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Abstract
Introduction. Hypersensitivity pneumonitis (HP) is one of the most common forms of interstitial lung disease in children. Due 
to its common association with occupational environment, it used to be considered an exclusively adult disease; however, 
hypersensitivity pneumonitis also affects the paediatric population, and is often associated with exposure to antigens in 
the home environment and with the pastime activities of children.   
Objective. The aim of the study is to present the current state of knowledge on hypersensitivity pneumonitis in children 
with a focus on the peculiarities of diagnostic investigation and management of the disease in this age group. The study 
includes a case report of the disease in a child.   
State of knowledge. In children, the most common factors causing HP are avian and fungal antigens present in the home 
environment. Diagnosis is based on the co-occurrence of characteristic clinical presentation, radiographic and pulmonary 
function tests findings, and a history of exposure to a potential triggering antigen. The main strategy in the management 
of HP is to eliminate the trigger factor with the use of a systemic corticosteroids therapy in severe or advanced cases.   
Conclusions. Due to the risk of irreversible changes in the respiratory tract, an early diagnosis is very important. A quick 
identification of the trigger factor and its elimination from the patient’s environment makes it possible to apply a less 
aggressive treatment, and to improve the patient’s prognosis. Unfortunately, due to its infrequent occurrence, hypersensitivity 
pneumonitis is often not taken into account in a differential diagnosis of respiratory diseases in children, which leads to a 
delayed diagnosis despite the characteristic clinical presentation of the disease.
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INTRODUCTION

Hypersensitivity pneumonitis (HP), formerly called extrinsic 
allergic alveolitis, is relatively rarely diagnosed in children, but 
it accounts for approximately 50% of all forms of interstitial 
lung disease in this age group [1]. According to Danish report, 
the prevalence of HP is approximately 4 cases/1 million 
children and the incidence is 2 cases/year [2]. HP is most 
commonly diagnosed in children aged approximately 10 
years [2, 3] and 25% had a family history of the disease [4].

OBJECTIVE

The aim of the study is to present the current state of 
knowledge on hypersensitivity pneumonitis in children with 
a focus on the specific aspects of diagnostic investigation in 
this age group. The study includes a case report with a classic 
course of the disease.

STATE OF KNOWLEDGE

Hypersensitivity pneumonitis is defined as a disease with a 
variable clinical course which involves an IgE-independent 
hypersensitivity reaction to various environmental factors 
leading to lymphocytic and granulomatous inflammation 

of the peripheral airways, alveoli and the surrounding 
interstitial tissue.

Aetiology and pathomechanism. The number of known 
factors causing HP is substantial and constantly growing. 
They have been divided into 6 groups: bacteria, fungi, animal-
derived proteins, plant proteins, low molecular weight 
chemicals and metals [5, 6].

The earliest reports of HP cases in children date back 
to the 1960s and include the terms “pigeon-breeder lung 
disease” and “farmer’s lung disease” [7]. Currently, in the 
paediatric population, antigens causing HP are usually found 
in the domestic environment and are associated with pastime 
activities. The causative agents mainly include avian, fungal 
and mould or various inorganic antigens, such as inhaled 
paints, plastics, wax and talcum [2, 4, 8, 9]. 

Specific antigens eliciting HP include thermophilic 
actinomycetes, the causative antigen of classic farmer’s lung 
disease. Typically, this form of HP may occur in children 
who live on a farm [10], but a case associated with periodic 
exposure in an equestrian centre has also been reported [11]. 
Thermophilic actinomycetes are present in various organic 
materials, such as rotting hay, household composts, and sugar 
cane residue called bagasse; other sources are air-conditioning, 
air humidifiers and automated water systems. They may be 
contaminated not only with actinomycetes, but also with 
other microorganisms, such as Aspergillus sp., Candida sp., 
Cephalosporium, Aureobasidium pullulans, Naegleria gruberi, 
Acanthamoeba polyphaga, Acanthamoeba castellani, and 
Bacillus spp. [6, 12, 13, 14]. In such cases, the disease takes the 
form of HP known as humidifier lung disease.
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An example of the disease associated with exposure to 
fungi and moulds is a summer-type HP. This is the most 
common form of the disease in Japan, caused by inhaling 
Trichosporon sp. or Cryptococcus albidus, which contaminate 
a warm and humid home environment [15]. 

The most common form of HP associated with pastime 
activities is pigeon-breeder lung or bird fancier’s disease [16, 
17, 18, 19]. Disease-inducing factors include such proteins as 
immunoglobulins, intestinal mucin (present in avian faeces) 
and bloom (a waxy material covering birds’ feathers).

Another important etiological factor for HP is 
Mycobacterium avium complex inducing a hot-tub lung 
disease [20]. Mycobacteria are common in the environment: 
in the soil and water of natural reservoirs, waterworks and 
artificial reservoirs. They are resistant to temperature changes 
and disinfectants and the water environment of swimming 
pools and hot baths is suitable habitat for their survival and 
colonization.

HP may also be caused by drugs such as rituximab [21], 
methotrexate [22], azathioprine [23], sertraline [24].

It is intriguing, that cases of the disease associated with 
an e-cigarette use were also reported [25, 26].

Table 1. Selected factors causing hypersensitivity pneumonitis [5, 6, 14]

Antigen Antigen source Disease

Mycobacterium avium 
complex
Thermophilic actinomycetes
Bacillus subtilis
Naegleria gruberi, 
Acanthamoeba sp., 
Thermoactinomyces sp., 
Candida sp., others
Trichosporon spp. 
 

Animal proteins 
 

Acid anhydrides 
 

Isocyanates
Pyrethrum

Contaminated water 

Moldy hay, compost
Detergent enzymes
Contaminated water from 
home humidifier, 
ultrasonic misting fountains 

Contaminated home 
environment 

Avian serum and feather 
proteins 

Plastics 

 
Paints, plastics
Insecticide

Hot-tub lung 

Farmer’s lung
Detergent-worker’s lung
Humidifier lung
 
 
 
Japanese summer-type 
hypersensitivity 
pneumonitis
Pigeon-breeder’s lung, 
bird-breeder’s lung, bird-
fancier’s lung
Plastic worker’s lung, 
chemical-worker’s lung, 
epoxy-worker’s lung
Paint-refiniszer’s lung
Insecticide lung

The pathophysiology of HP is complex and not well 
understood. The disease involves lymphocytic and 
granulomatous inflammation of the peripheral airways, 
alveoli and surrounding interstitial tissue. Inflammation is 
a result of type III (immune complexes) and type IV (cell-
mediated) hypersensitivity reaction caused by repetitive 
exposure to environmental inhalant allergens [5]. The 
allergens are small particles with a diameter of less than 5 
μm, which makes it possible for them to penetrate the alveoli 
[27]. They may be both organic proteins (plant and animal) 
and low molecular weight agents. 

In acute HP, an inflammatory reaction appears to be 
mediated by immune complexes, as suggested by the presence 
of high titres of antigen-specific precipitating IgG in the 
serum, and an increase in neutrophils in the lungs primed 
for an enhanced respiratory burst [27].

Subacute and chronic HP are characterized by an 
exaggerated T cell-mediated immune response with increased 
T-cell migration, local proliferation, and decreased apoptosis 
contributing to the characteristic T-lymphocytic alveolitis 

[14, 28, 29]. The immune processes that lead to progression to 
fibrosis are less clear. However, features associated with chronic 
HP include an increase in CD4+ Tcells and in the CD4+/CD8+ 
ratio, a skewing toward Th2 T-cell differentiation and cytokine 
profile, as well as an exhaustion of CD8+ T cells [14]. Also, the 
increase of Th17 cells may promote collagen deposition in the 
lung in response to chronic exposure of HP antigens.

The role of precipitins in the pathogenesis of the 
disease is not fully known. They are found in the serum 
of approximately a half of individuals exposed to a given 
antigen who do not present any clinical symptoms of the 
disease [8]. It is suggested that the disease process is based on 
an individual propensity of the immune system to develop 
an inflammatory reaction, probably associated with certain 
major histo-compatibility complex genes [30, 31].

One of the factors initiating the disease seems to be viral 
infections (e.g. RSV, influenza A) [5, 14]. Tobacco smoke 
seems to have a protective effect against the development of 
HP, which is probably associated with its immunosuppressive 
activity, particularly its influence on the production of pro-
inflammatory cytokines by macrophages and inhibition 
of lymphocyte proliferation [5, 32]. However, a precise 
pathogenesis of the disease is not known and the aetiology 
seems to be multi-factorial, i.e. the coincidence of a number 
of trigger factors in individuals with a genetic predisposition 
may lead to inflammatory lesions in the lungs [5].

Clinical manifestations. Obtaining a thorough patient history 
of symptoms plays a key role in diagnosing hypersensitivity 
pneumonitis and identifying the trigger factor. In the majority 
of cases, a clinical presentation is characteristic: there are 
respiratory symptoms, such as dyspnoea during exercise 
(94%) or rest (52%), a cough (52%) and, less commonly, 
wheezing (5%); nearly half of the patients lose weight [2, 
3, 4]. On physical examination, apart from the presence of 
dyspnoea, there are crackles on auscultation (approximately 
50% of children); in some cases signs of bronchial obstruction 
are noted. In some advanced cases of the disease, digital 
clubbing may be present (in 10–30% of children). A clinical 
presentation may suggest an infection-induced asthma 
exacerbation or Mycoplasma pneumoniae infection. As a 
result, inhaled corticosteroids, bronchodilators and macrolide 
antibiotics are often administered [2, 4]. The presence of HP 
is supported by the lack of clinical improvement during the 
treatment and by the recurrence of symptoms after contact 
with a specific environmental antigen.

Clinical course. The duration and intensity of exposure to the 
trigger factor determine the clinical course of the disease [2, 
5]. Historically, three forms of hypersensitivity pneumonitis 
were distinguished: acute, subacute and chronic; however, 
due to the difficulties in differentiating between the particular 
forms in clinical practice, experts currently propose a division 
into two phenotypes [5, 33]:

Acute/subacute HP – characterised by recurrent episodes 
of influenza-like symptoms: fever, muscle pain, cough and 
dyspnoea. The symptoms develop within 2 – 9 hours from 
contact with a trigger factor and persist for a few hours or 
days. On a physical examination, bilateral crackles at the base 
of the lungs are found and signs of bronchial obstruction may 
be present. A chest radiograph of patients with acute/subacute 
HP is often normal or shows diffuse air-space consolidation 
and a nodular or reticulonodular pattern. Symptoms are 
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generally caused by an intensive but short exposure to an 
allergen. They usually subside completely after the end of 
contact with the trigger factor.

Chronic HP – manifesting with chronic and gradually 
deteriorating respiratory symptoms and weight loss. Patients 
with this disease phenotype have an abnormal radiographic 
image of the lungs and a restrictive or obstructive and 
restrictive ventilatory defect in pulmonary function tests. The 
clinical course is determined by a constant but less intensive 
exposure to a trigger factor, which leads to progressive 
pulmonary fibrosis, emphysema and secondary pulmonary 
hypertension. Patients have the symptoms of gradually 
developing respiratory failure with an accompanying chronic 
dry cough, or cough with little expectoration, and weight 
loss. Periods of disease exacerbation may occur manifesting 
with worsening dyspnoea and lung radiographic image 
deterioration. Apart from signs of dyspnoea, physical 
examination reveals crackles at the base of the lungs or over all 
the pulmonary fields; in 10 – 30% of patients, digital clubbing 
is observed [2, 4, 34]. A chest radiograph usually shows the 
abnormalities characteristic for pulmonary fibrosis process.

Additional tests. Laboratory tests may show moderate 
leukocytosis, elevated inflammatory markers (increased 
C-reactive protein level, accelerated erythrocyte sedimentation 
rate), and in some cases, increased immunoglobulin IgG and 
IgA levels [2].

Precipitin assay – is helpful in identifying the trigger factor. 
However, it needs to be emphasised that the presence of 
specific IgG antibodies only indicates exposure to a given 
antigen, but is not a marker of the disease [8]. A positive result 
is also found in individuals without clinical symptoms of the 
disease. On the other hand, the lack of specific precipitins 
does not exclude either exposure to the antigen or HP 
diagnosis. However, according to some authors, the rate 
of positive results in children is high – approximately 90% 
[2, 34].

Diagnostic imaging. In the acute/subacute disease, a chest 
radiograph mainly shows parenchymal opacities and diffuse 
poorly defined nodules [5]. A radiographic image may also be 
normal, particularly in the case of first exposure to an antigen 
(18 – 37% of cases) [2, 34]. In chronic HP, the chest radiograph 
is abnormal in 98% of cases, and persistent reticular and 
linear opacities predominate [5, 30].

In the acute/subacute HP, a high resolution computed 
tomography (HRCT) shows diffuse ground-glass opacities, 
mosaic attenuation, poorly defined small centrilobular 
nodules and air trapping on expiratory CT images [4, 5, 35, 
36, 37]. Chronic HP is characterized by the presence of a 
reticulation and parenchymal distortion due to the fibrosis 
process; bronchiectasis can also be found [4]. In some cases, 
mediastinal lymphadenopathy has been reported.

Bronchoalveolar lavage (BAL) – has a lower diagnostic value 
in the paediatric population than in adults [8]. An increase 
in the total cell count in BAL with marked lymphocytosis, 
predominance of CD8+ T cells and a low CD4+/CD8+ ratio, 
is a characteristic feature of HP in adults [5]. In paediatric 
patients, BAL lymphocytosis also occurs in all cases, as 
well as a decreased CD4+/CD8+ ratio (<1) [3]. However, 

an increased CD4+/CD8+ ratio has also been observed [4]. 
Moreover, the predominance of CD8+cells and a reduced 
CD4+/CD8+ ratio in the absence of BAL lymphocytosis may 
be present in children without interstitial lung disease [38]. 
All these findings compromise the specificity of this method. 
Nevertheless, the BAL is an important diagnostic tool which 
may allow the avoidance of a lung biopsy. According to some 
authors, the normal BAL cellularity excludes the diagnosis 
of HP with very high security [37].

Lung function tests – usually show a restrictive ventilatory 
defect and an associated impaired gas exchange (decreased 
diffusing capacity for carbon monoxide [DLCO] down to 
50 – 62% of the predicted value) [2, 3]. In reported paediatric 
cases, spirometric results, such as a vital lung capacity (FVC) 
and a forced expiratory volume in one second (FEV1), were 
reduced to approximately 40–53% of the predicted value [2, 
3, 4, 34]. In whole-body pletysmography, a decreased value of 
total lung capacity (TLC) was observed approximately to 60% 
of the predicted value with associated air trapping (increased 
RV/TLC ratio). Infrequently, there may be a component of 
airflow obstruction (decreased FEV1/FVC ratio) related to 
bronchiolitis [4, 34].

Inhalation Provocation Test (IPT) – a relatively rare diagnostic 
method is an inhalation provocation test, IPT [5]. Owing to 
difficulties with conducting the procedure and interpreting 
the results correctly, it is not recommended for routine use. 
Due to the lack of standardization and because of the risk of 
severe reactions, the test should be performed exclusively at 
specialised centres with appropriate experience, and only if 
other diagnostic methods are not sufficient to determine a 
diagnosis [27]. According to scientific reports, IPTs are positive 
in 55% of cases in the paediatric population [34].

Lung biopsy – is indicated in dubious cases. The histo-
pathological findings of HP are dependent on the stage of the 
disease, intensity, and duration of antigen exposure. Histologic 
studies in acute HP are scarce as lung biopsy is generally not 
necessary for the diagnosis. The main abnormalities include 
infiltrations of the alveolar spaces and interstitium, mainly 
with neutrophils, variably associated with the findings of 
subacute HP [29, 39]. The pathologic patterns in subacute 
HP are predominantly lymphocytic inflammation of the 
small airways and pulmonary parenchyma, with poorly 
formed, small non-necrotizing granulomas[40]. The lesions 
have a peribronchiolar and interlobular location. The typical 
granulomas of HP consist of a loose collections of histiocytes 
or scattered giant cells, frequently with cholesterol clefts, or 
other nonspecific cytoplasmic inclusions, such as Schaumann 
bodies and oxalate crystals [29]. In chronic HP, the image 
of interstitial pulmonary fibrosis dominates; in addition, 
abnormalities characteristic for subacute HP are also usually 
found. This form of HP should be differentiated from other 
chronic interstitial lung diseases. The main ancillary features 
for differentiating are bronchiolocentric localization of 
fibrotic lesions, the presence of Schaumann bodies, giant 
multinucleated cells, or small granulomas, and a significant 
lymphoid/plasmacytic infiltrate [29].

Diagnostic criteria. Currently, there are no separate 
diagnostic criteria for hypersensitivity pneumonitis in 
the paediatric population. The clinical presentation of the 
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disease (particularly the relationship between symptoms and 
exposure to a trigger factor) in correlation with a characteristic 
HRCT image of the lungs, are of crucial importance for the 
diagnosis. A precipitin assay is helpful in identification of the 
trigger factor, while a bronchoalveolar lavage makes it possible 
to determine the cellular composition of lower respiratory 
tract secretions, and to perform bacteriological tests in 
order to exclude an infectious origin of the abnormalities. 
In dubious cases, histopathological assessment of a lung 
biopsy specimen is helpful.

Current occupational hypersensitivity pneumonitis 
diagnostic criteria, based on the European Academy of 
Allergy and Clinical Immunology (EAACI) guidelines of 
2016, are presented below [5]. However, the fact needs to 
be emphasised that their use in children is limited due to 
difficulties with the performance of pulmonary functional 
tests and poor availability of provocation tests.

Acute/subacute HP – diagnosis can be established if all the 
following criteria are met:
•	 exposure to a potential environmental trigger factor;
•	 recurrent episodes of symptoms occurring 4–8 hours after 

exposure to the trigger factor;
•	 presence of specific precipitins to an occupational antigen;
•	 presence of inspiratory crackles;
•	 HRCT image pattern compatible with acute/subacute HP.

If only part of these features are fulfilled, one of the 
following additional criteria can be used instead:
•	 bronchoalveolar lavage lymphocytosis;
•	 pathology of lung specimen characteristic for acute/

subacute HP;
•	 positive provocation tests or clinical improvement after 

the end of exposure to the trigger factor, and symptoms 
recurrence after the renewed exposure.

Chronic HP – diagnosis can be confirmed if four or more 
of the following criteria are presented:
•	 exposure to a potential trigger factor in the surrounding 

environment;
•	 presence of specific precipitins or bronchoalveolar lavage 

lymphocytosis;
•	 decreased DLCO or hypoxaemia at rest or exercise;
•	 HRCT image pattern consistent with chronic HP;
•	 pathology of lung specimen characteristic for chronic HP;
•	 positive provocation tests or clinical improvement after 

the end of exposure to the trigger factor, and symptom 
recurrence after renewed exposure.

Differential diagnosis. The diagnosis of acute/subacute 
HP usually requires differentiation between an acute viral 
or atypical bacterial respiratory infection and asthma 
exacerbation [2, 4]. HP diagnosis is supported by the 
persistence of symptoms despite various treatment regimens 
(antibiotic therapy, symptomatic inhalation treatment), by 
their spontaneous resolution after the change of environment, 
and recurrence after a renewed exposure to the antigen.

Chronic HP should be differentiated from other chronic 
interstitial lung diseases, and in some cases, with severe, steroid-
resistant asthma [4]. HP should be suspected particularly 
in the case of constant exposure to a given environmental 
factor. An HRCT image is helpful in differential diagnosis. 
The HRCT findings characteristic for chronic HP include 

reticulation and parenchymal distortion due to fibrosis process 
and some findings of subacute form, such as diffuse ground-
glass opacities and poorly defined small centrilobular nodules 
[5]. According to certain authors, features strongly indicative 
for chronic HP in HRCT scan include the predominance of 
upper lung zone abnormalities, air-trapping, and the presence 
of more distinct ground-glass opacities [39].

Treatment. The main strategy of hypersensitivity pneumonitis 
management is to eliminate exposure to the offending factor. 
This is the only causal treatment of the disease. In acute HP 
with a mild course, the ending exposure to the antigen usually 
leads to a complete resolution of symptoms. In cases with a 
moderate or severe course, systemic corticosteroids should be 
considered. Oral prednisone therapy is usually used [5]. There 
are also scarce reports of a methylprednisolone pulse therapy 
[2] and a budesonide inhalation therapy, although the efficacy 
of these methods is a matter of dispute due to very limited 
evidence [41]. In the case of disease progression despite 
the use of systemic corticosteroids, hydroxychloroquine, 
cyclosporine, azathioprine or mycophenolate mofetil 
immunosuppression therapy should be considered [2, 5, 42].

In advanced cases with extensive pulmonary fibrosis, 
respiratory failure and secondary pulmonary hypertension, 
the only effective therapy is lung transplantation. The 
treatment duration depends on the form of the disease and 
on clinical, lung function and radiographic improvement. 
In the case of a good response to treatment, lung capacity 
parameters gradually improve over the first six months; 
subsequently, they reach a plateau [43]. In advanced cases with 
pulmonary fibrosis, the patient’s lung function parameters 
and radiographic image does not usually return to normal.

Prognosis. The prognosis in children with HP is generally 
perceived as favourable if antigen avoidance is possible [2, 4, 
34]. Elimination of the trigger factor combined with systemic 
corticosteroids therapy leads to symptom resolution and 
improvement of pulmonary function [34]. Nevertheless, in 
the case of significantly delayed diagnosis, the progressive 
pulmonary fibrosis and development of severe respiratory 
insufficiency has been reported previously [4]. A longitudinal 
assessment of children with HP was performed by Sisman 
et al. [43] in which pulmonary function tests were performed 
in 22 children during treatment, after the treatment and a 
few years later. No significant difference was found between 
the results of tests performed at the end of the treatment 
and those conducted a few years subsequently. More than 
90% of the patients had normal spirometry results and 86% 
had a normal total lung capacity value. However, despite 
normal physical fitness, in 41% of the cases an impaired gas 
exchange was observed (decreased DLCO), and abnormalities 
in peripheral airways function were found in nearly a half 
of the patients in a multiple breath nitrogen washout test.

CASE REPORT

A 14-year-old boy with a positive family history for allergy 
(asthma in the mother) was admitted to hospital due to 
suspected hypersensitivity pneumonitis. The medical history 
revealed that the boy had constant daily contact with birds: 
he lived in the countryside in a detached house near a pigeon 
loft. There had previously been chickens on the farm, and 
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a canary in the family house. At the time of admission, the 
patient had a 3-month history of productive cough, signs 
of dyspnoea, periodic wheezing and exercise intolerance. 
Symptoms suggesting an acute respiratory infection (fever, 
muscle pain, exacerbated cough and dyspnoea) were observed 
twice following the boy’s contact with pigeon faeces during 
loft cleaning. The symptoms subsided within 24 hours 
from the end of exposure. The treatment regimen included 
antihistamines, antileukotriens, bronchodilators and inhaled 
anti-inflammatory drugs; however, without any clinical 
improvement. Respiratory symptoms persisted and weight 
loss was additionally observed.

The boy was hospitalised at another hospital for diagnosis 
of the above-mentioned symptoms. Physical examination 
revealed crackles at the base of the right lung; basic laboratory 
tests did not reveal any significant abnormalities, while 
allergy tests showed signs of atopy (high total IgE level, 
positive skin prick tests for mugwort allergens). Chest X-ray 
was normal, while spirometry revealed abnormal lung 
capacity values, suggesting some signs of mild restriction. 
Since a relationship was established between the symptoms 
and exposure to pigeon faeces antigens, hypersensitivity 
pneumonitis was suspected. The boy was referred for further 
specialist diagnostic procedures and advised to completely 
avoid any contact with birds. After exposure to the suspected 
trigger factor was eliminated, a clinical improvement was 
observed in the partial resolution of respiratory symptoms.

Upon admission, the patient was in a good health 
condition, although he complained of mild dyspnoea and 
productive cough. Physical examination and basic laboratory 
tests did not reveal any significant abnormalities, apart from 
elevated levels of all classes of immunoglobulin. Pulmonary 
function tests demonstrated restriction patterns combined 
with a bronchial obstruction and impaired gas exchange 
expressed as decreased DLCO. HRCT revealed characteristic 
radiological patterns consistent with HP: generalised 
interlobular peri-bronchiolar thickening producing a discrete 
reticular opacities, and poorly defined centrilobular and 
subpleural nodules.

As part of a differential diagnosis, bronchofiberoscopy was 
performed with bronchoalveolar lavage, which revealed a 
substantial predominance of lymphocytes (> 80% of all cells) 
with a decreased CD4+/CD8+ lymphocyte ratio. Positive 
precipitin reactions on bird breeder’s disease test (using 
Ouchterlony agar gel double diffusion technique and antigens 
from pigeon, duck, turkey and parrot faeces) supported a 
relationship between exposure to the suspected trigger factor 
and the disease symptoms. A subacute HP was diagnosed. 
The family was advised to completely eliminate bird antigens 
from the child’s environment, and oral corticosteroids 
therapy was started. Systematic improvement in the patient’s 
clinical condition and pulmonary function parameters was 
observed.

In the case reported above, the diagnosis of hypersensitivity 
pneumonitis was made early (within three months from 
the onset of symptoms) due to a characteristic clinical 
presentation and correlation of symptoms with an exposure 
to bird faeces antigens. Respiratory symptoms predominated. 
There was periodic exacerbation of the disease in the form of 
short episodes of influenza-like symptoms, and more intense 
coughing caused by massive exposure to the trigger factor. 
It is worth noting that the suspicion of a correct diagnosis 
had already been made before a specialist diagnostic 

investigation was performed. The advice to stop exposure 
to the suspected trigger factor, i.e. pigeon faeces antigens, 
had a crucial influence on the further course of the disease 
and the patient’s prognosis.

CONCLUSIONS

Hypersensitivity pneumonitis is a rare, but not exceptional 
condition in children, and it is often associated with exposure 
to antigens at home and during the child’s pastime activities. 
The diagnosis of paediatric HP is difficult and presents even 
more of a challenge than in adults. It relies on the combination 
of exposure history, characteristic clinical presentation of the 
disease, and some additional tests abnormalities, none of 
which is actually specific, including histopathological assay.

Since the HP symptoms may mimic recurrent acute 
respiratory infection and asthma exacerbation, it should 
be considered in a patient presenting with prolonged or 
recurrent cough, or dyspnea without obvious trigger factors.

The prognosis of HP in children is generally perceived 
as good if antigen avoidance is possible. Nevertheless, in a 
case of significant delayed diagnosis, progressive pulmonary 
fibrosis may be present.

Figure 1. High-resolution computed tomography of the chest. Coronal and 
transverse section. Generalised discrete reticular opacities and poorly defined 
centrilobular and subpleural nodules
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