7 2304 0.075
AT KR (mm He) 67.1+7.1 64.9+6.72 69.9+7.74 73.6+8.52 921.803 0.000
A 4EE (mm He) 104.2 +£10.1 100.5+9.82 1082+ 1032 113.2+1122 974.633 0.000
GCT #iZ2 & (J&) 26.7+2.6 26.6+3.12 26.7+2.7 26.5+2.82 7.017 0.000
GCT %55 (mmol/L ) 65+1.5 62+13a 69+1.62 72+19a 329.439 0.000
N 1 KPR R GCT KA S 8 (kg) 92437 9.1+3.6 85+4.0a 6.7+4.72 315.055 0.000
Srig 2 fE () 392+14 392+14 39.1+152 389+1.72 23.581 0.000
HAE B K (em) 502+ 1.6 499+1.52 504+1.9a 50.5+£2.12 67.346 0.000
AR (g) 3391.01 £440.88 3251.26+£398.182 3479.30+494.412 3 557.66 +526.972 294.852 0.000

H: HIEW A, a P<0.05,

24 ZFHBMIL GCT K-FAHE X I)LF K TR KL LGA JRUR: 43 531 3 Jin 16.8 % F1 15.2 %; GCT
WBILE A Hem (R 3)  ZIRE logistic M9y AFEFE 1AL, KA E RKILEE LGA KU 53
Wrah 3 on, 2250 BMI &3 1 AN 2a i, KAEE B 15.1 % 1 12.3 %,

#= 3 ZHM BMI 5 GCT I /KSE-X E R LA LGA BAVE FHIZ R 24347 (n = 35 554)

e B Sz Wald 2 {if P OR1{H 95 % CI
BRI NS R e bRe
BMI 0.155 0.006 793.287 0.000 1.168 1.155~1.180
GCT 0.141 0.011 152.275 0.000 1.152 1.126 ~ 1.178
LGA fER&5JRtEhre
BMI 0.141 0.004 1 005.580 0.000 1.151 1.141 ~ 1.161
GCT 0.116 0.009 159.803 0.000 1.123 1.103 ~ 1.143

TE: a ZRFE YRR AAGFR | RIE . ZEERE 77U S IR 0 GCT /KK, @t 2 GCT 48  BMIL A LRI 422
Jis b Z PR MHTE AL AR R ZAERE I B M WO GCT Ifif/k-F | i 2 GCT 393, BMI,

2.5 RF BMI %442 GCT K-F 454 E KILEK WEHZEE 1.402 4% . |7 BMI IE % 22 HAH HE, 34
Ay R (& 4)  ZHE logistics [1]1H 98 21 28 1 0 e LRV A1 BB L IR AL 22 1A
M RN, OB 2 A 00 K A B ROL G XU 2 I b 4 XU 384 T o

F 4 Z2EH BMI 5 GCT /K4 4xt B R JLA& AL s/ E I Z R Z 5307 (n = 35 554)

SES SR B Sy Wald 2 {f Pl OR 18 95 % CI
GCT > 7.8 mmol/L <7.8 mmol/L 0.338 0.044 59.051 0.000 1.402 1.287 ~ 1.529
BMI 44l
TH IRE IR -0.861 0.088 95.041 0.000 0.423 0.356 ~ 0.503
HHHE 0.635 0.044 206.823 0.000 1.886 1.730 ~ 2.057
REJH 1315 0.065 412.288 0.000 3.724 3.280 ~ 4.228

VE: IR R | RO AR UK B PR . GCT BT AL H S GCT R BMI SMALL B )L
LIRS R
2.6 ~F BMI %484= GCT K-F44asr ERJLUR 1192347, 1.392 F13.438 15 . ARAEAMAC EAEH 3 4
A Y BEAER (£5)  ZWEK logistics MM 8 45 00 3F 5 45 R B s, 2 IR 70 #r i RERI Ny
7%, BMI = 24.0 kg/m> H GCT <7.8 mmol/L. BMI<  0.699(95 % CI=0.261 ~ 1.138) . AP >} 0.203(95 % CI =
24.0 kg/m* H. GCT = 7.8 mmol/L, BMI = 24.0 kg/m*  0.094~ 0.312) . S 4 1.402(95 % CI=1.145~ 1.171),
H GCT = 7.8 mmol/L 72 1Ak A= H RKILBYXE: 43l LATA Jy 28 7 309 8 o IR ik D GCT &5 2R BH X T B
542 BMI < 24.0 kg/m*> H. GCT < 7.8 mmol/L 2H 2 i1 KILW kAR IS HEAER
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=5 25 BMI 5 GCT BRS040 BERILEABRSERMNZHRE 0
251 Z R4 B Sy Wald 2 P OR {4 95 9% CI
GCT1 + BMI2 GCT1 + BMII 0.853 0.045 353.737 0.000 2.347 2.147 ~ 2.565
GCT2 + BMII 0.331 0.058 32.633 0.000 1392 1.242 ~ 1.559
GCT2 +BMI2 1.235 0.064 378.122 0.000 3.438 3.036 ~ 3.894

#:: GCT1: GCT < 7.8 mmol/L, GCT2: GCT = 7.8 mmol/L; BMI1: BMI < 24.0 kg/m2, BMI2: BMI > 24.0 kg/m?; 22 H VA8 m iR 4R Rk, 2
HERERE W S @R R R B E GOT 4 E A LS a2 .

2.7 R E BMI % 48 #= GCT /K F 420 % LGA &
AR ey R (& 6)  EIMAEMEE. B
P& LGA K AEME N E . 2 WK BIH s 1

o, U 2H 22 40 0 3% LGA B9 XU 2 i A 1
ZEARY 1342 % . B E B BEE LGA & A XU 1
hin, T A S 6 LGA B RS B

#= 6 Z2EL BMI 5 GCT IMAE/KE/ AT LGA KA Ve I Z 24507 (n = 35 554)

SE SR B Sy Wald 2 {§ Pl OR 18 95 % CI
GCT > 7.8 mmol/L <7.8 mmol/L 0.294 0.035 71.080 0.000 1342 1.253 ~ 1.437
BMI 44l
TH IRE R -0.872 0.066 176.098 0.000 0.418 0.368 ~ 0.476
HHHE 0.543 0.035 235.426 0.000 1.721 1.606 ~ 1.845
R 1.172 0.053 481.172 0.000 3.230 2.908 ~3.586

TE: ZRZMTVE GRS | ROK . SZHE L PR B IR WA . GCT Uik P43 4 @S GCT H4 . BMI 434,

2.8 R BMI 4 41 4= GCT 7K -F 4 40 #F LGA &
A Hemeg et (&£ 7) [ BMI<24.0kgm® H
GCT < 7.8 mmol/L ##Ht, BMI = 24.0 kg/m* H. GCT <

7.8 mmol/L . BMI < 24.0 kg/m*> H GCT = 7.8 mmol/L.

BMI = 24.0 kg/m® H. GCT = 7.8 mmol/L 41 % 1H %k &
iR LAY JRURS: 2438 785 ( OR (B3 911 0 2.155, 1.365 FlI

2.948) , MMNAZHAEHZ R M4 R s, RERI R
0.429(95 % CI=0.114 ~0.744) . AP 7 0.145(95 % CI =
0.049 ~ 0.242) . S 4 1.282(95 % CI=1.074 ~ 1.531) .
A LLIA O 2 R T IE B R GCT 45 21 BH 4 Xt F
LGA & A A e 22 EAEH]

R 7 2RI BMI S GCT MUK R TG LA AR S AR B Z R 77

215 SR B S+ Wald y2 i P OR i 95 % CI

GCTI1 + BMI2 GCTI1 +BMII 0.768 0.036 445241 0.000 2.155 2.006 ~2.314
GCT2 + BMII 0.311 0.045 48.615 0.000 1.365 1.251 ~1.489
GCT2 + BMI2 1.081 0.052 438.647 0.000 2.948 2.665 ~3.262

##: GCT 1: GCT < 7.8 mmol/L, GCT 2: GCT = 7.8 mmol/L; BMI1: BMI < 24.0 kg/m2, BMI2: BMI 2 24.0 kg/m?; 22 R A1 A8 s LG AR 4 . RIE . 2

BRI U B A I A GCT R
39 i

AR, HEE RILM &R E T,
2006 4FH E B RIL L EFRHR 6.5 %, FHorf 7R b
X B RILE &4 %N 8.2 %5 2011 4E 14 M4 1Y
101 723 £ it A LA i B RILR AN 7.3 %,
Hodr e H X & A R 8.5 %, W I i T Rg M X
) 5.6 %%, 4% 48 7 I A 45 R W, Y0 R R
28 B4y b X ) B R IL K AE B 1994 4R 1 7 % 34
K #2005 41 7.83 %17 2010 4E ] Hf il K s
&5 — BB A 6 562 Z 7 IHP E RIL KA R R
2.9 %, LGA &% H 8.2 %1, 2014 4EJL i B KL
Ky 8.04 %S AHESE E R ILI & A F R
10.2 %, LGA ()% =50 17.7 %, W 55 T4 [ AR

o3 XSE K- . B RILANER F IR 8 L& 5 A
LA R 245 )5 i KUB U9, % A A L 8L R =
T DA 22 458475 9 XU 88 200, L L35 300 0 B A 20 R
JIEJRE O L850 R DR S AR 2R 5 AE A A Rt
B 2 R AR ) G R L 7 A
FEJE L, S8 A B TR AR, T E R S S
Ttk B U9

B H /RS BRI K F IR LI & 4
WYIMIE . g K—TA % T 30 WHFFE A Meta 43
Br s, EFEZ2 I (BMI = 30 kg/m?) 23 W B K JLEY
AR J2 A B /AR BE 22 30 ( BMI < 25 kg/m?) ()
217 4%, 4 W LGA 19 U J2 JF &8 5 0 Bk 22 10 1)
2.42 f5P), Usta A SR A & B, A 40 O 00 PR
ZE A v R R RIORE P 2 4 0 R L A AU S AR T
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IR 2 YA 317 f580 5.64 15, BASIBFSE KB, A IE
WARE A A L, 88 AR 210 5 6 B R XU 2
B8 I0 60 % F1 90 %>, A I 45 R, 22
A EE/NE B 1) £ 1 3 e LR L LGA 19 KUK /1 T 1k
HIEH 22, HREZ2 R0 BMUET &, Z4EH K
JUFIR FBA s L AU 5 b T 3, 45 5 5 LUAE A
FEMAF o BRI REST B KL LGA & A #9 1E A BL
il R 2 . H AR — 3506 T A I R X R L
BNA K K E WBEIT B, A2 00 2 s 3 1 i 4
KSR AR MR Z B, 2
A 5T W, 0ol 70 2 0T i B L 5 9 A e 2 4
rh, AT B L B R S FR E, DA Kt i A
= ERKSE TR, T EOE K LA LGA 1 & A= 1B7,

UT iR J01AE PR 9 B J2 B K LR LGA B9 3 57 6 16
WEZ—. AIFIEIRE, EIRIBE RS 22 050 E
KL A KU Lo A B R s 22 JE 08 o 3 3% A2 A 128, —
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