
John Molot, MD, a leading medical and scientific advisor, delivered a landmark presentation that 
provides a scientific label for Multiple Chemical Sensitivity (MCS) and supports it with a concrete 
biological framework. His primary goal was to demonstrate that MCS is not a psychological 
condition, but a predictable physiological reaction grounded in evolutionary medicine and 
modern toxicology. By using the Bradford Hill criteria - a gold-standard scientific framework for 
proving cause and effect - Dr. Molot argued that we can finally move past the harmful psychiatric 
labelling that leads to incorrect treatments like behavioural therapy and instead focus on the true 
biological drivers of the condition. 

At the center of his argument is the concept of evolutionary mismatch. Dr. Molot explained that 
for billions of years, living organisms developed sophisticated cellular defence systems to detect 
and avoid environmental toxins. These ancient systems rely on specialized molecular sensors 
called TRP receptors, which act like biological "smoke alarms." In our modern world, however, 
humans are exposed to a relentless cocktail of synthetic chemicals from "womb to tomb." For 
people with MCS, these ancient smoke alarms have become hypersensitive. This is not a 
malfunction in the mind, but a recalibration of the body’s physical defence setpoints. When 
these receptors are constantly bombarded by indoor pollutants and scents, they enter a state of 
"allostatic load," where the body is under such continuous strain that its thresholds for reaction 
drop significantly, causing the nervous and respiratory systems to overreact to even trace 
amounts of chemicals. 

Dr. Molot directly challenged the outdated toxicological belief that "the dose makes the poison." 
While classical toxicology focuses on high-dose exposures, Dr. Molot showed that MCS is best 
understood through systems biology and the toxic potential of mixtures. He explained that MCS 
patients often have less effective detoxification systems, which leads to oxidative stress and 
tissue damage. This damage further sensitizes the TRP receptors, creating a feedback loop 
where the body becomes increasingly reactive. He highlighted that there are now 21 
case-control studies and 9 brain imaging studies confirming that the central nervous systems of 
people with MCS process chemical signals differently than unaffected individuals. These are 
measurable, physical changes in the body that cannot be ignored or dismissed as "subjective." 

To provide a roadmap for clinical understanding, Dr. Molot introduced the Adverse Outcome 
Pathway for MCS. This model links a specific stressor, like common household chemicals, to a 
molecular initiating event  (the binding of those chemicals to TRP receptors). This triggers a 
sequence of key biological events, including the sensitization of sensory nerves and the release 
of inflammatory messengers. The final outcome is the medically observable MCS phenotype, 
characterized by multi-organ symptoms and functional impairment. Dr. Molot proved that the link 
between chemical exposure and MCS symptoms is a coherent, mechanistic pathway rather 
than a random correlation. 

Ultimately, Dr. Molot’s presentation served as a powerful validation of the MCS mechanism. He 
emphasized that the rising prevalence of the condition in Canada is a signal that our 
environmental reality is overwhelming our biological capacity to adapt. He provided the scientific 
community with a clear mandate to start addressing the environmental triggers and 



physiological sensitization at the root of the disease. This shift in perspective is vital for ensuring 
that patients receive appropriate environmental accommodations and medical care based on 
science rather than stigma. 
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