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Transmission of many infectious diseases depends on interactions between humans, animals, and the environment. 
Incorporating these complex processes in transmission dynamic models can help inform policy and disease control 
interventions. We identified 20 diseases involving environmentally persistent pathogens (ie, pathogens that survive 
for more than 48 h in the environment and can cause subsequent human infections), of which indirect transmission 
can occur from animals to humans via the environment. Using a systematic approach, we critically appraised dynamic 
transmission models for environmentally persistent zoonotic diseases to quantify traits of models across diseases. 
210 transmission modelling studies were identified and most studies considered diseases of domestic animals or 
high-income settings, or both. We found that less than half of studies validated their models to real-world data, and 
environmental data on pathogen persistence was rarely incorporated. Model structures varied, with few studies 
considering the animal–human–environment interface of transmission in the context of a One Health framework. 
This Review highlights the need for more data-driven modelling of these diseases and a holistic One Health approach 
to model these pathogens to inform disease prevention and control strategies.

Introduction 
WHO defines zoonotic diseases as diseases that can 
transmit naturally between vertebrate animals and 
humans.1 Such zoonoses can be transmitted either 
directly from animals to humans, or indirectly via food or 
the environment. Diseases that can be transmitted 
indirectly via the environment, such as leptospirosis and 
hantavirus disease, are particularly challenging to control 
as the natural environment also acts as a reservoir. For 
this reason, it is important to consider this additional 
dimension of the transmission process within a 
One Health framework, which accounts for inter­
connectedness between the health of humans, animals 
and their environment.2–4 These diseases at the animal–
human–environment interface are the focus of this 
Review.

Understanding disease transmission processes at the 
animal–human–environment interface is an increasingly 
important issue, especially because climate change, loss 
of biodiversity, land use, and land­cover change alter and 
often increase pathogen transfer to, and from, the 
environment. The multihost and environmental persis­
tence of such pathogens can lead to complex disease 
dynamics.5 For example, many different factors drive the 
transmission of leptospirosis; there are numerous 
exposure routes (ie, occupational, recreational, and 
socioeconomic circumstances) and many animals are 
known to be involved, including both rodents and 
domestic animals.6 Understanding the underlying 
disease dynamics can enable insight into how anthro­
pogenic change will affect transmission. Furthermore, 
because of these complex transmission dynamics, these 
diseases can be difficult to control, with several possible 
interventions. Many of these diseases will not be 
controlled using just one intervention, but instead with 
multimodal control programmes, targeting vaccination, 
health education and disease awareness, and improved 
sanitation and environmental hygiene. Dynamic models 

can be used to explore the underlying transmission 
dynamics, answer questions as to the effect of 
environmental change on transmission and provide 
insight into the most effective interventions. Further­
more, formulating models within a One Health frame­
work provides an integrated approach for understanding 
these transmission processes.3,4

Dynamic disease transmission models can be used to 
improve understanding of the disease transmission 
process, predict the risk of disease outbreaks, and inform 
the development of effective control policies. In a basic 
dynamic transmission model, a population is divided into 
epidemiological classifications (eg, susceptible, infected, 
and recovered) and populations can be tracked over 
time.7,8 Unlike non­communicable diseases, the risk of 
infectious disease transmission depends not only on 
individual risk factors, but also on the infectious state of 
others in the population. Because of this epidemiology, it 
is important to understand how the infectious state of the 
population changes over time. Compartmental models 

Key messages

• We identified a group of environmentally persistent zoonotic diseases, which share 
similarities in their transmission dynamics and appraised the methodological 
approaches used to develop transmission dynamic models

• We highlight the need for more data-driven modelling for this class of diseases, 
particularly neglected tropical diseases and diseases with a wildlife host

• The full transmission process was often not considered, and models were rarely 
formulated using a One Health framework, including interactions between humans, 
animals, and the environment

• We identified gaps in our knowledge about the environmental pathogen burden, 
despite it being a major source of transmission to humans for many of these diseases

• Moving forward, it will become increasingly important to consider the effect of 
environmental change and global heating, particularly because of the environmental 
pathogen burden many of these diseases are climate sensitive and expected to 
increase their range in the future
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Pathogen species Pathogen 
class

Animal reservoirs 
or hosts

Primary 
animal 
reservoir or 
host

Climate 
sensitive

Human–
human 
transmission

Primary 
transmission 
route

Environmental 
transmission 
pathway

Duration 
environmental 
persistence

Considered 
to be an 
NTD*

Anthrax18–21 Bacillus anthracis Bacteria Domestic and wild 
animals, including 
cattle, sheep, 
goats, antelope, 
and deer

Domestic 
and wild 
animals

Changing 
range as a 
result of 
climate 
change

No Direct 
transmission 
with infected 
animal, or 
environmental 
transmission

Inhalation Up to 48 years No

Brucellosis22–24 Brucella abortus, 
B melitensus, B suis, 
B neotomae, B ovis, 
and B canis

Bacteria Domestic and wild 
animals, including 
cattle, swine, 
goats, dogs, and 
bison

Domestic 
animals

Yes Rare Multiple routes; 
primary route 
unknown

Inhalation 21 days– 
8 months

No

Campylo-
bacteriosis25–27

Campylobacter jejuni 
and C fetus

Bacteria Domestic and wild 
animals (eg, 
cattle, poultry, 
and rodents)

Domestic 
animals

Yes Rare Foodborne Ingestion via 
contaminated 
water

2–14 days No

Crypto-
sporidiosis28–30

Cryptosporidum 
parvum (most 
common zoonotic 
species, but many 
others exist)31

Protozoan Mammals Domestic 
and wild 
animals

Yes Yes Multiple routes; 
primary route 
unknown

Ingestion of 
contaminated 
water and food

Several months Yes (by 
PLoS)†

Echinococcosis31,32 Echinococcus 
granulosus and 
E multilocularis

Helminth 
(cestode) 

Dogs, sheep, and 
foxes

Domestic 
and wild 
animals

Yes No Direct 
transmission 
from an infected 
animal, or 
environmental 
transmission

Ingestion food, 
water or soil

Up to 1 year Yes (by 
WHO and 
PLoS)

E coli33,34 Escherichia coli Bacteria Predominantly 
cattle, but also 
other mammals 
and birds

Domestic 
animals

Yes Rare Foodborne Ingestion via 
contaminated 
water or food

1 day–1 year Yes (by 
PLoS)

Erysipeloid35–37 Erysipelothrix 
rhusiopathiae

Bacteria Predominantly 
pigs, but also 
turkeys, chickens, 
ducks, emus, and 
sheep

Domestic 
animals

Some 
evidence‡

No Direct 
transmission 
from an infected 
animal

Environmental 
transmission 
from 
contaminated 
animal waste 
and soil

2–35 days No

Fascioliasis38–41 Fasciola hepatica 
and Fasciola 
gigantica

Helminth 
(trematode) 

Domestic and wild 
ruminants, 
including cattle, 
sheep, buffaloes, 
donkeys, and pigs

Domestic 
and wild 
animals

Yes No Environmental 
transmission

Environmental 
transmission 
via ingestion of 
contaminated 
aquatic plants 
or water

Several months Yes (by 
WHO and 
PLoS)

Giardiasis42–44 Giardia duodenalis Protozoan Cats and dogs Domestic 
animals

Yes Yes Multiple routes; 
primary route 
unknown

Ingestion 
contaminated 
water and food

Several months Yes (by 
PLoS)

Glanders45–47 Burkholderia mallei Bacteria Primarily horses, 
but also donkeys, 
mules, goats, 
dogs, and cats

Domestic 
animals

No Rare Direct 
transmission 
from an infected 
animal, or 
inhalation of the 
bacteria from 
the environment

Inhalation of 
the bacteria 
from the 
environment

2–6 weeks No

Hantavirus48–52 Puumala spp, Seoul 
spp, and Sin Nombre 
spp

Virus Rodents Wild 
animals

Yes Rare Environmental 
transmission

Inhalation Up to 18 days Yes (by 
PLoS)

Leptospirosis6,12,53 Leptospira spp Bacteria Domestic and wild 
animals including 
rodents, cattle, 
sheep, and dogs.

Domestic 
and wild 
animals

Yes No Multiple routes; 
primary route 
unknown

Ingestion or via 
cuts and 
abrasions in the 
skin from 
contaminated 
water or soil

1–12 months Yes (by 
PLoS)

(Table 1 contines on next page)
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can include more than one population, or in the case of 
zoonotic diseases, models can include both humans and 
animal reservoirs.9 Additionally, individual­based models 
can be formulated to track individuals, rather than 
populations, over time. We can further distinguish 
between models, describing them as deterministic, in 
which the same results are always obtained from a given 
set of parameters, and stochastic, in which chance has a 
role in governing events.7,8,10,11

In their simplest form, models can be used theoretically 
to understand observed patterns and behaviours in 
different systems, for example, they can be used to find 
theoretical thresholds for disease elimination or the 
existence of an endemic equilibrium. Modelling also 
allows exploration of different scenarios, such as the 

comparative effectiveness of different control measures, 
a comparison that can be ethically or logistically 
unfeasible during a real­world outbreak.7,8,10,11 Advances 
of computational capabilities and advances in statistical 
software has enabled the development of more complex 
models, and for real­world data to be used to validate or 
calibrate models, allowing these models to predict 
disease outbreaks and directly inform policy 
and interventions.7,9 Because of these advancements, 
methods of analysis and fitting models to data have 
improved, becoming more refined and better able to 
incorporate real­life complexity.8 In this Review we 
define model validation as the comparison of model 
simulations with observed data, even qualitatively, 
whereas model calibration takes this definition further 

Pathogen species Pathogen 
class

Animal reservoirs 
or hosts

Primary 
animal 
reservoir or 
host

Climate 
sensitive

Human–
human 
transmission

Primary 
transmission 
route

Environmental 
transmission 
pathway

Duration 
environmental 
persistence

Considered 
to be an 
NTD*

(Continued from previous page)

Melioidosis54,55 Burkholderia 
pseudomallei

Bacteria Domestic and wild 
animals, including 
sheep, goats, 
swine, cattle, and 
rodents

Domestic 
and wild 
animals

Yes No Multiple routes; 
primary route 
unknown

Contact, 
inhalation, or 
ingestion

Up to 7 days Yes (by 
PLoS)

Nipah virus56,57 Nipah virus Virus Pigs, dogs, goats, 
cats, horses, and 
sheep; the virus is 
thought to be 
maintained in 
nature by bats

Domestic 
and wild 
animals

Some 
evidence‡

Yes Direct 
transmission 
from an infected 
animal

Environmental 
transmission as 
a result of 
ingesting food 
contaminated 
with bat saliva 
and urine

Several days Yes (by 
PLoS)

Q fever58–60 Coxiella burnetii Bacteria Predominantly 
cattle, sheep, and 
goats

Domestic 
animals

Some 
evidence‡

Rare Multiple routes; 
primary route 
unknown

Inhalation Up to 3 years Yes (by 
PLoS)

Salmonellosis61–63 Salmonella enterica 
Dublin, S enterica 
Enteritidis, 
S enterica 
Typhimurium, 
S enterica 
choleraesuis

Bacteria Domestic and wild 
animals, including 
poultry, pigs, 
cattle, and cats

Domestic 
animals

Yes Yes Foodborne Ingestion of 
contaminated 
water or food

7 weeks Yes (by 
PLoS)

Toxoplasmosis64–66 Toxoplasma gondii Protozoan Domestic animals 
and wild animals 
(eg, cats, pigs, 
sheep, and goats)

Domestic 
and wild 
animals

Climate 
change 
might 
increase 
cases

Yes Foodborne Ingestion of 
contaminated 
soil, water, or 
food

Up to 24 months Yes (by 
PLoS)† 

Toxocariasis67,68 Toxocara canis and 
T cati

Helminth 
(nematode) 

Cats and dogs Domestic 
animals

No No Multiple routes; 
primary route 
unknown

Ingestion 
contaminated 
soil

Several months Yes (by 
PLoS)

Tularaemia69,70 Francisella tularensis Bacteria Rabbits, rodents, 
squirrels, and 
other small 
mammals

Wild 
animals

Climate 
change 
might 
increase 
cases

No Multiple routes; 
primary route 
unknown

Inhalation or 
ingestion of 
contaminated 
water and soil

Several weeks No

Yersinosis71,72 Yersinia
 enterocolitica and 
Y pseudotuberculosis

Bacteria Predominantly 
rodents, but also 
sheep and pigs

Wild 
animals

No Rare Foodborne and 
contaminated 
water

Ingestion of 
contaminated 
water or food

7–36 days No

NTD=neglected tropical disease. PLoS=Public Library of Science. *Based on the WHO list of NTDs73 and PLoS list of major Neglected Tropical Diseases.74 †Classed as on the cusp; which is defined by PLoS as diseases 
that could be classed as NTD’s depending on the availability of disease estimates for that condition, and whether they occur in resource-poor settings.74 ‡Some available studies suggesting the disease might be 
climate-sensitive, but the link has not yet been clearly established. 

Table 1: Summary of diseases included within the systematic review
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and fits models to observed data to estimate key 
unknown biological parameters (eg, by using methods 
such as Markov chain Monte Carlo to estimate 
parameters).7 Studies will have different aims and 
purposes, and the model should only be as complex as 
needed to fulfil the intended objective.

In this Review, we critically appraise studies that have 
attempted to model infectious diseases at the animal–
human–environment interface to quantify traits of 
models across diseases and identify studies that have 
adequately accounted for these three One Health 
components. Previous reviews of modelling studies have 
focussed on vector­borne diseases or zoonotic diseases 
generally9,12,13 and, to the best of our knowledge, this is the 
first review that focusses specifically on environmentally 
persistent pathogens. Of particular interest is the way by 
which models are validated or calibrated, and the data 
that have been used to do so. First, we identified diseases 
in which indirect transmission can occur from animals, 
more specifically land mammals, to humans via the 

environment. This human–environment transmission 
could be the only transmission route, or there might be 
multiple transmission routes to humans, of which 
environmental transmission is just one. Second, we 
reviewed modelling studies using a systematic approach. 
For each paper, we extracted information on the type of 
model, the data used, and the quality of model validation 
and calibration attempts. Finally, using this information, 
we evaluated the current state of transmission modelling 
studies and identified key themes and best practices, 
which could be incorporated in future disease trans­
mission analyses and shared between different diseases.

Methods 
Disease selection 
Two criteria were used to select diseases for inclusion in 
the study: the disease must be zoonotic (transmissible 
from animals to humans, specifically affecting land 
mammals), and the pathogen must persist in the 
environment for at least 48 h and then remain able to 
cause subsequent human infections.

Vector­borne diseases and fungi were excluded. Lists of 
zoonotic diseases were obtained from Public Health 
England,14 the European Centre for Disease Control,15 
and WHO.1 Following these criteria, 20 diseases that had 
free­living pathogens were identified. We considered free 
living to mean the pathogen could survive in the 
environment for more than 48 h outside of a host. We 
focussed on land mammals as we were particularly 
interested in animals that live alongside humans in the 
same environment, and as a result of our criteria very 
few diseases were excluded (appendix pp 1–3). For 
example, rabies was excluded because transmission to 
humans occurs via direct contact with an infected animal 
or human, and there is no evidence of environmental 
transmission to humans. Ebola was excluded as, 
although there is some evidence of environmental 
persistence, transmission to humans occurs via an 
infected animal, or human–human transmission, and 
not via the environment. Although Lassa fever and 
Bolivian haemorrhagic fever anecdotally have the ability 
to survive in the environment, no evidence was found of 
this, and so these diseases were also excluded from this 
Review.16,17 A summary of each disease is presented in 
table 1 and a generalised schematic representation of the 
transmission pathways for the diseases is shown in 
figure 1A.

There are many different serovars of Salmonella enterica 
subspecies enterica, not all of which are zoonotic. 
Therefore, four common zoonotic serovars were selected 
for the study, S enterica serotype Dublin, S enterica 
serotype Enteritidis, S enterica serotype Typhimurium, 
and S serotype Choleraesuis. Melioidosis is not always 
considered a zoonotic disease because transmission to 
humans occurs primarily via the contaminated 
environment;75 animals can be the source of the 
environmental contamination, but not necessarily so. 

Figure 1: Transmission pathways and studies included in the systematic 
review
(A) Transmission pathways of the diseases included within this study; solid 
arrows show shared transmission routes across all diseases, dashed arrows show 
transmission routes that only occur in some diseases. (B) Number of studies 
(n=208) identified in the systematic review from 1980 to 2019, studies which 
present models on more than one disease are only included once.
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However, because environmental transmission to 
humans is of key interest for this Review, this disease 
matched our inclusion criteria and was included.

Inclusion and exclusion criteria 
To qualify for inclusion, studies had to model one of the 
20 diseases described (table 1) and include a dynamic 
population model (ie, models that track populations over 
time), both compartmental and individual­based models 
were included.

The following studies were excluded from the review: 
PhD theses, grey literature (including conference 
abstracts), statistical models (including time­series analy­
sis, regression, and ARIMA [Auto Regressive Integrated 
Moving Average] models), within­host models, models 
using cellular automata, and review articles (unless new 
models were presented).

Search strategy 
In June, 2019, we searched Embase, MEDLINE, and Web 
of Science for articles published between January, 1970, 
and June, 2019. Only articles in English were included. 
We used disease specific and model­specific search terms 
(appendix pp 4–5). An example search strategy used in 
the database Embase for leptospirosis is shown 
(appendix p 6). We aimed to identify all published articles 
that included population dynamic models of the 
20 diseases. To ensure all relevant papers were captured, 
EMR examined the title, abstract and keywords of known 
modelling studies to identify relevant search terms, and 
these were discussed and finalised with other coauthors 
(AM, AKJ, and RL). Each disease was included as a search 
term and as a keyword.

We combined and stored the results from database 
searches using Mendeley reference manager, and 
duplicates were removed manually. We screened the 
titles and abstracts of all papers to remove irrelevant 
studies (eg, experimental animal models). Subsequently, 
abstracts and full texts of potentially relevant papers were 
independently reviewed by two reviewers (EMR and 
AM), and any conflicts were resolved through discussion. 
Any additional studies identified from the reference lists 
of these studies were also included (appendix p 7).

Data extraction 
To compare studies, we extracted information (including 
model structure, model type, and model features) from 
each study (table 2). For studies including models for 
more than one relevant pathogen, we extracted infor­
mation separately for each disease.

Results 
Overall, 20 different diseases were identified that 
matched the disease inclusions criteria (table 1). After 
removal of duplicates, a total of 13 420 studies were 
identified using the search terms, and these were 
screened by title and abstract. A further full­text screen 

was done for 504 studies, and in total 208 studies were 
found as meeting all inclusion criteria (table 3; 
appendix pp 9–33). For papers that included multiple 
models of relevant diseases, data extraction was done for 
each disease individually, resulting in 210 models being 
included in this Review. As expected, the number of 
published studies has increased over time (figure 1B), 
with an average of 0·7 studies published per year 
between 1990 and 2000, rising to 6·8 studies per year 
from 2000 to 2009 and 13·5 studies per year from 2010 
to 2019. Although the overall number of studies has 
increased over time, the proportion of studies that have 
included model validation has not changed (figure 2b). 
The number of studies that had model validation varies 
considerably by disease and is more common in diseases 
where domestic animals are the predominant host 
(figure 2B). When interrogated by study region, model 
validation is more common for diseases studied in 
Europe and Asia (figure 2C).

There were no modelling studies identified for 
Glanders, Nipah virus, erysipeloid, yersinosis, and 
toxocariasis. Overall, more studies (n=96) were identified 
for diseases for which domestic animals are the 
predominant host species (eg, brucellosis, echinococcosis, 
and Escherichia coli) rather than wild animals (n=27; 
figure 2A). Five diseases were found to have fewer than 
five studies identified: Q fever, tularaemia, melioidosis, 
giardiasis, and fascioliasis. 165 (79%) of 210 studies were 
deterministic, compartmental based models (table 3), 
with only 55 (26%) of 210 studies using stochastic 

Description

Components

Animals Animals included in the model

Environment Environmental pathogens included in the model

Humans Humans included in the model

Structure of the model

Deterministic or stochastic Model structure of the model was deterministic or stochastic

Compartmental or IBM Model structure of the model was ODE-based or an IBM

Model Features

Data-driven parameters Parameters informed by empirical data

Model validation Model outputs compared with data in any way, even qualitatively

Model calibration Model fitted to data to estimate parameters

Prediction Model used to generate predictions about future cases (limited to studies that 
compared their model with data)

Control measures Were any control measures included within the model, examples include 
vaccination and culling

Climate factors If applicable, were any climate factors (eg, temperature and rainfall) included 
within the model

Data sources

Data used What data was used for model validation (if applicable), including information 
on type of data, time period, and whether data was for animals, humans, the 
environment, or a combination of these three factors

Country Country the study was done in (if applicable)

IBM=individual-based model. ODE=ordinary differential equation.

Table 2: Summary of information recorded from all studies
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models, and 24 (11%) studies using stochastic or 
individual­based models, or both.

93 (44%) of the 210 included studies validated their 
models against real­world data, 65 (30%) calibrated their 
models to data, and 17 (8%) used the model to predict 
future disease transmission (figure 2A; table 3).

Of the 93 studies validated against real­world data, 
62 (67%) used animal data, with 28 (30%) studies using 
human case data (figure 2D). Of the 62 studies with 
animal data, 41 (66%) concerned domestic animals. 
Five (5%) of the 93 validated studies included data on the 
environmental pathogen prevalence (table 3). Data on 
the environmental prevalence was only considered for 
fascioliasis and E Coli; including field studies that 
investigated cow pat sampling (E Coli) and faecal egg 
counts from dairy cows (fascioliasis).

While similarities exist, many of the selected diseases 
have unique transmission pathways. For example, 
campylobacter and E coli infections are usually a result 
of food borne transmission,25,76 whereas leptospirosis trans­
mission can occur either by contaminated water or soil, or 
through direct contact with the urine of an infected 
animal.77 Therefore, differing modelling structures have 
been chosen to model these diseases, with varying degrees 
of complexity (table 3; figure 3A; appendix p 8). For most 
diseases, animals were included within the models 
(191 [901%] of 210 studies). The environmental reservoir, 
was included within the model less often (109 [52%] of 
210 studies), and humans less frequently still (64 [31%] 
of 210 studies). Looking specifically at the inclusion of 
the environmental reservoir, we found five diseases 
(brucellosis, lepto spirosis, campylobacteriosis, Hanta 
virus, and tularaemia) by which less than half of published 
models did not include the environmental component 
(figure 3B). Regarding the proportion of studies that 
validated and calibrated their models to data by the number 
of components included (ie, animal, human and, environ­
mental components), there was little difference in model 
validation by number of components, but a slightly higher 
proportion of model calibration in modelling studies that 
included all three components (figure 3C). In total, 17 (8%) 
of the studies included all three modelling components; of 
these studies, nine (4%) validated their models to data, and 
six (3%) calibrated their models to data.

Of the diseases that are climate sensitive, very few 
models considered the climatic factors within their 
models (22 [12%] of 178 studies; figure 3D).

Approximately half of studies included control 
measures within their models (94 [44%] of 210 studies). 
Control measures investigated included vaccination 
strategies, disposal of infectious carcasses and contam­
inated material, livestock movement restrictions, and 
environmental controls such as water treatment.

Discussion 
This Review provides biological and epidemiological 
insights into modelling approaches used to study 

Figure 2: Summary of model validation and calibration for all included studies
(A) Number of studies by disease (n=210). Theoretical studies had neither model validation nor calibration; all 
studies that include model calibration also include model validation. (B) Proportion of studies that include model 
validation for all diseases, between 2000 and 2019 (n=195). (C) The number of studies by case study region 
(n=114). (D) Types of data used for model validation by disease (n=93).
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diseases at the human–animal–environment interface, 
and highlights best practice methodological approaches, 
which can be applied to lesser studied diseases that 
have similar transmission dynamics. Environmentally 
persistent zoonotic diseases vary considerably, occurring 
in different regions in the world, with different animal 
hosts and different transmission pathways. However, two 
key similarities link them together: being a zoonosis, and 
the capacity of pathogens to survive in the environment 
for extended periods of time. By contrast with directly 
transmitted human infections, such as measles, different 
approaches are required to model this class of human–
animal–environment diseases to fully capture the 
biological processes involved, which could have hindered 
technical progress. Furthermore, the persistence of 
pathogens in the environment provides an additional 
layer of complexity that needs to be considered when 
studying these diseases. There are many different 
potential transmission routes; therefore, interventions 
need to be formulated using a One Health framework to 
develop effective control programmes, but first this 

requires a good understanding of the underlying trans­
mission dynamics. The problem is further compounded 
by the fact that many diseases included in this category 
are considered to be neglected tropical diseases (NTDs),73 
which typically receive less funding and resources. The 
transmission process of NTDs is often ambiguous, and, 
particularly for diseases with wild animal hosts, little is 
known about the behaviours and environmental 
interactions exhibited by these animals.

We identified several key areas for progress in the 
modelling of zoonotic environmental diseases. First, 
there was substantial variation in the extent of model 
validation and calibration across pathogens and studies. 
Overall, less than half of all studies included in this 
review undertook any kind of model validation 
(ie, comparing model outputs to observed data), a trend 
that has not changed over time. This trend can be partly 
explained by the inclusion of theoretical models in this 
Review. The aim of such models is to explore transmission 
dynamics and generate hypotheses, and these models are 
the foundation for the development of data­driven 
models. Validating and calibrating models to data is an 
important step to ensure adequate realism, not only 
to estimate biological parameters and understand 
transmission, but also to predict disease outbreaks.7,8 
However, model validation and calibration is a necessary 
but not sufficient criteria for model realism; the specific 
choice of data, the implementation methods used, and 
the model structure are also key decisions. There is 
substantial future work to be done in this regard, 
including making testable predictions about real­life 
epidemics that later be assessed. Additionally, engaging 
with multidisciplinary and local experts to ensure that 
the model adequately captures the local environment and 
situation is an important consideration. The main reason 
for the lack of extensive model validation is likely to be 
one of complexity. Some of these diseases have very 
complex transmission pathways, which means little data 
exist to understand the full transmission process and, 
historically, modelling studies have tended to focus on 
diseases with simpler transmission pathways that are 
easier to calibrate and validate. In this systematic review, 
models that included two or three components 
(ie, animal, human, or environmental) generally included 
a similar quality of model validation or calibration 
compared with simpler, and intuitively easier to fit, 
models that just included one component. Nevertheless, 
the number of studies validating and calibrating their 
models was still low, and this highlights the need for 
more research into these pathogens to provide data to 
inform models, policy, and important planetary health 
questions related to landscape change and environmental 
degradation. This research is likely to require increased 
transdisciplinary collaboration and coordination between 
policy makers, mathematical modellers, epidemiologists, 
ecologists, and veterinarians to overcome the shortfalls 
of studies to date.

Figure 3: Models included in systematic review
(A) Studies by transmission (ie, human, animal, and environmental) factors. The different triangles represent the 
different components included within the model, with 17 studies including all three components. (B) Proportion 
of studies that included the environment in their models, by disease (n=210). (C) Proportion of models that 
validated or calibrated their models by the number of components included within the study (n=210). 
(D) Proportion of studies that included climate information within their studies (n=178; three diseases excluded 
because they are not considered to be climate sensitive).
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We found that model validation was more common 
for diseases that affect high­income countries (eg, for 
example, E Coli infection and salmonellosis), and for 
diseases by which domestic animals are the predominant 
host. By contrast, fewer models exist for diseases that 
affect predominantly low and middle­income countries 
(eg, melioidosis, fascioliasis, giardiasis, and yersinosis) 
despite a high global burden of disease. This validation 
discrepancy likely reflects a focus on global research and 
public health, which in turn means an absence of 
epidemiological data on the precise number of human 
cases. Few diseases included within this Review occur 
primarily in wild animals, most diseases occur in both 
wild and domestic animals. However, diseases that occur 
in wild animals (eg, tularaemia and yersinosis), which 
have low spillover into human populations, tend to be 
less studied, or do not have model validation and 
calibration.9 It is known that wildlife hosts act as major 
reservoirs of disease, and more effort should be placed 
on understanding their behaviour and disease trans­
mission potential. However, there are some exceptions. 
Hantavirus is a disease that is only found in wild animal 
reservoirs, but there have been a number of outbreaks of 
hantavirus in Europe, and this is reflected in the number 
of studies that exist for this disease.78,79 Additionally, 
wildlife in national parks are often closely monitored—eg, 
brucellosis transmission in bison (Bison bison) and elk 
(Cervus canadensis) in Yellowstone National Park, USA,80 

and anthrax transmission in Kruger National Park, South 
Africa.81,82 A study published in 2020 (ie, after our search 
was completed), investigated Nipah virus in bats in 
Bangladesh.83 Bats were sampled over a 6­year period and 
a model developed and fitted to seroprevalence data. This 
study provides a good example of repeated monitoring of 
a wildlife population and combining this data along with 
a compartmental model to understand transmission 
dynamics.

Ideally, data for model validation would be obtained 
from experiments or field studies specifically designed 
with modelling as a potential application, with modellers 
working as part of an interdisciplinary team. There are 
examples of this collaboration in livestock, such as 
studies of Campylobacter in broiler chickens,84 E coli in 
pigs85,86 and cattle,87,88 Salmonella in cattle,89,90 and examples 
from wildlife populations, such as echinococcosis in fox 
populations.91,92 An illustrative example is a study that 
originally aimed to look at breeding strategies in female 
mice.93 In 2012, there was an outbreak of tularaemia in 
this study population, allowing for optimal monitoring of 
this outbreak and a model was subsequently developed 
using this data. However, often model validation is 
limited by the data available, and it is not always possible 
or practical to do experimental studies. For many of these 
diseases surveillance systems exist, particularly in high­
income countries, which monitor the numbers of 
reported cases in both animals and humans, and these 
data can then be used to inform and parameterise 

models. Nevertheless, the existence of surveillance 
systems varies extensively, not only by disease but also by 
setting. These surveillance systems tend to focus on 
human and animal cases, with very little focus on 
surveillance of the natural environment.

The vast majority of studies that validated their models 
to data used animal or human data, with few studies 
including data on the environmental reservoir, which 
could be explained by the difficulties in collecting such 
data. Only two diseases included data on the environ­
mental pathogen prevalence, E coli and fascioliasis. Some 
of these studies necessary qualitatively compared their 
model outputs to environmental data; however, other 
studies took this further by comparing or fitting their 
models to observational data. For example, Turner and 
colleagues94 compared their model with Fasciola hepatica 
faecal egg counts sampled from dairy cows. Similarly, 
Mathews and colleagues95 fitted their model to the 
prevalence of E coli O157 in cow faeces sampled monthly 
over 1 year. However, transmission to animals and 
humans is affected by the duration of pathogen survival 
outside of its host and the extent of spatial dispersal, and 
for many of these pathogens this is not well understood, 
highlighting the need for further research and empirical 
data. For disease systems with little observational 
epidemic data, experimental estimates (eg, from in vitro 
or in vivo studies) can be used to parameterise models, 
which in turn can be used to explore dynamics. There are 
many examples, but a useful example is Bontje and 
colleagues96 who modelled Q fever in Dutch dairy goat 
herds. The parameters used a wide range of studies, 
particularly those parameters relating to Coxiella burnetii.

By including multiple sources of data within models, it 
can be possible to estimate the relative contribution and 
importance of these different transmission routes. For 
example, Zinstagg and colleagues97 used demographic 
and livestock field data from cattle and sheep, and human 
case data over 9 years, to build a transmission model of 
brucellosis in Mongolia. This is one of only two examples 
where human and animal data are used together. The 
other study, Waters and colleagues,98 did not fit their 
model formally, instead they qualitatively compared the 
model results to the data. Other examples include 
Gautam and colleagues99 who combined experimental 
data in cattle with environmental contamination in 
faeces, and Ebinger and colleagues80 who used both bison 
and elk field data to model brucellosis in Yellowstone 
National Park.

Another key area for future progress will be consid­
eration of these diseases within a One Health framework, 
with models exploring the disease transmission system 
as a whole. Only a small proportion of studies (11%) 
accounted for the full transmission process (human, 
animal, and environmental com ponents) within their 
models, including studies examining the long­term 
trends of echinococcosis, brucellosis,100,101 and hanta­
virus.78,102 However, including the full transmission 
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process might not be required for particular research 
questions, and model parsimony should be considered. 
Detail and model complexity should not be mistaken for 
realism; a simple model that explains the data well and 
answers the question of interest is preferred.8 There are a 
number of reasons why some studies have chosen to 
focus on one element of transmission—eg, it can allow 
models to focus on particular aspects of transmission for 
which they have detailed data and a comprehensive 
understanding. Many of the studies included within this 
Review did not include the environmental reservoir and 
the decision to include the environment depends on the 
context. For example, for Campylobacter3 and hantavirus, 
the duration of environmental persistence is relatively 
short (2–14 days for Campylobacter and 1–18 days for 
hantavirus)19,48 and, depending on the timescale of the 
model, might not require consideration. Furthermore, 
although all of these diseases have pathogens that survive 
in the environment, the importance of the environmental 
reservoir as a transmission route varies considerably, and 
in many cases, is unknown. For example, foodborne 
transmission by Campylobacter and E coli is considered to 
be the main transmission route, with environmental 
transmission a secondary transmission route.76 The 
decision of whether or not to include the environment 
can also be due to the difficulty in understanding the 
environmental reservoir. For many of these diseases, 
very little is known about the exact duration of 
environmental persistence of these pathogens, or the 
effect of environmental factors on pathogens survival.

However, for some diseases the importance of 
enviro nmental transmission is well established. For 
example, transmission of leptospirosis to humans 
primarily occurs via contaminated water and soil with 
leptospires surviving long periods in the environment, 
yet most of the models included humans and animals, 
without considering the role of the environment (only 
four of 23 models of leptospirosis considered the 
environmental reservoir). A better representation of the 
environmental persistence within these models, 
particularly with the use of empirical data, would allow 
for a better understanding and management of these 
diseases systems, particularly because the environmental 
burden can pose substantial issues when it comes to 
control strategies and interventions. Inclusion of 
environmental data would then lay the groundwork for 
the development of models that address how 
environmental change will shape transmission. Many 
studies also excluded humans from their transmission 
models, with differences observed between diseases. In 
diseases with only sporadic human cases (eg, anthrax), 
human cases provide very little information on the 
underlying dynamics of transmission. However, when 
there are outbreaks or endemic transmission in humans, 
data on humans can help understand the transmission 
dynamics in the animal hosts even if they are not 
contributing to transmission directly. Additionally, data 

collection is usually focussed on human cases, which 
could aid parameterisation of models that have little or 
no animal data.

Although there are many valid reasons to focus on 
particular aspects of transmission when modelling 
these diseases, there is a need for more models that 
explore the system as a whole. This approach would 
allow the transmission dynamics and the effect of 
climate and anthropogenic change on transmission to 
be fully explored. Diseases rarely occur in closed, 
isolated populations and failure to take this complexity 
into account could result in models being unable to 
replicate the observed transmission dynamics. This is 
particularly true for diseases that have an environmental 
component; failure to take this into account can lead 
to overestimation of the importance of particular 
transmission pathways over others, and result in the 
effect of anthropogenic and climate change being 
underestimated and unexplored. Furthermore, many of 
these diseases are climate sensitive, with an increase in 
cases observed as a result of extreme climatic events. 
For example, outbreaks of leptospirosis are often 
associated with heavy rainfall and flooding.6 The 
inclusion of climatic data can help to explain observed 
outbreak dynamics, which was done for hantavirus78 
and brucellosis,103 and this inclusion can be particularly 
useful when little is known about the animal population. 
Furthermore, many of these diseases (eg, anthrax, 
campylobacteriosis, cryptosporidiosis, and leptospirosis) 
are expected to expand their range as a result of climate 
and land­use change and modelling studies 
incorporating climatic data can help identify the effect 
of climate change on these diseases, such as 
campylobacter and cryptosporidium in New Zealand.104 

However, only a small number of models considered 
the effect of climate variables within their models. It is 
also important to take into consideration spatially 
varying covariates, which was done for E coli,105 
hantavirus,79 and echinoccosis.106 An obvious next step is 
to combine these dynamic transmission models with 
other tools, such as ecological niche modelling and 
geospatial approaches.107

Conclusions 
This systematic review identified four areas for 
development in the modelling of zoonotic environmental 
diseases. First, there is a need for more model validation 
and calibration for many of these diseases, particularly 
for models of diseases with wildlife hosts and NTDs 
that often did not have this important component of the 
model fitting process. It is known that wildlife hosts act 
as major reservoirs of diseases; therefore, more effort 
should be placed on understanding their behaviour and 
disease transmission potential. Furthermore, most 
emerging pathogens are zoonotic, with the majority 
emerging from wildlife reservoirs that then spillover to 
domestic animals and humans.2,5,108,109 Second, it is 
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important for more models to be developed that capture 
the full transmission process. In particular, the 
environment as a source of transmission was rarely 
considered, despite being a major source of transmission 
to humans for many diseases. This environmental 
pathogen burden can pose substantial issues when it 
comes to control strategies and interventions and 
should be included in more of these disease models 
using a One Health framework. Third, this Review 
highlighted how little data exists for the environmental 
pathogen burden of disease, and often little is known 
about the environmental burden of these diseases. 
Finally, it is important to consider the effect of climate 
variability and climate change on these diseases. 
Because of the environmental burden, many of these 
diseases (eg, leptospirosis and melioidosis) are climate 
sensitive and they are predicted to increase their range 
in the future.110 It is essential that we combine these 
considerations to generate robust models using a One 
Health approach that are capable of predicting outbreak 
dynamics and changes in disease risk to inform 
planning and control.
Contributors
EMR, AJK, and RL conceptualised this Review. EMR, AM, AJK, and RL 
designed the methodology. EMR did the study search and data analysis. 
EMR and AM did the screening of studies. All authors contributed 
equally to the discussion and the editing of the final draft.

Declaration of interests
We declare no competing interests.

Acknowledgments
EMR was supported by Medical Research Council (grant number 
MR/N013638/1). RL was supported by a Royal Society Dorothy Hodgkin 
Fellowship. AJK was supported by Wellcome Trust and the Royal Society 
(grant Number 206250/Z/17/Z). CLL was supported by an Australian 
National Health and Medical Research Council Fellowships (grant 
numbers APP 1109035 and 1193826). The funders had no role in study 
design, data collection and analysis, decision to publish, or preparation 
of the manuscript.

References
1 WHO. Zoonoses. July 28, 2020. http://www.who.int/zoonoses/

diseases/en/ (accessed Feb 21, 2020).
2 Cunningham AA, Daszak P, Wood JLN. One Health, emerging 

infectious diseases and wildlife: two decades of progress? 
Philos Trans R Soc Lond B Biol Sci 2017; 372: 20160167.

3 Lebov J, Grieger K, Womack D, et al. A framework for One Health 
research. One Health 2017; 3: 44–50.

4 Scoones I, Jones K, Lo Iacono G, Redding DW, Wilkinson A, 
Wood JLN. Integrative modelling for One Health: pattern, process 
and participation. Philos Trans R Soc Lond B Biol Sci 2017; 
372: 20160164.

5 Plowright RK, Parrish CR, McCallum H, et al. Pathways to zoonotic 
spillover. Nat Rev Microbiol 2017; 15: 502–10.

6 Lau CL, Smythe LD, Craig SB, Weinstein P. Climate change, 
flooding, urbanisation and leptospirosis: fuelling the fire? 
Trans R Soc Trop Med Hyg 2010; 104: 631–38.

7 Heesterbeek H, Anderson RM, Andreasen V, et al. Modeling 
infectious disease dynamics in the complex landscape of global 
health. Science 2015; 347: aaa4339–4339.

8 Grassly NC, Fraser C. Mathematical models of infectious disease 
transmission. Nat Rev Microbiol 2008; 6: 477–87.

9 Lloyd­Smith JO, George D, Pepin KM, et al. Epidemic dynamics at 
the human­animal interface. Science 2009; 326: 1362–67.

10 Vynnycky E, White R. An introduction to infectious disease 
modelling. Oxford: Oxford University Press, 2010.

11 Keeling MJ, Rohani P. Modeling infectious diseases in humans and 
animals. Princeton, NJ: Princeton University Press, 2011.

12 Hollingsworth TD, Pulliam JRC, Funk S, Truscott JE, Isham V, 
Lloyd AL. Seven challenges for modelling indirect transmission: 
vector­borne diseases, macroparasites and neglected tropical 
diseases. Epidemics 2015; 10: 16–20.

13 Reiner RC Jr, Perkins TA, Barker CM, et al. A systematic review of 
mathematical models of mosquito­borne pathogen transmission: 
1970–2010. J R Soc Interface 2013; 10: 20120921.

14 Public Health England. List of zoonotic diseases. Jan 21, 2019. 
https://www.gov.uk/government/publications/list­of­zoonotic­
diseases/list­of­zoonotic­diseases (accessed Feb 21, 2020).

15 European Centre for Disease Prevention and Control. Zoonoses. 
2020. https://www.ecdc.europa.eu/en/zoonoses (accessed 
Feb 21, 2020).

16 Public Health England. Lassa fever: origins, reservoirs, 
transmission and guidelines. Sept 5, 2014. https://www.gov.uk/
guidance/lassa­fever­origins­reservoirs­transmission­and­guidelines 
(accessed Feb 21, 2020).

17 Patterson M, Grant A, Paessler S. Epidemiology and pathogenesis 
of Bolivian hemorrhagic fever. Curr Opin Virol 2014; 5: 82–90.

18 WHO. International office of epizootics, food and agriculture 
organization of the United Nations. In: Turnbull P, ed. Anthrax in 
humans and animals. Geneva: WHO, 2008: 208.

19 Walsh MG, de Smalen AW, Mor SM. Climatic influence on anthrax 
suitability in warming northern latitudes. Sci Rep 2018; 8: 9269.

20 Carlson CJ, Kracalik IT, Ross N, et al. The global distribution of 
Bacillus anthracis and associated anthrax risk to humans, livestock 
and wildlife. Nat Microbiol 2019; 4: 1337–43.

21 Fasanella A, Galante D, Garofolo G, Jones MH. Anthrax 
undervalued zoonosis. Vet Microbiol 2010; 140: 318–31.

22 Aune K, Rhyan J, Russell R, Roffe TJ, Corso B. Environmental 
persistence of Brucella abortus in the Greater Yellowstone Area. 
J Wildl Manage 2012; 76: 253–61.

23 Rodriguez­Alvarez MS, Weir MH, Pope JM, et al. Development of a 
relative risk model for drinking water regulation and design 
recommendations for a peri urban region of Argentina. 
Int J Hyg Environ Health 2015; 218: 627–38.

24 Food and Agriculture Organisation of the United Nations, World 
Organisation for Animal Health, WHO. Brucellosis in humans and 
animals. 2006. https://www.who.int/csr/resources/publications/
Brucellosis.pdf (accessed June 19, 2020).

25 WHO. Campylobacter. May 1, 2020. https://www.who.int/news­
room/fact­sheets/detail/campylobacter (accessed June 19, 2020).

26 Smith S, Meade J, Gibbons J, McGill K, Bolton D, Whyte P. 
The impact of environmental conditions on Campylobacter jejuni 
survival in broiler faeces and litter. Infect Ecol Epidemiol 2016; 
6: 31685.

27 Djennad A, Lo Iacono G, Sarran C, et al. Seasonality and the effects 
of weather on Campylobacter infections. BMC Infect Dis 2019; 
19: 255.

28 Ryan U, Fayer R, Xiao L. Cryptosporidium species in humans and 
animals: current understanding and research needs. Parasitology 
2014; 141: 1667–85.

29 Rossle NF, Latif B. Cryptosporidiosis as threatening health problem: 
a review. Asian Pac J Trop Biomed 2013; 3: 916–24.

30 Jagai JS, Castronovo DA, Monchak J, Naumova EN. Seasonality of 
cryptosporidiosis: a meta­analysis approach. Environ Res 2009; 
109: 465–78.

31 US Centers for Disease Control and Prevention. Echinococcosis: 
epidemiology & risk factors. Dec 12, 2012. https://www.cdc.gov/
parasites/echinococcosis/epi.html (accessed Feb 24, 2020).

32 Otero­Abad B, Torgerson PR. A systematic review of the 
epidemiology of echinococcosis in domestic and wild animals. 
PLoS Negl Trop Dis 2013; 7: e2249.

33 van Elsas JD, Semenov AV, Costa R, Trevors JT. Survival of 
Escherichia coli in the environment: fundamental and public health 
aspects. ISME J 2011; 5: 173–83.

34 Philipsborn R, Ahmed SM, Brosi BJ, Levy K. Climatic drivers of 
diarrheagenic Escherichia coli incidence: a systematic review and 
meta­analysis. J Infect Dis 2016; 214: 6–15.

35 Wood RL, RL W. Survival of Erysipelothrix rhusiopathiae in soil under 
various environmental conditions. Cornell Vet; 1973: 63: 390–410.



e477 www.thelancet.com/planetary-health   Vol 5   July 2021

Review

36 Kutz S, Bollinger T, Branigan M, et al. Erysipelothrix rhusiopathiae 
associated with recent widespread muskox mortalities in the 
Canadian Arctic. Can Vet J 2015; 56: 560–63.

37 Wang Q, Chang BJ, Riley TV. Erysipelothrix rhusiopathiae. 
Vet Microbiol 2010; 140: 405–17.

38 US Centers for Disease Control and Prevention. Fasciola. 
Nov 30, 2019. https://www.cdc.gov/parasites/fasciola/index.html 
(accessed June 19, 2020).

39 John BC, Davies DR, Williams DJL, Hodgkinson JE. A review of our 
current understanding of parasite survival in silage and stored 
forages, with a focus on Fasciola hepatica metacercariae. 
Grass Forage Sci 2019; 74: 211–17.

40 Cwiklinski K, O’Neill SM, Donnelly S, Dalton JP. A prospective view 
of animal and human fasciolosis. Parasite Immunol 2016; 38: 558–68.

41 Fox NJ, White PCL, McClean CJ, Marion G, Evans A, 
Hutchings MR. Predicting impacts of climate change on Fasciola 
hepatica risk. PLoS One 2011; 6: e16126.

42 US Centers for Disease Control and Prevention. Giardia. 2019. 
https://www.cdc.gov/parasites/giardia/index.html (accessed 
Feb 24, 2020).

43 Lal A, Baker MG, Hales S, French NP. Potential effects of global 
environmental changes on cryptosporidiosis and giardiasis 
transmission. Trends Parasitol 2013; 29: 83–90.

44 Sprong H, Cacciò SM, van der Giessen JWB. Identification of 
zoonotic genotypes of Giardia duodenalis. PLoS Negl Trop Dis 2009; 
3: e558.

45 World Organisation for Animal Health. Glanders. April 16, 2021. 
https://www.oie.int/en/disease/glanders/ (accessed Feb 24, 2020).

46 US Department of Agriculture. Glanders standard operating 
procedures: overview of etiology and ecology. September 2016. 
https://www.aphis.usda.gov/animal_health/emergency_
management/downloads/sop/sop_glanders_e­e.pdf (accessed 
Feb 24, 2020).

47 US Centers for Disease Control and Prevention. Glanders. 
Oct 31, 2017. https://www.cdc.gov/glanders/index.html (accessed 
Feb 24, 2020).

48 European Centre for Disease Prevention and Control. Facts about 
hantavirus. June 30, 2017. http://ecdc.europa.eu/en/hantavirus­
infection/facts (accessed July 30, 2019).

49 Guterres A, de Lemos ERS. Hantaviruses and a neglected 
environmental determinant. One Health 2018; 5: 27–33.

50 Kallio ER, Klingström J, Gustafsson E, et al. Prolonged survival 
of Puumala hantavirus outside the host: evidence for 
indirect transmission via the environment. J Gen Virol 2006; 
87: 2127–34.

51 Kallio ER, Begon M, Henttonen H, et al. Cyclic hantavirus 
epidemics in humans—predicted by rodent host dynamics. 
Epidemics 2009; 1: 101–07.

52 Tian H, Stenseth NC. The ecological dynamics of hantavirus 
diseases: from environmental variability to disease prevention 
largely based on data from China. PLoS Negl Trop Dis 2019; 
13: e0006901.

53 Caimi K, Ruybal P. Leptospira spp a genus in the stage of diversity 
and genomic data expansion. Infect Genet Evol 2020; 81: 104241.

54 Shams AM, Rose LJ, Hodges L, Arduino MJ. Survival of 
Burkholderia pseudomallei on environmental surfaces. 
Appl Environ Microbiol 2007; 73: 8001–04.

55 Sprague LD, Neubauer H. Melioidosis in animals: a review on 
epizootiology, diagnosis and clinical presentation. 
J Vet Med B Infect Dis Vet Public Health 2004; 51: 305–20.

56 WHO. Nipah virus. May 30, 2018. https://www.who.int/news­room/
fact­sheets/detail/nipah­virus (accessed, May 19, 2020).

57 Luby SP, Rahman M, Hossain MJ, et al. Foodborne transmission of 
Nipah virus, Bangladesh. Emerg Infect Dis 2006; 12: 1888–94.

58 Gürtler L, Bauerfeind U, Blümel J, et al. Coxiella burnetii—
pathogenic agent of Q (query) fever. Transfus Med Hemother 2014; 
41: 60–72.

59 Alvarez J, Whitten T, Branscum AJ, et al. Understanding Q fever 
risk to humans in minnesota through the analysis of 
spatiotemporal trends. Vector Borne Zoonotic Dis 2018; 18: 89–95.

60 World Organisation for Animal Health. Q fever. April 16, 2021. 
http://www.oie.int/en/animal­health­in­the­world/animal­diseases/
q­fever/ (accessed June 19, 2020).

61 Jensen AN, Dalsgaard A, Stockmarr A, Nielsen EM, Baggesen DL. 
Survival and transmission of Salmonella enterica serovar 
typhimurium in an outdoor organic pig farming environment. 
Appl Environ Microbiol 2006; 72: 1833–42.

62 WHO. Salmonella (non­typhoidal). Feb 20, 2018. https://www.who.
int/news­room/fact­sheets/detail/salmonella­(non­typhoidal) 
(accessed July 30, 2019).

63 Akil L, Ahmad HA, Reddy RS. Effects of climate change on 
Salmonella infections. Foodborne Pathog Dis 2014; 11: 974–80.

64 Tenter AM, Heckeroth AR, Weiss LM. Toxoplasma gondii: from 
animals to humans. Int J Parasitol 2000; 30: 1217–58.

65 Yan C, Liang L­J, Zheng K­Y, Zhu X­Q. Impact of environmental 
factors on the emergence, transmission and distribution of 
Toxoplasma gondii. Parasit Vectors 2016; 9: 137.

66 Hill D, Dubey JP. Toxoplasma gondii: transmission, diagnosis and 
prevention. Clin Microbiol Infect 2002; 8: 634–40.

67 US Centers for Disease Control and Prevention. Toxocariasis: 
epidemiology & risk factors. Sept 3, 2019. https://www.cdc.gov/
parasites/toxocariasis/epi.html (accessed Feb 24, 2020).

68 Despommier D. Toxocariasis: clinical aspects, epidemiology, 
medical ecology, and molecular aspects. Clin Microbiol Rev 2003; 
16: 265–72.

69 European Centre for Disease Prevention and Control. Tularaemia 
factsheet. July 15, 2017. http://ecdc.europa.eu/en/tularaemia/facts 
(accessed July 30, 2019).

70 Cronquist SD. Tularemia: the disease and the weapon. 
Dermatol Clin 2004; 22: 313–20.

71 Rahman A, Bonny TS, Stonsaovapak S, Ananchaipattana C. Yersinia 
enterocolitica: epidemiological studies and outbreaks. J Pathog 2011; 
2011: 239391.

72 Sabina Y, Rahman A, Ray RC, Montet D. Yersinia enterocolitica: 
mode of transmission, molecular insights of virulence, and 
pathogenesis of infection. J Pathogens 2011; 2011: 429069.

73 WHO. Control of neglected tropical diseases. 2018. http://www.
who.int/neglected_diseases/diseases/en/ (accessed Feb 21, 2020).

74 PLOS Neglected Tropical Diseases. Journal information. 2021. 
https://journals.plos.org/plosntds/s/journal­information (accessed 
Jan 13, 2021).

75 US Centers for Disease Control and Prevention. Melioidosis: 
transmission. Jan 26, 2012. https://www.cdc.gov/melioidosis/
transmission/index.html (accessed June 19, 2020).

76 WHO. E coli. Feb 7, 2018. https://www.who.int/news­room/fact­
sheets/detail/e­coli (accessed July 30, 2019).

77 Haake DA, Levett PN. Leptospirosis in humans. 
Curr Top Microbiol Immunol 2015; 387: 65–97.

78 Haredasht SA, Taylor CJ, Maes P, et al. Model­based prediction of 
nephropathia epidemica outbreaks based on climatological and 
vegetation data and bank vole population dynamics. 
Zoonoses Public Health 2013; 60: 461–77.

79 Guzzetta G, Tagliapietra V, Perkins SE, et al. Population dynamics 
of wild rodents induce stochastic fadeouts of a zoonotic pathogen. 
J Anim Ecol 2017; 86: 451–59.

80 Ebinger M, Cross P, Wallen R, White PJ, Treanor J. Simulating 
sterilization, vaccination, and test­and­remove as brucellosis control 
measures in bison. Ecol Appl 2011; 21: 2944–59.

81 Furniss P, Hahn BD. A mathematical­model of an anthrax 
epizootic in the Kruger National Park. Appl Math Model 1981; 
5: 130–36.

82 Hahn BD, Furniss PR. A deterministic model of an anthrax 
epizootic—threshold results. Ecol Modell 1983; 20: 233–41.

83 Epstein, JH, Anthony, SJ, Islam, A, et al. Nipah virus dynamics in bats 
and implications for spillover to humans. PNAS 2020; 117: 29190–201.

84 Van Gerwe TJ, Bouma A, Jacobs­Reitsma WF, et al. Quantifying 
transmission of Campylobacter spp among broilers. 
Appl Environ Microbiol 2005; 71: 5765–70.

85 Geenen PL, Döpfer D, Van der Meulen J, De Jong MCM. 
Transmission of F4+ E coli in groups of early weaned piglets. 
Epidemiol Infect 2005; 133: 459–68.

86 Geenen PL, Van der Meulen J, Bouma A, De Jong MC. Estimating 
transmission parameters of F4+ E coli for F4­receptor­positive and 
negative piglets: one­to­one transmission experiment. 
Epidemiol Infect 2004; 132: 1039–48.



www.thelancet.com/planetary-health   Vol 5   July 2021 e478

Review

87 Liu WC, Jenkins C, Shaw DJ, et al. Modelling the epidemiology of 
verocytotoxin­producing Escherichia coli serogroups in young calves. 
Epidemiol Infect 2005; 133: 449–58.

88 Liu W­C, Shaw DJ, Matthews L, et al. Modelling the epidemiology 
and transmission of verocytotoxin­producing Escherichia coli 
serogroups O26 and O103 in two different calf cohorts. 
Epidemiol Infect 2007; 135: 1316–23.

89 Nielsen LR, Jordan D, van Schaik G, Kudahl AB. Modelling 
transmission of Salmonella Dublin. DubPar Seminar; Copenhagen, 
Denmark; March 22, 2007: (abstr 20).

90 Nielsen LR, Kudahl AB, Østergaard S. Age­structured dynamic, 
stochastic and mechanistic simulation model of Salmonella Dublin 
infection within dairy herds. Prev Vet Med 2012; 105: 59–74.

91 Lewis FI, Otero­Abad B, Hegglin D, Deplazes P, Torgerson PR. 
Dynamics of the force of infection: insights from 
Echinococcus multilocularis infection in foxes. PLoS Negl Trop Dis 
2014; 8: e2731.

92 Otero­Abad B, Armua­Fernandez MT, Deplazes P, Torgerson PR, 
Hartnack S. Latent class models for Echinococcus multilocularis 
diagnosis in foxes in Switzerland in the absence of a gold standard. 
Parasit Vectors 2017; 10: 612.

93 Dobay A, Pilo P, Lindholm AK, Origgi F, Bagheri HC, König B. 
Dynamics of a tularemia outbreak in a closely monitored free­
roaming population of wild house mice. PLoS One 2015; 
10: e0141103.

94 Turner J, Howell A, McCann C, et al. A model to assess the efficacy 
of vaccines for control of liver fluke infection. Sci Rep 2016; 
6: 23345.

95 Matthews L, McKendrick IJ, Ternent H, Gunn GJ, Synge B, 
Woolhouse ME. Super­shedding cattle and the transmission 
dynamics of Escherichia coli O157. Epidemiol Infect 2006; 
134: 131–42.

96 Bontje DM, Backer JA, Hogerwerf L, Roest HIJ, van Roermund HJW. 
Analysis of Q fever in Dutch dairy goat herds and assessment of 
control measures by means of a transmission model. Prev Vet Med 
2016; 123: 71–89.

97 Zinsstag J, Roth F, Orkhon D, et al. A model of animal­human 
brucellosis transmission in Mongolia. Prev Vet Med 2005; 69: 77–95.

98 Waters EK, Hamilton AJ, Sidhu HS, Sidhu LA, Dunbar M. 
Zoonotic transmission of waterborne disease: a mathematical 
model. Bull Math Biol 2016; 78: 169–83.

99 Gautam R, Kulow M, Park D, et al. Transmission of Escherichia coli 
O157:H7 in cattle is influenced by the level of environmental 
contamination. Epidemiol Infect 2015; 143: 274–87.

100 Li M, Sun G, Zhang J, et al. Transmission dynamics and control for 
a brucellosis model in Hinggan League of Inner Mongolia, China. 
Math Biosci Eng 2014; 11: 1115–37.

101 Hou Q, Sun X, Zhang J, Liu Y, Wang Y, Jin Z. Modeling the 
transmission dynamics of sheep brucellosis in Inner Mongolia 
Autonomous Region, China. Math Biosci 2013; 242: 51–58.

102 Sauvage F, Langlais M, Yoccoz NG, Pontier D. Modelling hantavirus 
in fluctuating populations of bank voles: the role of indirect 
transmission on virus persistence. J Anim Ecol 2003; 72: 1–13.

103 Lou P, Wang L, Zhang X, Xu J, Wang K. Modelling seasonal 
brucellosis epidemics in Bayingolin Mongol autonomous prefecture 
of Xinjiang, China, 2010­2014. BioMed Res Int 2016; 2016: 5103718.

104 McBride G, Tait A, Slaney D. Projected changes in reported 
campylobacteriosis and cryptosporidiosis rates as a function of 
climate change: a New Zealand study. 
Stochastic Environ Res Risk Assess 2014; 28: 2133–47.

105 Widgren S, Engblom S, Emanuelson U, Lindberg A. 
Spatio­temporal modelling of verotoxigenic Escherichia coli O157 in 
cattle in Sweden: exploring options for control. Vet Res 2018; 49: 78.

106 Otero­Abad B, Rüegg SR, Hegglin D, Deplazes P, Torgerson PR. 
Mathematical modelling of Echinococcus multilocularis abundance in 
foxes in Zurich, Switzerland. Parasit Vectors 2017; 10: 21.

107 Alexander KA, Lewis BL, Marathe M, Eubank S, Blackburn JK. 
Modeling of wildlife­associated zoonoses: applications and caveats. 
Vector Borne Zoonotic Dis 2012; 12: 1005–18.

108 Kruse H, Kirkemo A­M, Handeland K. Wildlife as source of 
zoonotic infections. Emerg Infect Dis 2004; 10: 2067–72.

109 Han BA, Kramer AM, Drake JM. Global patterns of zoonotic 
disease in mammals. Trends Parasitol 2016; 32: 565–77.

110 Keesing F, Belden LK, Daszak P, et al. Impacts of biodiversity on 
the emergence and transmission of infectious diseases. Nature 
2010; 468: 647–52.

Copyright © 2021 The Author(s). Published by Elsevier Ltd. This is an 
Open Access article under the CC BY 4.0 license.


	Transmission modelling of environmentally persistent zoonotic diseases: a systematic review
	Introduction
	Methods
	Disease selection
	Inclusion and exclusion criteria
	Search strategy
	Data extraction

	Results
	Discussion
	Conclusions
	Acknowledgments
	References


