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Abstract

Prey often evolve defences to deter predators, such as noxious chemicals including toxins.
Toxic species often advertise their defence to potential predators by distinctive sensory sig-
nals. Predators learn to associate toxicity with the signals of these so-called aposematic
prey, and may avoid them in future. In turn, this selects for mildly toxic prey to mimic the
appearance of more toxic prey. Empirical evidence shows that mimicry could be either ben-
eficial (‘Mullerian’) or detrimental (‘quasi-Batesian’) to the highly toxic prey, but the factors
determining which are unknown. Here, we use state-dependent models to explore how tri-
trophic interactions could influence the evolution of prey defences. We consider how preda-
tion risk affects predators’ optimal foraging strategies on aposematic prey, and explore the
resultant impact this has on mimicry dynamics between unequally defended species. In
addition, we also investigate how the potential energetic cost of metabolising a toxin can
alter the benefits to eating toxic prey and thus impact on predators’ foraging decisions. Our
model predicts that both how predators perceive their own predation risk, and the cost of
detoxification, can have significant, sometimes counterintuitive, effects on the foraging deci-
sions of predators. For example, in some conditions predators should: (i) avoid prey they
know to be undefended, (ii) eat more mildly toxic prey as detoxification costs increase, (iii)
increase their intake of highly toxic prey as the abundance of undefended prey increases.
These effects mean that the relationship between a mimic and its model can qualitatively
depend on the density of alternative prey and the cost of metabolising toxins. In addition,
these effects are mediated by the predators’ own predation risk, which demonstrates that,
higher trophic levels than previously considered can have fundamental impacts on interac-
tions among aposematic prey species.
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Introduction

Prey animals often evolve defences, such as toxic or noxious chemicals, and advertise this to
potential predators, using distinctive coloration, sounds, or scents (e.g. [1,2,3]. The combination
of a toxin with a salient warning signal is known as aposematism [4]. Predators are able to learn
to associate the warning signal with the toxicity in order to regulate their intake of toxins (e.g.
[5,6-10]). Sympatric aposematic species sometimes share the same visual warning signal: they
are Miillerian mimics [11]. Miillerian mimics are thought to mutually benefit by sharing the
cost of educating predators, resulting in fewer individuals of both species being killed by naive
predators ([11], and see [12] for an overview of empirical evidence). However, if the mimics
contain unequal amounts of toxin, the less defended species may be detrimental to the survival
of the more toxic species; so-called ‘quasi-Batesian’ mimicry [13,14]. Laboratory experiments
have found mixed evidence for quasi-Batesian mimicry dynamics between unequally defended
mimics [15-18]. Here, we propose that these mixed results are found because the physiological
or psychological states of predators [19-22]vary across contexts, and this in turn will alter pred-
ator foraging decisions, which could in turn alter the relationship between the two mimetic
prey types.

Avian predators are able to learn about the toxin content of prey and can use this knowl-
edge to accurately manage their toxin burden (the amount of toxin in their body) ([7,8,15,19,
23,24,25]). However, prey in the wild use a range of different toxins (e.g. [26,27,28]) at concen-
trations that can vary both within and between prey species (e.g. [29,30-33]) and it is likely
that any given toxin will affect different predators in different ways [34-37]. Yet, we do not
know how important the metabolic costs associated with ingesting different toxins are in the
predators’ decisions to eat toxic prey [38], which could vary across species [39,40]. A better
understanding of the influence of these costs could potentially help us better understand the
equivocal findings surrounding mimicry dynamics, in particular those of quasi-Batesian mim-
icry [15-18].

Foraging predators are usually themselves at heightened risk of predation [41], due to being
less vigilant, or more frequently encountering or being detected by predators through move-
ment (e.g. [42,43,44]). Therefore, a foraging predator must weigh mortality risk against the
need to meet its energetic and nutritional requirements. This risk can affect many aspects of for-
aging behaviour, such as the choice of foraging sites and diurnal foraging patterns [43,45,46].
The trade-off can also directly impact on predator body mass by affecting levels of energy
reserves [45,47]: whilst storing fat can be beneficial and provide a buffer for when food is scarce,
it can also make predators less manoeuvrable and so more susceptible to predation themselves
(e.g., [48,49,50]). Intriguingly, body mass and fat stores also appear to affect predators’ decisions
to eat toxic prey [23,24]. This means that by affecting state and subsequently state-dependent
foraging decisions, a predator’s own perceived predation risk could influence the evolution of
prey defences. However, we don’t know how the foraging decisions of predators on toxic prey
might be affected by their need to acquire nutrients whilst at the same time avoiding predation.

Here, we examine how the food-predation trade-off affects predators’ optimal foraging
strategies on aposematic prey, and explore the resultant impact these strategies have on the
mimicry dynamics between unequally defended sympatric aposematic species. Whilst previous
theoretical models have highlighted the importance of physiological state on predators’ deci-
sions and the evolutionary dynamics of defence strategies [20,22,38,51], ours considers how
tri-trophic interactions (between predators, their predators and their prey) could influence the
evolution of prey defences. Since ingesting toxins can be energetically costly to predators (e.g.
[52]), and we know that the intake of toxins can affect the dietary decisions of birds [39,40], we
also investigate how the cost of metabolising a toxin can alter the benefits to eating toxic prey
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and impact on predators’ foraging decisions. Our model predicts that how predators perceive
their own predation risk, as well as the cost of detoxification, can have a significant, yet some-
times counterintuitive, effect on the foraging decisions of a predator, and in turn on the sur-
vival of toxic prey in the environment. In particular, the relationship between a mildly toxic
mimic and its more highly toxic model is predicted to qualitatively depend on the density of
alternative prey and the cost of metabolising toxins.

The Model

We characterize predators as two state variables: energy reserves R and current toxin burden
D. We assume that predators can die from starvation, by being eaten by their own predators,
or by exceeding their maximum tolerated toxin burden. Increasing R reduces the long-term
risk of starvation but increases the risk of predation per unit time. Increasing D also carries
risks, since predators may have to avoid potentially defended prey when they have a high toxin
burden (because an excessive toxin dose can be fatal), which means a higher risk of starving
when energy reserves are low. However, the model predicts that mortality from toxin overdose
is extremely rare, which reflects what we know from empirical findings that avian predators
are able to accurately manage their toxin burden (e.g. [7,8,15,19,23,24,25]).

We model foraging in an environment that contains three prey types denoted by o, B,
and y. Prey o and P are aposematic, in that they are conspicuous and chemically defended,
but they contain different amounts of the same toxin: o is mildly toxic and B is highly toxic.
Prey y has a cryptic appearance but is otherwise undefended and palatable. At each time-
step the predator stochastically encounters either nothing or a prey type. The probabilities
of each encounter are determined by the availability of the three prey types (fs. fg, fy) which
is the product of the abundance and the conspicuousness of each type. Therefore, although
cryptic prey are much more abundant than aposematic prey, they are more difficult to find
and so have availability on the same order of magnitude. We assume that the predator has
perfect knowledge of the encounter rates of prey. We also assume that predator abundance
changes over a much slower timescale than prey populations, as is commonly the case in
natural systems, and that the predators adjust their strategies within lifetimes to the various
prey distributions.

As they forage, predators pay a cost p per unit time to meet their energetic needs. All prey
types offer energetic resources for the predator: ingesting an individual of type p gains the
predator r, resources (where p is o, B or y). If the predator ingests an o or B individual, then its
toxin burden increases by d,, or dg respectively. When the predator has a positive toxin burden
it detoxifies one unit of toxin per unit time, which incurs an extra metabolic cost per unit time,
K.

The increasing vulnerability to predators of animals as their fat stores increase [49] implies
that the risk of predation depends on the level of reserves. We assume that the risk of predation
per time step M(R) is given by

M(R) u(%Jr%) (1)

where i is proportional to the density of predators in the environment. The second term in
parentheses implies that predation is mass-dependent; specifically, an animal with reserves

(R = Ry4y) is five times as likely to be killed by a predator as an animal with no reserves

(R =0). For computational reasons we must choose R,,,,, but preliminary explorations showed
that the model’s predictions and the conclusions drawn were not dependent on the parameter
value.
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There are five options for choosing which prey to eat (8):

eat no prey

refuse to eat both ¢ and 8

refuse to eat 5 but eat o

0
1
0 = < 2 refuse to eat a but eat f§ (2)
3
4 eat both o and 8

In all decisions except & = 0 the predator eats y. The only reason for a predator to avoid eat-
ing any prey (8 = 0) is that increasing R will increase the risk of predation more than it will
decrease the long-term risk of starvation, and so thereby decrease expected survival.

We assume that in some conditions prey types o and f are perfect mimics, meaning that
they are identical in appearance and the predator cannot distinguish between them. The ability
of a predator to distinguish between them is determined by the parameter €, which takes the
values zero (perfectly distinguishable) or one (perfectly indistinguishable). Note that the cryp-
tic prey v are always assumed to be distinguishable from both o and B.

Using established dynamic programming methods described in S1 Appendix, we find the
optimal option (3, equation 2) for every integer combination of predator states (R, D). We
then run stochastic simulations with N predators following the optimal strategy to find the
number of times that each prey type survives (S,) or does not survive (K,) an encounter with a
predator. This allows us to calculate the probability of survival for each prey type. Baseline
parameter values are shown in Tables 1 and 2. These were obtained by exploring parameter
space to find where predator behaviour was realistic (e.g. discrimination of prey types, appro-
priate energy storage for small passerine, probability of survival, etc.) and comparable to
empirical findings [15]. We simulate four conditions that are the same as those used in experi-
ments aimed at understanding the mimicry dynamics between unequally defended prey (e.g.
[15,16]): (1) Mildly defended prey alone (fo>0, fs = 0, f,>0); (2) Highly defended prey alone
(fo =0, f5>0, f,>0); (3) Distinguishable mildly and highly defended prey (f,>0, f3>0, f,>0, & =
0); (4) Indistinguishable mildly and highly defended prey (f,>0, fs>0, f,>0, € = 1). These four
conditions allow us to compare what the benefits are for a defended prey type of being sympat-
ric with another defended prey type (comparing conditions 1 and 2 with condition 3), and
what the costs and benefits of being mimetic are for each sympatric prey type (comparing con-
dition 3 with condition 4).

Table 1. Parameters of the predator and the values explored.

Symbol Value
Number of predators N 1000
Number of time steps T 500
Maximum energy level Rpax 200
Maximum toxin level Dpnax 50
Mortality risk to predators u 1078
Basal metabolic cost p 3.5
Error rate for distinguishing models € Oor1i
Cost of metabolising toxin K Oor1

doi:10.1371/journal.pone.0169043.1001
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Table 2. Parameters of the prey and the values explored.

(b) Mimic a Model 8 Alternative y
Availability f 0.2 0.2 0.1,0.2,0.3
Energy r 10 10 10

Toxin d 5 10 0

Note that lower-case Roman symbols are used for prey, upper-case Roman symbols for predator state, Greek symbols for other parameters.

doi:10.1371/journal.pone.0169043.t002

Results
Optimal foraging strategies of the predator

We initially describe the optimal strategies for a predator in each of our four conditions when
an intermediate number of alternative prey (y = 0.2) are also available, and the energetic cost
to predators associated with metabolizing toxins is either negligible (k = 0; Fig 1) or significant
(x = 1; Fig 2). We will then consider what implications these foraging strategies have on prey
survival and the dynamics between two unequally toxic prey species that are either visually
mimetic or not.

A single defended prey type should be rejected at high toxin burden and
high energy reserves, irrespective of the defence level

When there is only one defended prey type in the system, predator strategies are similar
whether the defended prey type is mildly toxic () or highly toxic (B): (i) when a predator has a
high toxin burden it should reject the defended prey type, whether there is a detoxification
cost (Fig 2A and 2B) or not (Fig 1A and 1B), since eating another defended prey could be fatal,
and (ii) when a predator has very high energy reserves, it should reject the defended prey type
at most toxin burdens (Figs 1A, 1B, 2A and 2B). This is because the risk of starvation is low
and increasing energy reserves will increase the predator’s own risk of being predated. As a
predator’s toxin burden increases the energy reserve levels at which defended prey should be
rejected decreases (Figs 1A, 1B, 2A and 2B).

There are some notable small differences in the optimal response of predators faced with
either mildly or highly defended prey. Firstly, highly defended B should be rejected at lower
energy reserves and toxin burdens than o (Figs 1B and 2B). Secondly, the prediction that pred-
ators should reject defended prey at lower energy reserves when detoxification is costly (x = 1)
compared to when it is not (k = 0) (cf. Figs 2A, 2B, 1A and 1B), is most striking for the highly
defended B (cf. Figs 2B and 1B). This is because the energetic benefit of eating toxic prey is
reduced when detoxification is costly, and this reduction is relatively larger for the highly
defended B than for a.

Predator state may lead to undefended prey being avoided

The optimal strategy for a predator changes dramatically when both o and B are available com-
pared to when there is only one defended prey type. When the cost of detoxification is negligi-
ble (k = 0) then at high energy reserves and low toxin burden all prey should be rejected,
including the undefended y (Fig 1C). This is because the risk of starvation is lower when more
prey are present, and so a predator should avoid a build-up of high energy reserves that would
make it more vulnerable to predation. However, predators should eat the undefended prey (y)
when they have a high toxin burden (Fig 1C) and in cases where detoxification is costly (k = 1,

PLOS ONE | DOI:10.1371/journal.pone.0169043 January 3, 2017 5/18



®PLOS | one

Detoxification Costs and Mimicry

200

100

Energy reserves R

200

100

Energy reserves R

0
0 25 50 0O 25 50

Toxin burden D Toxin burden D

Fig 1. Optimal foraging strategies when detoxification is not costly. Optimal foraging strategy for predators, shown as
which prey types are rejected as a function of energy reserves R and toxin burden D for the four treatments: (a) mildly
defended prey, a alone; (b) highly defended prey, B alone; (c) a and 3 both present and visually distinguishable; (d) a and B
both present and perfect mimics. Here, there is no detoxification cost (k = 0) and alternative prey are at intermediate
availability (y = 0.2). The shaded areas show the states where: the predators reject all prey including alternative prey (black);
reject only the mildly defended prey (pale grey); reject only the highly defended prey (intermediate grey) reject both defended
prey (dark grey). In the white areas, all prey are accepted.

doi:10.1371/journal.pone.0169043.9001

Fig 2C). This will ensure that the predator has sufficient energy reserves and avoids being close
to starvation when their toxin burden prevents them from consuming defended prey.

When toxic prey types are visually discriminable, the cost of
detoxification has a marked effect on predators’ foraging strategies

Two clear effects of costly detoxification (cf. Figs 1C and 2C) are that (i) highly defended prey
should only be eaten when energy reserves are very low, and (ii) mildly defended prey should
only be rejected when predators are close to their maximum toxin burden or when they have
very high energy reserves (Fig 2C). Essentially, when detoxification is costly, the optimal strat-
egy for a predator is similar to when only o is available, because B is so costly it is almost always
rejected (Fig 2C). In contrast, when detoxification is not costly, the highly defended f should
be eaten in a larger area of the state-space, when energy reserves and the toxin burden are low
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Toxin burden D Toxin burden D

Fig 2. Optimal foraging strategies when detoxification is costly. Optimal foraging strategy for predators, shown as which
prey types are rejected as a function of energy reserves R and toxin burden D for the four treatments: (a) mildly defended prey,
a alone; (b) highly defended prey, 8 alone; (c) a and 8 both present and visually distinguishable; (d) a and B both present and
perfect mimics. Here, there is a detoxification cost (k = 1) and alternative prey are at intermediate availability (y = 0.2). The
shaded areas show the states where: the predators reject all prey including alternative prey (black); reject only the mildly
defended prey (pale grey); reject only the highly defended prey (intermediate grey) reject both defended prey (dark grey). In the
white areas, all prey are accepted.

doi:10.1371/journal.pone.0169043.g002

(Fig 1C). This means that a predator is less likely to find itself having dangerously low energy
reserves, and can therefore also afford to reject o at lower energy reserves and reduce its own
predation risk by avoiding having high energy reserves (cf. Fig 1A and 1C).

When defended prey types are visual mimics, detoxification cost has no
effect on predators’ foraging strategies

When o and B are perfect mimics (Figs 1D and 2D), predators cannot preferentially choose o
over P. As a consequence they are more likely to be in danger of starving and so they should
attempt to store more energy by always eating the undefended 7. This is the case whether or
not there is a detoxification cost (Figs 1D and 2D). Notably, the state-space at a high toxin
burden, where all defended prey should be avoided, is wider when o and f are visual mimics
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compared to when they are distinguishable (cf. Figs 1D and 2D with Figs 1C and 2C). This is
because a predator does not know the toxin content of the defended prey prior to ingestion
and therefore should avoid all defended prey in order to not risk potentially ingesting a highly
defended prey so close to its maximum tolerated toxin burden (Figs 1D and 2D). In this condi-
tion, detoxification cost has no effect on the strategy because the predator cannot preferentially
eat only mildly defended prey, and so instead partly compensates for the extra cost by eating
more .

Impact on prey survival

In Fig 3 we show how the cost of detoxification (k), the abundance of alternative prey (y), and
mimicry affects selection on defended prey (o and B), through their impacts on predator deci-
sion-making.

Increasing the abundance of alternative prey may decrease or increase
the mortality of defended prey

For the visually mimetic o and B, the impact of increasing the abundance of alternative prey
() is similar whether or not detoxification is costly: the mortality of both o and B decreases
with increasing abundance of y (Fig 3), and the mortality of each prey type is lower than when
presented alone. Both of these effects can be explained by the fact that there are now more
nutrients available in the environment, and so the need to eat toxic prey decreases.

When o and B are visually distinguishable, however, the pattern is more complex. When
detoxification is not costly (k = 0), the mortality of each toxic prey type is lower than when it is
present alone (Fig 3A, 3C and 3E). As expected, the mortality of o decreases with increasing v,
similarly to when it is the only toxic prey, however, the mortality of  increases with increasing
Y, in contrast to when it is alone (Fig 3A, 3C and 3E). When there is no added cost associated
with detoxification and the availability of y increases, it becomes less important for predators
to discriminate between o and f§ since energy reserves will be high. Therefore, the numbers of
both prey types eaten will start to become more similar. Conversely, when y decreases, the
predator should discriminate between the unequally toxic o and B, when possible, and mini-
mize its intake of B (Fig 3A).

This effect can be seen in more detail from consideration of Fig 4, which shows not only the
optimal strategy for the predator for three values of y (left panels; Fig 4A, 4C and 4E), but also
what area of the state-space predators tend to be found in, in terms of their energy reserves
and toxin burden (right panels; Fig 4B, 4D and 4F). When the probability of encountering an
undefended prey is low (y = 0.1), there is a greater risk of starvation and so predators must
accept 0. at most energy reserves and toxin burdens (Fig 4A). Therefore predators will often
have an intermediate toxin burden and should avoid ingesting P in order to reduce their risk
of reaching their maximum tolerated toxin burden (Fig 4B). When the availability of unde-
fended prey is increased, however, the risk of starvation decreases and the optimal strategy for
predators is now to maintain lower energy reserves, and reduce their own risk of predation.
This means that predators are rarely in the state-space where eating a defended prey could kill
them (Fig 4D and 4F), so it is less important for them to discriminate between o and B.

When detoxification is costly (k = 1) the mortality of both o and B decreases with increasing
v (Fig 3B, 3D and 3F). This outcome for 3, which is in contrast to when detoxification is not
costly, can be explained by referring back to the equivalent state-space figure (Fig 2C) which
shows that the optimal strategy for the predator in this condition is to only eat § when energy
reserves are low, which may be the case when alternative prey are rare (y = 0.1; Fig 3B). Notably,
regardless of the frequency of alternative prey, the mortality of o is greater when detoxification
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o—only  B-only distinct mimetic o—only  B-only distinct mimetic

Treatment

Fig 3. Mortality of mildly and highly defended prey types. Proportion of mildly defended a and highly defended 8 prey
consumed by predators in the four experimental treatments (Mildly defended prey a alone; Highly defended prey B alone; a
and 3 both present but distinguishably coloured; a and 8 both present and perfect mimics) for three values of the availability of
alternative prey fy (a, b) fy = 0.1, (c, d) fy = 0.2, (e, f) fy = 0.3, and for whether detoxification is (a, c, e) cost-free (k= 0) or (b, d,
f) costly (k=1).

doi:10.1371/journal.pone.0169043.9003
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200
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Energy reserves R

100

Energy reserves R

200

100

Energy reserves R

0 25 500 25 50
Toxin burden D Toxin burden D

Fig 4. Impact of alternative prey on predator strategy and -state when defended prey are non-mimetic.
Effect of availability of alternative prey (fy) on predator strategy (a, c, €) and stationary distribution of predator state
(b, d, f) in the non-mimetic treatment. Results are shown for three values of availability of alternative prey (a, b) y =
0.1, (c,d) y=0.2, (e, f) y=0.3. The shaded areas show the states where: the predators reject all prey including
alternative prey (black); reject only the mildly defended prey (pale grey); reject only the highly defended prey
(intermediate grey) reject both defended prey (dark grey) (a, c, e). In the white areas, all prey are accepted.
Distribution of predator states are shown from high (white) to zero (black) (b, d, f).

doi:10.1371/journal.pone.0169043.g004
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is costly compared to when it is not (cf. Fig 3A, 3C and 3E and Fig 3B, 3D and 3F). This is
because the predators need to increase their intake of the mildly defended prey in order to
maintain energy reserves as they eat fewer p.

The relative costs and benefits of mimicry to the model and mimic,
respectively, depends on detoxification costs and alternative prey

The effects of mimicry on the mortality of o and B can be seen by comparing their mortalities
when they are visually distinguishable compared to when they are mimetic (Fig 3). Regardless
of the costs of detoxification and the frequency of alternative prey, a always benefits from
mimicry whilst B suffers greater mortality when it has a visual, less toxic, mimic. This is
because predators need to eat toxic prey in order to fulfil their energy and nutritional require-
ments but can no longer selectively ingest c.

However, the frequency of alternative prey and the costs of detoxification can affect the
degree to which the mortalities of o and f differ between non-mimetic and mimetic condi-
tions. When detoxification is not costly (k = 0), increasing y frequency reduces the benefits of
mimicry to o along with the associated costs for B because predators become less discrimina-
tory in the non-mimetic condition, and their behavior is more similar to when o.and B mimic
one another. It is not clear that this is the case when detoxification is costly (k = 1). However,
one intriguing finding is that the number of mimetic prey eaten (o plus B) is consistently
higher when toxins are costly to detoxify than when they are not costly (Fig 3). This is because
although the predators can afford to be at lower energy reserves due to the amount of available
prey, when toxic prey are costly to metabolise the predators will require a greater food intake
than when toxins are not costly for predators and thus they need to eat more toxic prey.

Discussion

It is well established that the predation risk faced by predators themselves can have a signifi-
cant effect on their foraging strategies (e.g. [53,54,55]). Our model predicts that balancing the
risk of predation with the need to acquire nutrients (for maintanence, growth and reproduc-
tion) results in different physiological optima for the predator, depending on the availability of
nutrients in the environment. This in turn affects predation on toxic prey, but we show that
the precise nature of these effects depends on the physiological cost to predators associated
with ingesting toxic prey. Below, we consider how the changing foraging strategies could
impact on the evolutionary dynamics of different prey defences, as well as how strategies
might be affected by increased nutritional needs.

Highly toxic prey benefit from increased detoxification costs whilst mildly
toxic prey do not

When there is only one toxic prey type in the environment, having a toxin that is metabolically
costly for predators to detoxify is predicted to benefit highly toxic prey, which will suffer lower
mortality. This is intuitive, but in contrast, mildly toxic prey suffer slightly greater mortality
when their toxin is metabolically costly to predators. At first this appears counterintuitive,
since we would expect that prey carrying a costly toxin would consistently be more highly
defended than prey carrying a non-costly toxin. However, the underlying reason for this find-
ing is the changing physiological optima of the predator. When mildly toxic prey are costly,
predators should only reject them when they have high energy reserves or are near their maxi-
mum toxin burden. This is true when the toxin is not costly too, but in this case the predators
are more likely to have high energy reserves than when the toxin is costly to metabolise. This
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in turn means that the mildly toxic prey will be eaten more often when the toxin is costly.
Notably, in nature, there will be toxins that are costly to some predators but less so, or not at
all, to others (e.g. [37,56,57]) and our model highlights the importance of considering not only
the risk of injury or death that prey defences pose predators but also the costs imposed on
predators through their need to mitigate these risks. This is analogous to the realisation that
predators have strong non-lethal effects on their prey, such that the major ecological impact of
predators on their prey may not be seen through direct mortality but through selection pres-
sure for behavioural and/or physiological adaptations adopted by the prey to manage their risk
of predation. This might include changes in the time of day at which prey are active, or
changes in their diet [58].

Unequally toxic prey mutually benefit from coexisting when their toxins
are not costly to detoxify, but only highly toxic prey benefit when toxins
are costly

When there are two unequally-toxic, non-mimetic prey types in the environment, we again
find that the mortality of each of these will differ depending on whether detoxification is costly
or not. When there are no costs associated with detoxification, both prey types are predicted to
benefit from co-existing, compared to being the only defended prey type present. This is con-
sistent with recent empirical findings from birds foraging on insect prey that support the the-
ory of ‘toxin mutualism’ [15]. Toxin mutualism is where sympatric prey species benefit from
using the same toxin even if they are visually distinguishable and unequally toxic, and it has
been demonstrated in starlings (Sturnus vulgaris), with a recent experiment showing that they
reduce their ingestion of two unequally toxic live prey types when they co-occur compared to
when they don’t [15]. This is because predators can only ingest a certain amount of a toxin in
any given time period (toxin saturation theory’; [59]), and it could be due to either physiologi-
cal constraints or the excessive costs of processing toxins; for example, red knots (Calidris
canutus canutus) appear to be toxin-limited when feeding on the toxic bivalve Loripes lucinalis
[60]. However, the reduced mortality of both toxic prey types may also be explained by the
increased amount of energy available to the predators when there are three prey types com-
pared to only two.

In contrast, when detoxification is costly to predators, we find that sharing the same
toxin is no longer mutually beneficial to the unequally toxic prey types. Instead, only the
highly toxic prey type benefits from reduced mortality when existing alongside another,
less toxic, prey type. The less toxic prey suffer the same level of mortality as when they are
the only toxic prey type available. Overall, this suggests that in nature, selection pressures
put on visually distinguishable defended prey will be very different depending on how
costly the toxin is to a predator. This may be directly correlated with the concentration of
the toxin and the energy required to detoxify it, or it could be relative to an individual
predator’s ability to digest the toxin, which can be influenced by other components of a
predators’ diet, or the state of the predator (e.g. [23,61]). Indeed, recent empirical find-
ings suggest that predators in a poorer physiological state are less likely to discriminate
between unequally defended non-mimics than those in a better state [15]. If a toxin car-
ries no detoxification cost, and there is an abundance of prey in the environment, preda-
tors may also discriminate less between unequally toxic prey, and given the fact that
chemical defences are often costly to sequester or synthesise (e.g. [62]) there may not be a
strong selection for highly toxic prey under those circumstances. Notably however, when
the abundance of alternative prey is low we find that predators will still discriminate
between unequally toxic prey types.
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The cost of mimicry to the model is likely to vary as a result of seasonal
and temporal changes to prey abundance and the risk of predation

Mildly toxic prey are predicted to enjoy their lowest mortality when they are visually mimetic
to a more toxic model. This is because predators will reject the mildly toxic prey at lower toxin
burdens when they cannot distinguish it from the highly toxic prey, in order to minimise the
risk of ingesting too much toxin. In turn, mimicry is costly to the model, which suffers greater
mortality compared to when it is visually distinguishable from the mildly toxic prey. This sug-
gests that there may be selection for divergent evolution under these circumstances, as the
model would benefit from evolving traits that made it distinguishable from the mimic [63-65].
However, the strength of these effects will also depend on the abundance of alternative prey
and the predation risk facing the predator itself. This predation risk imposes a limit on the
amount of energy the predator can keep in reserve, as seen in wild birds, where energy reserves
negatively correlate with greater predation risk [66]. However, this limit can be increased
when the risk of starvation is high, for example, birds increase their energy reserves in the win-
ter when food is more scarce [66]. This means that highly-defended models, and less-defended
mimics, will be consumed more frequently when alternative prey are rare,. Further, since the
relative cost of mimicry to the model increases as the abundance of alternative prey decreases,
there may also be a stronger selection for divergent evolution. This marked impact of the avail-
ability of alternative prey, and how this affects predator state, highlights that the selection pres-
sures facing toxic prey, and in turn mimicry dynamics, is likely to vary as a result of seasonal
and temporal changes in relative species abundances. At times when prey are scarce, or diffi-
cult to find, toxic prey are likely to be predated upon more frequently as they provide much-
needed nutrients [20,21,67]. It has for instance been reported that starlings will increase their
attacks on prey that they know to be toxic when undefended prey are better concealed [67].
However, it is important to consider that at such times when prey are harder to find the preda-
tion risk for the predator itself may also be increased, which can impact on how much energy,
in the form of body mass, a predator is willing or able to store [45,47]. Further investigations
into the impact of variable predation rates on predators could help us better understand how
selection on prey defences might vary not only as a result of variability in the abundance of
alternative prey in the environment (see also [21]), but also the stresses faced by the predator
itself.

The mortality of both mimics and models is greater when the toxin is
costly for a predator to metabolise

As when the two toxic prey types are visually distinguishable (see above), the cost of the toxin
once again has a significant effect on the survival of the prey, but (perhaps surprisingly) our
model predicts that the mortality of both mimics and models is greater when the toxin is costly
to metabolise, compared to when it isn’t. This can, however, be explained by the predators
needing to eat more of all prey types in order to have sufficient energy reserves to digest the
more costly toxin. A similar effect is seen in nectivorous birds, which consume more toxins in
nectar when the nectar is dilute compared to when it is concentrated in order to maintain
their required energy intake [39]. This again suggests that the efficacy of a toxin, in terms of
increasing prey survival, will not necessarily correlate with how costly the toxin is to metabo-
lise by predators. Instead it will also likely be influenced by the state of the predator, something
which was also highlighted in a recent model investigating how prey nutrition and toxin dose
impact on predator foraging strategies ([38], see also [68]). It seems that there is likely to be a
complex interrelationship between predator state and how costly or beneficial a toxic prey
item is perceived to be, which in turn may determine the dynamics of mimicry systems in the
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wild. Whilst the presence of less toxic mimics in the environment is generally considered costly
to their more highly toxic co-mimic (compared to when they are the only toxic prey around),
by increasing the number of attacks by predators and decreasing their survival, we find that
this is only the case when the toxin is costly to metabolise. When the toxin is not costly, both
prey species benefit from increased survival when they are visual mimics, compared to when
they are the only toxic prey type in the environment. These alternative outcomes come about
as a result of the state-space in which the predator most often finds itself in the two different
scenarios: when toxins are costly predators will be using up more energy to detoxify and so
they will spend more time closer to starvation and in turn need to increase their prey intake;
but when toxins are not costly, predators are rarely close to starvation and so can decrease
their intake of toxic prey. This effect of predator state and detoxification costs, combined with
the use of different methodologies and predator species, could potentially explain some of the
variability found amongst empirical findings into the dynamics between unequally toxic co-
mimics, where in some cases they benefit mutually from reduced predation but in others the
relationship is a parasitic one [15-18].

Non-toxic alternative prey could benefit from reduced mortality, when in
the presence of toxic prey types, as a result of predation risks facing the
predator itself

Whilst it is often presumed that non-toxic prey in the same environment as toxic prey should
always be eaten when found (e.g. [14,51,69]), our model predicts that this is not necessarily the
case when the predator’s own predation risk is taken into account. In fact, if there is no signifi-
cant cost to predators of detoxification then we find that the presence of two visually distin-
guishable toxic prey species may be beneficial to non-toxic prey. This results from there being
an abundance of distinguishable prey in the environment, which means that there is no risk of
starvation and no risk of predators eating highly toxic prey in error. Consequently the predator
should adopt a ‘mass regulation strategy’, whereby it maintains a lower body mass in order to
increase its chances of escaping predatory attacks (e.g. [44,47]). However, this potential benefit
to non-toxic prey only occurs when the predator has a low toxin burden and high energy
reserves, and it disappears when the digestion of toxic prey carries a metabolic cost. This is
because predators now should adopt a strategy of avoiding toxic prey and only eating them at
low energy reserves: predators need to eat all non-toxic prey that they encounter to decrease
their risk of starvation. Overall, these predictions suggest that the metabolic cost associated
with digesting toxic prey will affect selection on alternative non-toxic prey in the environment,
as predators faced with more costly toxic prey shift their physiological optimum. Relatively few
predators are free from interspecific-predation sothis behaviour is likely to be ubiquitous.

Conclusions

Predator decision-making has a significant impact on the survival of both toxic and non-toxic
prey in the environment and so on the dynamics of mimetic relationships between unequally
toxic prey. In nature, aposematic prey will vary in their toxin content both within and between
species (e.g. [6,70,71]), and the risk of a predator being predated will also varies [45] so the
dynamics of mimetic relationships will be inconsistent across time and space In addition,
whilst we have investigated the effects of predation risk increasing with energetic reserves,
since this is both intuitive and has empirical support (e.g. [48,49,50]), any factors that limit
energy storage would have the same effect, such as the metabolic costs or carrying fat and/or
selective pressures associated with activities other than foraging [72]. Notably, in order for
such variables to be incorporated into our model and give realistic predictions we first need to
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learn more about the interrelationship between these variables and energetic reserves in natu-
ral predator-prey systems. It remains clear, however, that our results potentially have broader
implications for any tri-trophic foraging system where predators impact on foragers’ decisions
to include or reject toxic foods.

Supporting Information

S1 Appendix. Complete description of the model implementation.
(DOCX)

Acknowledgments

We thank an anonymous reviewer and Prof Daniel Osorio for helpful feedback on a previous
version of the manuscript. This work was supported by the European Research Council
(Advanced Grant 250209 to Alasdair Houston), a Natural Environment Research Council
Independent Research Fellowship (NE/L011921/1) awarded to A.D.H., a BBSRC-NERC proj-
ect grant (BB/G00188X/1) awarded to J.S., C.R. and G.D.R. and a faculty fellowship awarded
to C.G.H. (Medical Sciences, Newcastle University) with strategic support funding from the
Wellcome Trust.

Author Contributions
Conceptualization: CGH JS CR GR ADH.
Data curation: ADH.

Formal analysis: ADH CGH JS CR.
Funding acquisition: CR JS GR.
Investigation: ADH CR CGH JS.
Methodology: ADH.

Software: ADH.

Validation: ADH.

Visualization: ADH CGH JS CR.

Writing - original draft: CGH ADH.
Writing - review & editing: CGH ADH CRJS GR.

References
1. Cott HB. Adaptive coloration in animals. London: Methuen & Co Ltd. 1940.

2. Mappes J, Marples NM, Endler JA. The complex business of survival by aposematism. Trends in Evolu-
tionary Ecology. 2005; 20: 598-603.

3. Rowe C, Halpin CG. Why are warning displays multimodal? Behavioural Ecology and Sociobiology.
2013; 67: 1425-1439.

4. Poulton EB. The Colors of Animals: their meaning and use especially considered in the case of insects.
London: Tribner & Co Ltd. 1890.

5. Brower LP, Brower JVZ, Collins CT. Experimental studies of mimicry. VII. Relative palatability and Mul-
lerian mimicry among neotropical butterflies of the subfamily Heliconiinae. Zoologica. 1963; 48: 65-84.

6. Brower LP, Calvert WH. Foraging dynamics of bird predators on overwintering Monarch Butterflies in
Mexico. Evolution. 1985; 39: 852—-868.

PLOS ONE | DOI:10.1371/journal.pone.0169043 January 3, 2017 15/18


http://www.plosone.org/article/fetchSingleRepresentation.action?uri=info:doi/10.1371/journal.pone.0169043.s001

@° PLOS | ONE

Detoxification Costs and Mimicry

10.

11.

12

13.

14.

15.

16.

17.

18.

19.

20.

21.

22,

23.

24,

25.

26.

27.

28.

29.

30.
31.

32.

Skelhorn J, Rowe C. Predators’ toxin burdens influence their strategic decisions to eat toxic prey. Cur-
rent Biology. 2007; 17: 1479-1483. doi: 10.1016/j.cub.2007.07.064 PMID: 17716896

Skelhorn J, Rowe C. Birds learn to use distastefulness as a signal of toxicity. Proceedings of the Royal
Society B. 2010; 277: 1729—-1734. doi: 10.1098/rspb.2009.2092 PMID: 20129989

Lindstréom L, Alatalo RV, Lyytinen A, Mappes J. Strong antiapostatic selection against novel rare apose-
matic prey. P Natl Acad Sci USA. 2001; 98: 9181-9184.

Speed MP, Alderson NJ, Hardman C, Ruxton GD. Testing Mullerian mimicry: an experiment with wild
birds. Proceedings of the Royal Society of London B. 2000; 267: 725-731.

Mdiller F. ltuna and Thyridia; a remarkable case of mimicry in butterflies. Trans Ent Soc Lond. 1879; xx—
XXiX.

Ruxton GD, Sherratt TN, Speed MP. Avoiding Attack. The Evolutionary Ecology of Crypsis, Warning
Signals & Mimicry. New York: Oxford University Press Inc. 2004.

Speed M. Batesian, quasi-Batesian or Mullerian mimicry? Theory and data in mimicry research. Evolu-
tionary Ecology. 1999; 13: 755-776.

Speed M. Muellerian mimicry and the psychology of predation. Animal Behaviour. 1993; 45: 571-580.

Halpin CG, Skelhorn J, Rowe C. The relationship between sympatric defended species depends upon
predators’ discriminatory behaviour. PLoS One. 2012; 7: e44895. doi: 10.1371/journal.pone.0044895
PMID: 22970323

Rowland HM, Ihalainen E, Lindstrém L, Mappes J, Speed MP. Co-mimics have a mutualistic relation-
ship despite unequal defences. Nature. 2007; 448: 64—67. doi: 10.1038/nature05899 PMID: 17611539

Rowland HM, Mappes J, Ruxton GD, Speed MP. Mimicry between unequally defended prey can be par-
asitic: evidence for quasi-batesian mimicry. Ecol Lett. 2010; 13: 1494—-1502. doi: 10.1111/].1461-0248.
2010.01539.x PMID: 20955507

Speed MP. Can receiver psychology explain the evolution of aposematism? Animal Behaviour. 2001;
61:205-216. doi: 10.1006/anbe.2000.1558 PMID: 11170710

Halpin CG, Skelhorn J, Rowe C. Predators’ decisions to eat defended prey depend on the size of unde-
fended prey. Animal Behaviour. 2013; 85: 1315—1321. doi: 10.1016/j.anbehav.2013.03.021 PMID:
23814280

Kokko H, Mappes J, Lindstrém L. Alternative prey can change model-mimic dynamics between parasit-
ism and mutualism. Ecol Lett. 2003; 6: 1068—1076.

Lindstrém L, Alatalo RV, Lyytinen A, Mappes J. The effect of alternative prey on the dynamics of imper-
fect Batesian and Mullerian mimicries. Evolution. 2004; 58: 1294—1302. PMID: 15266978

Sherratt TN. State-dependent risk-taking by predators in systems with defended prey. Oikos. 2003;
103: 93-100.

Barnett CA, Bateson M, Rowe C. State-dependent decision making: educated predators strategically
trade off the costs and benefits of consuming aposematic prey. Behavioral Ecology. 2007; 18: 645—
651.

Barnett CA, Skelhorn J, Bateson M, Rowe C. Educated predators make strategic decisions to eat
defended prey according to their toxin content. Behavioral Ecology. 2012; 23: 418-424.

Skelhorn J, Rowe C. Avian predators taste-reject aposematic prey on the basis of their chemical
defence. Biology Letters. 2006; 2: 348—350. doi: 10.1098/rsbl.2006.0483 PMID: 17148400

Casewell NR, Wister W, Vonk FJ, Harrison RA, Fry BG. Complex cocktails: the evolutionary novelty of
venoms. Trends in Evolutionary Ecology. 2013; 28: 219-229.

Whitman DW, Blum MS, Alsop DW. Allomones: chemicals for defense. In: Evans DL, Schmidt JO, edi-
tors. Insect Defenses: adaptive mechanisms and strategies of prey and predators. Albany: State Uni-
versity of New York Press. 1990. pp. 289-351.

Bowers MD. The evolution of unpalatability and the cost of chemical defense in insects. In: Roitberg
BD, Isman MB, editors. Insect Chemical Ecology: An Evolutionary Approach: Chapman & Hall.
1992. pp. 216-244.

Bezzerides AL, McGraw KJ, Parker RS, Husseini J. Elytra color as a signal of chemical defense in the
Asian ladybird beetle Harmonia axyridis. Behavioural Ecology and Sociobiology. 2007; 61: 1401—1408.

Blum MS. Chemical defenses of arthropods. New York: Academic Press. 1981.

Pinheiro CEG. Palatability and escaping ability in Neotropical butterflies: tests with wild kingbirds (Tyr-
annus melancholicus, Tyrannidae). Biological Journal of the Linnean Society. 1996; 59: 351-356.

Holloway GJ, de Jong PW, Brakefield PM, de Vos H. Chemical defence in ladybird beetles (Coccinelli-
dae). | Distribution of coccinelline and individual variation in defence in 7-spot ladybirds (Coccinella
septempunctata). Chemoecology. 1991; 2: 7-14.

PLOS ONE | DOI:10.1371/journal.pone.0169043 January 3, 2017 16/18


http://dx.doi.org/10.1016/j.cub.2007.07.064
http://www.ncbi.nlm.nih.gov/pubmed/17716896
http://dx.doi.org/10.1098/rspb.2009.2092
http://www.ncbi.nlm.nih.gov/pubmed/20129989
http://dx.doi.org/10.1371/journal.pone.0044895
http://www.ncbi.nlm.nih.gov/pubmed/22970323
http://dx.doi.org/10.1038/nature05899
http://www.ncbi.nlm.nih.gov/pubmed/17611539
http://dx.doi.org/10.1111/j.1461-0248.2010.01539.x
http://dx.doi.org/10.1111/j.1461-0248.2010.01539.x
http://www.ncbi.nlm.nih.gov/pubmed/20955507
http://dx.doi.org/10.1006/anbe.2000.1558
http://www.ncbi.nlm.nih.gov/pubmed/11170710
http://dx.doi.org/10.1016/j.anbehav.2013.03.021
http://www.ncbi.nlm.nih.gov/pubmed/23814280
http://www.ncbi.nlm.nih.gov/pubmed/15266978
http://dx.doi.org/10.1098/rsbl.2006.0483
http://www.ncbi.nlm.nih.gov/pubmed/17148400

@° PLOS | ONE

Detoxification Costs and Mimicry

33.

34.

35.

36.

37.

38.

39.

40.

41.

42,

43.

44,

45.

46.

47.

48.

49.

50.

51.

52,

53.

54.

55.

56.

57.

58.

59.

Vogler AP, Kelley KC. Covariation of defensive traits in tiger beetles (genus Cicindela): a phylogenetic
approach using mtDNA. Evolution. 1998; 1: 529-538.

Marples NM, Brakefield PM, Cowie RJ. Differences between the 7-spot and 2-spot ladybird beetles
(Coccinellidae) in their toxic effects on a bird predator. Ecol Entomol. 1989; 14: 79-84.

Price PW, Bouton CE, Gross P, McPheron BA, Thompson JN, Weis AE. Interactions among three tro-
phic levels: influence of plants on interactions between insect herbivores and natural enemies. Ann Rev
Ecol Syst. 1980; 11: 41-65.

Endler JA, Mappes J. Predator mixes and the conspicuousness of aposematic signals. The American
Naturalist. 2004; 163: 532-547. doi: 10.1086/382662 PMID: 15122501

Glendinning JI, Brower LP, Montgomery CA. Responses of three mouse species to deterrent chemicals
in the monarch butterfly. |. Taste and toxicity tests using artificial diets laced with digitoxin or monocrota-
line. Chemoecology. 1990; 1: 114-123.

Speed MP, Ruxton GD. Ecological pharmacodynamics: prey toxin evolution depends on the physiologi-
cal characteristics of predators. Animal Behaviour. 2014; 98: 53-67.

Lerch-Henning S, Nicolson SW. Bird pollinators differ in their tolerance of a nectar alkaloid. J Avian Biol.
2013; 44:408—416.

Lerch-Henning S, Nicolson SW. Effects of nicotine on the digestive performance of nectar-feeding birds
reflect their relative tolerance to this alkaloid. Comp Biochem Physiol A: Mol Integr Physiol. 2015; 190:
47-53.

McNamara JM, Houston Al. Starvation and predation as factors limiting population size. Ecology. 1987;
68: 1515-1519.

Duriez O, Fritz H, Binet F, Tremblay Y, Ferrand Y. Individual activity rates in wintering Eurasian wood-
cocks: starvation versus predation risk trade-off? Animal Behaviour. 2005; 69: 39—49.

Macleod R, Clark J, Cresswell W. The starvation—predation risk trade-off, body mass and population
status in the Common Starling Sturnus vulgaris. Ibis. 2008; 150: 199-208.

McNamara JM, Houston Al. The value of fat reserves and the tradeoff between starvation and preda-
tion. Acta Biotheor. 1990; 38: 37—61. PMID: 2109917

Lima SL, Dill LM. Behavioral decisions made under the risk of predation: a review and prospectus. Can
Journal of Zoology. 1990; 68: 619-640.

Cuthill IC, Houston Al. Managing time and energy. In: Krebs JR, Davies BN, editors. Behavioural Ecol-
ogy, fourth edition. Oxford: Blackwell. 1997. pp. 97-120.

Lima SL. Predation risk and unpredictable feeding conditions: determinants of body mass in birds. Ecol-
ogy. 1986; 67: 377-385.

Macleod R, Barnett P, Clark JA, Cresswell W. Body mass change strategies in blackbirds Turdus mer-
ula: the starvation—predation risk trade-off. Journal of Animal Ecology. 2005; 74: 292—-302.

Witter MS, Cuthill IC, Bonser RH. Experimental investigations of mass-dependant predation risk in the
European starling, Sturnus vulgaris. Animal Behaviour. 1994; 48:201-222.

Kullberg C, Fransson T, Jakobsson S. Impaired predator evasion in fat blackcaps (Sylvia atricapilla).
Proceedings of the Royal Society B. 1996; 263: 1671-1675.

Sherratt TN, Speed MP, Ruxton GD. Natural selection on unpalatable species imposed by state-depen-
dent foraging behaviour. Journal of Theoretical Biology. 2004; 228: 217-226. doi: 10.1016/}.jtbi.2003.
12.009 PMID: 15094016

Paradise CJ, Stamp NE. Episodes of unpalatable prey reduce consumption and growth of juvenile pray-
ing mantids. J Insect Behav. 1993; 6: 155-166.

Gentle LK, Gosler AG. Fat reserves and perceived predation risk in the great tit, Parus major. Proceed-
ings of the Royal Society B. 2001; 268: 487—491. doi: 10.1098/rspb.2000.1405 PMID: 11296860

Pravosudov VV, Grubb TC. Energy management in passerine birds during the nonbreeding season.
Curr Ornithol. 1997; 14: 189-234.

Lilliendahl K. The effect of predator presence on body mass in captive greenfinches. Animal Behaviour.
1997; 53: 75-81.

Roush RT, Hoy MA. Relative Toxicity of Permethrin to a Predator, Metaseiulus occidentalis, and lts
Prey, Tetranychus urticae. Env Entomol. 1978; 7: 287-288.

Turner JT, Tester PA. Toxic marine phytoplankton, zooplankton grazers, and pelagic food webs. Limnol
Oceanogr. 1997; 5: 1203-1214.

Beckerman AP, Uriarte M, Schmitz OJ. Experimental evidence for a behavior-mediated trophic cascade
in a terrestrial food chain. Proceedings of the National Academy of Sciences. 1997; 94: 10735—-10738.

Turner JRG, Speed MP. How weird can mimicry get? Evolutionary Ecology. 2001; 13: 807-827.

PLOS ONE | DOI:10.1371/journal.pone.0169043 January 3, 2017 17/18


http://dx.doi.org/10.1086/382662
http://www.ncbi.nlm.nih.gov/pubmed/15122501
http://www.ncbi.nlm.nih.gov/pubmed/2109917
http://dx.doi.org/10.1016/j.jtbi.2003.12.009
http://dx.doi.org/10.1016/j.jtbi.2003.12.009
http://www.ncbi.nlm.nih.gov/pubmed/15094016
http://dx.doi.org/10.1098/rspb.2000.1405
http://www.ncbi.nlm.nih.gov/pubmed/11296860

@° PLOS | ONE

Detoxification Costs and Mimicry

60.

61.

62.

63.

64.

65.

66.

67.

68.
69.

70.

71.

72.

Oudman T, Hin V, Dekinga A, van Gils JA. he effect of digestive capacity on the intake rate of toxic and
non-toxic prey in an ecological context. PLoS One. 2015; 10: e0136144. doi: 10.1371/journal.pone.
0136144 PMID: 26287951

Marsh KJ, Wallis IR, Foley WJ. Detoxification rates constrain feeding in common brushtail possums
(Trichosurus vuipecula). Ecology. 2005; 86: 2946—-2954.

Higginson AD, Delf J, Ruxton GD, Speed MP. Growth and reproductive costs of larval defence in the
aposematic lepidopteran Pieris brassicae. Journal of Animal Ecology. 2011; 80: 384-392. doi: 10.
1111/j.1365-2656.2010.01786.x PMID: 21155771

Nur U. Evolutionary Rates of Models and Mimics in Batesian Mimicry. The American Naturalist. 1970;
104: 477-486.

Mallet J, Joron M. Evolution of Diversity in Warning Color and Mimicry: Polymorphisms, Shifting Bal-
ance, and Speciation. Ann Rev Ecol System. 1999; 30: 201-233.

Mallet J. Causes and Consequences of a Lack of Coevolution in Mdllerian mimicry. Evolutionary Ecol-
ogy. 1999; 13: 777-806.

Gosler AG, Greenwood JJ, Perrins C. Predation risk and the cost of being fat. Nature. 1995; 377: 621—
623.

Carle T, Rowe C. Avian predators change their foraging strategy on defended prey when undefended
prey are hide to find. Animal Behaviour. 2014; 93: 97-103.

Skelhorn J, Halpin CG, Rowe C. Learning about aposematic prey. Behav Ecol. 2016; 27: 955-964.
Speed MP, Turner JR. Learning and memory in mimicry: Il. Do we understand the mimicry spectrum?
Biological Journal of the Linnean Society. 1999; 67: 281-312.

Cohen JA. Differences and similarities in cardenolide contents of queen and monarch butterflies in Flor-
ida and their ecological and evolutionary implications. Journal of Chemical Ecology. 1985; 11: 85—103.
doi: 10.1007/BF00987608 PMID: 24311101

de Jong PW, Holloway GJ, Brakefield PM, Vos H. Chemical defense in the ladybird beetles (Coccinelli-
dae). Il. Amount of reflex fluid, the alkaloid adalineand individual variation in defense in 2-spot ladybirds
(Adalia bipunctata). Chemoecology. 1991; 2: 15-19.

Houston Al, McNamara JM, Hutchinson JMC. General results concerning the trade-off between gaining
energy and avoiding predation. Philos Trans R Soc Lond B Biological Sciences. 1993; 341: 375-397.

PLOS ONE | DOI:10.1371/journal.pone.0169043 January 3, 2017 18/18


http://dx.doi.org/10.1371/journal.pone.0136144
http://dx.doi.org/10.1371/journal.pone.0136144
http://www.ncbi.nlm.nih.gov/pubmed/26287951
http://dx.doi.org/10.1111/j.1365-2656.2010.01786.x
http://dx.doi.org/10.1111/j.1365-2656.2010.01786.x
http://www.ncbi.nlm.nih.gov/pubmed/21155771
http://dx.doi.org/10.1007/BF00987608
http://www.ncbi.nlm.nih.gov/pubmed/24311101

