
Vol. 2 (2016-17)

Physiological mechanisms mediating the
trade-off between survival and reproduction

in birds

Kate Gibson
1∗

1Simon Fraser University, Department of Biological Sciences

Abstract

Despite an abundance of evidence in support of a trade-off between survival and
reproduction in birds, we still have a limited understanding of the physiological
mechanisms allowing this trade-off to persist. In this review, I discuss three
physiological pathways hypothesized to mediate the trade-off between survival and
reproduction in birds: 1) baseline corticosterone, 2) oxidative stress, and 3) immune
function. While I found evidence in the literature in support of each of these
pathways as a mechanism mediating this trade-off, there are still many questions
that remain unanswered for each of the proposed mechanisms. In particular, given
that these mechanisms are unlikely to be mutually exclusive, there is currently a
lack of research incorporating interactions between mechanisms. I suggest that
future research should include multiple mechanisms and their interactions as a
sufficient effect size of the trade-off between survival and reproduction may only
be detected when these are considered.
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1. Introduction

The trade-off between survival and reproduction is one of the central tenants
of life history theory and is documented in many taxa including fish, insects,
mammals, reptiles, and birds [1, 2]. The resource allocation hypothesis postulates

that in an environment with finite resources an investment of resources in reproduction
has the capacity of reducing survival because these resources can no longer be directed
towards self-maintenance [2]. In birds, there is strong, but some contradictory (see [3]),
evidence for this trade-off with the costs of reproduction arising from several breeding
stages not limited to chick-rearing and incubation [3]. Despite the impressive amount of
evidence in support of this trade-off, far less is known of the physiological mechanisms
responsible [1, 4]. In this review I first discuss three of the proposed physiological
pathways mediating the trade-off between survival and reproduction in birds: 1)
baseline corticosterone, 2) oxidative stress, and 3) immune function. After, I discuss
the need for future research to focus both on pathways of individual mechanisms and
potential interactions between mechanisms.
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2. Baseline corticosterone

The hormone corticosterone (CORT) may be able to mediate the costs of reproduction
through its role in mobilizing energy stores [5]. Controlled by the hypothalamic-
pituitary-adrenal (HPA) axis, CORT serves the primary function of maintaining ade-
quate glucose and free fatty acid levels in the blood through stimulation of gluconeoge-
nesis and lipolysis. The baseline levels of CORT maintained in the blood stream are
pivotal to survival as baseline CORT levels have downstream effects on the levels of
e.g. glucose, free fatty acids, hematocrit, reproductive hormones, immunosuppression,
oxidative stress, and telomere length, many of which have been linked to survival in
vertebrates [6, 7, 8, 9]. CORT values rise during extended periods of increased activity
or stress to mobilize energy stores, potentially during reproduction, and thus baseline
CORT may serve as a mechanism of mediating the costs of reproduction [5].

Evidence in support of CORT as a mediator of the trade-off between survival and
reproduction through mobilization of energy stores for current resource demand is
equivocal. The Cort-Fitness Hypothesis proposes that CORT levels should increase with
declines in reproductive success because CORT is involved in response to environmental
challenges and increased environmental challenges cause reallocation of resources from
reproduction to respond to these challenges [10]. However, studies testing the Cort-
Fitness Hypothesis present contradictory results with no relationship between CORT
and reproductive success [11], a positive correlation [12], and the predicted negative
correlation [11, 13]. For example, non-manipulated European starlings (Sturnus vulgaris)
raising offspring had higher baseline CORT levels compared to those not raising
offspring [14]. In contrast, chronically stressed barn swallows (Hirundo rustica) had
increased glucocorticoid levels associated with declines in reproductive success through
the production of lower quality offspring [15]. One potential explanation for these
conflicting results is the use of inconsistent or inadequate metrics to measure baseline
CORT.

While most studies measure the total level of CORT in circulation as a metric of
baseline CORT, this may be an insufficient metric because hormone effects are modified
by binding proteins in the blood [16]. Specifically, CORT binds to corticosteroid-binding
globulin (CBG), which functions to transport CORT to various tissues via the circulatory
system. There is now substantial evidence demonstrating that the biologically active
fraction of CORT consists only of the portion that is free i.e. not bound to CBG. This
suggests that the measurement of free CORT is more biologically relevant than the
measurement of total CORT, despite its less frequent use in the literature [9]. The
discrepancy across studies in measuring total CORT vs. free CORT levels may be able
to explain some of the contradictory results discussed above. Additionally, the effects of
CORT depend on cell-specific receptor mechanisms such as mineralocorticoid receptors
(MR) and glucocorticoid receptors (GR). If the effects of CORT are mediated by the
availability of these receptors, then a measurement of their availability would also be
meaningful to include when assessing the impact of CORT [17]. Finally, measurements
of upstream mediators of CORT production such as Corticotrophin Releasing Hormone
(CRH) and Adrenocorticotropic Hormone (ACTH) may also be relevant if either are
the limiting factor in determining circulating levels of CORT [18]. Considering a wider
range of metrics involved in the CORT stress response may allow us to deepen our
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understanding of the mechanisms by which CORT mediates the trade-off between
survival and reproduction.

The inability of the Cort-Fitness Hypothesis to reliably make predictions may also
suggest that CORT plays a more complex role in responding to current resource demand
in mediating the trade-off between survival and reproduction. In response to an incon-
sistent relationship between CORT and reproductive success across breeding stages in
tree swallows (Tachycineta bicolor), where females with heavier clutch masses had lower
CORT levels early in breeding whereas females raising broods with the greatest mass
had elevated CORT levels, Bonier et al. [19] proposed that the Cort-Fitness Hypothesis
be modified to the Cort-Adaptation Hypothesis. According to this hypothesis, when
an individual makes a decision to reproduce, a negative relationship between baseline
CORT and reproductive investment is expected because individuals facing less envi-
ronmental stress can invest more in reproduction. After an individual invests heavily
in reproduction CORT levels should positively correlate with reproductive success
because this increased investment in reproduction requires increased CORT levels to
allocate energy to reproduction [19]. This hypothesis is able to explain the variation
in the relationship between reproductive investment and CORT across time within
individuals and the results are reproducible across several other species [20, 21, 22].
For example, European starlings (Sturnus vulgaris) increased baseline CORT levels in
preparation of reproductive investment and thus used CORT as a mechanism to manage
investment decisions across reproductive attempts to maximize fitness [21]. Love et al.
[15] concluded that CORT is able to mediate the trade-off between reproduction and
survival in birds through management of reproductive investment annually to optimize
lifetime reproductive success. This suggests that CORT mediates this trade-off through
management of long-term reproductive investment in addition to current resource de-
mand, and future research should be directed towards understanding mechanistically
how CORT mediates future vs. current resource demand. Additional work may also
focus on linking changes in CORT levels to changes in survival (although some studies
have already done this, see [23]). Given that CORT is believed to influence survival
indirectly via its downstream effectors (e.g. glucose, free fatty acids, oxidative stress,
immunosuppression, telomere length etc.), it may be beneficial for future studies to
include measurements of these downstream effectors in addition to measurements of
total and free CORT [9].

3. Oxidative stress

Oxidative stress has the capacity to mediate the trade-off between survival and repro-
duction in birds through its production as a result of metabolic demand and association
with aging [24]. Aerobic species, including birds, use oxygen for efficient energy release
during metabolic processes, resulting in the production of reactive oxygen species
[19, 20, ROS]. These ROS function as signaling molecules [25], but are also highly
unstable and cause damage to membranes, proteins, lipids, and DNA. Oxidative stress
occurs when antioxidant molecules are unable to fully neutralize ROS resulting in
damage to biomolecules [26, 27]. This mechanism may be used to mediate the costs
of reproduction as an increase in energy demand during reproduction results in an
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increase in production of ROS and, if not enough antioxidants are produced, an increase
in biomolecule damage occurs, contributing to aging and hence survival [24, 28].

Quantifications of the trade-off between reproduction and survival using antioxidant
measures have produced indefinite results [24]. Many studies observe the predicted
negative relationship between reproductive effort and antioxidants or the overall an-
tioxidant capacity of the blood [29, 30, 31, 32, 33]. For example, male zebra finches
(Taeniopygia guttata) with experimentally enlarged brood sizes experienced decreases
in antioxidant enzyme activity [33]. However, the relationship between antioxidants
and survival remains less clear with some evidence for a positive relationship between
antioxidant capacity and survival [34, 35] and other evidence for no association between
antioxidant status and survival [36, 37]. Theoretically, antioxidant status should corre-
late positively with survival if higher levels of antioxidants result in less oxidative stress
and delayed senescence. It is important to note however, that measures of antioxidants
do not provide a direct measure of oxidative stress as an increased level of antioxidants
may be coupled with an increase in ROS, resulting in no change in oxidative damage.
Thus to get a more accurate measure of oxidative stress an additional measure of the
amount of ROS is necessary [24]. Several studies provide support for an oxidative
cost of reproduction when oxidative stress is measured as the ratio of reactive oxygen
metabolites to antioxidants, however few studies have used this approach [37, 38]
and there are also results from it suggesting no oxidative cost of reproduction [39].
This inconsistency in results suggests that antioxidants may have a more complex
relationship with the costs of reproduction or are an inadequate measure of oxidative
stress.

Another approach to measuring oxidative stress, via direct measurement of oxidative
damage to biomolecules, supports oxidative stress as a mediator of the trade-off between
survival and reproduction. For example, a non-manipulative study of Florida scrub
jays (Aphelocoma coerulescens) found an increase in oxidative damage to proteins in
males post-breeding [40]. This suggests that reproduction increased oxidative stress,
likely through an inability of antioxidants to match increases in ROS. Further support
for this exists as increased oxidative damage, resulting from increased reproductive
effort, is associated with no change in antioxidant status [41] and increased levels of
antioxidants during reproduction are associated with no change in oxidative damage
[36]. Interestingly, a recent meta-analysis by Blount et al. [42] revealed that while
oxidative damage is frequently positively associated with reproductive effort in females,
breeding females paradoxically have lower oxidative damage compared to non-breeding
females. This suggests that the costs of reproduction may be mediated by 1) increases
in oxidative damage associated with reproductive effort and 2) the cost of mechanisms
utilised by females to minimise such damage i.e. oxidative shielding [42]. Further work
is needed to understand how significant the cost of diminishing oxidative damage is
for females and if it, alone and combined with the effects of oxidative damage, can
have a significant impact on survival.

The inconsistent use of metrics to measure oxidative stress is a significant limiting
factor in this field. The number of studies that address direct oxidative damage is
limited and of the ones that do, there is not a wide enough range of tissues being
measured as damage may be tissue-specific [43]. Thus while there is evidence in support
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of oxidative stress as a mediator of the trade-off between survival and reproduction,
this support should be interpreted with great caution [43]. That results depend on
the measure of oxidative stress used suggests that we have little scope for how this
mechanism mediates the costs of reproduction and that future research is needed
measuring a wider range of tissues and including measurements of ROS, antioxidants,
oxidative damage, and repair mechanisms to improve our understanding [44].

4. Immune function

Immune function is hypothesized to mediate the trade-off between survival and re-
production in birds through an energetic trade-off [45, 46, 47]. Reproduction and
immune defenses are both energetically costly such that an increase in reproductive
effort should lead to a decrease in immune function resulting in increased susceptibility
to parasitism and thus reduced survival [48, 49]. Two predictions resulting from this
model are that a positive relationship should be observed between reproductive effort
and levels of parasitism and a negative relationship between reproductive effort and
immune response [50]. Evidence supporting these predictions is mixed with some
studies supporting both of the predicted relationships [51, 52], some providing no sup-
port for an effect of reproduction on parasitism [53], and others providing no support
for an effect of reproduction on immune function [54]. However, a meta-analysis on
this topic by Knowles et al. [50] found an overall weak, but well supported positive
effect of reproductive effort on blood parasite levels and a moderate negative effect of
reproductive effort on immune responsiveness. Additionally, inconsistencies in results
were largely dependent upon experimental design and the length of time between
manipulation of reproductive effort and measurement, with results suggesting that
immunosuppression increases with the length of the chick-rearing period. For example,
Skylarks (Alauda arvensis) handicapped with additional weight experienced no change
in immune function during their first brood, however immune function during their
second brood was able to predict return rates the following year [55]. Inconsistent
results may also be explained by variation in metrics used to measure parasitism and
immune responsiveness.

Similar to the CORT stress response and oxidative stress, there are a variety of
metrics that have been used to document immune function in birds. Moreover, a single
metric is unlikely to capture the complexity of immune function [56]. Parasitism can
be measured with 1) prevalence (the proportion of the population that is infected) or
2) parasitaemia (the number of parasites in an infected host). Weaker effect sizes have
typically been seen in studies using prevalence as a measure of parasitism [50]. This
may be because studies were not long enough to capture changes in prevalence due to
long periods of prepatency in hosts (i.e. the parasite is present, but not at high enough
levels to be detected). Further, prevalence may be more dependent on environmental
factors that influence host exposure and transmission. Alternatively, immune function
can also be measured as the immune response to a novel antigenic challenge (e.g. sheep
red blood cells). But there is no consistent novel antigenic challenge used across studies
and it is unclear how an immune response to a novel antigen relates to host-parasite
interactions in the host’ natural environment [50]. Further, depending on the metric
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used to measure immune response (e.g. leukocyte proportions), different measurements
may have bias towards innate or adaptive immunity. While innate immunity requires
investment early in life, adaptive immunity is developed later in life upon encountering
novel pathogens and is therefore more likely to play a larger role in explaining the trade-
off between reproduction and survival. It is possible that studies using metrics that
better capture adaptive immunity will be more likely to detect an energetic trade-off
between survival and reproduction.

There is currently no consensus of the currency that may allow immune function
to mediate the trade-off between survival and reproduction. Evidence in support of
an energetic cost is weak as the 5-15% increases in metabolic rate associated with
an immune response are insignificant compared to the 300-400% increases during
breeding [57]. While this may be important for a highly resource-limited individual,
other explanations should be considered such as an adaptive suppression of the
immune system during breeding to protect against harmful autoimmune responses [58]
or increased damage to immune cells due to oxidative stress [57]. However, evidence
supporting these mechanisms is also limited and often contradictory [57]. For example,
male great tits (Parus major) rearing enlarged broods had increased parasite levels and
decreased resistance to oxidative stress but no relationship between the two, suggesting
independent mechanisms [59]. Overall this suggests we know very little of how immune
function can limit the trade-off between survival and reproduction.

Regardless of the mechanism linking reproductive effort and immune function, one
remaining question is whether changes in immune function can contribute significantly
to changes in survival. While there is general support in the literature for a link
between immune response and survival [60] the relationship between parasite infection
and survival is less clear [50]. This may be because wild birds caught are more likely
to be in the chronic infection phase which is rarely associated with survival effects
[61, 62] or because the increases in parasite levels are insufficient alone to account for
reduced survival because the costs of reproduction are felt along multiple pathways
[59]. Thus while there is support for immune function as a mediator of the trade-off
between reproduction and survival, further research is necessary both to understand
the mechanism mediating the trade-off between reproduction and immune function as
well as how immune function alters survival.

5. Conclusion

Despite the strong evidence in support of a trade-off between survival and reproduction
in birds, we still know very little of how the proposed mechanisms are able to mediate
this trade-off [1, 4]. While baseline CORT, oxidative stress, and immune function are
supported mediators of this trade-off, our understanding of their mechanisms is limited.
One obstacle impeding our progress in understanding the mechanisms behind all three
physiological pathways is the inconsistent use of metrics. Advances in this field will
likely be limited until adequate metrics are implemented universally. It is also clear
that each of the proposed pathways does not act independently from the rest. For
example, the effects of CORT on survival are mediated through immunosuppression
[63, 64] and oxidative stress [64]. Similarly, immune response may be reduced during
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reproduction due to increased damage to immune cells from oxidative stress [57].
Future research should not be limited by studying each of the mechanisms as mutually
exclusive pathways. Instead, there is a need to focus both on pathways of individual
mechanisms and potential interactions between mechanisms, as sufficient effect sizes
may only be detected when multiple mechanisms and their interactions are considered.
While some researchers have attempted to study multiple mechanisms together, e.g.
male great tits (Parus major) rearing experimentally enlarged broods had increased
parasite levels and decreased resistance to oxidative stress [59], the number of studies
utilizing this kind of approach is limited. Where this approach may be particularly
valuable is in studying the effect of potential physiological mediators of this trade-off on
survival. For example, experimentally increasing levels of parasitism may not allow for
detection of a significant effect on survival if multiple pathways interact with immune
function to produce a significant survival effect. Instead, levels of parasitism could be
manipulated in conjunction with levels of glucocorticoids and oxidative stress and the
effect on survival measured. While there are drawbacks to this approach e.g. increased
experimental design complexity, the current state of knowledge in this field requires
the advancement to potentially more complex experimental designs to further our
understanding of the mechanisms mediating this pivotal trade-off.
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Criscuolo. Oxidative status and telomere length in a long-lived bird facing a
costly reproductive event. Functional Ecology, 25(3):577–585, 2011. ISSN 1365-
2435. doi:10.1111/j.1365-2435.2010.01825.x. URL http://dx.doi.org/10.1111/j.

1365-2435.2010.01825.x.

[37] Janske van de Crommenacker. Hard times in paradise?: Oxidative status, physiology
and fitness in the tropical Seychelles warbler. 2011.

[38] S Guindre-Parker, S Baldo, HG Gilchrist, CA Macdonald, CM Harris, and OP Love.
The oxidative costs of territory quality and offspring provisioning. Journal of
evolutionary biology, 26(12):2558–2565, 2013. doi:10.1111/jeb.12256.

[39] Gábor Markó, David Costantini, Gábor Michl, and János Török. Oxidative damage
and plasma antioxidant capacity in relation to body size, age, male sexual traits
and female reproductive performance in the collared flycatcher (ficedula albicollis).
Journal of Comparative Physiology B, 181(1):73–81, 2011. doi:10.1007/s00360-010-
0502-x.

[40] Rebecca S Heiss and Stephan J Schoech. Oxidative cost of reproduction is sex
specific and correlated with reproductive effort in a cooperatively breeding bird,

65

https://sfusurjblog.wordpress.com/
http://dx.doi.org/10.1554/05-644.1
http://dx.doi.org/10.1007/s00442-005-0317-8
http://dx.doi.org/10.1111/j.1365-2435.2010.01750.x
http://dx.doi.org/10.1111/j.1365-2435.2010.01750.x
http://dx.doi.org/10.1098/rsbl.2004.0171
http://dx.doi.org/10.1093/conphys/cot004
http://dx.doi.org/10.1371/journal.pone.0019593
http://dx.doi.org/10.1111/j.1365-2435.2010.01825.x
http://dx.doi.org/10.1111/j.1365-2435.2010.01825.x
http://dx.doi.org/10.1111/j.1365-2435.2010.01825.x
http://dx.doi.org/10.1111/jeb.12256
http://dx.doi.org/10.1007/s00360-010-0502-x
http://dx.doi.org/10.1007/s00360-010-0502-x


Vol. 2 (2016-17)

the florida scrub jay. Physiological and Biochemical Zoology, 85(5):499–503, 2012.
doi:10.1086/666840.

[41] David Costantini, Andrea Bonisoli-Alquati, Diego Rubolini, Manuela Caprioli,
Roberto Ambrosini, Maria Romano, and Nicola Saino. Nestling rearing is antioxi-
dant demanding in female barn swallows (hirundo rustica). Naturwissenschaften,
101(7):541–548, 2014. doi:10.1007/s00114-014-1190-2.

[42] Jonathan D Blount, Emma IK Vitikainen, Iain Stott, and Michael A Cant. Oxidative
shielding and the cost of reproduction. Biological Reviews, 91(2):483–497, 2016.
doi:10.1111/brv.12179.

[43] Neil B Metcalfe and Pat Monaghan. Does reproduction cause oxidative
stress? an open question. Trends in ecology & evolution, 28(6):347–350, 2013.
doi:10.1016/j.tree.2013.01.015.

[44] John R Speakman and Michael Garratt. Oxidative stress as a cost of repro-
duction: Beyond the simplistic trade-off model. Bioessays, 36(1):93–106, 2014.
doi:10.1002/bies.201300108.

[45] L Gustafsson, D Nordling, MS Andersson, BC Sheldon, and ANDA Qvarnstrom.
Infectious diseases, reproductive effort and the cost of reproduction in birds.
Philosophical Transactions of the Royal Society of London B: Biological Sciences, 346
(1317):323–331, 1994. doi:10.1098/rstb.1994.0149.

[46] Ken Norris and Matthew R Evans. Ecological immunology: life history
trade-offs and immune defense in birds. Behavioral Ecology, 11(1):19–26, 2000.
doi:10.1093/beheco/11.1.19.

[47] Ben C Sheldon and Simon Verhulst. Ecological immunology: costly parasite
defences and trade-offs in evolutionary ecology. Trends in ecology & evolution, 11(8):
317–321, 1996. doi:10.1016/0169-5347(96)10039-2.

[48] Camille Bonneaud, Jérémy Mazuc, Guillermo Gonzalez, Claudy Haussy, Olivier
Chastel, Bruno Faivre, and Gabriele Sorci. Assessing the cost of mounting an im-
mune response. The American Naturalist, 161(3):367–379, 2003. doi:10.1086/346134.

[49] Robert L Lochmiller and Charlotte Deerenberg. Trade-offs in evolutionary
immunology: just what is the cost of immunity? Oikos, 88(1):87–98, 2000.
doi:10.1034/j.1600-0706.2000.880110.x.

[50] Sarah CL Knowles, Shinichi Nakagawa, and Ben C Sheldon. Elevated repro-
ductive effort increases blood parasitaemia and decreases immune function
in birds: a meta-regression approach. Functional Ecology, 23(2):405–415, 2009.
doi:10.1111/j.1365-2435.2008.01507.x.

[51] Dag Nordling, Måns Andersson, Siamak Zohari, and Gustafsson Lars. Repro-
ductive effort reduces specific immune response and parasite resistance. Proceed-
ings of the Royal Society of London B: Biological Sciences, 265(1403):1291–1298, 1998.
doi:10.1098/rspb.1998.0432.

66

https://sfusurjblog.wordpress.com/
http://dx.doi.org/10.1086/666840
http://dx.doi.org/10.1007/s00114-014-1190-2
http://dx.doi.org/10.1111/brv.12179
http://dx.doi.org/10.1016/j.tree.2013.01.015
http://dx.doi.org/10.1002/bies.201300108
http://dx.doi.org/10.1098/rstb.1994.0149
http://dx.doi.org/10.1093/beheco/11.1.19
http://dx.doi.org/10.1016/0169-5347(96)10039-2
http://dx.doi.org/10.1086/346134
http://dx.doi.org/10.1034/j.1600-0706.2000.880110.x
http://dx.doi.org/10.1111/j.1365-2435.2008.01507.x
http://dx.doi.org/10.1098/rspb.1998.0432


Vol. 2 (2016-17)

[52] Charlotte Deerenberg, Victor Arpanius, Serge Daan, and Nicolaas Bos. Reproduc-
tive effort decreases antibody responsiveness. Proceedings of the Royal Society of
London B: Biological Sciences, 264(1384):1021–1029, 1997. doi:10.1098/rspb.1997.0141.

[53] Santiago Merino, Juan Moreno, Gustavo Tomas, Javier Martínez, Judith Morales,
JOSUÉ MARTÍNEZ-DE LA PUENTE, and José Luis Osorno. Effects of parental
effort on blood stress protein hsp60 and immunoglobulins in female blue tits: a
brood size manipulation experiment. Journal of Animal Ecology, 75(5):1147–1153,
2006. doi:10.1111/j.1365-2656.2006.01135.x.

[54] Petteri Ilmonen, Dennis Hasselquist, Åsa Langefors, and Jürgen Wiehn. Stress,
immunocompetence and leukocyte profiles of pied flycatchers in relation to brood
size manipulation. Oecologia, 136(1):148–154, 2003. doi:10.1007/s00442-003-1243-2.

[55] Arne Hegemann, Kevin D Matson, Heiner Flinks, and B Irene Tieleman. Offspring
pay sooner, parents pay later: experimental manipulation of body mass reveals
trade-offs between immune function, reproduction and survival. Frontiers in
zoology, 10(1):77, 2013. doi:10.1186/1742-9994-10-77.

[56] Raoul K Boughton, Gerrit Joop, and Sophie AO Armitage. Outdoor immunology:
methodological considerations for ecologists. Functional Ecology, 25(1):81–100, 2011.
doi:10.1111/j.1365-2435.2010.01817.x.

[57] Dennis Hasselquist and Jan-Åke Nilsson. Physiological mechanisms mediating
costs of immune responses: what can we learn from studies of birds? Animal
Behaviour, 83(6):1303–1312, 2012. doi:10.1016/j.anbehav.2012.03.025.

[58] Lars Råberg, Mats Grahn, Dennis Hasselquist, and Erik Svensson. On the adaptive
significance of stress-induced immunosuppression. Proceedings of the Royal Society of
London B: Biological Sciences, 265(1406):1637–1641, 1998. doi:10.1098/rspb.1998.0482.

[59] Philippe Christe, Olivier Glaizot, Nicole Strepparava, Godefroy Devevey, and Luca
Fumagalli. Twofold cost of reproduction: an increase in parental effort leads to
higher malarial parasitaemia and to a decrease in resistance to oxidative stress.
Proceedings of the Royal Society of London B: Biological Sciences, page rspb20111546,
2011. doi:10.1098/rspb.2011.1546.

[60] Anders Pape Møller and Nicola Saino. Immune response and survival. Oikos, 104
(2):299–304, 2004. doi:10.1111/j.0030-1299.2004.12844.x.

[61] Staffan Bensch, Jonas Waldenström, Niclas Jonzén, Helena Westerdahl, Bengt
Hansson, Douglas Sejberg, and Dennis Hasselquist. Temporal dynamics and
diversity of avian malaria parasites in a single host species. Journal of Animal
Ecology, 76(1):112–122, 2007. doi:10.1111/j.1365-2656.2006.01176.x.

[62] Martin Stjernman, Lars Råberg, and Jan-Åke Nilsson. Maximum host sur-
vival at intermediate parasite infection intensities. Plos One, 3(6):e2463, 2008.
doi:10.1371/journal.pone.0002463.

67

https://sfusurjblog.wordpress.com/
http://dx.doi.org/10.1098/rspb.1997.0141
http://dx.doi.org/10.1111/j.1365-2656.2006.01135.x
http://dx.doi.org/10.1007/s00442-003-1243-2
http://dx.doi.org/10.1186/1742-9994-10-77
http://dx.doi.org/10.1111/j.1365-2435.2010.01817.x
http://dx.doi.org/10.1016/j.anbehav.2012.03.025
http://dx.doi.org/10.1098/rspb.1998.0482
http://dx.doi.org/10.1098/rspb.2011.1546
http://dx.doi.org/10.1111/j.0030-1299.2004.12844.x
http://dx.doi.org/10.1111/j.1365-2656.2006.01176.x
http://dx.doi.org/10.1371/journal.pone.0002463


Vol. 2 (2016-17)

[63] Lynn B Martin II, Jessica Gilliam, Peggy Han, Kelly Lee, and Martin Wikelski. Cor-
ticosterone suppresses cutaneous immune function in temperate but not tropical
house sparrows, passer domesticus. General and comparative endocrinology, 140(2):
126–135, 2005. doi:10.1016/j.ygcen.2004.10.010.

[64] Kim Silvana Stier, Bettina Almasi, Julien Gasparini, Romain Piault, Alexandre
Roulin, and Lukas Jenni. Effects of corticosterone on innate and humoral immune
functions and oxidative stress in barn owl nestlings. Journal of Experimental Biology,
212(13):2085–2091, 2009. doi:10.1242/jeb.024406.

[65] Robert S Balaban, Shino Nemoto, and Toren Finkel. Mitochondria, oxidants, and
aging. Cell, 120(4):483–495, 2005. doi:10.1016/j.cell.2005.02.001.

68

https://sfusurjblog.wordpress.com/
http://dx.doi.org/10.1016/j.ygcen.2004.10.010
http://dx.doi.org/10.1242/jeb.024406
http://dx.doi.org/10.1016/j.cell.2005.02.001

	Introduction
	Baseline corticosterone
	Oxidative stress
	Immune function
	Conclusion
	Acknowledgments

