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The change of blood glucose in first degree relatives with

normal blood glucose in type 2 DM family
YE Xiulan, et al
(Department of Endocrinology , College of Clinical Medicine , Chongging Medical University)

[ Abstract] Objective: To investigate the change of blood glucose and the factor relative to blood glucose in first degree relatives( FDR)
with normal blood glucose in type 2 DM family. Methods : The oral glucose tolerance test(OGTT) was conducted in FDR with normal
glucose in type 2 DM family. Glucose were compared between FDR and normal group and relative parameters with glucose were anal -
ysed. Results ; Fasting plasma glucose( FPG) ,0. 5hPG, 1hPG and 2hPG of FDR were higher and significantly differently except 0. ShPG({ P <
0.05). 1hPG and 2hPG had positive correlation with age (P <0.01) and had no correlation with blood lipids and body mass index
(BMI). FPG and PG had negative correlation with 1stPH and 2ndPH(P<0.01 and P<0.05).FPG had negative correlation with
homaB( P<0.01). 2hPG had positive correlation with fasting insulin( FINS) and had negative correlation with 0. ShINS(P<0.05).
Conclusion ; Blood glucose of FDR with normal glucose in type 2 DM family slightly increases and this suggests that the function of be-
ta— cells has been slightly impaired.
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#F 7 | (mmHg) 75.09+9.03*  71.26+10.02
FPG(mmol/L) 5.09+£0.75" 4.85+0.50
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