


*  Biogenetix products are not intended to diagnose, treat, reverse, 
cure, or prevent any disease.  They are intended to be used as 
dietary supplements for the sole purpose of supporting patients.  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. 

Disclaimer 
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*  117 Million Americans with Chronic Disease 
*  7/10 Deaths. 
*  Number one cause of Death and Disability in the US. 
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Why DM2/1.5? 

***YOU are their answer. 

CHRONIC DISEASE… 



*  Glycomark 
*  Hemoglobin A1c 
*  C-Peptide 
*  Fasting Insulin* 
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New Standards in Assessment 



If Glycomark is <15 µg/mL: 
1.  Focus on diet – quality of food (macronutrient 

ratio) and quantity of food 
2.  GLP-1 stimulators (pre-meal) 

1.  Fish oil 
2.  Pea protein, glutamine 
3.  Quercitin 
4.  Bile acid support 
5.  MUFA 
6.  Chew food thoroughly  
7.  Olive leaf extract 

Assessment 1 - Glycomark 
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If HbA1C is above 5.3%: 
1.  Exercise – skeletal muscle contraction + steady state cardio 
2.  Diet – macronutrient ratio, quantity of food 
*  Paleo-Mediterranean  

3.  Supplementation - Same supplements as Glycomark protocol 
*  Berberine 
*  Gymnema 
*  Banaba leaf 
*  Bitter melon 
*  Alpha-lipoic acid 
*  Chromium 
*  Vanadium 

Assessment 2 – Hemoglobin A1C 
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If HbAIC is above 5.7%: 
1.  Exercise – skeletal muscle contraction + steady state cardio 
2.  Diet – macronutrient ratio, quantity of food 
*  Paleo-Mediterranean  

3.  Supplementation - Same supplements as Glycomark protocol 
*  Lipotropic factors – choline, methionine, TMG 

Assessment 2 – Hemoglobin A1C 
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If C-peptide is above 2.5:  
1.  Mitochondrial support  
*  Glutathione 
*  NAC 
*  ALA 
*  Carnitine 

 
If C-peptide is below 1.1 + elevated A1C: 
1.  GABA 
 

Assessment 3 – C-Peptide 
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*  Gamma amino butyric acid (GABA) 
*  With meals 

Application 1: Suppress Glucagon 
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***CLINICAL KEY 



The intra-islet action of insulin is essential to exert the effect of 
glucose on the alpha 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 
alpha cells is unknown.  
 
In this study, we show that insulin induces activation of GABAA 
receptors in the alpha cells by receptor translocation via an Akt 
kinase-dependent pathway. This leads to membrane 
hyperpolarization in the alpha cells and, ultimately, suppression of 
glucagon secretion. We propose that defects in this pathway(s) 
contribute to diabetic hyperglycemia. 
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Daily GABA injections initiated 7 d before streptozotocin (STZ) 
treatment prevented β-cell loss. Thus, β-cell mass was preserved, 
whereas α-cell mass was reduced. Consistently, GABA-treated 
mice showed higher circulating insulin, lower glucagon, nearly 
normal glycemia, and improved metabolic conditions, and 
maintained close to normal glucose tolerance, during a period of 
53 d after STZ injections. 
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GABA treatment increased grafted β-cell proliferation, while 
decreasing apoptosis, leading to enhanced β-cell mass. This was 
associated with increased circulating human insulin and reduced 
glucagon levels. Importantly, GABA administration lowered blood 
glucose levels and improved glucose excursion rates. 
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*  Comprehensive Antioxidant Protocol 
1.  BioGmax Series Antioxidants (GSH, C c/RLA, Resveratrol) 
2.  Glucostatic Balance 
3.  Effecsulin 
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Application 2: Antioxidant Support 

***CLINICAL KEY 



Mitochondrial O2
•− has previously been linked to 

hyperglycemia-induced metabolic dysfunction in 
endothelial cell systems and in inflammation in 

adipocytes.  
 

A major advance of the present study is the observation 
that mitochondrial O2

•− is upstream of IR in skeletal muscle 
and adipose tissue. 
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This hypothesis is exciting for a number of reasons. For 
example, it suggests that IR may be a protective 

mechanism, in which case we should perhaps reconsider 
using therapeutic strategies to overcome unless they also 
eliminate the primary defect. Moreover, it suggests that 

cells have evolved sophisticated mechanisms to not only 
guard against nutrient lack, such as the AMPK pathway, 

but also nutrient excess. 

15 



The β-cell is particularly vulnerable to glucolipotoxicity. 
Other tissues, such as heart and skeletal muscle, that 

express the insulin-regulated glucose transporter GLUT4 
have the capacity to protect themselves from 

glucolipotoxicity by developing IR, which restrains glucose 
entry into cells and therefore the glucose arm of this 

potentially damaging process. 
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Hypoglycemia Early IR Insulin 
Resistance 

Late IR Type II 
Diabetes 

Glucose Normal 

C-Peptide    /N Normal 

HA1C Normal/Low Normal 

Cholesterol/ 
Triglyceride 

Normal Normal Less than 2:1 Less than 2:1 
 

Less than 2:1 
 

LDH NA NA NA NA 
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*  Insulin Resistance, Reverse it, organize it, focus on it, DO 
WHATEVER YOU CAN! 
*  Research as changed the paradigm. 
*  OUT FRONT - clinician vs technician. 
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Way Back When… 
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How about 1.5? 

At first, LADA can be managed by controlling your blood 
sugar with diet, weight reduction if appropriate, exercise 
and, possibly, oral medications. But as your body gradually 
loses its ability to produce insulin, insulin shots will eventually 
be needed. - Mayo Clinic 



*  Glutamic Acid Decarboxylase - 65 Ab (GAD-65 Ab) 
*  Insulin Ab 
*  Pancreatic Islet Cell Ab 
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Antibodies 
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Journal of Diabetic Medicine: 

 
1.Latent autoimmune diabetes of the adult (LADA) is an autoimmune diabetes defined by adult-
onset, presence of diabetes associated autoantibodies, and no insulin treatment requirement for a 
period after diagnosis.  
2. Immunologically, glutamic acid decarboxylase 65 autoantibodies are by far the most common 
autoantibody in adult-onset diabetes.  
3. LADA is the most prevalent form of adult-onset autoimmune diabetes and probably the most 
prevalent form of autoimmune diabetes in general.  
4. LADA shares genetic features with both type 1 and type 2 diabetes.  
Phenotypically, LADA patients are often misdiagnosed as having type 2 diabetes.  
5. LADA patients generally have worse HbA1c levels than type 2 diabetes patients.  
Clinically, LADA patients tend to have a lower mean age at diabetes onset, lower body mass index 
and more frequent need for insulin treatment than patients with type 2 diabetes.  
6. Management of LADA may require a dedicated strategy, yet currently there is a paucity of 
randomized controlled trial data. 

Diabet Med. 2015 Jul; 32(7): 843–852. 
Published online 2015 Feb 7. doi:  10.1111/dme.12700 



22 



23 



*  Blood, Saliva, Stool 
*  OAT, Food, Metals, Toxicity 
*  Functional Medicine at its Finest! 
*  Get on the Podcast List: 

1.  Subscribe on iTunes or podcast app - Nutrition Hero Podcast 
2.  www.nutritionhero.org 
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Custom Engineering a Lifestyle 


