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 14 

15 

Summary 16 

Infectious disease dynamics depend on the speed, number and fitness of parasites transmitting from 17 

infected hosts (‘donors’) to parasite-naïve ‘recipients’. Donor heterogeneity likely affects these 18 

three parameters, and may arise from variation between donors in traits including: (i) infection load; 19 

(ii) resistance; (iii) stage of infection; and (iv) previous experience of transmission. We used the 20 

Trinidadian guppy, Poecilia reticulata, and a directly transmitted monogenean ectoparasite, 21 

Gyrodactylus turnbulli, to experimentally explore how these sources of donor heterogeneity affect 22 

the three transmission parameters. We exposed parasite-naïve recipients to donors (infected with a 23 

single parasite strain) differing in their infection traits, and found that donor infection traits had 24 

diverse and sometimes interactive effects on transmission. First, although transmission speed 25 

increased with donor infection load, the relationship was non-linear. Second, while the number of 26 

parasites transmitted generally increased with donor infection load, more resistant donors 27 
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transmitted more parasites, as did those with previous transmission experience. Finally, parasites 28 

transmitting from experienced donors exhibited lower population growth rates on recipients than 29 

those from inexperienced donors. Stage of infection had little effect on transmission parameters. 30 

These results suggest that a more holistic consideration of within-host processes will improve our 31 

understanding of between-host transmission and hence disease dynamics. 32 

 33 

Introduction 34 

 35 

Understanding how multiple within-host processes interact to determine variation in between-host 36 

parasite transmission remains a fundamental and largely outstanding challenge in epidemiology and 37 

disease ecology [1, 2]. Epidemics such as HIV/AIDS, gonorrhoea and SARS, in which a minority 38 

of ‘superspreading’ infected hosts (‘donors’) are responsible for the majority of transmission events, 39 

highlight the importance of such heterogeneity between donors [3-9]. In the context of host-to-host 40 

parasite transmission, variation in at least four ‘infection traits’ can contribute to donor 41 

heterogeneity: infection load, resistance, stage of infection, and previous experience of 42 

transmission. These components of donor heterogeneity have the potential to affect the speed at 43 

which transmission occurs (‘transmission speed’) [10-12], the number of parasites transmitting 44 

(‘transmission load’) [9, 12-16], and the fitness of transmitted parasites (defined here as the 45 

instantaneous population growth rate) [17], and thus the progression of epidemics. These infection 46 

traits are also fundamental for evolutionary dynamics, determining the strength of selection, the 47 

evolutionary response and thus the evolutionary trajectories of both host and parasite [18-20]. It is 48 

therefore important to investigate how the potentially interactive effects of donor infection traits, 49 

driven by within-host processes, contribute to variation in these between-host transmission 50 

parameters [1, 2]. 51 

 52 



While still poorly understood, variation in infection load is the best-studied and most intuitive 53 

source of donor heterogeneity [1]. In order to quantify infection load, some studies use an 54 

instantaneous measure (e.g. [10, 17]), whereas others use the area under the curve of infection load 55 

over the whole course of an individual’s infection (‘infection integral’ e.g. [11]). Although these 56 

two metrics may sometimes be highly correlated, we argue that for many disease systems, they 57 

describe different, potentially uncorrelated, aspects of within-host processes: donors with low 58 

instantaneous loads could go on to develop heavy loads, and vice-versa. We therefore here explore 59 

the contribution of both the donor’s instantaneous infection load (‘donor infection load’), and its 60 

infection integral (as a measure of resistance, following [21]) to variation in transmission 61 

parameters. 62 

 63 

Both donor infection load and infection integral are often positively correlated with transmission 64 

speed [10-12], and load [12, 14-16], although the shapes and generality of these relationships 65 

remain unclear [1]. Intuitively, the more parasites a host has, the larger the number that can 66 

potentially transmit to a new host. However, in many systems this relationship may be more 67 

nuanced, for example because parasite dispersal rates may depend on individuals balancing the 68 

costs of density-dependent resource competition with the benefit of increased mating opportunities 69 

[22-24]. Similarly, donor infection integral (our measure of ‘resistance’) may often be positively 70 

correlated with transmission load, but can also be seen as a measure of a host’s quality from the 71 

parasite’s perspective. Parasites may be less likely to transmit from a less resistant host that 72 

provides the quantity or quality of resources necessary to sustain high parasite growth rates [23, 73 

25][Forbes et al., this issue], but such a relationship is likely only detectable while controlling for a 74 

donor’s instantaneous infection load. 75 

 76 

The fitness of transmitted parasites, defined here as the instantaneous population growth rate, may 77 

also be affected by the infection load or resistance of the previous host. For example, donors with 78 



heavy infection loads could be infected with and therefore transmit faster growing parasite strains 79 

[7, 12, 17], or they may transmit less fit parasites due to increased resource competition [26, 27]. 80 

Resistant donors may transmit slower growing parasites: those that were directly damaged by the 81 

host’s immune response [13], or parasite genotypes that have reduced fitness associated with the 82 

cost of avoiding damage from that immune response [17].  83 

 84 

Other, largely neglected, sources of donor heterogeneity may contribute to the variation in 85 

transmission parameters. One such is the timing of the transmission event during the donor’s 86 

infection (e.g. early or late stage of infection) which, for many infections, encompasses variation in 87 

the strength of the donor’s immune response, infection load, symptoms and behaviour, as well as 88 

the demography of the infecting parasites [10, 13, 17, 28-31]. This potentially important source of 89 

donor heterogeneity remains poorly studied, but does appear to affect transmission: the time 90 

between trypanosome infection of donor bumblebees and transmission to the recipient affects 91 

parasite establishment success on the recipient [13]. Simiarly, entomopathogenic nematodes 92 

extracted from caterpillars early in infection are larger and better able to establish infection in new 93 

hosts than those extracted late in infection [27]. Additionally, experience of transmitting an 94 

infection (‘transmission experience’) may contribute to donor heterogeneity by changing the 95 

interaction between the donor and its parasites, and the behaviour of both organisms in ways that 96 

alter the speed, number, or fitness of the parasites transmitting during subsequent transmission 97 

events. The number of transmission events experienced by an individual will depend on the rate at 98 

which it contacts others, which is highly variable in natural populations [3, 5, 32-35]. Highly 99 

connected individuals, simply by virtue of these connections, may give rise to superspreading 100 

events that accelerate epidemics [4, 5, 7, 36]: superspreaders do not necessarily differ from the rest 101 

of the population in their infection characteristics [36] (although this is common [7]). Despite the 102 

obvious importance of these superspreaders, the present study is, to our knowledge, the first to 103 

quantify how multiple transmission parameters are affected by donor experience; previous studies 104 



using a ‘contact tracing’ approach have considered only binary outcomes (i.e. transmission or no 105 

transmission [5, 8, 35, 37]).  106 

 107 

Donor heterogeneity may thus result from variation in at least four related components: infection 108 

load, resistance, stage of infection, and donor experience. We used the guppy Poecilia reticulata-109 

Gyrodactylus turnbulli host-parasite system to experimentally explore how these four components 110 

affect transmission speed and load, and the subsequent fitness of transmitted parasites. This system 111 

has a number of features that make it ideal for studying transmission. First, ectoparasitic G. 112 

turnbulli feed and reproduce on host skin, and their abundance is easily monitored through time 113 

using non-destructive methods [30, 31]. Second, because the parasite can reproduce asexually, 114 

experimental strains can be founded by single individuals, meaning variation among experimentally 115 

infected donors in their infection traits, and the fitness of transmitted parasites, is unlikely caused by 116 

profound genetic differences between the parasites. Third, individual guppies differ markedly in 117 

their ability to limit the population size and growth rate of G. turnbulli [30, 38, 39]. Fourth, 118 

transmission events are experimentally tractable because individual parasites move between hosts 119 

during social contact [30, 40]. In this experiment we took advantage of these features to expose 120 

parasite-naïve recipients to donors (all infected with a single parasite strain) differing in their 121 

infection traits. Our results reveal that donor infection traits have important and, in some cases, 122 

interactive effects on parasite transmission. 123 

 124 

Materials and Methods 125 

 126 

General experimental design 127 

We experimentally explored how heterogeneity between donors in four infection traits (infection 128 

load, resistance, stage of infection and transmission experience) contributes to variation in three 129 

transmission parameters: transmission speed, transmission load, and transmitted parasites fitness 130 



(figure 1). The experiment was built around natural variation in donor resistance, which we 131 

quantified as the integral of infection load over the course of the infection (or the observation period 132 

if this was shorter). The infection integral thus captures in a single value both the duration and 133 

intensity of infection [21]. For donor infection load we used the number of parasites on the donor on 134 

the day of transmission, and both donor stage of infection and transmission experience were 135 

experimentally manipulated. We infected naïve donors, monitored their infection load through time, 136 

and exposed them to naïve recipients during the late stage of infection (single donors), or at both 137 

early and late stages of infection (double donors; figure 1). Thus, during the late stage of infection, 138 

double donors had previous experience of transmission whereas single donors did not; this 139 

comparison allowed us to test for an effect of transmission experience. We measured transmission 140 

speed as the number of days before transmission occurred, and transmission load as the number of 141 

parasites transmitting from donors to recipients. We estimated the fitness of the transmitted 142 

parasites by calculating the instantaneous growth rate of the parasite population on the recipient 143 

during the first 12 days of its infection. Instantaneous growth rate was calculated as 𝑟𝑟 =144 

ln𝑁𝑁𝐷𝐷𝐷𝐷𝐷𝐷 12−ln𝑁𝑁𝐷𝐷𝐷𝐷𝐷𝐷 1

12
, where N is the number of parasites on the recipient [31].  145 

 146 

Fish origin and maintenance 147 

The experimental fish were laboratory-bred, parasite naïve descendants of guppies collected from 148 

the Lower Aripo River, Trinidad in 2007, and maintained at the University of Exeter, UK. In 2012, 149 

approximately 1000 fish were used to found a population at Cardiff University, UK, where they 150 

were housed at 25°C±1°C, on a 14h Light:10h Dark schedule (overhead fluorescent lighting), and 151 

fed daily with live Daphnia sp. and flake food (Aquarian®). 152 

 153 

Donor infection and parasite screening 154 

On Day 0 of the experiment, 65 female guppies (mean standard length [mm]±SE: 17.5±0.4) were 155 

haphazardly selected and infected. The experimental G. turnbulli strain (Gt3) used was founded by 156 



a single parasite from an ornamental guppy in 1997, and has since been maintained on an inbred 157 

ornamental guppy stock (‘culture fish’). To infect experimental donors, culture fish were killed 158 

using an overdose of tricaine methanesulfonate (MS222; PHARMAQ UK, Ltd.). Donor fish were 159 

anesthetized with 0.02% MS222. Under a dissecting microscope, the tails of the culture and donor 160 

fish were placed in close proximity until two individual parasites, each pregnant with a mid-term 161 

embryo [31], had transmitted. Infected donor fish were revived, placed in individual 1 L tanks, and 162 

maintained under standard conditions (as above). Water in each tank was changed every other day. 163 

We monitored the infection trajectory of experimental donor and recipient fish by mildly 164 

anesthetizing each fish (0.02% MS222) and counting the number of G. turnbulli every other day 165 

throughout the course of infection (‘screening’). This method also exposed the parasites to MS222, 166 

but the frequency of exposure was standardised across fish for all experimental factors, and 167 

previous work indicates that such brief exposure to low doses of anaesthetic has negligible effects 168 

on Gyrodactylus spp. parasites ([41] and JC, unpublished data). 169 

 170 

Experimental procedure 171 

Building upon natural variation in resistance among the 65 experimental donors, we incorporated 172 

donor infection load at time of transmission, stage of infection and donor experience into the 173 

experimental design as follows. We divided the donors into two groups. One group transmitted 174 

parasites to recipients only at the ‘late’ stage of their infection, while the other group transmitted to 175 

recipients at both the ‘early’ and ‘late’ stages of their infection. Two time points were selected as 176 

representative of these infection stages: Day 5 and Day 12. On Day 5 in this system the parasite is 177 

established but infection loads tend to be low and relatively uniform, whereas by Day 12 infection 178 

loads are highly variable among hosts (e.g. [42]). For ‘double donors’ (n = 48), a naïve recipient 179 

fish was added to the tank on Day 5 and Day 12, whereas for ‘single donors’ (n = 17), a naïve 180 

recipient fish was added to the tank on Day 12 only (figure 1). At Day 5 (n = 48) and Day 12 (n = 181 

57; all donors minus double donors that had lost their infection by Day 12 [n=3], or were 182 



accidentally omitted [n=3]), naïve female recipients were size matched within 2 mm (recipient 183 

mean standard length [mm]±SE: 17.5±0.4) to the donor and placed in the donor holding tanks. We 184 

excluded data from four experimental pairs in which the recipient did not become infected (two 185 

pairs at Day 5, two at Day 12). Each pair of fish was screened for transmission every 24 hours, but 186 

because of the generation time of G. turnbulli (24-48 hours at 25°C; [31]), these data could not 187 

indicate the number of parasites lost from the donor. Further, the data could not be used to 188 

discriminate between the number of parasites transmitting directly from the donor, and those born 189 

on the recipient within 24 hours of transmission. As variation in the population growth rate was not 190 

associated with the number of parasites transmitting or donor stage of infection (as described in the 191 

results section), however, we consider this uncertainty to affect all experimental pairs equally. 192 

When transmission occurred, the recipient was isolated, its experimental time set to Day 1, and it 193 

was screened every other day up to Day 30.  194 

 195 

Data Analysis 196 

All statistical analyses were conducted in R (3.0.2; [43]), and we provide the data, script and output 197 

of the analyses in electronic supplements S1 & S2. During data exploration, the highest correlation 198 

coefficient we found between our continuous dependent variables was r = 0.35 (for donor integral 199 

and donor infection load), and we therefore include all of these in our starting models. Although 200 

donors had significantly higher infection loads in late than early infection (mean difference = 14.29; 201 

t59.1 = 4.26; p < 0.001), we included both stage of infection and infection load in the starting models 202 

to test whether there were any effects of stage of infection on our response variables that could not 203 

be explained by infection load alone. There was no difference in infection load between 204 

experienced and inexperienced donors at day 12 (t44.34 = -0.77; p = 0.44). 205 

 206 

We used transmission speed (number of days until transmission occurred), transmission load (the 207 

number of parasites transmitting from the donor to recipient), and fitness of the transmitted 208 



parasites (instantaneous population growth rate over the first 12 days of the recipient’s infection) as 209 

response variables in models with the four components of donor heterogeneity as explanatory 210 

variables. Transformation of the explanatory variables, the error family and link function were 211 

chosen to optimise the fit of each model independently (see table 1). For donor load, resistance and 212 

stage of infection, we used the data from all transmission events (labelled A in figure 1), and ran 213 

either general or generalised linear mixed models (GLMM, depending on error family and link 214 

function; in the lme4 [44] and glmmADMB packages [45]) with donor identity as a random effect 215 

to account for non-independence of early and late transmissions by double donors. To test for the 216 

effects of donor experience (controlling for both donor load and resistance) on each transmission 217 

parameter we ran either general or generalised linear models (GLM, again depending on error 218 

structure, using R [43] and the MASS package [46]) using only data from transmission events from 219 

donors late in infection (labelled B in figure 1). 220 

 221 

All six starting models (using either all data or only data from late infection transmission events, 222 

and one for each transmission parameter [speed, load, transmitted parasite fitness]) contained donor 223 

infection load at time of transmission and donor resistance (the infection load integral) as 224 

continuous fixed effects. Because fish size is often identified as an important determinant of 225 

infection dynamics in this system [42, 47], and the size difference between fish often affects how 226 

they interact [48, 49], we additionally included the standard length of the recipient, and the size 227 

difference between the donor and recipient as continuous fixed effects in all models. All analyses 228 

began with a full model with two-way interactions between fixed effects. The full models were 229 

reduced using backward stepwise deletion of non-significant terms to minimise Akaike’s 230 

Information Criterion (AIC), following the drop1 function in the lme4 package [44].  231 

 232 

Results 233 



Our results reveal that donor heterogeneity has strong effects on the three transmission parameters: 234 

transmission speed, load and transmitted parasite fitness. The more heavily infected a donor on the 235 

day of recipient exposure (donor load), the faster transmission occurred, but the relationship was 236 

non-linear (models 1 [all data] and 4 [late infection transmission events only] in table 1; figure 2). 237 

We confirmed that this result is not simply a sampling artefact associated with the Poisson 238 

distributions of the predictor and response variables (further analyses described in S1). The data 239 

additionally suggest a ‘transmission threshold’ of ca. 40 parasites; transmission took longer than 240 

one day in 12.5% of trials above this donor infection load threshold, compared to 55.7% of trials 241 

below this threshold (figure 2).  242 

 243 

The number of parasites transmitting depended principally on the donor’s infection load at 244 

transmission, but this effect varied with donor resistance (models 2 and 5 in table 1; figure 3). 245 

While more resistant donors transmitted more parasites with increasing infection loads, less 246 

resistant donors (those with high infection integrals) tended to transmit relatively few parasites, 247 

regardless of their loads at the time of transmission. We also found weak evidence that donors 248 

transmitted more parasites at the later stage of infection (model 2 in table 1). 249 

 250 

Among late-stage transmission to recipients added at Day 12, donors with transmission experience 251 

transmitted more parasites than those without experience (model 5 in table 1; figure 4a). Although 252 

this result is only marginally significant (p = 0.03), the effect size is substantial: in the raw data, 253 

experienced donors transmitted on average 3.1 parasites more than inexperienced donors. Donor 254 

experience is also the only variable that explains a significant amount of variation in the fitness of 255 

the transmitted parasites (models 3 and 6 in table 1). Parasites transmitted by experienced donors 256 

were significantly less fit (showed slower population growth over the first 12 days on the recipient) 257 

than those transmitting from inexperienced donors (model 6 in table 1; figure 4b). This effect was 258 

dramatic: parasite populations transmitted by experienced donors were equally likely to increase or 259 



decrease in size, but those from inexperienced donors almost exclusively increased over the first 12 260 

days on the recipient (figure 4b). We found no evidence that the size of the recipient, or the 261 

difference between donor and recipient size affected any of our transmission parameters (all p > 262 

0.05). 263 

 264 

Discussion  265 

Our results reveal that donor heterogeneity arising from variation in infection load, resistance, stage 266 

of infection, and transmission experience, affect transmission speed, transmission load and the 267 

fitness of transmitted parasites in complex ways. Heavily infected donors transmitted infection 268 

more quickly, but the relationship was not linear (figure 2). The donor’s instantaneous infection 269 

load also predicted the number of parasites transmitting (‘transmission load’), but this relationship 270 

was more nuanced than commonly assumed: the least resistant donors (those with the highest 271 

infection integrals) transmitted fewer parasites, and their transmission loads increased little with 272 

infection load (figure 3). This result suggests that the widely held assumption that infection load and 273 

transmission load are positively correlated may actually depend on donors’ ability to limit parasite 274 

population growth. Additionally, we found that donors with transmission experience transmitted 275 

more parasites, but that the parasites transmitted by such hosts were less fit on the recipient (figure 276 

4). We discuss the potential mechanisms and implications of these three results in turn. 277 

 278 

Transmission speed increased with donor infection load, but the relationship was not linear. This 279 

nonlinearity indicates that the increase in infectiousness was not simply a result of there being more 280 

parasites and thus a higher probability of some transmitting. Instead, it appears that the host-parasite 281 

interaction changes, encouraging parasites to transmit, once a certain infection load is reached. In 282 

our data, there appeared to be a threshold of ca. 40 parasites, above which transmission rarely took 283 

longer than one day. Hendrichsen et al [50] found a similar pattern among Atlantic salmon infected 284 

with G. salaris. The existence of a threshold infection load above which transmission is rapid may 285 



therefore be a pattern common to this genus, and suggests that Gyrodactylus spp. transmission is 286 

density-dependent. 287 

 288 

The number of parasites transmitting increased with donor infection load, but our results suggest the 289 

relationship is more complex than commonly assumed [1][McCallum et al, this issue]. While 290 

empirical studies support the assumption that donor infection load and transmission load are 291 

positively correlated (e.g. [9, 12, 14-17]), it is becoming increasingly clear that factors other than 292 

donor infection load should be considered. For example, pathogen genotype [12, 17], co-infection 293 

[51], the donor’s stage of infection [13, 27], parasite age [15] and ecological interactions between 294 

parasites within a host [22, 24] are all known to affect the number of parasites transmitting. To this 295 

list we add the donor’s ability to limit parasite growth, i.e. resistance. In our data, for a given 296 

infection load, less resistant donors (i.e. those with high infection integrals) transmitted fewer 297 

parasites. The distributions of donor loads and integrals underlying this pattern show the over-298 

dispersion typical of host-parasite systems, with relatively few donors exhibiting high infection 299 

loads and integrals (figure 3). Given that the few heavily infected hosts in a population are 300 

commonly assumed to be the superspreaders, that the number of parasites these hosts transmit is 301 

affected by their infection integral is a key result: the sparseness of high load, high integral 302 

observations is expected, and should not lead to a downplaying of their fundamental importance. 303 

 304 

The importance of the infection integral over the full duration of a donor’s infection (up to 30 days) 305 

to the number of parasites transmitting relatively early in infection (mean day of infection on which 306 

transmission occurred = 10.7) suggests that the parasites are able to detect and respond to 307 

differences in resistance between fish before these are evident in differences in infection load. We 308 

found only weak support for donors later in infection transmitting more parasites, which perhaps 309 

indicates that these changes happen before Day 5. Potential mechanisms of resistance that could 310 

provide cues to the parasite include changes in the pH, chemical composition, or quantity of the 311 



mucous [52]. This result may therefore support the hypothesis that gyrodactylids leave hosts when 312 

conditions are, or are likely to become, unfavourable [30], i.e. transmission may be condition- as 313 

well as density-dependent. Corroboratively, donors with high infection integrals are those that are 314 

most profitable, and hence the parasites are less likely to leave such hosts [23, 25]. These fish may 315 

also have been unable to maintain social behaviours that promote transmission, and may have 316 

displayed sickness behaviours [33, 53] or released cues that elicited avoidance behaviours in 317 

recipients [54]. Such avoidance would reduce the number of parasites able to transmit, as has been 318 

demonstrated theoretically [34, 55] and empirically [56, 57].  319 

 320 

While it seems likely that heavily infected donors transmit more parasites because more parasites 321 

leave these hosts, as described in other systems [9, 12, 13, 51], we cannot rule out an alternative 322 

explanation. We were unable to quantify the number of parasites lost by the donor during 323 

transmission, so our results may reflect a difference in the quality of these parasites: donors with 324 

fewer parasites, or higher infection integrals, may release poorer quality parasites that are less likely 325 

to attach to the recipient, and that therefore go unrecorded. Data collected by Scott and Anderson 326 

[30] provide partial support for this idea, but further empirical work is needed to rigorously test this 327 

hypothesis. Our experiment therefore subsumes the effects of variation in exposure to parasites in 328 

our measure of transmission load, but we acknowledge that a recipient’s infection load after 329 

exposure to a given number of infectious particles is complex, and depends in part on its geno- and 330 

phenotype [58, 59]. More generally, considering exposure and susceptibility as separate aspects of 331 

disease transmission has been shown to improve the performance of transmission models [60]. 332 

 333 

We found that donors with transmission experience transmitted more parasites, but that once 334 

transmitted to the recipient, these parasites grew more slowly than those from donors without 335 

experience. Although we only tested the effect of a single previous transmission event, our result 336 

suggests that sequential transmission events may increase the number, but reduce the fitness of 337 



parasites transmitted by donors. The mechanisms driving the effects of donor experience on 338 

transmission load and transmitted parasite fitness are unclear. Behaviour may be important: 339 

variation in donor behaviour as a result of infection can alter its likelihood of transmitting [33, 61]. 340 

In this system donors gain both therapeutic (i.e. a temporary reduction in infection load) and 341 

evolutionary benefits (i.e. increased relative fitness) from transmission, so donors may learn to 342 

modify their behaviour to increase transmission rates. Indeed, infected guppies often swim in close 343 

proximity to others and attempt to initiate body contact ([62], JFS personal observation). 344 

 345 

It is possible that changes in the host-parasite interaction resulted in donors with prior experience 346 

transmitting more, slower growing, parasites [31, 50]. The extra days with a companion during the 347 

experiment may have reduced the stress response of double donors relative to single donors [63], 348 

enabling them to mount a more effective immune response [64]. Although during post hoc tests we 349 

did not see an effect of the number of experimental days donors spent with recipients on either 350 

transmission parameter, a more effective immune response would result in a more hostile 351 

environment for the parasite, potentially explaining both why more parasites transmitted, and why 352 

parasites from double donors were less fit. Alternatively, in this issue Leggett et al [‘Fast killing..’] 353 

demonstrate that low host availability (such as in our single donor treatment) promotes high levels 354 

of within-host competition, favouring parasites that maximise host exploitation rather than 355 

transmission. Conversely, high host availability favours slower growing, more transmissible 356 

parasites [Leggett et al ‘Fast killing..’], which is the pattern we see in the double donor treatment. 357 

Such effects could act within or across parasite generations, and be due to parasite plasticity [65] or 358 

genetic effects [66] (though the latter may be less likely here, given the highly inbred parasite strain 359 

we used). 360 

 361 

In conclusion, our results indicate that heterogeneity in infection load, resistance and transmission 362 

make diverse and in some cases complex, interactive contributions to variation in the speed, number 363 



and fitness of parasites transmitting. We found little support for an effect of the donor’s stage of 364 

infection on transmission, suggesting that donor experience and infection load, which were both 365 

associated with stage of infection, explained most of the variation that would otherwise have been 366 

attributed to this factor. Our results support the common assumption that heavily infected donors 367 

contribute disproportionately to epidemics, but show that donor resistance and transmission 368 

experience can modulate this relationship substantially. Transmission load may be particularly 369 

important to the success of transmission in natural settings where transmission is risky for 370 

Gyrodactylus: about 60% of parasites leaving the donor fail to infect a recipient [30]. Although a 371 

single gyrodactylid parasite is sufficient to establish an infection, the more individuals that attempt 372 

to transmit, the higher the probability of one successfully establishing on a recipient host, similar to 373 

the ‘infective dose’ of single-celled pathogens [26, 58, 59]. Donor heterogeneity may continue to 374 

have an effect on epidemic progression even after successful establishment of the parasite on the 375 

recipient, however, as parasite fitness on the recipient depends on the previous host [27]. Parasite 376 

growth rate is often correlated with virulence (i.e. the damage inflicted on the host) [Leggett et al 377 

‘Growth rate…’], so this result implies that the host from whom an infection is acquired may affect 378 

the severity of the infection on the subsequent host. While the mechanisms behind these findings 379 

require elucidation, this study further validates recent calls for more holistic consideration of the 380 

effects of within-host processes on between-host transmission [McCallum et al, this issue][1, 2]. 381 

 382 

Acknowledgments 383 

The authors thank Darren Croft for providing the fish; Ryan Mohammed for technical assistance; 384 

and anonymous reviewers for comments that improved the manuscript. 385 

 386 

Ethics 387 

This work was conducted under UK Home Office license (PPL 30/2876) with approval by the 388 

Cardiff University Animal Ethics Committee. 389 



 390 

Data Accessibility 391 

The dataset supporting this article is provided as part of the Supplementary Material. 392 

 393 

Authors' Contributions 394 

JC and SEP designed the experiment; JC and JF collected the data; JFS and KAY conceived the 395 

study and with JJ analysed and interpreted the data; JFS wrote the manuscript with substantial input 396 

from KAY. All authors contributed to revisions, gave final approval for publication, and agreed to 397 

be accountable for all aspects of the work. 398 

 399 

Competing Interests 400 

We have no competing interests. 401 

 402 

Funding 403 

This work was funded by the Fisheries Society of the British Isles (FSBI; Ph.D. studentship to JFS), 404 

the Center for Adaptation to a Changing Environment (ACE; fellowship to JFS), and the Cardiff 405 

Undergraduate Research Opportunities Programme (CUROP; internship to JF). 406 

 407 

References 408 

 409 

[1] Handel, A. & Rohani, P. 2015 Crossing the scale from within-host infection dynamics to 410 

between-host transmission fitness: a discussion of current assumptions and knowledge. Philos. 411 

Trans. R. Soc. Lond., Ser. B: Biol. Sci. 370, 20140302. (doi:10.1098/rstb.2014.0302). 412 

[2] VanderWaal, K.L. & Ezenwa, V. 2016 Heterogeneity in pathogen transmission: mechanisms 413 

and methodology. Funct. Ecol. (doi:10.1111/1365-2435.12645). 414 

[3] Woolhouse, M.E., Dye, C., Etard, J.F., Smith, T., Charlwood, J.D., Garnett, G.P., Hagan, P., 415 

Hii, J.L., Ndhlovu, P.D., Quinnell, R.J., et al. 1997 Heterogeneities in the transmission of infectious 416 



agents: implications for the design of control programs. Proc. Natl. Acad. Sci. USA 94, 338-342. 417 

(doi:10.1073/pnas.94.1.338). 418 

[4] Galvani, A.P. & May, R.M. 2005 Epidemiology: dimensions of superspreading. Nature 438, 419 

293-295. (doi:10.1038/438293a). 420 

[5] Lloyd-Smith, J.O., Schreiber, S.J., Kopp, P.E. & Getz, W.M. 2005 Superspreading and the 421 

effect of individual variation on disease emergence. Nature 438, 355-359. 422 

(doi:10.1038/nature04153). 423 

[6] Lloyd-Smith, J.O., Schreiber, S.J. & Getz, W.M. 2006 Moving beyond averages: Individual-424 

level variation in disease transmission. In Contemporary Mathematics (pp. 235-258). 425 

[7] Stein, R.A. 2011 Super-spreaders in infectious diseases. Int. J. Infect. Dis. 15, e510-e513. 426 

(doi:10.1016/j.ijid.2010.06.020). 427 

[8] Paull, S.H., Song, S., McClure, K.M., Sackett, L.C., Kilpatrick, A.M. & Johnson, P.T.J. 2012 428 

From superspreaders to disease hotspots: linking transmission across hosts and space. Front. Ecol. 429 

Environ. 10, 75-82. (doi:10.1890/110111). 430 

[9] Matthews, L., Low, J.C., Gally, D.L., Pearce, M.C., Mellor, D.J., Heesterbeek, J.A.P., Chase-431 

Topping, M., Naylor, S.W., Shaw, D.J., Reid, et al. 2006 Heterogeneous shedding of Escherichia 432 

coli O157 in cattle and its implications for control. Proc. Natl. Acad. Sci. USA 103, 547-552. 433 

(doi:10.1073/pnas.0503776103). 434 

[10] Aiello, C.M., Nussear, K.E., Esque, T.C., Emblidge, P.G., Sah, P., Bansal, S. & Hudson, P.J. 435 

2016 Host contact and shedding patterns clarify variation in pathogen exposure and transmission in 436 

threatened tortoise Gopherus agassizii: implications for disease modelling and management. J. 437 

Anim. Ecol. 85, 829-842. (doi:10.1111/1365-2656.12511). 438 

[11] Handel, A., Akin, V., Pilyugin, S.S., Zarnitsyna, V. & Antia, R. 2014 How sticky should a 439 

virus be? The impact of virus binding and release on transmission fitness using influenza as an 440 

example. J. R. Soc. Lond. Interface 11, 20131083. (doi:10.1098/rsif.2013.1083). 441 



[12] Cobbold, R.N., Hancock, D.D., Rice, D.H., Berg, J., Stillborn, R., Hovde, C.J. & Besser, T.J. 442 

2007 Rectoanal junction colonization of feedlot cattle by Escherichia coli O157:H7 and its 443 

association with supershedders and excretion dynamics. Appl. Environ. Microbiol. 73, 1563-1568. 444 

(doi:10.1128/AEM.01742-06). 445 

[13] Schmid-Hempel, P., Puhr, K., Krüger, N., Reber, C. & Schmid-Hempel, R. 1999 Dynamic and 446 

genetic consequences of variation in horizontal transmission for a microparasitic infection. 447 

Evolution 53, 426-434. (doi:10.2307/2640779). 448 

[14] Anderson, R.M., Whitfield, P.J. & Dobson, A.P. 1978 Experimental studies of infection 449 

dynamics: infection of the definitive host by the cercariae of Transversotrema patialense. 450 

Parasitology 77, 189-200. (doi:10.1017/S0031182000049386). 451 

[15] Keymer, A.E. & Anderson, R.M. 1979 The dynamics of infection of Tribolium confusum by 452 

Hymenolepis diminuta: the influence of infective-stage density and spatial distribution. 453 

Parasitology 79, 195-207. (doi:10.1017/S0031182000053282). 454 

[16] Karvonen, A., Paukku, S., Valtonen, E.T. & Hudson, P.J. 2003 Transmission, infectivity and 455 

survival of Diplostomum spathaceum cercariae. Parasitology 127, 217-224. 456 

(doi:10.1017/S0031182003003561). 457 

[17] Fraser, C., Lythgoe, K., Leventhal, G.E., Shirreff, G., Hollingsworth, T.D., Alizon, S. & 458 

Bonhoeffer, S. 2014 Virulence and pathogenesis of HIV-1 infection: an evolutionary perspective. 459 

Science 343, 1243727. (doi:10.1126/science.1243727). 460 

[18] Boots, M., White, A., Best, A. & Bowers, R. 2012 The importance of who infects whom: the 461 

evolution of diversity in host resistance to infectious disease. Ecol. Lett. 15, 1104-1111. 462 

(doi:10.1111/j.1461-0248.2012.01832.x). 463 

[19] Lion, S. & Boots, M. 2010 Are parasites "prudent" in space? Ecol. Lett. 13, 1245-1255. 464 

(doi:10.1111/j.1461-0248.2010.01516.x). 465 



[20] Duffy, M.A., Housley Ochs, J., Penczykowski, R.M., Civitello, D.J., Klausmeier, C.A. & Hall, 466 

S.R. 2012 Ecological context influences epidemic size and parasite-driven evolution. Science 335, 467 

1636-1638. (doi:10.1126/science.1215429). 468 

[21] Adelman, J.S., Kirkpatrick, L., Grodio, J.L. & Hawley, D.M. 2013 House finch populations 469 

differ in early inflammatory signaling and pathogen tolerance at the peak of Mycoplasma 470 

gallisepticum infection. Am. Nat. 181, 674-689. (doi:10.1086/670024). 471 

[22] Stephenson, J.F. 2012 The chemical cues of male sea lice Lepeophtheirus salmonis encourage 472 

others to move between host Atlantic salmon Salmo salar. J. Fish Biol. 81, 1118-1123. 473 

(doi:10.1111/j.1095-8649.2012.03347.x). 474 

[23] Skelton, J., Creed, R.P. & Brown, B.L. 2015 A symbiont's dispersal strategy: condition-475 

dependent dispersal underlies predictable variation in direct transmission among hosts. Proc. R. 476 

Soc. Lond., Ser. B: Biol. Sci. 282, 20152081. (doi:10.1098/rspb.2015.2081). 477 

[24] Connors, B.M., Lagasse, C. & Dill, L.M. 2011 What's love got to do with it? Ontogenetic 478 

changes in drivers of dispersal in a marine ectoparasite. Behav. Ecol. 22, 588-593. 479 

(doi:10.1093/beheco/arr024). 480 

[25] Seppälä, O., Liljeroos, K., Karvonen, A. & Jokela, J. 2008 Host condition as a constraint for 481 

parasite reproduction. Oikos 117, 749-753. (doi:10.1111/j.0030-1299.2008.16396.x). 482 

[26] Schmid-Hempel, P. 2011 Evolutionary Parasitology, Oxford University Press; 536 p. 483 

[27] Therese, M.O. & Bashey, F. 2012 Natal-host environmental effects on juvenile size, 484 

transmission success, and operational sex ratio in the entomopathogenic nematode, Steinernema 485 

carpocapsae. J. Parasitol. 98, 1095-1100. (doi:10.1645/GE-3069.1). 486 

[28] Charleston, B., Bankowski, B.M., Gubbins, S., Chase-Topping, M., Schley, D., Howey, R., 487 

Barnett, P.V., Gibson, D., Juleff, N.D. & Woolhouse, M.E. 2011 Relationship between clinical 488 

signs and transmission of an infectious disease and the implications for control. Science 332, 726-489 

729. (doi:10.1126/science.1199884). 490 



[29] Chase-Topping, M., Gally, D., Low, C., Matthews, L. & Woolhouse, M.E. 2008 Super-491 

shedding and the link between human infection and livestock carriage of Escherichia coli O157. 492 

Nat. Rev. Microbiol. 6, 904-912. (doi:10.1038/nrmicro2029). 493 

[30] Scott, M.E. & Anderson, R.M. 1984 The population dynamics of Gyrodactylus bullatarudis 494 

(Monogenea) within laboratory populations of the fish host Poecilia reticulata. Parasitology 89, 495 

159-194. (doi:10.1017/S0031182000001207). 496 

[31] Bakke, T.A., Cable, J. & Harris, P.D. 2007 The biology of gyrodactylid monogeneans: the 497 

"Russian-doll killers". Adv. Parasitol. 64, 161-460. (doi:10.1016/S0065-308X(06)64003-7). 498 

[32] May, R.M. & Anderson, R.M. 1987 Transmission dynamics of HIV infection. Nature 326, 499 

137-142. (doi:10.1038/326137a0). 500 

[33] Lloyd-Smith, J.O., Getz, W.M. & Westerhoff, H.V. 2004 Frequency-dependent incidence in 501 

models of sexually transmitted diseases: portrayal of pair-based transmission and effects of illness 502 

on contact behaviour. Proc. R. Soc. Lond., Ser. B: Biol. Sci. 271, 625-634. 503 

(doi:10.1098/rspb.2003.2632). 504 

[34] Bansal, S., Grenfell, B.T. & Meyers, L.A. 2007 When individual behaviour matters: 505 

homogeneous and network models in epidemiology. J. R. Soc. Lond. Interface 4, 879-891. 506 

(doi:10.1098/rsif.2007.1100). 507 

[35] Clay, C.A., Lehmer, E.M., Previtali, A., St. Jeor, S. & Dearing, M.D. 2009 Contact 508 

heterogeneity in deer mice: implications for Sin Nombre virus transmission. Proc. R. Soc. Lond., 509 

Ser. B: Biol. Sci. 276, 1305-1312. (doi:10.1098/rspb.2008.1693). 510 

[36] Small, M., Tse, C.K. & Walker, D.M. 2006 Super-spreaders and the rate of transmission of the 511 

SARS virus. Physica D 215, 146-158. (doi:10.1016/j.physd.2006.01.021). 512 

[37] Eames, K.T.D. & Keeling, M.J. 2002 Modeling dynamic and network heterogeneities in the 513 

spread of sexually transmitted diseases. Proc. Natl. Acad. Sci. USA 99, 13330-13335. 514 

(doi:10.1073/pnas.202244299). 515 



[38] Madhavi, R. & Anderson, R.M. 1985 Variability in the susceptibility of the fish host, Poecilia 516 

reticulata, to infection with Gyrodactylus bullatarudis (Monogenea). Parasitology 91, 531-544. 517 

(doi:10.1017/S0031182000062776). 518 

[39] Stephenson, J.F., van Oosterhout, C. & Cable, J. 2015 Pace of life, predators and parasites: 519 

predator-induced life history evolution in Trinidadian guppies predicts decrease in parasite 520 

tolerance. Biol. Lett. 11, 20150806. (doi:10.1098/rsbl.2015.0806). 521 

[40] Stephenson, J.F., van Oosterhout, C., Mohammed, R.S. & Cable, J. 2015 Parasites of 522 

Trinidadian guppies: evidence for sex- and age-specific trait-mediated indirect effects of predators. 523 

Ecology 96, 489-498. (doi:10.1890/14-0495.1). 524 

[41] Grano-Maldonado, M.I. & Palaiokostas, C. 2015 Does the anaesthetic influence behavioural 525 

transmission of the monogenean Gyrodactylus gasterostei Gläser, 1974 off the host? 526 

Helminthologia 52, 144-147. (doi:10.1515/helmin-2015-0026). 527 

[42] Cable, J. & van Oosterhout, C. 2007 The impact of parasites on the life history evolution of 528 

guppies (Poecilia reticulata): The effects of host size on parasite virulence. Int. J. Parasitol. 37, 529 

1449-1458. (doi:10.1016/j.ijpara.2007.04.013). 530 

[43] R Core Team. 2013 R: A Language and Environment for Statistical Computing.  (Vienna, 531 

Austria, R Foundation for Statistical Computing). 532 

[44] Bates, D., Maechler, M., Bolker, B. & Walker, S. 2015 lme4: Linear mixed-effects models 533 

using Eigen and S4. 534 

[45] Fournier, D.A., Skaug, H.J., Ancheta, J., Ianelli, J., Magnusson, A., Maunder, M., Nielsen, A. 535 

& Sibert, J. 2012 AD Model Builder: using automatic differentiation for statistical inference of 536 

highly parameterized complex nonlinear models". Optim. Methods Softw. 27, 233-249. 537 

(doi:10.1080/10556788.2011.597854). 538 

[46] Venables, W.N. & Ripley, B.D. 2002 Modern Applied Statistics with S. Fourth ed. New York, 539 

Springer. 540 



[47] Tadiri, C.P., Dargent, F. & Scott, M.E. 2012 Relative host body condition and food availability 541 

influence epidemic dynamics: a Poecilia reticulata-Gyrodactylus turnbulli host-parasite model. 542 

Parasitology 140, 343-351. (doi:10.1017/S0031182012001667). 543 

[48] Young, K.A. 2004 Asymmetric competition, habitat selection, and niche overlap in juvenile 544 

salmonids. Ecology 85, 134-149. (doi:10.1890/02-0402). 545 

[49] Croft, D.P., Arrowsmith, B.J., Bielby, J. & Skinner, K. 2003 Mechanisms underlying shoal 546 

composition in the Trinidadian guppy, Poecilia reticulata. Oikos 100, 429-438. 547 

(doi:10.1034/j.1600-0706.2003.12023.x). 548 

[50] Hendrichsen, D.K., Kristoffersen, R., Gjelland, K.Ø., Knudsen, R., Kusterle, S., Rikardsen, 549 

A.H., Henriksen, E.H., Smalås, A. & Olstad, K. 2015 Transmission dynamics of the monogenean 550 

Gyrodactylus salaris under seminatural conditions. J. Fish Dis. 38, 541-550. 551 

(doi:10.1111/jfd.12263). 552 

[51] Lass, S., Hudson, P.J., Thakar, J., Saric, J., Harvali, E., R., A. & Perkins, S.E. 2013 Generating 553 

super-shedders: co-infection increases bacterial load and egg production of a gastrointestinal 554 

helminth. J. R. Soc. Lond. Interface 10, 20120588. (doi:10.1098/rsif.2012.0588). 555 

[52] Gheorghiu, C., Marcogliese, D.J. & Scott, M.E. 2012 Waterborne zinc alters temporal 556 

dynamics of guppy Poecilia reticulata epidermal response to Gyrodactylus turnbulli (Monogenea). 557 

Dis. Aquat. Org. 98, 143-153. (doi:10.3354/dao02434.). 558 

[53] Hart, B.J. 1988 Biological basis of the behavior of sick animals. Neurosci. Biobehav. Rev. 12, 559 

123-137. (doi:10.1016/S0149-7634(88)80004-6). 560 

[54] Stephenson, J.F. & Reynolds, M. 2016 Imprinting can cause a maladaptive preference for 561 

infectious conspecifics. Biol. Lett. 12, 20160020. (doi:10.1016/j.cub.2010.08.013). 562 

[55] Gudelj, I. & White, K.A.J. 2004 Spatial heterogeneity, social structure and disease dynamcs of 563 

animal populations. Theor. Popul. Biol. 66, 139-149. (doi:10.1016/j.tpb.2004.04.003). 564 



[56] Daly, E.W. & Johnson, P.T.J. 2011 Beyond immunity: quantifying the effects of host anti-565 

parasite behavior on parasite transmission. Oecologia 165, 1043-1050. (doi:10.1007/s00442-010-566 

1778-y). 567 

[57] Johnson, P.T.J. & Hoverman, J.T. 2014 Heterogeneous hosts: how variation in host size, 568 

behaviour and immunity affects parasite aggregation. J. Anim. Ecol. 83, 1103-1112. 569 

(doi:10.1111/1365-2656). 570 

[58] Ben-Ami, F., Ebert, D. & Regoes, R.R. 2010 Pathogen dose infectivity curves as a method to 571 

analyze the distribution of host susceptibility: a quantitative assessment of maternal effects after 572 

food stress and pathogen exposure. Am. Nat. 175, 106-115. (doi:10.1086/648672). 573 

[59] Dwyer, G., Elkinton, J.S. & Buonaccorsi, J.P. 1997 Host heterogeneity in susceptibility and 574 

disease dynamics: tests of a mathematical model. Am. Nat. 150, 685-707. (doi:10.1086/286089). 575 

[60] Civitello, D.J. & Rohr, J.R. 2014 Disentangling the effects of exposure and susceptibility on 576 

transmission of the zoonotic parasite Schistosoma mansoni. J. Anim. Ecol. 83, 1379-1386. 577 

(doi:10.1111/1365-2656.12222). 578 

[61] Hampson, K., Dushoff, J., Cleaveland, S., Haydon, D.T., Kaare, M., Packer, C. & Dobson, A. 579 

2009 Transmission Dynamics and Prospects for the Elimination of Canine Rabies. PLoS Biol. 7, 580 

e1000053. (doi:10.1371/journal.pbio.1000053). 581 

[62] Croft, D.P., Edenbrow, M., Darden, S.K., Ramnarine, I.W., van Oosterhout, C. & Cable, J. 582 

2011 Effect of gyrodactylid ectoparasites on host behaviour and social network structure in guppies, 583 

Poecilia reticulata. Behav. Ecol. Sociobiol. 65, 2219-2227. (doi:10.1007/s00265-011-1230-2). 584 

[63] Earley, R.L., Edwards, J.T., Aseem, O., Felton, K., Blumer, L.S., Karom, M. & Grober, M.S. 585 

2006 Social interactions tune aggression and stress responsiveness in a territorial cichlid fish 586 

(Archocentrus nigrofasciatus). Physiol. Behav. 88, 353-363. (doi:10.1016/j.physbeh.2006.04.002). 587 

[64] Harris, P.D., Soleng, A. & Bakke, T.A. 2000 Increased susceptibility of salmonids to the 588 

monogenean Gyrodactylus salaris following administration of hydrocortisone acetate. Parasitology 589 

120, 57-64. 590 



[65] Searle, C.L., Ochs, J.H., Cáceres, C.E., Chiang, S.L., Gerardo, N.M., Hall, S.R. & Duffy, M.A. 591 

2015 Plasticity, not genetic variation, drives infection success of a fungal parasite. Parasitology 592 

142, 839-848. (doi:10.1017/S0031182015000013). 593 

[66] Thrall, P.H. & Burdon, J.J. 2003 Evolution of virulence in a plant host-pathogen 594 

metapopulation. Science 299, 1735-1737. (doi:10.1126/science.1080070). 595 

596 



 

 

Tables 597 

Table 1 598 
 599 
model data response variable error family 

(link function) 
explanatory variable estimate SE test statistic p-value 

1 all transmission 
events, donor 
identity as random 
factor 

transmission speed Poisson (log) log(donor load) -0.19 0.07 -2.81 (z) 0.005 
2 transmission load Negative binomial 

(log) 
stage of infection (late) 0.27 0.15 1.72 (z) 0.085 
donor load 0.03 0.004 7.18 (z) <0.0001 
donor integral 0.27 0.23 1.19 (z) 0.236 
donor load: donor integral -0.01 0.005 -2.63 (z) 0.009 

3 initial parasite growth rate 
on the recipient 

Gaussian 
(identity) 

none remained after model 
simplification 

- - - - 

4 late infection 
transmission events 
only (recipient 
added on day 12) 

transmission speed Poisson (log) log(donor load) -0.16 0.08 -2.01 (z) 0.044 
5 transmission load Negative binomial 

(square-root) 
donor load 0.04 0.008 5.61 (z) <0.0001 
donor integral 0.53 0.29 1.82 (z) 0.069 
donor experience (yes) 0.44 0.20 2.17 (z) 0.030 
donor load: donor integral -0.03 0.008 -3.72 (z) 0.0002 

6 initial parasite growth rate 
on the recipient 

Gaussian 
(identity) 

donor experience (yes) -0.25 0.08 -3.11 (t) 0.003 

600 

 601 

Table 1. Results from the final, simplified models described in the main text (with further details of the full analyses in S1). ‘Stage of infection’ 602 

denotes which day of infection, 5 (early) or 12 (late), the recipient was added to the donor tank; ‘donor load’ is the number of parasites on the donor at 603 

transmission; ‘donor integral’ is the area under the curve of donor infection load over the course of its infection (or the 30 day observation period if 604 

this was shorter); ‘donor experience’ denotes whether or not the donor had previously transmitted infection to a recipient. ‘log(donor load)’ is the 605 

natural log of the number of parasites on the donor at transmissi606 



 

 

 607 

 608 

Figure 1. Diagram of the transmission experiment design. At Day 0, all donors (unshaded) were 609 

isolated and infected with two individual Gyrodactylus turnbulli (black dots). Their infection was 610 

monitored every other day for 30 days. At Days 5 (double donors only) and 12 (all donors), G. 611 

turnbulli-naïve recipients (light grey shading for Day 5, dark grey for Day 12) were added to the 612 

donor tanks. Both fish were screened for infection every 24 hours. Once a recipient had become 613 

infected, it was isolated and its infection monitored every other day for 30 days. A: Data from these 614 

recipients were used to test the role of donor heterogeneity in infection load, resistance and stage of 615 

infection on the speed, number and fitness of parasites transmitting to recipients (see table 1). B: 616 

Data from these recipients were used to test the hypothesis that a donor’s previous experience of 617 

transmission affected the parameters of subsequent transmission events. 618 



 619 

 620 

Figure 2. The speed of parasite transmission increased with the infection load of the donor. The 621 

solid line shows the values predicted by the final model, the shading around it the standard error. 622 

The dashed line highlights an apparent threshold of 40 parasites (see main text for details).  623 

 624 

 625 

 626 



 627 

 628 

Figure 3. The number of parasites a donor transmitted increased with its infection load (the number 629 

of parasites it had at transmission), but the strength of this relationship depended on the donor’s 630 

resistance, or ability to limit the growth of the parasite population. The less resistant the donor, the 631 

higher its infection integral (the area under the curve when infection load is plotted over the time 632 

course of the infection, or the 30 day observation period if this was shorter), and the fewer parasites 633 

it transmitted to the recipient for a given infection load. Panel (a) shows the raw data, with points 634 

coloured according to the number of parasites transmitted, as shown by the scale bar; panel (b) 635 

shows the raw data (black points) laid over the number of parasites transmitted predicted by the 636 

final model, again shown by the scale bar. 637 



 638 

 639 

Figure 4. Donors that had transmitted parasites to a recipient earlier in their infection transmitted 640 

more parasites than those without transmission experience (a), but these were less fit, i.e. exhibited 641 

lower population growth rates over the first 12 days on the recipient (b) than parasites transmitting 642 

from inexperienced donors. Panel (a) shows the partial residuals of the donor experience term in 643 

model 5 in table 1, and thus the effect of donor experience on the number of parasites transmitting 644 

independent of the other terms in the model. The dashed line on (b) marks a growth rate of 0, and 645 

highlights that while parasite populations transmitted by experienced donors were equally likely to 646 

increase or decrease in size, those from inexperienced donors almost exclusively increased over the 647 

first 12 days on the recipient. 648 
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