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Abstract: The use of short-acting beta-2 agonists (SABAs) is more common in elite athletes than in
the general population, especially in endurance sports. The World Anti-Doping Code places some
restrictions on prescribing inhaled β2-agonists. These drugs are used in respiratory diseases (such
as asthma) that might reduce athletes’ performances. Recently, studies based on the results of the
Olympic Games revealed that athletes with confirmed asthma/airway hyperresponsiveness (AHR)
or exercise-induced bronchoconstriction (EIB) outperformed their non-asthmatic rivals. This overuse
of SABA by high-level athletes, therefore, raises some questions, and many explanatory hypotheses
are proposed. Asthma and EIB have a high prevalence in elite athletes, especially within endurance
sports. It appears that many years of intensive endurance training can provoke airway injury, EIB,
and asthma in athletes without any past history of respiratory diseases. Some sports lead to a higher
risk of asthma than others due to the hyperventilation required over long periods of time and/or the
high environmental exposure while performing the sport (for example swimming and the associated
chlorine exposure). Inhaled corticosteroids (ICS) have a low efficacy in the treatment of asthma
and EIB in elite athletes, leading to a much greater use of SABAs. A significant proportion of these
high-level athletes suffer from non-allergic asthma, involving the th1-th17 pathway.

Keywords: short-acting beta-2 agonists; sport; asthma; exercise-induced bronchoconstriction; doping;
overuse

1. Introduction

Regular physical activity is associated with better asthma control. Our society encour-
ages people to take part in sports, which helps to reduce the incidences of chronic diseases
and allows patients with these diseases to maintain a better quality of life. Five to ten
minutes of exercise a day could reduce all-cause mortality by 30% [1–5].

Physical exercise has a beneficial effect on the quality of life of asthma patients [2–4].
However, there is a higher prevalence of the use of medication for the treatment of asthma,
particularly short-acting beta-2 agonists (SABA), in elite athletes than in the general population.

Except for salbutamol, SABAs are prohibited by the World Anti-Doping Agency,
without a therapeutic use exemption (TUE). Inhaled corticosteroids (ICS) are permitted [6].

Data collected among athletes at the Atlanta, Sydney, and Athens Olympic Games
show significant use of short-acting adrenergic agonists in elite athletes (e.g., 15% of cyclists,
11% of swimmers, and 16% of speed skaters) [7].

This overconsumption involves only endurance sports as only 2.2% of tennis and
handball and 1.1% of gymnastics athletes use them.

The objective of this review is to provide possible explanations for the overuse of
SABA in the high-performance athlete.
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2. The Shadow of Doping

The performance of athletes receiving treatment for asthma does not only seem to
match, but rather exceed that of untreated athletes.

During the Sydney Summer and the Vancouver Winter Olympics, athletes being
treated for asthma represented between 4% and 8% of the participating athletes; however,
they made up between 5% and 16% of medal winners [8].

This high use of treatment appears to be due to a greater prevalence of asthma,
particularly in endurance sports [9].

However, the fact that athletes seem to perform better when taking asthma treatments,
and that they even outperform their colleagues without lung disease, raises questions
regarding the reasons for this overuse.

2.1. Are SABAs Associated with a Doping Effect?

Many studies have investigated the possible doping effect of beta-adrenergic agonists.
The results of these studies vary depending on the protocol used. Time trials seem to

show beneficial effects of inhaling beta-adrenergic agonists, whereas “time to exhausting”
efforts show no effect. This could be due to a final-kick effect, or a possible beneficial
effect on the sprinting abilities (maximum effort of 10–30 s) of salbutamol. The study by
Hostrup et al. on the effects of acute and two-week administration of salbutamol on exercise
performance, sprint of 30 s repeatability, and muscle strength in athletes without asthma
and exercise-induced bronchoconstriction (EIB) showed only an improvement in sprinting
ability. Two studies by Merlini et al. gave different results. One showed no effect after
inhalation of 1600 micrograms of salbutamol on sprinting performance in footballers (30 m).
However, in another study, there was an increase in sprinting ability over 30 m with LABA
inhalation (200 micrograms of salmeterol or 24 micrograms of formoterol) compared to a
placebo. In the large majority of studies, there was no improvement in the performance of a
healthy athlete with beta-adrenergic agonist inhalation. An improvement in lung function
in athletes with or without asthma, particularly in forced expiratory volume (FEV1), is
found with inhaled SABA or long-acting beta-2 agonists (LABA). It cannot be concluded
that there is a significant doping effect of beta-2 adrenergic agonists [7,10–15].

2.2. So, Why This Overconsumption?

Is it because champion athletes train harder than other athletes, following the adage
that “the harder I train, the better I perform”, and are therefore more likely to report asthma?

3. Epidemiology

Several epidemiological studies have shown an abnormally high and increasing preva-
lence of asthma in professional athletes compared to the general population [16,17].

Asthma prevalence was at 6.7% in the general French population in 2006 whereas it
varied from 15 to 20% in high-level athletes practicing endurance sports [18].

Similarly, the prevalence of asthma among American and German Olympic athletes
increased from 11.2% in 1984 to 15.3% in 1996 and to 17% in 2007. During that time,
the prevalence was estimated to be between 4 and 7% in the American and German
populations [19,20].

Exercise-induced bronchoconstriction mainly affects people with asthma, but it also
affects those without chronic asthma, including elite athletes. The term “exercise-induced”
bronchoconstriction is used rather than “asthma-induced” because the former term does
not imply underlying asthma. The symptoms of EIB are the same as those of chronic asthma,
and they can vary greatly and are only triggered by exercise. EIB can be asymptomatic and
only cause a decrease in lung function. EIB in athletes is very often asymptomatic or of
mild intensity [7,21,22].

EIB is reported to occur in 90% of people with chronic asthma, especially in those with
severe or poorly controlled forms [10,23]. In contrast, between 5 and 20% of the general
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population are estimated to experience EIB. The prevalence in athletes is higher than in the
general population and is estimated to be between 30 and 70% [22,24,25].

Age and gender are not predisposing factors for asthma or EIB in elite athletes. The
type of effort made is a better predictor of EIB. Indeed, asthma or EIB in elite athletes will
preferentially affect those practicing endurance sports, especially in hot or cold climates [6].

Consequently, the use of SABAs by athletes in the winter and summer Olympic
Games from 2002 to 2010 was higher in endurance sports such as cycling (17.2%) or Nordic
combined (12.9%) than in ski jumping (3.1%) or boxing (1.7%) [9]. Harmful substances
found in inhaled air, added to heavy ventilation, might increase the probability of asthma.
For example, chloramine is known to be harmful to the airways, which might explain why
synchronized swimming is affected by asthma [8]. Similarly, skaters have a high prevalence
of respiratory pathologies that might be explained by the quality of the air inhaled in
skating rinks due to ice resurfacing machines, which produce carbon monoxide, nitrogen
dioxide, and fine and ultra-fine particles [26,27].

The prevalence of asthma is higher in elite athletes than in the general population,
particularly in endurance sports. This is also the case for EIB. Chronic asthma in the elite
athlete and especially EIB, which can be asymptomatic, is often mild in intensity [28]. Prior
to 2019, Global Initiative for Asthma (GINA) recommended the administration of SABAs
alone for level-1 asthma and stepping up the therapy if not controlled.

4. A Low Use of Inhaled Corticosteroids and Therefore a Greater Use of SABA

Of the athletes taking SABAs, the number who are also taking ICS has steadily in-
creased from the 2004 Athens Olympics (69.9%) to the 2008 Beijing Olympics (87.2%).
However, at the 2010 Vancouver Olympics, this percentage decreased sharply (75.3%) [9].

Daily use of ICS remains the most effective treatment for allergic asthma. They are the
most effective anti-inflammatory agents of the airways and give better control of underlying
asthma. Their use results in fewer emergency treatments composed of a SABA alone or a
LABA-ICS [29].

There is a synergistic effect between ICS and LABA [29]. The use of a beta-2 adrenergic
agonist alone is not recommended as there is an increased risk of poor asthma control and
exacerbations [30,31].

In allergic asthma, ICS act against bronchial remodeling and therefore against bronchial
hyperreactivity [32]. In athletes with isolated EIB or mixed asthma, inhaled glucocorticoids
should also act against bronchial remodeling.

4.1. So Why the Heavy Use of Beta Agonists Instead of ICS?
4.1.1. Variable Effectiveness

Oral corticosteroids provide significant improvement in FEV1 (which corresponds
to the volume of air exhaled during the first second of a so-called “forced” exhalation,
following a deep inhalation) for some chronic asthmatic patients [23,33]. The severity of
asthma alone cannot explain the resistance to, or the effectiveness of, corticoids.

In skiers, ICS have a similar anti-inflammatory or symptom-reduction effect to placebo,
but they induce a significant improvement in FEV1 [34].

In other chronic asthmatics during the birch pollen season, the use of ICS contributed
to a significant reduction in the number of inflammatory cells [32].

The different responses of the inflammatory process to inhaled corticosteroids in
“skiing asthma” and “allergic asthma” may suggest that the stimulation of the inflammatory
response is different in these two asthma phenotypes.

Similarly, the efficacy of ICS on frequency and intensity of EIB (isolated or associated
with asthma) will also differ between patients.

Chronic ICS treatments have long and repeatedly demonstrated their effectiveness in
reducing the frequency and intensity of EIB in the general population [35].

However, few studies have been conducted in elite athletes on the action of ICS on EIB.
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The studies performed to date have not been able to show any clear beneficial effect
of ICS on airway inflammation. The improvement in FEV1 is mostly attributed to the
cessation of sports activity [34].

A study by Tsukioka K. et al. also identified a category of subjects who did not
respond well to ICS treatment alone but responded to treatment with the ICS/LABA
combination. Athletes with allergic asthma were the group that responded best to different
treatments [36].

4.1.2. Immunologic Profile and Inflammatory Responses in Asthma

Asthma was originally thought to have a single inflammatory mechanism, both in
athletes and in non-athletes. The airway immune process leading to asthma symptoms was
thought to be solely due to the th2 pathway. Asthma caused by the th2 pathway is allergic
asthma. Analyses of bronchial biopsies and bronchoalveolar lavage fluids taken from most
asthmatic patients showed elevated levels of L T CD 4 and markers that indicate an immune
mechanism of this th2 pathway. They also showed high levels of eosinophils, mast cells,
IL4, IL 5, IL 9, and IL 13. This causes an increased production of EGI by lymphocytes, thus
releasing mediators responsible for asthma symptoms and the development of chronicity
including: histamine, prostaglandins (notably PGD2), leukotriene (notably LT C4, D4, and
E4), and major basic proteins [37–42].

However, thanks to several studies conducted over the last few years, it is now known
that this is not the only inflammatory mechanism. We can speak of asthma phenotype,
which depends on the higher or lower expression of each immunological pathway in the
patient’s asthmatic pathology, and on their response to treatments [43,44].

Nevertheless, in all asthma phenotypes, whether mild to moderate, there is a certain
level of collagen and tenascin deposited on the basement membrane, as well as hyper-
trophy and hyperplasia of the smooth muscles of the airways and airway goblet cell
hyperplasia [31].

4.1.3. Asthma th1 and th17

Several studies in patients with severe asthma, and/or a poor response to corticos-
teroids, show elevated levels of cytokines and cells not representative of the th2 pathway
but rather of the th1 and th17 pathways. These include gamma interferon, IL8, and IL-17
with significant neutrophil expression, which is known to play a role in airway remodeling
leading to bronchial hyper-responsiveness (BHR) and chronic asthma. In these patients,
the pathology is very often late-onset, occurring after childhood [38–41].

Aggression of the airways induces an inflammatory response of the organism mediated
by the th1-th17 pathway. The CD4 cells of the th1 pathway secrete the interleukin interferon
(IFN) gamma.

The IFN gamma is able to stimulate phagocytic activity by activating macrophages.
The CD4 cells of the th17 pathway induce mainly a secretion of interleukins IL-17, IL-21,
and IL-22. The IL-17 stimulates the production of pro-inflammatory cytokines such as IL-6,
IL-1, and TNF alpha.

The IL-17 and IL-22 are associated with the stimulation of the production of granu-
lopoietic factors such as IL-8 and G-CSF, notably by bronchial epithelial cells. These two
factors favor proliferation and induce the recruitment of neutrophils. The Il-21 also induces
the production of IL-8 while IL-6 and IL-17 increase mucus production. Neutrophils release
chemotactic factors to attract monocytes and macrophages. They have an important role
in the defense of the organism with their antimicrobial activity through the generation
of reactive oxygen species (ROS), the activation of protease, and the establishment of
neutrophil extracellular traps (NET). In addition to the production of TGF-beta, metallopro-
tease (MMP9), and elastase, neutrophils have a role in airway remodeling by degrading
the extracellular matrix and the epithelial barrier. The elastase produced by neutrophils
contributes to inhibiting anti-protease (TIMP). The IFN gamma inhibits anti-elastase (SLP1),
which implies the persistence of proteases such as metalloprotease produced by neutrophils.
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This creates an imbalance between the proteases that degrades the extracellular matrix and
the anti-proteases that inhibit proteases. This is a possible explanation for why we see a
thickening of the basement membrane with increased deposition of extracellular matrix
proteins like collagen and tenascin. This leads to the development of airway remodeling
and to chronic asthma [38–41].

At the systemic level, CS will cause suppression of the th1-th17 immune axis and a shift
towards th2-mediated immunity. This effect does not apply to all specific compartments of
the human body. At the pulmonary level, the opposite is true. There is a suppression of the
th2 pathway and upregulation of the th1-th17 voice [23,33,45].

There are explanations for the lack of efficacy of CS in th1-th17 asthma, but several
hypotheses remain to be explored [23,30–46].

4.1.4. To Which Phenotype Does an Athlete’s Asthma and EIB Asthma Belong?

The onset of asthma in athletes occurs later than in the general population. This
pathology appears during or after adolescence and does not correspond to the usual
allergic asthma that develops mainly in childhood. Years of intensive endurance training
could be a trigger for exercise-induced asthma.

A study of athletes at the 2006 Turin Olympic Games showed that only 32.1% of
athletes using a beta-2 adrenergic agonist had the onset of their asthma during childhood.
In 48.7% of these athletes, asthma occurred after the age of 20 [47]. Similarly, in skiers,
asthma often appears in adolescence or later, but it is rare in childhood [48,49].

Numerous studies show that the chronic and late-onset asthma that many athletes
suffer from is mixed, involving the th2 and th1-th17 pathways.

According to the article by Carlsen K-H et al. published in 2012, these athletes have
a high number of neutrophil cells in their sputum, and the higher the training load, the
higher the number of neutrophil cells. Higher levels of interleukins 8, 17, and 22 are also
found in their sputum as is CC16. It is interesting to note that neutrophilic inflammation
does not respond to ICS [50].

An increase in neutrophil and lymphocyte levels is found in professional swimmers,
whether or not they have asthma [51].

Chlorine derivatives will injure the airways and trigger neutrophil inflammation,
an expression of the th1-th17 pathways. When these swimmers are asthmatic, the in-
flammation is mixed and involves a th1-th17 pathway but also a th2 pathway immune
mechanism [52].

In skiers, whether asthmatic or not, high levels of lymphocytes, eosinophil macrophages,
and neutrophils are observed [53,54].

The tenascin composition of the basement membrane is significantly higher in asth-
matic individuals and skiers than in healthy non-skiers, Ref. [55] reflecting a process of
aggression and repair of the airway epithelium, and thus airway remodeling.

Asthma in high-level skiers involves an inflammatory mechanism of the th1-th17 and
th2 pathways [34].

These same high levels of neutrophils and eosinophils are also found in ice hockey
players, showing a mixed expression of the th2 and th1-th17 pathways [27].

4.1.5. Pathophysiology of Sports Asthma

The late-onset of asthma in elite athletes is explained by the fact that over the years,
high-intensity training causes recurrent injuries to the bronchial epithelium, leading to
bronchial hyper-responsiveness (BHR). This is an increased sensitivity of the airways to
physical or chemical stimuli that will cause excessive narrowing of the lumen in these
airways [56–58].

BHR is present in subjects with or without chronic asthma. In individuals without
associated chronic asthma, BHR will trigger EIB.

The presence of BHR in an individual might lead to the development of chronic
asthma, whether allergic or not.
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Sustained exercise requiring increased oral respiration will lead to dehydration on
the surface of the airway epithelium. Hyperventilation in dry, cold air will exacerbate this
phenomenon and therefore result in a higher frequency of BHR. Dehydration will make
the bronchial epithelium prone to injury.

These injuries, which lead to the th17 inflammation, will trigger microvascular leakage
of bulk plasma from the surface of the airways to provide the injured epithelium with
substances to regenerate itself and restore fluid at the surface.

Plasma contains substances that will alter the growth and contractile properties of
smooth muscle cells.

In endurance athletes, this process of injury and repair will be repeated several times
over numerous sessions. After several exposures to molecules contained in the plasma,
a change in the contractile properties of the smooth muscles appears, and they become
hypersensitive, leading to bronchial hyper-responsiveness (BHR).

Because these smooth muscles of the airways are hypersensitive, the release of in-
flammatory mediators caused by the inhalation of allergens or substances harmful to the
bronchial tree will trigger bronchoconstriction. From then on, isolated EIB will set in, and it
may be accompanied by chronic asthma at a later stage.

The current leading theory for explaining EIB is the osmolar theory.
On the surface of the epithelial cells, there is hyperosmolarity of the surface fluid,

which will extend to the epithelial cells and the submucosa of the airways.
The hyperosmolar stimulus caused by the loss of water on the surface of the airways

will trigger the release of IL8, which leads to the proliferation of neutrophils, as well as
prostaglandins (PGD2), leukotrienes (LTE4), and histamine. This will cause bronchocon-
striction and increase vascular permeability. Hyperosmolarity will also stimulate neuronal
cells to release tachykinins. Tachykinins are more effective if the epithelium is damaged
because they are less degraded.

The destruction of epithelial cells will decrease the levels of prostaglandin PGE2,
which protects against asthma.

More sensitive, smooth muscle cells will produce more chemokines to attract mast cells.
The mast cells will infiltrate the smooth muscle of the airways; they are more likely

to be present in the tissues of allergen-sensitized individuals and in those with chronic
asthma [37,50,59,60].

An altered epithelial barrier will expose sensory nerve endings to exogenous particles
and endogenous inflammatory mediators.

The goblet cells will replace the destroyed epithelial cells, leading to increased sputum
levels [58,61].

Several studies have shown that elite athletes have a greater risk of developing allergies—
they have higher levels of allergic rhinitis, allergic rhinoconjunctivitis, and dermatitis.

The prevalence of allergic rhinitis and food allergies among Italian athletes during
the Sydney and London Olympic Games was 26.2% and 7.1%, respectively [62,63]. By
comparison, the prevalence of allergic rhinitis is estimated to be 15% in the European
population according to INSERM and that of food allergy is 1–3% in the world population
according to the WHO [64,65]. In atopic subjects, playing a sport requiring hyperventilation,
years of high-intensity training resulting in the development of BHR, and repeated exposure
to allergens which could promote the development of allergic rhinitis and/or allergic
asthma [59,63]. The non-asthmatic atopic athlete may develop an inflammatory response
(and therefore asthma) more easily, as he or she is likely to have more inflammatory
mediators, IGEs, and mast cells than the non-atopic, non-asthmatic athlete.

The various attacks on the epithelium of the bronchial tracts, the oxidative lesions
caused by hyperventilation, combined with inhaled air that has a high concentration of
chlorine derivatives (or which is polluted, cold, and dry) will trigger a defense mechanism
in the body. This defense mechanism involves a th2 type immune response, and especially
a th1-th17 type immune response, represented by the increased levels of neutrophils. These
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repeated aggressions lead to BHR and mixed chronic asthma of th2 and th1-th17 pathways
in high-level men and women athletes.

Two asthma phenotypes are reported in elite athletes (Figure 1).
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Figure 1. Physiopathology of asthma [37–42,66]. Figure 1. Physiopathology of asthma [37–42,66].

“Classical” asthma begins in childhood or later and involves BHR of allergic origin in
athletes who are usually atopic.

“Late-onset” asthma begins after adolescence, during the athlete’s career, and is due
to hypersensitization of the airways caused by repeated high-intensity training.

The black arrows indicate that when the antigen is presented to naïve CD4 T helper
cells, it triggers their differentiation into th2, th1, or th17 cells. The immunological pathway
depends on the type of antigen and the composition of the microenvironment of the naïve
CD4 T helper cell. The blue arrows indicate that one cell type acts via molecules on another
cell type.

4.1.6. Are Adrenergic Agonist Betas Effective in Mixed Asthma th2 th1–17?

Several studies have demonstrated the efficacy of SABAs and LABAs for treating
asthma in elite athletes. In high-performance skiers with asthma, inhalation of a SABA or
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LABA significantly improved FEV1 in the minutes following inhalation, during and after
exercise [67].

Beta-adrenergic agonists could be effective at treating and preventing EIB in the high-
performance athlete [7,29]. Their efficacy may be due to their bronchodilator effects but
also their effects on acute inflammation, even if overuse of SABAs is known to be associated
with increased risk of exacerbation and mortality in asthma [68].

SABAs and LABAs inhibit the release of inflammatory mediators (histamine or inter-
leukins) by mast cells, LTCD4 th2, basophils, monocytes, etc. This effect must be qualified
because although it is well established in vitro, it is much less so in vivo [69,70]. They
decrease micro vascular permeability and reduce the release of bulk plasma that causes
bronchial hyper-reactivity by inhibiting the formation of endothelial spaces [37].

The effect of beta-agonists on chronic inflammation is not yet established [70].
However, adrenergic beta-agonists also affect neutrophil activation. They do this by in-

hibiting the adhesion of neutrophils to epithelial cells and inhibiting their activation. Chronic
treatment of mild asthma with a LABA reduces the number of neutrophils in the bronchi.
Adrenergic agonist beta-agonists are also believed to accelerate neutrophil apoptosis.

The study by Perttunen, H. et al. (2008) showed a significant reduction in the neu-
trophil count with salbutamol or formoterol, but no effect with salmeterol. This study
also showed that the opposite is true when combining an adrenergic beta-agonist and an
inhaled corticosteroid (Budesonide and Fluticasone): in that case, there is no apoptotic
effect on neutrophils [71].

The study by Anderson R et al. showed that the LABAs formoterol and indacaterol
are more effective in reducing neutrophil activity than a SABA, which in this study was
salbutamol [72].

The lack of efficacy of ICS in mixed phenotype asthma may explain why it is more
difficult to control in athletes, and thus why they turn to SABAs (which remains effective)
more often than non-athletes.

5. Very High Frequency of Use in Athletes

Unfortunately, a tolerance effect may occur [37,73,74].
Desensitization of beta-agonist receptors will affect mast cells and lymphocytes. In

the case of eosinophilic lymphocytes, the process is slower for smooth muscle cells of the
respiratory tract [70].

The anti-inflammatory effect of beta-2 agonists is lost faster than its bronchodilator
effect. This phenomenon occurs due to chronic overuse (i.e., several times a day over two
weeks for albuterol or salbutamol, or daily use of salmeterol over one month) [37,73,74].

Because of this tolerance, the patient will need even to administer higher doses and/or
increase the frequency of administration.

More infrequent use reduces this phenomenon. The efficacy of formoterol inhalation
remains unchanged over time if it is used three times or less per week [29].

Concomitant use of corticosteroids does not affect this loss of efficacy, whether for a
SABA or LABA [29,75,76].

6. Summary

The doping theory cannot be used to explain the overconsumption of SABAs in elite
athletes. Several other reasons for their high use include the fact that there is a very high
prevalence of EIB and asthma in this population. These pathologies are generally mild in
intensity, and prior to 2019, GINA recommended the use of a SABA alone for patients with
tier-1 asthma.

ICS provide better asthma control and results in less frequent use of SABAs. However,
ICS have been shown to have limited efficacy in the th2 and th1-th17 mixed asthma pheno-
type, which is late-onset and the most common asthma phenotype found in elite athletes.
This lack of efficacy may explain their greater use of beta-adrenergic agonists, which remain
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effective regardless of an asthma phenotype. The high frequency of administration may be
explained by the tolerance effect.

Nevertheless, ICS remain useful in the prevention and limitation of the aggrava-
tion of mixed asthma by decreasing bronchial remodeling. GINA recommends them in
mild asthma (very present in athletes) or in EIB, which can generally be reduced with a
maintenance ICS [28].

Therefore GINA recommendations are the combination of ICS with LABA or SABA,
whether it is allergic or mixed asthma [28].

7. Perspective

Where is the line between pathology and the physiological limits of the athlete?
The prescription of asthma medication in athletes is based on clinical symptoms and

HBR/EIB test positivity. EIB is under-diagnosed; if all the athletes were tested, 30 to 70% of
athletes may test positive [22,25,77].

This lack of diagnosis of EIB is because the condition may be asymptomatic, or its
symptoms may be so mild that the athlete will consider it normal or due to a drop in fitness.
High-intensity training over many years will lead to the development of these conditions.
Many athletes will fortunately not develop asthma or EIB. The body’s ability to manage
this oxidative stress is important and depends on the individual, as well as the means used
to prevent the development of these diseases.

Asthma or isolated episodes of EIB may be triggered by factors other than intense
training. In megacities such as Beijing, the very high concentrations of pollutants will act
directly on the neuroreceptors of the airways and have an irritant and inflammatory effect,
provoking these symptoms [78].

Every individual will reach the limits of his body’s defense capacities when they reach
a certain frequency of training, or if they train under certain conditions (which depend on
the number of harmful particles in the air). This will trigger a respiratory pathology.
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