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For the past century, the advice to the overweight and 
obese has remained consistent: consume fewer calories 
than expended and weight will be lost. this prescription 
seems irrefutable, but it doesn’t seem to work in practice. 
Clinical trials have repeatedly demonstrated that neither 
eating less nor moving more reverses the course of obesity 
in any but the rarest cases.

this contradiction has provided a catalogue of clinical 
literature almost mind-boggling in its internal inconsisten-
cy. “Dietary therapy remains the cornerstone of [obesity] 
treatment and the reduction of energy intake continues 
to be the basis of successful weight reduction programs,” 
observes The Handbook of Obesity in 1998, for instance, 
before then going onto acknowledge that the results of 
such therapy “are known to be poor and not long-lasting”.

The very idea that such advice might benefit obese indi-
viduals borders on nonsensical, presupposing, as it does, 
that they are either unconcerned about their weight, ig-
norant, or stubbornly unwilling to do anything about it. 
(as Hilde Bruch, the leading U.s. authority on pediatric 
obesity, observed over fifty years ago, “More than in any 
other illness, the physician [treating the obese patient] is 
called upon only to do a special trick, to make the pa-
tient do something – stop eating – after it has already been 
proved that he cannot do it.”) none of these notions has 
compelling evidence to support it, yet health authorities 
still repeat the mantra: obesity is caused by overeating; 
eating less and exercising more is the cure. any attempt to 
argue otherwise is treated as quackery.

In most scientific disciplines, the failure to demonstrate 
that a superficially obvious hypothesis actually predicts 
reality will persuade researchers to question the assump-
tions on which that hypothesis is based. yet in obesity re-
search, it is rarely the basic hypothesis that is questioned. 
instead, we blame the patient for lacking the moral forti-
tude to do what’s necessary. the existence of an obesity 
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epidemic—and a diabetes epidemic along with it—has 
not altered this situation. 

the institutionalized conviction that fat is regulated 
fundamentally by a balance of calories consumed and 
expended—the energy balance hypothesis of obesity—is 
based on a simplistic and fallacious interpretation of the 
first law of thermodynamics. This law dictates that energy 
is neither created nor destroyed, so calories consumed 
must be either stored, expended or excreted. thus, an 
individual getting fatter (and heavier) must be taking in 
more energy than is being expended. the individual must 
be in positive energy balance – i.e., overeating.

But this physical law says nothing about causality. it 
contains no causal information. it says nothing about why 
the individual is in positive energy balance, nor why the 
individual is getting fatter, only that these two phenomena 
co-exist. saying that obesity is caused by positive energy 
balance – by overeating and/or sedentary behaviour -- is 
like saying that physical exhaustion or chronic fatigue 
syndrome are caused by a lack of energy. it sounds obvi-
ous; it says nothing.

to understand why this issue of causality is crucial, 
consider the analogy – growing children -- used by Ger-
man and austrian clinicians prior to the second World 
War when they discussed the causes of obesity, which 
they considered very obviously a hormonal and genetic 
disorder. When children go through growth spurts, they 
are likely to eat voraciously - to overeat. indeed, they have 
to do this to fuel their growing bodies. they do not grow 
because they overeat, though; they overeat because they 
are growing. The growth is induced by hormones, specifi-
cally growth hormone.

Just as an obese individual will lose weight when starved 
or semi-starved, a child’s growth can be stunted under the 
same conditions, but neither observation implies that tak-
ing in more calories than expended is the root cause of 
the growth – whether or fat tissue or lean. 

Considerable evidence has always existed that obesity 
is indeed a hormonal disorder, just like any other growth 
defect. it has been known the early 1960s that insulin is 
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the primary regulator of fat accumulation in the human 
body. When insulin levels are elevated, fat accumulates 
in fat tissue. When insulin levels fall, fat is released and 
used for fuel. Moreover insulin levels in the human body 
are effectively driven by the quantity and quality of carbo-
hydrates consumed. 

these are not controversial statements. What is con-
troversial is their obvious implication: that obesity is fun-
damentally caused by the consumption of refined grains, 
starches and sugars, leading to insulin resistance and dys-
regulation of insulin signaling. 

By looking at obesity from the perspective of human 
biology rather than physics, the null hypothesis of obe-
sity should arguably be that it is caused by the carbohy-
drates we consume via their short term and chronic effects 
on insulin secretion and insulin signaling (and probably 
leptin, as well). By causing insulin resistance and hyper-

insulinemia, these nutrients shift the partitioning of fuel 
toward storage rather than oxidation, and so both increase 
hunger and decrease the energy expended in metabolism 
and physical activity. in short, obesity is caused not by 
overeating or sedentary behavior, but by hormonal disor-
der triggered by the consumption of refined and/or easily-
digestible carbohydrates and sugars. 

obesity researchers, nutritionists and health authori-
ties have historically considered this hypothesis to be the 
provenance of diet book doctors and so, by implication, 
quacks, despite the fact that all it argues is that obesity is 
akin to any other human growth disorder and so caused by 
hormonal/enzymatic disturbances rather than a failure of 
willpower. the hypothesis has the ability to explain most, 
if not virtually all of the relevant observations having to do 
with obesity, diabetes and their on-going epidemics and 
should be taken seriously and tested rigorously. 


