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The cinical application of comparison on blood glucose results between blood glucose
meter and biochemical analyzer in population with impaired glucose regulation
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Abstract: Objective To explore the differences and correlation of blood glucose results between blood glucose meter and bio-
chemical analyzer on empty stomach,used in glucose monitoring in population with impaired glucose regulation. Methods Capillary
whole blood glucose(CBG) level of 40 cases normal subjects(normal group),40 cases with impaired glucose regulation (impaired
glucose regulation group) and 40 cases with diabetes (diabetic group) was detected by bayer Coutour™ TS blood glucose meter.
Meanwhile, the venous blood in same limb of the patients was extracted and the concentration of venous plasma glucose(VPG) was
detected by using automatic biochemical analyzer. Then compared blood glucose levels of CBG with that of VPG, the differences
and the correlations were analyzed. Results There was significant difference between CBG and VPG in the normal group ( P<C
0. 05). The regression equations were:Y=1.070X+0. 509(r=0. 962) , the conversion factor 1. 155 was adopted. There was signifi-
cant difference between CBG and VPG in the impaired glucose regulation(P<C0. 05). The regression equations were:Y=1. 073X+
0.707(r=0.917) , the conversion factor 1. 168 was adopted. There was no statistical significance between CBG and VPG in the dia-
betic group(P>>0. 05). The regression equations were:Y=1. 116 X+0. 614 (r=0. 998) , the conversion factor 1. 154 was adopted.
Conclusion The blood glucose results of blood glucose meter should be compared and evaluated with laboratory biochemical analy-
zer in this area. When blood glucose meter is used in glucose monitoring of population with impaired glucose regulation, the concen-
tration of CBG detected by bayer Coutour™ TS blood glucose meter is roughly converted into the concentration of venous plasma
glucose with regression equation method or multiplying. Conversion coefficient to achieve blood glucose control, the incidence of dia-
betes is decreased.
blood glucose meter; biochemical analyzer
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