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Abstract
Purpose of Review  Biocultural methods are critically important for identifying environmental and socioeconomic factors 
linked with tropical disease risk and outcomes. For example, embodiment theory refers to the process by which lived experi-
ences impact individual biology. Increased exposure to pathogens, chronic psychosocial stress, and unequal resource access 
are all outcomes linked with discrimination and poverty. Through lived experiences, race and socioeconomic inequality can 
literally become embodied—get under the skin and affect physiology—impacting immune responses and contributing to 
lifelong health disparities. Yet, few studies have investigated tropical disease patterns and associated immune function using 
embodiment theory to understand lasting physiological impacts associated with living in a high-pathogen environment.
Recent Findings  Here, we use preliminary data drawn from the Rural Embodiment and Community Health (REACH) study 
to assess whether pathogen exposure and immune stimulation within a sample of children from the Mississippi Delta are 
associated with household income. We also test whether immune marker levels—assessed with enzyme-linked immunosorb-
ent assays using dried blood spot samples—vary between the REACH sample and a similarly aged nationally representative 
NHANES sample. Immune marker levels did not differ significantly between REACH participants living below vs. above 
the federal poverty line, yet immunoglobulin E levels—a marker of macroparasite infection—were higher among REACH 
study participants compared to the NHANES sample.
Summary  These results may suggest community-level pathogenic exposures (i.e., parasitic infections) are embodied by 
REACH participants with implications for long-term immune function, potentially resulting in immune aspects that differ 
from nationally representative samples.

Keywords  Parasitic disease · Immune function · Environmental racism · C-reactive protein · Immunoglobulin E · 
Immunoglobulin G

Introduction

Anthropology integrates complementary perspectives to 
comprehensively examine the historical and contemporary 
forces that shape human society, behavior, and biology. This 
holistic approach is helpful in identifying important biocul-
tural determinants of well-being. Incorporating anthropo-
logical perspectives into tropical medicine research can 
consequently provide important frameworks for understand-
ing disease progression and long-term health patterns. For 
example, embodiment theory considers how human bodies 
are shaped by lived experiences, physically transforming 
in response to social and environmental interactions [1, 2]. 
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Incorporating embodiment theory into infectious disease 
research provides a framework to assess the ways that lived 
experiences translate into biological realities. Here, we argue 
that an understudied area of embodiment theory is how envi-
ronmental interactions associated with sociopolitical and 
economic circumstances (i.e., inequality, marginalization, 
segregation, resource access, infrastructure quality) alter 
exposure to important microbes and pathogens—including 
those responsible for tropical diseases—with lasting impli-
cations for immune system development, function, and long-
term health outcomes.

The importance of embodiment in shaping human health 
has been increasingly recognized and discussed in the field 
of biological anthropology [3–5], but additional work is 
needed to clarify how these pathways contribute to variation 
in immune system development and the emergence of endur-
ing health and social inequities. In this article, we present 
an overview of the embodiment concept, briefly exploring 
the pathways by which embodiment may occur, focusing 
specifically on environmental correlates to pathogen expo-
sure and resulting changes in immune function. We then 
present an anthropological case study on the immune-related 
embodiment of environmental conditions (e.g., exposure to 
neglected tropical diseases) using preliminary data from 
the Rural Embodiment and Community Health (REACH; 
REACHresearch.org) study, a project investigating how 
health inequities and systemic racism may shape long-term 
well-being in the USA.

Embodiment Overview

Embodiment is central to the study of human well-being 
and the emergence of health inequities. As first outlined by 
social epidemiologist Nancy Krieger, embodiment reflects 
an “ecosocial” theory of disease causation, recognizing that 
humans are both cultural and biological beings and consider-
ing how external interactions and exposures become inter-
nalized through physiological and developmental pathways 
to ultimately alter individual health [1, 2]. Central to the 
concept of embodiment is a focus on local ecology, neces-
sitating examination of dynamic interactions between organ-
isms sharing a particular ecosystem [6, 7], with implications 
for key health determinants (e.g., resource acquisition, dis-
ease exposure, experienced psychosocial stress) and associ-
ated downstream health inequities. Overall, an embodiment 
framework encourages researchers not to assume physical 
differences between individuals or populations are innate, 
but to instead consider how these differences may be shaped 
by dynamic variation in social and environmental contexts 
across the life course [1].

While embodiment research can be used to help explain 
positive health patterns [2], it has been more commonly 
used to document how poor health outcomes are shaped by 

patterns of power (e.g., constrained agency due to structural 
inequalities), production, consumption, and reproduction 
[5, 6, 8, 9]. For instance, increased exposure to pathogens, 
chronic psychosocial stress, and unequal access to resources 
are all outcomes known to influence long-term health pat-
terns that have been linked with low socioeconomic status, 
institutional and interpersonal discrimination (e.g., racism, 
sexism, ageism, homophobia), and infrastructural neglect [4, 
10–12]. Because sociocultural factors and lifestyle patterns 
impact individual interactions with the environment and 
subsequent exposure to microbes and pathogens, research-
ers using biocultural approaches are well suited to explore 
the process and consequences of embodiment. Relevant bio-
cultural methodologies include interview data, biomarker 
and anthropometric measures, and epigenetic/metagenomic 
sequencing. Anthropological research across a variety of 
settings has demonstrated how biomarker analyses may 
capture hard to quantify aspects of lived experiences, such 
as chronic stress (i.e., through repeat measures of cortisol 
levels) and associated health patterns [5, 13], as well as links 
between structural lifestyle changes, exposure to important 
microorganisms (e.g., intestinal parasites and microbes that 
influence gut microbiota composition), and immune function 
[14–17]. As evidenced by these select studies, a biocultural 
toolkit is well suited to synthesize and connect lived expe-
riences with downstream physiological effects, thus docu-
menting how both large-scale structural forces and local-
level realities shape the process of embodiment [8].

Overarching Pathways of Embodiment

Continued methodological refinements have allowed 
researchers to more definitively demonstrate the specific 
mechanisms by which lived experiences become embodied, 
including recent work drawing on epigenetic, microbiome, 
and immune function measures. Here we discuss these 
embodiment pathways in more detail, with special focus on 
pathogen exposure and immune system development and 
function (Fig. 1).

Epigenetics

The field of epigenetics provides quantifiable insights into 
the mechanisms by which environmental conditions can pro-
duce embodied phenotypes. Epigenetic research measures 
environmentally sensitive DNA modifications that impact 
gene expression—including chemical modifications to DNA 
and DNA-associated proteins (i.e., histones) —but do not 
change an individual’s underlying DNA sequence [18, 19]. 
These epigenetic modifications are functionally important 
because they affect which genes are expressed. Epigenetic 
measures are useful in embodiment research because, unlike 
DNA bases which are typically fixed across the lifespan, 
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epigenetic modifications are sensitive to environmental 
exposures (e.g., nutrition, psychosocial stress, and toxins). 
A large body of research has focused on documenting links 
between environmental conditions and epigenetic modifica-
tions during early development [19, 20]. Furthermore, there 
is increasing evidence that the environmental experiences 
of prior generations may influence epigenetic patterns in 
descendants [21], which provides a biological basis for the 
embodiment of historical trauma [19, 22, 23].

Gut Microbiome Measures

The composition and activity of the gut microbiome—
defined as the collective genome of the 100 trillion bacteria 
and other microbes residing in the intestinal tract—is also 
influenced by individual living conditions and local environ-
ment, including diet, household infrastructure, and health-
care access/medication history [17, 24]. The gut microbiome 
is established early in life and is influenced by a range of 
factors [19], including delivery method at birth [25–28], 
post-birth feeding method (i.e., breast vs. formula feeding) 
[29], and antibiotic use [30–33]. Importantly, each of these 
factors is shaped by resource access (e.g., to quality medical 
care and parental leave to support breastfeeding) and living 
conditions (e.g., exposure to microbes linked with unhealthy 
gut microbiota development), thereby providing a biological 
pathway by which embodiment may occur and shape long-
term health outcomes.

The development of the microbiome during early devel-
opment influences health outcomes throughout the life 
course and across generations [26, 27, 34]. Like epigenetic 

modification, pathological gut microbiome profiles can neg-
atively affect the gestational environment and may there-
fore contribute to the intergenerational transmission of poor 
health [24]. Microbiome composition also appears to shape 
immune system and digestive tract development. A healthy 
and diverse microbiome protects against certain pathogens 
and supports digestive processes (e.g., vitamin synthesis and 
fiber break down), while a microbiome experiencing dys-
biosis (i.e., an imbalance of beneficial/pathogenic species) 
can potentially lead to pathological states such as hyperin-
flammation [26, 27, 34]. Early microbiome-linked immune 
effects may in turn alter the risk of developing health ineq-
uity-related chronic conditions. For example, racial dispari-
ties in gastrointestinal health are evident in the USA, with 
Black adults exhibiting elevated rates of certain gastrointes-
tinal cancers (e.g., stomach, small intestinal, and colorectal 
cancer) and higher resulting mortality rates than white adults 
[35, 36]. This pattern has been attributed in part to higher 
hyperinflammatory immune responses elicited by exposure 
to pathogenic bacteria or parasites, but also due to gut micro-
biota dysbiosis [15, 36–38]. Child environmental exposure 
and related microbiome development may consequently play 
a key role in the emergence of health disparities later in life.

Immune System Development and Function

Recent work has started to consider links between embodi-
ment pathways and infectious disease patterns [15, 24, 39, 
40], highlighting clear connections between embodiment 
pathways and infectious disease risk that should be explored 
further [15, 39]. For instance, the Eukaryotic Microbiome 

Fig. 1   Pathways and effects of embodied immunity. Solid black lines 
represent direct effects of disease exposure (linked with resource 
access and living conditions) and immune activity. Gray checked 
lines represent factors that alter energy availability, thereby shap-
ing immune system development and function. Green rectangles are 
the social, political, and environmental factors that become embod-
ied. Blue ovals are the immediate downstream effects of those envi-

ronmental factors. Orange rounded rectangles represent measurable 
embodied outcomes. These embodied effects can occur in previous 
generations (purple box) and affect children (red box) through intra-
uterine environments, inherited living conditions, and epigenetic 
changes. While the measurable embodied outcomes are separated 
here, it is important to recognize that all three discussed here affect 
one another. Figure created with Microsoft PowerPoint
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(i.e., the collective genome of non-bacterial members of the 
intestinal microbiome that includes fungal, protozoal, and 
helminthic species) is an area of microbiome research that 
has received surprisingly little attention but may have impor-
tant implications for embodiment processes and immune 
function [41]. Interactions with these microorganisms during 
development have been implicated in shaping long-lasting 
immune activity and subsequent long-term health outcomes.

The Old Friends Hypothesis, for example, contends 
that a specific branch of the immune system (i.e., type 2 
immunity), evolved in response to macroparasite infection 
[42–44]. Relatively recent changes in sanitation infrastruc-
ture, hygiene practices, and medical care limit exposure to 
these “old friends,” potentially resulting in immune dysreg-
ulation that favors pro-inflammatory pathways and causes 
the body to overreact to harmless or self-produced stim-
uli. These immune changes ultimately increase the risk of 
chronic inflammatory diseases (e.g., allergies, autoimmune 
diseases, cardiovascular disease) and are hypothesized to 
contribute to the relatively high prevalence of these condi-
tions in high-resource, low pathogen areas [42, 45]. Still, 
while pathogen exposure during key developmental periods 
may produce enhanced immune regulation in later life, the 
immune responses elicited by contracting parasitic infections 
and other tropical diseases are also energetically expensive 
and may result in delayed growth and cognitive develop-
ment, as well as other negative health outcomes [46–48]. 
Thus, by shaping long-term immune function and develop-
mental outcomes, environmental exposures to pathogens and 
associated immune responses demonstrate how the embodi-
ment of early life experiences (e.g., parasite load) may alter 
adult well-being (e.g., immune profiles, adult height, edu-
cational attainment).

Problematically, previous studies investigating links 
between infection-related changes in lasting immune func-
tion have largely been conducted in higher-resource areas 
(i.e., testing factors linked with allergies and asthma risk 
in these populations) [49–52]. Additional research is there-
fore needed to assess the embodiment of infectious disease 
exposure in low-resource, marginalized groups, particularly 
low-resource areas facing high tropical disease risk. Given 
that these communities are often characterized by harmful 
environmental exposures (e.g., pathogens and pollutants), 
widespread poverty, and high levels of psychosocial stress 
that may negatively impact immune function [4, 10–12], 
embodiment likely contributes substantially to health out-
comes. Yet, few studies have conceptualized these health 
outcomes using embodiment theory to understand lasting 
immune impacts associated with living in a high-pathogen 
environment, especially during key developmental periods. 
Biocultural anthropological frameworks and methods are 
well suited to address this need. Here, we provide a pre-
liminary case study that demonstrates the application of an 

anthropological embodiment framework to investigate how 
living conditions, resource access, and pathogenic exposures 
during development may interact to influence immune sys-
tem development.

Embodiment Case Study: the Rural Embodiment 
and Community Health (REACH) Study

The Rural Embodiment and Community Health (REACH; 
https://​www.​reach​resea​rch.​org/) study was established 
in 2019 with the goal of investigating the prevalence of 
neglected tropical diseases and relationships between life-
style variation, ecological factors, and health patterns in 
low-income rural regions of the USA through the lens of 
embodiment. The project focuses on the impact of exposure 
to intestinal parasites (e.g., protozoal and helminth infec-
tions) and pathogenic bacteria (e.g., Helicobacter pylori) on 
growth, development, and immune function. The long-term 
consequences of these infections can include malnutrition, 
iron deficiency, stunted growth, and delayed cognitive devel-
opment for intestinal parasites [53], and possible intestinal 
inflammation and increased gastrointestinal cancer risk later 
in life for H. pylori [36]. However, infection symptoms vary 
substantially across populations and individuals, likely due 
to variation in both physiology and embodied experiences. 
Embodiment processes linked with exposure to parasites 
and other gastrointestinal pathogens remain poorly studied 
in the USA; it is therefore unclear how these types of envi-
ronmental exposures may be embodied and contribute to 
prevalent health disparities evident among minoritized and 
low-resource communities within this high-income country 
[15, 54–57].

Moreover, the burden posed by gastrointestinal parasites 
in the USA is currently unknown due to limited research 
interest, medical testing, and national attention; however, 
historical data from the 1930s through 1980s suggest 
endemic levels of infection [55, 57–62]. The elimination 
of parasites has never been conclusively demonstrated, and 
there is good reason to believe that infections continue to 
be prevalent, especially in the Southern USA where high 
poverty rates and environmental factors (e.g., soil conditions 
and climate) favor infection spread [55, 63]. The hypothesis 
that parasite infection may still be prevalent in the USA has 
been gaining traction in recent years [15, 54–57]. Recent evi-
dence from studies conducted in the Southern USA indicates 
that several types of parasitic infections are present, includ-
ing protozoa (i.e., single-celled eukaryotes) and helminths 
(i.e., parasitic worms) [15, 54–57].

Thus, parasite infection may represent an underexplored 
set of lived experiences in the USA that alter individual biol-
ogy and contribute to the development of long-term health 
inequities and associated socioeconomic disparities. As has 
been demonstrated in lower-income countries, the long-term 

https://www.reachresearch.org/
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effects of infection-related embodiment may be especially 
impactful during childhood when the immune system is 
developing, leading to context-dependent lasting immune 
effects [46, 64]. Immune challenges during early life have 
been shown to affect long-term immune cell production pat-
terns, with implications for lifelong immune function and 
later health outcomes. Measuring specific immune marker 
concentrations can consequently provide important infor-
mation on immune system development, status, and expo-
sure histories. For instance, the antibody immunoglobulin E 
(IgE) is critical in adaptive immune responses to macropara-
sites. Likewise, exposure to other pathogens, like viruses and 
bacteria, may elicit acute, inflammatory immune responses 
to clear the infections (e.g., the production of C-reactive 
protein [CRP]) and longer lasting humoral immune activ-
ity (e.g., immunoglobulin G [IgG]) [65–69]. These three 
immune markers reflect different forms of immune system 
activity and also represent distinct timescales of immune 
function (Table 1). Measuring all three immune markers 
therefore provides an opportunity to assess how embodiment 
processes may influence various types of immune function 
across different timescales.

In addition, exposure to different pathogens (or lack 
thereof) at different stages throughout the life course shapes 
health in several important ways, reflecting the embodied 
effects of exposure. Earlier exposure to certain parasites 
primes the immune response to favor adaptive immunity 
over innate inflammatory immune responses, which has been 
linked to reduced growth and shorter adult stature [70]. Con-
versely, limited exposure to parasites during immune system 
development may prime the immune system to favor innate, 
inflammatory responses and increase the risk of developing 
disorders associated with immune dysregulation (e.g., aller-
gies, autoimmunity, and heart disease) [71–74]. However, 
these associations remain poorly tested among low-income 
communities within wealthy nations, despite the fact that 
children in these settings likely face environmental expo-
sures that vary substantially from both nationally representa-
tive samples and nations/regions with known high-pathogen 
exposure. Specifically, children living in a rural, low-income 
setting likely experience poor nutrition, altered exposure to 
environmental toxins (e.g., pesticides and herbicides) used 
in agricultural settings, and high-pathogen loads associ-
ated with suboptimal sanitation infrastructure, all of which 
contribute to differential immune stimulation throughout 
immune system development.

Importantly, unlike regions where parasitic infection is 
well-acknowledged, low-resource children living in high-
income countries may also face additional health conse-
quences from undiagnosed infections and lack of educa-
tion about infection avoidance. The health impacts of these 
tropical diseases in higher income nations may be especially 
apparent among communities of color, where legacies of Ta
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environmental marginalization and associated lack of access 
to key health determinants (e.g., medical care, functional 
sanitation systems, adequate nutrition) may both increase 
parasite exposure and compound the negative impacts of 
infection [10, 11]. Clarifying immune patterns associated 
with these lived experiences may consequently help resolve 
the developmental and environmental causes of health ine-
qualities starting early in life. To investigate these complex 
associations within an embodiment framework, the present 
pilot study was conducted in a rural community located in 
the Mississippi Delta. Previous 18 s rRNA amplification 
and sequencing from stool samples collected in this sample 
indicated that roughly one-third of child participants exhib-
ited signs of parasitic infection [15], but is unclear how 
environmental pathogen exposure may be embodied with 
implications for lasting immune function and later health 
outcomes. To clarify these patterns, the following hypoth-
eses were tested:

1)	 Pathogen exposure and immune stimulation within the 
REACH sample will correspond with household income 
status. These exposures will be embodied in ways that 
influence immune activity, such that (a) IgE levels will 
be higher, (b) IgG levels will be higher, and (c) the like-
lihood of elevated CRP concentrations (associated with 
increased reliance on inflammatory immune pathways) 
will be lower among REACH child participants living 
below the national poverty line.

2)	 In comparison to a nationally representative sample 
(National Health and Nutrition Examination Survey 
(NHANES)), the REACH sample (living in a rural, low-
resource setting) will exhibit the following: (a) higher 
IgE levels (due to increased parasite exposure), and (b) 
a lower likelihood of elevated CRP concentrations (due 
to greater adaptive immune activity dampening inflam-
matory immune responses). Total IgG levels were not 
available for NHANES participants.

Methods

Study Sample

Preliminary data were collected between July and August 
2019 in a community of approximately 2000 individuals 
from the rural Mississippi Delta region. Roughly 95% of 
individuals in the community identify as Black or African 
American, and the median household income is $20,265 
based on US census estimates. The community experiences 
limited access to key resources. For instance, the nearest 
full grocery store is roughly 20–30 min away by car, lim-
iting access to families without a car and leading many 
community members to rely on the limited food selection 

available at the local Dollar General and neighboring gas 
station. Furthermore, while care from nurse practitioners 
was available within the community, the nearest county 
hospital required a 30-min car ride for those able to afford 
medical services. Additional health concerns raised by study 
participants included environmental toxin exposure (e.g., 
from agricultural pesticides), which may compound existing 
poor nutrition and negatively affect child growth, develop-
ment, and long-term health trajectories. The combination of 
poor nutrition, exposure to environmental toxins and patho-
gens, and limited access to medical care and relevant health 
information may contribute to the development of lifelong 
health disparities in this community through embodiment 
processes.

The pilot sample included 32 children (ages 3–15 years, 
across 18 households). All child participants either self-
identified or were identified by their parents as Black or 
African American, consistent with the makeup of the com-
munity. Parental consent and child assent were obtained for 
all participants. All methods and procedures were approved 
by the Institutional Review Boards at University of Colo-
rado Colorado Springs, Dartmouth College, and Washington 
University in St. Louis. It should be noted that these data 
were collected as part of an exploratory field season for the 
REACH project. During this community visit, the research 
team was primarily focused on developing partnerships 
for future collaborative research and community outreach, 
rather than data collection. Thus, only a small pilot sam-
ple was recruited for preliminary data collection. Although 
follow-up research was disrupted by the COVID-19 pan-
demic, additional data collection is underway to further test 
embodiment pathways, particularly in relation to the issues 
identified by community members.

Data Collection

	 (i)	 Interviews: Parents of child participants completed 
household interviews that provided the following 
information: child age, sex, number of people living 
in the child’s home, and household income category 
(< $10,000; $10,000–$19,999; $20,000-$34,999; 
$35,000-$49,999; $50,000-$74,999; $75,000-
$99.999; $100,000 +). Whether a family was con-
sidered to live above or below the national poverty 
threshold was then determined based on household 
income level and family size [75].

	 (ii)	 Anthropometric measurements: To account for the 
impact of body size on immune markers, anthro-
pometric measures were collected following stand-
ard techniques [76]. Height was measured using a 
stadiometer (Seca Corporation 214, Hanover, MD) 
and a Tanita children’s scale (model BF-689) was 
used to obtain participant weight. These height and 
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weight measures were then used to calculate BMI 
(kg/m2). Child BMI z-scores were calculated using 
WHO standards, considering participant age and 
sex [77].

	 (iii)	 Dried blood spot collection: To measure IgE, IgG, 
and CRP levels, dried blood spots (DBS) were col-
lected from the older children. Three to five drops 
of whole blood were collected on filter paper from 
a single finger prick following standard minimally 
invasive collection methods [78]. Samples were 
dried 4 h and stored in a − 20 °C portable freezer 
until transport on dry ice to the Global Health Bio-
marker Lab at the University of Oregon for analysis 
(see Online Resource 1 for additional details) follow-
ing established methods [70, 79, 80].

NHANES Immune Marker Data

To test whether REACH child participant IgE and CRP lev-
els varied significantly from nationally representative sam-
ples, NHANES data were used. Specifically, the publicly 
available 2005–2006 dataset containing IgE and CRP con-
centrations was downloaded and the data for similarly aged 
children (ages 3–15; n = 2364) were extracted and merged 
with the REACH study dataset. To facilitate comparisons 
with NHANES data, serum-equivalent values were calcu-
lated from REACH participant IgE and CRP DBS concen-
trations following established methods [64, 68].

Statistical Methods

Preliminary analyses indicated that the REACH project par-
ticipant IgG concentrations were normally distributed (with 
a skew between ± 1). However, IgE concentrations were not 
normally distributed and were subsequently transformed. 
Consistent with previous work [48], serum-equivalent CRP 
concentrations were dichotomized for use during analysis. 
Specifically, a binary variable was created to indicate the 
presence (CRP ≥ 1 mg/L) or absence (CRP < 1 mg/L) of an 
acute inflammatory immune response [81]. Previous work 
suggests this cutoff value (CRP ≥ 1 mg/L) accurately identi-
fies elevated inflammatory responses [48].

	 (i)	 Hypothesis 1: To test whether IgE or IgG levels were 
elevated among participants considered to live below 
the national poverty line compared to living above 
this cutoff point, BCa bootstrap linear regression was 
used, controlling for participant BMI z-scores. Due to 
the small sample size, Fisher’s exact test was used to 
test whether acute CRP level classification was sig-
nificantly less likely among individuals living below 
the federal poverty level (compared to those living 
above this level).

	 (ii)	 Hypothesis 2: To assess whether IgE levels were sig-
nificantly higher among REACH study participants 
compared to those of similarly aged children in the 
NHANES dataset, a Wilcoxon rank-sum test was 
used. This non-parametric test is appropriate given 
the small REACH sample size and non-normal data 
distribution (due to the presence of meaningful outli-
ers). Likewise, a non-parametric Fisher’s exact test 
was run to determine whether elevated CRP level 
classification was significantly more likely among 
REACH participants compared to similarly aged 
children in the NHANES dataset.

Results

Descriptive Statistics

Sample descriptive statistics for age, sex, body mass, inter-
view data, and biomarker data are presented in Table 2. 
According to WHO cutoffs for BMI z-scores [82], 12 

Table 2   Descriptive statistics of key variables. Sample means (with 
standard deviation and range) or frequency (percent) of key variables, 
for 32 participants (across 18 households) providing DBS samples. 
Untransformed values are presented for ease of interpretation

*IgE concentration average calculated omitting participant with high 
CV% value (n = 31).

Variable Mean (SD; range)

Age (years) 8.28 (3.42; 3–15)
BMI (kg/m2) 20.7 (4.44; 14.9–32.1)
Immunoglobulin E concentration (ng/

mL)*
1282.3 (2132.0; 354.2–9188)

Immunoglobulin G concentration 
(g/L)

1.77 (0.460; 0.991–2.86)

CRP concentration (mg/L) 0.398 (0.145–4.21)
Frequency (%)

Sex
Female 16 (50.0%)
Male 16 (50.0%)
Household income level
 < $10,000 16 (50.0%; 10 households)
$10,000-$19,999 4 (12.5%; 2 households)
$20,000-$34,499 8 (25.0%; 3 households)
$35,500-$49,999 3 (9.38%; 2 households)
$50,000-$74,599 1 (3.13%; 1 household)
Federal poverty-level classification
Below 23 (71.9%; 13 households)
Above 9 (28.1%; 5 households)
CRP level classification
Acutely elevated 2 (6.25%)
Not elevated 30 (93.8%)
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(37.5%) of sampled children were at risk for being over-
weight and 7 (21.9%) were overweight; none were under-
weight (although one child was approximately one stand-
ard deviation below the mean). High rates of poverty were 
evident in the sample, with half of the participants living in 
households making less than $10,000 annually (10 out of 18 
households sampled) and 23 children (nearly three-quarters 
of the sample) classified as living below the federal pov-
erty level based on household size (13 out of 18 households 
sampled). A substantial range of IgE values were evident 
(354.2–9188 ng/mL), while only two participants (from dif-
ferent households) exhibited CRP levels indicative of acute 
elevation.

Hypothesis 1: IgE, and IgG will be higher, and rates of 
acute CRP elevation will be lower among participants 
living below the poverty threshold.

BCa bootstrap linear regression results testing the asso-
ciation between IgE and IgG concentration and federal pov-
erty-level classification are presented in Table 3. No sig-
nificant associations were observed between IgE level and 
federal poverty-level classification (Fig. 2) or BMI z-score 

(all p > 0.200, model R2 = 0.0901). Likewise, no significant 
associations were evident between IgG level and federal 
poverty classification (Fig. 3) or BMI z-score (all p > 0.05, 
model R2 = 0.102). Additionally, Fisher’s exact test indicated 
that participants classified as living below the federal pov-
erty level were not significantly less likely to exhibit acutely 
elevated CRP levels (p = 1.000) (Fig. 4). The hypothesis was 
consequently not supported by these analyses.

Hypothesis 2: Study participants will have higher IgE 
levels and lower rates of elevated CRP compared to a 
nationally representative sample.

A significant difference between the underlying distri-
bution of IgE values was observed (z =  − 6.54, p < 0.001). 
Specifically, as hypothesized, REACH study participants 
displayed greater mean IgE levels (512.2 IU/mL) compared 
to similarly aged NHANES child participants (184.9 IU/
mL) (Fig. 5), even when the sample was filtered to only 
include non-Hispanic Black NHANES participants (n = 703; 
z =  − 5.29, p < 0.001; 252.9 IU/mL). Additionally, a higher 
proportion of NHANES children exhibited elevated 
CRP levels (19.7% of the sample) compared to REACH 

Table 3   Bootstrap regressions for the prediction of IgE and IgG con-
centrations from participant BMI z-score and federal poverty line 
classification (accounting for household annual income and number 

of people living in the household). Observed coefficients with boot-
strap S.E. Comparisons are statistically significant at * = p < 0.05, 
** = p < 0.01, and *** = p < 0.001

Immunoglobulin E Immunoglobulin G
Constant 0.001 (0.0004)* 2.16 (0.230)***
BMI z-score 0.0001 (0.0001)  − 0.135 (0.077)
Federal poverty line classification (0 = above cutoff, 1 = below 

cutoff)
0.0005 (0.0004)  − 0.329 (0.206)
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Fig. 2   REACH participant average log transformed immunoglobulin 
E (IgE) concentrations. Among children classified as living above or 
below the federal poverty level, as defined by household income and 
number of people within the household. Figure created with Stata 14

Fig. 3   REACH participant average immunoglobulin G (IgG) con-
centrations. Among children classified as living above or below the 
federal poverty level, as defined by household income and number of 
people within the household. Figure created with Stata 14
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participants (6.25% of the sample) (Fig. 6); however, these 
analyses did not indicate a statistically significant differ-
ence (two-tailed p = 0.070). These results were also consist-
ent when only non-Hispanic Black NHANES participants 
(n = 701, 19.1% of this sample displayed elevated CRP lev-
els) were compared to REACH study participants (two-tailed 
p = 0.099).

Discussion

These findings provide mixed support for the study hypoth-
eses. IgE, IgG, and CRP levels were not significantly 
associated with federal poverty-level classification. Yet, 

as expected, IgE levels were significantly higher among 
REACH study participants compared to the NHANES sam-
ple. Rates of elevated CRP levels were also lower among 
REACH participants; however, this relationship was not 
significant. These results may suggest community-level 
embodied environmental exposures (e.g., to macroparasites) 
among REACH participants with implications for long-term 
immune function, potentially resulting in immune aspects 
that differ from nationally representative samples.

Associations Between Immune Markers and Poverty 
Level

Meaningful differences in IgE, IgG, or CRP levels were not 
observed between REACH study participants classified as 
living above or below the federal poverty level. This lack 
of variation may reflect community-level factors that influ-
ence all households, regardless of socioeconomic status. 
For instance, high rates of poverty were evident across this 
sample, with most participants classified as living below the 
federal poverty level. Only one household reported an annual 
income of over $50,000, while 10 of the 18 households sam-
pled made less than $10,000 annually. It is consequently 
likely that there was not enough income variation present 
in the small sample to document any associations between 
poverty-level classification and immune marker concentra-
tions, and REACH participants were likely exposed to simi-
lar environmental conditions and shared embodiment pro-
cesses within the small community. Suboptimal community 
infrastructure (e.g., sanitation systems) leading to frequent 
sewage backups, exposure to environmental pathogens in 
contaminated water and soil (e.g., parasitic infections), and 
limited access to medical care and a full grocery store may 

Fig. 4   Percentage of REACH participants exhibiting low vs. elevated 
C-reactive protein (CRP) levels. Among children classified as living 
above or below the federal poverty level, as defined by household 
income and number of people within the household. Figure created 
with Stata 14
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Fig. 5   Child average Immunoglobulin E (IgE) concentrations. 
Among children drawn from the NHANES and REACH study data-
sets. Figure created with Stata 14

Fig. 6   Children exhibiting low vs. elevated C-reactive protein (CRP) 
levels. Among children drawn from the NHANES and REACH study 
datasets. Figure created with Stata 14
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all shape embodied immune system development and health 
in the community.

For example, many participants reported that the local 
bayou that runs through town regularly floods and leads to 
sewage backups during periods of heavy rain. Compromised 
sanitation systems as described here have been linked with 
elevated infection risk for a range of pathogens, including 
viral diarrheal illness, hepatitis A virus, measles, typhoid, 
cholera, and various parasites that spread through human 
waste [83, 84]. Furthermore, previous work in other regions 
of the Southern USA has documented links between infec-
tion and sewage backups, including documented cases of 
parasitic infection in parts of Alabama and Texas where 
community members are exposed to raw sewage due to fail-
ing sanitation systems [54, 56, 85, 86]. Signs of parasitic 
infection have also been documented in the REACH sample 
[15] likely shaping immune responses. The range of different 
pathogens transmitted through flooding and associated com-
munity-wide sanitation system failures may elicit a range 
of immune responses, including acute inflammation (e.g., 
elevated CRP levels) at the onset of infection and longer 
lasting antibody production in response to viruses and bac-
teria (e.g., elevated IgG production), as well as extracellular 
parasites (e.g., sustained IgE production).

Limited access to nutritious food and healthcare may 
exacerbate these issues. Previous research using NHANES 
data has demonstrated that children with larger body sizes—
consistent with diets composed highly of calorically dense, 
processed foods—exhibited elevated signs of low-grade 
inflammation, as indicated by CRP levels [87, 88]. While 
BMI z-scores were not significantly associated with elevated 
CRP concentrations in the present study, future work should 
examine associations between diet composition and inflam-
mation. Likewise, the inability to access a full hospital—as 
was the case for many low-income families included in this 
sample—may preclude the diagnosis and management of 
health conditions early in life. Embodiment processes linked 
with limited access to healthcare may also prolong para-
sitic infections, leading to increased chronic infection risk, 
compromised immune function in response to established 
infections, and an inability to treat infections medically [89]. 
These prolonged infections may, in turn, shape immune sys-
tem development (e.g., through sustained IgE production) 
in ways that influence later health outcomes. Cumulatively, 
these early life exposures may lead to distinct immune activ-
ity patterns and health trajectories that differ from nationally 
representative data.

Immune Marker Differences Between REACH 
and NHANES Participants

Consistent with the hypothesis that children living in low-
resource rural areas of the Southern USA are exposed to a 

set of environmental conditions that influence embodiment 
processes and long-term immune function, the results of 
the present preliminary study suggest that children from the 
rural Mississippi Delta experience elevated humoral immune 
activity—as indicated by IgE levels—compared to national 
samples. These long-lasting immune responses can result 
from parasitic infection during childhood [64]. Although 
current parasitic disease prevalence in the Mississippi Delta 
are unknown, high infection rates were documented in the 
past [55]. Additionally, preliminary 18 s rRNA sequencing 
of stool samples collected by the REACH study from 24 
children (20 of whom are included in this sample) found 
signs of helminthic and protozoal infections in one-third 
of the participants, suggesting that parasite infection is an 
important health concern in this community [15, 40]. It is 
also possible that contact with environmental toxins due to 
the regular use of pesticides in the area may lead to immune 
dysregulation and elevated IgE levels [90, 91], although this 
remains to be tested in this population. Cumulatively, these 
environmental exposures during childhood may be embod-
ied in ways that substantially influence developmental pat-
terns and long-term immune activity.

In contrast to long-lasting IgE production, CRP eleva-
tion generally reflects an acute innate immune response. 
Only one child in the REACH sample reported being 
recently ill—although this child did not display acutely 
elevated CRP levels—which may partly explain why only 
two children exhibited signs of elevated CRP production. 
Contrary to study hypotheses, the results do not support the 
idea that embodiment processes associated with immune-
priming parasitic pathogen exposure lead to lower levels 
of inflammation among REACH study participants relative 
to a nationally representative sample. The small sample 
size undoubtedly impacted our ability to detect meaning-
ful differences between the two groups. It is also possible 
that while REACH participants exhibited signs of immune 
activity in response to certain pathogens (e.g., parasite infec-
tions) that vary from the NHANES sample, their exposure to 
pathogens eliciting an acute inflammatory immune response 
(e.g., viral infections) does not differ significantly from 
national trends. However, it is worth noting that REACH 
participants exhibited signs of significantly elevated intesti-
nal inflammation, as indicated by fecal calprotectin levels (a 
common marker of gastrointestinal inflammation). Measured 
fecal calprotectin levels were significantly higher than those 
documented among similarly aged children living in Swe-
den, Norway, the UK, or Amazonian Ecuador [15].

It is therefore possible that environmental conditions 
experienced in the rural Mississippi Delta do lead to inflam-
mation in certain parts of the body, but that more local-
ized measures of inflammation are needed to detect these 
immune patterns. In other words, a generalized measure of 
inflammation like CRP may not detect these system-specific 
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inflammatory responses. Conversely, it is also possible 
that the exposure to intestinal macroparasites throughout 
immune system development in this sample may be reduc-
ing systemic inflammation as hypothesized. The Old Friends 
Hypothesis suggests that infection with parasitic worms dur-
ing childhood may steer the immune system toward more 
anti-inflammatory pathways due to coevolutionary mecha-
nisms that favor tolerating non-lethal chronic parasitic infec-
tion over complete resistance and clearance of infection [46, 
92–96]. In this case, high levels of pathogen exposure dur-
ing development may be embodied in a way that ultimately 
favors immune system regulation (vs. dysregulation) and 
may prevent the development of allergy/autoimmune dis-
eases, while also potentially leading to poor developmental 
outcomes (e.g., stunted growth), although this requires fur-
ther testing.

Limitations and Future Directions

This study had several important limitations. First, as previ-
ously noted, the sample size was small, and these results 
should be regarded as preliminary. Furthermore, due to the 
small sample size, simple non-parametric analyses were 
used for some of the analyses; multiple model covariates 
and interaction terms were consequently not included. 
Second, data on child diet were not collected. It was there-
fore not possible to directly test whether child nutrition 
may have influenced immune function. Future work will 
include the collection of dietary data to investigate these 
associations. Likewise, community levels of environmental 
toxin exposure were not measured, and it was not possi-
ble to test whether local pesticide use may have influenced 
child immune marker levels and general health (a concern 
reported by many parents in the community). Environmen-
tal samples will be collected in the future to ascertain local 
pesticide levels.

Another limitation is that only three immune markers 
were measured in the present study. While these measures 
reflect different aspects of immune function, the measure-
ment of additional immune markers is needed to better test 
how childhood environmental exposures may be embodied 
in ways that affect immune function. For instance, other 
immune markers associated with inflammation (e.g., inter-
leukin-6) and response to parasitic infection (e.g., interleu-
kin-10) could be used to further test how living conditions 
and resource access are associated with immune regulation 
among REACH study participants. Still, the present prelimi-
nary study suggests that certain immune markers may prove 
more useful in future embodiment research. For example, 
long-lasting immune responses—like those associated with 
IgE production—may prove more useful in documenting 
the enduring physiological changes related to the embodi-
ment of local environmental conditions. Immune markers 

that are typically produced during acute, transient inflamma-
tory immune responses—such as CRP—may be too fleeting 
to capture biologically meaningful changes resulting from 
embodiment processes in children, but may prove useful for 
understanding the development and maintenance of chronic 
low-grade systemic inflammation in adulthood. Although 
parents were asked to report current signs of child illness, 
longitudinal DBS sample collection (i.e., multiple samples 
from the same participant over the course of the field sea-
son) and subsequent CRP analyses would have helped to 
address this limitation, distinguishing between high CRP 
levels related to fleeting, acute infections, and elevated levels 
caused by chronic low-grade inflammation (e.g., related to 
high adipose levels).

Finally, while these findings provide some preliminary 
evidence suggesting that early life conditions may signifi-
cantly influence aspects of immune function, additional 
work is needed to establish the specific mechanisms by 
which these experiences might become embodied. Future 
REACH study data collection and analyses will include 
measures of participant gut microbiota, offering a more 
direct test of embodiment pathways and resulting immune 
activity in the study population. Incorporating measures of 
the microbiome will also provide an important assessment 
of how cohabitating intestinal parasites and gut microbiota 
interact to influence host immune regulation. These data will 
cumulatively offer additional insight into the emergence of 
persistent health inequities during childhood.

Conclusions

These preliminary findings suggest that children from low-
income, rural US communities exhibit immune profiles that 
may differ in some respects from nationally representative 
samples, likely due in part to exposure to neglected tropical 
infections that go unacknowledged in the USA. More work 
is needed using larger samples to identify key ecological 
conditions and lifestyle factors impacting immune marker 
levels, as well as to establish the pathways by which these 
environmental exposures become embodied and contribute 
to immune activity variation. Still, the results of this pilot 
study demonstrate the importance of embodiment perspec-
tives within tropical medicine to elucidate the emergence of 
health inequities in early life in relation to relevant lifestyle 
factors (environmental exposure to pathogens and toxins, 
living conditions, resource access). A biocultural anthropo-
logical framework can help construct a more holistic pic-
ture of embodiment mechanisms by accounting for evolved 
human physiological responses to environmental stimuli, 
while also recognizing that these processes are highly 
dynamic across individual life histories and circumstances. 
A biocultural lens allows researchers to account for the 
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influence of cultural norms, individual behavior, environ-
mental conditions, and lifestyle in shaping physical health, 
while concomitantly considering the impacts of sociocul-
tural phenomena (e.g., constructs of race) and structural 
inequalities [97–100]. Beyond clarifying how lived experi-
ences may lead to lasting physiological changes, this type 
of work also has the potential to assist in ongoing efforts in 
tropical medicine and associated fields to address persistent 
racial and socioeconomic health disparities, both in the USA 
and abroad.

Supplementary Information  The online version contains supplemen-
tary material available at https://​doi.​org/​10.​1007/​s40475-​023-​00282-z.

Acknowledgements  We express our heartfelt gratitude to the partici-
pants in this study. Additionally, we thank Dr. Christine Blackburn, 
C.F., and J.C. for connecting us with the study community, as well as 
Drs. Geeta Eick and Josh Snodgrass for assistance during laboratory 
analysis. Thanks also to our students, Courtney Pierce, Angela Zhang, 
Samantha Weaver, Julie Deleger, Sarah Riley, and Brianna Miller, for 
their help with literature reviews.

Funding  The Boettcher Foundation’s Webb-Waring Biomedical 
Research Grant, Dartmouth College, and the University of Colorado 
Colorado Springs provided funding for this work.

Data Availability  Due to the sensitive nature of this data and because 
this is a preliminary study collected from a very small sample, the 
authors and associated IRBs are concerned that even deidentified data 
may be identifiable within communities if made public. For this reason, 
these data are not posted publicly to a third-party server. However, 
the complete de-identified dataset will be made available to qualified 
researchers, clinicians, and others upon request. Researchers must 
agree to privacy and data use expectations. Requests can be made on 
the Rural Embodiment and Child Health website (REACHResearch.
org) under the Data Sharing/Contact Us tab.

Declarations 

Conflict of Interest  The authors declare no competing interests.

Human and Animal Rights and Informed Consent   All reported studies/
experiments with human or animal subjects performed by the authors 
have been previously published and complied with all applicable ethi-
cal standards (including the Helsinki declaration and its amendments, 
institutional/national research committee standards, and international/
national/institutional guidelines).

References 

	 1.	 Krieger N. Embodiment: a conceptual glossary for epidemiology. 
J Epidemiol Community Health. 2005;59:350–5.

	 2.	 Krieger N, Smith GD. “Bodies count”, and body counts: social 
epidemiology and embodying inequality. Epidemiol Rev. 
2004;26:92–103.

	 3.	 Goodman AH. Reflections on “race” in science and society 
in the United States. Journal of Anthropological Sciences. 
2017;283–90.

	 4.	 Gravlee CC. How race becomes biology: embodiment of social 
inequality. Am J Phys Anthropol. 2009;139:47–57.

	 5.	 Leatherman T, Goodman A. Building on the biocultural 
syntheses: 20 years and still expanding.   Am J Hum Biol. 
2020;32(4):e23360. https://​doi.​org/​10.​1002/​ajhb.​23360

	 6.	 Krieger N. Theories for social epidemiology in the 21st century: 
an ecosocial perspective.  Int J Epidemiol. 2001;30(4):668–77.

	 7.	 Roughgarden J. Primer of ecological theory. 1998;574.50184 R6.
	 8.	 Leatherman T, Jernigan K. Introduction: biocultural contribu-

tions to the study of health disparities. Annals Anthropol Prac-
tice. 2014;38:171–86.

	 9.	 Yamada S, Palmer W. An ecosocial approach to the epidemic of 
cholera in the Marshall Islands. Social Medicine. 2007;2:79–88.

	 10.	 Krieger N. Methods for the scientific study of discrimina-
tion and health: an ecosocial approach. Am J Public Health. 
2012;102:936–44.

	 11.	 Krieger N. Embodying inequality: a review of concepts, meas-
ures, and methods for studying health consequences of discrimi-
nation. Int J Health Serv. 1999;29:295–352.

	 12.	 Kuzawa CW, Sweet E. Epigenetics and the embodiment of race: 
developmental origins of US racial disparities in cardiovascular 
health. Am J Hum Biol. 2009;21:2–15.

	 13.	 Weaver LJ, Worthman CM, DeCaro JA, Madhu SV. The signs 
of stress: embodiments of biosocial stress among type 2 diabetic 
women in New Delhi, India. Social Sci Med. 2015;131:122–30.

	 14.	 Cepon-Robins TJ. Measuring attack on self: the need for field-
friendly methods development and research on autoimmunity in 
human biology. Am J Hum Biol. 2021;33:e23544.

	 15.	 Cepon-Robins TJ, Mallott EK, Recca IC, Gildner TE. Explor-
ing biocultural determinants of intestinal health: Do resource 
access and parasite exposure contribute to intestinal inflamma-
tion among a preliminary sample of children in rural Mississippi?  
Am J Hum Biol. 2022;1–14. https://​doi.​org/​10.​1002/​ajpa.​24574

	 16.	 Gildner TE, Cepon-Robins TJ, Liebert MA, Urlacher SS, 
Schrock JM, Harrington CJ, Madimenos FC, Snodgrass JJ, 
Sugiyama LS. Market integration and soil-transmitted helminth 
infection among the Shuar of Amazonian Ecuador. PloS one. 
2020;15(7):e0236924.

	 17.	 Stagaman K, Cepon-Robins TJ, Liebert MA, Gildner TE, 
Urlacher SS, Madimenos FC, et al. Market integration predicts 
human gut microbiome attributes across a gradient of economic 
development mSystems. Am Soc Microbiol. 2018;3:e00122-17.

	 18.	 Aristizabal MJ, Anreiter I, Halldorsdottir T, Odgers CL, 
McDade TW, Goldenberg A, et al. Biological embedding of 
experience: a primer on epigenetics. Proc Natl Acad Sci USA. 
2020;117:23261–9.

	 19.	 Thayer ZM, Gildner TE Developmental origins of health and 
disease: evidence, proposed mechanisms, and ideas for future 
applications. The Routledge Handbook of Anthropology and 
Reproduction. Routledge; 2021;36–51.

	 20.	 Ideraabdullah FY, Zeisel SH. Dietary modulation of the epig-
enome. Physiol Rev. 2018;98(2):667–695.

	 21.	 Perez MF, Lehner B. Intergenerational and transgenerational 
epigenetic inheritance in animals. Nature Cell Biol Nature Pub-
lishing Group. 2019;21:143–51.

	 22.	 Conching AKS, Thayer Z. Biological pathways for historical 
trauma to affect health: a conceptual model focusing on epige-
netic modifications. Soc Sci Med Elsevier. 2019;230:74–82.

	 23.	 Walters KL, Mohammed SA, Evans-Campbell T, Beltrán RE, 
Chae DH, Duran B. Bodies don’t just tell stories, they tell histo-
ries: embodiment of historical trauma among American Indians 
and Alaska natives. Du Bois Rev. 2011;8:179–89.

	 24.	 Amato KR, Arrieta M-C, Azad MB, Bailey MT, Broussard JL, 
Bruggeling CE, et al. The human gut microbiome and health 
inequities. Proc Natl Acad Sci USA. 2021;118:e2017947118.

	 25.	 Dominguez-Bello MG, Costello EK, Contreras M, Magris M, 
Hidalgo G, Fierer N, et al. Delivery mode shapes the acquisition 

https://doi.org/10.1007/s40475-023-00282-z
https://doi.org/10.1002/ajhb.23360
https://doi.org/10.1002/ajpa.24574


38	 Current Tropical Medicine Reports (2023) 10:26–39

1 3

and structure of the initial microbiota across multiple body habi-
tats in newborns. Proc Natl Acad Sci. 2010;107:11971–5.

	 26.	 Stiemsma LT, Michels KB. The role of the microbiome in 
the developmental origins of health and disease. Pediatrics. 
2018;141:e20172437.

	 27.	 Stinson LF. Establishment of the early-life microbiome: a 
DOHaD perspective. J Dev Orig Health Dis. 2020;11(3):201–10.

	 28.	 Tamburini S, Shen N, Wu HC, Clemente JC. The microbi-
ome in early life: implications for health outcomes. Nat Med. 
2016;22:713.

	 29.	 Pannaraj PS, Li F, Cerini C, Bender JM, Yang S, Rollie A, et al. 
Association between breast milk bacterial communities and 
establishment and development of the infant gut microbiome. 
JAMA Pediatr. 2017;171:647–54.

	 30.	 Bokulich NA, Chung J, Battaglia T, Henderson N, Jay M, Li H, 
et al. Antibiotics, birth mode, and diet shape microbiome matura-
tion during early life. Sci Transl Med. 2016;8:343ra2–82.

	 31.	 Corvaglia L, Tonti G, Martini S, Aceti A, Mazzola G, Aloisio I, 
et al. Influence of intrapartum antibiotic prophylaxis for group 
B streptococcus on gut microbiota in the first month of life. J 
Pediatr Gastroenterol Nutr. 2016;62:304–8.

	 32.	 Keski-Nisula L, Kyynäräinen H, Kärkkäinen U, Karhukorpi J, 
Heinonen S, Pekkanen J. Maternal intrapartum antibiotics and 
decreased vertical transmission of Lactobacillus to neonates dur-
ing birth. Acta Paediatr. 2013;102:480–5.

	 33.	 Tormo-Badia N, Håkansson Å, Vasudevan K, Molin G, Ahrné 
S, Cilio C. Antibiotic treatment of pregnant non-obese diabetic 
mice leads to altered gut microbiota and intestinal immunological 
changes in the offspring. Scand J Immunol. 2014;80:250–60.

	 34.	 Shreiner A, Huffnagle GB, Noverr MC. The “microflora hypoth-
esis” of allergic disease. GI Microbiota and Regulation of the 
Immune System. Springer; 2008. 113–34.

	 35.	 Ashktorab H, Kupfer SS, Brim H, Carethers JM. Racial dis-
parity in gastrointestinal cancer risk. Gastroenterology. 
2017;153:910–23.

	 36.	 Butt J, Blot WJ, Shrubsole MJ, Waterboer T, Pawlita M, Epplein 
M. Differences in antibody levels to H. pylori virulence factors 
VacA and CagA among African Americans and whites in the 
Southeast USA. Cancer Causes Control. 2020;31:601–6.

	 37.	 Rasch S, Algül H. A clinical perspective on the role of chronic 
inflammation in gastrointestinal cancer. Clin Exp Gastroenterol. 
2014;7:261 (Dove Press).

	 38.	 Zavala G, García O, Camacho M, Ronquillo D, Campos-
Ponce M, Doak C, et al. Intestinal parasites: associations with 
intestinal and systemic inflammation. Parasite immunology. 
2018;40:e12518 (Wiley Online Library).

	 39.	 Amato KR, Jeyakumar T, Poinar H, Gros P. Shifting climates, 
foods, and diseases: the human microbiome through evolution. 
BioEssays. 2019;41:1900034.

	 40.	 Cepon-Robins TJ, Mallott EK, Recca IC, Gildner TE. Rural 
Embodiment and Child Health (REACH) Study: Macroparasite 
infection prevalence and associated immune responses among 
a preliminary sample of children from rural Mississippi.  Am J 
Hum Biol. 2022;34.

	 41.	 Laforest-Lapointe I, Arrieta M-C. Microbial eukary-
otes: a missing link in gut microbiome studies. mSystems. 
2018;3(2):e00201–17.

	 42.	 Bloomfield SF, Rook GA, Scott EA, Shanahan F, Stanwell-Smith 
R, Turner P. Time to abandon the hygiene hypothesis: new per-
spectives on allergic disease, the human microbiome, infectious 
disease prevention and the role of targeted hygiene. Perspect 
Public Health SAGE Publ Ltd. 2016;136:213–24.

	 43.	 Helmby H. Human helminth therapy to treat inflammatory 
disorders-where do we stand? BMC immunology Springer. 
2015;16:1–5.

	 44.	 Yazdanbakhsh M, Kremsner PG, Van Ree R. Allergy, para-
sites, and the hygiene hypothesis. Sci Ame Ass Adv Sci. 
2002;296:490–4.

	 45.	 Maizels R, McSorley H, Smyth D. Helminths in the hygiene 
hypothesis: sooner or later? Clinical & Experimental Immunol-
ogy. Oxford University Press. 2014;177:38–46.

	 46.	 Cepon-Robins TJ, Gildner TE, Schrock J, Eick G, Bedbury A, 
Liebert MA, et al. Soil-transmitted helminth infection and intes-
tinal inflammation among the Shuar of Amazonian Ecuador. Am 
J Phys Anthropol. 2019;170:65–74.

	 47.	 Gildner TE, Cepon-Robins TJ, Urlacher SS. Cumulative host 
energetic costs of soil-transmitted helminth infection. Trends in 
Parasitology. Elsevier; 2022;

	 48.	 Urlacher SS, Ellison PT, Sugiyama LS, Pontzer H, Eick G, 
Liebert MA, et al. Tradeoffs between immune function and 
childhood growth among Amazonian forager-horticulturalists. 
PNAS National Academy of Sciences. 2018;115:E3914–21.

	 49.	 Cingi C, Muluk NB. Hygiene hypothesis: what is the current 
thinking? Curr Otorhinolaryngol Rep. 2017;5:175–80.

	 50.	 Ege MJ. The hygiene hypothesis in the age of the microbiome. 
Annals ATS. 2017;14:S348–53.

	 51.	 Liu AH. Revisiting the hygiene hypothesis for allergy and 
asthma. J Allergy Clin Immunol. 2015;136:860–5.

	 52.	 Versini M, Jeandel P-Y, Bashi T, Bizzaro G, Blank M, Shoe-
nfeld Y. Unraveling the hygiene hypothesis of helminthes and 
autoimmunity: origins, pathophysiology, and clinical applica-
tions. BMC Med. 2015;13:81.

	 53.	 Lynn MK, Morrissey JA, Conserve DF. Soil-transmitted hel-
minths in the USA: a review of five common parasites and 
future directions for avenues of enhanced epidemiologic 
inquiry. Curr Trop Med Rep. 2021;8(1):32–42.

	 54.	 Blackburn CC, Lively M. Poverty and neglected tropical diseases 
in the American Rural South. Lexington Books; 2020.

	 55.	 Hotez PJ. Blue marble health: an innovative plan to fight diseases 
of the poor amid wealth. JHU Press; 2016.

	 56.	 McKenna ML, McAtee S, Bryan PE, Jeun R, Ward T, Kraus J, 
et al. Human intestinal parasite burden and poor sanitation in 
rural Alabama. Am J Trop Med Hyg. 2017;97:1623–8.

	 57.	 Starr MC, Montgomery SP. Soil-transmitted helminthiasis in the 
United States: a systematic review—1940–2010. Am J Trop Med 
Hyg. 2011;85(4):680–4.

	 58.	 Farhadian H, Schneider E. Trichuriasis in Calcasieu Parish, 
Southwest Louisiana. J Louisiana State Med Soc: Official Organ 
Louisiana State Med Soc. 1975;127:337–40.

	 59.	 Otto G, Cort W. The distribution and epidemiology of human 
ascariasis in the United States. Am J Hyg. 1934;19:657–712.

	 60.	 Sunkes EJ, Sellers TF. Tapeworm infestations in the southern 
United States. Am J Public Health Nat Health. 1937;27(9):893–8.

	 61.	 Walzer PD, Milder JE, Banwell JG, Kilgore G, Klein M, Parker 
R. Epidemiologic features of Strongyloides stercoralis infection 
in an endemic area of the United States. Am J Tropical Med 
Hygiene Citeseer. 1982;31:313–9.

	 62.	 Warren K. Helminthic diseases endemic in the United States. Am 
J Trop Med Hyg. 1974;23:723–30.

	 63.	 Parise ME, Hotez PJ, Slutsker L. Neglected parasitic infections in 
the United States: needs and opportunities The American journal 
of tropical medicine and hygiene. Am Soc Trop Med Hygiene. 
2014;90:783.

	 64.	 Blackwell AD, Gurven MD, Sugiyama LS, Madimenos FC, 
Liebert MA, Martin MA, et al. Evidence for a peak shift in a 
humoral response to helminths: age profiles of IgE in the Shuar 
of Ecuador, the Tsimane of Bolivia, and the US NHANES. PLOS 
Neglected Tropical Diseases Publ Library Sci. 2011;5:e1218.

	 65.	 Abbas AK, Lichtman AH, Pillai S. Basic immunology e-book: 
functions and disorders of the immune system. Elsevier Health 
Sciences; 2019.



39Current Tropical Medicine Reports (2023) 10:26–39	

1 3

	 66.	 Kidon MI, Stein M, Geller-Bernstein C, Weisman Z, Stein-
berg S, Greenberg Z, et al. Serum immunoglobulin E levels in 
Israeli-Ethiopian children: environment and genetics. IMAJ. 
2005;4(10):799–802.

	 67.	 Loh W, Tang MLK. The epidemiology of food allergy in the 
global context International Journal of Environmental Research 
and Public Health. Multidisciplinary Digital Publishing Institute. 
2018;15:2043.

	 68.	 Mcdade TW, Tallman PS, Madimenos FC, Liebert MA, Cepon 
TJ, Sugiyama LS, Snodgrass JJ. Analysis of variability of high 
sensitivity C-reactive protein in lowland Ecuador reveals no 
evidence of chronic low-grade inflammation. Am J Hum Biol. 
2012;24(5):675–81.

	 69.	 Pepys MB, Hirschfield GM. C-reactive protein: a critical update 
The Journal of clinical investigation. Am Soc Clin Investig. 
2003;111:1805–12.

	 70.	 Blackwell AD, Snodgrass JJ, Madimenos FC, Sugiyama LS. Life 
history, immune function, and intestinal helminths: trade-offs 
among immunoglobulin E, C-reactive protein, and growth in an 
Amazonian population. Am J Hum Biol. 2010;22:836–48.

	 71.	 Cruz AA, Cooper PJ, Figueiredo CA, Alcantara-Neves NM, 
Rodrigues LC, Barreto ML. Global issues in allergy and immu-
nology: parasitic infections and allergy. J Allerg Clin Immunol. 
2017;140:1217–28.

	 72.	 Maizels RM. Regulation of immunity and allergy by helminth 
parasites. Allergy. 2020;75:524–34.

	 73.	 Maizels RM, McSorley HJ. Regulation of the host immune 
system by helminth parasites. J Aller Clin Immunol. 
2016;138:666–75.

	 74.	 Wilson MS, Maizels RM. Regulation of allergy and autoimmun-
ity in helminth infection. CRIAI. 2004;26:35–50.

	 75.	 Office of the Assistant Secretary for Planning and Evaluation 
(ASPE). U.S. federal poverty guidelines used to determine 
financial eligibility for certain federal programs [Internet]. 2021. 
Available from: https://​aspe.​hhs.​gov/​topics/​pover​ty-​econo​mic-​
mobil​ity/​pover​ty-​guide​lines/​prior-​hhs-​pover​ty-​guide​lines-​feder​
al-​regis​ter-​refer​ences/​2021-​pover​ty-​guide​lines

	 76.	 Lohman TG, Roche AF, Martorell R. Anthropometric standardi-
zation reference manual. Human kinetics books; 1988.

	 77.	 WHO Multicentre Growth Reference Study Group, de Onis M. 
WHO Child Growth Standards based on length/height, weight 
and age. Acta paediatrica. Wiley Online Library; 2006;95:76–85.

	 78.	 McDade TW, Williams S, Snodgrass JJ. What a drop can do: 
dried blood spots as a minimally invasive method for integrat-
ing biomarkers into population-based research. Demography. 
2007;44:899–925.

	 79.	 McDade TW, Burhop J, Dohnal J. High-sensitivity enzyme 
immunoassay for C-reactive protein in dried blood spots. Clini-
cal chemistry Oxford University Press. 2004;50:652–4.

	 80.	 Tanner S, Mcdade TW. Enzyme immunoassay for total immu-
noglobulin E in dried blood spots American Journal of Human 
Biology: The Official Journal of the Human Biology Association. 
Wiley Online Library. 2007;19:440–2.

	 81.	 McDade T, Leonard W, Burhop J, Reyes-García V, Vadez V, 
Huanca T, et al. Predictors of C-reactive protein in Tsimane’2 
to 15 year-olds in lowland Bolivia. American Journal of Physi-
cal Anthropology: The Official Publication of the American 
Association of Physical Anthropologists. Wiley Online Library. 
2005;128:906–13.

	 82.	 Anderson LN, Carsley S, Lebovic G, Borkhoff CM, Maguire JL, 
Parkin PC, et al. Misclassification of child body mass index from 
cut-points defined by rounded percentiles instead of Z-scores. 
BMC Research Notes Springer. 2017;10:1–4.

	 83.	 Ivers LC, Ryan ET. Infectious diseases of severe weather-related 
and flood-related natural disasters. Curr Opinion Infectious Dis-
eases LWW. 2006;19:408–14.

	 84.	 Kouadio IK, Aljunid S, Kamigaki T, Hammad K, Oshitani H. 
Infectious diseases following natural disasters: prevention and 
control measures. Expert review of anti-infective therapy. Taylor 
& Francis. 2012;10:95–104.

	 85.	 Sanders JW, Goraleski KA. The hookworm blues: we still got 
‘em. Am J Trop Med Hyg. 2017;97:1277–9.

	 86.	 Singer R, Xu TH, Herrera LNS, Villar MJ, Faust KM, Hotez PJ, 
et al. Prevalence of intestinal parasites in a low-income Texas 
community. The American Journal of Tropical Medicine and 
Hygiene. Ame Soc Tropical Med Hygiene. 2020;102:1386–95.

	 87.	 Ford ES, Galuska DA, Gillespie C, Will JC, Giles WH, Dietz 
WH. C-reactive protein and body mass index in children: find-
ings from the Third National Health and Nutrition Examination 
Survey, 1988–1994. J Pediatr. 2001;138:486–92.

	 88.	 Skinner AC, Steiner MJ, Henderson FW, Perrin EM. Multiple 
markers of inflammation and weight status: cross-sectional analy-
ses throughout childhood. Pediatrics. 2010;125:e801–9.

	 89.	 Katona P, Katona-Apte J. The interaction between nutrition and 
infection. Clin Infect Dis. 2008;46:1582–8.

	 90.	 Aroonvilairat S, Kespichayawattana W, Sornprachum T, 
Chaisuriya P, Siwadune T, Ratanabanangkoon K. Effect of pesti-
cide exposure on immunological, hematological and biochemical 
parameters in Thai orchid farmers—a cross-sectional study. Int J 
Environ Res Public Health MDPI. 2015;12:5846–61.

	 91.	 Mokarizadeh A, Faryabi MR, Rezvanfar MA, Abdollahi M. A 
comprehensive review of pesticides and the immune dysregu-
lation: mechanisms, evidence and consequences. Toxicology 
Mechanisms and Methods. Taylor & Francis. 2015;25:258–78.

	 92.	 Cepon-Robins TJ, Recca IC, Gildner TE. Rural childhood health 
and life history in the southern United States: Lifestyle, immune 
function, and intestinal inflammation among children from Mis-
sissippi. Am J Hum Biol. 2020;32.

	 93.	 Gause WC, Maizels RM. Macrobiota — helminths as active par-
ticipants and partners of the microbiota in host intestinal homeo-
stasis. Curr Opin Microbiol. 2016;32:14–8.

	 94.	 King IL, Li Y. Host–parasite interactions promote disease 
tolerance to intestinal helminth infection. Front Immunol. 
2018;9:2128. https://​doi.​org/​10.​3389/​fimmu.​2018.​02128

	 95.	 Rook G. A Darwinian view of the hygiene or “Old Friends” 
Hypothesis. Microbe Magazine. 2012;7:173–80.

	 96.	 Yap GS, Gause WC. Helminth infections induce tissue tolerance 
mitigating immunopathology but enhancing microbial pathogen 
susceptibility. Front Immunol.  2018;9:2135. Available from: 
https://www.frontiersin.org/articles/https://​doi.​org/​10.​3389/​
fimmu.​2018.​02135

	 97.	 Benn TJ. Anthropological perspectives on genomic data, genetic 
ancestry, and race. Am J Phys Anthropol. 2020;171:74–86.

	 98.	 Csordas TJ. Embodiment as a Paradigm for Anthropology. In: 
Body/meaning/healing. 2002. Palgrave Macmillan, New York, 
pp. 58–87

	 99.	 Csordas TJ, Harwood A, editors. Embodiment and experience: 
The existential ground of culture and self. Cambridge University 
Press, 1994.

	100.	 Mascia-Lees FE. A companion to the anthropology of the body 
and embodiment. John Wiley & Sons; 2011.

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

Springer Nature or its licensor (e.g. a society or other partner) holds 
exclusive rights to this article under a publishing agreement with the 
author(s) or other rightsholder(s); author self-archiving of the accepted 
manuscript version of this article is solely governed by the terms of 
such publishing agreement and applicable law.

https://aspe.hhs.gov/topics/poverty-economic-mobility/poverty-guidelines/prior-hhs-poverty-guidelines-federal-register-references/2021-poverty-guidelines
https://aspe.hhs.gov/topics/poverty-economic-mobility/poverty-guidelines/prior-hhs-poverty-guidelines-federal-register-references/2021-poverty-guidelines
https://aspe.hhs.gov/topics/poverty-economic-mobility/poverty-guidelines/prior-hhs-poverty-guidelines-federal-register-references/2021-poverty-guidelines
https://doi.org/10.3389/fimmu.2018.02128
https://doi.org/10.3389/fimmu.2018.02135
https://doi.org/10.3389/fimmu.2018.02135

	Rural Embodiment and Community Health: an Anthropological Case Study on Biocultural Determinants of Tropical Disease Infection and Immune System Development in the USA
	Abstract
	Purpose of Review 
	Recent Findings 
	Summary 

	Introduction
	Embodiment Overview
	Overarching Pathways of Embodiment
	Epigenetics
	Gut Microbiome Measures
	Immune System Development and Function

	Embodiment Case Study: the Rural Embodiment and Community Health (REACH) Study

	Methods
	Study Sample
	Data Collection
	NHANES Immune Marker Data
	Statistical Methods

	Results
	Descriptive Statistics

	Discussion
	Associations Between Immune Markers and Poverty Level
	Immune Marker Differences Between REACH and NHANES Participants
	Limitations and Future Directions

	Conclusions
	Acknowledgements 
	References


