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Abstract
Dietary relapse is commonly framed as a failure of motivation or restraint. This paper explores a 
complementary hypothesis: behavioural stability during dieting may itself be influenced by 
physiological energy availability. The hypothesis builds directly on the MSc observation that 
larger intended deficits were associated with greater intake variability.1,2,3,4

Behavioural Instability
Dietary relapse is often described in moral or motivational terms. These factors can matter, but 
they do not explain why restriction itself can increase hunger, food salience and preoccupation. 
The Minnesota starvation data demonstrate that profound behavioural changes can arise in 
motivated people when energy availability is reduced.1,2,3,4

The MSc pattern is better described as oscillation than simple failure. Participants repeatedly 
moved above and below targets. A large deficit may increase compensatory drive; increased 
intake reduces the deficit; concern about the increase then prompts renewed restriction. Over 
time, mean intake can drift closer to need while daily behaviour appears highly inconsistent.5,6

Appetite as Behavioural Pressure
Leptin, ghrelin and hypothalamic signalling provide a mechanistic bridge between energy state 
and behaviour. Weight loss can produce persistent hormonal changes that favour hunger. The 
subjective experience may be cravings, food thoughts or declining restraint, but the behavioural 
pressure has a physiological component. This does not remove agency; it recognises that 
physiological state changes the difficulty of the behavioural task.7,8,9,10,11,12,13
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EPK Interpretation
EPK proposes that behavioural consistency itself may be an outcome worth monitoring. Lower 
EPK states may predict greater intake variability, stronger food preoccupation, poorer sleep and 
reduced recovery. If so, escalating restriction after overeating could amplify the cycle. A 
physiology-aware intervention would seek first to stabilise intake and recovery before imposing a 
new deficit.

Conclusion
Eating behaviour remains multifactorial and the proposed relationship is not established 
causally. Nevertheless, the model creates testable predictions: prospective research can examine 
whether EPK predicts day-to-day intake variance and adherence independently of baseline 
restraint, body composition and intended deficit.
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Publication Note
This manuscript is part of the EPK (Energy Per Kilogram) paper series developed by Billy Craig, 
MSc. The paper should be cited as a working/preprint paper until peer-reviewed publication. 
EPK-specific propositions are presented as hypotheses where they extend beyond the cited 
evidence.
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