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o A profound and long-
overdue reframing of
metabolic health.




Reframing metabolic health

Metabolic health is not an arithmetic Q Metabolic health is a dynamic,
problem of calories in versus calories out. responsive system.

Improving metabolic health is the key

“Just lose weight” is not a strategy for 0
to losing weight.

improving a metabolic condition that
makes it hard to lose weight.

Strategies that work for fitness and
sports performance may not work for
recovering metabolic health.

Q Consider the whole body and
“metabolic obstacles”



Improving insulin sensitivity A
1s a whole-body project. R




Before the 1970s, the biological systems regulating
metabolic health were largely still functioning.

Metabolic health was damaged by cumulative, multi-generational
exposure to environmental toxins, medications, microbiome
disruption, circadian misalignment, and ultraprocessed foods.
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Before the 1970s, the biological systems regulating
metabolic health were largely still functioning.

Metabolic health was damaged by cumulative, multi-generational
exposure to environmental toxins, medications, microbiome
disruption, circadian misalignment, and ultraprocessed foods.

High linoleic acid (omega-6) can drive multi-generational
iInsulin resistance via several mechanisms. (Nayyar et al, 2024)



Hydrogen sulfide from gut dysbiosis damages the
mitochondria of GLP-1-producing cells. The resulting GLP-1
deficiency can drive insulin resistance. (qietal, 2024)

Gut T-cells travel to the brain to communicate with the
part that regulates hunger. (voshida et al, 2025)

A sticky extracellular matrix can form around hypothalamic
hunger neurons, driving or worsening insulin resistance and

resulting in increased hunger and reduced energy expenditure.
(Beddows et al., 2024)



In women, androgen excess promotes insulin resistance and
visceral fat. Relevant for PMOS/PCOS, menopause, and
androgenic progestins like levonorgestrel. (creeetal, 2024) (Desir, 2025)

Histamine can stimulate insulin release and may
play a role in insulin resistance. (wangetal, 2024)

Autoimmune thyroid disease increases the risk of
hypertrophied visceral fat, fatty liver, and insulin resistance.

(Lui et al., 2018)



insulin resistance

noun [C]

a hormonal condition characterised by
reduced insulin sensitivity and
chronically elevated insulin levels. Also
called hyperinsulinemia or metabolic
syndrome.
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The glucose narrative was
established because
glucose was the first
metric that could be

measured.




Insulin resistance cannot be

ruled out by a normal serum
glucose, HbAlc, or CGM.
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Abstract: Polycystic ovary syndrome (PCOS) is a common metabolic-endocrine disorder
affecting women of reproductive age, and insulin resistance (IR) is a key pathophysiological
feature. Current medical education and clinical practice emphasize glucose-centric ap-

nroachec in PCOS manaocement and IR tectino 1 often averlooked dne tao limited emnhacic



Women of reproductive age are
less likely than men the same age to
develop insulin resistance. =

Women require a somewhat
different approach

due to different hormones and a
differently calibrated

autonomic nervous system.




Identify insulin resistance

Biomarkers:

e evidence of fatty liver disease on ultrasound or ALT > 19 |U/L
e triglycerides > 1.7 mmol/L (150 mg/dL)

e urate > 0.33 mmol/L

e C-RP>1mg/L

e serum ferritin > 200 ng/mL

e fasting insulin > 8 mIU/L or 55 pmol/L

e 1or 2-hour insulin > 60 mIU/L or 410 pmol/L

e HOMA-IR index > 1.0



Identify insulin resistance

Biomarkers:

e evidence of fatty liver disease on ultrasound or ALT > 19 |U/L
e triglycerides > 1.7 mmol/L (150 mg/dL)

e urate > 0.33 mmol/L < | ,

e C-RP>1mg/L = =

e serum ferritin > 200 ng/mL “U B
e fasting insulin > 8 mIU/L or 55 pmol/L / If insulin is high,

* 1or 2-hour insulin > 60 mIU/L or 410 ¢ ¢ it’s insulin resistance. If it's low,

e HOMA-IR index > 1.0 Y you just don’t know.
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Identify insulin resistance

Common signhs and symptoms:

e high blood pressure

e skin tags

e skin darkening (acanthosis nigricans)

e waist circumference >85 cm or waist-to-height ratio > 0.5

e areduced ability to access body fat for energy, resulting
In reactive hypoglycemia, constant high hunger, and
possibly food noise



Identify insulin resistance

Common signhs and symptoms:

e high blood pressure

e skin tags

e skin darkening (acanthosis nigricans)

e waist circumference >85 cm oN (;to—height ratio > 0.5

e areduced ability to access b e e Pl B O
In reactive hypoglycemia, const
possibly food noise !
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Food noise also involves the
reward system, dopamine,
% and food addiction.



Reduced ability to access
body fat for energy:

“I can't diet or go too long
between meals, or | feel really

weak.”

“| feel totally wiped out
by exercise.”

Erin, 28
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Is It reasonable to expect Erin to
stick with and benefit from the
same diet and workout plan that
works for people with good
Insulin sensitivity?
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Doing things differently...




Shift the goal
-

Shift the goal to improving insulin

access stored fat for energy, “just lose sensitivity and metabolic flexibility.

weight” can be a frustrating starting goal.

When metabolic inflexibility makes it hard to Q

Look for early signs of success with
Improved energy and satiety, and changes
in ALT and triglycerides.

Weight and BMI do not reliably reflect O
Improvements in insulin sensitivity.

Willpower is difficult to sustain in the Q As energy improves, it becomes easier to
face of fatigue and low blood sugar. make changes and stay with the process.




Be fully

nourished.




Missing metabolic nutrients:

* magnesium e choline

e taurine e inositol
e glycine
traditionally from

egg yolks and
organ meats



Missing metabolic nutrients:

* magnesium e choline
e taurine e inositol

e glycine e thiamine (vitamin B1)
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Thiamine is crucial for
Abstract: Thiamine or vitamin B1 is processing carbs, but can be mitochondrial
energetics—the production of adend depleted by modern factors, ting cofactor
to multlple enzymes inV()lVed ln t SUCh as diet and medication nd at Critical
junctures for the glucose, fatty acid, ¢ (Marrs et al, 2021) hilf-life, limited

storage capacity, and is susceptible to ¢
mize modern life, including environmen , ’ A for thiamine is
1.1-1.2 mg for adult females and males, resp epla poor one, it is not
difficult to meet that daily requirement, and yet,
across multiple patient populations with incidence rates ran 0% to over 90% depending

upon the study. This suggests that the RDA requirement may be insufficient to meet the demands



Be fully Troubleshoot

nourished. other
metabolic
obstacles.




gut health nervous

system
39

especially androgen
excess
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Erin

e History of PCOS diagnosis, and
confirmed insulin resistance with
high fasting triglycerides and ALT.

* Encouraged to eat satisfying,
higher-protein meals, preferably
home-cooked.

e Supplement magnesium, taurine,
and inositol.

e Consider removing the

levonorgestrel implant.
e Shelter from ultra-processed foods.




INSULIN RESISTANCE
IS NOT

PEOPLE’S FAULT




What works for fitness and sports performance
may not work for recovering metabolic health.




Improving insulin sensitivity A
1s a whole-body project. R
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@larabriden
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