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The Problem: Diabetic Neuropathy
Patient Statistics
10% of Americans have diabetes and the number is increasing by 5% each year1
50% - 66% of diabetic adults, during their lifetime, suffer Peripheral Neuropathy — associated with:
substantial morbidity including pain, foot ulcers, and lower limb amputation2
95% of all diabetics have evidence of nerve damage3,4
20% -30% of diabetic adults suffer Autonomic Neuropathy (DAN) — including: instability of cardiac
rhythm and blood pressure, loss of normal control of the gastro-intestine tract, impacted control of the
bladder, and impotence5

Both somatic (sensory) nerves and autonomic nerves can be affected:
- Somatic polyneuropathies include: loss of sensation, weakness,
paraesthesia (“pins and needles”) and pain.
- Autonomic neuropathies include: instability of cardiac rhythm and blood
pressure, loss of normal control of the gastro-intestine tract, impacted control of
the bladder, and impotence.
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Novel lipids-based pharmacognosy solutions
Treatment of diseases and disorders of impaired Δ-6 desaturase / inflammation

EZTREK™— The New Patented Medical Food

Treating Diabetic Neuropathy & Its Complications
It is well documented that diabetic patients have impaired delta-6 desaturase (D6D) metabolic pathways
from impaired insulin production.1,2,3 In particular, this metabolic defect causes a poor antiinflammatory response in Type I patients. Even with insulin therapy, the pathway is still deficient.4
Type II patients also have significant impairment of D6D activity.5 This deficiency directly decreases PGE1
output. PGE1 is both a powerful anti-inflammatory and vasodilator.
PGE1 is critical to expedited DFU healing. Diabetic patients may possess only 42% of PGE1’s
binding functionality — a 58% decrease compared with normal, non-diabetic patients.6 Steroids
(glucocorticoids) further impair the Δ-6 desaturase pathway.1,7 NASIDs also impede the Δ-6 desaturase
pathway.8 During hypoglycemic episodes, the hormone glucagon is produced, further impeding the Δ-6
desaturase pathway (by means of cAMP).1,9
Even with good blood glucose control, endocrinologists may still see patients with severe
neuropathy — controlling blood sugars alone is often insufficient.10
Improvement in cardiovascular and microvascular blood flow, and oxygenation to the nerve is
required for optimum results in treating diabetic neuropathy.10

Compensating for impaired Δ-6 desaturase deficiency, the new medicament EZTREK™ —
uniquely addresses underlying etiology — simultaneously optimizing multiple metabolic
pathways, including:
1. The Δ-6 desaturase metabolic pathway favors the omega-3 series. Alpha-linolenic
acid is important for tissue structure and support. However, PGE1 is produced exclusively from
the omega-6 series. EZTREK™ solves this issue by specific calibration of both omega-6 / -3 series
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and with specific modulation of their long-chain metabolites.1,2,1,2
2. EZTREK™ further enhances patients’ production of PGE1 — by calibration of gamma-linolenic
acid with docosahexaenoic acid — significantly decreasing inflammatory symptoms of neuropathy.3
“PGE1 can reactivate Na(+)-K(+)-ATPase at the surfaces of nerve cells, improve neuronal metabolism and
inhibit oxidation of the plasma membrane of a cell, all of which contribute to the improvements of
DPN.”4
3. Myelin is comprised of lipids.5 Polyunsaturated fatty acids of the n-6 series also form key
structural components of the neuronal cell membrane, membrane-bound enzymes and myelin.1 The
EZTREK™ formulation maximizes nerve healing.
4. Diabetic patients frequently consume (processed) foods that decrease the most fundamental
substrate precursor of PGE1 — functional linoleic acid.6,7,8 Furthermore, the important cellular unfolded
protein response (UPR) in secretory cells, such as the pancreas, is activated not only by unfolded
proteins, but also by aberrant lipid composition (induced by the diet) of the ER membrane referred to as
lipid bilayer stress. This response can trigger long-term stress (chronic inflammation). EZTREK™ calibrated
EFA / eicosanoid modulating ratios are formulated to compensate for this and other obstacles that
may impede the Δ-6 desaturase pathway.9
5. “This effect [from PGE1] might prevent nerve tissue ischemia… and ameliorate nerve function
— by increasing oxygen delivery….”10 EZTREK™ is designed for maximum cellular oxygenation.11
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How EZTREK™ Works

Uniquely Treating Diabetic Neuropathy
Utilizing Novel Mechanisms of Action
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Lipids are the #1 (Modifiable) Variable in Tissue
Composition with Potential to Impact Healing.1,2
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“…Motor nerve conduction velocities of peroneal, median, and ulnar nerves all significantly
improved in PGE1 group …. Similarly, sensory nerve conduction velocity of sural and ulnar
nerves showed a significant improvement after PGE1 treatment. Microvascular dysfunction
causes regional ischemia and oxygen deficiency in nerves, and impair blood-nerve barrier,
which eventually results in neural edema and dystrophy and nerve degeneration. Studies
have demonstrated that PGE1 can limit injury by regulating blood flow, normalizing nitric
oxide and superoxide release, limiting inflammation by reducing leukocyte infiltration,
reducing circulating plasma endothelin-1 (ET-1) level, and inhibiting proinflammatory
cytokine production." (Wu, J, et al., “PGE1 improves diabetic peripheral neuropathy in
patients with type 2 Diabetes,” Prostaglandins & other Lipid Mediators 126 (2016) 24–28).

EZTREK™, the new patented Medical Food — specifically and uniquely formulated for
the diabetic population. Positively impacts multiple metabolic pathways simultaneously.
EZTREK™ distinctively compensates for impaired Δ-6 desaturase functionality — increasing
PGE1 output to expedite neuropathic healing.
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Metabolic Pathways Required For Optimal Neuropathic Improvement
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