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Abstract 

Psychological frameworks are often used to investigate the mechanisms involved with our 

affinity towards, and connection with nature––such as the Biophilia Hypothesis and Nature 

Connectedness. Recent revelations from microbiome science suggest that animal behaviour 

can be strongly influenced by the host’s microbiome––for example, via the bidirectional 

communication properties of the gut-brain axis. Here, we build on this theory to hypothesise 

that a microbially-influenced mechanism could also contribute to the human biophilic drive – 

the tendency for humans to affiliate and connect with nature. Humans may be at an 

evolutionary advantage through health-regulating exchange of environmental microbiota, 

which in turn could influence our nature affinity. We present a conceptual model for 

microbially-influenced nature affinity, calling it the Lovebug Effect. We present an overview 

of the potential mechanistic pathways involved in the Lovebug Effect, and consider its 

dependence on the hologenome concept of evolution, direct behavioural manipulation, and 

host-microbiota associated phenotypes independent of these concepts. We also discuss its 

implications for human health and ecological resilience. Finally, we highlight several 

possible approaches to scrutinise the hypothesis. The Lovebug Effect could have important 

implications for our understanding of exposure to natural environments for health and 

wellbeing, and could contribute to an ecologically resilient future. 
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1 Introduction 

Despite considerable attention given to the mechanistic pathways involved in biophilia (our 

innate tendency to affiliate with nature or our ‘biophilic drive’) and nature connectedness (the 

degree to which humans are emotionally connected to nature), some of the potential 

biological mechanisms that lead to our biophilic drive remain elusive. Furthermore, 

associations between the microbiome and the human biophilic drive have not, to our 

knowledge, been explored.  

 

Here we hypothesise that a microbially-influenced mechanism contributes towards the 

tendency for humans to affiliate with natural environments. Our hypothesis partially stems 

from microbiome research which suggests that microbial interactions through the gut-brain 

axis and other pathways (e.g., via olfactory dynamics) can have a significant influence on 

host behaviour (Heijtz et al. 2011; Leitão-Gonçalves et al. 2017; Farzi et al. 2018; Huang et 

al. 2019). Furthermore, we detail how humans are host to a diversity of microbes. 

Collectively (the host plus associated microbes) this is termed a ‘holobiont’ or metaorganism, 

and it could potentially form a unit of selection via effects on host phenotypes.  

 

Microbial interactions may influence our affinity towards and connection with nature, thus 

enhance our evolutionary fitness through health-regulating microbial exchange. It is 

important to note that the mechanisms set out in this paper are not intended to replace current 

perspectives on biophilic tendencies. This is a multidimensional proposition, adopting a 

predominantly biological framework whilst recognising exogenous social and environmental 

influences. With this, our aim is to add a new perspective to the already standing frameworks 

to better understand the complexities behind biophilic tendencies. 
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Building on this newly proposed mechanism to nature affinity, we also hypothesise that an 

additional pathway to nature connectedness may exist – one also mediated by microbial 

communities. Indeed, “nature connectedness may result from specific interactions with 

nature” (Lumber, Richardson and Sheffield (2018, p.2). We propose that a microbially-

influenced affinity for natural environments could also form one of the converging pathways 

to explain nature connectedness.  

 

We refer to this collective microbially-influenced mechanism as the Lovebug Effect. This 

translates to ‘microbio-philia’, from ‘philia’– a Greek word for ‘love’ or ‘attraction’ and 

‘bug’ as a colloquial term for microorganism. This hypothesis builds on the ecological 

approach to describe humans as dynamic ecosystems, openly interacting with the wider 

environment (Robinson, Mills, and Breed, 2018; Mills et al. 2019).  We present a conceptual 

overview, predominantly of the biological and evolutionary pathways, that could potentially 

mediate behaviours associated with microbially-influenced nature-affinity. We discuss this 

concept in relation to broader socioecological implications using two interconnected 

examples––namely, public health and ecological resilience. We conclude by setting out a 

number of possible experimental approaches that could be taken to start testing the Lovebug 

Effect hypotheses.  

 

Including a microbial perspective with the established theories associated with the Biophilia 

Hypothesis and nature connectedness has the potential to contribute towards a new 

appreciation for the microbial world, which could ultimately benefit human and planetary 

health.  
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2.  Biophilia and nature connectedness 

The Biophilia Hypothesis (Wilson 1984) proposes that humans have an innate tendency to 

affiliate with the natural world, and this is suggested to be mediated by a number of evolved 

survival-based biopsychological responses to environmental stimuli such as the drive to 

acquire nutrients, and materials for shelter (Kellert, 2016). Indirect support for this hypothesis 

arrives from research demonstrating links between ‘exposure’ to environmental features (e.g., 

urban parks, waterbodies, and woodlands) and enhanced physical health and psychological 

wellbeing (Li et al. 2009; Carrus et al. 2015; Gascon et al. 2017; Berto et al. 2018; Lyu et al. 

2019).  

 

Further support for biophilia comes from research into evolutionary predispositions that 

manifest as ‘phobic’ responses to biotic stimuli. These particular stimuli are considered to be 

threatening to human survival, such as an aversion to aposematic signals including triangular 

shapes or body forms associated with predators (Gullone, 2000; Souchet and Aubret, 2016; 

Prokop, Fančovičová and Kučerová, 2018). The fear responses (referred to as ‘biophobia’) 

are modulated in part by the autonomic nervous system (e.g., the sympathetic ‘fight or flight’ 

response) and are thought to have evolved in a world where humans were at a heightened 

threat of predation and/or poisoning by phyto–or–zootoxins. Although biophobic responses 

are converse to their biophilic counterparts, they represent the same overarching evolutionary 

framework (Figure 1).  
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Figure 1. Human Biophilia and Biophobia Hypotheses – showing human behavioural responses to 

different environmental stimuli, modulated in part by the autonomic nervous system. In general, 

nature provides health-regulating opportunities and resources for survival. However, some natural 

features also pose a danger to humans and elicit biophobic responses.  

 

Lumber, Richardson and Sheffield (2017) investigated the mechanisms by which humans 

connect with nature emotionally––that is, ‘nature connectedness’––using the Biophilia 

Hypothesis as a conceptual framework. The authors point out that nature connectedness and 

Biophilia are distinct constructs, whereby: 

 

o Biophilia is primarily based on increasing survival opportunities (e.g., via health 

promoting interactions; resource provision etc.); and, 

o Nature connectedness is a recognition that humanity is deeply embedded within 

nature itself.  
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The authors noted that nature connectedness is also an “act of self-realisation of the similarity 

between other aspects of nature and the individual” (Schultz et al., 2004 in Lumber, 

Richardson and Sheffield, 2018, p.15).  

 

Psychological frameworks have been developed to systematically examine how our innate 

tendencies to affiliate with the natural world are expressed––for example, via the nine values 

of Biophilia, which range from Ecological-Scientific values (e.g., an attraction to learn about 

nature to meet life’s physical and mental requirements, pertinent to evolutionary fitness) to 

Aesthetic values (e.g., seeking beauty in nature to provide sensory pleasure and the 

associated wellbeing benefits) (Delavari-Edalat and Abdi, 2010). Furthermore, seven 

conceptual themes have been identified with significant implications for the “formation and 

maintenance” of the connection that humans have with the rest of the natural world (Lumber, 

Richardson and Sheffield, 2018 p.2). Examples of these themes include “investigating nature 

through scientific enquiry”, “noting nature through artistry”, and “engaging with wild nature” 

(Lumber, Richardson and Sheffield, 2018 p.2). 

 

As mentioned earlier, some of the potential biological mechanisms that lead to our biophilic 

drive remain elusive. To this end, we will now discuss the Lovebug Effect, that is, 

microbially-influenced nature affinity as a potential mechanism to help explain the human 

biophilic drive (or the tendency to affiliate with natural environments).  

 

3.  Microbially-influenced nature affinity - the Lovebug Effect 

The Lovebug Effect, as a developing conceptual model, describes microbially-mediated 

nature affinity. We propose that within this model, several mechanistic pathways could be 

involved, either independently or as a multidimensional process. For example, the Lovebug 
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Effect could be viewed from a metacommunity perspective, where the internal and external 

microbiomes, the host and abiotic factors interact and influence the host phenotype. Indeed, 

the current explanation of biophilia is based on psychological traits, but we propose there 

could be an external manipulator, i.e., the microbiome. Therefore, the biophilic drive is not 

only ‘self’ controlled, but additionally influenced by external forces. Hereby the host is also a 

controlling/selecting factor, as animals can shape their microbial community by selecting 

favourable microbial communities. Based on this approach, horizontal transmission of 

microbes is likely to be an important aspect.  

 

Another perspective is that the health and wellbeing of humans, physically and 

psychologically, relies on microbial communities. These communities are strongly influenced 

by environmental factors, such as food, but also interactions with our surrounding. These 

interactions could be biotically driven, i.e., contact with other macro and microscopic 

organisms. This could lead to horizontal transmission. They could also be abiotically driven, 

e.g., temperature influencing communities in the environment, but also within an organism 

(e.g., seasonal fluctuation of microbes in invertebrates is known) (Ferguson et al. 2018).  

 

The Lovebug Effect could involve direct host manipulation by microbes, which may have 

important effects on both the host and the resident microbes. A mechanistic overview of this 

potential pathway is described further in Section 4. However, there could also be other 

evolutionary pathways involved – such as selected behavioural traits (e.g., to spend time in 

biodiverse environments) in the host that benefit both the host and the resident microbes 

collectively (i.e., as a holobiont). Indeed, holobionts have been defined as “biomolecular 

networks composed of the host plus its associated microbes […] and their collective genomes 
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forge a hologenome" (Bordenstein and Theis, 2015). We discuss the holobiont and the 

hologenome concept of evolution in more detail in Sections 4.2. and 4.3. 

 

Figure 2 (below) sets out an initial overview of the Lovebug Effect conceptual model. Process 

1 describes how the human host is exposed to environmental microbiota which can 

subsequently colonise the host. Interactions between the microbiota and the host give rise to a 

number of potential benefits such as immunoregulation, leading to adaptive advantages. 

Human-microbiota associations are then selected for, and this could be on the integrated 

activities of both the host and all of its associated microbes (i.e., changes in the hologenome). 

Human-microbiota feedbacks then lead to either direct manipulation or selected behavioural 

traits, providing the biophilic drive towards natural environments.  
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Figure 2. The Lovebug Effect - microbially-mediated nature affinity. This hypothesis proposes that 

our biophilic drive towards natural environments could be influenced by coevolution, biodiversity-

mediated benefits and potentially unilateral adaptations. Arrows relate to processes and numbers in 

circles relate to outcomes. In the absence of anthropogenic impacts, the Lovebug Effect continues 

while subject to a stable pressure-benefits counterbalance. ‘A’ represents anthropogenic pressures, 

further defined in Figure 4.  

 

 A mechanistic overview of potential host-microbe behavioural manipulation and 

holobiont adaptation 

The microbiome––that is, the consortium of microorganisms and their genetic material in a 

given environment––and in particular, the microbiome of the gastrointestinal (GI) tract, can 

have a considerable influence on host behaviour, mood, and neurological conditions such as 

depression (Heijtz et al. 2011; Farzi et al. 2018; Huang et al. 2019). Several mechanisms have 

been proposed as potential mediators of this process, including the presence of a bi-

directional communication system, modulated by the vagus nerve. The vagus nerve is an 

extensive cranial nerve that links the brain stem to several peripheral organs across the body, 

and importantly for the current topic, to the GI tract (Ueno and Nakazato, 2016; Breit et al. 

2018).  

 

The microbiome of the GI tract has been suggested to ‘hijack’ this communication 

infrastructure to relay information to the brain, and thus influence host behaviour (Forsythe, 

Bienstock and Kunze, 2014; Vuong et al. 2017; Davidson et al. 2018). Although the 

mechanisms are not yet fully understood, it is now thought that an array of metabolites 

produced by microbiota within the gut can initiate the release of peptides and hormones via 

enteroendocrine cell activation and/or stimulate the vagal afferent fibres that form one of the 
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gut-brain signalling pathways (Lach et al. 2018; Fülling, Dinan and Cryan, 2019). Microbiota 

within the gut can also produce neurotransmitters such as serotonin (as well as dopamine, 

noradrenaline and gamma-aminobutyric acid or ‘GABA’), which can directly activate the 

vagus afferents that connect the gut to the brain (Strandwitz, 2018; Fülling, Dinan and Cryan, 

2019).  

 

There are other proposed pathways involved in microbially-influenced host behavioural 

responses, such as through the synthesis of neuroactive molecules that affect the central 

nervous system (CNS). These microbially-synthesised molecules include 5-

hydroxytryptamine (5-HT), catecholamines, and acetylcholine, and can be transported in the 

systemic circulatory system to penetrate the blood-brain barrier (Petra et al. 2015). 

Furthermore, some bacteria are known to release factors that alter peripheral immune cells to 

stimulate interaction with the blood-brain barrier (Logsdon et al. 2018).  

 

Pasquaretta et al. (2018) suggested that a microbially-mediated pathway to decision-making 

may also exist, involving active manipulation of host behaviour to select particular food 

items that favour the nutrient requirements of their microbial symbionts. This is supported by 

research involving the model fruit fly Drosophila melanogaster, which showed that 

commensal bacteria, and specifically Acetobacter pomorum and Lactobacillus sp., work 

synergistically to become ‘potent modulators of feeding decisions’ – a process that is 

influenced by the availability of dietary amino acids (Leitão-Gonçalves et al. 2017). 

Furthermore, Yuval (2017) pointed out that in the invertebrate holobiont, microbial 

symbionts are known to influence breeding and ultimately speciation (Sharon et al. 2010; 

Shropshire and Bordenstein, 2016; Simon et al. 2019).  
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It has also been suggested that host sociability could be influenced by the microbiome, that is, 

by mediating host behavioural responses and increasing inter-host transmission of microbes 

(Stilling et al. 2014; Wong et al. 2015; Sherwin et al. 2019). This could potentially increase 

dispersal and evolutionary fitness as a consequence (Archie and Tung, 2015). 

  

Interestingly, several animal studies support the idea that microbially-influenced behavioural 

change may be partially governed by olfactory system interactions. For example, both adults 

and larvae of D. melanogaster have been shown to be attracted to volatile compounds of 

Saccharomyces cerevisiae and Lactobacillus plantarum but repelled by Acetobacter malorum 

(Qiao et al. 2019). Casadei et al. (2019) showed that microbiota trigger widespread 

transcriptional responses in the olfactory organs of zebrafish and mice. Studies also suggest 

that microbiota may influence the structure of the olfactory epithelium, and as Karsas, Lamb 

and Green (2019) pointed out, human twin studies indicate that the genotype of an olfactory 

gene (OR6A2) could be related to microbiota (Goodrich et al. 2016; Bienenstock, Kunze, and 

Forsythe, 2017).  

 

4.1.  The extended phenotype 

The idea of behavioural manipulation at the metaphorical hand of a mutualistic, commensal 

or parasitic organism, is by no means a novel concept. Indeed, the central theorem of the 

extended phenotype (Dawkins, 1989) suggests that the continuity of genes that influence host 

behaviour tend to be maximised as a result of the behaviour itself––regardless of whether the 

genes are of host origin (or of the residing microbes).  

 

Take the classic example of host behavioural manipulation by the protozoan Toxoplasma 

gondii. This organism is a microscopic eukaryote (an obligate intracellular parasite), that, 
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based on current knowledge, can only undergo gametogenesis in the intestines of species in 

the Felidae family, the definitive hosts (Poirotte et al. 2016). However, T. gondii oocysts 

(zygote-containing sacs) are shed in the felid’s faeces where they subsequently sporulate to 

become infective (Zulpo et al. 2018). Environmental materials contaminated with the 

infective oocysts are consumed by intermediate hosts––typically rodents and birds (Krücken 

et al. 2017; Amouei et al. 2018). These intermediate hosts are characteristic prey items of 

cats, and the maintenance of this virtuous loop is essential for the protozoan’s continuity––

that is, T. gondii’s survival is highly dependent on the cat becoming infected by feeding on 

infected prey (Vyas, 2015). It is this survival pressure that is suggested to have resulted in T. 

gondii evolving mechanisms to acutely manipulate the behaviour of the intermediate host 

(e.g., rodents). Such behavioural transpositions manifest as reduced innate aversion to the 

definitive host (the cat), and potentially even a ‘fatal attraction’ towards the definitive host, 

thus enhancing the transmission of parasite genes into future generations (Vyas, 2015; 

Hughes and Libersat, 2019). Although there are still several intermediary manipulation 

factors to uncover, it is thought that T.gondii infection in the intermediate host initiates 

testosterone production to cause hypomethylation of the medial amygdala, which then leads 

to loss of innate aversion to their predatory counterparts (Vyas, 2015; Tan and Vyas, 2016; 

Herbison, Lagrue and Poulin, 2018).  

 

It is important to note that we use the T. gondii example to further highlight that a 

mechanistic pathway for microbially-influenced behavioural manipulation is possible. There 

are other examples of host manipulation involving viruses (e.g., family Baculoviridae),  

helminths (Hamblin and Tanaka, 2013; Poulin and Maure, 2015), and geometrid moths 

Thyrinteina eucocerae (Libersat et al. 2018). However, we also acknowledge that these 

examples lack evidence to show that the specific interactions benefit the host in such a way 
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that host behaviour is selected for (although in the T. gondii example, the feline is likely to 

benefit from catching the rodent prey more efficiently). Therefore, more research is needed to 

identify whether co-evolutionary relationships that benefit the host and their microorganisms 

exist.  

 

In a recent randomized controlled study, Liddicoat et al. (2019) identified that a soil-derived 

anaerobic spore-forming butyrate-producer (Kineothrix alysoides) was supplemented to a 

greater extent in the gut microbiomes of mice exposed to trace-levels of higher biodiversity 

aerobiome treatment (Figure 3). The relative abundance of K. alysoides in the gut of these 

mice was associated with reduced anxiety-like behaviours. These results are relevant to the 

Lovebug Effect, where the authors suggest that their findings point to an intriguing hypothesis 

that biodiverse soils may supply butyrate-producing microorganisms to the mammalian gut 

microbiome with potential implications for behavioural regulation.  

 

 

Figure 3. Using fans, germ-free mice were exposed to trace-levels of biodiverse soil dust in 

controlled conditions (Liddicoat et al. 2019).  

 

Indeed, the idea that intake of microbes from the environment, e.g., due to breathing, is an 

important factor in health and is supported in other cases. For example, one study suggests 
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that closed air cycles in hospitals are harmful to humans mainly due to the lack of microbial 

diversity and the accumulation of harmful microbes (Arnold, 2014). As such, exposure to 

microbial diversity is likely to be an important factor in health.  

 

4.2.  (Co)evolution  

Direct host-manipulation is one potential mechanism for microbially-mediated behavioural 

change. However, Johnson and Foster (2018) suggested that behavioural effects may arise 

more often as a result of selection on the microorganisms to proliferate in the host, and on the 

host to depend on their microbial symbionts. The authors suggested that microbial symbionts 

may preferentially benefit from local manipulation (i.e., changes to the immediate 

environment) rather than global manipulation (i.e., direct neurological manipulation). This is 

due to the higher energy investment required to set the neurochemically-intensive global 

manipulation process in motion, which would potentially leave these organisms vulnerable to 

competitive exclusion by other species with lower levels of investment. However, this local 

manipulation by the agency of microbiota could still have considerable downstream effects 

on host behaviour via the central nervous system.  

 

Human physiology may have adapted to utilise microbiota, thus detecting and responding to 

certain strains and species assemblages (Johnson and Foster, 2018). Conceptually, this idea 

has parallels with the Old Friends Hypothesis, which posits that humans are dependent on a 

diversity of microbiota for immune system ‘training’, development and function (Rook et al., 

2014) – factors which may affect brain function, and thus, behaviour (Rook and Lowry, 

2008). Indeed, humans may have evolved a dependency on microbiota for ‘normal’ brain 

function, such that disturbance to the gut microbiome could impact human behaviour. 

Johnson and Foster (2018) suggested that evolved dependencies could be a simple indirect 

driver of microbially-influenced behaviour change. Disrupting this relationship through the 
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loss of microbial species or change to microbial communities in the host may translate to 

cognitive perturbation. Furthermore, functional redundancy is thought to exist in the gut 

microbiome (i.e., phylogenetically differentiated microbiota that share similar functional 

roles and may modulate host dependence) (Louca et al. 2018). Therefore, this could mean 

that the loss of, or impairment to, important functional traits resulting from functionally-

important core microbial assemblages (as opposed to specific microbial species) may also be 

important drivers of impairment in host behaviour (Johnson and Foster, 2018).  

 

4.3.  The hologenome concept of evolution 

This coevolution narrative could be explicitly linked to the hologenome concept of evolution 

(Rosenberg and Zilber-Rosenberg, 2016). Although some aspects of this concept are 

controversial, it is suggested that the holobiont could operate as a functional system, 

interacting with the environment as a unique biological entity through its collective traits 

(Roughgarden et al. 2018). Furthermore, it has been argued that the genome of the 

microbiome can be altered rapidly via environmental microbial exchange, horizontal gene 

transfer and DNA mutations (Rosenberg and Zilber-Rosenburg, 2018), leading to changes in 

the holobiont that could potentially be reproduced in future generations (Roughgarden et al. 

2018; Collens, Kelley, and Katz, 2019). Selection at the level of the holobiont may be 

physiological and developmental (Roughgarden et al. 2018), and thus microbially-influenced 

regulation and development of behaviour could also be viewed from this multidimensional 

perspective. 

 

A key criticism of the hologenome concept of evolution is the apparent lack of evidence to 

support vertical transmission of the gut microbiome. Indeed, with the exception of births 

delivered through caesarean section, it is thought that the main initial colonization of 
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microbiota in humans arrives through contact with the mother’s vaginal microbiome 

(Houghteling, Pearl, and Walker, 2015; Dreyer and Leibl, 2018). As such, it would seem that 

multiple temporally-distinct microbiomes coevolving with the host to produce a given 

behaviour would be required for the transmission of microbially-mediated traits. However, 

Rosenberg and Zilber-Rosenberg (2019) suggested that there is some evidence to support 

vertical transmission. For example, supporting studies provided by the authors demonstrate 

that individuals can maintain the same Helicobacter pylori strains as their ancestors, even 

when they have migrated to different geographical locations (Achtman et al. 1999; Falush et 

al. 2003), and subsequent supporting studies were also provided (e.g., Ochman et al. 2010; 

Goodrich et al. 2016; Moeller et al. 2016). However, the authors do indicate that more robust 

quantitative data are still needed.  

 

Collens, Kelley, and Katz (2019) argued that the hologenome concept of evolution could be 

an epigenetic phenomenon due to the influence that symbionts can exert on gene expression 

and patterns of inheritance in host genomes. The authors suggested that the influence of the 

symbiont on the host genome is outside the Mendelian view of gene transmission and that 

hologenome interactions can lead to changes in host gene expression without host DNA 

sequence modification. Examples to support this view are reported for humans, where the gut 

microbiome can influence epigenetic patterns via the modulation of DNA methylation 

(Cureau et al. 2016). Furthermore, evidence also supports reciprocal miRNA-mediated 

epigenetic interactions between the host and the microbiome. This mechanism is supported 

by studies that report on the interactions between host miRNA secretion and bacterial gene 

expression in mice (Williams et al. 2017). 
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It is also worth considering the effect of non-microbially mediated host physical and mental 

health factors as additional ecological pressures that may influence the functional and 

compositional dynamics of the microbiome (Alverdy et al. 2017; Karl et al. 2018). Any 

changes to the host microbiome resulting from health-related impacts could have cascading 

effects on host–microbiome behaviour. As such, there may be additional complex feedback 

systems to consider.  

 

 The Lovebug Effect: other potential evolutionary pathways and the natural 

environment as a restorative domain 

Hitherto, we have discussed some of the mechanistic pathways, and hologenome-centric and 

coevolutionary frameworks, that could potentially be involved in host behavioural adaptation 

and manipulation by the agency of microbes (see Process and Outcome 3, Figure 2). 

However, there are other microbially-influenced processes that could contribute to nature 

affinity without the need to meet the criteria of vertical transmission of microbial genomes 

and direct manipulation.  

 

Indeed, to explain the Lovebug Effect, it is important to discuss the fundamental ecological 

factors associated with microbially-mediated nature affinity in humans. As mentioned above, 

the portfolio of pathways that influence a human’s desire to affiliate with nature must be 

recognised – some of which include complex psychosociocultural factors. However, from a 

microbially-mediated perspective, we propose that a biophilic drive towards natural 

environments (Process 4 in Figure 2) is not only influenced by (co)evolutionary processes 

between the host and symbionts, but also by interactions with biodiversity that could 

influence heritable human phenotypes. For example, via regulatory mechanisms that improve 
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human health and do not require vertical transmission of microbial genomes or direct 

manipulation (Outcome 1 and Process 2 in Figure 2). Such microbially-influenced pathways 

are also relevant to the biophilia and nature connectedness conceptual frameworks.  

 

For example, life-course exposures that could potentially disrupt the human holobiont 

ecosystem if left unchecked could include factors that influence immune dysfunction and 

homeostatic imbalance, human-specialised pathogens, and other health-related disorders 

(both physical and mental phenomena). These ‘normal’ pressures could be counterbalanced, 

in part, by interactions between the host and the wider biotic community – i.e., natural 

environments (as conceptualised in Figure 2). These environments are potentially rich 

reservoirs of macro and microbial diversity and other biogenic compounds, such as 

phytoncides, which are linked to human health (Li et al. 2009; Moore, 2015). Exposure to a 

diversity of environmental microbiota is critical for immune system ‘training’ to protect 

against known and novel infectious agents, and to potentially remove pathogens through 

competitive exclusion whilst maintaining core biological functions (Rook et al. 2014; Mills et 

al. 2019). As such, these interactions form part of an important survival mechanism, and one 

that relates strongly to the Biophilia Hypothesis. It is also plausible that these complex 

interactions contribute to a person’s nature connectedness, that is, the individual’s sense of 

their relationship with nature (McMahan et al. 2018; Richardson et al. 2018). This could 

transpire indirectly through the immersive psychological effects and multisensorial 

experiences of being in nature––experiences that could potentially be influenced by a 

microbially-mediated biophilic drive – i.e., the process we term the Lovebug Effect.  

 

Alternatively, aspects of nature connectedness could be influenced by the transfer of 

microbiota or microbial by-products from the environment to the human body, which in 
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theory, could influence regulatory pathways in both cognitive and affective domains. Indeed, 

some of the natural smells humans enjoy (such as the earthy scents of changing seasons and 

musky emissions following a period of rain) are in fact volatile organic compounds (e.g., 

geosmin) produced by microbes. For example, petrichor is a term used to describe the musky 

smell produced when rain combines with the spores of actinomycetes bacteria in soil 

(Dwivedi et al. 2011).  

 

It is also important to mention that stress could have a negative impact on the composition 

and metabolic activity of gut microbiota (Dantzer et al. 2018; Karl et al. 2018). Indeed, 

several studies have elucidated the negative impacts of host-related stressors on microbiota. 

For example, stress-induced reductions of the non-spore forming Lactobacilli has been 

highlighted in humans and non-human primates (Bailey and Coe, 1999; Knowles et al. 2007). 

To this end, there could be potential fitness costs to certain individuals and/or communities of 

microbiota in the gut and other body sites. It is essential to acknowledge here that gut 

microbiota have emerged as important mediators of stress responses in humans (Dinan and 

Cryan, 2012; Foster, Rinaman and Cryan, 2017; Hantsoo et al. 2019). Moreover, stress could 

have negative (and positive) consequences for reproductive fitness and success in humans 

and other animals through a range of primary and secondary pathways (e.g., downstream 

lifestyle choices) that could, for example, elicit immune-endocrine disequilibria (Nakamura, 

Sheps and Arck, 2008; Mumby et al. 2015; MacLeod et al. 2018; Roychoudhury et al. 2019; 

Zhou, Cai and Dong, 2019).  

 

Consequently, we argue that spending time in stress-ameliorating environments––for 

example, in calming natural surroundings that facilitate psychological restoration or 

eudaimonia––could potentially confer positive indirect effects on the human microbiome. To 
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this end, natural environments may provide additional salutogenic stimuli that drive the 

adaptive evolution of behaviours that benefit the host and its microbial symbionts via stress 

reduction pathways.  

 Discussion  

6.1.  The Lovebug Effect: ‘big picture’ implications and interventions  

Unravelling the mechanisms of the Lovebug Effect could have far-reaching implications for 

researchers, practitioners, the general public, and from a biocentric perspective––the wider 

environment. This is relevant to nature-based health interventions and nature-based solutions, 

whereby the management of public health and ecosystems are often considered concurrently, 

giving rise to important co-benefits (Robinson and Breed, 2019). Augmenting our 

understanding of the factors that shape the human tendency to affiliate with nature could also 

help to strengthen our appreciation for planetary health––a relatively recent philosophical 

framework that describes the inextricable and multiscale links between human and 

environmental health (Prescott and Logan, 2017; Gabrysch, 2018; Prescott and Logan, 2019).  

 

Mental health conditions such as depression and anxiety, and noncommunicable diseases 

(NCDs) such as asthma, diabetes, and inflammatory bowel disease are on the rise, which 

coincides with a global megatrend in biodiversity loss (Haahtela et al, 2013; Haahtela, 2019). 

It is thought that the key factors driving these megatrends include industrialisation, 

population growth and the ongoing increase in urbanisation (Pathway A in Figure 4) 

(Rodriguez et al. 2011; von Hertzen et al. 2011; Rook, 2014; Sartorius et al. 2015; Den 

Braver et al. 2018). These additional anthropogenic pressures could perturb the cycle of the 

Lovebug Effect by exacerbating ‘normal’ ecological pressures, and thus contribute to 

dysbiotic drift––that is, a non-random, industrial urban lifestyle-driven, push towards ‘life in 
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distress’, microbial imbalance, and socioeconomic disadvantage (Prescott et al. 2018). 

Furthermore, a ratcheting down effect or the ‘extinction of nature experience’ (Soga and 

Gaston, 2016; Lin et al. 2018), along with reduced availability of, and access to biodiverse 

environments could theoretically compound this effect. This in turn could lead to a 

degeneration of the Lovebug Effect.  

 

As the Lovebug Effect could be a potent mechanistic pathway to the survival benefits 

associated with the Biophilia Hypothesis and the psychological wellbeing benefits of nature 

connectedness (and associated pro-environmental behaviours), the implications of its 

degeneration for public health and ecological resilience could be considerable. Nevertheless, 

there is a range of anthropogenic interventions that could be implemented to help alleviate 

these pressures, thus allowing the Lovebug Effect to be restored (Pathway B in Figure 4).  
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Figure 4. Pathway (A): Anthropogenic pressures and ecosystem degradation could lead to a 

‘dysbiotic drift’ and degeneration of the Lovebug Effect. This contributes to an increase in 

noncommunicable diseases and to a ‘ratcheting down effect’ (risk of extinction of nature experience 

and reduced exposure to biodiversity). Pathway (B): Holistic public health and ecological restoration 

interventions could potentially alleviate these pressures, allowing the restoration of the Lovebug Effect 

in areas of nature deficit or to continue at a stable level in areas with sufficient supply of biodiversity.  

 

6.2.  Holistic approaches for public health and ecological restoration  

Anthropogenic pressures that could disturb the Lovebug Effect are deeply ingrained in 

complex sociopolitical structures, and are therefore systemic by nature––that is, there are 
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unlikely to be specific isolated factors that would alleviate these issues. Holistic approaches 

are needed to address social inequalities, loss of biodiversity (including diverse microbial 

communities), inaccessibility to good quality natural environments, pollution, inappropriate 

use of antibiotics, ultra-processed diets and extinction of nature experience (as represented in 

Pathway A in Figure 4). From this perspective, initiatives that explicitly consider 

multidimensional co-benefits could be valuable. Examples of these integrated approaches 

include: 

 

 Ecological restoration initiatives (Pathway B in Figure 4), i.e., restoring degraded 

ecosystems along with their ecosystem services, typically through active 

management methods (Vaughan et al. 2010; Matzek et al. 2019) with integrated 

public health evaluations;  

 

 Schemes that aim to empower communities, improve sustainable development, 

and provide ecological education and opportunities at the ‘grass roots’ level - such 

as community gardening projects (Kim, 2017; Othman et al. 2018); 

 

 Green prescribing (prescribed nature-based activities such as biodiversity 

conservation, therapeutic horticulture and nature walks), which has potential to 

enhance human and environmental health (Robinson and Breed, 2019; Shanahan 

et al. 2019). 

 

Including a microbial model with the psychological frameworks associated with the Biophilia 

Hypothesis and nature connectedness has the potential to contribute towards a new 

appreciation for the microbial world, which could ultimately benefit human health. Indeed, it 
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has recently been argued that access to beneficial microorganisms is a facet of public health, 

and inequitable microbial exposure may compound health inequalities (Ishaq et al. 2019; 

Robinson and Jorgensen, 2020). Developing and integrating a microbe-centric view 

(Cavicchioli, 2019) is crucial in the face of existential risks such as global biodiversity loss 

and the climate crisis which ultimately affect human health through the vast array of health-

supporting ecosystem services––many of which are microbially-supported (Rashid et al. 

2016; Cavicchioli et al. 2019). To achieve this, it will be imperative to address the rise of 

‘germaphobia’ –– the perception that all microbes are bad and must be eliminated to maintain 

healthy living environment for humans (Timmis et al. 2019).  

 

At this stage, the Lovebug Effect is a hypothesis that requires robust scrutiny. The following 

section aims to provide an alternative view, counter-arguments, and a starting point for 

researchers to test the hypothesis.  

6.3.  Challenges and next steps for the Lovebug Effect 

As with any newly proposed hypothesis, it is imperative to take a critical view of the 

conceptual merits and potential pitfalls of the Lovebug Effect. To this end, one could easily 

question why in certain circumstances, some people appear to exhibit a disinclination towards 

biodiverse environments (Qiu et al. 2013; Hand et al. 2017) – a notion that could be used 

more broadly to challenge the Biophilia Hypothesis. Furthermore, it is important to also 

remember there is always a risk of false-consensus cognitive biases.  

 

To counterbalance this perspective, one could point to the importance of anthropogenically-

driven changes in life history traits and sociocultural norms in reducing the multiplexity of 

interactions and connections between humans and the rest of nature (Soga and Gaston, 2016; 
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Colléony et al. 2017; Cox and Gaston, 2018). In other words, could the addition of recent 

pressures be overriding one’s innate and adaptive desire to affiliate with nature? Fattorini et 

al. (2017) pointed out that some children’s preference for less natural and biodiverse 

environments are likely driven by cultural conditioning, and their innate nature-affinity will 

fail to flourish if inadequately stimulated.  

 

If the Lovebug Effect is fundamentally driven by natural selection, then a degree of natural 

variation would be expected. Perhaps affinity to nature is beneficial only under certain 

circumstances (e.g., in certain ecological contexts or life history stages, but not others). If the 

associated benefit varies spatially and/or temporally, it would lead to variation in selection 

for this effect, resulting in variation in the trait itself. This has parallels with the concept of 

adaptive evolution in natural ecosystems, where, for example, adaptive variation in flowering 

times of plants varies spatially (e.g., later bud-burst in higher latitudes) and through time 

(e.g., optimal flowering can vary season-to-season) (Blackman, 2017; Cole and Sheldon, 

2017). There is no single universally optimal flowering time. On an individual level, the 

optimisation of this process will depend considerably on location and prevailing 

environmental conditions. Therefore, the Lovebug Effect could fit this evolutionary 

framework even with high degrees of inter-individual variation in the levels of biophilic 

drive. 

 

An important line of enquiry, which from a correlative perspective could be investigated with 

relative ease, is whether an individual’s nature connectedness is influenced by microbiota (or 

vice versa). A first step could be to associate the human microbiome with people’s Nature 

Connectedness Index scores via the validated, six-item survey with a seven-point response 

scale (Richardson et al. 2019). Questions that may arise include: is low or high microbial 
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diversity associated with low or high nature connectedness, and do particular––dominant or 

diminutive levels of ––microbial taxa associate with nature connectedness?  

 

To start testing the Lovebug Effect in general, we suggest that researchers explore our eight-

step model (see Figure 2) in pairs of process-outcomes, using observational and experimental 

models for each stage, as follows (summarized in Table 1): 

 

Stage 1. Human exposure to environmental microbiota with subsequent colonisation 

 

For Stage 1, experiments should build on several recent and active studies that investigate 

human–environmental microbial exchange. For example, Grönroos et al. (2018) 

demonstrated that short-term direct contact with soil and plants leads to increases in skin 

microbial diversity. Nurminen et al. (2018) suggested that exposure to nature-derived 

microbiota associates with gut microbial diversity in the short-term. Ottman et al. (2019) 

showed that direct soil exposure modifies the gut microbiota in a mouse model. Liddicoat et 

al. (2019) observed the presence of aerobiome-mediated gut microbiota modulation via 

exposure to trace-levels of soil dust.  

 

It should be noted that examples of long-term colonisation by environmental microbiota 

during the adult life stage are limited. Several studies on probiotics show varied results for 

allochthonous bacterial persistence in the gut (Maldonado-Gómez et al. 2016; Zmora et al. 

2018; Xiao et al. 2019). A recent study demonstrated that bile-resistant Lactobacillus 

johnsonii 456 (LBJ 456) can persist in the gut for at least a month following a week-long 

course (Davoren et al. 2019). Determining the colonisation potential for different body sites 
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and across different life stages will be an important focus point for researchers investigating 

the Lovebug Effect.  

 

Due to the dynamism of the gut microbiome during the human weaning phase––

approximately 0-3 years of age (Yang et al. 2016; Moore and Townsend, 2019)––it is likely 

that there will be enhanced opportunities for colonisation by environmental microbiota during 

this period. Therefore, understanding the microbial influences during this key phase of gut 

microbiome colonisation should be of early interest in these Stage 1 studies.  

  

Additional randomized controlled trials such as those conducted by Liddicoat et al. (2019) 

would be a useful framework for testing the Lovebug Effect. Detailed experiments to 

investigate the exposures of different types of microbiomes are needed (e.g., aerobiomes, 

rhizospheres, phyllospheres), while also studying dose-responses patterns (e.g., 

compositional changes, durations of effects, longitudinal changes to gut microbiota) and 

downstream impacts on host phenotypes (e.g., physiology and immune responses).  

 

Stage 2. Selection for human–environmental microbiota associations (does colonization 

result in health outcomes?) 

 

Experiments for this stage would build on the Old Friends Hypothesis (Rook, 2014). 

Researchers should aim to identify whether human associations and subsequent colonization 

(covered in Stage 1) with environmental microbiota can result in improved health outcomes 

in humans (e.g., via immunoregulation). This idea fits with the hologenome concept of 

evolution, and perhaps neurological manipulation, but also with more traditional theories of 

evolution. For example, associations could potentially benefit both the host and the 
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symbionts––and vertical transmission of microbial genomes could, in theory, contribute to 

this process. However, interactions with environmental microbiota could also improve health 

outcomes in humans in a way that adaptively leads to selection for the behavioural traits in 

humans that maximise exposure to natural environments. As such, these adaptive phenotypes 

could subsequently be inherited in future generations without vertical transmission of 

microbial genomes. 

 

Initial studies could include exposing mice to environmental microbiota (as per Stage 1), 

determining colonization, and examining metabolite production and markers of 

immunomodulation. Genome-wide association studies combined with microbiome and 

metabolite characterisation (e.g., short chain fatty acids) could be used to determine the 

genetic basis of microbiome interactions and metabolic diseases. For example, Sanna et al. 

(2019) provided evidence of a causal effect of the gut microbiome on metabolic traits (and 

Type II diabetes) using bidirectional Mendelian randomization analyses.  

 

Karsas, Lamb and Green (2019) pointed out that microbiota may modulate physiology. This 

is supported by a study that presented evidence for microbial modulation of olfactory 

epithelium physiology (François et al. 2016). As alluded to earlier, microbially-influenced 

behavioural changes may be partially governed by olfactory system interactions. Therefore, 

further investigations into host and bacterial gene associations (e.g., genes related to olfaction 

such as OR6A2) (Goodrich et al. 2016; Chang and Kao, 2019) could also offer insight into 

the Lovebug Effect.  

 

Stage 3. Human-microbiota feedbacks 
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Unravelling the complexities involved in the microbiota-gut-brain axis is an active area of 

research (Cryan et al. 2019). To explore the Lovebug Effect, researchers should conduct 

environmental microbiome exposure studies (initially using germ free mouse models), 

followed by fine-scale investigations into the transfer and influence of different microbial 

taxa with a focus on cognitive and behavioural changes. There is a wide range of validated 

tests available for the behavioural phenotyping of mice, including protocols for testing basic 

motor and sensory function, learning and memory, social behaviour, anxiety and depression, 

impulsivity and personality (Carola et al. 2002; Bailey and Crawley, 2009; Kaidanovich-

Beilin et al. 2011; Wolf et al. 2016).  

 

These studies should also integrate functional molecular biology approaches to elucidate the 

potential biological mechanisms involved in microbially-mediated behavioural change. For 

example, researchers could focus on immune system responses, tryptophan metabolism, 

vagal and enteric nervous system activity, while analysing the activity of the microbial 

metabolites involved in the microbiota-gut-brain axis, such as peptidoglycans, short-chain 

fatty acids, and branched chain amino acids (BCAAs).  

 

Stage 4. Biophilic Drive 

 

To begin investigating the potential existence of microbial influences on the biophilic drive, 

researchers could extend the tests in Step 3 with a focus on the response variable being an 

increased desire for time spent in biodiverse or natural environments. Using randomized 

controlled trials and mouse models, choice chamber experiments could be designed, whereby 

two or more microhabitats (initially soil-based) are created with different levels of 

biodiversity. The experimental mice can then be exposed to and thereby inoculated with 
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different individual strains and assemblages of microbiota (testing a range of diverse 

microbial communities, pathogens, and microbially-derived metabolites). This should be 

followed by behavioural tests to determine whether the treatments influence decision making 

in the mice. There are various other approaches that could be taken, for example, exposing 

mice to different habitats over varying periods of time, and assessing microbial and 

molecular effects with subsequent behavioural phenotyping.  

 

Ideally, these types of studies should eventually be modified and scaled up to humans. 

However, there will be important challenges associated with this process. For example, 

controlled environments are difficult to create in human studies and there are many potential 

confounding factors to consider. Some noteworthy, potential confounders of microbiome 

studies include lifestyle, health, exposures, and psychosocial biases. Overcoming such 

confounders requires large sample sizes and carefully selected groups.  

 

Other approaches that could be useful for the Lovebug Effect include studying the human 

microbiome composition, structure and dynamics alongside tests for nature connectedness, 

such as the Nature Connectedness Index (Richardson et al. 2019) and other validated 

psychosocial instruments. Determining whether spending time in natural environments 

influences the human microbiome and whether this subsequently correlates to levels of nature 

connectedness could be an important study for the Lovebug Effect. A starting point could be 

to simply investigate relationships between nature connectedness scores and human 

microbiome composition (e.g., diversity, individual strains, relative abundances) across 

different body sites. This could raise questions such as: does a higher level of nature 

connectedness result in a more diverse human microbiome? Is this a result of a desire to 

spend time in nature that subsequently increases microbial diversity?  
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This line of enquiry could be enhanced by longitudinal cohort studies investigating 

microbiome dynamics from birth with subsequent assessments of nature connectedness and 

pro-environmental behaviours. Perhaps a study investigating potential relationships between 

these behaviours throughout the life course with explicit consideration for birth mode (i.e., 

caesarean section vs. vaginal delivery) could also bring important insights. Furthermore, it is 

plausible that a parent who is more connected to nature is more likely to expose their children 

to natural environments during the critical window of microbiome development (0-3 years). 

As such, studying potential associations between a person’s microbiome and their parents’ 

nature connectedness could also be a valuable approach.  

 

7. Conclusions 

Here we propose the Lovebug Effect as a microbially-mediated pathway to help explain the 

human biophilic drive – the tendency to affiliate and connect with nature. The Lovebug Effect 

is supported by the hologenome concept of evolution. However, the effect would still be 

relevant in the absence of this evolutionary framework. There are evolutionary processes 

related to nature affinity that could be microbially-influenced that do not need to meet the 

criteria of vertical transmission of microbial genomes or direct host manipulation. The 

pathways discussed in this paper tie together the presence of evolutionary pressures and the 

mechanisms to microbially-mediated behavioural change (direct or indirect). The foundations 

have been set to start testing the Lovebug Effect, which could extend the portfolio of 

pathways to nature affiliation. Investigating the Lovebug Effect could have implications for 

the way the Biophilia Hypothesis and nature connectedness are studied in the future. Finally, 
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from a broader perspective, the Lovebug Effect could also have implications for the way 

public health and ecological restoration is approached. 
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Figure Legends 

 

Figure 1. The Biophilia (and Biophobia) Hypothesis – showing human behavioural responses to 

different environmental stimuli, modulated in part by the autonomic nervous system. In general, 

nature provides health-regulating opportunities and resources for survival. However, some natural 

features also pose a danger to humans and elicit biophobic responses. 

 

Figure 2. The Lovebug Effect - microbially-mediated nature affinity. This hypothesis proposes that 

our biophilic drive towards natural environments could be influenced by coevolution, biodiversity-

mediated benefits and potentially unilateral adaptations. Arrows relate to processes and numbers in 

circles relate to outcomes. In the absence of anthropogenic impacts, the Lovebug Effect continues 

while subject to a stable pressure-benefits counterbalance. ‘A’ represents anthropogenic pressures, 

further defined in Figure 4.  

 

Figure 3. Using fans, germ-free mice were exposed trace-levels of biodiverse soil dust exposure in 

controlled conditions (Liddicoat et al. 2019). 

 

Figure 4. Pathway (A): Anthropogenic pressures and ecosystem degradation could lead to a 

‘dysbiotic drift’ and degeneration of the Lovebug Effect. This contributes to an increase in 

noncommunicable diseases and to a ‘ratcheting down effect’ (risk of extinction of nature experience 

and reduced exposure to biodiversity). Pathway (B): Holistic public health and ecological restoration 

interventions could potentially alleviate these pressures, allowing the restoration of the Lovebug Effect 

in areas of nature deficit or to continue at a stable level in areas with sufficient supply of biodiversity.  
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Table 1. Suggested approaches to start testing the hypotheses of the Lovebug Effect. 

Stage Process Outcome Test 

Stage 1 Human exposure to 

environmental 

microbiota with 

subsequent 

colonisation 

Human adaptive advantage via 

colonising environmental 

microbiota-mediated benefits 

Molecular epidemiology of humans in nature (human-environmental microbiota  

colonisation studies) and controlled trials with mouse model. Follow-up trials of humans, and assess for 

longitudinal changes to gut microbiota. 

 

Cross-sectional study of mice and humans, exploring the association between health outcomes of 

exposure to environmental microbiota. 

 

Dose-response effects studies in mouse models where dose can be quantity (quantum of microbiota) or 

quality (e.g., biodiversity – high vs low). 

 

Additional randomized controlled trials such as those used by Liddicoat et al. (2019) would be 

beneficial. Detailed randomised controlled trials to test the exposures of different types of microbiomes 

and body sites, whilst studying compositional changes, durations of effects, longitudinal changes to gut 

microbiota, and downstream impacts on host phenotypes. Importantly, these tests should be applied at 

different life stages with early life microbial dynamics as a key consideration. 

 

Stage 2 Natural selection for Human-microbiota co- Expose mice to environmental microbiota (as per Stage 1), determining colonization, and examining 
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human-microbiota 

associations 

evolution (and/or unilateral 

adaptations) 

metabolite production and markers of immunomodulation. Genome-wide association studies, 

microbiome sequencing and metabolite production examined to determine causal relationships between 

microbiome interactions and metabolic diseases.   

 

Further explorations into host and bacterial gene associations e.g., those that influence host olfaction. 

 

Study health of people in different environments through time. Ancient DNA combined with proxies for 

health (e.g., health at death, indicators of good/ill health such as bones). 

 

Develop mathematical models to simulate evolutionary processes and outcomes. 

 

Stage 3 Human-microbiota 

feedbacks 

Human behavioural 

manipulation by microbiota 

Environmental microbiome exposure experiments (initially using germ free mouse models), followed by 

fine-scale investigations into the transfer and influence of different microbial taxa with a focus on 

cognitive and behavioural changes. Functional molecular biology approaches should be included.  

 

Focus on immune system dynamics, tryptophan metabolism, vagal and enteric nervous system activity, 

whilst analysing the activity of the microbial metabolites involved in microbiota-gut-brain axis 

processes. Case-control trials commencing in mouse models and moving to humans. 
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Stage 4 Biophilic Drive Spending time in ‘nature’ Extend tests in Step 3 with a focus on the outcome being an increased desire for time in biodiverse 

environments. Randomised controlled trials with choice chamber experiments for mice. Two or more 

microhabitats created with different levels of biodiversity. The mice can then be inoculated with 

different individual strains and assemblages of microbiota.  

 

This should be followed by behavioural tests to determine whether the treatments influence decision 

making in the mice. Other approaches that could be taken include exposing the mice to the different 

habitats over varying periods of time, and assessing microbial and molecular effects with subsequent 

behavioural phenotyping.  

 

Study the human microbiome composition, structure and dynamics alongside tests for nature 

connectedness, such as the Nature Connectedness Index (NCI) and other validated psychosocial 

frameworks. This approach could be taken to study microbiome–nature connectedness associations for 

individuals, but also between the microbiome of individuals and their parents’ degree of nature 

connectedness.  

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

  

8. Bibliography 

1. Achtman, M., Azuma, T., Berg, D.E., Ito, Y., Morelli, G., Pan, Z.J., Suerbaum, S., 

Thompson, S.A., Van Der Ende, A. and Van Doorn, L.J., (1999). Recombination and clonal 

groupings within Helicobacter pylori from different geographical regions. Molecular 

microbiology, 32(3), pp.459-470. 

2. Alverdy, J.C. and Luo, J.N. (2017). The influence of host stress on the mechanism of 

infection: lost microbiomes, emergent pathobiomes, and the role of interkingdom 

signaling. Frontiers in microbiology, 8, p.322. 

3. Amouei, A., Sharif, M., Hosseini, S.A., Sarvi, S., Mizani, A., Salehi, S., Gholami, S., Jafar-

Ramaji, T. and Daryani, A. (2018). Prevalence of Toxoplasma gondii infection in domestic 

and migrating birds from Mazandaran province, Northern Iran. Avian Biology 

Research, 11(1), pp.12-15. 

4. Archie, E.A. and Tung, J. (2015). Social behavior and the microbiome. Current opinion in 

behavioral sciences, 6, pp.28-34. 

5. Arnold, C. (2014). Rethinking sterile: the hospital microbiome. Environmental Health 

Perspectives. A182-A187. 

6. Arnold, W.M., Hill, E.S., Fei, N., Yee, A.L., Garcia, M.S., Cralle, L.E. and Gilbert, J.A., 

(2019). The Human Microbiome in Health and Disease. In Genomic Applications in 

Pathology (pp. 607-618). Springer, Cham. 

7. Bailey, M.T. and Coe, C.L., (1999). Maternal separation disrupts the integrity of the intestinal 

microflora in infant rhesus monkeys. Developmental Psychobiology: The Journal of the 

International Society for Developmental Psychobiology, 35(2), pp.146-155. 

8. Bailey, K.R. and Crawley, J.N., (2009). Anxiety-related behaviors in mice. In Methods of 

Behavior Analysis in Neuroscience. 2nd edition. CRC Press/Taylor & Francis. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
40 

9. Berto, R., Barbiero, G., Barbiero, P. and Senes, G. (2018). An individual’s connection to 

nature can affect perceived restorativeness of natural environments. Some observations about 

biophilia. Behavioral Sciences, 8(3), p.34. 

10. Bienenstock, J., Kunze, W.A. and Forsythe, P., (2018). Disruptive physiology: olfaction and 

the microbiome–gut–brain axis. Biological Reviews, 93(1), pp.390-403. 

11. Blackman, B.K. (2017). Changing responses to changing seasons: natural variation in the 

plasticity of flowering time. Plant physiology, 173(1), pp.16-26. 

12. Bordenstein, S.R. and Theis, K.R. (2015). Host biology in light of the microbiome: ten 

principles of holobionts and hologenomes. PLoS Biol, 13(8), p.e1002226. 

13. Breit, S., Kupferberg, A., Rogler, G. and Hasler, G. (2018). Vagus nerve as modulator of the 

brain–gut axis in psychiatric and inflammatory disorders. Frontiers in psychiatry, 9, p.44. 

14. Carola, V., D'Olimpio, F., Brunamonti, E., Mangia, F. and Renzi, P., (2002). Evaluation of 

the elevated plus-maze and open-field tests for the assessment of anxiety-related behaviour in 

inbred mice. Behavioural brain research, 134(1-2), pp.49-57. 

15. Carrus, G., Scopelliti, M., Lafortezza, R., Colangelo, G., Ferrini, F., Salbitano, F., Agrimi, 

M., Portoghesi, L., Semenzato, P. and Sanesi, G. (2015). Go greener, feel better? The positive 

effects of biodiversity on the well-being of individuals visiting urban and peri-urban green 

areas. Landscape and Urban Planning, 134, pp.221-228. 

16. Casadei, E., Tacchi, L., Lickwar, C.R., Espenschied, S.T., Davison, J.M., Muñoz, P., Rawls, 

J.F. and Salinas, I., (2019). Commensal Bacteria Regulate Gene Expression and 

Differentiation in Vertebrate Olfactory Systems Through Transcription Factor 

REST. Chemical senses, 44(8), pp.615-630. 

17. Cavicchioli, R. (2019). A vision for a ‘microbcentric’ future. Microbial biotechnology, 12(1), 

pp.26-29. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
41 

18. Cavicchioli, R., Ripple, W.J., Timmis, K.N., Azam, F., Bakken, L.R., Baylis, M., Behrenfeld, 

M.J., Boetius, A., Boyd, P.W., Classen, A.T. and Crowther, T.W. (2019). Scientists’ warning 

to humanity: microorganisms and climate change. Nature Reviews Microbiology, p.1. 

19. Chang, C.S. and Kao, C.Y., (2019). Current understanding of the gut microbiota shaping 

mechanisms. Journal of biomedical science, 26(1), p.59. 

20. Cole, E.F. and Sheldon, B.C. (2017). The shifting phenological landscape: Within‐and 

between‐species variation in leaf emergence in a mixed‐deciduous woodland. Ecology and 

evolution, 7(4), pp.1135-1147. 

21. Collens, A., Kelley, E. and Katz, L.A., (2019). The concept of the hologenome, an epigenetic 

phenomenon, challenges aspects of the modern evolutionary synthesis. Journal of 

Experimental Zoology Part B: Molecular and Developmental Evolution. 

22. Colléony, A., Prévot, A.C., Saint Jalme, M. and Clayton, S. (2017). What kind of landscape 

management can counteract the extinction of experience?. Landscape and Urban 

Planning, 159, pp.23-31. 

23. Cox, D.T. and Gaston, K.J. (2018). Human–nature interactions and the consequences and 

drivers of provisioning wildlife. Philosophical Transactions of the Royal Society B: 

Biological Sciences, 373(1745), p.20170092. 

24. Cryan, J.F., O'Riordan, K.J., Cowan, C.S., Sandhu, K.V., Bastiaanssen, T.F., Boehme, M., 

Codagnone, M.G., Cussotto, S., Fulling, C., Golubeva, A.V. and Guzzetta, K.E., (2019). The 

microbiota-gut-brain axis. Physiological reviews, 99(4), pp.1877-2013. 

25. Cureau, N., AlJahdali, N., Vo, N. and Carbonero, F., (2016). Epigenetic mechanisms in 

microbial members of the human microbiota: current knowledge and 

perspectives. Epigenomics, 8(9), pp.1259-1273. 

26. Dantzer, R., Cohen, S., Russo, S. and Dinan, T. (2018). Resilience and immunity. Brain, 

41ehaviour, and immunity. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
42 

27. Davidson, G.L., Cooke, A.C., Johnson, C.N. and Quinn, J.L. (2018). The gut microbiome as a 

driver of individual variation in cognition and functional behaviour. Philosophical 

Transactions of the Royal Society B: Biological Sciences, 373(1756), p.20170286. 

28. Davoren, M.J., Liu, J., Castellanos, J., Rodríguez-Malavé, N.I. and Schiestl, R.H. (2019). A 

novel probiotic, Lactobacillus johnsonii 456, resists acid and can persist in the human gut 

beyond the initial ingestion period. Gut microbes, 10(4), pp.458-480. 

29. Dawkins, R. (1989). The Extended Phenotype. Oxford: Oxford University Press.  

30. Delavari-Edalat, F. and Abdi, M.R. (2010). Human-environment interactions based on 

biophilia values in an urban context: Case study. Journal of urban planning and 

development, 136(2), pp.162-168. 

31. Den Braver, N.R., Lakerveld, J., Rutters, F., Schoonmade, L.J., Brug, J. and Beulens, J.W.J. 

(2018). Built environmental characteristics and diabetes: a systematic review and meta-

analysis. BMC medicine, 16(1), p.12. 

32. Dinan, T.G. and Cryan, J.F., (2012). Regulation of the stress response by the gut microbiota: 

implications for psychoneuroendocrinology. Psychoneuroendocrinology, 37(9), pp.1369-

1378. 

33. Dreyer, J.L. and Liebl, A.L., (2018). Early colonization of the gut microbiome and its 

relationship with obesity. Human Microbiome Journal, 10, pp.1-5. 

34. Dwivedi, S., Thakkar, R., Upadhyay, V. and Kumar, S. (2011). Isolation and characterization 

of actinomycetes producing antimicrobial substance against human pathogenic bacteria. J 

Pharm Res, 4, p.4066. 

35. Falush, D., Wirth, T., Linz, B., Pritchard, J.K., Stephens, M., Kidd, M., Blaser, M.J., Graham, 

D.Y., Vacher, S., Perez-Perez, G.I. and Yamaoka, Y., (2003). Traces of human migrations in 

Helicobacter pylori populations. Science, 299(5612), pp.1582-1585. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
43 

36. Farzi, A., Hassan, A.M., Zenz, G. and Holzer, P. (2018). Diabesity and mood disorders: 

Multiple links through the microbiota-gut-brain axis. Molecular aspects of medicine. 

37. Fattorini, S., Gabriel, R., Arroz, A.M., Amorim, I.R., Borges, P.A. and Cafaro, P. (2017). 

Children’s preferences for less diverse greenspaces do not disprove biophilia. Proceedings of 

the National Academy of Sciences, 114(35), pp.E7215-E7215. 

38. Ferguson, L.V., Dhakal, P., Lebenzon, J.E., Heinrichs, D.E., Bucking, C. and Sinclair, B.J., 

2018. Seasonal shifts in the insect gut microbiome are concurrent with changes in cold 

tolerance and immunity. Functional Ecology, 32(10), pp.2357-2368. 

39. Forsythe, P., Bienenstock, J. and Kunze, W.A. (2014). Vagal pathways for microbiome-brain-

gut axis communication. In Microbial Endocrinology: The Microbiota-Gut-Brain Axis in 

Health and Disease (pp. 115-133). Springer, New York, NY. 

40. Foster, J.A., Rinaman, L. and Cryan, J.F., (2017). Stress & the gut-brain axis: regulation by 

the microbiome. Neurobiology of stress, 7, pp.124-136. 

41. Fülling, C., Dinan, T.G. and Cryan, J.F. (2019). Gut Microbe to Brain Signaling: What 

Happens in Vagus…. Neuron, 101(6), pp.998-1002. 

42. François, A., Grebert, D., Rhimi, M., Mariadassou, M., Naudon, L., Rabot, S. and Meunier, 

N. (2016). Olfactory epithelium changes in germfree mice. Scientific reports, 6, p.24687. 

43. Gabrysch, S. (2018). Imagination challenges in planetary health: re-conceptualising the 

human-environment relationship. The Lancet Planetary Health, 2(9), pp.e372-e373. 

44. Gascon, M., Zijlema, W., Vert, C., White, M.P. and Nieuwenhuijsen, M.J. (2017). Outdoor 

blue spaces, human health and well-being: a systematic review of quantitative 

studies. International journal of hygiene and environmental health, 220(8), pp.1207-1221. 

45. Goodrich, J.K., Davenport, E.R., Beaumont, M., Jackson, M.A., Knight, R., Ober, C., 

Spector, T.D., Bell, J.T., Clark, A.G. and Ley, R.E., (2016). Genetic determinants of the gut 

microbiome in UK twins. Cell host & microbe, 19(5), pp.731-743. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
44 

46. Grönroos, M., Parajuli, A., Laitinen, O.H., Roslund, M.I., Vari, H.K., Hyöty, H., Puhakka, R. 

and Sinkkonen, A., (2019). Short‐term direct contact with soil and plant materials leads to an 

immediate increase in diversity of skin microbiota. MicrobiologyOpen, 8(3), p.e00645. 

47. Gullone, E. (2000). The biophilia hypothesis and life in the 21st century: increasing mental 

health or increasing pathology? Journal of Happiness Studies, 1(3), pp.293-322. 

48. Haahtela, T., Holgate, S., Pawankar, R., Akdis, C.A., Benjaponpitak, S., Caraballo, L., 

Demain, J., Portnoy, J. and von Hertzen, L. (2013). The biodiversity hypothesis and allergic 

disease: world allergy organization position statement. World Allergy Organization 

Journal, 6(1), p.1. 

49. Haahtela, T. (2019). A Biodiversity Hypothesis. Allergy. 

50. Hamblin, S. and Tanaka, M.M., (2013). Behavioural manipulation of insect hosts by 

Baculoviridae as a process of niche construction. BMC evolutionary biology, 13(1), p.170. 

51. Hand, K.L., Freeman, C., Seddon, P.J., Recio, M.R., Stein, A. and van Heezik, Y. (2017). The 

importance of urban gardens in supporting children's biophilia. Proceedings of the National 

Academy of Sciences, 114(2), pp.274-279. 

52. Hantsoo, L., Jašarević, E., Criniti, S., McGeehan, B., Tanes, C., Sammel, M.D., Elovitz, 

M.A., Compher, C., Wu, G. and Epperson, C.N., (2019). Childhood adversity impact on gut 

microbiota and inflammatory response to stress during pregnancy. Brain, behavior, and 

immunity, 75, pp.240-250. 

53. Heijtz, R.D., Wang, S., Anuar, F., Qian, Y., Björkholm, B., Samuelsson, A., Hibberd, M.L., 

Forssberg, H. and Pettersson, S. (2011). Normal gut microbiota modulates brain development 

and behavior. Proceedings of the National Academy of Sciences, 108(7), pp.3047-3052. 

54. Herbison, R., Lagrue, C. and Poulin, R. (2018). The missing link in parasite manipulation of 

host behaviour. Parasites & vectors, 11(1), p.222. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
45 

55. Houghteling, P.D. and Walker, W.A., (2015). Why is initial bacterial colonization of the 

intestine important to the infant’s and child’s health?. Journal of pediatric gastroenterology 

and nutrition, 60(3), p.294. 

56. Huang, T.T., Lai, J.B., Du, Y.L., Xu, Y., Ruan, L.M. and Hu, S.H. (2019). Current 

understanding of gut microbiota in mood disorders: an update of human studies. Frontiers in 

genetics, 10. 

57. Hughes, D.P. and Libersat, F. (2019). Parasite manipulation of host behavior. Current 

Biology, 29(2), pp.R45-R47. 

58. Ishaq, S.L., Rapp, M., Byerly, R., McCllelan, L.S., O’Boyle, M.R., Nykanen, A., Fuller, P.J., 

Aas, C., Stone, J.M., Killpatrick, S., Uptegrove, M.M., Vischer, A., Wolf, H., Smallman, F., 

Eymann, H., Narode, S., Stapleton, E., Cioff, C.C., and Tavalire, H.F. (2019). Framing the 

discussion of microorganisms as a facet of social equity in human health. PLOS Biology. 

17(11): e3000536.  

59. Johnson, K.V.A. and Foster, K.R. (2018). Why does the microbiome affect behaviour? 

Nature reviews microbiology, 16(10), pp.647-655. 

60. Kaidanovich-Beilin, O., Lipina, T., Vukobradovic, I., Roder, J. and Woodgett, J.R., (2011). 

Assessment of social interaction behaviors. JoVE (Journal of Visualized Experiments), (48), 

p.e2473. 

61. Karl, J.P., Hatch, A.M., Arcidiacono, S.M., Pearce, S.C., Pantoja-Feliciano, I.G., Doherty, 

L.A. and Soares, J.W. (2018). Effects of psychological, environmental and physical stressors 

on the gut microbiota. Frontiers in microbiology, 9. 

62. Karsas, M., Lamb, G. and Green, R.J., (2019). The immunology of mind control: exploring 

the relationship between the microbiome and the brain (part II). Current Allergy & Clinical 

Immunology, 32(1), pp.50-57. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
46 

63. Kellert, S. (2016). Biophilia and biomimicry: evolutionary adaptation of human versus 

nonhuman nature. Intelligent Buildings International, 8(2), pp.51-56. 

64. Kim, J.E. (2017). Fostering behaviour change to encourage low-carbon food consumption 

through community gardens. International Journal of Urban Sciences, 21(3), pp.364-384. 

65. Knowles, S.R., Nelson, E.A. and Palombo, E.A., (2008). Investigating the role of perceived 

stress on bacterial flora activity and salivary cortisol secretion: a possible mechanism 

underlying susceptibility to illness. Biological psychology, 77(2), pp.132-137. 

66. Krücken, J., Blümke, J., Maaz, D., Demeler, J., Ramünke, S., Antolová, D., Schaper, R. and 

von Samson-Himmelstjerna, G. (2017). Small rodents as paratenic or intermediate hosts of 

carnivore parasites in Berlin, Germany. PloS one, 12(3), p.e0172829. 

67. Lach, G., Schellekens, H., Dinan, T.G. and Cryan, J.F., (2018). Anxiety, depression, and the 

microbiome: a role for gut peptides. Neurotherapeutics, 15(1), pp.36-59. 

68. Leitão-Gonçalves, R., Carvalho-Santos, Z., Francisco, A.P., Fioreze, G.T., Anjos, M., 

Baltazar, C., Elias, A.P., Itskov, P.M., Piper, M.D. and Ribeiro, C. (2017). Commensal 

bacteria and essential amino acids control food choice behavior and reproduction. PLoS 

biology, 15(4), p.e2000862. 

69. Li, Q., Kobayashi, M., Wakayama, Y., Inagaki, H., Katsumata, M., Hirata, Y., Hirata, K., 

Shimizu, T., Kawada, T., Park, B.J. and Ohira, T. (2009). Effect of phytoncide from trees on 

human natural killer cell function. International journal of immunopathology and 

pharmacology, 22(4), pp.951-959. 

70. Libersat, F., Kaiser, M. and Emanuel, S. (2018). Mind control: how parasites manipulate 

cognitive functions in their insect hosts. Frontiers in psychology, 9, p.572. 

71. Liddicoat, C., Sydnor, H., Cando-Dumancela, C., Dresken, R., Liu, J., Gellie, N.J., Mills, 

J.G., Young, J.M., Weyrich, L.S., Hutchinson, M.R. and Weinstein, P., (2019). Naturally-

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
47 

diverse airborne environmental microbial exposures modulate the gut microbiome and may 

provide anxiolytic benefits in mice. Science of The Total Environment, p.134684. 

72. Lin, B.B., Egerer, M. and Ossola, A. (2018). Urban gardens as a space to engender biophilia: 

Evidence and ways forward. Frontiers in Built Environment, 4, p.79. 

73. Logsdon, A.F., Erickson, M.A., Rhea, E.M., Salameh, T.S. and Banks, W.A. (2018). Gut 

reactions: How the blood–brain barrier connects the microbiome and the brain. Experimental 

Biology and Medicine, 243(2), pp.159-165. 

74. Louca, S., Polz, M.F., Mazel, F., Albright, M.B., Huber, J.A., O’Connor, M.I., Ackermann, 

M., Hahn, A.S., Srivastava, D.S., Crowe, S.A. and Doebeli, M. (2018). Function and 

functional redundancy in microbial systems. Nature ecology & evolution, p.1. 

75. Lumber, R., Richardson, M. and Sheffield, D. (2017). Beyond knowing nature: Contact, 

emotion, compassion, meaning, and beauty are pathways to nature connection. PloS 

one, 12(5), p.e0177186. 

76. Lumber, R., Richardson, M. and Sheffield, D. (2018). The Seven Pathways to Nature 

Connectedness: A Focus Group Exploration. 

77. Lyu, B., Zeng, C., Deng, S., Liu, S., Jiang, M., Li, N., Wei, L., Yu, Y. and Chen, Q. (2019). 

Bamboo forest therapy contributes to the regulation of psychological responses. Journal of 

Forest Research, 24(1), pp.61-70. 

78. MacLeod, K.J., Sheriff, M.J., Ensminger, D.C., Owen, D.A.S. and Langkilde, T., (2018). 

Survival and reproductive costs of repeated acute glucocorticoid elevations in a captive, wild 

animal. General and comparative endocrinology, 268, pp.1-6. 

79. Maldonado-Gómez, M.X., Martínez, I., Bottacini, F., O’Callaghan, A., Ventura, M., van 

Sinderen, D., Hillmann, B., Vangay, P., Knights, D., Hutkins, R.W. and Walter, J. (2016). 

Stable engraftment of Bifidobacterium longum AH1206 in the human gut depends on 

individualized features of the resident microbiome. Cell host & microbe, 20(4), pp.515-526. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
48 

80. Maltz, R.M., Keirsey, J., Kim, S.C., Mackos, A.R., Gharaibeh, R.Z., Moore, C.C., Xu, J., 

Somogyi, A. and Bailey, M.T. (2019). Social Stress Affects Colonic Inflammation, the Gut 

Microbiome, and Short-chain Fatty Acid Levels and Receptors. Journal of pediatric 

gastroenterology and nutrition, 68(4), pp.533-540. 

81. Matzek, V., Wilson, K.A. and Kragt, M. (2019). Mainstreaming of ecosystem services as a 

rationale for ecological restoration in Australia. Ecosystem services, 35, pp.79-86. 

82. McMahan, E., Estes, D., Murfin, J.S. and Bryan, C.M. (2018). Nature Connectedness 

Moderates the Effect of Nature Exposure on Explicit and Implicit Measures of 

Emotion. Journal of Positive Psychology and Wellbeing, p.1 

83. Mills, J.G., Brookes, J.D., Liddicoat, C., Lowe, A.J., Sydnor, H.R., Thomas, T., Weinstein, 

P., Weyrich, L.S. and Breed, M.F. (2019). Relating urban biodiversity to human health with 

the ‘holobiont’ concept. Frontiers in Microbiology, 10, p.550. 

84. Moeller, A.H., Caro-Quintero, A., Mjungu, D., Georgiev, A.V., Lonsdorf, E.V., Muller, 

M.N., Pusey, A.E., Peeters, M., Hahn, B.H. and Ochman, H., (2016). Cospeciation of gut 

microbiota with hominids. Science, 353(6297), pp.380-382. 

85. Moore, M.N. (2015). Do airborne biogenic chemicals interact with the PI3K/Akt/mTOR cell 

signalling pathway to benefit human health and wellbeing in rural and coastal 

environments?. Environmental research, 140, pp.65-75. 

86. Moore, R.E. and Townsend, S.D. (2019). Temporal development of the infant gut 

microbiome. Open biology, 9(9), p.190128. 

87. Mumby, H.S., Mar, K.U., Hayward, A.D., Htut, W., Htut-Aung, Y. and Lummaa, V., (2015). 

Elephants born in the high stress season have faster reproductive ageing. Scientific reports, 5, 

p.13946. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
49 

88. Nakamura, K., Sheps, S. and Arck, P.C., (2008). Stress and reproductive failure: past notions, 

present insights and future directions. Journal of assisted reproduction and genetics, 25(2-3), 

pp.47-62. 

89. Nurminen, N., Lin, J., Grönroos, M., Puhakka, R., Kramna, L., Vari, H.K., Viskari, H., 

Oikarinen, S., Roslund, M., Parajuli, A. and Tyni, I., (2018). Nature-derived microbiota 

exposure as a novel immunomodulatory approach. Future microbiology, 13(07), pp.737-744. 

90. Ochman, H., Worobey, M., Kuo, C.H., Ndjango, J.B.N., Peeters, M., Hahn, B.H. and 

Hugenholtz, P., (2010). Evolutionary relationships of wild hominids recapitulated by gut 

microbial communities. PLoS biology, 8(11), p.e1000546. 

91. Othman, N., Mohamad, M., Latip, R.A. and Ariffin, M.H. (2018). Urban farming activity 

towards sustainable wellbeing of urban dwellers. In IOP Conference Series: Earth and 

Environmental Science (Vol. 117, No. 1, p. 012007). IOP Publishing. 

92. Ottman, N., Ruokolainen, L., Suomalainen, A., Sinkko, H., Karisola, P., Lehtimäki, J., Lehto, 

M., Hanski, I., Alenius, H. and Fyhrquist, N., (2019). Soil exposure modifies the gut 

microbiota and supports immune tolerance in a mouse model. Journal of allergy and clinical 

immunology, 143(3), pp.1198-1206. 

93. Pasquaretta, C., Gómez-Moracho, T., Heeb, P. and Lihoreau, M. (2018). Exploring 

interactions between the gut microbiota and social behaviour through nutrition. Genes, 9(11), 

p.534. 

94. Petra, A.I., Panagiotidou, S., Hatziagelaki, E., Stewart, J.M., Conti, P. and Theoharides, T.C. 

(2015). Gut-microbiota-brain axis and its effect on neuropsychiatric disorders with suspected 

immune dysregulation. Clinical therapeutics, 37(5), pp.984-995. 

95. Poirotte, C., Kappeler, P.M., Ngoubangoye, B., Bourgeois, S., Moussodji, M. and 

Charpentier, M.J. (2016). Morbid attraction to leopard urine in Toxoplasma-infected 

chimpanzees. Current Biology, 26(3), pp.R98-R99. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
50 

96. Poulin, R. and Maure, F., (2015). Host manipulation by parasites: a look back before moving 

forward. Trends in parasitology, 31(11), pp.563-570. 

97. Prescott, S. and Logan, A. (2017). Down to earth: Planetary health and biophilosophy in the 

symbiocene epoch. Challenges, 8(2), p.19. 

98. Prescott, S.L., Wegienka, G., Logan, A.C. and Katz, D.L. (2018). Dysbiotic drift and 

biopsychosocial medicine: how the microbiome links personal, public and planetary 

health. BioPsychoSocial medicine, 12(1), p.7. 

99. Prescott, S.L. and Logan, A.C. (2019). Planetary Health: From the Wellspring of Holistic 

Medicine to Personal and Public Health Imperative. EXPLORE, 15(2), pp.98-106. 

100. Prokop, P., Fančovičová, J. and Kučerová, A. (2018). Aposematic colouration does not 

explain fear of snakes in humans. Journal of ethology, 36(1), pp.35-41. 

101. Qiao, H., Keesey, I.W., Hansson, B.S. and Knaden, M., (2019). Gut microbiota affects 

development and olfactory behavior in Drosophila melanogaster. Journal of Experimental 

Biology, 222(5), p.jeb192500. 

102. Qiu, L., Lindberg, S. and Nielsen, A.B. (2013). Is biodiversity attractive?—On-site perception 

of recreational and biodiversity values in urban green space. Landscape and Urban 

Planning, 119, pp.136-146. 

103. Rashid, M.I., Mujawar, L.H., Shahzad, T., Almeelbi, T., Ismail, I.M. and Oves, M. (2016). 

Bacteria and fungi can contribute to nutrients bioavailability and aggregate formation in 

degraded soils. Microbiological Research, 183, pp.26-41. 

104. Richardson, M., Hussain, Z. and Griffiths, M.D. (2018). Problematic smartphone use, nature 

connectedness, and anxiety. Journal of behavioral addictions, 7(1), pp.109-116. 

105. Richardson, M., Hunt, A., Hinds, J., Bragg, R., Fido, D., Petronzi, D., Barbett, L., Clitherow, 

T. and White, M. (2019). A Measure of Nature Connectedness for Children and Adults: 

Validation, Performance, and Insights. Sustainability, 11(12), p.3250. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
51 

106. Robinson, J., Mills, J. and Breed, M. (2018). Walking Ecosystems in Microbiome-Inspired 

Green Infrastructure: An Ecological Perspective on Enhancing Personal and Planetary 

Health. Challenges, 9(2), p.40. 

107. Robinson, J.M. and Breed, M.F. (2019). Green Prescriptions and Their Co-Benefits: 

Integrative Strategies for Public and Environmental Health. Challenges, 10(1), p.9. 

108. Robinson, J.M. and Jorgensen, A. (2020). Rekindling Old Friendships in New Landscapes: 

The Environment-Microbiome-Health Axis in the Realms of Landscape Research. People 

and Nature. Manuscript accepted.  

109. Rodriguez, A., Vaca, M., Oviedo, G., Erazo, S., Chico, M.E., Teles, C., Barreto, M.L., 

Rodrigues, L.C. and Cooper, P.J. (2011). Urbanisation is associated with prevalence of 

childhood asthma in diverse, small rural communities in Ecuador. Thorax, 66(12), pp.1043-

1050. 

110. Rook, G.A. and Lowry, C.A. (2008). The hygiene hypothesis and psychiatric 

disorders. Trends in immunology, 29(4), pp.150-158. 

111. Rook, G.A., Raison, C.L. and Lowry, C.A. (2014). Microbial ‘old friends’, immunoregulation 

and socioeconomic status. Clinical & Experimental Immunology, 177(1), pp.1-12. 

112. Rosenberg, E. and Zilber-Rosenberg, I. (2016). Microbes drive evolution of animals and 

plants: the hologenome concept. MBio, 7(2), pp.e01395-15. 

113. Rosenberg, E. and Zilber-Rosenberg, I. (2018). The hologenome concept of evolution after 10 

years. Microbiome, 6(1), p.78. 

114. Rosenberg, E. and Zilber‐Rosenberg, I., (2019). The hologenome concept of evolution: do 

mothers matter most?. BJOG: An International Journal of Obstetrics & Gynaecology. 

115. Rothschild, D., Weissbrod, O., Barkan, E., Kurilshikov, A., Korem, T., Zeevi, D., Costea, 

P.I., Godneva, A., Kalka, I.N., Bar, N. and Shilo, S. (2018). Environment dominates over host 

genetics in shaping human gut microbiota. Nature, 555(7695), p.210 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
52 

116. Roughgarden, J., Gilbert, S.F., Rosenberg, E., Zilber-Rosenberg, I. and Lloyd, E.A. (2018). 

Holobionts as units of selection and a model of their population dynamics and 

evolution. Biological Theory, 13(1), pp.44-65. 

117. Roychoudhury, S., Saha, M.R. and Saha, M.M., (2019). Environmental Toxicants and Male 

Reproductive Toxicity: Oxidation-Reduction Potential as a New Marker of Oxidative Stress 

in Infertile Men. In Networking of Mutagens in Environmental Toxicology (pp. 99-115). 

Springer, Cham. 

118. Sanna, S., van Zuydam, N.R., Mahajan, A., Kurilshikov, A., Vila, A.V., Võsa, U., Mujagic, 

Z., Masclee, A.A., Jonkers, D.M., Oosting, M. and Joosten, L.A., (2019). Causal relationships 

among the gut microbiome, short-chain fatty acids and metabolic diseases. Nature 

genetics, 51(4), p.600. 

119. Sapolsky, R. (2017). Behave: The Biology of Humans at our Best and Worst. London: 

Vintage. 

120. Sartorius, B., Veerman, L.J., Manyema, M., Chola, L. and Hofman, K. (2015). Determinants 

of obesity and associated population attributability, South Africa: Empirical evidence from a 

national panel survey, 2008-2012. PloS one, 10(6), p.e0130218. 

121. Schultz, P.W., Shriver, C., Tabanico, J.J. and Khazian, A.M. (2004). Implicit connections 

with nature. Journal of environmental psychology, 24(1), pp.31-42. 

122. Shanahan, D.F., Astell–Burt, T., Barber, E.A., Brymer, E., Cox, D.T., Dean, J., Depledge, M., 

Fuller, R.A., Hartig, T., Irvine, K.N. and Jones, A. (2019). Nature–Based Interventions for 

Improving Health and Wellbeing: The Purpose, the People and the Outcomes. Sports, 7(6), 

p.141. 

123. Sharon, G., Segal, D., Ringo, J.M., Hefetz, A., Zilber-Rosenberg, I. and Rosenberg, E. 

(2010). Commensal bacteria play a role in mating preference of Drosophila 

melanogaster. Proceedings of the National Academy of Sciences, 107(46), pp.20051-20056. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
53 

124. Sherwin, E., Bordenstein, S.R., Quinn, J.L., Dinan, T.G. and Cryan, J.F. (2019). Microbiota 

and the social brain. Science, 366(6465). 

125. Shropshire, J.D. and Bordenstein, S.R. (2016). Speciation by symbiosis: the microbiome and 

behavior. MBio, 7(2), pp.e01785-15. 

126. Simon, J.C., Marchesi, J.R., Mougel, C. and Selosse, M.A. (2019). Host-microbiota 

interactions: from holobiont theory to analysis. Microbiome, 7(1), pp.1-5. 

127. Soga, M., Gaston, K.J., Koyanagi, T.F., Kurisu, K. and Hanaki, K. (2016). Urban residents' 

perceptions of neighbourhood nature: Does the extinction of experience matter?. Biological 

Conservation, 203, pp.143-150. 

128. Souchet, J. and Aubret, F. (2016). Revisiting the fear of snakes in children: the role of 

aposematic signalling. Scientific reports, 6, p.37619. 

129. Stilling, R.M., Bordenstein, S.R., Dinan, T.G. and Cryan, J.F. (2014). Friends with social 

benefits: host-microbe interactions as a driver of brain evolution and development?. Frontiers 

in cellular and infection microbiology, 4, p.147. 

130. Strandwitz, P. (2018). Neurotransmitter modulation by the gut microbiota. Brain 

research, 1693, pp.128-133. 

131. Tan, D. and Vyas, A. (2016). Toxoplasma gondii infection and testosterone congruently 

increase tolerance of male rats for risk of reward forfeiture. Hormones and behavior, 79, 

pp.37-44. 

132. Theimer, S. and Ernst, J. (2012). Fostering “Connectedness to Nature” through US fish and 

wildlife service education and outreach programming: A qualitative evaluation. Applied 

Environmental Education & Communication, 11(2), pp.79-87. 

133. Timmis, K., Cavicchioli, R., Garcia, J.L., Nogales, B., Chavarría, M., Stein, L., McGenity, 

T.J., Webster, N., Singh, B.K., Handelsman, J. and de Lorenzo, V. (2019). The urgent need 

for microbiology literacy in society. Environmental microbiology, 21(5), pp.1513-1528. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
54 

134. Ueno, H. and Nakazato, M., (2016). Mechanistic relationship between the vagal afferent 

pathway, central nervous system and peripheral organs in appetite regulation. Journal of 

diabetes investigation, 7(6), pp.812-818.  

135. Vaughn, K. J., Porensky, L. M., Wilkerson, M. L., Balachowski, J., Peffer, E., Riginos, C. & 

Young, T. P. (2010). Restoration Ecology. Nature Education Knowledge 3(10):66 

136. Vyas, A. (2015). Mechanisms of host behavioural change in Toxoplasma gondii rodent 

association. PLoS pathogens. 11(7), p.e1004935. 

137. Vuong, H.E., Yano, J.M., Fung, T.C. and Hsiao, E.Y. (2017). The microbiome and host 

behavior. Annual review of neuroscience, 40, pp.21-49. 

138. Williams, M.R., Stedtfeld, R.D., Tiedje, J.M. and Hashsham, S.A., (2017). Micrornas-based 

inter-domain communication between the host and members of the gut microbiome. Frontiers 

in microbiology, 8, p.1896. 

139. Wilson, E.O. (1984). Biophilia. Cambridge: Harvard University Press.  

140. Wolf, A., Bauer, B., Abner, E.L., Ashkenazy-Frolinger, T. and Hartz, A.M., (2016). A 

comprehensive behavioral test battery to assess learning and memory in 129S6/Tg2576 

mice. PloS one, 11(1), p.e0147733. 

141. Wong, A.C.N., Holmes, A., Ponton, F., Lihoreau, M., Wilson, K., Raubenheimer, D. and 

Simpson, S.J. (2015). Behavioral microbiomics: a multi-dimensional approach to microbial 

influence on behavior. Frontiers in microbiology, 6, p.1359. 

142. Xiao, Y., Zhao, J., Zhang, H., Zhai, Q. and Chen, W. (2019). Mining Lactobacillus and 

Bifidobacterium for organisms with long-term gut colonization potential. Clinical Nutrition. 

143. Yang, I., Corwin, E.J., Brennan, P.A., Jordan, S., Murphy, J.R. and Dunlop, A. (2016). The 

infant microbiome: implications for infant health and neurocognitive development. Nursing 

research, 65(1), p.76. 

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

The Lovebug Effect 

 
55 

144. Yuval, B. (2017). Symbiosis: gut bacteria manipulate host behaviour. Current 

Biology, 27(15), pp.R746-R747. 

145. Zhou, F.J., Cai, Y.N. and Dong, Y.Z., (2019). Stress increases the risk of pregnancy failure in 

couples undergoing IVF. Stress, 22(4), pp.414-420. 

146. Zmora, N., Zilberman-Schapira, G., Suez, J., Mor, U., Dori-Bachash, M., Bashiardes, S., 

Kotler, E., Zur, M., Regev-Lehavi, D., Brik, R.B.Z. and Federici, S. (2018). Personalized gut 

mucosal colonization resistance to empiric probiotics is associated with unique host and 

microbiome features. Cell, 174(6), pp.1388-1405. 

147. Zulpo, D.L., Sammi, A.S., dos Santos, J.R., Sasse, J.P., Martins, T.A., Minutti, A.F., Cardim, 

S.T., de Barros, L.D., Navarro, I.T. and Garcia, J.L. (2018). Toxoplasma gondii: a study of 

oocyst re-shedding in domestic cats. Veterinary parasitology, 249, pp.17-20. 

  

Journal Pre-proof



Jo
ur

na
l P

re
-p

ro
of

   The Lovebug Effect 

 
56 

Declaration of interests 

 

☒ The authors declare that they have no known competing financial interests or personal 

relationships that could have appeared to influence the work reported in this paper. 

 

☐The authors declare the following financial interests/personal relationships which may be considered as 

potential competing interests:  

 

 

 

 

 
Graphical abstract 

148.  

 

Highlights 
 

o Animal behaviour can be strongly influenced by the host’s microbiome 

o A microbially-influenced mechanism could contribute to the human biophilic drive 

o We present a conceptual model for microbially-influenced nature affinity 

o This conceptual model is called the Lovebug Effect 

o The Lovebug Effect could have implications for ecological resilience and human health 

 

Journal Pre-proof


