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Energy availability is important because it is a factor of feedback reflexes, for example negative feedback on intestinal nutrient absorp-
tion [1-3] as well as positive feedback on immunogenic bacteria growth in the alimentary canal [4]. The best (most approximate) index
measuring energy availability is Blood Glucose concentration (BG) [5-8]. In blood, glucose is an important portion of all energy availability
and is correlated to the other nutrients in blood. BG outflows earlier and more completely from blood than other nutrients. Preprandial
BG has 3.8 mg/dl variability in an individual (confidence interval). Mean Blood Glucose (MBG) is calculated from 21 preprandial measure-
ments and can be reported by a week diary. MBG is associated with energy intake, with Resting Metabolic Rate (RMR), with energy bal-
ance and with insulin resistance [6-9]. Why MBG has such central role in energy metabolism? Fasting BG has by no means such metabolic
correlation. MBG origins as a series of BG measurements taken at the 21 moments (in a week) of formation of the will to eat before meals,
thus it is strictly personal. MBG asserts the metabolic moment in BG levels that the patient considers as the best for restoring the energy
availability that he personally prefers, wants. MBG reveals the preference for a definite energy availability between the extremes of low
BG and the development of diabetes. The will to eat may be automatic (conditioned reflex), but automatism and partial conscience do not
change the level and importance of the choice. Mean BG is as an index of the individual metabolic state: of energy intake, of RMR and of
balance and of insulin resistance. The habitual BG choices are stratified in the population. Our educative efforts were all directed toward
the creation of high awareness on the current availability and about intake amount of energy to maintain insulin sensitivity. Awareness
allows the constructions of intake habits that maintain steady, appropriately low BG levels associated with insulin sensitivity and stable
body weight [8]. Trained people let arise Initial Hunger (IH) three times per day and IH arousals correspond to 76.6 + 3.7 mg/dL [8].
About a third of investigated subjects freely chose and show these levels at recruitment, before any suggestion or teaching or training [10].
This third of population was found in adults as well as in infants and children. We enlarged the number of people who show low prepran-
dial BG by an appropriate training (IHMP). The initial hunger meal pattern (IHMP) was devised to reduce bacterial growth and reduce the
mucosal immune response at nutrient absorption [4-8,11]. The role of bacterial growth, may be fully understood if we consider that more

than 50% of immune cells in human body are located in the small intestinal mucosa [12].

The vast majority of the thousand bacterial species and of the 100 trillion intestinal bacteria are innocuous [12-14]. Abundance of
nutrients in the alimentary canal increases bacterial growth that can be modest in the total number, that is so huge. Bacterial overgrowth
implies an increase for all bacterial species [13,14]. Bacterial immunogenic and harmful species increase from 5% to 15% of all species
[15]. This bacterial overgrowth develops when energy dense food is largely available. Thus, I studied bacteria number on intestinal mu-
cosa in time after last meal [4]. A longer interval from the meal (skipping the dinner) produced a decrease in bacteria number on mucosal
biopsies. An increase in preprandial blood glucose (BG) is associated with a slowdown of meal absorption, with increased bacteria growth
on intestinal mucosa, with mucosal and overall immune stimulation [1-4]. Energy balance directly affects these correlated variables either
increasing or lowering the conflict between bacteria activity and mucosal immune response. This conflictual state between bacteria and
mucosa has been confirmed [16].
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