
3 

74 
 

 
 

-053.8 

 
1 2 .3 1 

1 -
 

2  
3

- -23.          
 

 

 

- - -
- - -

(5,11- ,56-

 

-
 

- 

-
 

 

 

- -
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Summary: A classification of normal levels of glucose in the blood of healthy adults on fasting (at rest 
and during functional activity) has been developed and offered for consideration: low (3.33-3.84 mmol/L 
and 3.33-4.44 mmol/L, respectively), optimal (3.85-4.44 mmol/L and 4.45-6.67 mmol/L, increased (4.45-
5.10 mmol/L and 5.01-6.67 mmol/L) and high (5.11-5.55 mmol/L and 5.56-6.67mmol/L) normoglycemia. 
The substantiation of this classification of normoglycemia in view of the physiological and biochemical 
mechanisms of its regulation, as well as clinically significant risks of diabetes mellitus and hypoglycemic 
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conditions are also presented. For optimum level of fasting normoglycemia at rest, it is suggested to 
consider the blood glucose concentration (3.85-4.44 mmol/L), at which there is minimal secretion of 
major hormone regulating blood sugar level, namely insulin and its antagonists (glucagon, epinephrine, 
cortisol , growth hormone), and no or minimal risk of hyper- and hypoglycemic conditions. In a working 
human, optimum fasting blood glucose level on the background of the functional load or rest after work is 
proposed to increase to 4.45-6.67 mmol/L, which is due to the need for adequate supply of the nervous 
system. Elevated fasting normoglycemia is different from the optimal level only by higher value of 
glucose level at rest. High level of normoglycemia is characterized by a fasting glucose of 5.1 mmol/L at 
rest, which is accompanied by an increased risk of diabetes, particularly in people older than 30 years, 
while maintaining good performance. Low-level normoglycemia is characterized by a reduced level of 
blood glucose at rest (3.33-3.84 mmol/L) and during functional load (3.33-4.44 mmol/L). This causes the 
activation of the direct synthesis and secretion of counter-regulatory hormones glucagon, adrenaline and 
cortisol, and also accompanied by a significant reduction in performance and increased risk of 
neuroglycopenia or hypoglycemic coma.  
Key words: glucose, levels of normoglycemia, classification 
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