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Abstract
Purpose of Review Hyper-palatable foods (HPF) may exploit our neurobiological propensities to seek and consume reward-
ing foods. The review highlights evidence from basic behavioral and neurobiological studies in humans on the reinforcing 
properties of HPF and consequences of repeated HPF consumption over time. The review also addresses HPF within the 
context of the US food environment.
Recent Findings There is reasonably strong behavioral evidence to indicate that HPF may have reinforcing properties that 
are similar to drugs of abuse. Evidence indicates that healthy individuals may exhibit greater preference for HPF relative to 
non-HPF and that powerful cues may develop that indicate the presence of HPF as a reward. Preliminary evidence indicates 
that elevated HPF intake may yield neurobiological consequences for brain reward neurocircuitry. The US food environment 
provides wide and easy access to HPF. Conceptualized as a substance, HPF exist unregulated in our environment, similar 
to the tobacco availability in the 1940s. Parallels have been drawn between food and tobacco company practices; a review 
of industry documents indicates that tobacco companies owned major US food companies since the 1980s, possibly leading 
the development and proliferation of HPF.
Summary There is reasonably strong evidence to indicate that HPF may have powerful reinforcing properties similar to 
drugs of abuse; however, more longitudinal work is needed.
Critical attention to the factors and drivers of HPF proliferation in the US food system is paramount to conceptualizing the 
presence of HPF in our food environment and in considering strategies to protect the US population’s health.
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Introduction

Food as a Reinforcer and Hyper‑Palatable Foods

Food consumption promotes our survival. Accordingly, con-
sumption of food is an inherently rewarding process that 
serves to increase the likelihood that we consume more food 

in the future [1, 2]. There are multiple mechanisms through 
which food serves to reinforce our ingestive behavior, which 
consist of behavioral learning processes and internal physi-
ological processes. The role of physiological processes, 
such as those related to gut-brain signaling, have recently 
been reviewed [3, 4]. Behavioral reinforcement processes, 
which may have important influences on neurobiological and 
physiological processes, will be the focus of this review.

Many foods are palatable in their originally occurring 
forms in nature. For example, fresh fruits such as an apple 
are typically sweet and pleasant to ingest. Many vegetables, 
such as zucchini or broccoli, have savory flavors and may 
also be pleasant to ingest. The appealing properties of foods 
elicit our approach toward and consumption of food, thereby 
promoting our survival [5]. Neurobiologically, consump-
tion of a food (upon initial exposure) activates brain reward 
neurocircuitry, which provides a pleasant eating experience 
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and serves to promote further ingestion [6, 7]. With repeated 
consumption of a food, cues indicating the presence of a 
food (e.g., sweet scent of an apple) activate brain reward 
pathways, promoting approach and consumption of the food 
[8]. Along with the pleasant and rewarding characteristics 
of food, foods that occur in nature typically contain one 
primary palatability-inducing nutrient that occurs in com-
bination with nutrients that promote satiety. For example, 
sugar in an apple is accompanied by both fiber and water, 
which promote satiety and slow the process through which 
sugar may be absorbed and digested. Thus overall, a set of 
evolutionarily important processes exist that reinforce our 
approach toward and consumption of food, and these occur 
alongside nutritional safeguards, such as satiety-promoting 
nutrients, that together influence our consumption behavior 
[9].

Hyper‑Palatable foods

In the current US food system, many available foods have 
been modified from their originally occurring forms in 
nature. Food modification is not inherently problematic. 
However, some foods have been altered in ways that may 
serve to exploit our neurobiology and behavioral propen-
sity to approach and consume palatable foods. For example, 
hyper-palatable foods (HPF) are foods that have substantial 
deviations from their naturally occurring forms, and these 
deviations are designed to maximize a food’s rewarding 
properties during consumption [10•]. In contrast to natu-
rally occurring foods that contain one primary palatability 
inducing nutrient, HPF contain combinations of nutrients 
that are not typically found in nature (e.g., high quantities of 
both sugar and fat) [11]. The combinations of nutrients are 
present at thresholds that artificially enhance a food’s palat-
ability and provide a highly rewarding eating experience, 
eliciting strong activation in brain reward regions [3, 12]. 
Furthermore, HPF may delay engagement of physiological 
satiety mechanisms and extend eating occasions involving 
HPF. Sensory specific satiety is an exposure-based mecha-
nism that serves to bridge food intake with gastro-intestinal 
reception and processing of food [13]. Within a meal, each 
bite of a food will be experienced as less enjoyable or pleas-
ant than the prior one, which is a learning-based habitua-
tion process that leads to the cessation of consumption [13]. 
However, sensory-specific satiety is a process that is subject 
to variability based on characteristics of a food, and evidence 
indicates that HPF may garner weaker sensory specific sati-
ety responses compared to non-HPF, which may facilitate 
extended eating occasions [14]. Taken together, HPF may 
create a highly rewarding eating experience and may delay 
engagement of physiological satiety mechanisms, leading to 
excess energy intake.

Many different types of foods may be hyper-palatable. 
Our analysis of HPF in the US food system revealed that 
HPF are widely available and comprise many different types 
of foods and products [10•]. For example, some HPF may be 
fast foods and desserts, which may be expected to be hyper-
palatable. However, HPF may also many meal-based items, 
frozen foods sold in grocery stores, snacks, and even some 
foods marketed as healthy due to having reduced calories 
or fat [10•]. Furthermore, foods identified as related con-
structs in the literature, such as ultra-processed foods and 
high energy density foods, may also be hyper-palatable. For 
example, ultra-processed foods undergo extensive process-
ing and often contain industrial additives that are designed to 
enhance a food’s palatability (e.g., high fructose corn syrup 
as a sweetener); thus, many ultra-processed foods may be 
hyper-palatable [15]. In addition, foods with elevated energy 
density may contain nutrients such as fat and/or sugar that 
increase both the caloric density of the food and a food’s pal-
atability [16, 17]. Thus, foods with high energy density may 
also have enhanced palatability. To this point, our prior work 
has indicated that approximately 50% of foods that are HPF 
also have high energy density and that > 60% of HPF may 
also be classified as ultra-processed [10•, 18]. Thus, foods 
that have enhanced palatability are extremely widespread in 
our food system and are present across many types and cat-
egories of foods. In this review, the term HPF will be used to 
describe foods that may have artificially enhanced palatabil-
ity; however, the foods may be described using other termi-
nology (e.g., high energy density) in their original articles.

Hyper‑Palatable Food as a Substance

HPF may serve as potent rewards and may yield reinforce-
ment processes that drive habitual intake of HPF, similar to 
the reinforcement processes observed with other powerful 
reinforcers, such as drugs of abuse. In this regard, Gearhardt 
and colleagues have suggested that HPF may be considered 
the target substance of food addiction [19•, 20]. If viewed 
as a substance, HPF may be expected to induce a series 
of behavioral and neurobiological changes from repeated 
consumption over time, which would serve to drive and 
maintain habitual HPF intake. For example, with drugs of 
abuse (alcohol, nicotine, opioids, etc.), ample evidence has 
indicated that repeated consumption of a substance yields a 
series of neurobiological changes that drive continued use 
[21, 22]. For example, with repeated substance use, neuroa-
daptive changes occur from repeated and excessive activa-
tion of brain reward neurocircuitry, such that individuals 
experience blunted pleasure or reward during use, but also 
experience greater motivation or drive to use as they become 
hyper-sensitive to substance-related cues in the environment 
(sensitization) [22]. As a result, a behavioral pattern occurs 
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in which individuals exhibit strong motivation to use and 
engage in compulsive use despite consequences, often while 
experiencing less pleasure or rewarding effects while using 
[21, 23]. Importantly, the effects are on a continuum and in 
a dose–response relationship. Thus, effects may be relevant 
for those who engage in a variety of use patterns, from occa-
sional to excessive or daily use [24]. Applied to HPF, similar 
behavioral, motivational, and neurobiological changes may 
be expected to occur as repeated HPF intake may serve to 
dysregulate neurobiological reinforcement mechanisms [25]. 
Effects may be expected to occur most prominently among 
individuals who engage in excess HPF intake and/or who 
have individual risk factors or vulnerabilities to the reward-
ing effects of HPF [26–28]. However, the reinforcing proper-
ties of HFP would also be expected to be observed on a con-
tinuum, with most of the population exhibiting some level 
of approach toward and preferential consumption of HPF, 
which may yield passive overconsumption and/or reward-
driven eating behavior. A smaller segment of the population 
would be expected to develop compulsive use of HPF due 
to preexisting vulnerabilities to the reinforcing properties of 
HPF [29]. The evidence for HPF as a potent reinforcer with 
similar properties as other substances of abuse is reviewed 
herein, with a summary of behavioral evidence first, fol-
lowed by neurobiological evidence in humans. It should 
be noted that the foods evaluated in the studies described 
below aligned with the premise of hyper-palatability; how-
ever, many used other terms to describe and identify foods.

Behavioral Evidence (Humans)

If HPF serve as potent reinforcers and drive HPF intake 
behavior, evidence from basic behavioral studies should 
indicate that healthy individuals exhibit preferential valu-
ation and approach toward HPF, relative to foods that are 
not HPF (non-HPF). Evidence should also indicate that 
with repeated consumption, individuals experience greater 
motivation to consume HPF, becoming hyper-sensitive to 
HPF cues (sensitization). Overall, there is reasonably strong 
evidence to suggest that HPF may be valued and preferred 
over non-HPF, and there is preliminary evidence indicating 
that repeated HPF intake may elicit enhanced motivation to 
consume HPF (sensitization) over time. However, given the 
substantial body of literature focused on consequences of 
HPF intake (e.g., obesity and food addiction), far fewer basic 
behavioral studies have been conducted to establish these 
fundamental aspects of HPF as reinforcers among healthy 
individuals.

Evidence indicates that healthy individuals may on 
average exhibit greater valuation of and preference for 
HPF compared to non-HPF. Studies in the literature have 
examined preferences for HPF using behavioral tasks that 
measure valuation of HPF and non-HPF based on (1) how 

much individuals are willing to pay to access an HPF or non-
HPF or (2) how much effort individuals exhibit (e.g., mouse 
clicks) to access an HPF or non-HPF. Overall, evidence has 
indicated that on average, healthy individuals may be will-
ing to pay more for or exhibit greater behavioral effort to 
obtain an HPF vs a non-HPF, indicating greater valuation 
and preference for HPF vs non-HPF among healthy samples 
of adults [30–34], adolescents [35–37], and children [38]. In 
addition, one study examined preference and choice impul-
sivity for HPF vs non-HPF among healthy adults and used 
a standardized definition of HPF to select food items [39]. 
Similar to the studies of HPF valuation, results indicated 
that individuals exhibited greater choice impulsivity that was 
specific to HPF, compared to non-HPF [39]. Thus overall, 
evidence suggests that healthy individuals on average exhibit 
preferential valuation of HPF relative to non-HPF, likely due 
to their stronger reinforcing properties.

Evidence also supports the premise that individuals seek 
out/approach HPF for their rewarding effects. First, a large 
body of evidence has suggested that cues that indicate the 
presence of HPF, such as food logos, signs, and related 
paraphernalia, may become conditioned stimuli that predict 
the availability of HPF [40–42]. We navigate our environ-
ments by learning about cues that maximize our chances 
of obtaining evolutionarily meaningful rewards (e.g., food) 
[40]. Thus, the development of conditioned cues for HPF 
speaks to the strength of HPF as a reinforcer and parallels 
the cue development processes that occur with substances 
[43]. In addition to eliciting approach to HPF cues, prelimi-
nary evidence also indicates that HPF may be sought and 
consumed for their rewarding effects. For example, research-
ers have found that one common motive that individuals 
seek out HPF is for their rewarding effects, termed enhance-
ment motive in the literature [44, 45]. Consuming HPF for 
their rewarding effects has been specifically identified as an 
important motive in binge eating when conceptualized on a 
continuum from passive overconsumption to loss of control 
eating [46]. Furthermore, preliminary evidence indicates 
that HPF, when defined using the standardized definition, 
comprised the vast majority of calories consumed during 
binge eating episodes among a clinical eating disorders 
sample, thus indicating that HPF may be primarily targeted 
for consumption during clinically significant binge eating 
episodes [47]. Overall, evidence indicates that HPF may be 
sought out for their rewarding effects, consistent with other 
substances of abuse.

Preliminary behavioral evidence from several studies has 
suggested that repeated HPF consumption over time may 
increase motivation to seek out HPF as individuals become 
hyper-sensitive to HPF cues; however, observed effects have 
varied across studies and groups examined. For example, 
two experimental studies among healthy adults used 14-day 
exposure protocols in which participants consumed the same 
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HPF snack daily. Both studies reported that motivation to 
consume the HPF, measured behaviorally, increased over 
the exposure period for individuals with obesity; however, 
motivation to consume HPF decreased among individuals 
without obesity [48, 49]. In a longer trial among healthy 
adults, findings revealed that motivation to consume HPF 
did not change following daily HPF snack intake over 
12 weeks [50]. The retention of motivation to consume the 
HPF snack despite repeated exposure over time was inter-
preted to indicate that HPF may circumvent habituation pro-
cesses that would be expected to occur with repeated expo-
sure over time [50]. Finally, in another 14-day consumption 
trial among adolescents, researchers reported the sample 
on average exhibited decreases in motivation to consume 
HPF following daily HPF intake [37]. However, the small 
proportion of adolescents in the sample who experienced 
increased motivation to consume HPF had greater weight 
gain at 2-year follow-up [37].

Overall, a reasonably strong body of basic behavioral 
evidence suggests that on average, healthy children, ado-
lescents, and adults may exhibit greater valuation of HPF 
relative to non-HPF and may seek out HPF in response 
to cues in the environment. Longitudinal evidence of the 
effects of HPF from repeated consumption over time is much 
more limited and has indicated that in response to repeated 
HPF intake over 14–21 days, some individuals may experi-
ence enhanced motivation to consume HPF (sensitization); 
however, it is unclear whether the effects may be observed 
overall or individuals who may be particularly sensitive to 
the rewarding effects of HPF. Thus, more work is needed, 
particularly longitudinal consumption studies to characterize 
the effects of HPF exposure on potential change in motiva-
tion to consume HPF over time, which may lead to habitual 
HPF intake.

Neurobiological Evidence (Humans)

A limited number of studies have examined the basic effects 
of HPF consumption on brain reward neurocircuitry (exam-
ined cross-sectionally) and neurobiological changes (exam-
ined longitudinally). Regarding cross-sectional evidence of 
HPF intake patterns and brain reward responsivity, most of 
the evidence has been indirect. For example, substantial evi-
dence from cross-sectional studies has identified differences 
in brain reward responsivity by weight class or BMI [51]. In 
these studies, BMI or obesity status has been used as a proxy 
to indicate repeated/habitual HPF intake; however, most 
studies have not studied the association between HPF intake 
and brain reward responsivity explicitly. In this regard, in 
a recent meta-analytic review of the literature, researchers 
reported that individuals with obesity were found to exhibit 
greater responsivity to food cues in brain regions that gov-
ern reward and motivation, suggesting that individuals with 

obesity may exhibit sensitization to HPF cues [51]. Only 
three prior cross-sectional studies directly examined the 
association between HPF intake and brain reward respon-
sivity, all of which were conducted among healthy samples 
of adolescents or adults. For example, the studies used fMRI 
paradigms and found that greater dietary intake of HPF or 
sugar was associated with greater responsivity to HPF cues 
in brain reward regions (dorsal and ventral striatum), sug-
gesting sensitization to HPF [52], and reduced responsivity 
in striatal regions when consuming an HPF (e.g., a milk-
shake) [53, 54], thus indicating blunted reward respond-
ing during consumption. Overall, more work is needed to 
directly examine cross-sectional associations between HPF 
consumption and differences in HPF motivation and reward 
responsivity.

A small body of evidence from longitudinal studies sug-
gests that neurobiological changes may occur among ado-
lescents and adults from HPF or sugar intake over time. 
However, only one prior study measured intake, and the 
remainder assumed HPF intake through observed weight 
gain. Specifically, Burger et al. [55] provided experimen-
tal evidence that indicated that after consuming a sugar-
sweetened beverage for 21  days, adolescents exhibited 
marked increases in motivation to consume the beverage 
when exposed to cues and decreases in response in reward 
regions (e.g., dorsal striatum) during beverage consumption 
in fMRI. The large effects sizes suggested sensitization to 
the sugar-sweetened beverage cues over time [55]. In addi-
tion, two repeated measures studies examined the associa-
tion between weight or body fat gain, which was assumed 
to be a result of repeated HPF intake, and responsivity to 
HPF cues and consumption [56, 57]. Findings indicated 
that adolescents who gained body fat over a 3-year period 
exhibited increased striatal responsivity to HPF cues, sug-
gesting increased motivation to consume HPF [56]. Further-
more, in a sample of adult women, individuals who gained 
weight over a 6-month period were found to have reductions 
in striatal responsivity to consumption of an HPF during 
an fMRI paradigm [57], suggesting blunted responsivity to 
HPF reward during consumption. In addition to these stud-
ies, three studies with healthy children [58] and adolescents 
[59, 60] identified greater responsivity to HPF cues in brain 
reward regions at baseline to be prospectively associated 
with weight gain, with the assumption that greater HPF 
intake yielded may have contributed to changes in weight 
observed longitudinally.

Overall very limited evidence has directly connected HPF 
intake to cross-sectional differences or longitudinal changes 
in HPF reward responsivity and motivation. Most research 
has used BMI or weight gain and assumed that HPF con-
sumption was the underlying driver. More research is needed 
to directly examine the association between HPF intake and 
neurobiological changes. While not reviewed herein, the 
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animal literature presents compelling evidence that HPF and 
sugar intake may yield substantial neurobiological changes 
that are consistent with neurobiological changes observed 
with substances of abuse [61–64]. Thus, evidence in the 
human literature is needed to examine the basic connections 
between HPF intake and changes in reward neurocircuitry 
among healthy samples of children, adolescents, and adults, 
information that is key to understand potential consequences 
related to habitual/compulsive HPF intake, obesity, and food 
addiction.

In addition to a limited body of evidence, the existing 
literature is limited due to inconsistencies in terminology 
and definitions used to describe highly reinforcing foods. 
Prior studies in the behavioral and neuroimaging literature 
used a variety of descriptive definitions (e.g., fast foods) 
or terms (e.g., high energy density foods) when referenc-
ing foods that may be particularly reinforcing. Future work 
using a standardize definition of foods that have enhanced 
reinforcing properties is needed to bring concordance to the 
literature. Recently, Fazzino et al. [39] provided a stand-
ardized definition of HPF, which specifies quantitative 
thresholds for combinations of nutrients (fat, sugar, carbo-
hydrates, and/or sodium) that are hypothesized to induce 
hyper-palatability and as a result may be highly rewarding 
to consume. The provision of this definition is a first step in 
facilitating research with a standardized definition, which 
may strengthen scientific inquiry and policy guidance. In 
addition, given that definitions of energy density and ultra-
processed foods do not directly address a food’s palatabil-
ity (but do address other important food characteristics that 
may increase their reinforcing properties), it is important for 
future research to elucidate the degree to which the defini-
tions identify foods that may be consistent with or may be 
vary in their reinforcing properties compared to HPF. Over-
all, the field has substantial work to do to better define and 
identify the specific characteristics of foods (e.g., ingredient 
combinations and food processing characteristics) that yield 
their excessive reinforcing properties, which may strongly 
influence our food approach and intake behavior.

Distinction Between HPF as Substance vs Individual 
Differences in Vulnerability to HPF

The present review focuses on the reinforcing properties of 
HPF, conceptualized as a substance. This premise is distinct 
from most of the literature, which has focused on identifying 
individual-level differences in vulnerabilities to the effects of 
HPF. Most research has focused on identifying subgroups or 
characteristics of individuals who may be vulnerable to HPF 
effects and may be at risk for developing obesity or food 
addiction. For example, ample work from Epstein and col-
leagues has established that individuals differ in the degree 
to which they value food as a reward and that individuals 

with high food reinforcement may be at greater risk for obe-
sity [65–67]. In a similar lens of identifying individual-level 
vulnerabilities to HPF, Stice and Burger [68] presented a 
theoretical framework for obesity that identified individual-
level differences in sensitivity to HPF cues and neurobio-
logical changes from repeated HPF intake that may combine 
to increase obesity risk. Finally, Gearhardt and colleagues 
identified food addiction as a clinical phenomenon that is 
exhibited among a subset of individuals who may be particu-
larly susceptible to the rewarding effects of HPF and who 
demonstrate clinically significant symptoms and impairment 
from HPF consumption [69, 70].

Overall, extensive work has been conducted in the field 
to identify individual-level vulnerabilities to the rewarding 
effects of HPF that may occur among a subset of individuals 
in the population. Importantly, HPF may be the substance 
that directly facilitates the observed effects and conse-
quences. Thus, it is critical to gain a more thorough scientific 
understanding of HPF, defined using a standard definition, 
as a substance, in a similar manner as the field of addiction, 
which has conducted extensive research to understand the 
basic neurobiological and behavioral impacts of substance 
use (e.g., alcohol, nicotine, and opioids) on healthy indi-
viduals. Thoroughly understanding the neurobiological and 
behavioral changes that may occur from the intake of HPF is 
critical to developing prevention and treatment approaches 
that recognize the potency of the substance (HPF) and best 
address the target mechanism (HPF intake) that may yield 
clinical consequences such as obesity and food addiction 
among vulnerable individuals.

Hyper‑Palatable Foods in the US Food 
Environment

Behavior Doesn’t Occur in a Vacuum: The Food 
Environment

HPF are powerful reinforcers; however, use of a substance, 
or HPF in this case, is largely influenced by the surrounding 
environment. Choice is relative and depends on the avail-
ability of HPF, as well as the other alternatives in the envi-
ronment. In the USA, the food environment is considered 
obesogenic and is structured in a manner that maximizes 
access to HPF and provides limited access to alternative 
foods (e.g., non-HPF such as fresh fruits and vegetables) 
[71, 72]. This environmental structure may exacerbate 
approach and consumption of HPF as normative eating 
behavior (passive overconsumption), as well as potentially 
pathological behavior (e.g., food addiction). Thus, the food 
environment is structured to exploit our natural behavioral 
tendencies to seek out convenience in HPF access, and HPF 
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themselves are designed to exploit our neurobiological pro-
clivities to seek and consume highly rewarding foods. This 
picture is grim when considering the degree to which it may 
be possible to access and eat foods that do not excessively 
activate our brain reward neurocircuitry and the potential 
for population-level health consequences, such as obesity 
and food addiction.

How Did We Get Here? US Tobacco Company 
Involvement in the US Food System

The US food environment has changed dramatically since 
the early 1970s and may have been strongly influenced by 
the entrance of US tobacco companies to the food system. 
Below, changes in the food system are described first, fol-
lowed by a review of tobacco company involvement in the 
food system. Before the 1970s, the food environment in the 
USA was largely supplied by smaller, local food produc-
ers, and regional companies [73]. However, in the 1970s 
and 1980s, larger food companies developed by absorbing 
smaller food producers and food companies and centralizing 
food processing and distribution efforts [74]. As a result, 
food companies maximized their profits by consolidating 
production expenses and distribution efforts while substan-
tially increasing sales in the USA and globally [74, 75]. As 
food companies focused on minimizing costs, the companies 
also focused on developing food technology and creating 
less costly versions of ingredients, such as high fructose corn 
syrup, an inexpensive alternative to sugar [76]. As a result, 
the US food environment became saturated with inexpen-
sive, easily accessible HPF [75, 77].

The changes observed in the food environment since 
the 1970s occurred alongside the entrance of a new player 
in the US food system, US tobacco companies. Leading 
tobacco companies in the USA, specifically Phillip Mor-
ris and RJ Reynolds, began investing in food companies 
in the 1970s and 1980s, which served to compensate for 
declining tobacco sales and increased federal regulation 
of tobacco products in the USA [78, 79]. By the 1990s, 
tobacco companies led the US food market in sales annu-
ally [80]. For example, tobacco company Phillip Morris 
entered the US food market in the early 1980s and bought 
two major food brands, Kraft and General Foods. By 1985, 
Phillip Morris had more than double the US market shares 
compared to any other food company [81], a position that 
was maintained through the 1990s [80]. By 1999, Phil-
lip Morris brands led the market in sales of 17 out of 20 
food product categories, such as frozen foods [78]. The 
investment in the food system was extremely profitable 
for Phillip Morris; sales from food products were approxi-
mately equal to sales of tobacco products between 1989 
and 2001 [78, 82, 83] and helped buoy the company’s prof-
its during a time of intense litigation and profit loss from 

tobacco. Phillip Morris-developed food products are still 
very present in the food environment today. Kraft remains 
a leading food company and is owned by a now-parent 
company of Phillip Morris, Altria Group [83, 84]. Thus, 
Phillip Morris’s influence and involvement in the food sys-
tem has been a reliable and stable factor in our food system 
since the early 1980s.

The RJ Reynolds tobacco company had a similar tra-
jectory of involvement in the food system, although their 
food products were specialized to specific market seg-
ments. RJ Reynolds initially bought into the US food 
system via the sugar-sweetened beverage market in the 
1960s and expanded their ownership to include Nabisco, a 
major snack food company, in the 1970s [85, 86]. By 1986, 
sales of food and tobacco products for RJ Reynolds were 
approximately equal in the company’s portfolio [79], sug-
gesting food sales were a major contributor to RJ Reynolds 
revenue in the tobacco litigation era. By 1990, Nabisco 
was the largest manufacturer and marketer in cookie and 
cracker industry in USA, with market shares that were 
2–3 times larger than their closest competitors [79]. Thus, 
RJ Reynolds also had a major impact in leading the US 
food system through the 1990s, with a specific focus on 
specialty snacks and sweetened drinks. However, by the 
late 1990s, RJ Reynold’s market shares from food products 
dropped, and by the early 2000s, RJ Reynolds divested 
from Nabisco ownership, thus relinquishing its broader 
influence in the food system [87].

The influence of US tobacco companies in the food sys-
tem has been extensive, and tobacco company leadership 
in the food system likely played a major role in shaping 
the current US food environment. However, the scientific 
evidence identifying the ways in which the tobacco compa-
nies influenced the food system is extremely limited. In two 
foundational studies that leveraged primary source docu-
ments provided by the University of California, San Fran-
cisco Industry Documents Library, Nguyen and colleagues 
revealed that both RJ Reynolds and Phillip Morris used the 
techniques they developed in tobacco product development, 
sales, and marketing to develop and market unhealthy food 
and beverage products to vulnerable populations in the USA, 
specifically children [88•], and racial and ethnic minority 
groups [89]. Thus, Nguyen and colleagues have provided 
the first pieces of evidence to suggest that tobacco ownership 
of food companies was likely problematic for public health. 
A missing piece of the puzzle is whether tobacco compa-
nies applied their techniques for creating addictive tobacco 
products to develop foods that may be difficult to stop eat-
ing and have addictive properties (i.e., HPF). Thus, another 
key piece of evidence needed to expand our understand-
ing of the impact of tobacco company involvement in the 
US food system is a potential connection between tobacco 
ownership and HPF proliferation in the food environment. 
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This information is needed to fully conceptualize our food 
system, to consider ways in which HPF may be designed to 
exploit our neurobiology, and implications for addressing 
clinically relevant conditions, including obesity and food 
addiction.

Conclusion

HPF differ in key ways from naturally occurring foods and 
may exploit our neurobiological propensities to seek and 
consume rewarding foods. There is reasonably strong behav-
ioral evidence to indicate that HPF may have reinforcing 
properties that are similar to drugs of abuse. Strong evidence 
indicates that healthy individuals may exhibit greater pref-
erence for and valuation of HPF relative to non-HPF, that 
individuals may seek out HPF for their rewarding effects, 
and that cues may develop that indicate the presence of 
HPF. All of these factors speak to the reinforcing properties 
of HPF. More limited evidence indicates that HPF intake 
may be associated with greater motivation to consume HPF 
(sensitization) and blunted experience of reward during HPF 
intake, which may be observed neurobiologically. More 
research is needed to understand and characterize longitu-
dinal neurobiological and behavioral changes that may occur 
from repeated HPF intake over time among healthy human 
samples.

The US food environment has shifted dramatically since 
the 1970s and currently provides extensive access to HPF. 
The major changes in the US food environment may have 
been driven by US tobacco companies, which invested 
heavily in the US food system in the early 1980s. Thus, the 
leader of the US food system over the past 30 years has been 
US tobacco companies, which have specialized in creating 
addictive tobacco products, and applied their product devel-
opment and marketing efforts to develop and sell food in 
the US food system [88•]. At this juncture, it is critical for 
researchers to investigate whether tobacco companies may 
have driven the design and proliferation of HPF in the food 
environment, which have marked similarities to other addic-
tive substances. If this connection is established, it would 
provide a strong justification for the regulation of HPF at 
the federal level. Substances, such as alcohol and nicotine, 
are regulated in the US environment because it is recognized 
that they may have substantial detrimental effects on vulner-
able groups in the population, including children and those 
with risk factors for substance use disorder. This same prem-
ise should be considered for HPF, which also have estab-
lished harmful effects on individuals who are vulnerable to 
their rewarding properties (e.g., food addiction and obesity), 
and who may suffer an outsized health burden as HPF are 
allowed to proliferate the US food environment unregulated.

Compliance with Ethical Standards 

Competing Interests The author declare no competing interests.

Human and Animal Rights and Informed Consent No human or animal 
subject data were used in the manuscript.

References

Papers of particular interest, published recently, have 
been highlighted as:  
• Of importance

 1. Sclafani A. Oral and postoral determinants of food reward. 
Physiol Behav. 2004;81:773–9.

 2. Sclafani A. Post-ingestive positive controls of ingestive behavior. 
Appetite. 2001;36:79–83.

 3. Small DM, DiFeliceantonio AG. Processed foods and food 
reward. Science. American Association for the Advancement of 
Science; 2019;363:346–7.

 4. de Araujo IE, Schatzker M, Small DM. Rethinking food reward. 
Annu Rev Psychol. 2020;71:139–64.

 5. Breslin PAS. An evolutionary perspective on food and human 
taste. Curr Biol. 2013;23:R409–18.

 6. Berridge KC. Food reward: Brain substrates of wanting and lik-
ing. Neurosci Biobehav Rev. 1996;20:1–25.

 7. Small DM, Jones-Gotman M, Dagher A. Feeding-induced 
dopamine release in dorsal striatum correlates with meal pleas-
antness ratings in healthy human volunteers. Neuroimage. 
2003;19:1709–15.

 8. Berridge KC, Robinson TE. What is the role of dopamine in 
reward: hedonic impact, reward learning, or incentive salience? 
Brain Res Rev. 1998;28:309–69.

 9. Gerstein DE, Woodward-Lopez G, Evans AE, Kelsey K, 
Drewnowski A. Clarifying concepts about macronutri-
ents’ effects on satiation and satiety. J Am Diet Assoc. 
2004;104:1151–3.

 10.• Fazzino TL, Rohde K, Sullivan DK. Hyper-palatable foods: 
development of a quantitative definition and application to the 
US food system database. Obesity. Wiley; 2019;27:1761–8. The 
article presented the first definition of hyper-palatable foods 
that is standardized and uses quantitative criteria to identify 
foods based on nutrient combinations linked to enhanced 
palatability. The article also quantified the extensive avail-
ability of hyper-palatable foods in the US food system.

 11. Balter V, Braga J, Télouk P, Thackeray JF. Evidence for dietary 
change but not landscape use in South African early hominins. 
Nature. Nature Publishing Group; 2012;489:558–60.

 12. DiFeliceantonio AG, Coppin G, Rigoux L, Edwin Thanarajah 
S, Dagher A, Tittgemeyer M, et al. Supra-additive effects of 
combining fat and carbohydrate on food reward. Cell Metab. 
2018;28:33-44.e3.

 13. Rolls BJ. Sensory-specific satiety. Nutr Rev. 1986;44:93–101.
 14. Johnson J, Vickers Z. Factors influencing sensory-specific sati-

ety. Appetite. 1992;19:15–31.
 15. Monteiro CA, Cannon G, Moubarac J-C, Levy RB, Louzada 

MLC, Jaime PC. The UN decade of nutrition, the NOVA food 
classification and the trouble with ultra-processing. Public 
Health Nutr. 2018;21:5–17.

 16. Rolls BJ. The role of energy density in the overconsumption of 
fat. J Nutr. 2000;130:268S-271S.

304 Current Addiction Reports  (2022) 9:298–306

1 3



 17. Rolls BJ. Dietary energy density: applying behavioural science 
to weight management. Nutr Bull. Wiley; 2017;42:246–53.

 18. Fazzino TL, Dorling JL, Apolzan JW, Martin CK. Meal compo-
sition during an ad libitum buffet meal and longitudinal predic-
tions of weight and percent body fat change: the role of hyper-
palatable, energy dense, and ultra-processed foods. Appetite. 
2021;167:105592.

 19.• Gearhardt AN, Davis C, Kuschner R, Brownell KD. The addic-
tion potential of hyperpalatable foods. Curr Drug Abuse Rev. 
4:140–5. In this article Gearhardt and colleagues discuss the 
importance for considering whether certain foods may have 
addictive potential, and the relevance of this question for 
individual and population health.

 20. Schulte EM, Potenza MN, Gearhardt AN. A commentary on 
the “eating addiction” versus “food addiction” perspectives on 
addictive-like food consumption. Appetite. 2017;115:9–15.

 21. Koob GF, Moal ML. Drug addiction, dysregulation of reward, 
and allostasis. Neuropsychopharmacology. 2001;24:97–129.

 22. Volkow ND, Morales M. The brain on drugs: from reward to 
addiction. Cell. 2015;162:712–25.

 23. Robinson TE, Berridge KC. The neural basis of drug craving: 
an incentive-sensitization theory of addiction. Brain Res Brain 
Res Rev. 1993;18:247–91.

 24. Lender A, Miedl S, Wilhelm F, Miller J, Blechert J. Love at first 
taste: activation in reward-related brain regions during single-
trial naturalistic appetitive conditioning in humans. Physiol 
Behav. 2020;224:113014.

 25. Gilbert JR, Burger KS. Neuroadaptive processes associated with 
palatable food intake: present data and future directions. Curr 
Opin Behav Sci. 2016;9:91–6.

 26. Volkow ND, Wise RA, Baler R. The dopamine motive system: 
implications for drug and food addiction. Nat Rev Neurosci. 
Nature Publishing Group; 2017;18:741–52.

 27. Temple JL. Behavioral sensitization of the reinforcing value 
of food: what food and drugs have in common. Prev Med. 
2016;92:90–9.

 28. Morales I, Berridge KC. ‘Liking’ and ‘wanting’ in eating and 
food reward: Brain mechanisms and clinical implications. Phys-
iol Behav. 2020;227:113152.

 29. Zorrilla EP, Koob GF. Chapter 6 - The dark side of compul-
sive eating and food addiction: affective dysregulation, negative 
reinforcement, and negative urgency. In: Cottone P, Sabino V, 
Moore CF, Koob GF (eds). Compulsive Eating Behavior and 
Food Addiction. Academic Press; 2019; p. 115–92. https:// doi. 
org/ 10. 1016/ B978-0- 12- 816207- 1. 00006-8.

 30. Verdejo-Román J, Vilar-López R, Navas JF, Soriano-Mas C, 
Verdejo-García A. Brain reward system’s alterations in response 
to food and monetary stimuli in overweight and obese individu-
als. Hum Brain Mapp. 2017;38:666–77.

 31. Giesen JCAH, Havermans RC, Douven A, Tekelenburg M, 
Jansen A. Will work for snack food: the association of bmi and 
snack reinforcement. Obesity. 2010;18:966–70.

 32. Giesen JCAH, Havermans RC, Jansen A. Substituting snacks 
with strawberries and Sudokus: does restraint matter? Health 
Psychol. 2010;29:222–6.

 33. Epstein LH, Paluch RA, Carr KA, Temple JL, Bickel WK, MacKillop 
J. Reinforcing value and hypothetical behavioral economic demand for 
food and their relation to BMI. Eat Behav. 2018;29:120–7.

 34. Epstein LH, Stein JS, Paluch RA, MacKillop J, Bickel WK. 
Binary components of food reinforcement: amplitude and per-
sistence. Appetite. 2018;120:67–74.

 35. Temple JL. Factors that influence the reinforcing value of foods 
and beverages. Physiol Behav. 2014;136:97–103.

 36. Vervoort L, Clauwaert A, Vandeweghe L, Vangeel J, Van Lippe-
velde W, Goossens L, et al. Factors influencing the reinforcing 
value of fruit and unhealthy snacks. Eur J Nutr. 2017;56:2589–98.

 37. Temple JL, Ziegler AM, Crandall AK, Mansouri T, Hatzinger 
L, Barich R, et al. Sensitization of the reinforcing value of 
high energy density foods is associated with increased zBMI 
gain in adolescents. Int J Obes. Nature Publishing Group; 
2022;46:581–7.

 38. Eagleton SG, Temple JL, Keller KL, Marini ME, Savage JS. The 
relative reinforcing value of cookies is higher among head start 
preschoolers with obesity. Front Psychol. 2021;12:653762.

 39. Fazzino T, Bjorlie K, Rohde K, Smith A, Yi R. Choices between 
money and hyper-palatable food: choice impulsivity and eating 
behavior. Health Psychol. in press;

 40. Bouton ME. Learning and the persistence of appetite: extinc-
tion and the motivation to eat and overeat. Physiol Behav. 
2011;103:51–8.

 41 Boswell RG, Kober H. Food cue reactivity and craving pre-
dict eating and weight gain: a meta-analytic review. Obes Rev. 
2016;17:159–77.

 42. Belfort-DeAguiar R, Seo D. Food cues and obesity: overpower-
ing hormones and energy balance regulation. Curr Obes Rep. 
2018;7:122–9.

 43. Flagel SB, Akil H, Robinson TE. Individual differences in the 
attribution of incentive salience to reward-related cues: implica-
tions for addiction. Neuropharmacology. 2009;56:139–48.

 44 Burgess EE, Turan B, Lokken KL, Morse A, Boggiano MM. 
Profiling motives behind hedonic eating. Preliminary validation 
of the palatable eating motives scale. Appetite. 2014;72:66–72.

 45. Boggiano MM. Palatable eating motives scale in a college popu-
lation: distribution of scores and scores associated with greater 
BMI and binge-eating. Eat Behav. 2016;21:95–8.

 46. Fazzino TL, Raheel A, Peppercorn N, Forbush K, Kirby T, 
Sher KJ, et al. Motives for drinking alcohol and eating palat-
able foods: an evaluation of shared mechanisms and associations 
with drinking and binge eating. Addict Behav. 2018;85:113–9.

 47. Bjorlie K, Forbush KT, Chapa DAN, Richson BN, Johnson SN, 
Fazzino TL. Hyper-palatable food consumption during binge-
eating episodes: a comparison of intake during binge eating and 
restricting. Int J Eat Disord. 2022;55(5):688–96. https:// doi. org/ 
10. 1002/ eat. 23692.

 48. Clark EN, Dewey AM, Temple JL. Effects of daily snack food 
intake on food reinforcement depend on body mass index and 
energy density. Am J Clin Nutr. 2010;91:300–8.

 49. Temple JL, Bulkley AM, Badawy RL, Krause N, McCann S, 
Epstein LH. Differential effects of daily snack food intake on the 
reinforcing value of food in obese and nonobese women. Am J 
Clin Nutr. 2009;90:304–13.

 50. Tey SL, Brown RC, Gray AR, Chisholm AW, Delahunty CM. 
Long-term consumption of high energy-dense snack foods on sen-
sory-specific satiety and intake. Am J Clin Nutr. 2012;95:1038–47.

 51. Devoto F, Zapparoli L, Bonandrini R, Berlingeri M, Ferrulli A, 
Luzi L, et al. Hungry brains: a meta-analytical review of brain 
activation imaging studies on food perception and appetite in 
obese individuals. Neurosci Biobehav Rev. 2018;94:271–85.

 52. Dorton HM, Luo S, Monterosso JR, Page KA. Influences of 
dietary added sugar consumption on striatal food-cue reactivity 
and postprandial GLP-1 response. Front Psychiatry. 2018;8:297. 
https:// doi. org/ 10. 3389/ fpsyt. 2017. 00297.

 53. Burger KS, Stice E. Frequent ice cream consumption is associ-
ated with reduced striatal response to receipt of an ice cream–
based milkshake. Am J Clin Nutr. 2012;95:810–7.

 54. Stice E, Spoor S, Bohon C, Veldhuizen MG, Small DM. Relation 
of reward from food intake and anticipated food intake to obe-
sity: a functional magnetic resonance imaging study. J Abnorm 
Psychol. 2008;117:924–35.

 55. Burger KS. Frontostriatal and behavioral adaptations to daily 
sugar-sweetened beverage intake: a randomized controlled trial. 
Am J Clin Nutr. 2017;105:555–63.

305Current Addiction Reports  (2022) 9:298–306

1 3

https://doi.org/10.1016/B978-0-12-816207-1.00006-8
https://doi.org/10.1016/B978-0-12-816207-1.00006-8
https://doi.org/10.1002/eat.23692
https://doi.org/10.1002/eat.23692
https://doi.org/10.3389/fpsyt.2017.00297


 56. Stice E, Yokum S. Gain in body fat is associated with increased 
striatal response to palatable food cues, whereas body fat stabil-
ity is associated with decreased striatal response. J Neurosci. 
2016;36:6949–56.

 57. Stice E, Yokum S, Blum K, Bohon C. Weight gain is associ-
ated with reduced striatal response to palatable food. J Neurosci. 
2010;30:13105–9.

 58. Masterson TD, Bobak C, Rapuano KM, Shearrer GE, Gilbert-
Diamond D. Association between regional brain volumes and 
BMI z-score change over one year in children. PLOS ONE. Pub-
lic Library of Science; 2019;14:e0221995.

 59. Yokum S, Ng J, Stice E. Attentional bias to food images associ-
ated with elevated weight and future weight gain: an fMRI study. 
Obesity (Silver Spring). 2011;19:1775–83.

 60. Stice E, Burger KS, Yokum S. Reward region responsivity pre-
dicts future weight gain and moderating effects of the TaqIA 
allele. J Neurosci. 2015;35:10316–24.

 61. Zorrilla EP, Kreisler AD, Bagsic SR. Intermittent Extended 
Access Rodent Models of Compulsive Eating. In: Avena NM 
(ed). Anim Models Eat Disord. New York: Springer US; 2021; p. 
133–62. Available from: https:// doi. org/ 10. 1007/ 978-1- 0716- 
0924-8_8. Accessed 21 Mar 2022. 

 62. Johnson PM, Kenny PJ. Addiction-like reward dysfunction and 
compulsive eating in obese rats: Role for dopamine D2 recep-
tors. Nat Neurosci. 2010;13:635–41.

 63. Colantuoni C, Rada P, McCarthy J, Patten C, Avena NM, 
Chadeayne A, et  al. Evidence that intermittent, excessive 
sugar intake causes endogenous opioid dependence. Obes Res. 
2002;10:478–88.

 64. Lalanza JF, Snoeren EMS. The cafeteria diet: a standardized 
protocol and its effects on behavior. Neurosci Biobehav Rev. 
2021;122:92–119.

 65. Epstein LH, Leddy JJ. Food reinforcement. Appetite. 
2006;46:22–5.

 66. Epstein LH, Leddy JJ, Temple JL, Faith MS. Food rein-
forcement and eating: a multilevel analysis. Psychol Bull. 
2007;133:884–906.

 67. Epstein LH, Lin H, Carr KA, Fletcher KD. Food reinforce-
ment and obesity: psychological Moderators. Appetite. 
2012;58:157–62.

 68. Stice E, Burger K. Neural vulnerability factors for obesity. Clin 
Psychol Rev. 2019;68:38–53. https:// doi. org/ 10. 1016/j. cpr. 2018. 
12. 002.

 69. Gearhardt AN, Corbin WR, Brownell KD. Preliminary valida-
tion of the Yale Food Addiction Scale. Appetite. 2009;52:430–6.

 70 Gearhardt AN, Corbin WR, Brownell KD. Development of the 
Yale Food Addiction Scale Version 2.0. Psychol Addict Behav. 
2016;30:113–21.

 71. Swinburn BA, Sacks G, Hall KD, McPherson K, Finegood DT, 
Moodie ML, et al. The global obesity pandemic: shaped by 
global drivers and local environments. Lancet. 2011;378:804–14.

 72. Swinburn B, Kraak V, Rutter H, Vandevijvere S, Lobstein T, 
Sacks G, et al. Strengthening of accountability systems to create 
healthy food environments and reduce global obesity. Lancet. 
2015;385:2534–45.

 73. Lyson TA. Civic Agriculture: Reconnecting Farm, Food, and 
Community. University Press of New England, Lebanon.

 74. Lyson T, Lewis RA. Stalking the wily multinational: power 
and control in the US food system. Agric Hum Values. 
2000;17:199–208.

 75. Stuckler D, Nestle M. Big food, food systems, and global health. 
PLOS Med. Public Library of Science; 2012;9:e1001242.

 76. Alfranca O, Rama R, von Tunzelmann N. Technological fields 
and concentration of innovation among food and beverage mul-
tinationals. Int Food Agribus Manag Rev. International Food and 
Agribusiness Management Association; 2003;05:1–14.

 77. Nestle M. Food politics: how the food industry influences nutri-
tion and health. Food Polit. University of California Press; 2013 
[cited 2022 Mar 31]. Available from: https:// doi. org/ 10. 1525/ 
97805 20955 066/ html.

 78. Phillip Morris Companies, Inc. Philip Morris Companies Inc. 
1999 Annual Report- University of California San Francisco 
Industry Documents Library [Internet]. 1999. https:// www. indus 
trydo cumen ts. ucsf. edu/ tobac co/ docs/# id= yjhj0 223. Accessed 15 
June 2021.

 79. RJR Nabisco. Securities and exchange commission form 10-K 
annual report pursuant to section 13 OR 15 (D) of the securities 
exchange act of 1934 (340000). RJR NABISCO HOLDINGS 
CORP. 1991. Available from: https:// www. indus trydo cumen ts. 
ucsf. edu/ docs/# id= sfdv0 082. Accessed 29 Mar 2022.

 80. Phillip Morris. PM Plan Overivew 1994–1998. 1993.
 81. psgh0120 - Bernstein Research Equity Portfolio Strategy SP... - 

Industry Documents Library. 1991. Available from: https:// www. 
indus trydo cumen ts. ucsf. edu/ docs/# id= psgh0 120. Accessed 15 
June 2021.

 82. Phillip Morris Companies, Inc. Philip Morris Companies Inc. 
five year plan 1989–1993. 1989. Available from: https:// www. 
indus trydo cumen ts. ucsf. edu/ docs/# id= ymbl0 000. Accessed 16 
June 2021.

 83. Altria Group, Inc. pfnw0189 - 10-K Annual report pursuant to 
section 13 and 1... - Industry Documents Library. 2001. Avail-
able from: https:// www. indus trydo cumen ts. ucsf. edu/ docs/# id= 
pfnw0 189. Accessed 16 June 2021.

 84. Altria Group, Inc. kkhj0223 - Form 10-K annual report pursuant 
to section 13 ... - Industry Documents Library. 2007. Available 
from: https:// www. indus trydo cumen ts. ucsf. edu/ docs/# id= kkhj0 
223. Accessed 29 Mar 2022.

 85. RJ Reynolds. myng0099 - RJ Reynolds Industries 1979 (790000) 
Annual REP... - Industry Documents Library. 1979. Avail-
able from: https:// www. indus trydo cumen ts. ucsf. edu/ docs/# id= 
myng0 099. Accessed 29 Mar 2022.

 86. RJR Nabisco. rscv0082 - Securities and exchange commission 
form 10-K. - Truth Tobacco Industry Documents . 1987. Avail-
able from: https:// www. indus trydo cumen ts. ucsf. edu/ tobac co/ 
docs/# id= rscv0 082. Accessed 29 Mar 2022.

 87. RJR Nabisco. njhg0188 - RJR NABISCO 1997 (970000) Operat-
ing plan. - Industry Documents Library. 1996. Available from: 
https:// www. indus trydo cumen ts. ucsf. edu/ docs/# id= njhg0 188. 
Accessed 26 Jan 2022.

 88• Nguyen KH, Glantz SA, Palmer CN, Schmidt LA. Tobacco 
industry involvement in children’s sugary drinks market. BMJ. 
2019;364:l736. In this article, Nguyen and colleagues pre-
sent the first evidence of tobacco industry involvement in 
the US food industry, in which tobacco company practices 
related to food marketing and product development were 
directly applied to developing and marketing sugary drinks 
to children.

 89. Nguyen KH, Glantz SA, Palmer CN, Schmidt LA. Transferring 
racial/ethnic marketing strategies from tobacco to food corpora-
tions: Philip Morris and kraft general foods. Am J Public Health. 
American Public Health Association; 2020;110:329–36.

Publisher’s Note Springer Nature remains neutral with regard to 
jurisdictional claims in published maps and institutional affiliations.

306 Current Addiction Reports  (2022) 9:298–306

1 3

https://doi.org/10.1007/978-1-0716-0924-8_8
https://doi.org/10.1007/978-1-0716-0924-8_8
https://doi.org/10.1016/j.cpr.2018.12.002
https://doi.org/10.1016/j.cpr.2018.12.002
https://doi.org/10.1525/9780520955066/html
https://doi.org/10.1525/9780520955066/html
https://www.industrydocuments.ucsf.edu/tobacco/docs/#id=yjhj0223
https://www.industrydocuments.ucsf.edu/tobacco/docs/#id=yjhj0223
https://www.industrydocuments.ucsf.edu/docs/#id=sfdv0082
https://www.industrydocuments.ucsf.edu/docs/#id=sfdv0082
https://www.industrydocuments.ucsf.edu/docs/#id=psgh0120
https://www.industrydocuments.ucsf.edu/docs/#id=psgh0120
https://www.industrydocuments.ucsf.edu/docs/#id=ymbl0000
https://www.industrydocuments.ucsf.edu/docs/#id=ymbl0000
https://www.industrydocuments.ucsf.edu/docs/#id=pfnw0189
https://www.industrydocuments.ucsf.edu/docs/#id=pfnw0189
https://www.industrydocuments.ucsf.edu/docs/#id=kkhj0223
https://www.industrydocuments.ucsf.edu/docs/#id=kkhj0223
https://www.industrydocuments.ucsf.edu/docs/#id=myng0099
https://www.industrydocuments.ucsf.edu/docs/#id=myng0099
https://www.industrydocuments.ucsf.edu/tobacco/docs/#id=rscv0082
https://www.industrydocuments.ucsf.edu/tobacco/docs/#id=rscv0082
https://www.industrydocuments.ucsf.edu/docs/#id=njhg0188

	The Reinforcing Natures of Hyper-Palatable Foods: Behavioral Evidence for Their Reinforcing Properties and the Role of the US Food Industry in Promoting Their Availability
	Abstract
	Purpose of Review 
	Recent Findings 
	Summary 

	Introduction
	Food as a Reinforcer and Hyper-Palatable Foods
	Hyper-Palatable foods

	Hyper-Palatable Food as a Substance
	Behavioral Evidence (Humans)
	Neurobiological Evidence (Humans)
	Distinction Between HPF as Substance vs Individual Differences in Vulnerability to HPF

	Hyper-Palatable Foods in the US Food Environment
	Behavior Doesn’t Occur in a Vacuum: The Food Environment
	How Did We Get Here? US Tobacco Company Involvement in the US Food System

	Conclusion
	References


