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KEY TAKEAWAY Life Lever — a condition-agnostic AI/ML platform that introduces personalized, label-bounded variability in dose and timing — produced consistent 

improvements across five treatment-resistant conditions. A proof-of-concept study now applies it to curcumin in early-symptomatic AD, using plasma biomarkers as 
the primary endpoint.
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Setting a strategy to prevent or slow 

progression of a chronic disease such as 

Alzheimer's disease (AD) is challenging: 

progression is non-linear, varies between 

patients, and newly available AD therapies 

show low response rates with a high-risk 

profile.

The Constrained Disorder Principle (CDP) 

provides a framework for understanding the 

function of biological systems. A growing body 

of evidence shows that CDP-based 

interventions — which introduce personalized 

biological noise — can improve response even 

when treatment resistance is present.

Life Lever is an AI/ML-powered tool that acts 

as a reminder with controlled variance in dose 

and timing, within the approved label. It is 

agnostic to condition or remedy and uses pre-

defined measures (e.g., a lab or performance 

test, or patient-reported outcomes) to guide 

the variance pattern and optimize outcomes.

A set of open-label studies was conducted in 

individuals who had experienced a significant 

degree of treatment resistance.

Life Lever guided the the medical treatment to 

which resistance was experienced.

Outcome measures:

• Biomarkers

• Function tests

• Disease scales

Follow-up: 6–12 weeks.

Conditions tested:

• Congestive heart failure (CHF)

• Multiple sclerosis (MS)

• Gaucher disease

• Metastatic cancer

• Chronic pain, treated with cannabionoids

(real-world study)

In most participants, consistent improvements 

were observed across all the measures:

• Dose reduction — e.g., diuretics in the CHF 

study

• Improved biomarkers — e.g., natriuretic 

peptides in CHF; imaging in MS and cancer

• Improved function — e.g., the 10-metre 

walk test

• Good adherence — >80% engagement in a 

real-world setting for >3 months

Improvements were seen even where prior 

treatment resistance had limited response —

consistent with the CDP hypothesis that 

bounded, personalized variability restores 

responsiveness.

Life Lever can be combined with remedies that 

were tested in AD and showed positive signals 

but failed in pivotal studies — or were not 

pursued — due to dosing uncertainties or lack 

of proprietary position.

Planned AD proof-of-concept:

• Life Lever combined with curcumin

• Population: individuals with early-

symptomatic AD

• Primary endpoint: plasma biomarkers

• Additional endpoints: cognitive and 

functional tests

This positions a CDP-based, label-bounded 

variability approach as a potential disease-

modifying intervention for AD.
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