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The changes of blood glucose and lipid levels in 496 patients

with impaired glucose tolerance
LI Dairong, et al
( Department of Pulmonology, College of Clinical Medicine , Chongqing Medical University)
[ Abstract] Objective : To study changes of blood glucose and lipid levels in patients with impaired glucose tolerance. Method's : Accord -
ing to 1997 ADA standard, 496 patients with impaired glucose tolerance(IGT group) and 1514 persons whose glucose tolerance was
normal were selected and their levels of fasting blood glucose(FBG), cholesterol ( TC), triglyceride ( TG), high density lipoprotein
cholesterol (HDL —C), low density lipoprotein cholesterol(LDL — C) , and ratio between TC and HDL — C were calculated and com-
pared. Results : Significant differences were observed between patients and controls in the levels of FBG (P<0.01), TG(P<0.01),
TC(P<0.05),LDL—-C(P<0.05),HDL-C(P<0.01), TC/HDL - C(P<0.01). Conclusion : The results show that blood glu-
cose and lipid levels in patients with impaired glucose tolerance have changed significantly compared with controls.
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I8 PRI 2 2 (ADA) 3 57 b ok 30 47 0 18 .
FBG< 6. 1mmol /L, 2hPG< 7. 8mmol/L 5% & 1%
YEXT IR 2H ;4% FBG< 7. Ommol/L,2hPG A+ F 7.8 ~
11. lmmol /L B5ZiXFH 1 Mg 402 45 R &
1.% 2.

F 1 MEA.ICT ASHMBEMNSH

ZSEMEE  XFBH (0= 1514) IGT #(n =496)
(mmol/L)  #I%K (%) % (%)

<4.0 11 0.8 1 0.3
4.1~5.0 953 62.9 189 38.1
5.1~45.0 550 36.3 262 52.8
6.1~7.0 44 8.8
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FRRZH (5 = 1514) IGT #H(n =496)

23 B I 6% ( mmol /L) 4.93+0.40 5.23+0.54" *
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LDL - C{mmol/L)  3.05+0.85 3.19+0.93"
TC/HDL - C 3.61£1.02 3.91£0.98" "

¥." P<0.05,” " P<0.01
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