
L I N K  TO  O R I G I N A L  A RT I C L E
L I N K  TO  A U T H O R ’ S  R E P LY

A recent Perspective article that provided 
a critical analysis of the food addiction 
model as it relates to obesity stated that the 
model is “misleading”, with supporting evi-
dence described as “inconsistent and weak” 
(Obesity and the brain: how convincing is 
the addiction model? Nature Rev. Neurosci. 
13, 279–286 (2012))1. Whether non-drug-
related addictions exist has been debated, 
with recent proposals for the fifth edition 
of the Diagnostic and Statistical Manual of 
Mental Disorders (DSM‑5) giving the con-
cept greater credence2–4. The timely article 
by Ziauddeen et al.1 raised important points, 
including differences in findings across 
studies of obesity. Although we agree that 
not all obese individuals exhibit food addic-
tion, we believe it is premature to reject the 
concept of food addiction. The extent to 
which food addiction applies to individuals 
with obesity, or subgroups thereof, deserves 
further research, particularly as such studies 
may help to better define clinically relevant 
subgroups who respond differently to spe-
cific prevention and treatment strategies5. 
Rejection of a model on the basis of limited 
data could be deleterious.

The investigation of clinically relevant 
eating-related behavioural phenotypes, 
including food addiction, has been cited as 
important6. As noted by Ziauddeen et al.1, 
preclinical models provide support for the 
construct of food addiction7,8. As in preclini-
cal models, addictive eating patterns do not 
always equate to obesity in humans. When 
using the psychometrically validated Yale 
Food Addiction Scale that adapts DSM, 
fourth edition, text revision (DSM‑IV‑TR) 
criteria for substance dependence to food 
consumption, 25% to 37.5% of obese indi-
viduals meet criteria for food addiction, with 
rates for meeting the criteria being twofold 

to threefold times greater in obese versus 
lean groups9,10. Approximately fivefold 
greater rates of food addiction are observed 
in obese people with binge-eating disorder11, 
a condition that is responsive to different 
clinical interventions from those that are 
effective for non-binge-related obesity12.

Obesity is a heterogeneous entity. A fail-
ure to recognize and investigate individual 
differences could hamper the develop-
ment of improved treatments and policies. 
Although Ziauddeen et al.1 note inconsist-
encies in addiction-related neurobiologi-
cal findings in obesity, particularly those 
related to functional MRI, such findings 
may reflect the heterogeneity of obesity, as 
the authors indicate. Although the cogni-
tive neuroscience approaches cited by the 
authors will be very important in the pro-
cess of understanding this heterogeneity, 
they may be less transportable and adapt-
able to treatment settings than are clinical 
assessments, such as those measuring food 
addiction. 

To determine the validity and clinical 
relevance of food addiction to obesity, or 
subgroups thereof, more research is needed, 
with the resulting findings being potentially 
relevant to efforts to match specific inter-
ventions with specific groups of people. 
Just as it might be premature to accept food 
addiction as a model for obesity, it may 
also be premature to discard such a model, 
particularly when so little research has 
been done (see TABLE 2 in Ziauddeen et al.1, 
citing only one functional MRI study that 
directly assesses food addiction). If found 
to be applicable to a considerable popula-
tion with obesity, a food-addiction model 
may not only help clarify findings in obe-
sity but, importantly, could also lead to new 
interventions for preventing and treating 

obesity, facilitated by decades of research in 
substance addiction13. If we are to prema-
turely dismiss such a potentially important 
model on the basis of limited studies, we 
could miss important opportunities to 
improve health worldwide.
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