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Disclaimer

• Information in this presentation is not intended, in itself, 
to diagnose, treat, reverse, cure, or prevent any 
disease. While this presentation is based on medical 
literature, findings, and text, The following statements 
have not been evaluated by the FDA.
• The information provided in this presentation is for your 

consideration only as a practicing health care 
provider. Ultimately you are responsible for exercising 
professional judgment in the care of your own patients.



Lifestyle + Genetics = Chronic Health IMPROVEMENT 



Mitochondria Deteriorate with Stress

Source: Weindrich_SciAm_1996





https://glycomark.com



https://glycomark.com/wp-content/uploads/2019/11/M-69-1B-Patient-Trifold-Approved.pdf





Sources of hepatic glucose production during fasting in humans. During the early postprandial period (not shown), the 
liver performs net glucose uptake as ingested glucose is stored as liver glycogen. Gluconeogenic flux continues but is 
diverted into glycogen storage. After this period, gluconeogenic flux contributes to hepatic glucose production and 
continues at a relatively constant rate for ~48 h, eventually decreasing due to declining substrate availability. Net 
hepatic glycogenolysis, in contrast, initially contributes about half of hepatic glucose production, but its rate decreases 
exponentially in concordance with hepatic glycogen content. Hepatic glycogenolysis still contributes appreciably to 
hepatic glucose production after 24 h of fasting, but is nearly depleted by 48 h. Because plasma glucose concentrations 
reflect rates of hepatic glucose production during a fast, the plasma glucose concentration is a systemic signal of 
hepatic glycogen content during fasting. [Data from Rothman et al. (704).]

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6170977/






Question: How do we take 
this information and turn 
the diabetes world on its 
head?

Symptom-free Fire!



Excessive secretion of glucagon is a major contributor to the development of diabetic hyperglycemia. 
Secretion of glucagon is regulated by various nutrients, with glucose being a primary determinant of the 
rate of α cell glucagon secretion. The intra-islet action of insulin is essential to exert the effect of glucose on 
the α cells since, in the absence of insulin, glucose is not able to suppress glucagon release in vivo. 
However, the precise mechanism by which insulin suppresses glucagon secretion from α cells is unknown. 
In this study, we show that insulin induces activation of GABAA receptors in the α cells by receptor 
translocation via an Akt kinase-dependent pathway. This leads to membrane hyperpolarization in the α 
cells and, ultimately, suppression of glucagon secretion. We propose that defects in this pathway(s) 
contribute to diabetic hyperglycemia.



Scenario #1



Scenario #2



Scenario #3
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Type 1/1.5 Diabetes:
• GAD-65 Ab 
• Glutamate --------> GABA
• GABA excretion by Beta cells holds 

key to immune defense. 
• “if you have GAD-65 Ab, it’s only a 

matter of time…”



Prolonged
Inflammation AI thyroid

diabetes

Lupus

Lifestyle:
Food allergies
mold
LPS
Blood Sugar Balance
Alcohol
Infections, etc.
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