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A new model of disease is health exists when degeneration and regeneration are in balance. Inflammation is the fulcrum between
the two, being both beneficial in repair and detrimental by promoting degeneration.

1. Insulin in excess (insulin resistance) is a proliferative hormone that promotes abdominal obesity, lipid infiltration of blood
vessels, hypertension, and is a precursor to cardiovascular events.

2. Allostasis, the innate drive for energy storage, introduces noise into the metabolic control loops resulting in obesity, and
inflammation from excess fat.

3. The microcosm of bacteria influenced by dietary intake mainly carbohydrates is one of the inflammatory triggers that
promotes insulin resistance.

This model suggests a low inflammatory diet, exercise, and weight loss decreases the proliferative effects of insulin, increases
circulating stem cells, and decreases inflammation to maintain health.
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