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ABSTRACT
Core body temperature changes across the ovulatory menstrual cycle, such that it is 0.3°C to 0.7°C
higher in the post-ovulatory luteal phase when progesterone is high compared with the pre-ovulatory
follicular phase. This temperature difference, which is most evident during sleep or immediately upon
waking before any activity, is used by women as a retrospective indicator of an ovulatory cycle. Here,
we review both historical and current literature aimed at characterizing changes in core body
temperature across the menstrual cycle, considering the assessment of the circadian rhythm of core
body temperature and thermoregulatory responses to challenges, including heat and cold exposure,
exercise, and fever. We discuss potential mechanisms for the thermogenic effect of progesterone and
the temperature-lowering effect of estrogen, and discuss effects on body temperature of exogenous
formulations of these hormones as contained in oral contraceptives. We review new wearable
temperature sensors aimed at tracking daily temperature changes of women across multiple men-
strual cycles and highlight the need for future research on the validity and reliability of these devices.
Despite the change in core body temperature across the menstrual cycle being so well identified,
there remain gaps in our current understanding, particularly about the underlying mechanisms and
microcircuitry involved in the temperature changes.
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Introduction

A biphasic rhythm in basal core body temperature
across the menstrual cycle, with body temperature
higher in the luteal phase after ovulation, was
described more than 100 years ago by Squire in
1868 and van de Velde in 1928 [cited in 1].
Women have used this information to track ovu-
latory cycles and menstrual cycle phases through
daily measurement of their body temperature, and
continue to do so with novel temperature sensors
that are now available to continuously track 24-h
body temperature rhythms. Similarly, researchers
have relied on body temperature measurements to
determine the menstrual cycle phase of reproduc-
tive-age women in their studies. There also is
a substantial body of work investigating whether
the thermoregulatory changes across the menstrual
cycle have consequences for exercise performance
and coping with heat stress. Despite a biphasic
rhythm in core body temperature being such
a well-established and recognized feature of the
ovulatory menstrual cycle, the neural pathways

that link the female reproductive and thermoregu-
latory systems remain incompletely understood.

Here, we review the literature that has investi-
gated changes in daily core body temperature
rhythms and temperature regulation across the
different phases of the menstrual cycle. First, we
provide an overview of the thermoregulatory sys-
tem and menstrual cycle. Next, we provide
a detailed review of studies in humans that have
recorded daily (24 h) temperature rhythms at dif-
ferent phases of the menstrual cycle in women. We
consider relationships between menstrual cycle-
related changes in core body temperature and
cognitive function, sleep, and heart rate. We then
consider how menstrual cycle phase may influence
temperature regulation at rest, during exercise,
heat and cold exposure, and fever. We also draw
on comparative and human studies to discuss
mechanisms underlying the effects of the principal
gonadal steroid hormones, progesterone, and
estradiol, on body temperature regulation, and
consider the effects of exogenous hormones (e.g.
oral contraceptives) on core body temperature.
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Finally, we summarize recent literature investigat-
ing the usefulness of tracking daily body tempera-
ture with wearable temperature sensors for
women, an approach that is reinvigorating the
idea of using body temperature to determine ovu-
latory cycles. We focus here on thermoregulatory
function across the menstrual cycle in reproduc-
tive-age women. The reader is referred to other
excellent reviews by Charkoudian and Stachenfeld
on thermoregulation in women across their life-
span, including pregnancy and post-menopause,
and also sex differences in thermoregulation [2,3].

Methods

Using the electronic databases, PubMed and
Google Scholar, comprehensive literature searches
were conducted on clinical and experimental stu-
dies of the menstrual cycle and body temperature.
In combination with the phrases “menstrual cycle”
and “body temperature,” one or more of the fol-
lowing search terms were used to obtain articles
published in English-language, peer-reviewed
journals only (published conference abstracts
were not included): circadian rhythm, progester-
one, estrogen or estradiol, luteal phase, follicular
phase, ovulation, vasodilation, hypothalamus, oral
contraceptives, exercise, heating, heat, fever, cool-
ing, cold, wearable sensors. Full-text manuscripts
were reviewed for relevancy and reference lists
were cross-checked for additional relevant studies.

Body temperature regulation

A brief overview of the thermoregulatory system is
provided here; the reader is referred to comprehen-
sive reviews elsewhere [4–7]. Internal core body
temperature reflects the temperature within deep
body tissues. The peripheral shell temperature is
influenced by the external environment and blood
flow to the skin [7,8]. Thermoregulation involves
a balance between heat gain (metabolic heat produc-
tion and dry heat gain from the environment) and
heat loss (dry and evaporative heat loss to the envir-
onment) such that a constant core body temperature
can be maintained [8]. In most placental mammals,
core body temperature is regulated around 37°C
[9,10]. Core body temperature is regulated in mam-
mals through both physiological and behavioral

mechanisms, ensuring it remains relatively constant
over a range of environmental temperatures, at least
in mammals with access to sufficient food energy
and water [see 11]. There are, however, both spatial
(between various regions of the body) and temporal
variations in body temperature [6]. Shell or surface
temperature is typically around 4°C lower than core
temperature; however, this difference varies as skin
blood flow varies [7] and in response to sweating [8].

The thermoregulatory network consists of a central
integrative circuit in the preoptic area of the hypotha-
lamus (POA), which orchestrates the activation of
thermoeffector mechanisms in response to input
from peripheral and central thermoreceptors [4]. To
defend core body temperature in environments where
environmental temperature is lower than their surface
temperature, mammals reduce heat loss to the envir-
onment through cutaneous vasoconstriction, increase
metabolic heat production through shivering and
non-shivering thermogenesis, and engage in beha-
viors that reduce heat loss to or increase heat gain
from the environment (such as huddling, wearing
clothing and sun-basking). To defend body tempera-
ture from rising, mechanisms include cutaneous vaso-
dilation (if the environmental temperature is less than
body surface temperature), suppression of thermo-
genesis and evaporative heat loss (e.g. sweating,
which is particularly important in humans) [6],
together with thermoregulatory behaviors such as
shade-seeking [12].

Core body temperature is normally maintained
within a narrow range in the interthreshold zone
of shivering and sweating by relying on the auto-
nomic thermoregulatory defenses of peripheral
vasoconstriction and vasodilatation [10]. Unlike
sweating or panting, cutaneous vasodilation does
not directly result in water loss and is therefore
a first-line autonomic defense against heat [13].
Human non-glabrous (hairy) skin is innervated
by two distinct branches of the sympathetic ner-
vous system: an adrenergic vasoconstrictor system
and a cholinergic active vasodilator system [14].
As an initial response to heat stress, there is
a withdrawal of tonic adrenergic vasoconstriction,
resulting in increased skin blood flow bringing
heat to the surface, from where heat is dissipated
to the environment. As core body temperature
increases, the cholinergic vasodilator system is
activated, leading to a more substantial increase
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in skin blood flow, mediated by acetylcholine and
likely other multiple local co-transmitter vasodila-
tors, including nitric oxide [14]. Conversely, dur-
ing cold exposure, the adrenergic vasoconstrictor
system becomes more active, reducing skin blood
flow, thus reducing heat transfer from the core to
periphery. Glabrous (non-hairy) skin (e.g. palms
of humans, tail of the rat, the ear of the rabbit) also
plays a critical role in thermoregulation. It does
not have an active vasodilator system such that
changes in skin blood flow are mediated entirely
by alterations in sympathetic adrenergic vasocon-
striction [14]. Glabrous skin is densely vascular-
ized and equipped with arteriovenous anastomoses
and a large surface-to-volume ratio, enabling
a rapid and dramatic increase in blood flow to
instigate heat loss or, conversely, a decrease in
blood flow to conserve heat, as needed [13]. An
increase in sweating in humans is temporally
linked with increased skin blood flow as mediated
by the active cholinergic vasodilator system [14].
Sweating is the only heat loss mechanism available
to humans once ambient temperature exceeds sur-
face temperature [7,8], but it is also implemented
even in conditions where dry heat loss is possi-
ble [8].

The thermoregulatory neural circuits, including
details of the preoptic area microcircuitry, are still
not completely defined. However, it is postulated
that temperature-sensitive neurons in the POA inte-
grate ascending peripheral thermosensory signals
(e.g. from thermoreceptors in the skin) with infor-
mation about brain temperature [15] to regulate
outputs of brown adipose tissue and shivering ther-
mogenesis-promoting neurons in the dorsomedial
hypothalamus, and of cutaneous vasoconstriction-
promoting neurons in the median preoptic nucleus
[4]. In peripheral tissues, cold sensation activates
TRPM8 channels while warmth activates TRP chan-
nels [6]. In the brain, the POA is the most thermally
sensitive region, with about 30% of neurons warm-
sensitive, 10% cold-sensitive and the remainder tem-
perature-insensitive [16]. A substantial percentage of
POA neurons (25–50%) that are activated by local
brain warming are also activated by warming of the
skin or spinal cord [6], showing the importance of
peripheral temperature inputs in influencing ther-
moregulatory responses. After thermal information
is integrated in the POA, appropriate thermoeffector

mechanisms are activated, to either generate or dis-
sipate heat, via the rostral medulla in the brain [6].
Medullary output neurons activate the peripheral
sympathetic branch of the autonomic nervous sys-
tem to modify cutaneous blood flow and evaporative
heat loss, or they activate somatic motor neurons
that induce shivering. The neural circuity underlying
the activation of thermoregulatory behaviors is not
clear, with the role of the POA unclear [6].

In addition to regulation resulting from activa-
tion of peripheral and central thermoreceptors,
body temperature is modulated by other neural
circuits, including that arising from the central
pacemaker located in the suprachiasmatic nucleus
(SCN), which regulates circadian rhythms. The
endogenous molecular clock within the SCN
receives inputs from the retina to synchronize its
activity, and thus synchronize internal physiologi-
cal processes, with the environmental light-dark
cycle. It conveys this time of day information to
subordinate extra-SCN tissue clocks to coordinate
circadian function throughout the body [17],
including that of core body temperature, which
declines across the sleep phase (the nocturnal per-
iod in humans) and increases as the active phase
approaches.

Core body temperature has an endogenously gen-
erated circadian rhythm with a period close to 24-h,
which is evident even when environmental condi-
tions are kept constant, free of influences from sleep-
wake patterns, activity, meals, or light exposure
[18,19]. In such constant conditions (i.e., a constant
routine protocol), subjects undergo a regime of
semi-recumbent wakefulness in dim light while
energy intake is controlled [20]. The core body tem-
perature curve recorded under constant conditions
is one of the gold standard methods to quantify or
demonstrate circadian phase, or the output of the
central clock (along with melatonin). Core body
temperature continues to oscillate independently of
other physiological rhythms or external time cues
between a maximum in the active period (daytime
for humans) and a minimum during the inactive
period (nocturnal for humans), with an amplitude
of 0.8°C to 1.0°C [21]. A cosinor curve can be fitted
to the rhythm in order to determine its circadian
mesor (average temperature across 24 h), phase
(time of maximum temperature [acrophase], or
time of minimum temperature [nadir]) and
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amplitude (mesor – minimum temperature). Both
heat production and heat loss contribute to the cir-
cadian variation in heat content, leading to
a circadian rhythm in core body temperature [22].
Indeed, under constant conditions, the circadian
rhythms in heat production (measured with indirect
calorimetry) and distal skin (hands and feet) tem-
perature, reflecting heat loss, are phase-advanced
relative to that of core body temperature [22].

When not living under constant conditions, the
24-h rhythm in core body temperature is still appar-
ent, however, in addition to circadian influences, it is
influenced by other factors, including sleep, which
lowers nocturnal core body temperature further, and
activity and meals, which raise core body tempera-
ture. In addition to these factors, the amplitude of
the circadian rhythm of core body temperature can
change as a result of the season, photoperiod, energy
intake, water balance, disease, and reproductive sta-
tus [23]. A lower minimumdaily core body tempera-
ture serves to conserve energy stores, while a higher
maximum daily core body temperature in hot envir-
onments saves body water that otherwise would be
lost by evaporation [11]. Minimum resting energy
expenditure coincides with minimum core body
temperature [24]. In women and non-human pri-
mates with menstrual cycles [for example, see 25],
core body temperature also fluctuates in accordance
with the menstrual cycle rhythm.

Measurement of core body temperature

Accurate measurement of core body temperature is
crucial for investigating its variation across the men-
strual cycle under different conditions. For a detailed
review of the factors that affect temperature mea-
surement at various sites, see Taylor et al. [26] and
Childs [9]. The general thermal status of the body is
best represented by central arterial or mixed venous
blood temperature [27], which is technically difficult
to measure. Surrogate measures of core body tem-
perature that agree relatively well with blood tem-
perature include esophageal temperature, rectal
temperature, vaginal temperature, and gastrointest-
inal temperature [9]. Of those, esophageal is consid-
ered the best approximate of blood temperature [28],
and it has been used in some of the key early studies
demonstrating changes in body temperature regula-
tion across the menstrual cycle [for example, 29-31].

However, many subjects do not tolerate the probe or
struggle with the nasopharyngeal insertion [28]. For
example, the esophageal probe could not be inserted
in 3 out of 12 participants in a recent study of whole-
body heat loss across the menstrual cycle [32]. Rectal
temperature, with the probe carefully inserted to the
correct depth [26], is the next best measure, with the
drawback being that it is slow to respond to changes
in the thermal status of the body [for example, see
29]. Vaginal temperature provides very similar
values to rectal temperature [34]. The temperature
of the gastrointestinal tract is also similar to that of
the rectum (on average, about 0.1°C higher), but it
does change as the sensor (typically an ingested tele-
metry pill) moves along the gastrointestinal tract,
and is influenced by drinking liquids [26].
Detection of changes in the circadian rhythm of
core body temperature across the menstrual cycle
requires continuous data recording, which can be
achieved accurately and relatively noninvasively
through the use of ingestible telemetry pills [35].

Other commonly used sites of body temperature
measurement, including oral, axilla, and auditory
canal or tympanic temperature, provide a much
poorer index of core body temperature, primarily
because they are contaminated by environmental
temperatures [26,28]. Nevertheless, by insulating
the auditory canal from the influence of ambient
air, Hessemer and Bruck [29] were able to demon-
strate very similar changes in tympanic and eso-
phageal temperatures across the menstrual cycle.
A post-ovulatory temperature rise also can be
detected from the measurement of oral and tym-
panic temperature [36].

Skin temperature does not reflect core body tem-
perature, but rather can vary anywhere between
body core temperature and the environmental wet-
bulb temperature [28]. The temperature of the skin
depends largely on the extent of dilatation of the
peripheral vasculature, with skin temperature
approaching body core temperature if the vessels
are maximally dilated, but approaching ambient air
temperature when the vessels are maximally con-
stricted. Skin temperature is also influenced by
sweating. Once the water starts evaporating from
a fully wet skin surface, the temperature of that sur-
face remains constant, clamped at about 36°C in
humans [8]. Despite the skin offering an attractive,
easy to access and noninvasive site, its temperature is
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not a good approximation of core body temperature.
In some investigations of changes in body tempera-
ture across the menstrual cycle [for example, 29-31],
researchers have reported core body temperature as
mean body temperature, an index that can estimates
average temperature of human tissues by weighting
skin and core temperature into a single measure.
Such a measure, however, may be difficult to inter-
pret in dynamic conditions when skin temperature
can change rapidly and in different directions rela-
tive to core body temperature.

As described above, studies that have investigated
skin and core body temperature under constant rou-
tine conditions when ambient temperature and
behavior are controlled, have shown that the circa-
dian rhythm of distal skin (hands and feet) tempera-
ture is phase-advanced, by approximately 100 min,
and with a larger amplitude than that of core body
temperature [10]. As such, not only is distal skin
temperature typically lower but it is also out of
phase with core body temperature. The circadian
rhythm of proximal skin temperature (e.g. forehead,
thigh), on the other hand, follows that of core body
temperature; the distal – proximal skin temperature
gradient, therefore, is useful in determining body
heat loss via the extremities [10].

The menstrual cycle

Duration and endocrinology

The human menstrual cycle, defined as the interval
between the first day of bleeding of one cycle and
first day of bleeding of the next cycle, typically lasts
25 to 35 days, with an average of 28 days for women
in their twenties, and 26 days for women in their
forties [37]. The follicular phase has an interval of
between 10 and 20 days and the luteal phase of
between 9 and 17 days, with greater inter-
individual variance for the follicular phase [38].
Consistent with established clinical research, pro-
spective data collected from multiple menstrual
cycles in over 120,000 women (~612,000 cycles)
using the Natural Cycle app, which included daily
basal oral temperature measurement, dates of men-
struation, and results of an ovulation prediction kit
for some cycles, revealed a mean cycle length of
29.3 days, with a mean follicular phase length of
16.9 days (95%CI: 10 to 30 days) and a mean luteal

phase length of 12.4 days (95%CI: 7 to 17 days) [39].
Mean cycle length decreased significantly with age,
by 3.2 days from age 25 to 45 years. Also, evident
from this “big data” set is the variability in menstrual
cycle duration between women and within men-
strual cycles of the same woman, mostly as a result
of variability in the duration of the follicular phase
[39]. Similarly, in a cohort of ~98,000 women
(~225,000 cycles), in whom data were collected
using a mobile app period tracker (Ovia Fertility)
and day of ovulation was confirmed with an ovula-
tion prediction kit, average cycle length was
29.6 days, and average follicular and luteal phase
lengths were 15.8 days and 13.7 days, respec-
tively [40].

Over its duration of 25 to 35 days, the menstrual
cycle is characterized by cyclical changes in hormones
across the hypothalamic-pituitary-ovarian system
(Figure 1), which are regulated by feedback mechan-
isms. Estradiol (the most potent estrogen) is the main
secretory product of the ovarian follicle during the
early follicular phase of the cycle and, together with
inhibin, is primarily responsible for inducing
a negative feedback regulation on the release of the
gonadotrophins, follicle-stimulating hormone (FSH)
and luteinizing hormone (LH), from the pituitary
[41,42]. In the late follicular phase, as ovarian follicles
develop and mature, estradiol is secreted in large
amounts; when the estradiol concentration has
exceeded a certain threshold for a certain amount of
time (>200 pg.ml−1 for ~48 h [43]), it switches to
exerting positive feedback on the hypothalamic-
pituitary system, sensitizing the pituitary to the
hypothalamic peptide gonadotrophin-releasing hor-
mone (GnRH), leading to the mid-cycle LH surge
[41,42]. Progesterone, on the other hand, which rises
early in the luteal phase, inhibits pulsatile GnRH and,
consequently, LH release; it also prevents the positive
feedback effect of elevated estrogen on GnRH and LH
[44]. Kisspeptin and neurokinin B, neuropeptides
secreted by the ventral hypothalamus, play a key role
in regulating GnRH and subsequent gonadotropin
secretion [45].

Just as for regulation of core body temperature,
there are also powerful temporal influences from
the SCN on reproductive regulation. A good
example of this influence is the LH surge, which
relies on the integration of temporal and metabolic
information [46]. Temporal information from the
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SCN is integrated with sex steroid influences from
the periphery to target GnRH neurons to induce
the preovulatory LH surge. In turn, the SCN
receives feedback from the neurons involved in
this process in the hypothalamus [46].

The mean LH peak occurs at 14.7 ± 2.4 days [38].
Detection of LH in urine using an over-the-counter
device is considered a highly accurate marker of
impending ovulation [43]. Approximately 16
h after the peak LH surge, an oocyte is released
from the follicle (ovulation) and the corpus luteum
then evolves from the ruptured follicle and secretes
progesterone and estradiol, marking the start of the
luteal phase. About 7 days after ovulation, should
fertilization and implantation of the conceptus not

occur, the corpus luteum degenerates and hormone
production begins to decline. The reduction in ovar-
ian steroid hormones (along with reduced inhibin
A concentrations) toward the end of the luteal phase
leads to a reduced negative feedback mechanism on
the hypothalamic-pituitary system, and there is an
inter-cycle rise in FSH [42].

The hormonal changes across the menstrual
cycle not only directly control reproductive events
in women but also exert effects on other physio-
logical systems, including thermoregulation. These
effects may represent a systematic approach to
creating an environment conducive to implanta-
tion, survival, and development of an embryo. The
POA of the hypothalamus is centrally important
for the regulation of both temperature and repro-
ductive function, and there is a linkage between
these two systems. Indeed, given the substantial
investment of energy required for fertility, preg-
nancy, and lactation, it is not surprising that there
is a reciprocal interaction between neural circuits
that regulate energy balance, body temperature,
and reproduction. This interaction ensures an ade-
quate energy reserve to meet the demands of
reproduction [47].

Determining menstrual cycle phase

The length of the menstrual cycle, timing of ovula-
tion, and hormonal concentrations at any particular
timepoint in the menstrual cycle vary between indi-
viduals and even from month to month within an
individual. In studies of the menstrual cycle, it is
therefore important to obtain detailed information
from participants, before enrollment, concerning
typical menstrual cycle duration and regularity. The
variability in menstrual cycles makes it challenging
to match physiological changes (including core body
temperature) to hormone variations across the men-
strual cycle. Given these constraints, most studies
describing core body temperature changes in detail
across the menstrual cycle have focused on pre-
menopausal women with regular menstrual cycles,
and there are very little data in peri-menopausal
women. Women approaching menopause start to
experience changes in their menstrual cycles, includ-
ing irregularity; however, it is still feasible to track
their cycles, which can be aided with an app that
provides a convenient tool for women, and can be

Figure 1. Reproductive hormone and basal body temperature
changes across an ovulatory menstrual cycle. Top panel shows
the profile for serum luteinizing hormone (LH) that peaks just
before ovulation (dotted line). Middle panel shows fluctuations
in serum levels of the ovarian hormones, estradiol, and proges-
terone across the menstrual cycle. Bottom panel indicates the
biphasic curve in morning basal body temperature (oral) across
the menstrual cycle. Data from 10 women with ovulatory
menstrual cycles [58].
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helpful for researchers to schedule visits around spe-
cific menstrual phases. However, hormonal mea-
surements are critical at each visit to confirm the
accuracy of the menstrual cycle phase.

Given the duration of the menstrual cycle, of
approximately 28 days, it is impractical to record
physiological measurements along with hormone
samples daily or more frequently across the men-
strual cycle to track the time course of change. As
a result, most studies compare two time-points in the
menstrual cycle when the hormone milieu is most
distinct: early-mid follicular phase (low estrogen and
progesterone) versus the mid-luteal phase (domi-
nant progesterone levels). Some studies have tar-
geted the pre-ovulatory phase, when there is
a surge in estrogen; this phase is challenging to
target, being of short duration (2–3 days) and requir-
ing either daily tracking of estrogen levels or predic-
tion of the day of ovulation based on previous
menstrual cycles, with scheduling a couple of days
before expected ovulation. Such studies, while chal-
lenging, have provided critical data about the effects
of unopposed estrogen on physiological measures,
including body temperature.

Anovulatory cycles, in which there is no
increase in progesterone, occur about 28% of the
time in women aged 20 to 24 years [49], and there
can also be month-to-month variability in men-
strual cycle duration or day of ovulation in
a particular woman. It, therefore, is imperative
that studies of the menstrual cycle confirm ovula-
tion (e.g. through ultrasound of the ovaries, or
measuring the LH surge), and also preferably mea-
sure progesterone and estrogen levels (or metabo-
lites) as part of the study protocol.

Effects of exogenous hormones (e.g. oral
contraceptives)

Research designs using the administration of exogen-
ous steroid hormones relative to placebo can provide
important information about the effects of
a particular hormone, over and above those that
may occur in observational studies of changes across
the menstrual cycle. Ideally, these hormones should
be administered to women in a cross-over placebo
design; however, practically, most studies have inves-
tigated differences in women taking hormonal contra-
ceptives compared to women with natural menstrual

cycles, or have taken advantage of the typical 7-day
placebo window within most oral contraceptive
packs, to serve as the hormone-free condition.
Hormonal contraceptives are exogenous steroid hor-
mones that inhibit GnRH, thus suppressing the secre-
tion of gonadotropins; during the placebo interval, the
hypothalamic–pituitary–ovarian axis slowly regains
activity, however, endogenous estrogen levels remain
suppressed until Day 6 [50]. Researchers, therefore,
are advised to consider the placebo (withdrawal)
phase as a transient hormone phase [51].

Combined oral contraceptives typically contain
ethinyl estradiol and a synthetic progestin taken
for 21 days, and a placebo taken for 7 days. There
are also progestin-only contraceptives. Women
taking oral contraceptives have low endogenous
hormone levels but high levels of synthetic hor-
mones [52]. As such, some effects observed in
women taking oral contraceptives could reflect
suppression of the endogenous hormones and/or
effects of the exogenous hormones. Hormones
contained in contraceptive preparations also are
synthetic so may exert different effects to endo-
genous hormones. For example, ethinyl estradiol
has a high affinity for estrogen (estradiol) recep-
tors and is more potent [52] and may be bioactive
for longer [51] than the endogenous hormone.
They also may have different actions on progester-
one/estrogen receptors as a consequence of differ-
ences in structure, type, and concentration, and
are taken once per day as a single dose, whereas
endogenous hormones are continuously secreted
from the ovary in varying amounts across the
menstrual cycle [51]. It should be noted that the
assays used to measure endogenous progesterone
and estrogen (typically estradiol) do not measure
synthetic hormones and there is a large variation
between individuals in the pharmacokinetics of
contraceptive steroids [53].

New oral contraceptive formulations have been
developed to contain the minimum steroid doses
necessary to inhibit ovulation, and current formu-
lations contain less than 20% of the earliest pre-
parations [54]. Thus, their effects on core body
temperature and other physiological responses
may differ from those of older formulations. The
type of progestin has also varied with generations
of oral contraceptive: second-generation proges-
tins (e.g. norgesterel) are more androgenic, and
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third-generation progestins are anti-androgenic
[52]. Progestins also differ in their selectivity for
the progesterone receptor, with newer progestins
having selectivity ratios seven to eight times higher
than those of older progestins [54]. Finally, oral
contraceptive brands differ in the hormonal dose
delivered across the 21-day period, with monopha-
sic pills containing a constant dose of progestin
and estrogen, and triphasic pills containing
a varying dose of hormones designed to mimic
the natural menstrual cycle. Given the wide range
of hormonal contraceptive agents available, it is
critical that researchers report the types used by
participants, including amounts of estrogen and
progestin contained in the contraceptive.

Effect of the menstrual cycle on core body
temperature

Resting-state (basal) core body temperature, typi-
cally measured in the early morning when waking
up before any activity, is 0.3°C to 0.7°C higher in
the luteal phase compared with the follicular phase
[55–57], providing a simple method for retrospec-
tively detecting ovulatory cycles [55,58]. The
higher temperature after ovulation can be detected
from the measurement of basal oral, tympanic,
rectal, or vaginal temperature [36]; it may also be
detectable from 5-min oral temperature measure-
ments taken at a consistent time in the afternoon
or at bedtime [59]. The increase in body tempera-
ture has been attributed to the thermogenic effect
of progesterone, with a rise in core body tempera-
ture being evident about 24 h after a detectable
increase in plasma progesterone levels [60], reach-
ing a plateau within 48 h [61], and remaining high
until the approach to menstruation, when it
declines as progesterone levels decline. If preg-
nancy ensues, core body temperature is main-
tained at the level of the luteal phase throughout
the life of the corpus luteum [62]. In anovulatory
cycles, which lack a rise in progesterone, there is
no increase in basal core body temperature,
although the opposite it not necessarily true,
since there are documented cases when ovulatory
cycles are hormonally evident yet there is no rise
in basal core body temperature [58], which could
reflect a lack of sensitivity to progesterone [63].

Baboons, like humans, exhibit a true menstrual
cycle with cyclic changes in reproductive hor-
mones. In baboons, abdominal temperature
increases from minima recorded during the peri-
ovulatory phase to maxima in the luteal phase,
however, this higher body temperature persists
into the menstruation phase, despite the drop in
progesterone [25]. These findings suggest that the
higher body temperature is unlikely to be a result
from the actions of only progesterone [25].

While tracking core body temperature is
a relatively simple and inexpensive way to monitor
ovulatory menstrual cycles, it is subject to limita-
tions including measurement and interpretation
errors, inconvenience, and the impact of other
factors on body temperature variance [64]. Even
if basal core body temperature is measured on
awakening before any activity, it is still influenced
by internal (e.g. fever, sleep disturbance, change of
waking time) and external (e.g. environmental
temperature) factors, which can confound the
measurement of a menstrual cycle effect on body
temperature [43]. The impact of confounding fac-
tors can be somewhat lessened by following the
“three-over-six” rule, which requires that three
consecutive daily readings are higher than the six
preceding daily readings, reflecting an upward
trend in core body temperature [1].

In the last few decades, with the availability of
ambulatory core body temperature measuring
devices, it has been possible to track body tem-
perature for long periods of time, leading to
a more complete picture of how daily core body
temperature rhythms are influenced by the men-
strual cycle. Studies in which at least 24 h of core
body temperature were recorded are reviewed in
detail in Table 1. Table 1 also includes studies that
applied constant routine or similar protocols to
isolate the endogenous circadian rhythm of core
body temperature in women at different phases of
the menstrual cycle.

Most studies that confirmed the presence of ovu-
latory cycles found that the mean or mesor core
body temperature is increased and the nocturnal
decline in core body temperature is blunted, redu-
cing the amplitude of the daily temperature rhythm
in the luteal phase compared with the follicular
phase (Figure 2; 35,65-75). Core body temperature
rhythms in women in the follicular phase are most
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similar to those of men. Studies that have applied
constant routine protocols or rapid ultradian nap
protocols to expose the endogenous circadian core
body temperature rhythm have confirmed that the
circadian amplitude of core body temperature in
the luteal phase is blunted [73–76]. Cagnacci and
colleagues [67] found that the progesterone:estro-
gen ratio, rather than progesterone levels alone,
correlated with the high 24-h mean core body tem-
perature and the reduced core body temperature
amplitude, suggesting that the balance of these
two hormones is critical for modulating core body
temperature. However, Shechter and colleagues
[74] found a significant negative correlation
between urinary progesterone and the amplitude
of the core body temperature rhythm in women
under controlled conditions. Using a constant rou-
tine protocol, Grant, and colleagues [76] found that
both the area under the curve for progesterone and
for the progesterone:estrogen ratio correlated with
the core body temperature area under the curve.
The blunted core body temperature amplitude in
the luteal phase possibly could be attributed to
a direct effect of progesterone on the SCN pace-
maker, or could be indirect, for example, as a result
of modulation of the hypothermic effect of

melatonin. Melatonin, which increases during the
night, has a hypothermic effect, contributing to the
normal nocturnal decline in core body temperature
[77]. In support of this effect, administration of
melatonin provokes an increase in distal skin tem-
perature (potentially via a direct effect on blood
vessels to induce vasodilation and/or indirectly via
modulation of sympathetic nervous system activity)
and a decrease in core body temperature [10], as
heat is shifted from the core to the shell. Mean
circulating melatonin levels and patterns are similar
in the follicular and luteal phases [66,78]; however,
melatonin seems to have a reduced hypothermic
effect in the luteal phase. Melatonin administered
during the day elevated circulating melatonin levels
to a similar extent in the follicular and luteal phases,
and was associated with a decline in core body
temperature in the follicular phase (of 0.31°C), but
no associated decline in core body temperature in
the luteal phase [66]. The authors reasoned that
progesterone may inhibit the nocturnal hypother-
mic action of melatonin in the luteal phase, redu-
cing the nocturnal fall in core body temperature
[66]. In support of a role for melatonin in the
blunted amplitude of the core body temperature
rhythm in the luteal phase, a recent constant

Figure 2. Data represent rectal temperatures recorded every minute for 4 h before bedtime (time 0) and 20 h after from fifteen
young women (age: 22 ± 4 years) in the mid-follicular and mid-luteal phases of their menstrual cycles. Women had serum
progesterone levels in the luteal phase reflective of ovulatory menstrual cycles. Subjects followed their usual daytime schedules
and spent the night in a sleep laboratory. Modified from [65].
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routine study showed in a small sample that when
environmental light exposure was used to suppress
melatonin in the follicular phase, core body tem-
perature was higher and similar to that of women in
the luteal phase [76].

While a blunted nocturnal amplitude of the core
body temperature rhythm in the luteal phase is evi-
dent even in studies with uncontrolled environmen-
tal conditions, studies of core body temperature
rhythms in ambulatory conditions or in semi-
controlled conditions have found variable effects of
the menstrual cycle on phase (indicated by the time
of maximum or minimum core body temperature)
of the circadian temperature rhythm. Some investi-
gators [66–68,80] found a phase delay in the tem-
perature rhythm (sometimes by as much as 90 min)
in the luteal phase compared with the follicular
phase, while others have found no difference
[35,69,71,79]. This variability in findings could be
explained by masking of the endogenous core body
temperature rhythm by factors such as environmen-
tal light, activity, sleep, and posture [78,81], as well as
by the application of different methods and indica-
tors of phase. For example, acrophase as a phase
marker may be inaccurate in individuals who are
free-living and engaging in daytime activity. After
controlling for many of the masking effects, by
restricting subjects to 24-h bedrest and regulating
the sleep period, environmental temperature, and
food intake, Cagnacci, and colleagues [67,68] found
a significant phase delay in the luteal phase.
However, more recent studies that applied a full or
modified constant routine [75,76,78] or ultradian
nap protocol [73,74] found no difference in the
circadian rhythm of body temperature phase
between the follicular and luteal phases of the men-
strual cycle. Shechter and colleagues [74] argue that
the delay found by Cagnacci and colleagues in the
luteal phase could be a consequence of the effects of
bright light on the core body temperature rhythm,
since dim light conditions were not maintained
across the experiment. Overall, current evidence
supports the concept that the amplitude of the cir-
cadian core body temperature rhythm is blunted in
the luteal phase, but the circadian core body tem-
perature phase is unchanged in the luteal phase
compared with the follicular phase of the menstrual
cycle.

Few research studies have examined daily skin
temperature rhythms at different phases of the
menstrual cycle. Krauchi and colleagues [82] mon-
itored 24-h ambulatory skin temperature using
wireless temperature sensors at eleven sites includ-
ing wrists and feet (distal skin temperature) and
infraclavicular regions and sternum (proximal
skin temperature) in women across the menstrual
cycle under normal living conditions. They showed
a change in mean daily skin temperatures with
maximum values at the end of the self-reported
luteal phase and minimum values at the estimated
end of the follicular phase. There was no menstrual
cycle phase effect on the distal-proximal skin tem-
perature gradient, suggesting no change in internal
heat conduction across the menstrual cycle [82]. In
contrast to these findings, Shechter and colleagues
[83] found no difference in distal skin temperature
(hands and feet) across all circadian phases between
the mid-follicular and mid-luteal phases in a highly
controlled study using the ultradian sleep-wake
cycle procedure in women with ovulatory cycles
confirmed with hormone measurements. As
shown in earlier constant routine studies [22], distal
skin temperature was out of phase with core body
temperature, with minimum core body tempera-
ture recorded at a similar time (follicular:
0434 h ± 0025; luteal: 0420 h ± 0022) as maximum
distal skin temperature (follicular: 0314 h ± 0057;
luteal: 0423 h ± 0104) in both menstrual phases
[83]. Studies that have measured skin temperature
for shorter time intervals either at rest or during
exercise have produced mixed results for menstrual
cycle effects, with some showing increased skin
temperature and others no difference in the luteal
relative to the follicular phase [reviewed in 36].
These authors suggest that since the onset of sweat-
ing is delayed (which would be expected to be
associated with an increase in skin temperature)
yet cutaneous vasodilation is increased (increasing
convective heat loss) during the luteal phase, the net
result may be no change, or little change, in skin
temperature [36].

Most studies have compared core body tem-
perature rhythms in the luteal and follicular
phases, but a change in body temperature also
may occur around the time of ovulation, albeit
a smaller change that is not always detected. In
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1945, Halbrecht observed that the “progestin
phase” (luteal phase) was preceded by a slight but
constant fall in basal core body temperature (oral
or rectal) in some of the women in which body
temperature was monitored [56]. In a small study
of four women in the preovulatory phase, in
whom high levels of estradiol were documented,
resting esophageal temperature was lower and the
threshold for sweating was decreased relative to
the early follicular phase [31]. In a study of
women with multiple follicle development induced
with FSH injections from day 8 onwards, which
results in a prolonged estrogen surge, the entire
24-h core body temperature curve was shifted
lower, with no change in amplitude or phase, in
association with a low progesterone:estrogen ratio
just before ovulation [67]. The temperature-
lowering effect of estrogen is also evident in ambu-
latory women with normal ovulatory menstrual
cycles; mean and minimum 24-h core body tem-
perature were at their lowest during the preovula-
tory phase, coincident with the estrogen surge, in
women tracked across several phases of the men-
strual cycle [35]. Together, current data suggest
that in the presence of unopposed estrogen, core
body temperature is lowered uniformly across 24
h, whereas in the presence of estrogen and proges-
terone in the luteal phase, the curve is shifted
upwards but with a blunted amplitude.

A question best addressed by studies with con-
trolled conditions is whether there is a change to
circadian core body temperature regulation over-
all, or just the rhythm in the luteal phases relative
to the follicular phase. Shibui and colleagues [73]
investigated multiple circadian hormone and tem-
perature rhythms in women in the follicular versus
luteal phase and found a blunted amplitude of
thyroid-stimulating hormone and a trend for
a lower area under the melatonin curve, in addi-
tion to a blunted temperature rhythm, leading
them to conclude that there is an overall change
in the circadian pacemaker. However, other stu-
dies using either constant routine or ultradian
naps, did not find any menstrual phase associated
difference or change in melatonin phase or ampli-
tude. Based on their findings of no change in
circadian amplitude, phase, or level of melatonin,
distal skin temperature, or in the distal-core tem-
perature gradient, Shechter et al. [83],concluded

that the changes in amplitude and level of core
body temperature in the luteal phase likely reflect
a thermoregulatory response to progesterone
rather than a change in function of the circadian
system.

Association between changes in body
temperature over the menstrual cycle and
cognitive performance, sleep, and heart rate

The consequences of changes in core body tem-
perature over the menstrual cycle for other phy-
siological functions are not well understood. In
studies conducted to date, researchers have found
that cognitive performance on a simple reaction
task differed in association with core body tem-
perature across the circadian cycle in women on
a constant routine, with better performance in the
luteal phase when core body temperature was
higher [75,76,78]. While these results are correla-
tional, it is possible that a higher core body tem-
perature in the luteal phase may explain the better
performance; a relationship between core body
temperature and cognitive performance, where
the poorest performance coincides with the lowest
body temperature, has been shown repeatedly in
men [78]. In a study of cognitive performance
overnight, in which neurobehavioral performance
was worse in the follicular phase, Grant and col-
leagues [76],found a significant inverse correlation
between core body temperature and attentional
failures in the naturally-cycling women.

Several studies have investigated menstrual cycle-
related changes in sleep in parallel with core body
temperature, and have suggested that some changes
in sleep may be a consequence of changes in body
temperature. For example, Driver and colleagues [84],
found that slow-wave activity (electroencephalogram
power density 0.625–4.625 Hz) was higher in the first
sleep cycle of the luteal phase relative to the follicular
phase, which they suggest may be attributed to the
higher body temperature since slow-wave activity is
increased with elevated body temperature in the rat
[85]. The well-characterized increase in spindle fre-
quency activity in the luteal phase [86–88] may also
be, in part, a result of increased core body temperature
[89], although progesterone and its metabolites likely
also have a direct effect on spindle generation [84].
Some studies have found a small reduction in REM
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sleep in the luteal phase relative to the follicular phase
[reviewed in 86], particularly evident in the first and
fourth sleep cycles [84], which could be related to the
higher body temperature in this phase. In their ultra-
dian nap study in the follicular and luteal phases,
Shechter, and colleagues (2010)[74] also found
reduced REM sleep in naps during the habitual noc-
turnal sleep period in the luteal phase compared with
the follicular phase, which they suggest may reflect the
coupling between body temperature and REM sleep.
REM sleep has a circadian variation, peaking soon
after the nadir in core body temperature [90], and
may be inhibited in the presence of a higher core body
temperature, as it is under a thermal challenge [91];
thermoregulatory responses (e.g. sweating rate) are
reduced in REM sleep [92]. Overall, correlational
data suggest some relationship between the rise in
body temperature and sleep changes in the luteal
phase, although reproductive steroids also act directly
on sleep regulatory centers [93], so it is likely that both
direct and indirect effects may be in play.

An increase in heart rate (3% to 5%) in the
luteal phase relative to the follicular phase is evi-
dent, particularly during sleep [84,86,94], and is
associated with a decrease in vagal activity [94].
There is also an increase in sympathetic activity
(reflected by measurement of muscle sympathetic
nerve activity) in the mid-luteal phase compared
to the follicular phase [95–97]. The increase in
heart rate in the luteal phase, therefore, may result
from altered sympathovagal balance, reflecting the
actions of progesterone (and possibly balanced
with effects of estrogen) on the autonomic nervous
system. It has been argued, however, that this
increase could be secondary to the increase in
body temperature of ~0.4 C (Q10 effect) [29];
increased heart rate in the luteal phase is corre-
lated with the increase in body temperature [84].

Effects of exogenous hormones on core body
temperature in women

Studies in women with natural menstrual cycles,
which are observational, point strongly to the
effects of progesterone and estrogen on body tem-
perature regulation, with progesterone being
responsible for the increase in core body tempera-
ture in the luteal phase. These findings are sup-
ported by studies that have investigated the direct

effects of exogenous hormone administration on
core body temperature, to determine the separate
and combined effects of progesterone and estro-
gen. Studies of women taking hormonal contra-
ceptives that contain synthetic hormones have also
been informative about the effects of progesterone
and estrogen on body temperature regulation.

Effects of estrogen and progesterone

The thermogenic action of progesterone was
shown in early studies in which progesterone was
administered to men [98] (Figure 3) or to women
with anovulatory cycles or amenorrhea, or in the
follicular phase or luteal phase, or post-menopause
[62,63,99]. Statistical analyzes were not undertaken
in these early studies, however tests were made in
multiple women and the effects reported were
large enough to be visually identified. The thermo-
genic effect of progesterone is also evident in rats
[100–102]. Progesterone’s thermogenic effect is
evident even at low doses (5 mg) in men [98]
(Figure 3) but higher doses are more likely to
induce a consistent response [60,98]. Barton and
Wiesner [63] showed that daily injections or intra-
muscular administration of progesterone caused
a rise in waking temperature within 24 h in
women with amenorrhea. When administered in
the presumed luteal phase (when waking tempera-
ture was already high), an additional rise in body
temperature was observed in some but not all
women. In their series of studies, Israel and
Schneller [60] found that oral administration of
a progestogen alone (pregneninolone, high dose:
4 daily doses of 20 mg for a total dose of 80 mg) in
ovariectomized women increased basal rectal tem-
perature by 0.2°C to 0.3°C within 24 h in 19 of 22
trials; temperatures declined within 48 h after pro-
gestogen withdrawal. These results suggest that the
thermogenic effect of progesterone does not
require estrogen priming of progesterone receptors
for the response to occur. The rise in core body
temperature was still evident if progestogen fol-
lowed ethinyl estradiol administration, and if
estradiol and progestogen were administered
simultaneously (although a higher progestogen
dose was required to obtain the effect) [60]. Also,
while a high dose of estradiol benzoate (1.5 mg)
administered to women during the luteal phase
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lowered basal core body temperature, the effect
was temporary. Results are consistent with studies
that administered estrogen alone, resulting in
a small (<0.25°C) and temporary depression of
waking core body temperature [60,63]. Also, stu-
dies of the effects of estrogen replacement therapy
in postmenopausal women show a reduction in
resting rectal temperature (by ~0.5°C) [103,104].
Addition of progestins blocked the temperature-
lowering effect of estrogen such that core body
temperatures were similar to those of women not
taking any hormone replacement therapy [103]. In
summary, estrogen has a temperature-lowering
effect that can temporarily oppose the effect of
progesterone, although progesterone’s hyperther-
mic effect is dominant [60].

There is not always a correlation between the pro-
gesterone rise and the core body temperature rise. For
example, Forman and colleagues [61],found that the
mean temperature rise (oral waking temperature) was
almost identical over each of the first 4 days in
patients treated with human menopausal gonadotro-
pin therapy comparedwith patients treated with other
forms of follicular stimulation despite progesterone
levels being 2–4 times higher in the former group.
However, estrogen levels in the patients treated with
human menopausal gonadotropin were also higher

(more than double that of the other treatment group),
and estrogen may have depressed the thermogenic
action of progesterone [61].

Effects of oral contraceptives

Studies of women taking oral contraceptives con-
taining an estrogen and progestin (active phase)
have shown they have elevated core body tempera-
tures while awake at rest compared with the pla-
cebo phase [105,106]. Further, studies of 24-h
body temperature rhythms have shown that
women taking oral contraceptives in the active
phase of the contraceptive regime have body tem-
peratures similar to those of women in the luteal
phase, which are higher than those of men and
women in the follicular phase [69,78,79]. In con-
trast to recordings of short-term resting tempera-
tures, two studies that have recorded 24-h core
body temperature rhythms did not find
a difference in 24-h mean or minimum body tem-
peratures between the active and placebo phases of
the oral contraceptive regime [69,80], although
visual inspection of the curves shows the placebo
phase core body temperatures appeared slightly
lower during inactivity (sleep) than during the
active phase of the day. Given the variability

Figure 3. Basal body temperatures (5-min rectal temperature taken in the early morning) averaged over 5 days before any hormones
were administered (pre-progesterone), during daily progesterone injections (5 mg or 10 mg, intramuscular), for 3 days when
estradiol dipropionate (1.0 mg) was injected together with progesterone, and for 5 days after ending hormone administration, in 6
men. *p < 0.01 compared with the pre-progesterone condition; # p = 0.04, compared with progesterone condition. Data from [98].
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between studies in timing of when the women
were studied during the 7-day placebo phase, oral
contraceptive formulations used, and variability in
the pharmacokinetics of oral contraceptives, there
is likely variability in the hormonal clearance rates,
and thus the duration of effect of the exogenous
hormones on core body temperature.

Based on findings from the older studies,
described above, that administered progesterone,
the core body temperature elevation in women
taking combined oral contraceptives is most likely
caused by the thermogenic action of progestins
dominating the temperature-lowering effect of
ethinyl estradiol contained in the contraceptive
pill. A relevant study in this context is one of the
few studies to use a randomized cross-over design
to test the effects on core body temperature (eso-
phageal) of combined oral contraceptive pills
(estradiol-norethindrone, 4 weeks) compared
with progestin only (norethindrone, 4 weeks)
[107]. Eight women were first studied in their
natural follicular and luteal phases, and there was
a 4-week washout period between hormone
regimes. During 20 min of rest in a thermoneutral
environment, the esophageal temperature was
higher when women were taking the progestin-
only pill compared with their follicular phase. In
addition, core body temperature was higher when
taking progestin-only compared with the com-
bined oral contraceptive. These findings show
that progestin effectively increased core body tem-
perature; however, when estrogen was adminis-
tered with progestin, the effect was reversed
[107]. The findings conflict with the above-
mentioned studies examining core body tempera-
ture in women taking chronic combined oral con-
traceptives and also with early studies that showed
the dominant thermoregulatory effect of proges-
terone over estrogen. Possibly, differences between
study results can be explained by differences in the
progestin used or ratio of progestin to estradiol.
Norethindrone is less selective to the progesterone
receptor than some other progestins and a higher
dose may be required to exert a dominant thermo-
genic effect in the presence of estradiol (which
would work to lower core body temperature).
Alternatively, differences in the duration of use
of oral contraceptives between this study (taken

for 1 month) and others (convenience samples of
women already taking oral contraceptives, gener-
ally for at least 3 months) could explain the dis-
crepancies in results.

Changes in metabolic rate across the
menstrual cycle

It has been suggested that the increase in core body
temperature in the luteal phase can be explained, in
part, by enhanced heat production associated with
increased basal metabolic rate. The majority
[29,108–113] but not all [114,115] studies find an
increase in energy expenditure or basal metabolic
rate of about 5% to 9% in the luteal phase. For
example, in a study of 24-h energy expenditure
using direct and indirect calorimetry, when condi-
tions were relatively standardized, Webb [113],
found an increase, on average, of 8.8% (with
a standard deviation of 5.5%) in daily energy expen-
diture in 10 women in the luteal phase relative to the
follicular phase. For eight of the women, the increase
ranged between 8% and 16%, however, two other
women showed a decrease of 2%. Some researchers
have suggested that the increase in basal metabolic
rate could be secondary (a Q10 effect) to the raised
body temperature [29]; however, a rise in body tem-
perature of 0.3–0.7°C would induce a small increase
in metabolic heat production that may be
within the range of measurement error [110].
Administration of a progestin-only contraceptive
(depot-medroxyprogesterone acetate) increased
resting metabolic rate by, on average, 9% (with 9 of
13 women showing an increase) in association with
an increase in body temperature (measurement not
defined) 3 weeks later, which is when maximum
concentration is expected [116]. Two recent studies
examined the effects on energy expenditure of sex
hormone suppression with GnRH agonist therapy in
women [109,117]. In the first study, a significant
increase in resting energy expenditure in the mid-
luteal phase was found compared with the early
follicular phase, and a reduction in resting energy
expenditure in response to GnRH agonist therapy
(which suppressed progesterone and estrogen) [109].
The second study also found that with hormone
suppression, resting energy expenditure was reduced
(by 3.7%) and this reduction was prevented by
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estrogen therapy [117]. Together, these results sup-
port an association between sex steroid hormones
and energy expenditure. Both progesterone and
estrogen may contribute to this effect in the luteal
phase.

Regulation of body temperature during
exercise, heat and cold exposure, and fever
across the menstrual cycle

If core body temperature is regulated at a higher
operating point during the luteal phase, one would
expect to find shifts in the thresholds for heat- and
cold-defense effector mechanisms across the men-
strual cycle. Indeed, a landmark study by Hessemer
and Bruck [29] showed that there was a concomitant
and almost identical change of all autonomic ther-
moregulatory thresholds (shivering, sweating and
cutaneous vasodilation) from the early follicular to
mid-luteal phase, in women exposed to environmen-
tal heating and cooling. It also had been reported
previously that there were similar shifts in thermal
perception, with the hand temperature at which
women felt pleasant higher in the luteal phase [118]
and subjects less sensitive to cold sensation in the
luteal phase [119]. Further studies evaluating the
autonomic and behavioral responses of women to
heat and cold, as well as during exercise in hot
environments, have supported the view that body
temperature is defended at a higher level during the
luteal phase.

Cold exposure

Core body temperature remained constantly
higher in the luteal phase compared to in the
follicular phase when women were exposed to
a rapid decrease in air temperature (from 32°C to
12°C) that elicited shivering and an increase in
metabolic rate (Figure 4; 29). The threshold core
body temperature for heat production by shivering
was 0.5°C higher in the luteal compared to the
follicular phase. Although Hessemer and Bruck
[29] did not examine cutaneous vasoconstriction,
it has been shown that reflex thermoregulatory
control of vasoconstriction also is shifted to
a higher core body temperature, at least by exo-
genous female steroid hormones in oral contra-
ceptives [105].

In addition to physiological responses, there
also is a shift in the onset of behavioral responses
to cold across the menstrual cycle. Women
exposed to decreasing air temperature (from 30°
C to 15°C) dressed quicker and put on thicker
clothes when in the luteal phase than when in
the follicular phase [120]. They also reported that
they felt cooler in the last 30 min of exposure to
the decreasing air temperature in the luteal phase.
In contrast, Matsuda-Nakamura and colleagues
[121] found that thermal perception did not differ
between the luteal and follicular phases when
young health women were exposed to a mildly
cool environment. Skin temperature and periph-
eral blood flow also decreased similarly during
exposure to the cooler air in both phases of the
menstrual cycle.

Heat exposure

During heat exposure, the higher core body tem-
perature in the luteal phase is coupled with
a higher core temperature threshold for heat loss
effector function, including cutaneous vasodilation
and sweating (Figure 4; 29,122-126). Despite the
change in the threshold for sweating, it has been
reported that the sweating rate and pattern of sweat-
ing at various cutaneous sites do not differ across the
menstrual cycle [122,125]. In contrast, Lee and col-
leagues [127] found that women had a higher sweat-
ing rate and skin blood flow in the luteal phase when
exposed to heat. Female reproductive hormones
affect the peripheral mechanism of vasodilation,
with differences in cutaneous vasodilation across
the menstrual cycle, at least in some regions of the
body [125]. Differences in sweating and blood flow
responses between studies likely are attributed to
different experimental protocols, and differences
between subjects (for example, resulting from hydra-
tion or training – see below). Nevertheless, despite
this variability, in all studies the difference in core
body temperature between the luteal and follicular
phases is maintained during exposure to heat
[121,125].

Exercise

The higher body temperature during the luteal phase,
including during exercise [128,129,130-132,140],
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has led to the suggestion that women are at
a disadvantage when performing exercise during
their luteal phase, especially in hot environments
[131,133,134,140,141]. In recreationally active
females, endurance time to fatigue in hot, humid
conditions [140]) and exercise tolerance time in
a hot, dry environment [132] were lower in the luteal

phase compared to the follicular phase. In contrast, in
well-trained women exercising in the heat, exercise
performance did not differ across the menstrual cycle
[135] and high-intensity intermittent running in the
heat was not influenced by the phase of themenstrual
cycle [136].

In thermoneutral conditions, exercise appears to
have little effect on the core body temperature
difference that exists between the luteal and folli-
cular phases, regardless of exercise intensity [137].
Pivarnik and colleagues [131] reported a slightly
greater increase in rectal temperature in women
exercising at 22°C in the luteal compared to the
follicular phase, and a perception by the women
that the exercise was harder in the luteal phase
[131]. In contrast, another study found that rectal
temperature increased at a slightly greater rate in
the follicular compared to the luteal phase in
women exercising at 24°C, which the authors
attributed to a greater gain for sweating in the
luteal phase [138]. In subjects taking oral contra-
ceptives in the same study, thermoregulatory
responses to exercise were more uniform across
the menstrual cycle with no changes in the
dynamics of the sweating response [138].

During exercise in a hot anddry environment, body
temperature also appears to increase at the same rate
in both phases of the menstrual cycle, such that the
core temperature difference between the luteal and
follicular phases at rest is maintained during stead-
state exercise [123]. Cumulative heat storage at differ-
ent exercise intensities in a hot, dry environment was
the same in both phases of the menstrual cycle, and
there was no difference in whole body heat loss over
the menstrual cycle [32]. Where fatigue is induced by
hyperthermia during exercise [142], one, therefore,
would expect women to reach a limiting hyperthermic
core body temperature sooner in the luteal compared
to the follicular phase.

Hydration and training state, however, may influ-
ence core body temperature responses across the
menstrual cycle when exercising at high intensity
or in severe heat. In women that were well-
hydrated during exercise in a warm and humid
environment, Garcia and colleagues [142] found
that the sweating rate was higher during the luteal
phase compared to their follicular phase. As a result,
core body temperature did not rise excessively dur-
ing exercise in the heat in the luteal phase, nor did

Figure 4. The threshold core body temperature for effector
responses in the follicular and luteal phase of the menstrual cycle.
Top panel shows the threshold for sweating, middle panel shows the
threshold for cutaneous vasodilation, and the lower panel shows the
thresholds for shivering (a) and increasing metabolic rate (b).
Interventions are (1) during exercise in the early morning [126], (2)
during exercise in the late afternoon [126], (3) during passive heat
exposure [125], (4) during exercise in the heat [123], (5) during
exercise [123], (6) during exercise [30], (7) during passive heat
(upper and middle panels) or cold (lower panel) exposure [29], (8)
during exercise [138], and (9) during exercise [139]. Core body
temperatures are esophageal, rectal, or calculated mean body
temperature.
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their heart rate or perceived rating of exhaustion.
Well-trained athletes also are likely to experience
less variation in exercise performance across the
menstrual cycle, partly because physical training
improves heat loss responses in the mid-luteal
phase [143]. In well-trained endurance athletes exer-
cising in moderate heat during the mid-luteal phase,
the body temperature threshold for heat loss
responses was lower and the sensitivity of heat loss
responses was higher compared to those of
untrained athletes [139]. Well-trained women also
have smaller changes in core body temperature over
the menstrual cycle, associated with reduced ovarian
hormone concentrations and fluctuation over the
cycle [143]. In well-trained athletes taking oral con-
traceptives chronically, exercise performance in the
heat did not differ over the menstrual cycle, despite
the endogenous changes in core body temperature
over the cycle still being present [144]. Chronic oral
contraceptive use, however, attenuates the sweating
response, which may impair performance if athletes
are unable to pace themselves appropriately [144].

Fever

During a fever, core body temperature continues
to be regulated but is actively defended at a higher
level [9]. Fever results when cytokines, such as
interleukin-1β (IL-1 β), interleukin-6 (IL-6) and
tumor necrosis factor-α (TNF-α), released from
leukocytes and other cells, induce the synthesis of
cyclooxygenase-2, which results in increased pros-
taglandin synthesis. Prostaglandin E2 acts on the
hypothalamus to alter the set point for body tem-
perature regulation, leading to an increase in heat
production, the conservation of heat, and ulti-
mately fever [145]. Although mediators of the
fever response in females and males do not differ,
there is evidence, particularly from animals, that
female reproductive hormones modulate the
immune response and may affect the magnitude
of the febrile response. Randomly-cycling female
rats show a blunted febrile response compared to
males when injected with the pyrogen lipopolysac-
charide (LPS), possibly as a result of a reduced
response of cytokine mediators of fever, including
TNF-α and MIP-1α [146]. Treatment of ovariecto-
mized female rats with estrogen and progesterone
reduced blood levels of the cytokine IL-1β (but not

IL-6) and the febrile response to LPS, compared to
control ovariectomized female rats [147]. In
human peripheral mononuclear cells, estrogen,
and progesterone exert an inhibitory effect on IL-
1 β mRNA synthesis and IL-1β release but not IL-6
secretion [148].

As far as we are aware, there are no data compar-
ing patterns of fevers in women across phases of the
menstrual cycle. Given the view that fever has an
upper limit [149], one would expect to see a smaller
increment in core body temperature in febrile
women in the luteal phase compared to the follicular
phase, possibly as a result of changes in cytokine
responsiveness, such that core body temperature is
similar at the peak of the fever in both phases.

Rare episodes of high and recurrent fever-like
responses in the luteal phase have been reported.
Rutanen and colleagues [150] reported a case
where the patient had recurrent fevers associated
with high progesterone during the luteal phase of
the menstrual cycle, and upregulated cytokine
levels across the entire menstrual cycle. In con-
trast, high and recurrent fevers in three other
patients were not associated with any changes in
inflammatory cytokines across the menstrual cycle,
leading the authors to speculate that other
mechanisms are responsible, possibly associated
with a surge in LH affecting the central nervous
system and hypothalamic thermoregulatory center
[151–153].

Mechanisms of action of progesterone and
estrogen on thermoregulation

Central actions of progesterone

The thermogenic effect of progesterone could be
mediated centrally (to increase heat production
and/or reduce heat loss), and could be a direct
effect or an indirect effect achieved through
another mediator. There are several lines of evi-
dence supporting a direct effect of progesterone on
the preoptic area of the hypothalamus to inhibit
heat loss mechanisms (i.e., raise the set point at
which behavioral and autonomic thermoeffector
pathways are activated) and/or increase heat pro-
duction. First, as described above, in association
with the rise in core body temperature in the luteal
phase, there is an increase in the threshold

248 F. C. BAKER ET AL.



temperatures for sweating onset, cutaneous vaso-
dilation, thermal comfort, and cold sensations
(Figure 4), which likely reflects an orchestrated
thermoregulatory response from the brain.
Second, intravenous injection of progesterone in
rabbits inhibits the firing rate of warm-sensitive
neurons and stimulates cold-sensitive neurons in
the POA and anterior hypothalamus, with a short
latency (6–20 min) implying a non-genomic action
[154]. Inhibition of warm-sensitive neurons would
inhibit heat loss responses and increase heat pro-
duction, thus raising body temperature. Third,
Marrone and colleagues [101] showed in three
animals that administration of progesterone
directly into the POA increased colonic tempera-
ture by 0.5°C; four rats who received cholesterol
administration as a control showed no consistent
change in colonic temperature. Fourth, in vitro
studies using slice preparations, which isolate the
actions of progesterone on thermosensitive neu-
rons in the POA from other progesterone-sensitive
areas, showed that a greater proportion of warm-
sensitive neurons (61%) than thermally insensitive
neurons (15%) in the POA were inhibited by pro-
gesterone [155] (Table 2). Of the only four cold-
sensitive neurons studied, three were inhibited by
progesterone and one was activated; this sample is
too small to draw any conclusions about the
actions of progesterone on cold-sensitive neurons.
Neurons responded, on average, at 8.3 ± 6.0 min,
and recovered after 30–40 min, again indicating
that the inhibitory effect of progesterone is rapid,
and unlikely to be genomic. A second study by
these same authors considered the priming effect
of estrogen [156] and found that, similar to their

earlier findings, progesterone alone tended to inhi-
bit warm-sensitive neurons (Table 2). This effect
persisted even when a progesterone receptor
antagonist was applied, suggesting that it is not
mediated via progesterone receptors. The authors
suggest that progesterone’s inhibitory effect might
be mediated by a direct action on GABAergic
receptors [156].

In contrast, in preparations taken from ovariec-
tomized rats treated with estrogen 72 h previously,
progesterone excited warm-sensitive neurons
[156]. This excitatory effect was not evident in
slices from animals not pretreated with estrogen
or in slices from animals treated with estrogen
only 12 h prior, and the effect was blocked when
a progesterone receptor antagonist was applied
together with progesterone. These results elegantly
show that the excitatory effect of progesterone on
warm-sensitive neurons in the POA is likely
mediated by progesterone receptors induced by
estrogen [156]; induction of progesterone recep-
tors in the preoptic area takes 24–30 h [157].
Taken together, these data support a rapid inhibi-
tory effect of progesterone (not via progesterone
receptors) on heat-loss and/or heat-production
mechanisms in the POA. Following priming by
estrogen, however, progesterone excites warm-
sensitive neurons (via progesterone receptors),
which would increase heat loss and reduce heat
production. Both these mechanisms may coexist
[156]. Putting these findings in the context of
studies in women in the luteal phase, in whom
both progesterone and estrogen are present, it
seems possible that the ratio of progesterone to
estrogen is critical in determining whether the

Table 2. Effects of progesterone and estrogen on neurons in the preoptic area. Progesterone data from Tsai et al. [155]. POA tissue
slices from male and ovariectomized female rats were perfused with medium containing progesterone (3 ng.ml-1 and 30 ng.ml-1,
which are within physiological ranges). There were no apparent sex or dose differences in responses so data were pooled. Estradiol
data are from Silva and Boulant [16]. POA tissue slices were perfused in medium containing 17β-estradiol (30 pg.ml-1, which is within
the physiological range). Progesterone 72 h after estradiol data are from Tsai et al. [156]. Ovariectomized rats were injected with 17β-
estradiol benzoate (20 µg in 0.1 ml oil, subcutaneous) for 3 consecutive days before sacrifice. POA slices were then perfused with
progesterone. In all cases, neurons that were excited or inhibited are shown; the remaining neurons showed no change to the
hormones. See text for discussion.

Progesterone Estradiol Progesterone 72 h after estradiol

Reference 154 16 155

Effect Excited Inhibited Excited Inhibited Excited Inhibited

Warm-sensitive neurons 5/31 (16%] 19/31 (61%)* 7/27 (26%) 1/27 (4%) 16/42 (38%) 4/42 (10%)

Temperature- insensitive neurons 3/26 (12%) 4/26 (15%) 2/22 (9%) 1/22 (5%) 1/21 (5%) 5/21 (24%)

Cold-sensitive neurons 1/4 (25%) 3/4 (75%) 0/3 (0%) 0/3 [0%) - -
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inhibitory or excitatory effect of progesterone on
warm-sensitive neurons in the POA is dominant.
Indeed, correlational data by Cagnacci and collea-
gues [67] shows that a high ratio of progesterone
to estrogen and not progesterone alone is corre-
lated with higher core body temperature.

The cellular mechanisms and microcircuitry that
progesterone acts on to induce its thermogenic effects
are incompletely understood. Investigators have sug-
gested norepinephrine [158] and cytokines [159] as
potential secondary mediators. Pro-inflammatory
cytokines such as IL-1 and TNF mediate fever after
an infection, principally through stimulation of pros-
taglandin synthesis, resulting in an increased set point
[160]. Progesterone has been shown to stimulate
macrophages to produce IL-1 [161] and some
researchers [but not all, e.g. 162] have shown that
IL-1 activity [159] is increased after ovulation when
progesterone is high, providing some support for the
hypothesis that the rise in core body temperature in
the luteal phase is similar to a fever [159]. Others have
reported increased prostaglandin plasma concentra-
tions in the luteal phase [163]. However, studies that
have used a variety of antipyretics to inhibit cycloox-
ygenase, and therefore prostaglandin production,
have shown no effect on core body temperature and
thermoregulatory responses in the luteal phase. Two
studies found no effect of prostaglandin synthesis
inhibitors (acetaminophen or lysine acetylsalicylate)
on the luteal phase-related upward shift in 24-h body
core temperature rhythms or the blunted nocturnal
amplitude of the core body temperature rhythm
[65,68]. There also was no effect of acetaminophen
on 24-h core body temperatures in the follicular phase
[65]. Administration of salicylates together with pro-
gesterone across multiple days in men had inconsis-
tent effects on basal body temperature [98].
Charkoudian and Johnson [105] administered ibu-
profen to a combined group of women taking oral
contraceptives (studied in the high progestin/estradiol
phase, and at the end of the placebo phase) and
women with natural menstrual cycles (luteal phase
and follicular phase). Ibuprofen had no effect on the
upward shift in short-term resting core body tempera-
ture, cutaneous vascular conductance and sweating
responses in the high hormone phase (luteal phase/
active pill). Brooks-Asplund et al. [164] found only
minor effects of an antipyretic (aspirin) on oral body
temperature and cytokine levels in postmenopausal

women taking hormone therapy (estrogen or com-
bined estrogen/progesterone), and no effect of aspirin
on rectal temperature in the estrogen/progesterone
group. The authors concluded that the thermoregula-
tory mechanism of steroid hormones is probably dis-
tinct from a classic infection-induced fever [164]. It
remains to be determined whether progesterone
could act via a prostaglandin-independent pathway
involving factors like corticotropin-releasing factor
and endothelins [165], to raise body temperature.
Finally, as described above, there is also evidence
that progesterone may act, at least in part, via inhibi-
tion of melatonin secretion from the pineal gland,
reducing its hypothermic effect at night [66]. It has
been suggested that melatonin’s hypothermic effect is
centrally mediated via a reduction in the threshold for
active vasodilation [166] and possibly also a shift in
the vasoconstrictor system control to a lower internal
temperature [167]. Of note, an effect of progesterone
via thyroid hormone has been discounted [168].
Given that the field of the neuroscience of thermo-
regulation is still relatively young and themultifaceted
neural network controlling thermoeffectors is still not
completely understood [4], it is likely that an appre-
ciation of how hormones like progesterone affect this
network will be advanced in future work.

Central actions of estrogen

Unopposed estrogen has a core body temperature-
lowering effect. There is evidence that similar to
progesterone, estrogen could exert its effect by
directly acting on thermosensitive neurons in the
POA of the hypothalamus. Application of estradiol
to isolated preoptic tissue slices from male rats
causes an increase in the firing rate of warm-
sensitive neurons, facilitating heat loss and redu-
cing heat production [16] (Table 2). Estradiol had
no effect on the cold-sensitive neurons tested.
There is growing evidence from Rance and collea-
gues [169] showing that estradiol can also affect
central thermoregulatory pathways via actions on
a group of estrogen-sensitive arcuate neurons that
co-express kisspeptin, neurokinin B, and dynor-
phin (KNDy neurons) involved in the regulation
of GnRH secretion. There is considerable interest
in this group of neurons because they are thought
to be involved in triggering hot flashes in peri- and
post-menopausal women: KNDy neurons are

250 F. C. BAKER ET AL.



hypertrophied post-menopause after estrogen
withdrawal and ablation of these neurons reduces
cutaneous vasodilatation and partially blocks the
effects of estrogen on thermoregulation [169].
Work examining the effects of estrogen withdra-
wal is informative about the thermoregulatory
pathway through which estrogen acts. Recent find-
ings in a mouse model suggest that estrogen-
sensitive KNDy neurons modulate heat dissipation
effectors indirectly via a subpopulation of gluta-
matergic neurokinin 3 receptor-expressing neu-
rons in the median preoptic nucleus in the
hypothalamus [170]. However, the ablation of
neurokinin 3 receptor-expressing neurons did not
prevent the thermoregulatory effects of estradiol,
indicating that they are not essential for estrogen’s
thermoregulatory effect [170]. Possibly, estrogen
acts via this secondary pathway in addition to
direct actions in the POA.

Actions of estrogen and progesterone at other
sites

Progesterone and estrogen could influence ther-
moregulation via peripheral effects on the cuta-
neous vasculature in addition to their central
action. Estrogen and progesterone influence local
cutaneous blood flow, although mechanisms are
complex and still not completely understood [3].
Estrogen has critical multiple effects on the vascu-
lar system, which are reviewed elsewhere [171].
Estrogen promotes vasodilation in part by stimu-
lating nitric oxide (NO) and prostacyclin synth-
esis, and inhibits vasoconstriction by decreasing
the production of vasoconstrictors like cyclooxy-
genase-derived products, angiotensin II, and
endothelin-1 [171]. Estrogen induces upregulation
of NO production in the endothelium via multiple
mechanisms, including genomic (stimulation of
NO synthase gene expression) and non-genomic
activation of second messengers like Ca2+ cAMP
[171]. The peripheral effect of progesterone is less
clear although it seems to promote vasoconstric-
tion by enhancing α-adrenergic responsiveness,
mediated by cyclooxygenase [172].

Finally, limited work has shown that progesterone
may increase heat production via its effects on mito-
chondria [116]. Resting metabolic rate is determined
at the cellular level by processes related to

mitochondrial activity [116]. A mitochondrial mem-
brane progesterone receptor has been identified
[173], potentially enabling a direct effect of proges-
terone, and progesterone also indirectly induces
mitochondrial biogenesis [174].

In summary, progesterone and estrogen have the
potential to act in multiple, complex, and interact-
ing ways both centrally and in the periphery to
modulate thermoregulation. The action of these
hormones on the vasomotor state in the periphery
likely also feeds back to the hypothalamus to
further modulate core body temperature. It is cri-
tical to consider the dual and balanced actions of
estrogen and progesterone, which are both present
and active in the luteal phase. As emphasized by
Charkoudian and Stachenfeld (2014) [3] in their
seminal review, estrogen can modulate progester-
one-related increases in body temperature through
its actions in the POA and through peripheral
vasodilation effects, meaning that the balance of
these hormones is likely critical for thermoregula-
tory control.

Using consumer technology to monitor
menstrual cycle changes in daily temperature

For decades, women have relied on measuring
changes in their daily awakening temperature,
typically taken with an oral thermometer once
a day, to track ovulatory cycles [64]. de Mouzon
and colleagues [55] investigated the reliability of
basal core body temperature (morning rectal tem-
perature) for determining the timing of ovulation.
Women who were admitted to hospital for in vitro
fertilization or sterility evaluation measured their
temperature across the periovulatory period (72
h before until 72 h after ovulation) and four
blood samples were taken each day. They con-
cluded that basal core body temperature is an
unreliable indicator of ovulation for three main
reasons: (1) large variation in the interval between
the core body temperature nadir or rise in tem-
perature and ovulation; (2) the need for a 48-h
window to confirm a basal core body temperature
criterion because of a large number of false nadirs
and temperature rises; (3) difficulty in interpreting
basal core body temperature charts [55]. However,
they suggest that basal body temperature may be
of use in confirming ovulation has occurred after
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the fact. Despite these and other limitations
[reviewed in 64], basal body temperature measure-
ment is simple and cheap [175] and, therefore,
remains a popular way of retrospectively tracking
ovulatory cycles.

With advances in technology and machine
learning algorithms, personalized self-monitoring
consumer devices have been developed to track
changes in daily activities, including body tem-
perature across 24 h, over many days, weeks, and
months. There is growing interest in applying
these devices to monitor ovulatory cycles in
women, with the primary aim of helping women
with infertility. Table 3 describes wearables that
have been marketed for the measurement of body
temperature changes across the menstrual cycle,
aimed at collecting multiple cycles of data to
which algorithms can be applied to predict the
optimal window of fertility in future cycles, poten-
tially useful for women trying to fall pregnant or to
avoid pregnancy. Devices have been developed to
track daily changes in core body temperature
(intra-vaginal), temperature of the ear canal or
under the arm, while others rely on skin tempera-
ture of the wrist or finger, given its convenience
and low invasiveness. As described above and
reviewed elsewhere [176], skin temperature is
influenced by many confounding factors, includ-
ing environmental temperature, sensor design, and
site of measurement. Controlled laboratory studies
also show conflicting findings regarding the exis-
tence of a post-ovulatory rise in skin temperature
[36]. For example, as discussed above, under con-
trolled conditions, there was no difference in distal
skin temperature between the follicular versus the
luteal phase across the circadian cycle, and the
rhythm of distal skin temperature was out of
phase with that of core body temperature [83].
While the circadian rhythm of proximal skin tem-
perature (e.g. thigh, abdomen) tracks that of core
body temperature more closely, there is a lack of
data evaluating how menstrual cycle phase impacts
skin temperature measures depending on skin sur-
face location and other factors. Skin temperature,
therefore, cannot be used as a surrogate for core
body temperature changes across the menstrual
cycle.

Nevertheless, there are several commercial
wearables that incorporate skin temperature

sensors and sophisticated algorithms to noninva-
sively and conveniently track and record body
temperature as well as other physiological signals
every few seconds or minutes. These devices often
focus on the nighttime period, which produces
more data and may be more reliable than a short
period after waking. As outlined in Table 3, sev-
eral of these devices have been investigated in
preliminary studies, mostly by the company, and
have shown promising results for the detection of
the fertile window (encompassing ovulation)
based on tracking an upward shift in temperature
after ovulation. One study that investigated the
possibility of detecting a decrease in skin tem-
perature (measured at the wrist) before ovulation
revealed that a pre-ovulatory temperature nadir
was detected in only 41% of cycles, suggesting
that prospective determination of ovulation with
this method was not robust [177]. Some devices
have gone beyond relying only on temperature
and have integrated other signals, like heart rate
and derived heart rate variability. Applying
a machine learning algorithm to data from multi-
ple sensors (contained in a wrist bracelet)
revealed good performance in detecting the
6-day fertile window, showing the promise of
multi-sensor data being applied to not only retro-
spectively identify ovulatory cycles but potentially
to predict the period when fertility is high-
est [178].

While these wearables show promise in rejuve-
nating the usefulness of body temperature tracking
to monitor ovulatory cycles if combined with other
signals, and possibly to predict the ovulatory win-
dow, further independent evaluation of their valid-
ity against current gold standards, and across
different groups of women, is required by the
research community.

Conclusion

The rise in core body temperature during the
luteal phase is a cardinal signal of an ovulatory
menstrual cycle that is well recognized and easy
to measure. Along with knowledge about the rise
in core body temperature in the luteal phase, our
knowledge has grown to reveal that thermoregu-
latory responses are also altered, with a shift to
a higher threshold for effector responses,
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including shivering, sweating, and cutaneous
vasodilation. We now understand that there is
intricate circuitry linking the thermoregulatory
and reproductive systems, with estrogen and pro-
gesterone interacting in complex ways to alter
thermoregulation. The microcircuitry of how
progesterone and estrogen interact in the brain
to modify central thermoregulation as well as
their effects in the periphery are not well under-
stood, and further work is needed. Ultimately, the
rise in core body temperature may serve
a purpose for the potential of an ensuing preg-
nancy, although why an elevated temperature
may be beneficial is not understood. Many ques-
tions remain about the anomalies in the litera-
ture: why do some women who have ovulatory
cycles with a rise in progesterone not show a rise
in core body temperature, for example? Could it
simply be because most of these studies were
undertaken using a single basal body temperature
measurement in the morning or are some women
less sensitive to the thermogenic effect of proges-
terone? It would be helpful to follow up with 24-h
temperature measurement of core body tempera-
ture to confirm that an increase in temperature
and blunted amplitude of the 24-h body tempera-
ture rhythm are really not evident, in addition to
documenting ovulation and progesterone levels.
Also, why, on rare occasions, do women show
a magnified fever-like response when progester-
one is increased as usual in the luteal phase? Are
they more sensitive to progesterone, or is estro-
gen less effective, leading to an imbalance in
central thermoregulatory control? Why in the
baboon, with a true menstrual cycle, does the
increase in core body temperature persist even
after menstruation when progesterone is no
longer present? While it is assumed that the ther-
moregulatory system is thoroughly understood,
the interactions between it and the reproductive
system are complex and remain to be fully
uncovered.

Our understanding of female biology, including
changes that occur across the menstrual cycle, is
compromised by the paucity of data from females.
It has been recognized across many disciplines that
there is a greater need for research on females, and
a need to report sex as a biological variable [185].
Male bias is evident in most fields of biologicalTa
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research, and particularly so in the field of neu-
roscience, where males outnumber females at a ratio
of 5.5 to 1 [186]. For many years, the default model in
human studies has been a 70 kg male [187] and most
researchers avoid using female animals in research
[188], primarily because of hormonal changes across
the estrus cycle [187]. Bale and Eppetson [185] out-
line how researchers can focus on or control for
particular hormonal states in animals and humans,
and argue that females cannot be excluded from
research simply because of an assumption that they
have greater variability in responses. Indeed, proper
consideration of the menstrual cycle may reduce
noise in experiments and aid researchers in detecting
differences between treatments or groups, including
in measurements of body temperature.
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