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Epidemiological investigation on impaired fasting glucose of office worker and enterprise personnel in Shijiazhuang region

Zhang li' \Wei Wenzhi' , Hou Tianwen® ,Liu Xiaoming'
(1. Department o f Health Management Center ;2. Department of Clinical Laboratory ,Bethune International
Peace Hospital of PLA ,Shijiazhuang,Hebei 050082, China)

To investigate impaired fasting glucose (IFG) status of office worker and enterprise personnel in Shiji-

The fasting blood glucose level of 109 083 of-

Abstract: Objective
azhuang area.for providing a basis for early prevention of diabetes mellitus. Methods
fice workers and enterprise personnel in Shijiazhuang area were detected in physical examination in 2012, Results The people of
IFG (fasting blood glucose 5. 6—<C7. 0 mmol/L) accounted for 14. 61% in all subjects,16. 61% in men,10. 23% in women. 3. 51 %
male of the 18 —<C21 years old group were IFG. With the increasing of age, the ratio of IFG people gradually rised to a peak of
30. 44 % at the age group of 71—<C76,and then decreased a little. While the proportion of female with IFG was 1.55% at 18 —<C21
years old group, with the increasing of age,to the age group of 51 —<(56 reached the first peak 20. 27% ., then decreased at the
56 —<C61 age group. Rapidly rising again,up to 31. 74 % the second peak in 76 —<C81 age group,and then decreased a little. Conclu-
sion The proportion of IFG in male is higher than that in female. The proportion of IFG increases with age,and reaches the peak in
a certain age (over 70 years old) ,and then at a relatively stable level.
health examination

Key words: fasting plasma glucose; impaired fasting glucose;

2HBEIRIRZ & T 40 2 L RSP BE N, EER L L4 SEMPESERME % 2003 4F 35 E R R P& (ADA)
PR H RO R SRR (IFG) J& T I MR > AR HEHE AT 2 T . IE R OB . 25 IR RN T 5. 6
BEVE S SZ A — Fh SR AR SR R R 2 BUBE RO AR B mmol/LCEARAR S MR 7. 8~<T11. 1 mmol/L) s IFG . %5 Ji i 4§
LA 78 O FE B PR . G 2 B R M RS AR 2 5. 6~ <C7. 0 mmol/LCELFH 4 J5 LB 7. 8~ <T11. 1 mmol/L);
TER 5 fE NBE S R A T8 TFG B4, 04T BT 30, 6 F R ERO IIURE < 2 JBL I B K F° 5055 7.0 mmol/LL.

WD DR A B R B L AT EE 2012 4R A
e PG T 2 I o 225 2R R AT 20 AT B S It A A T 4
By A 0 B A AR A A T A R B A A O B IR o

fhcti.
L ARSI
L1 ¥R 2012 4FABES 5 R AR 109 083 il K

B 74 914 .4 34 169 L 4E W 18~97 % . B A KT K
FOR 0 s DR TRl RO B R QAR LI 55 B L R IB AR T8
FOM A RAUA I ) R G BB AP IR 4R LR A
BB oy B R MR N B HEBR S i IR 25 A 5 K AR e /N T 18
B#.

L2 pRARE REFAXZAEEREME KM 3 mL.2 h
PN 23 B L3 » 7 BIFEAT ARG 5 290 B9 AL L B LA AR

L3 MBI SRS K4 A 8 A A b ORI i . 3R
9o 2 PRk T o O R A A S PR AR ME TR

1.5 Srit2ekb 3 SR SPSS19. 0 48 i 54 i 47 $iHs Ak 33 K
Giitp . T RERLL T oK 4H A AR T e L it
BB LGB R n AR ECR A ¢ /56, P<C0. 05
RESAHGEIFEX.

2 & ES

2.1 3 FhAN[E] A T OB (B S A 4G R LG B PR I RRAE 109 083
1612 5 (kK% L I W OB 87 323 4] (80. 05%) . IFG 15 934
B (14. 61 %) W5 PR 5 A% 5 826 5] (5. 34 %), 5B, 1E % il
BE 57 786 il (77.13%) ., IFG 12 440 {5 (16. 61 %) . 1 bR %% IfiL 4
4 688 il (6. 26 %) s L, IEH ML A% 29 537 1] (86. 44 %), IFG
3494 110, 23%) , Bl PR I B 1 138 1] (3. 33%) . B & 4%
AR 1) 23 B IR 35 4 A8 Ak i 4R R < B 1k s T O W S 0
BTE 65 W IREME . MR R BUEIG , 43 0 FE 61,75 % ik
e, WL 1,

PR TS < 3K 5L - Lo R AT B0 - 322 A 2 52 00 25 48 4 15 {48 BT 50



ek 2015 4 10 F 4 36 2% 19 W

Int J Lab Med.October 2015, Vol. 36,No. 19

. 2822 - E fr e i E

7.00

6.00 -,
5 o e sall
E [ aalinl
E 400
o
2 300 —— it (B
§ =¥ (%)
g 200

1.00 1

0.00 —- - P N

0 20 40 60 80 100
EHt ()

B 1 EXxBFERBRTHEMEELES

2.2 IEH A AHE R 0 A5 A0 O M R AR Bk LB
P o 25 B BE / T 5.6 mmol/L B R AL L (77. 13 %) /N F &t
(86.44%) , B3tk 25 47 I 384 0 23 I 1f 4% /N F 5. 6 mmol/L 1Y
A G EE 2 T RAAIG L T 18 ~<C21 B 411 96. 490 fiF %5 71~ <76
) 56. 78 %% 5 1M £ kB 1) i A Al 2 2 A O B 0 BRI
T 51~<56 S TR 74.09% JATE 56 ~<61 % 4 N F+ i
& 80.92% B B Wi K [ 7E 76 ~ <81 B 4 [ 2 e ik, X
M7 53.94% . M5 76~<81 B .81 % KU FAH &y
FEIH 25 JE B /N T 5. 6 mmol/L i F B LLBI% m . W 1.

*x1

2.3 IFG ABE MBS (bR 3 R M AR E Ak b Bt rp s
JE A 5. 6 ~<T7. 0 mmol/L M & (14. 61%) K F L&
(10.23%), BIEIFG W@l 18~<<21 41 3.51% . b5
ARSI, B 71~ <76 B 415 F W (H 30. 44% , SR J5 Y
B 0Pk IFG Fefi il 18~<C21 #4011, 55 % , Bifi 5 4F i 3%
T % 51~<C56 HHEFNG 1 RIGME 20.27% .9k J5 56 ~<61
FHTRE)G, B EF, T 76 ~<T81 AT 2 RIG(E
3L.74% ARG B, TFG il fE 26 ~<T31 B 4101 76 ~ <81
B RE A 3. 11% .5 2.06% .4 31.74% . B 26.11% , &
P IFG Lh i m i T 38 M. T H A 4F 88 41 IFG Jr 5 L 9 3
BHRFME. Wkl

2.4 BEPRMG MM ATEAS (b R 3 K e B RRAE AR L T e
25 WMWK F 8 % F 7. 0 mmol/L W #4 B H (6. 26 %0) K F &
PE(3.33%0) U W 5B M M PR & L B R T Aotk BR 18~ <
21 % A HoAth 25 4F 4 21 3 — 2 Bo N B 1 25 1 il s K T
WA TF 7.0 mmol/L. B 26~<T31 £ 41.81 % Dk L4145k, HAh
FARWS AL 2 B h R B R F Aot BEE AR A . s
JE W% R F 5% F 7. 0 mmol/L HG A 5 8 B 5B M 66~ <<
TS HIRFNEAE 15. 39% , Lo bEAE 76 ~ <781 % 413k B I (H
14.32%. W 1.

FEFHRAZENHERNERTS

<75.6 mmol/LL. 5.6~<C7.0 mmol/L.  >=7.0 mmol/L

WY () 51 n 7+ s(mmol/L) Y& [l (mmol /L) [a(%)] Cn (%] Cn(%)]
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