
HPLI #764815, VOL 24, ISS 1

Broadening the Scope of Cultural Neuroscience

Meghan L. Meyer, Baldwin M. Way, and Naomi Eisenberger

QUERY SHEET

This page lists questions we have about your paper. The numbers displayed at left can be found in the text of the
paper for reference. In addition, please review your paper as a whole for correctness.

Q1. Au: Fincher (2008) and Gangestad (2011) do not have matching references. Provide references or remove
citations.

Q2. Au: Suffredini & O’Grady (1999) does not have a matching reference. Provide reference or remove citation.
Q3. Au: Roberts et al. (2008): Provide reference or remove citation.
Q4. Au: Gusnard (2001): Provide reference or remove citation.
Q5. Au: The Van Boven et al. reference does not list Welch as an author; please make citation and reference

consistent.
Q6. Au: Please list the final draft year for Meyer et al. here.
Q7. Au: Fincher et al. does not have a matching text citation; please add citation or delete reference.
Q8. Au: Gangestad, Haselton, & Buss does not have a matching text citation; please add citation or delete reference.
Q9. Au: Gangestad & Thornhill does not have a matching text citation; please add citation or delete reference.

Q10. Au: Gusnard et al. does not have a matching text citation; please add citation or delete reference.
Q11. Au: Meyer et al.: Please list the final draft year for the manuscript.
Q12. Au: Singles does not have a matching text citation; please add citation or delete reference.
Q13. Au: Suffredini et al. (1999) does not have a matching text citation; please add citation or delete reference.
Q14. Au: Van Boven, Loewenstein, & Dunning (2005) does not have a matching text citation; please add citation

or delete reference.

TABLE OF CONTENTS LISTING

The table of contents for the journal will list your paper exactly as it appears below:

Broadening the Scope of Cultural Neuroscience
Meghan L. Meyer, Baldwin M. Way, and Naomi Eisenberger



Psychological Inquiry, 24: 1–6, 2013
Copyright C© Taylor & Francis Group, LLC
ISSN: 1047-840X print / 1532-7965 online
DOI: 10.1080/1047840X.2013.764815

Broadening the Scope of Cultural Neuroscience

Meghan L. Meyer
Psychology Department, UCLA, Los Angeles, California

Baldwin M. Way
Psychology Department, The Ohio State University, Columbus, Ohio5

Naomi Eisenberger
Psychology Department, UCLA, Los Angeles, California

Chiao, Cheon, Pornpattanangkul, Mrazek, and
Blizinsky offer a comprehensive review of cultural
neuroscience research. For such a young field, cul-10
tural neuroscience has made great strides in the effort
to understand the neural and genetic mechanisms un-
derlying cultural differences in psychology. Here, we
pose a set of questions that, if addressed in the fu-
ture, may help develop the field. First, can cultural15
neuroscientists more deeply probe how environmental
factors, such as pathogen threats, may have influenced
genetic selection and, in turn, cultural differences in
psychology (i.e., the culture–gene coevolutionary the-
ory)? Second, can cultural neuroscientists help unravel20
whether and how aspects of cultural psychology are
susceptible to change? Third, what can a cultural neu-
roscience perspective give back to other, related disci-
plines such as social cognitive neuroscience, genetics,
and psychology more broadly?25

Can Cultural Neuroscience Test the
Culture-Gene Coevolutionary Theory?

As Chiao et al. mention, the guiding biologi-
cal theory of why differences in psychology persist
across cultures is that through the course of evolu-30
tion, different psychological phenotypes may have bet-
ter ensured survival in different geographic regions.
Although provocative, to our knowledge, this theory
tends to be used as a framework to understand ob-
served differences in psychology across cultures. The35
next step is to empirically test models of how cultural
differences in psychology may have emerged from
genetic selection. To this end, neuroscience methods
may allow a closer examination of the ideas behind
culture–gene coevolution.40

For example, under the umbrella of culture–gene
coevolutionary theory is the parasite–stress theory of
sociality, which suggests that the threat of infectious
and parasitic diseases led to psychological traits that
prioritize connection to in-group members and avoid-45
ance of out-group members, two characteristics as-
sociated with collectivism when in-group/out-group

distinctions are based on personal relationships (e.g.,
kin, friends, community vs. strangers; see Brewer &
Yuki, 2007, for a review). The underlying idea here 50
is that preferential association with in-group mem-
bers and avoidance of out-group members is impor-
tant for minimizing the spread of infection from novel
pathogens. To date, support for this theory and its link
to cultural differences in psychology has been correla- 55
tional. Studies associate infectious disease prevalence,
as well as pathogen prevalence, across global regions
and nations to greater collectivism (vs. individualism;
Fincher, 2008; Gangestad, 2011) and conformity (Mur- Q1

ray, Trudeau, & Schaller, 2011). In addition, regions of 60
the world with more pathogens also have more indi-
viduals carrying alleles that have been associated with
collectivism (Chiao & Blizinsky, 2010; Way & Lieber-
man, 2010).

Although the mechanism underlying the relation- 65
ship between pathogen prevalence and collectivism is
not yet clear, some studies suggest that it may be medi-
ated, in part, by inflammatory processes—the immune
system’s first line of defense against pathogens, which
may increase sensitivity to social cues. As evidence for 70
this possibility, exposing human subjects to a low-dose
bacterial endotoxin, known to increase inflammatory
activity in a safe and time-limited manner (Andreasen
et al., 2008; Suffredini & O’Grady, 1999), has been Q2

shown to increase sensitivity to negative social cues 75
relevant to in-group status and out-group avoidance,
two processes associated with collectivism. For in-
stance, individuals who showed a greater inflammatory
response to endotoxin showed greater pain-related neu-
ral activity (dorsal anterior cingulate cortex [dACC], 80
anterior insula [AI]) to social exclusion (Eisenberger,
Inagaki, Rameson, Mashal, & Irwin, 2009), which
may reflect increased sensitivity to threats to in-group
status, which is heightened among individuals from
collectivistic cultures (Markus & Kitayama, 1991). 85
Similarly, individuals exposed to bacterial endotoxin
versus placebo showed increased threat-related neu-
ral (amygdala) sensitivity to threatening images of
strangers (Inagaki, Muscatell, Irwin, Cole, & Eisen-
berger, 2011), which may support increased avoidance 90
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of out-group members. Finally, some data suggest that
not only does direct exposure to a pathogen increase in-
flammatory activity but that simply viewing diseased-
looking people increases inflammatory activity as well
(Schaller, Miller, Gervais, Yager, & Chen, 2010). Thus,95
heightened inflammatory activity in response to the
presence or mere possibility of pathogens may increase
neural and behavioral sensitivity to threatening social
cues and hence may be involved in promoting some
aspects of collectivistic cultures, particularly those as-100
sociated with in-group and out-group biases.

Indeed, cultural neuroscientists are well positioned
to unpack some of the causal relationships between the
microbial world and cultural differences in psychol-
ogy. For example, do threats of and/or actual infection105
momentarily increase psychological states associ-
ated with collectivism such as interdependent self-
construal, power–distance, and tightness–looseness?
And is this relationship bidirectional (e.g., Can prim-
ing interdependent self-construal increase sensitivity110
to cues of infectious threats?)? Building on the stud-
ies mentioned earlier, cultural neuroscientists could
examine whether low-dose endotoxin (vs. placebo)
enhances psychological states associated with collec-
tivism as well as the neural mechanisms underpinning115
such effects. For example, in addition to showing that
inflammatory activity increases threat-related neural
sensitivity to threatening images of strangers (Inagaki
et al., 2011), it would also be interesting to examine
whether inflammatory activity also increases reward-120
related neural sensitivity to close others, which may
compose the neural basis of an increased preference for
in-group members. Similarly, building on the findings
that viewing diseased others can increase inflammatory
activity (Schaller et al., 2010), it would be worth exam-125
ining whether viewing diseased others also leads to in-
group preference and out-group avoidance. Such stud-
ies would provide important experimental evidence to
further understand the relationships between pathogen
prevalence and collectivism.130

In fact, if threat of infection gave way to psycholog-
ical traits that prioritize connection to in-group mem-
bers through culture–gene coevolution, then it stands
to reason that individuals with genes associated with
collectivism may also be more protected against infec-135
tion. Of interest, there is some evidence that alleles as-
sociated with collectivism may also help the immune
system protect against infectious disease. For exam-
ple, the short allele of the serotonin transporter gene
(5HTTLPR), which Chiao et al. note is associated with140
collectivism around the world, has also been associ-
ated with increased proinflammatory activity, which
may help the immune system mount a defensive re-
sponse to protect against infection (Fredericks et al.,
2010). Indeed, given that 98% of human serotonin is145
located outside of the central nervous system (Cooper,
Bloom, & Roth, 2003) and is critically involved in im-

munity (Mössner & Lesch, 1998), it makes sense that
some of the relationships between the serotonin trans-
porter gene and collectivism may be mediated through 150
inflammatory processes. Paradigms that test relation-
ships between infection and collectivism could there-
fore also test whether, within the same individuals, car-
rying specific alleles alters the inflammatory response
to infection (perhaps in response to endotoxin) as well 155
as psychological states associated with collectivism.

Can Cultural Neuroscientists Help Unravel
Whether and How Aspects of Cultural
Psychology Are Susceptible to Change?

In the previous section we suggested ways in which 160
cultural neuroscientists may begin to empirically test
the biological mechanisms through which ancient envi-
ronmental factors may have shaped cultural differences
in psychology observable today. However, a crucial as-
pect of culture that is often overlooked in cultural neu- 165
roscience is that cultural values and the psychology of
cultural participants can change. By focusing on the
predictors of cultural differences (rather than just the
consequences), might we be able to understand shifts
in cultural psychology? 170

For example, as cultures become able, through mod-
ern medicine, to reduce the risk of pathogens, do cul-
tural differences in psychology change? This idea can
be illustrated by research on attraction, which finds that
heterosexual women show different biases in attraction 175
to men across their menstrual cycle (e.g., increased
preferences for indicators of male genetic quality dur-
ing ovulation; e.g., Roberts et al., 2008); however, Q3

women taking contraceptive pills that prevent ovula-
tion show reductions in these biases (see Alvergne & 180
Lummaa, 2010, for a review). Hence, modern manipu-
lations of biological systems may have downstream
consequences for psychology. In the context of re-
duced pathogens, as regions of the world, which have
historically experienced pathogen threats, reduce these 185
threats through modern medicine and technology (e.g.,
water purification, antibiotic use, etc.), does the popu-
lations’ sociality change in lockstep?

Along these lines, pharmacological advances may
also lead to perhaps surprising changes in psychologi- 190
cal variables that typically vary across cultures. Some
of the genes that vary cross-culturally and are asso-
ciated with collectivistic ideology are associated with
neural systems often pharmaceutically manipulated to
treat mental health conditions. For example, selective 195
serotonin re-uptake inhibitors, which are commonly
used to treat depression, anxiety disorders, and per-
sonality disorders, are thought to increase extracellular
levels of the serotonin neurotransmitter (Wong, Perry,
& Bymaster, 2005). Of interest, one social behav- 200
ior known to vary cross-culturally—costly punishment
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(Henrich et al., 2006), or the willingness to incur per-
sonal costs to ensure fairness—can be increased and
decreased with pharmacological interventions working
on the serotonin system (Crockett, Clark, Lieberman,205
Tabibnia, & Robbins, 2010; Crockett, Clark, Tabib-
nia, Lieberman, & Robbins, 2008). Although unantic-
ipated, results like these seem to suggest that the use
of selective serotonin re-uptake inhibitors could affect
psychological states associated with collectivism, and210
as medication use spreads through a population, there
may be corresponding changes in cross-cultural differ-
ences in psychology.

Another potential source of change in psychology
among cultural participants may be shifts from rural215
to urban living, which commonly accompanies eco-
nomic growth. Indeed, some of the shifts from rural to
urban living are under way in many cultures associated
with collectivism (e.g., China; Fan, 2008; Li, 2006).
Of interest, some evidence suggests that individuals220
who either grew up or currently live in a city show
distinct neural responses to social stressors relative to
those living in rural settings (Lederbogen et al., 2011).
By extension, it seems reasonable to predict that as
populations within a culture shift from rural to urban225
environments, so may cultural differences in psychol-
ogy. If this is the case, fMRI methods used in cultural
neuroscience may be able to track these shifts, which
may not always be detectable via self-report (Falk,
Berkman, Whalen, & Lieberman, 2011), at the level of230
regional neural activation.

Can Cultural Neuroscience Inform
Related Disciplines?

Research questions in cultural neuroscience often
start from a psychological difference (e.g., individu-235
alism vs. collectivism) to answer questions about how
these differences are reflected in the brain and/or are as-
sociated with certain genes. As a result, a potential criti-
cism of cultural neuroscience research is that mapping,
and redescribing, culture in biological terms is lim-240
ited in scope. To avoid redundancy and redescription,
cultural neuroscience may benefit by casting research
questions that simultaneously inform other related dis-
ciplines. In fact, approaching certain questions from
a cultural neuroscience perspective may shed light on245
research findings that may have been overlooked were
it not for this approach.

Neural Computations

For example, can a cultural neuroscience approach
help determine the computational properties of spe-250
cific brain regions? In the past few decades, social
cognitive neuroscientists have focused heavily on the
neural substrates that underpin how people think about

mental states, traits, and beliefs (i.e., “mentalizing”;
see Lieberman, 2010, for a review) and consistently 255
find that a neurocognitive network engages when peo-
ple mentalize (consisting of medial prefrontal cortex
[MPFC], dorsomedial prefrontal cortex, posterior cin-
gulate/precuneus; temporoparietal junction [TPJ]; pos-
terior superior temporal sulcus; and temporal poles). 260
However, the computational roles of these regions in-
volved in mentalizing are unclear. Specifically, there
is some debate surrounding whether it is the TPJ or
MPFC that plays a specialized role (necessary and suf-
ficient) in representing mental states (Mitchell, 2005; 265
Saxe & Wexler, 2005). Supporters of the MPFC ac-
count suggest that we understand others’ minds by
simulating their mind from our own perspective (e.g.,
“Watching this scary movie makes me very nervous,
so my friend watching it beside me must also be 270
very nervous”), and given the role of MPFC in self-
processing (Gusnard, 2001; Kelley et al., 2002), MPFC Q4

activation is necessary for mentalizing, via simula-
tion from the self-perspective (Mitchell, Macrae, &
Banaji, 2006). On the other hand, some argue that sim- 275
ulation from the self-perspective is not necessary for
mentalizing, and instead suggest that rule-based so-
cial cognition about how minds work (e.g., “People
choose things that they desire, so if my friend chose to
watch a scary movie, she must like them”), supported 280
by TPJ, is necessary for mentalizing (Saxe & Wexler,
2005).

In their review, Chiao et al. note that there is a
cultural difference in recruiting these regions during
mentalizing. Koreans, who endorse a preference for 285
social hierarchy, recruit TPJ, whereas Westerners, who
endorse a preference for egalitarianism, recruit MPFC
(Mathur, Harada, Lipke, & Chiao, 2010). Although not
framed to address the debate, these results suggest that
pitting the MPFC and TPJ as mutually exclusive ac- 290
counts of specialized regions for mentalizing may over-
look the possibility that the regions support different
mentalizing strategies that become more or less spe-
cialized depending on the cultural environment. This
seems possible given that if one generally believes that 295
everyone is equal, recruiting MPFC to simulate others’
minds from your own perspective may be an efficient
strategy, as one’s self should serve as a good proxy to
equivalent others. In cultures endorsing a strong sense
of hierarchy, there may be a general emphasis on the 300
fact that individuals and their mental states are separate
from one’s own mental state, and hence a rule-based
mentalizing strategy may be more effective than sim-
ulating other minds from the self-perspective. Cross-
cultural mentalizing studies aimed to test which brain 305
regions are necessary for mentalizing may therefore
offer novel input on the debate between the simula-
tion account supported by MPFC and the rule-based
accounts supported by TPJ in mentalizing—perhaps
finding not that one region is the region but rather that 310
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one region may be the region depending on the optimal
mentalizing strategy tailored to cultural ideologies.

Similarly, can the question of whether there are cul-
tural differences in neural responses to empathy dis-
cussed by Chiao et al. be turned on its head and posed315
as “What can culturally mediated neural responses dur-
ing empathy tell us about empathic processes more
broadly?” For example, social psychologists have con-
sistently shown what are known as “empathy gaps,”
which refer to the failure to empathize or experience320
limited empathy for others when their experience is
different from our own psychological state (Bryce
et al., 2004; Van Boven, Lowenstein, Welch, & Dun-
ning, 2005). Because empathy gaps can have negativeQ5

consequences (doctors underestimate patients’ pain,325
Lowenstein, 2005; peers underestimate another’s hurt
feelings, Nordgren, Banas, & MacDonald, 2011), re-
searchers are interested in how to close empathy gaps,
and there is some evidence that incorporating victims
into self-representations (e.g., “self-other overlap”)330
may reduce empathy gaps (Cialdini, Brown, Lewis,
Luce, & Neuberg, 1997). However, experimental ma-
nipulations of incorporating a victim into the self-
concept arbitrarily (e.g., telling participants they share
a similar group membership with a target) is likely335
to be a weak manipulation to ensure cognitive repre-
sentations of the target are tied to self-representations.
Instead, it would be ideal to examine whether exter-
nally valid forms of self–other overlap do indeed re-
duce empathy gaps. Moreover, if we want to under-340
stand the brain mechanisms through which self–other
overlap reduces empathy gaps, then real-world exam-
ples of self–other overlap would be preferable, as again,
self–other overlap may need to be meaningfully devel-
oped over time in order for neural signals to adequately345
reflect integrated self–other representations.

As it turns out, a cultural neuroscience approach
works well to test whether and how self–other over-
lap reduces empathy gaps, given that in collectivistic
cultures, individuals show a greater proclivity to incor-350
porate close others into the self-concept, or “interde-
pendent self-construal” (Markus & Kitayama, 1991).
Indeed, we recently used a cultural neuroscience ap-
proach to examine if self–other overlap in individu-
als with interdependent self-construal reduced empa-355
thy gaps, focusing on the neural underpinnings of the
effect. We found that during fMRI scanning, Chinese
individuals with strong interdependent self-construal
reported sharing more negative emotions with a close-
other victim compared to a stranger victim during an360
empathy paradigm previously shown to induce empa-
thy gaps (Meyer et al., 2012). Moreover, the neural data
suggest that enhanced empathy for the close-other was
partially due to communication between the MPFC,
which supports overlapping conceptual representations365
between the self and close-others in individuals with
interdependent self-construal (Chiao et al., 2009) and

limbic regions previously associated with empathy for
physical pain (dACC and AI). In addition, individ-
uals who endorsed the most self–other overlap with 370
their close-other, as well as stronger levels of inter-
dependent self-construal (Meyer et al.), showed the Q6

most neural activation in these regions. Thus, a cul-
tural neuroscience approach not only sheds light on
culturally mediated neural responses during empathy 375
but also offers empirical support for the general claim
that self–other overlap may reduce empathy gaps and
further suggests that the mechanism underlying the ef-
fect may be communication between MPFC and limbic
regions. 380

Genetics

As previously mentioned, cultural neuroscientists
are well positioned to begin testing the culture–gene
coevolutionary theory. Genetic results from such re-
search may extend beyond this question to more gen- 385
erally inform the psychological literature. Indeed, a
cross-cultural approach has already begun to shape
how researchers think about the functions of genes
that affect social processes. For example, early gene
studies among primarily Caucasian samples suggested 390
that the short allele of the serotonin transporter gene
(5HTTLPR) was related to negative mental health out-
comes (e.g., depression; Caspi et al., 2003). However,
in collectivistic countries it appears to be protective
(Chiao & Blizinsky, 2010). In response to these re- 395
sults, geneticists have reframed their thinking about
the short allele (as well as other alleles; see Way &
Lieberman, 2010) as an allele that heightens sensitivity
to all aspects of the social environment—both positive
and negative—which may be helpful in a collectivistic 400
culture and perhaps more harmful in an individualistic
culture.

New genetic data are being acquired at an ever-
increasing rate that when coupled with cultural data
should yield new insights for answering complex ques- 405
tions such as which psychological processes are af-
fected by genes. For example, population geneticists
have noted that genetic selection is not the only mech-
anism that could explain such differences in allele dis-
tribution as seen with the 5-HTTLPR. Events such as 410
genetic drift (fluctuations in allele frequency due to
chance) or allele surfing (increased genetic drift occur-
ring at the edge of a wave of population expansion)
could cause differences in allele frequency between
populations that are similar in magnitude as to that 415
seen with the 5-HTTLPR (Hofer, Ray, Wegmann, &
Excoffier, 2009; Keinan, Mullikin, Patterson, & Reich,
2007). By definition, these mechanisms do not have
any affect on survival or reproductive success. If future
genetic data can help to delineate between selective or 420
neutral genetic processes, it will serve to focus exper-
imental psychological research. If selective pressures
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explain population differences in 5-HTTLPR allele fre-
quency, then psychological explanations such as out-
group avoidance (e.g., Chiao et al. target article) would425
be likely. Whereas if neutral processes can account
for differences in 5-HTTLPR distribution, then other
psychological mechanisms might be involved, such as
gene–cultural “fit” (Way & Lieberman, 2010). Thus,
population genetic data could inform 5-HTTLPR psy-430
chological research beyond the cross-cultural domain.

Conclusion

In sum, Chiao et al. provide a thorough review of
the cultural neuroscience literature, which has made
great progress in a short time. Moving forward, we435
hope researchers address questions like the ones posed
here to help broaden the scientific scope of the field.
We urge cultural neuroscientists to go beyond mapping
known cultural differences in psychology to the brain
and begin to more deeply examine the environmen-440
tal precursors that lead to these differences in the first
place. Experimental social psychological methods are
likely to be most fruitful on this front. Such findings
may in turn help us understand how and why certain as-
pects of culturally mediated psychology are susceptible445
to change, as well as lead to otherwise unanticipated
insights into related disciplines also working toward
understanding the biology of human psychology.

Note

Address correspondence to Naomi Eisenberger, De-
partment of Psychology, 1285 Franz Hall, University450
of California, Los Angeles, Los Angeles, CA 90095-
1563. E-mail: neisenbe@ucla.edu
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