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INTRODUCTION 

      Bronchial asthma is a chronic inflammatory disorder of the airways 

characterized by recurrent episodes of wheezing, breathlessness, chest tightness, 

and coughing, particularly at night or in the early morning. This disease poses a 

serious public health concern worldwide due to its increasing prevalence, 

significant impact on patients' quality of life, and substantial healthcare burden. 

According to the World Health Organization (WHO), more than 260 million 

people globally suffer from asthma, with children and young adults being the most 

affected groups. 

     Asthma is a multifactorial disease involving complex interactions between 

genetic predisposition and environmental triggers such as allergens, respiratory 

infections, tobacco smoke, air pollution, and occupational irritants. These factors 

lead to chronic airway inflammation, increased mucus production, bronchial 

hyperresponsiveness, and reversible airflow obstruction. The clinical course of 

asthma may vary from mild intermittent symptoms to severe persistent attacks that 

can be life-threatening without proper management. 

     Early diagnosis and timely intervention are essential to prevent long-term 

complications and irreversible airway remodeling. Understanding the etiology, 

pathogenesis, and clinical features of bronchial asthma is crucial for formulating 

effective prevention strategies and treatment protocols. Modern asthma 

management includes a combination of pharmacological therapies-such as inhaled 

corticosteroids and bronchodilators-and non-pharmacological approaches including 

environmental control, patient education, and pulmonary rehabilitation. 

     This research aims to explore the key clinical manifestations of bronchial 

asthma and highlight current preventive measures to reduce disease burden. The 

study also emphasizes the importance of integrated care in asthma management, 

focusing on individualized treatment plans and patient self-management 

techniques. 



      In summary, the growing significance of bronchial asthma in both medical and 

social contexts makes it a vital topic of investigation. Through this work, we aim to 

contribute to a deeper understanding of the disease and support efforts to improve 

the health outcomes of individuals affected by asthma. 

ANNOTATION 

This monograph presents a comprehensive scientific overview of bronchial 

asthma as one of the most prevalent chronic inflammatory diseases of the 

respiratory system. It covers the etiology, immunopathogenesis, clinical 

manifestations, diagnostic methods, and modern treatment approaches, 

emphasizing both theoretical analysis and clinical application. 

Bronchial asthma is a heterogeneous disease characterized by chronic airway 

inflammation and reversible airflow obstruction, manifesting as episodes of 

wheezing, shortness of breath, chest tightness, and coughing. The monograph 

explores the immunological and environmental triggers, the classification of 

asthma severity, and criteria for differential diagnosis. It also outlines diagnostic 

procedures such as spirometry, peak flow monitoring, and allergen testing. 

The treatment section addresses current pharmacological therapies, including 

inhaled corticosteroids, beta-agonists, and leukotriene modifiers, alongside non-

pharmacological strategies such as respiratory training, environmental control, 

patient education, and psychological support. Special attention is given to 

preventive strategies aimed at reducing exacerbations and improving long-term 

disease management through patient self-awareness and lifestyle modifications. 

This monograph is intended for medical professionals, clinical researchers, 

academic faculty, and medical students seeking a detailed resource on the clinical 

and preventive aspects of bronchial asthma. 

 

 



АННОТАЦИЯ 

     В данной монографии представлены теоретические и практические 

аспекты бронхиальной астмы как одного из наиболее распространённых 

хронических заболеваний дыхательных путей. Подробно рассмотрены 

этиологические факторы, патогенез, клиническая картина заболевания, а 

также современные методы диагностики и лечения. 

    Бронхиальная астма представляет собой иммунологически опосредованное 

воспаление дыхательных путей, сопровождающееся эпизодами одышки, 

кашля, стеснения в груди и свистящего дыхания. В работе приведён анализ 

факторов риска, степени тяжести заболевания, критериев для проведения 

дифференциальной диагностики, а также лабораторных и инструментальных 

методов обследования. 

     Отдельное внимание уделено вопросам терапии: освещены основные 

фармакологические средства, используемые при лечении астмы, включая 

ингаляционные глюкокортикостероиды, β2-агонисты и антилейкотриеновые 

препараты. Кроме того, рассматриваются немедикаментозные подходы: 

реабилитация, гигиена окружающей среды, обучение пациентов, 

самоконтроль симптомов и модификация образа жизни. 

    Монография будет полезна для практикующих врачей, научных 

сотрудников, преподавателей и студентов медицинских вузов, а также 

специалистов, занимающихся профилактикой и лечением заболеваний 

органов дыхания. 

ANNOTATSIYA 

   Mazkur monografiyada bronxial astmaning kelib chiqish sabablari, 

rivojlanish mexanizmlari, klinik ko‘rinishlari, tashxislash va davolash usullari 

ilmiy asosda yoritilgan. Bronxial astma dunyo miqyosida eng keng tarqalgan 

surunkali yallig‘lanishli nafas yo‘llari kasalliklaridan biri hisoblanadi. U har yili 



millionlab insonlarning sog‘lig‘iga salbiy ta’sir ko‘rsatib, ularning hayot sifatini 

pasaytiradi, nogironlik va o‘lim holatlariga olib keladi. 

Monografiyada astmaning immunologik va etiologik asoslari, kasallikning 

klinik simptomatikasi, uning og‘irlik darajalari, differensial tashxisi, shuningdek, 

zamonaviy laborator va instrumental tekshiruv usullari keng ko‘lamda bayon 

etilgan. Davolashda qo‘llaniladigan farmakologik (kortikosteroidlar, 

bronxodilatatorlar, antileykotrienlar) va nofarmakologik (nafas mashqlari, atrof-

muhit nazorati, psixologik qo‘llab-quvvatlash) yondashuvlarga e’tibor qaratilgan. 

Shuningdek, astma bilan kasallangan bemorlarni o‘qitish, ularni kasallik 

haqida xabardor qilish, hayot tarzi o‘zgarishlari orqali kasallikning zo‘rayishini 

oldini olish bo‘yicha profilaktika strategiyalari chuqur tahlil qilingan. Monografiya 

shifokorlar, ilmiy izlanuvchilar, tibbiyot oliy ta’lim muassasalari talabalari hamda 

sog‘liqni saqlash sohasidagi mutaxassislar uchun mo‘ljallangan. 

 

 

 

 

 

 

 

 

 

 

 

 

 



CHAPTER 1. CAUSES AND PATHOGENESIS OF BRONCHIAL ASTHMA 

1.1. Etiology and pathogenesis of bronchial asthma 

     Bronchial asthma is a multifactorial, chronic inflammatory disease of the 

airways characterized by recurrent episodes of wheezing, breathlessness, chest 

tightness, and coughing. These symptoms are associated with variable and often 

reversible airflow obstruction and bronchial hyperresponsiveness. While asthma is 

often viewed through the lens of its clinical manifestations, a comprehensive 

understanding of its underlying causes and pathogenesis is essential for effective 

disease management and the development of individualized treatment plans. 

    Asthma does not arise from a single cause but rather from the interaction of a 

range of genetic, environmental, immunological, and lifestyle factors. These 

components collectively shape the natural history and expression of the disease, 

and their influence may vary depending on age, exposure, geographical region, and 

comorbidities. 

 

Figure 1.1 Asthmatic vs normal airway anatomy 

    A comprehensive understanding of bronchial asthma requires consideration of 

both its etiological diversity and underlying pathophysiological mechanisms. Over 



the past decades, a significant body of research has been contributed by leading 

scholars who have shaped contemporary approaches to the classification, 

diagnosis, and management of asthma as a multifaceted chronic disease. 

    One of the foremost authorities on asthma pathophysiology is Stephen T. 

Holgate, who has long argued that asthma should be viewed not merely as an 

episodic bronchospastic disorder, but as a genetically complex, environmentally 

modulated condition. His work identified genetic polymorphisms, such as in the 

ORMDL3 and ADAM33 genes, which play key roles in airway inflammation and 

remodeling. Holgate also emphasized the interaction between environmental 

exposures-particularly respiratory viruses and allergens-and genetic predisposition, 

framing asthma as a product of gene-environment interplay. 

    Another major contributor to asthma epidemiology is Erika von Mutius, whose 

studies in Germany compared asthma prevalence between children in East and 

West Germany following reunification. Her findings supported the “hygiene 

hypothesis,” which posits that reduced microbial exposure in early childhood may 

skew immune system development toward allergic sensitization. She concluded 

that children raised in more sterile environments are at greater risk for asthma, 

especially in the presence of familial atopy. 

     From the pediatric perspective, Fernando Martinez has provided key insights 

into early-life determinants of asthma. Through the Tucson Children’s Respiratory 

Study, he demonstrated that early viral respiratory infections, such as those caused 

by rhinovirus or RSV, significantly increase the likelihood of persistent wheezing 

and asthma later in life.He also explored how genetic and environmental 

interactions during critical windows of lung and immune system development can 

shape long-term respiratory health. 

    In the domain of immunopathology, Peter J. Barnes has offered a robust 

framework for understanding the Th2-mediated inflammatory cascade in asthma. 

His research outlines how interleukins-particularly IL-4, IL-5, and IL-13-



coordinate the immune response leading to eosinophilic inflammation, IgE 

production, and mucus hypersecretion. Barnes also identified key mechanisms by 

which corticosteroids regulate airway inflammation and described pathways of 

steroid resistance in severe asthma phenotypes. 

    A complementary clinical perspective is offered by Sally Wenzel, who 

contributed to the classification of asthma phenotypes and endotypes based on 

airway tissue sampling. Her research emphasizes that asthma is not a singular 

entity, but rather a collection of biologically distinct disorders unified by common 

symptoms. Wenzel’s work highlights the existence of non-eosinophilic, 

neutrophilic asthma and underscores the importance of tissue biomarkers in 

guiding precision therapy. 

The immunological complexity of severe, steroid-resistant asthma has also been 

explored by Kian Fan Chung, who investigated the role of Th17 cells and the 

cytokine IL-17 in promoting neutrophilic inflammation. His work revealed that 

these pathways are largely unresponsive to corticosteroids, necessitating alternative 

therapeutic targets for this subgroup of patients. 

In terms of therapeutic innovation, Bruce Bochner’s research into IgE-mediated 

pathways has been instrumental in the development of monoclonal antibody 

treatments such as omalizumab. By targeting circulating IgE and its receptors on 

mast cells, Bochner demonstrated how the allergic cascade in atopic asthma could 

be effectively disrupted, offering relief to patients with moderate-to-severe disease. 

     Collectively, these scholars have transformed the conceptual landscape of 

asthma from a simplistic model of bronchial hyperreactivity to a dynamic, 

systems-level disorder involving epithelial dysfunction, immune dysregulation, 

environmental provocation, and neuroimmune interaction. Their findings continue 

to shape global asthma guidelines and underpin the development of phenotype-

specific interventions in modern respiratory medicine. 

Etiology 



    Asthma has long been recognized as a disease with both hereditary and 

environmental roots. The genetic predisposition to asthma is strongly supported by 

epidemiological studies. Individuals with one or more first-degree relatives who 

have asthma are significantly more likely to develop the disease. Twin studies have 

demonstrated that monozygotic twins show greater concordance rates for asthma 

than dizygotic twins, underscoring a genetic basis. 

    Several genes implicated in immune regulation and airway physiology have 

been linked to asthma susceptibility. Polymorphisms in genes encoding 

interleukins (such as IL-4, IL-5, and IL-13), the high-affinity IgE receptor, and the 

beta-2 adrenergic receptor have been identified in patients with asthma. 

Additionally, genome-wide association studies (GWAS) have highlighted genes 

such as ORMDL3, GSDMB, and ADAM33 as contributors to airway inflammation 

and remodeling. These genetic variants influence immune responses, mucosal 

barrier function, airway structure, and responses to environmental triggers. 

   However, genetic predisposition alone is insufficient to explain the development 

of asthma. Environmental exposures play a central role in both the initiation and 

progression of the disease. Common environmental triggers include: 

- Aeroallergens such as pollen, dust mites, pet dander, mold spores, and 

cockroach antigens, which are especially relevant in allergic asthma; 

- Air pollution, including fine particulate matter (PM2.5), ozone (O), and 

nitrogen dioxide (NO), which exacerbate airway inflammation; 

- Tobacco smoke, both direct and second-hand, which is a well-established 

risk factor for asthma onset in children and adults; 

- Respiratory infections, particularly in early childhood, which may alter the 

normal development of the immune system and epithelial barrier, increasing 

asthma risk; 

- Occupational exposures to chemicals, organic dusts, and industrial irritants 

that can lead to adult-onset asthma. 



    Other etiological factors include obesity, dietary patterns, psychosocial stress, 

low birth weight, and early antibiotic use, all of which may modify immune 

development and contribute to asthma pathophysiology. 

Pathogenesis 

   The pathogenesis of bronchial asthma is fundamentally rooted in chronic 

inflammation of the airway mucosa. This inflammatory response is orchestrated by 

a complex network of immune cells, cytokines, chemokines, and structural 

elements of the airway. While the specific mechanisms may differ between 

phenotypes (e.g., allergic vs. non-allergic asthma), several key features are 

consistently observed. 

    One of the defining immunological mechanisms in asthma is the dominance of 

type 2 helper T-cell (Th2) responses. Upon exposure to allergens, antigen-

presenting cells process and present antigens to naïve T cells, promoting their 

differentiation into Th2 cells. These Th2 cells secrete interleukins IL-4, IL-5, and 

IL-13. IL-4 stimulates B cells to produce immunoglobulin E (IgE), which binds to 

the surface of mast cells and basophils. IL-5 promotes eosinophil maturation, 

activation, and survival. IL-13 contributes to goblet cell hyperplasia, mucus 

hypersecretion, and airway hyperreactivity. 

    Mast cells, once sensitized by allergen-specific IgE, undergo degranulation upon 

subsequent allergen exposure. This leads to the rapid release of histamine, 

leukotrienes, prostaglandins, and platelet-activating factors-potent mediators that 

initiate bronchoconstriction, vascular leakage, and recruitment of additional 

inflammatory cells. The early-phase allergic response may be followed by a late-

phase reaction, characterized by sustained inflammation and tissue remodeling. 

     Eosinophils play a central role in perpetuating airway inflammation. They 

release cytotoxic granules containing major basic protein and eosinophil cationic 

protein, which damage epithelial cells and expose underlying nerves, leading to 

increased bronchial sensitivity. Their presence in sputum and bronchial biopsy 



specimens is a hallmark of eosinophilic asthma, which is often associated with 

better responsiveness to corticosteroids. 

In non-eosinophilic asthma, other inflammatory cells such as neutrophils, Th17 

cells, and innate lymphoid cells (ILCs) dominate. This phenotype is frequently 

observed in adult-onset, obese, or corticosteroid-resistant patients and may 

represent a distinct pathophysiological subtype. 

     Airway hyperresponsiveness is another key feature of asthma pathogenesis. It 

reflects an exaggerated constrictive response of the airway smooth muscle to 

various nonspecific stimuli, such as cold air, exercise, or irritants. This 

phenomenon is thought to result from a combination of inflammation, epithelial 

damage, altered neural regulation, and structural changes in the airway wall. 

     Chronic inflammation in asthma is associated with airway remodeling, a 

process characterized by persistent structural changes that may lead to irreversible 

airflow limitation. Histological findings include thickening of the reticular 

basement membrane, increased smooth muscle mass, goblet cell and submucosal 

gland hyperplasia, angiogenesis, and fibrosis. These changes may occur early in 

the disease course and are thought to contribute to the progressive nature of severe 

asthma. 

     Moreover, neural mechanisms contribute to asthma symptoms. Inflammation-

induced injury to airway sensory nerves increases their excitability, leading to 

reflex bronchoconstriction and cough. There is also evidence of increased 

parasympathetic tone in asthmatic individuals, resulting in heightened 

acetylcholine-mediated bronchial constriction. 

    Asthma is now recognized not as a single disease, but as a syndrome 

encompassing multiple phenotypes and endotypes. Phenotypes refer to observable 

characteristics (e.g., allergic, late-onset, exercise-induced), whereas endotypes 

reflect the underlying biological mechanisms. This understanding has spurred 

interest in precision medicine, with treatments increasingly tailored to the specific 



inflammatory profile of the patient-such as the use of anti-IL-5 or anti-IgE 

monoclonal antibodies in severe eosinophilic asthma. 

     Recent advancements in immunology and cellular biology have deepened our 

understanding of bronchial asthma, revealing that its pathogenesis extends well 

beyond the classical Th2-mediated inflammatory model. While type 2 immunity 

remains a central mechanism, especially in allergic asthma, newer research 

highlights the heterogeneity of immune responses and the involvement of multiple 

cellular and molecular pathways. 

A notable development is the recognition of epithelial cell dysfunction as a key 

early event in asthma pathogenesis. The airway epithelium is no longer viewed 

merely as a passive barrier but as an active immunological participant. In response 

to inhaled allergens, pollutants, or viruses, epithelial cells release alarmins—

notably IL-25, IL-33, and thymic stromal lymphopoietin (TSLP). These cytokines 

activate innate lymphoid cells (ILC2s) and amplify type 2 inflammation even in 

the absence of adaptive immune cells. This is especially relevant in children, where 

early epithelial-immune interactions may shape disease susceptibility. 

Moreover, the concept of epigenetic modulation has gained attention. 

Environmental exposures such as tobacco smoke or pollutants can induce 

epigenetic changes-such as DNA methylation, histone modification, and 

microRNA expression-that alter gene expression related to inflammation, immune 

regulation, and tissue remodeling. These heritable yet reversible changes may 

explain why genetically similar individuals experience differing disease courses. 

   Another critical dimension of asthma pathogenesis is oxidative stress. 

Inflammatory cells such as eosinophils and neutrophils generate reactive oxygen 

species (ROS), which further damage the epithelium, stimulate mucus production, 

and impair β₂-adrenergic receptor function. Oxidative stress is particularly elevated 

in obese individuals and those with severe, steroid-resistant asthma, making it a 

potential target for antioxidant-based therapy. 



    In recent years, the gut–lung axis has emerged as an area of interest in chronic 

respiratory diseases. Dysbiosis, or an imbalance in gut microbiota, has been shown 

to influence systemic immune responses and promote allergic sensitization. Short-

chain fatty acids (SCFAs), produced by commensal bacteria, have 

immunomodulatory effects, and a deficiency in SCFAs may predispose individuals 

to heightened Th2 responses. Similarly, alterations in the airway microbiome may 

directly impact the severity and phenotype of asthma. 

From a structural standpoint, increasing attention is being paid to the role of airway 

smooth muscle (ASM) cells. Beyond their contractile function, ASM cells can 

secrete cytokines, express pattern recognition receptors, and interact with immune 

cells, contributing to both inflammation and remodeling. Their proliferation and 

phenotypic shift into a more secretory state are believed to sustain chronic disease 

progression and reduce bronchodilator responsiveness. 

The neuroimmune interface is another underexplored contributor to asthma 

pathogenesis. Neurotrophins such as nerve growth factor (NGF) and brain-derived 

neurotrophic factor (BDNF) are upregulated in asthmatic airways and can increase 

sensory nerve density, enhance reflex bronchoconstriction, and even promote mast 

cell survival. These factors may help explain the heightened cough reflex and 

airway irritability seen in certain phenotypes. 

In severe asthma, especially corticosteroid-resistant variants, non-Type 2 pathways 

involving Th1 and Th17 cells dominate. These pathways are associated with 

neutrophilic inflammation, increased production of IL-17, and reduced response to 

conventional inhaled corticosteroids. The development of biologics targeting these 

non-eosinophilic pathways is a current area of clinical research. 

Finally, metabolic dysregulation and systemic inflammation, particularly in obese 

asthmatics, represent an important pathogenic axis. Adipose tissue–derived 

cytokines like leptin, adiponectin, and resistin modulate lung inflammation and 



immunity. This phenotype often presents with lower eosinophilic inflammation but 

more severe symptoms and poor treatment response. 

    The etiology and pathogenesis of bronchial asthma are deeply complex, 

involving a multifaceted interaction between genes, environment, immunity, and 

airway structure. While the manifestations of asthma may be similar across 

patients, the underlying mechanisms can vary greatly, necessitating individualized 

approaches to diagnosis and treatment. Continued research into the molecular and 

cellular pathways of asthma pathogenesis is essential for the development of novel 

therapies and for improving outcomes in patients with difficult-to-treat or severe 

asthma. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



1.2. Classification and stages of disease development 

Bronchial asthma is a complex, multifaceted disease with diverse clinical 

manifestations, immunological mechanisms, and progression rates. Accurate 

classification and staging of the disease play a crucial role in establishing effective 

treatment strategies, evaluating prognosis, monitoring progression, and preventing 

irreversible complications. 

Modern medical practice recognizes several approaches to asthma 

classification, including etiological, clinical-severity based, immunological-

inflammatory phenotype-based, and stage-based models. 

     From an etiological standpoint, asthma is commonly divided into the following 

types: 

Allergic asthma – This is the most prevalent type of asthma and is closely 

associated with atopic conditions such as allergic rhinitis, eczema, and food 

allergies. It typically begins in childhood and is characterized by an exaggerated 

immune response to common environmental allergens such as dust mites, pollen, 

animal dander, and mold. Upon exposure to these allergens, the immune system 

overproduces immunoglobulin E (IgE), which leads to the activation of mast cells 

and release of histamine and other inflammatory mediators. This results in airway 

inflammation, bronchoconstriction, and mucus hypersecretion. Allergic asthma 

often presents with seasonal patterns and responds well to inhaled corticosteroids 

and anti-IgE biologic therapies. 

Non-allergic asthma – Unlike allergic asthma, this form does not involve an 

IgE-mediated response and typically begins later in life. It is often triggered by 

non-specific factors such as viral respiratory infections, cold air, air pollutants, 

strong odors, stress, or physical exertion. The inflammatory profile is usually 

neutrophilic or pauci-granulocytic, making it less responsive to standard 

corticosteroid therapy. Diagnosis may be more challenging due to the absence of 



common allergic markers, and treatment often requires a broader anti-

inflammatory and symptomatic approach. 

Occupational asthma – This type of asthma is induced by inhalation of 

sensitizing agents or irritants in the workplace. It can be classified into sensitizer-

induced and irritant-induced asthma. Sensitizer-induced asthma develops after a 

latency period of repeated exposure, whereas irritant-induced asthma (also known 

as reactive airways dysfunction syndrome, RADS) occurs after a single high-level 

exposure to irritants. Common occupational triggers include isocyanates, latex, 

grain dust, and formaldehyde. Symptoms often improve when the individual is 

away from work and worsen upon returning. Early identification and removal from 

exposure are key to preventing permanent airway damage. 

Drug-induced asthma - This variant is most frequently associated with non-

steroidal anti-inflammatory drugs (NSAIDs), particularly aspirin, and is part of a 

triad known as aspirin-exacerbated respiratory disease (AERD). It is commonly 

accompanied by chronic rhinosinusitis and nasal polyps. The underlying 

mechanism involves increased leukotriene production due to cyclooxygenase-1 

(COX-1) inhibition, leading to bronchospasm. Management includes avoidance of 

triggering medications, leukotriene receptor antagonists, and, in some cases, 

aspirin desensitization protocols. 

The classification based on clinical severity, as recommended by GINA (Global 

Initiative for Asthma), includes: 

• Mild intermittent asthma: symptoms occur less than twice a week, nighttime 

symptoms less than twice a month. 

• Mild persistent asthma: symptoms more than twice a week but not daily. 

• Moderate persistent asthma: daily symptoms with limited physical activity. 

• Severe persistent asthma: continuous symptoms with significant limitation 

of daily activities. 



This clinical classification is essential for selecting pharmacological treatments, 

determining therapeutic intensity, and establishing follow-up strategies. 

According to immunological and inflammatory phenotypes, asthma can be 

categorized as: 

- Eosinophilic asthma – This phenotype is characterized by elevated 

eosinophil counts in the blood and airway secretions. It is most commonly 

associated with allergic asthma but can also occur in non-allergic forms. 

Eosinophilic inflammation is driven by Th2-type immune responses 

involving interleukins such as IL-5, which promote eosinophil proliferation 

and survival. Patients with this phenotype typically respond well to inhaled 

corticosteroids and may benefit from targeted biologic therapies, such as 

anti-IL-5 or anti-IL-4 receptor monoclonal antibodies. Eosinophilic asthma 

often correlates with frequent exacerbations and persistent airflow limitation 

if untreated. 

- Neutrophilic asthma – This form is defined by a predominance of 

neutrophils in sputum and airway tissues. It is more frequently observed in 

adult-onset asthma and is often linked with environmental pollutants, 

respiratory infections, and obesity. Unlike eosinophilic asthma, the 

underlying inflammation in neutrophilic asthma is mediated by Th1 and 

Th17 cells, with IL-8 and IL-17 playing key roles. This phenotype tends to 

be less responsive to corticosteroids, posing challenges in management. 

Macrolide antibiotics and non-steroidal anti-inflammatory interventions may 

provide some clinical benefit in these patients. 

- Mixed cellular asthma – In this phenotype, both eosinophils and 

neutrophils are present in elevated numbers in airway samples. This dual-

pattern inflammation suggests overlapping pathogenic mechanisms and 

typically signifies a more severe and treatment-resistant form of asthma. 

These patients may experience frequent exacerbations and exhibit variable 

response to standard therapies. Management requires a comprehensive, 



multimodal treatment strategy, potentially combining corticosteroids, 

bronchodilators, and advanced biologics. 

- Pauci-granulocytic asthma – This variant is characterized by low levels of 

both eosinophils and neutrophils in airway secretions, despite the presence 

of clinical symptoms and airway hyperresponsiveness. The pathophysiology 

of pauci-granulocytic asthma remains poorly understood but may involve 

dysfunction of airway smooth muscle or neural regulation rather than classic 

inflammatory pathways. Patients with this phenotype may have less 

inflammation-related tissue damage but can still suffer from significant 

symptoms. Treatment focuses on bronchodilation, symptom control, and 

identifying non-inflammatory triggers such as irritants or comorbid 

conditions. – minimal cellular inflammation, with clinical symptoms as 

primary indicators. 

 

Fig. 1.2. Types of bronchial asthma based on immunological and inflammatory 

profiles. 



Phenotypic classification facilitates personalized treatment. For instance, patients 

with eosinophilic asthma may benefit from biologics such as anti-IL-5 or anti-IgE 

therapies. 

The natural course of asthma progresses through several clinical stages: 

• Initial (subclinical) stage – no symptoms are present, but immunological 

imbalance may begin due to risk factor exposure. 

• Early symptomatic stage – mild manifestations such as allergic rhinitis, 

occasional coughing, or shortness of breath. 

• Active clinical stage – recurrent symptoms, both diurnal and nocturnal 

disturbances, with measurable spirometric changes. 

• Chronic severe stage – symptoms persist despite treatment, with frequent 

exacerbations and reduced disease control. 

Each stage is associated with different clinical trajectories, symptom severity, 

functional parameters, and treatment response. Therefore, early detection and 

timely therapeutic intervention play a key role in determining long-term outcomes. 

 

 

 

 

 

 

 

 

 



1.3. Risk factors and social significance of the disease 

Bronchial asthma is a complex disease influenced by various risk factors that 

affect its onset, progression, and clinical course. These risk factors can be broadly 

classified into genetic, environmental, behavioral, and socioeconomic categories. 

Understanding these determinants is vital for both prevention and management 

strategies. 

Genetic and familial predisposition - is considered one of the most 

significant and well-established risk factors for the development of bronchial 

asthma. Numerous epidemiological and genetic studies have consistently 

demonstrated that individuals with a family history of asthma, allergic rhinitis, or 

atopic dermatitis have a substantially higher likelihood of developing asthma 

compared to those without such a background. This association is particularly 

strong when both parents are affected, indicating a clear hereditary component. 

     Bronchial asthma is a polygenic disorder, meaning that it is influenced by 

variations in multiple genes rather than a single gene mutation. These genetic 

variations affect key biological processes, including immune system regulation, 

epithelial barrier function, and inflammatory response pathways. Among the most 

studied genes are those encoding cytokines and their receptors, especially: 

• IL-4 and IL-13: These interleukins play a central role in the differentiation 

of naïve T-helper cells into Th2 cells, promoting IgE production and 

eosinophilic inflammation, which are hallmarks of allergic asthma. 

• IL-5: Crucial for the growth, activation, and survival of eosinophils, IL-5 is 

strongly implicated in the development of eosinophilic airway inflammation. 

• ADAM33: This gene is involved in airway remodeling and smooth muscle 

hyperplasia, contributing to chronic structural changes in the asthmatic 

airway. 



• ORMDL3: Identified through genome-wide association studies (GWAS), 

ORMDL3 has been linked to early-onset asthma and is believed to affect 

endoplasmic reticulum stress responses and sphingolipid metabolism. 

   Importantly, gene-environment interactions amplify the impact of genetic 

predisposition. For instance, children with high-risk genotypes who are exposed to 

allergens or respiratory infections early in life are more likely to develop persistent 

asthma symptoms. Conversely, certain environmental exposures may modulate 

gene expression through epigenetic mechanisms, including DNA methylation and 

histone modification, further influencing disease susceptibility. 

    Twin studies have been instrumental in elucidating the heritability of asthma. 

Concordance rates for asthma are significantly higher in monozygotic (identical) 

twins compared to dizygotic (fraternal) twins, underscoring the genetic 

contribution. However, the incomplete concordance even among identical twins 

highlights the role of environmental and epigenetic factors. In clinical practice, 

understanding a patient's genetic and familial background allows for early risk 

assessment and targeted preventive strategies. While routine genetic screening for 

asthma is not yet standard, advances in genomics and personalized medicine may 

enable more precise prediction and management in the future. 

Environmental exposures are among the most critical and modifiable risk factors 

in the development, exacerbation, and persistence of bronchial asthma. These 

exposures encompass both indoor and outdoor environmental agents that trigger or 

aggravate airway inflammation in genetically susceptible individuals. The growing 

global burden of asthma, especially in urbanized and industrial regions, 

underscores the central role of environmental determinants in asthma 

epidemiology. 

Indoor environmental triggers include common allergens and irritants encountered 

in household settings. These include: 



- House dust mites (Dermatophagoides pteronyssinus, D. farinae) – one of the 

most prevalent asthma triggers globally, especially in humid climates. 

- Pet dander – microscopic skin flakes from cats, dogs, and other animals that 

contain potent allergens. 

- Cockroach allergens – proteins found in cockroach feces and body parts, 

often abundant in densely populated or low-income housing. 

- Mold spores – fungi that grow in damp indoor environments; exposure can 

lead to allergic sensitization and asthma exacerbations. 

- Tobacco smoke – both active smoking and secondhand exposure are 

strongly associated with poor asthma control, airway remodeling, and 

increased severity of attacks. 

    Indoor air quality is especially critical for children and individuals with pre-

existing respiratory conditions. Poor ventilation, biomass fuel use, synthetic air 

fresheners, and indoor pollutants such as nitrogen dioxide from gas stoves can 

significantly impair respiratory health. 

Outdoor environmental exposures play an equally significant role in triggering 

asthma, especially in urban areas with high levels of air pollution. Key pollutants 

include: 

- Ozone (O) – a byproduct of vehicle and industrial emissions, known to 

induce oxidative stress and airway inflammation. 

- Particulate matter (PM and PM) – small airborne particles that penetrate 

deep into the lungs, triggering inflammatory responses. 

- Nitrogen dioxide (NO) and sulfur dioxide (SO) – emitted from vehicles, 

power plants, and industrial activities, associated with increased asthma 

prevalence and emergency visits. 

- Pollen and seasonal allergens – trees, grasses, and weeds release pollen 

grains that can cause seasonal allergic rhinitis and exacerbate asthma in 

sensitized individuals. 



     Urbanization has amplified exposure to these pollutants, with studies showing 

that children growing up in cities are more likely to develop asthma than those in 

rural areas. Climate change has further complicated this relationship, leading to 

longer pollen seasons, increased allergen potency, and a greater frequency of 

extreme weather events that affect air quality. 

     Recent research also highlights the importance of early-life environmental 

exposures in determining long-term respiratory health. The first 1,000 days of life 

are considered a critical window during which exposure to allergens, pollutants, or 

infections can permanently influence lung development and immune regulation. 

Children exposed to indoor allergens or secondhand smoke during infancy are at 

significantly higher risk for asthma diagnosis later in life. 

Importantly, environmental exposures do not act in isolation. Their impact is 

amplified in individuals with genetic susceptibility, and they may also interact with 

psychosocial stressors, dietary patterns, and microbial environments to influence 

disease expression. 

Respiratory infections, particularly during early childhood, are recognized as 

significant risk factors in the development and progression of bronchial asthma. 

Both viral and bacterial pathogens can contribute to airway inflammation, 

hyperresponsiveness, and structural remodeling-hallmarks of chronic asthma. The 

timing, frequency, and severity of infections, as well as the host’s immune 

response, are critical determinants of long-term respiratory outcomes. 

    Viral respiratory infections are the most prominent infectious triggers implicated 

in the pathogenesis of asthma. Among them, the following viruses are of particular 

relevance: 

• Respiratory Syncytial Virus (RSV): RSV is a leading cause of 

bronchiolitis in infants and has been strongly linked to the development of 

recurrent wheezing and asthma in later childhood. Severe RSV infections 



during infancy are associated with long-term alterations in airway structure 

and immune function. 

• Rhinoviruses (RV): Rhinoviruses are a major cause of the common cold 

and have been identified as potent triggers of asthma exacerbations, 

especially in children. RV-A and RV-C subtypes have been associated with 

more severe lower respiratory tract infections and increased risk for 

persistent wheezing. 

• Parainfluenza, Influenza, Adenoviruses, and Human Metapneumovirus: 

These viruses, although less commonly implicated, also contribute to airway 

inflammation and asthma symptoms, particularly in young children or 

immunocompromised individuals. 

Viral infections in early life can disrupt the normal maturation of the immune 

system. In genetically predisposed individuals, infections may shift immune 

responses toward a Th2-dominant phenotype, promoting allergic sensitization and 

chronic eosinophilic inflammation. Furthermore, repeated viral insults can damage 

airway epithelium, impair barrier function, and increase exposure to environmental 

allergens, thereby amplifying disease risk. 

Bacterial infections, though less commonly emphasized, also play a role in 

asthma development and exacerbations. Pathogens such as Streptococcus 

pneumoniae, Haemophilus influenzae, and Moraxella catarrhalis have been 

detected in the lower airways of asthmatic patients, particularly during acute 

exacerbations. Chronic bacterial colonization can contribute to neutrophilic 

inflammation and steroid resistance, especially in severe adult asthma phenotypes. 

In addition to direct effects on the airway, infections may exert indirect effects 

by altering the airway microbiome. Dysbiosis-an imbalance in the microbial 

community-has been associated with increased susceptibility to inflammation and 

impaired immune regulation. Recent studies have shown that infants with low 



microbial diversity in the respiratory tract are more likely to develop asthma in 

later life. 

Moreover, infections in pregnant mothers may impact fetal immune 

programming, contributing to asthma risk in offspring. Prenatal exposure to 

maternal infections and postnatal environmental pathogens both influence lung 

development and immune responses during critical early-life periods. 

Preventive strategies to mitigate infection-related asthma risks include: 

• Promoting breastfeeding, which supports immune system maturation and 

provides passive immunity. 

• Timely vaccination against influenza, pertussis, and pneumococcus to 

reduce the burden of respiratory infections. 

• Reducing exposure to infectious agents in daycare settings through 

improved hygiene and ventilation. 

• Use of probiotics and nutritional interventions to support a balanced 

microbiome in early life. 

Behavioral and lifestyle-related factors are among the most influential and 

modifiable contributors to the development, exacerbation, and control of bronchial 

asthma. These factors intersect with environmental, immunological, and genetic 

components, significantly influencing disease expression and therapeutic 

outcomes. 

One of the most well-documented lifestyle risk factors is tobacco smoke 

exposure. Both active smoking and passive exposure (secondhand smoke) are 

strongly associated with increased asthma incidence, severity, and poor disease 

control. Tobacco smoke contains numerous harmful chemicals and particulate 

matter that irritate the airways, promote inflammation, and impair mucociliary 

clearance. In children, prenatal and early postnatal exposure to tobacco smoke is 



particularly detrimental, increasing the risk of asthma development, low birth 

weight, and reduced lung function. 

In adults with asthma, active smoking diminishes the effectiveness of inhaled 

corticosteroids and accelerates lung function decline. Smoking-related asthma is 

often more difficult to manage and is linked to a more severe disease phenotype, 

including fixed airway obstruction. 

Diet and nutritional status also play critical roles. Diets high in saturated fats, 

processed foods, and refined sugars have been associated with increased systemic 

inflammation and worsened asthma symptoms. Conversely, diets rich in fruits, 

vegetables, omega-3 fatty acids, and antioxidants are thought to have protective 

effects. Nutrients such as vitamin D, vitamin E, magnesium, and zinc contribute to 

immune regulation and pulmonary health. Vitamin D deficiency, in particular, has 

been linked to increased asthma exacerbations and reduced lung function in both 

children and adults. 

Obesity is a major lifestyle-related risk factor for asthma, associated with a 

unique clinical and inflammatory phenotype. Obese individuals are more likely to 

experience severe asthma, reduced response to corticosteroids, and increased 

comorbidities such as gastroesophageal reflux disease (GERD), obstructive sleep 

apnea (OSA), and depression. Adipose tissue secretes pro-inflammatory cytokines 

(e.g., leptin, TNF-α, IL-6), contributing to systemic inflammation and airway 

reactivity. Mechanical factors such as reduced lung volume and chest wall 

compliance also worsen respiratory symptoms in obese patients. 

Physical inactivity further contributes to poor asthma control and overall 

cardiorespiratory fitness. While exercise can trigger bronchospasm in some 

individuals (exercise-induced asthma), regular physical activity-when well 

managed-has been shown to improve lung function, reduce airway inflammation, 

and enhance quality of life in asthmatic patients. A sedentary lifestyle, on the other 



hand, is linked to higher body mass index (BMI), reduced immunity, and increased 

susceptibility to environmental triggers. 

Substance use, including alcohol and recreational drugs, can negatively affect 

asthma control. Certain substances may act as direct bronchial irritants or interact 

with asthma medications, leading to decreased therapeutic efficacy or adverse 

reactions. 

Behavioral factors also encompass medication adherence and inhaler technique. 

Improper use of inhaled medications, poor adherence to prescribed regimens, and 

lack of asthma education are common challenges in long-term asthma 

management. Patients who fail to use their controller medications consistently are 

more likely to experience frequent exacerbations and hospitalizations. 

Occupational risk factors play a critical role in adult-onset asthma and 

represent a distinct category of preventable causes. Occupational asthma is 

typically classified into two forms: sensitizer-induced and irritant-induced. The 

former involves an immunologic response to specific agents encountered in the 

workplace after a latency period, whereas the latter-also known as Reactive 

Airways Dysfunction Syndrome (RADS)-occurs after acute exposure to high levels 

of irritants without prior sensitization. 

    Workers in certain industries are at a significantly increased risk due to exposure 

to respiratory sensitizers and irritants such as isocyanates (used in paints and 

plastics), latex (common in healthcare settings), flour and grain dust (agriculture 

and baking), metal fumes (welding and manufacturing), formaldehyde, cleaning 

agents, and volatile chemicals. Occupations most affected include healthcare 

workers, cleaners, hairdressers, painters, laboratory technicians, farmers, and 

factory employees. 

     The pathogenesis of occupational asthma may involve IgE-mediated allergic 

mechanisms, non-IgE pathways, or direct toxic effects on the airway epithelium. 

Repeated or high-dose exposure can lead to chronic inflammation, airway 



hyperresponsiveness, and structural changes in the respiratory tract.Clinically, 

occupational asthma is often underdiagnosed or misdiagnosed as non-specific 

bronchitis or chronic obstructive pulmonary disease (COPD). Key diagnostic clues 

include symptom improvement during weekends or vacations, worsening during 

work hours, and a clear association with specific workplace exposures. Diagnostic 

tools include serial peak flow measurements at and outside of work, methacholine 

challenge tests, and specific inhalation challenge (SIC) procedures. 

     Management of occupational asthma necessitates early recognition, accurate 

diagnosis, and prompt intervention. Elimination or reduction of exposure to the 

offending agent is the most effective approach, often requiring changes in job 

tasks, work environments, or use of personal protective equipment (PPE). 

Pharmacological treatment mirrors that of general asthma care, including inhaled 

corticosteroids and bronchodilators, but outcomes are significantly improved when 

combined with environmental control. 

    Preventing occupational asthma requires the enforcement of workplace safety 

regulations, regular monitoring of air quality, employee education, and reporting 

mechanisms through occupational health systems. Public health policies should 

emphasize primary prevention through engineering controls, substitution of 

hazardous materials, and effective ventilation. 

In summary, occupational asthma is a preventable condition with profound 

health and economic implications. Addressing occupational risk factors through a 

combination of clinical vigilance, workplace safety, and policy enforcement is 

essential for protecting respiratory health among working populations. Healthcare 

workers, farmers, cleaners, hairdressers, and factory employees are at higher risk. 

Workplace modifications, personal protective equipment, early diagnosis, and 

reporting are essential to prevent chronic occupational asthma. 

Psychosocial and socioeconomic factors also play a significant role. 

Chronic psychological stress, anxiety, and depression are known to exacerbate 



asthma symptoms by altering neuroimmune signaling and reducing treatment 

adherence. Low socioeconomic status is associated with increased exposure to 

environmental risks, limited access to healthcare, underuse of controller 

medications, and delayed diagnosis. These disparities lead to disproportionate 

disease burden in vulnerable populations. 

From a societal standpoint, bronchial asthma imposes a substantial public 

health burden. It contributes to absenteeism, reduced productivity, school dropouts, 

and increased healthcare utilization. In low- and middle-income settings, poor 

infrastructure, medication inaccessibility, and weak regulatory policies magnify the 

impact. Uncontrolled asthma leads to frequent emergency visits, hospitalizations, 

and increased mortality. 

The social significance of asthma necessitates coordinated interventions that 

address medical, environmental, and socioeconomic drivers. Policy efforts should 

focus on improving air quality, regulating industrial emissions, expanding access 

to affordable medications, and enhancing public awareness through education and 

early screening. 

From a societal perspective, the public health burden of bronchial asthma is 

substantial. It affects people of all ages, with a notable increase in pediatric 

populations. Uncontrolled asthma contributes to reduced quality of life, loss of 

productivity, school and work absenteeism, frequent emergency department visits, 

and hospitalizations. In severe cases, it can lead to life-threatening exacerbations. 

Healthcare systems face significant economic strain due to direct medical 

costs (medications, hospital stays, physician visits) and indirect costs (missed 

workdays, disability, long-term care). In low- and middle-income countries, 

limited access to proper diagnosis and effective medication remains a critical 

barrier to disease control. 

Furthermore, asthma disproportionately affects marginalized communities, 

highlighting the importance of addressing health disparities. Educational 



campaigns, early screening programs, improved air quality regulation, and 

equitable access to inhaled medications are essential components of effective 

asthma management on a population level. 

In conclusion, bronchial asthma is shaped by a diverse set of risk factors, many of 

which are modifiable. Its social significance extends beyond individual health, 

imposing a substantial burden on healthcare systems and society. A 

multidisciplinary approach that integrates medical, environmental, and social 

interventions is essential for improving asthma outcomes and enhancing public 

health resilience. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



CHAPTER 2. CLINICAL MANIFESTATIONS OF BRONCHIAL ASTHMA 

2.1. Main symptoms of bronchial asthma 

Bronchial asthma is a chronic inflammatory disorder of the airways 

characterized by variable and recurring symptoms, reversible airflow obstruction, 

and bronchial hyperresponsiveness. The clinical manifestations of bronchial 

asthma can vary considerably among patients, depending on age, disease severity, 

environmental triggers, and comorbid conditions. However, a cluster of hallmark 

symptoms defines the disease and provides the primary basis for diagnosis and 

treatment monitoring. 

 

Fig 2.1. Main symptoms of bronchial asthma 

1.Dyspnea, commonly referred to as shortness of breath, is one of the most 

prominent and burdensome clinical symptoms associated with bronchial asthma. It 

is defined as a subjective experience of breathing discomfort that varies in intensity 

and quality among individuals but consistently indicates compromised respiratory 

function. In the context of asthma, dyspnea primarily results from bronchial 

inflammation, smooth muscle constriction (bronchospasm), and excess mucus 



production, which together lead to narrowing of the airways and increased 

resistance to airflow. 

This symptom can manifest either intermittently or persistently and is often 

provoked or worsened by specific triggers, such as exposure to allergens (e.g., dust 

mites, pollen, pet dander), respiratory tract infections, cold air, air pollution, 

exercise, or psychological stress. Nocturnal dyspnea, or the occurrence of 

breathing difficulty during the night or early morning, is a well-known feature of 

asthma and is often attributed to circadian variations in airway tone, decreased 

endogenous corticosteroid levels, and increased vagal tone during sleep. These 

nighttime episodes frequently result in poor sleep quality, leading to daytime 

fatigue, irritability, and decreased cognitive function. 

    Clinically, dyspnea may present with rapid and shallow breathing (tachypnea), 

flaring of the nostrils, use of accessory respiratory muscles (such as neck and 

intercostal muscles), inability to speak in full sentences, and visible signs of 

anxiety or distress. In more severe cases, especially in children, signs such as chest 

wall retractions, cyanosis of the lips or fingertips, and refusal to engage in routine 

activities may be observed. The subjective nature of dyspnea necessitates careful 

clinical assessment, particularly in populations who may be unable to articulate 

their symptoms, such as young children or individuals with cognitive impairments. 

The severity of dyspnea often correlates with the degree of bronchial obstruction 

and can be assessed using clinical tools such as the Modified Medical Research 

Council (mMRC) Dyspnea Scale or the Borg Rating of Perceived Exertion. In 

addition, objective pulmonary function testing, including spirometry and peak 

expiratory flow (PEF) measurements, are essential for quantifying airflow 

limitation and monitoring response to therapy. 

       Different asthma phenotypes are associated with variations in the intensity and 

duration of dyspnea. In eosinophilic asthma, dyspnea tends to flare during periods 

of active inflammation and responds well to corticosteroid therapy. In neutrophilic 



asthma, which is often less responsive to conventional treatment, dyspnea may 

persist or fluctuate with limited improvement. Exercise-induced 

bronchoconstriction presents as shortness of breath during or following physical 

activity and typically resolves within 30 minutes of cessation of exercise or after 

administration of bronchodilators. 

From a pathophysiological perspective, dyspnea in asthma is a result of both 

mechanical and sensory factors. Mechanically, airway narrowing leads to air 

trapping and dynamic hyperinflation, thereby increasing the work of breathing. 

This increased load on respiratory muscles contributes to the sensation of 

breathlessness. Sensory inputs from mechanoreceptors and chemoreceptors in the 

lungs, chest wall, and upper airways transmit afferent signals to the central nervous 

system, further influencing the perception of respiratory discomfort. 

Persistent or recurrent dyspnea is often an indication of suboptimal asthma control. 

In such cases, a comprehensive reassessment of the patient’s management plan is 

warranted, including evaluation of inhaler technique, adherence to prescribed 

medications, exposure to environmental triggers, and the presence of comorbid 

conditions such as gastroesophageal reflux disease (GERD), vocal cord 

dysfunction, or obstructive sleep apnea. These comorbidities may mimic or 

exacerbate asthma symptoms, complicating diagnosis and treatment. 

As an integral clinical marker, dyspnea demands systematic evaluation and 

individualized intervention to improve respiratory efficiency, prevent 

exacerbations, and enhance the patient’s overall quality of life. Its multifactorial 

nature highlights the need for a multidisciplinary approach in asthma care, 

involving education, pharmacologic optimization, and environmental control 

strategies. 

2.Wheezing is a cardinal clinical manifestation of bronchial asthma and serves as a 

significant auscultatory finding during physical examination. It is characterized by 

a high-pitched, musical, whistling sound that is produced predominantly during 



expiration, although in more severe cases it may also be heard during inspiration. 

The pathophysiology of wheezing in asthma stems from airflow turbulence as air 

passes through narrowed and inflamed bronchial tubes, a hallmark of the disease’s 

chronic inflammatory nature. 

    This symptom arises due to a combination of bronchospasm, mucosal edema, 

and increased mucus secretion, all of which contribute to the obstruction and 

narrowing of the lower airways. The caliber of the bronchi and bronchioles 

becomes irregular, and the airflow through these constricted passages generates 

vibrations of the airway walls, resulting in the audible wheeze. The intensity and 

location of wheezing may vary among patients and even within the same 

individual during different episodes. In typical cases, wheezing is diffuse and 

polyphonic, reflecting multiple sites of airway involvement, although monophonic 

wheezing may be observed when obstruction is localized. 

Wheezing often appears in response to specific triggers such as allergens, cold air, 

exercise, viral infections, or environmental pollutants. It is frequently episodic, 

occurring during acute exacerbations and improving with bronchodilator treatment. 

The presence of wheezing is clinically significant not only for diagnostic purposes 

but also for evaluating disease severity and monitoring treatment response. In mild 

to moderate cases of asthma, wheezing may be the predominant sign and may 

resolve with short-acting beta-agonists. In more severe episodes, wheezing may 

become more pronounced and be accompanied by other symptoms such as 

dyspnea, coughing, and chest tightness. 

Importantly, the absence of wheezing does not rule out severe asthma. In critical 

conditions where airway obstruction is extreme and airflow is minimal, breath 

sounds-including wheezing-may become inaudible, a phenomenon referred to as 

the “silent chest.” This is a medical emergency indicating near-complete airflow 

limitation and requires immediate, aggressive intervention to prevent respiratory 

failure. 



The detection of wheezing is most effectively accomplished through auscultation 

using a stethoscope, typically over the anterior and posterior lung fields. The 

wheezing sound is usually more intense over the central airways and may shift in 

pattern or distribution depending on the patient’s posture and the phase of the 

respiratory cycle. In pediatric patients, wheezing is a particularly valuable sign, as 

children often cannot describe their symptoms precisely. However, wheezing in 

children should be interpreted carefully, as it may also be present in other 

respiratory conditions such as bronchiolitis, viral lower respiratory tract infections, 

or foreign body aspiration. 

Wheezing in asthma is not only a diagnostic hallmark but also an indicator of 

bronchial hyperresponsiveness and reversible airway obstruction, both of which 

are defining features of the disease. Its presence is integrated into major asthma 

diagnostic and classification guidelines, such as those outlined by the Global 

Initiative for Asthma (GINA). Nonetheless, overreliance on wheezing as a sole 

diagnostic criterion is discouraged, as asthma may present in its absence, especially 

in certain phenotypic variants such as cough-variant asthma. 

    The variability in the occurrence and resolution of wheezing highlights the 

importance of continuous clinical assessment and the use of objective measures 

such as spirometry to quantify airway obstruction. In clinical practice, the temporal 

pattern of wheezing, its response to therapy, and its association with specific 

triggers provide valuable insights into asthma control and guide therapeutic 

decision-making. 

3.Coughing is a frequent and sometimes dominant symptom of bronchial asthma 

and plays a central role in the clinical expression of the disease across all age 

groups. While often overshadowed by more dramatic symptoms such as wheezing 

or dyspnea, cough may, in many patients, be the initial or sole manifestation of 

asthma, particularly in specific phenotypic variants like cough-variant asthma. This 

symptom arises as a reflex response to irritation and inflammation of the 



respiratory tract and serves as a defense mechanism aimed at clearing the airways 

of mucus, allergens, or other irritants. 

Asthmatic cough is typically non-productive or minimally productive, 

characterized by a dry, hacking quality. However, in some patients-especially 

during exacerbations or in the presence of coexisting respiratory infections-it may 

be associated with small amounts of mucoid or viscous sputum. The cough is often 

episodic, occurring in paroxysms, and tends to worsen during the night or early 

morning hours, corresponding to circadian rhythms in bronchial reactivity and 

airway inflammation. Nocturnal coughing is particularly burdensome, as it disrupts 

sleep and is strongly associated with poor asthma control. 

The pathophysiology of coughing in asthma is multifactorial. It primarily involves 

chronic inflammation of the bronchial mucosa, which leads to heightened 

sensitivity of cough receptors in the airways. This hypersensitivity, or "cough 

reflex hyperresponsiveness," results in an exaggerated cough response to minor 

stimuli such as cold air, dust, exercise, or even talking and laughing. The 

combination of bronchial hyperreactivity and intermittent bronchospasm creates a 

clinical picture in which coughing may precede other classical asthma symptoms 

or persist even in the absence of overt airflow obstruction. 

     Cough-variant asthma is a clinically recognized form of the disease in which 

chronic coughing is the predominant or exclusive symptom. In such cases, 

wheezing and dyspnea may be absent or minimal, often complicating the 

diagnostic process. This variant is more commonly observed in children and young 

adults and is frequently underdiagnosed or misattributed to other conditions such 

as upper airway cough syndrome (postnasal drip), gastroesophageal reflux disease 

(GERD), or chronic bronchitis. Proper identification of cough-variant asthma is 

essential, as it responds favorably to standard asthma therapies, particularly inhaled 

corticosteroids and bronchodilators. 



In clinical evaluation, the presence of persistent cough—especially if it is 

nocturnal, exercise-induced, or triggered by exposure to allergens—should prompt 

consideration of asthma in the differential diagnosis. The cough may also be a 

marker of inadequate disease control in patients with known asthma. Failure to 

address coughing in such patients may result in ongoing airway inflammation, 

increased exacerbation risk, and decreased quality of life. 

It is important to differentiate asthmatic cough from other causes of chronic cough, 

particularly when it presents as an isolated symptom. A detailed history, physical 

examination, and pulmonary function testing, including bronchodilator 

reversibility and bronchoprovocation tests, can help confirm the diagnosis. In cases 

where asthma is suspected but spirometry is inconclusive, a therapeutic trial of 

asthma medication may be employed as both a diagnostic and therapeutic 

approach.Coughing in asthma may also be influenced by comorbidities. Conditions 

such as allergic rhinitis, sinusitis, laryngopharyngeal reflux, and environmental 

irritant exposure may exacerbate or prolong the cough response. Identifying and 

managing these factors is crucial in achieving effective symptom control and 

preventing recurrent episodes. 

   In pediatric patients, coughing is often the most observable and reported 

symptom by caregivers. Persistent coughing in children, particularly if it occurs at 

night or during play, may suggest underlying airway hyperresponsiveness and 

warrants further assessment. In this population, cough can significantly affect 

growth, academic performance, and social development, underscoring the need for 

early intervention. 

Overall, coughing is a multifaceted symptom of bronchial asthma that reflects 

underlying airway inflammation, hypersensitivity, and bronchoconstriction. It is 

both a diagnostic clue and a therapeutic target, requiring comprehensive clinical 

evaluation and individualized management strategies. When adequately recognized 

and treated, asthmatic cough can be effectively controlled, contributing to 

improved overall disease outcomes and enhanced patient well-being. 



4.Chest tightness is a commonly reported and diagnostically significant symptom 

of bronchial asthma. It is typically described by patients as a sensation of pressure, 

squeezing, or constriction across the chest, which may vary in intensity from mild 

discomfort to severe distress. Although it is a subjective experience and cannot be 

directly measured, chest tightness holds considerable clinical importance, as it 

often accompanies other cardinal features of asthma such as wheezing, coughing, 

and dyspnea, and may signal an impending or ongoing exacerbation. 

The underlying mechanism of chest tightness in asthma is complex and 

multifactorial, primarily involving bronchial smooth muscle contraction, airway 

inflammation, and airflow obstruction. During an asthmatic episode, 

bronchoconstriction narrows the airway lumen, leading to increased airway 

resistance. This causes the respiratory muscles, particularly the diaphragm and 

intercostal muscles, to exert greater effort to maintain ventilation. The increased 

workload on these muscles and the heightened negative intrathoracic pressure 

contribute to the sensation of constriction or heaviness in the chest. Inflammatory 

processes within the airway mucosa further exacerbate this symptom by 

stimulating nociceptive pathways and enhancing local tissue sensitivity. 

Chest tightness may occur spontaneously or in response to specific environmental 

or physiological triggers, including exposure to allergens, physical exertion, 

inhalation of cold air, emotional stress, or respiratory infections. The symptom is 

frequently episodic and may precede or accompany other symptoms such as 

wheezing or shortness of breath. In many cases, patients report that chest tightness 

is one of the earliest warning signs of an asthma exacerbation. Its onset may be 

sudden or gradual and is often alleviated by bronchodilator therapy, indicating a 

reversible component consistent with asthma pathophysiology. 

Nocturnal chest tightness is also a notable feature in individuals with poorly 

controlled asthma. It tends to occur during the early morning hours when 

endogenous corticosteroid levels are at their lowest, and parasympathetic tone is 

increased. These physiological changes lead to heightened airway reactivity and 



bronchoconstriction, thereby intensifying the sensation of chest pressure during 

sleep or upon awakening. Recurrent nocturnal symptoms significantly impact sleep 

quality and are associated with increased risk of exacerbations and reduced overall 

asthma control. 

    Psychological factors can amplify the perception of chest tightness in asthmatic 

individuals. Anxiety and panic, particularly during acute episodes, can exacerbate 

the subjective sense of thoracic pressure and contribute to a vicious cycle of 

hyperventilation and respiratory distress. Moreover, individuals with a heightened 

somatic awareness may report more intense or frequent sensations of chest 

tightness, even in the absence of marked physiological changes. This interplay 

between somatic symptoms and psychological state underscores the importance of 

holistic assessment and management in patients with chronic respiratory disease. 

Chest tightness can sometimes present as an isolated symptom, particularly in mild 

or early-stage asthma, or in cough-variant asthma where classic signs such as 

wheezing may be absent. In these cases, failure to recognize chest tightness as a 

potential indicator of asthma may delay diagnosis and appropriate treatment. This 

is especially relevant in pediatric and adolescent populations, where complaints of 

“pressure” or “weird feeling” in the chest should prompt further respiratory 

evaluation. 

In clinical practice, accurate characterization of chest tightness requires detailed 

patient history. Patients may use various terms to describe the symptom-such as 

“heavy chest”, “tight band”, or “difficulty expanding the chest” -and these 

descriptions should be interpreted within the broader clinical context. Objective 

pulmonary function tests, including spirometry and peak flow measurements, are 

essential in correlating subjective reports of tightness with airflow limitation. 

Differential diagnosis is critical, as chest tightness can also be a manifestation of 

non-asthmatic conditions, including gastroesophageal reflux disease (GERD), 

cardiac ischemia, musculoskeletal pain, or anxiety disorders. In ambiguous cases, 



diagnostic clarification through imaging, electrocardiography, and response to 

bronchodilator therapy is necessary to exclude alternative etiologies and confirm 

the diagnosis of asthma. 

From a therapeutic standpoint, chest tightness that responds promptly to inhaled 

bronchodilators is indicative of reversible airway obstruction, a defining 

characteristic of asthma. Persistent or worsening chest tightness despite therapy 

may suggest poor asthma control, medication non-compliance, incorrect inhaler 

technique, or the presence of complicating factors such as coexisting chronic 

obstructive pulmonary disease (COPD) or fixed airway remodeling. These cases 

warrant re-evaluation of the treatment regimen, possibly including escalation of 

anti-inflammatory therapy and enhanced patient education. 

In sum, chest tightness in bronchial asthma reflects the physiological and 

mechanical burden of airway obstruction and inflammation. Although subjective, it 

is a reliable marker of disease activity and treatment response when carefully 

interpreted. Proper recognition, assessment, and management of this symptom 

contribute significantly to the optimization of asthma care and the prevention of 

exacerbations. 

5.Nocturnal symptoms are a defining clinical feature of bronchial asthma and are 

often indicative of inadequate disease control or heightened airway 

hyperresponsiveness. These symptoms, which primarily include nighttime 

coughing, wheezing, chest tightness, and shortness of breath, typically occur 

during sleep or in the early hours of the morning. They are associated with 

substantial morbidity, including sleep disturbance, daytime fatigue, impaired 

cognitive function, and reduced quality of life. In children, frequent nocturnal 

symptoms can lead to poor academic performance, behavioral issues, and delayed 

growth, while in adults they may contribute to reduced productivity and increased 

psychological distress. 



The pathophysiology underlying nocturnal asthma symptoms is multifactorial and 

involves a complex interplay of circadian biological rhythms, neurohormonal 

regulation, and inflammatory processes. Circadian variations in lung function have 

been well documented, with the lowest levels of airway caliber and peak expiratory 

flow rate (PEFR) typically occurring around 4:00 a.m. These fluctuations are 

largely influenced by diurnal patterns in endogenous corticosteroid production, 

autonomic nervous system activity, and inflammatory mediator release. 

Specifically, nocturnal declines in cortisol and increases in vagal tone lead to 

enhanced bronchial smooth muscle constriction and airway reactivity. 

Additionally, nocturnal increases in airway inflammation, characterized by 

elevated levels of eosinophils, leukotrienes, and histamines, contribute to bronchial 

edema and mucus production, further exacerbating airflow obstruction. These 

inflammatory changes may be amplified in patients who are exposed to allergens 

in the bedroom environment, such as dust mites, pet dander, mold spores, or indoor 

air pollutants. Supine positioning during sleep can also promote mucus pooling and 

increased airway resistance, particularly in the presence of coexisting conditions 

like gastroesophageal reflux disease (GERD) or obstructive sleep apnea (OSA), 

both of which are known to worsen nocturnal asthma. 

Clinically, nocturnal asthma is characterized by waking episodes that involve 

persistent coughing, wheezing, and chest discomfort, often necessitating the use of 

rescue bronchodilator inhalers. In more severe cases, patients may awaken gasping 

for air, experience palpitations, or exhibit signs of acute respiratory distress. 

Repeated nocturnal awakenings are a hallmark of poor asthma control and are 

incorporated into clinical guidelines, such as the Global Initiative for Asthma 

(GINA), as key indicators for assessing asthma severity and treatment adequacy. 

Assessment of nocturnal asthma symptoms requires a thorough clinical history that 

specifically includes questions about sleep quality, frequency of nighttime 

awakenings, and use of rescue medications during the night. Objective monitoring 

tools, such as nocturnal peak flow measurements or overnight polysomnography in 



selected cases, can help establish the presence and severity of nighttime airway 

obstruction. Sleep diaries and validated questionnaires, like the Asthma Control 

Test (ACT) and Asthma Sleep Disturbance Questionnaire (ASDQ), can also aid in 

evaluating nocturnal symptom burden. 

The presence of frequent nocturnal symptoms necessitates a comprehensive review 

of the patient's asthma management plan. Inadequate anti-inflammatory therapy, 

improper inhaler technique, allergen exposure, and medication non-adherence are 

common contributors to nighttime symptomatology. Optimization of maintenance 

therapy with inhaled corticosteroids, long-acting beta-agonists, leukotriene 

receptor antagonists, or biologic agents targeting eosinophilic inflammation may 

significantly reduce nocturnal symptoms. Furthermore, identification and 

management of aggravating comorbidities, such as GERD or allergic rhinitis, are 

essential components of effective treatment. 

Environmental control strategies play a vital role in minimizing nighttime 

symptoms. These include the use of allergen-impermeable bedding covers, regular 

washing of linens in hot water, removal of carpets and upholstery, and air filtration 

systems. Sleep hygiene interventions and patient education regarding trigger 

avoidance can also contribute to symptomatic improvement. 

Nocturnal asthma is not only a symptom pattern but also a distinct clinical 

phenotype with specific pathophysiological characteristics and therapeutic 

implications. Patients with predominantly nocturnal symptoms often exhibit more 

severe airway inflammation and may require more aggressive treatment 

approaches. Additionally, persistent nighttime asthma is associated with an 

increased risk of exacerbations, hospitalizations, and decline in lung function over 

time. 

In pediatric populations, nocturnal symptoms may present subtly, with parents 

reporting coughing during sleep, restlessness, or unusual breathing patterns. 

Because children may not reliably verbalize their discomfort, parental observations 



and clinical suspicion are crucial in identifying this symptom and initiating 

appropriate management.Ultimately, nocturnal asthma symptoms represent a 

significant clinical concern, serving as both a marker of underlying airway 

inflammation and a determinant of overall disease burden. Their presence warrants 

timely and targeted interventions to restore nocturnal respiratory stability and 

improve long-term asthma outcomes. 

6.Symptom variability and reversibility are two hallmark characteristics that 

distinguish bronchial asthma from other chronic respiratory diseases, particularly 

chronic obstructive pulmonary disease (COPD). These features are central to the 

diagnosis, monitoring, and therapeutic response assessment in asthmatic 

individuals and reflect the dynamic nature of airway inflammation and bronchial 

hyperresponsiveness that underlie the disease. 

7. Exercise-induced bronchoconstriction (EIB), previously referred to as exercise-

induced asthma, is a prevalent clinical manifestation in both children and adults 

with asthma. It is characterized by the development of respiratory symptoms-

primarily shortness of breath, wheezing, coughing, and chest tightness-during or 

shortly after physical exertion. These symptoms typically begin within 5 to 10 

minutes after the onset of exercise and peak shortly after cessation, resolving 

spontaneously or with bronchodilator therapy within 30 to 60 minutes. 

The pathophysiology of EIB involves the rapid inhalation of large volumes of air, 

often cold or dry, which leads to water and heat loss in the airway epithelium. This 

causes local mast cell activation and the release of bronchoconstrictive mediators 

such as histamine, leukotrienes, and prostaglandins. The result is transient 

narrowing of the airways, increased airway resistance, and reduced pulmonary 

function. In individuals with poorly controlled asthma, EIB may be more severe 

and persist for longer durations. 

Clinically, exercise-induced symptoms are significant not only because they limit 

physical activity and participation in sports but also because they serve as markers 



of underlying airway hyperresponsiveness and inadequate asthma control. In 

children and adolescents, avoidance of physical activity due to fear of symptom 

onset may lead to decreased physical fitness, social isolation, and negative impacts 

on mental health. Proper management includes pre-exercise administration of 

short-acting beta-agonists (SABAs), warm-up exercises, and long-term control of 

baseline airway inflammation with inhaled corticosteroids. 

Diagnosis is supported by exercise challenge testing, where a ≥10% fall in FEV₁ 

after standardized exercise confirms the presence of EIB. It is critical for clinicians 

to differentiate EIB from other causes of exertional dyspnea, such as vocal cord 

dysfunction, poor physical conditioning, or cardiac abnormalities. 

8.Cough-variant asthma (CVA) is a phenotype of asthma in which chronic cough 

is the sole or predominant symptom, occurring in the absence of classical signs 

such as wheezing or dyspnea. It is more commonly diagnosed in children, young 

adults, and individuals with early-stage asthma. The cough in CVA is typically dry, 

non-productive, and worse at night or in response to triggers such as cold air, 

exercise, or strong odors. 

The diagnosis of CVA can be challenging due to its clinical overlap with other 

causes of chronic cough, such as upper airway cough syndrome (postnasal drip), 

gastroesophageal reflux disease (GERD), and non-asthmatic eosinophilic 

bronchitis. Confirmation often requires a high index of suspicion and objective 

testing, including bronchoprovocation tests (e.g., methacholine challenge), which 

demonstrate airway hyperresponsiveness, or a therapeutic trial of inhaled 

corticosteroids resulting in cough resolution. 

Other atypical presentations of asthma include vocal cord dysfunction (which can 

mimic inspiratory stridor), and chest pain or discomfort not related to exertion. In 

the elderly, asthma may present with subtle symptoms or mimic COPD, delaying 

diagnosis and treatment. Recognizing these non-classical forms of asthma is 



crucial to prevent disease progression and unnecessary investigations or treatments 

for alternative diagnoses. 

9.Symptom fluctuation over time - the dynamic course of asthma is exemplified 

by the fluctuation of symptoms over time. These fluctuations are driven by 

interactions between environmental exposures, medication use, adherence patterns, 

comorbid conditions, and disease phenotype. A patient may experience periods of 

complete symptom resolution, known as remission, followed by acute 

exacerbations or progressive symptom return, especially in the presence of 

triggers. 

The temporal variability in symptoms poses significant challenges in long-term 

disease monitoring and necessitates regular follow-up and patient education. 

Seasonal changes, for example, influence asthma symptomatology through pollen 

exposure in spring, viral infections in winter, or high humidity and pollution in 

summer. Hormonal fluctuations, such as those seen in pregnancy or menstruation, 

can also affect asthma control. 

Monitoring tools such as asthma diaries, peak flow charts, and validated 

questionnaires (e.g., Asthma Control Test or ACT) can help track symptom 

patterns and detect early signs of deterioration. Regular assessment enables timely 

adjustments in pharmacologic therapy and non-pharmacologic interventions, 

ultimately minimizing the risk of exacerbations. 

10.Symptom impact on quality of life - the cumulative impact of asthma 

symptoms-regardless of their frequency or intensity-can substantially impair 

patients’ quality of life (QoL). Physical limitations resulting from dyspnea or 

exercise-induced symptoms restrict participation in daily activities, school, work, 

and recreational pursuits. Recurrent nocturnal symptoms lead to poor sleep quality, 

daytime fatigue, and cognitive impairment, further reducing functional 

performance. 



The psychological burden of living with unpredictable and recurring symptoms 

contributes to increased levels of anxiety, depression, and social withdrawal, 

particularly in children and adolescents. Feelings of frustration and helplessness 

are common in patients who perceive a lack of control over their condition. In 

families with asthmatic children, the disease imposes significant stress on 

caregivers, including disruptions to family routines, financial strain from medical 

expenses, and reduced caregiver work productivity. 

Health-related quality of life (HRQoL) assessments have shown that patients with 

frequent symptoms or poorly controlled asthma report significantly lower scores 

across multiple domains, including physical functioning, emotional well-being, and 

social interactions. Tools such as the Asthma Quality of Life Questionnaire 

(AQLQ) and Pediatric Asthma Quality of Life Questionnaire (PAQLQ) are 

instrumental in evaluating the subjective impact of symptoms and guiding 

comprehensive care. 

Addressing the quality-of-life consequences of asthma requires a holistic 

management approach that extends beyond symptom control. It involves 

multidisciplinary support, psychological counseling when needed, optimization of 

treatment plans, education on self-management, and ensuring equitable access to 

medications and healthcare services. 

     The variability of asthma symptoms refers to the fluctuation in frequency, 

intensity, and type of clinical manifestations over time, both within a single day 

and across different days or seasons. Asthma symptoms-such as coughing, 

wheezing, dyspnea, and chest tightness-may appear episodically or persistently, 

and are often influenced by a range of internal and external factors. These include 

allergen exposure (e.g., pollen, dust mites, animal dander), respiratory infections, 

physical exertion, emotional stress, changes in weather or air temperature, and 

circadian hormonal fluctuations. For many patients, symptoms worsen at night or 

in the early morning, corresponding to the body's natural rhythm of airway tone 

and immune activity. 



The unpredictable nature of symptom occurrence is particularly evident during 

asthma exacerbations, where patients may experience sudden and severe 

deterioration in respiratory function, often requiring urgent medical attention. 

Conversely, patients may remain completely asymptomatic for extended periods, 

particularly when asthma is well controlled through adherence to controller 

medication regimens and effective trigger avoidance. This day-to-day and even 

hour-to-hour fluctuation makes asthma a condition that requires constant vigilance 

and flexible treatment strategies tailored to the patient's evolving clinical status. 

Reversibility, on the other hand, refers to the ability of airway obstruction and 

associated symptoms to improve-either spontaneously or in response to appropriate 

pharmacological intervention. This feature is a key component in differentiating 

asthma from fixed obstructive conditions such as COPD, where airflow limitation 

tends to be progressive and largely irreversible. In asthma, airway narrowing 

caused by smooth muscle contraction, mucosal edema, and mucus plugging can 

often be reversed rapidly with the administration of bronchodilators, particularly 

short-acting beta-2 agonists (SABAs). Additionally, inhaled corticosteroids and 

other anti-inflammatory agents can reduce the underlying inflammation over time, 

thereby restoring airway patency and relieving symptoms. 

The degree of reversibility is objectively assessed through pulmonary function 

tests, particularly spirometry. An increase in forced expiratory volume in one 

second (FEV) of ≥12% and at least 200 mL from baseline following inhalation of a 

bronchodilator is considered a significant indicator of reversible airflow 

obstruction, and supports the diagnosis of asthma. Peak expiratory flow (PEF) 

measurements, especially when recorded over a period of days using a diary or 

digital monitor, also provide insight into diurnal variability and the effectiveness of 

treatment. Patients with asthma typically exhibit more than 10–15% variability in 

PEF readings between morning and evening, or day to day, which is consistent 

with the variable course of the disease. 



Symptom variability and reversibility are not only diagnostic hallmarks but also 

reflect the patient’s level of disease control. Well-controlled asthma is associated 

with minimal symptom variability and infrequent need for rescue medication. 

Poorly controlled asthma, by contrast, manifests with frequent symptom 

fluctuations and an exaggerated bronchodilator response due to persistent airway 

inflammation. Identifying these patterns is essential for clinicians to determine 

whether the current treatment strategy is adequate or requires adjustment. 

It is important to note that reversibility may diminish over time in certain patients, 

particularly those with severe or long-standing asthma. Chronic inflammation can 

lead to structural changes in the airways-referred to as airway remodeling-which 

includes smooth muscle hypertrophy, subepithelial fibrosis, and increased mucous 

gland mass. These changes can result in fixed airflow limitation that becomes less 

responsive to bronchodilator therapy, resembling features seen in COPD. Early and 

effective anti-inflammatory treatment is therefore critical to preserve lung function 

and maintain the reversibility that characterizes asthma. 

   In pediatric patients, symptom variability is especially pronounced and may 

evolve with growth and developmental changes. For instance, young children may 

present with episodic viral wheezing that later transitions into classical asthma 

patterns during adolescence. Recognition of these evolving symptom profiles is 

important for timely diagnosis and treatment adaptation. 

 

 

 

 

 

 

 



2.2. Diagnostic criteria and laboratory examinations 

     The diagnosis of bronchial asthma requires a comprehensive evaluation 

involving clinical assessment, pulmonary function testing, and targeted laboratory 

investigations. These components allow healthcare providers to confirm the 

presence of asthma, characterize its phenotype, assess disease severity, and 

determine appropriate therapeutic strategies. Diagnostic procedures must account 

for variability in symptom presentation, disease progression, and individual patient 

characteristics, especially in children and adolescents. 

     Asthma diagnosis begins with a careful clinical history and physical 

examination. Patients typically present with recurrent episodes of wheezing, 

breathlessness, chest tightness, and coughing, which vary in intensity and often 

occur or worsen at night or early in the morning. These symptoms are usually 

triggered by environmental allergens, cold air, exercise, viral infections, or 

emotional stress. Importantly, the symptoms of asthma tend to be intermittent and 

reversible, which distinguishes it from other chronic respiratory conditions. 

      A history of atopic diseases, such as allergic rhinitis, eczema, or food 

allergies, in the patient or family members supports the diagnosis. Additionally, a 

favorable response to short-acting bronchodilators provides clinical evidence of 

reversible bronchial obstruction, a hallmark of asthma. Physical examination may 

reveal expiratory wheezing, prolonged expiration, and signs of respiratory distress 

during symptomatic episodes. 

     It is critical to differentiate asthma from other diseases with similar 

presentations, such as chronic obstructive pulmonary disease (COPD), heart 

failure, vocal cord dysfunction, or gastroesophageal reflux disease (GERD). 

Therefore, clinical criteria must be confirmed with objective measurements of lung 

function and supported by laboratory findings. 

 



Objective confirmation of asthma involves demonstrating reversible airway 

obstruction or bronchial hyperresponsiveness. Spirometry is the primary diagnostic 

tool for assessing lung function. Key spirometric parameters include: 

Forced Expiratory Volume in one second (FEV) – the volume of air forcibly 

exhaled in the first second after a deep inhalation. 

Forced Vital Capacity (FVC) – the total volume of air exhaled during a 

forced breath. 

FEV/FVC ratio– typically reduced in obstructive diseases such as asthma. 

Reversibility is confirmed if FEV increases by at least 12% and 200 mL 

following administration of an inhaled bronchodilator. This improvement reflects 

the characteristic reversible airflow limitation of asthma. Peak expiratory flow 

(PEF) monitoring is another useful test, especially for home-based assessment. 

Diurnal variability of PEF greater than 10% supports the diagnosis of asthma. 

Longitudinal PEF tracking can help assess control and identify environmental or 

occupational triggers. 

    In cases where spirometry results are inconclusive but clinical suspicion 

remains high, bronchial provocation tests may be conducted. These include 

methacholine or histamine challenge tests that assess airway hyperresponsiveness. 

A significant decline in FEV following exposure to the provoking agent confirms 

bronchial hyperreactivity. 

Laboratory Investigations 

Laboratory investigations provide insights into the inflammatory 

mechanisms and allergic status associated with asthma. They are essential for 

phenotype classification and therapy selection, particularly in moderate-to-severe 

cases. 

Complete Blood Count (CBC) is a fundamental test. Elevated eosinophil 

levels (>300 cells/µL) indicate eosinophilic inflammation and are commonly 



observed in allergic asthma. Eosinophilia suggests a higher likelihood of 

corticosteroid responsiveness and helps distinguish asthma from non-allergic 

respiratory conditions. 

Total and Allergen-Specific Immunoglobulin E (IgE) levels are used to 

evaluate atopic status. Elevated total IgE levels support a diagnosis of allergic 

asthma, while specific IgE testing identifies sensitization to environmental 

allergens such as pollen, dust mites, molds, or animal dander. These tests are 

particularly relevant when considering allergen avoidance strategies or 

immunotherapy. 

Fractional Exhaled Nitric Oxide (FeNO) is a non-invasive biomarker of 

eosinophilic airway inflammation. Elevated FeNO levels (>25 ppb in adults and 

>20 ppb in children) correlate with type 2 (Th2) inflammation and are predictive of 

responsiveness to inhaled corticosteroids. FeNO is particularly useful for 

diagnosing asthma in children and monitoring disease control. 

Induced Sputum Cytology allows for direct assessment of airway 

inflammation. By analyzing the cellular composition of expectorated sputum, 

clinicians can differentiate between eosinophilic, neutrophilic, mixed, and 

paucigranulocytic asthma phenotypes. This distinction guides personalized 

treatment approaches, including the use of biologic therapies in severe cases. 

Emerging Biomarkers, such as serum periostin, blood eosinophil-derived 

neurotoxin (EDN), and interleukin-5 (IL-5) levels, are under investigation for their 

role in refining asthma phenotyping. These markers may predict response to 

biologics like anti-IgE, anti-IL-5, or anti-IL-4 receptor antibodies. 

Although not required for routine asthma diagnosis, imaging studies are 

employed to rule out alternative diagnoses or assess complications. Chest 

radiographs are typically normal in asthma but may reveal hyperinflation, mucous 

plugging, or concomitant infections. High-resolution computed tomography 

(HRCT) may be indicated in patients with atypical symptoms, poor treatment 



response, or suspected structural abnormalities. HRCT findings can include 

bronchial wall thickening, air trapping, and bronchiectasis in chronic or severe 

asthma cases. Allergy Skin Testing, including skin prick tests, can confirm allergen 

sensitization and support the diagnosis of allergic asthma. These tests are 

conducted under the supervision of allergy specialists and aid in designing 

avoidance strategies and considering allergen-specific immunotherapy. 

    Diagnosing asthma in children, particularly those under the age of five, is 

challenging due to the difficulty of performing reliable pulmonary function tests. 

In such cases, diagnosis relies heavily on clinical presentation, family history, and 

therapeutic trials. Recurrent episodes of wheezing, nocturnal cough, or breathing 

difficulties-especially when triggered by physical activity, allergens, or respiratory 

infections-are suggestive of asthma. 

     

 

 

 

 

 

 

 

 

 

 

 



2.3. Differential Diagnosis and Severity Assessment 

Bronchial asthma is a chronic inflammatory condition of the airways that 

manifests with symptoms such as wheezing, shortness of breath, chest tightness, 

and cough. However, these clinical signs are not exclusive to asthma, and several 

other diseases may present with similar features. For this reason, differential 

diagnosis is a vital part of the diagnostic process, ensuring that the condition is 

accurately identified and that other potential causes are ruled out. Once asthma is 

confirmed, the assessment of its severity becomes essential to determine the most 

appropriate therapeutic strategy and to predict disease progression. 

The process of differential diagnosis begins with a thorough analysis of the 

patient's symptom pattern, medical history, and response to medications. 

Conditions most commonly mistaken for asthma include chronic obstructive 

pulmonary disease (COPD), vocal cord dysfunction, congestive heart failure, 

bronchiectasis, and psychological disorders such as anxiety-induced 

hyperventilation. 

COPD, for instance, also presents with airflow limitation and chronic 

respiratory symptoms, particularly in smokers and older individuals. However, it is 

characterized by persistent and largely irreversible obstruction, unlike asthma, 

where airway narrowing is typically variable and reversible. Spirometric testing 

before and after bronchodilator administration is useful in distinguishing these two 

conditions. 

Vocal cord dysfunction involves inappropriate adduction of the vocal cords 

during inspiration, leading to inspiratory stridor and breathing difficulty. Unlike 

asthma, this condition does not respond to bronchodilators and requires 

laryngoscopic evaluation for accurate diagnosis. 

Cardiac asthma, seen in patients with left-sided heart failure, can present 

with wheezing and dyspnea, particularly at night. However, these symptoms are 

secondary to pulmonary congestion, and the clinical picture is often accompanied 



by peripheral edema, fatigue, and evidence of structural heart disease. Diagnostic 

workup includes echocardiography and measurement of natriuretic peptides. 

Bronchiectasis should also be considered, especially in individuals with 

chronic productive cough, frequent infections, and purulent sputum. High-

resolution computed tomography (HRCT) is the gold standard for detecting the 

characteristic airway dilations of bronchiectasis. 

In children, foreign body aspiration must be excluded when symptoms 

develop suddenly and asymmetrically, often in the absence of a previous history of 

asthma. Similarly, gastroesophageal reflux disease (GERD) and anxiety-related 

disorders can mimic asthma symptoms and should be evaluated based on clinical 

context. Once asthma has been differentiated from other diseases, it is critical to 

assess its severity. Asthma severity reflects the intrinsic intensity of the disease 

before treatment and is classified based on the frequency of symptoms, degree of 

airflow limitation, nighttime awakenings, interference with daily activities, and use 

of rescue medication. 

In clinical practice, asthma is generally categorized into four levels of 

severity: intermittent, mild persistent, moderate persistent, and severe persistent. 

Patients with intermittent asthma experience symptoms less than twice a week, rare 

nighttime awakenings (fewer than two times per month), normal lung function, and 

no activity limitation. Mild persistent asthma is characterized by more frequent 

symptoms-more than twice per week but not daily-occasional nighttime symptoms, 

and minor limitations in physical activity, with lung function remaining normal 

(FEV₁ ≥ 80%). 

Moderate persistent asthma involves daily symptoms, nighttime awakenings 

more than once a week, some activity limitation, and reduced lung function (FEV₁ 

between 60% and 80%). Severe persistent asthma is marked by continuous daily 

symptoms, frequent nighttime awakenings, significant activity restrictions, and 

markedly reduced lung function (FEV₁ < 60%). 



Severity classification is dynamic and must be reassessed over time, 

especially as treatment is initiated or adjusted. It is important to differentiate 

between disease severity and level of control. A patient with severe asthma may be 

well-controlled with high-dose therapy, whereas someone with mild asthma may 

be poorly controlled due to nonadherence or improper inhaler use. In young 

children, where objective lung function measurement may not be feasible, severity 

is assessed based on symptom frequency, the number of exacerbations, and 

response to treatment. Careful clinical observation and therapeutic trials are 

commonly used to evaluate disease status. 

Severity assessment also plays a crucial role in determining eligibility for 

advanced therapies, particularly for patients with severe asthma that is poorly 

controlled despite maximum conventional treatment. Biologic agents such as anti-

IgE, anti-IL-5, or anti-IL-4R therapies are typically reserved for patients whose 

severity is well-documented and whose phenotype matches the targeted 

mechanism of action. Thus, a comprehensive approach to differential diagnosis 

and severity evaluation ensures that bronchial asthma is correctly identified, 

appropriately managed, and monitored for progression. This process enables 

healthcare providers to tailor treatment to each patient’s specific clinical profile, 

improving outcomes and reducing the burden of disease. 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



CHAPTER 3. PREVENTION AND TREATMENT METHODS OF 

BRONCHIAL ASTHMA 

3.1. Strategies for disease prevention 

      Preventing bronchial asthma is a multi-dimensional objective that 

encompasses primary, secondary, and tertiary strategies, each aiming to reduce the 

incidence, severity, and complications of the disease. A successful preventive 

framework involves both individual-level actions and broader public health 

interventions. These strategies are grounded in understanding asthma 

pathophysiology, identifying risk factors, and applying evidence-based practices to 

delay disease onset, reduce exacerbations, and maintain long-term control. 

At the primary level, prevention focuses on minimizing exposure to known 

environmental and lifestyle-related risk factors that can initiate or accelerate the 

development of asthma. Avoiding allergens such as dust mites, pollen, animal 

dander, and mold is essential, especially for individuals with a familial 

predisposition or early signs of atopy. Creating allergen-free indoor environments 

through regular cleaning, use of air purifiers, and maintaining optimal humidity 

levels has shown to be effective in reducing sensitization, particularly in children. 

Exposure to tobacco smoke, both active and passive, is a well-established trigger 

and must be strictly avoided. Smoking cessation campaigns and early educational 

interventions targeting parents and adolescents are pivotal components of this 

approach. 

Infection control also plays a role in asthma prevention. Respiratory tract 

infections, especially during early childhood, are associated with an increased risk 

of asthma development. Encouraging vaccination against influenza and 

pneumococcal pathogens can contribute to reducing infection-related asthma 

triggers. Breastfeeding in infancy is another widely acknowledged preventive 

measure, believed to enhance immune system maturation and decrease the 

likelihood of allergic sensitization. 



Secondary prevention aims at early diagnosis and halting disease 

progression in individuals with early or mild symptoms. Routine screening of high-

risk populations, such as children with recurrent wheezing or those with a strong 

family history of asthma or allergic disorders, enables timely identification and 

intervention. Initiating controller therapy in such individuals helps reduce airway 

inflammation before it becomes chronic, thereby preserving lung function and 

preventing structural remodeling. Inhaled corticosteroids are the cornerstone of 

early pharmacologic intervention, supplemented with bronchodilators as needed. 

Patient education on inhaler technique, symptom monitoring, and adherence to 

medication regimens is crucial at this stage to achieve effective disease control. 

In the realm of tertiary prevention, strategies are directed toward patients 

with established asthma to prevent exacerbations, avoid complications, and 

enhance quality of life. This includes personalized asthma action plans that guide 

patients in recognizing early signs of exacerbation and taking appropriate steps, 

including medication adjustment and timely medical consultation. Regular follow-

up visits allow for the evaluation of disease control, treatment efficacy, and 

potential medication side effects. Spirometry and peak flow monitoring help track 

airway responsiveness and identify changes that may require treatment 

adjustments. 

Lifestyle modifications serve as a foundational element in all preventive 

stages. Nutritional balance, regular physical activity, weight control, and stress 

management are beneficial in improving immune function and overall respiratory 

health. Obesity has been linked to poor asthma control and increased medication 

requirements, underscoring the need for integrated weight management programs. 

Psychosocial support is equally important, particularly for adolescents and adults 

dealing with the chronic burden of asthma. 

School-based and community-centered education programs have proven 

effective in raising awareness about asthma triggers, medication safety, and the 

importance of environmental health. Training school personnel and caregivers to 



manage asthma emergencies and support children with asthma contributes 

significantly to secondary and tertiary prevention. Public policies that reduce urban 

air pollution, enforce smoke-free zones, and ensure access to affordable healthcare 

services form the broader socio-environmental layer of asthma prevention. 

In addition to environmental and medical strategies, genetic research is 

gaining ground in identifying individuals at higher risk of asthma through 

genotyping and biomarker analysis. While these techniques are not yet routine, 

they hold promise for the future of precision prevention, where interventions are 

tailored based on individual risk profiles. 

Effective asthma prevention is not a singular act but a dynamic, ongoing 

process involving behavioral changes, environmental modifications, medical 

interventions, and systemic support. Collaborative efforts between healthcare 

providers, patients, families, educators, and policymakers are essential in creating 

an integrated prevention model that reduces the burden of asthma across all age 

groups and populations. 

      In addition to clinical and environmental approaches, fostering a culture 

of health literacy is a critical dimension of asthma prevention. Public 

understanding of asthma remains limited in many communities, often resulting in 

delayed diagnosis, improper use of medications, and poor adherence to 

management plans. Therefore, continuous dissemination of accurate information 

through mass media, social platforms, and digital campaigns is essential. 

Educational outreach should not only target patients but also families, educators, 

and caregivers, building a supportive environment that facilitates preventive 

behaviors. 

     Equally vital is intersectoral collaboration. Asthma prevention is not 

solely the responsibility of healthcare providers. Coordinated efforts involving 

educational institutions, early childhood centers, workplaces, sports organizations, 

and urban planners are necessary to create asthma-friendly environments. For 



example, reducing dust accumulation in classrooms, controlling indoor air quality 

in gyms, and establishing green urban zones contribute to minimizing exposure to 

environmental triggers, particularly in children and adolescents. 

The integration of technology has emerged as a transformative tool in 

modern preventive strategies. Mobile applications that track symptoms, remind 

patients to take medications, or guide inhaler technique have significantly 

improved self-management capabilities. Telemedicine platforms and artificial 

intelligence–assisted monitoring systems further enhance real-time tracking of 

disease progression and response to treatment. These digital tools are especially 

useful among younger populations who are accustomed to technology and may 

prefer interactive health management methods.  Psychological resilience also plays 

a pivotal role in effective asthma prevention, especially in individuals with chronic 

forms of the disease. Emotional distress, anxiety, and sleep disturbances can 

exacerbate asthma symptoms or contribute to poor disease control. Thus, 

psychological counseling, stress-reduction techniques, and mindfulness-based 

interventions should be incorporated into holistic care plans. Breathing exercises, 

relaxation training, and supportive therapy sessions help patients gain emotional 

stability, which, in turn, supports better physiological outcomes. 

     For healthcare professionals, continuous training and access to updated 

clinical guidelines are essential. As diagnostic tools and therapeutic options evolve, 

so must the clinical competencies of those responsible for asthma care. Familiarity 

with novel anti-inflammatory agents, monoclonal antibodies, biomarker-guided 

therapies, and inhaler innovations enables providers to deliver personalized and 

evidence-based care. Professional development also fosters improved 

communication with patients, strengthening trust and adherence. 

Moreover, cutting-edge preventive models increasingly emphasize the role 

of genetic and immunological screening. While not yet widely implemented, the 

identification of high-risk individuals through genotyping or early immune 

profiling could eventually allow for preemptive interventions in susceptible 



children and young adults. Such precision prevention models, though currently in 

research stages, represent a promising shift toward proactive rather than reactive 

healthcare. 

Ultimately, asthma prevention must be understood as an ongoing and 

multidimensional process that encompasses medical, behavioral, technological, 

psychological, and social domains. It is not merely about avoiding exacerbations 

but about empowering individuals and communities to create environments that 

support long-term respiratory health. Prevention strategies that begin at the 

individual level and extend to institutional and governmental policies will yield 

sustainable reductions in asthma burden and improve population-wide well-being. 

 

 

 

 

 

 

 

 

3.2. Treatment methods: pharmacological and non-pharmacological 

approaches 

     Effective treatment of bronchial asthma relies on a comprehensive and flexible 

approach that includes both pharmacological and non-pharmacological strategies. 

While medications remain the cornerstone of asthma management, lasting control 

is rarely achieved through pharmacotherapy alone. Instead, a tailored combination 

of drug therapy, education, lifestyle changes, and environmental adjustments often 

provides the most meaningful results. Treating asthma is not about eliminating 



symptoms temporarily-it’s about empowering patients to manage their condition 

confidently and minimize its interference with daily life. 

Pharmacological treatment is typically structured in a stepwise fashion, guided by 

the severity of the disease and the level of control achieved. The primary objective 

is to reduce airway inflammation, prevent exacerbations, and maintain optimal 

lung function. Inhaled corticosteroids (ICS) are widely regarded as the first-line 

anti-inflammatory therapy for persistent asthma. They work by suppressing 

chronic inflammation in the airways, thereby reducing both baseline symptoms and 

long-term disease progression. ICS are often prescribed at low to moderate doses, 

with adjustments based on the patient’s response over time. 

     For patients whose symptoms are not adequately controlled with inhaled 

corticosteroids alone, combination therapy is frequently introduced. Long-acting 

beta2-agonists (LABAs), when used in conjunction with ICS, help to relax airway 

muscles and provide extended symptom relief. Importantly, LABAs should never 

be used as monotherapy due to the risk of severe asthma attacks. In more severe 

cases, additional options such as leukotriene receptor antagonists, theophylline, or 

biologic therapies targeting specific immune pathways may be necessary. 

Biologics like omalizumab, mepolizumab, and dupilumab have transformed 

treatment for patients with severe eosinophilic or allergic asthma, offering targeted 

mechanisms with fewer systemic side effects. Short-acting beta2-agonists 

(SABAs), such as salbutamol, remain essential for quick relief during acute 

episodes. However, their frequent use often indicates inadequate baseline control, 

signaling the need to reassess maintenance therapy. To ensure medications are 

effective, correct inhaler technique is crucial. Misuse or poor adherence can 

drastically reduce drug delivery to the lungs, making even the best medications 

ineffective. 

Non-pharmacological approaches serve as essential complements to drug therapy, 

reinforcing long-term control and enhancing overall well-being. Central to this is 

patient education. Teaching patients about asthma triggers, proper inhaler use, 



early warning signs of exacerbation, and the importance of adherence can 

significantly reduce emergency visits and improve self-confidence. Education 

should be interactive, ongoing, and tailored to the individual's age, literacy level, 

and cultural context. 

Environmental control is another critical component. This involves identifying and 

minimizing exposure to known triggers such as dust mites, pet dander, mold, 

tobacco smoke, and outdoor air pollution. For some individuals, even small 

adjustments-like using allergen-proof bedding, regularly ventilating living spaces, 

or eliminating smoking indoors-can lead to dramatic improvements in symptom 

control. 

     Lifestyle modifications also play a vital role. Regular physical activity, when 

done carefully and with proper warm-up, can improve cardiopulmonary fitness and 

reduce symptom severity. Maintaining a healthy weight is particularly important, 

as obesity is associated with worse asthma outcomes and reduced response to 

therapy. Nutrition likewise contributes to asthma control. Diets rich in fruits, 

vegetables, and omega-3 fatty acids support a healthy immune system and may 

reduce airway inflammation. 

Stress management and mental health support should not be overlooked. Anxiety, 

depression, and chronic stress can worsen asthma symptoms or trigger attacks. 

Techniques such as breathing exercises, mindfulness training, and psychological 

counseling can be beneficial in helping patients manage the emotional dimensions 

of living with a chronic illness. 

    In pediatric patients, treatment requires special consideration. Young children 

may struggle with inhaler coordination, necessitating the use of spacers or 

nebulizers. Furthermore, communication between healthcare providers, parents, 

and educators is key to ensuring consistent care across home and school 

environments. Developmentally appropriate education and reassurance help reduce 

fear and stigma, especially in school-aged children.A successful asthma treatment 



plan is not static. It evolves with the patient, requiring regular assessment and open 

communication. Asthma control may fluctuate due to seasonal changes, infections, 

life stressors, or medication issues. Hence, periodic follow-ups, including 

spirometry or peak flow measurements, allow healthcare professionals to monitor 

lung function and make timely adjustments. 

    Ultimately, the best outcomes are achieved when pharmacological treatment is 

integrated with supportive, individualized non-pharmacological interventions. 

Together, these approaches form the foundation of asthma care-focused not only 

on symptom relief but also on restoring confidence, independence, and quality of 

life for those affected. 

     Beyond standardized treatment algorithms, the essence of asthma care lies in 

recognizing the individuality of each patient. Although clinical guidelines offer 

structured pathways, true therapeutic success depends on the ability to adapt those 

frameworks to the unique physiological, emotional, and social context of the 

person affected. Asthma does not manifest in isolation; it weaves itself into daily 

routines, interpersonal relationships, work productivity, and emotional resilience. 

Hence, the treatment approach must be holistic and empathetic. 

     Long-term management also requires continuous reassessment-not only of 

symptom frequency and lung function, but of the patient's evolving needs and 

challenges. A regimen that worked well during one season may prove insufficient 

during allergy peaks or periods of heightened stress. This fluidity demands that 

healthcare providers remain accessible and proactive, offering regular reviews and 

encouraging open dialogue. Treatment should never feel static or imposed but 

instead emerge through shared decision-making, where the patient's preferences, 

values, and experiences guide the process. 

     Modern asthma care has increasingly embraced a phenotype-driven approach, 

recognizing that asthma is not a singular disease but a spectrum of related 

conditions with overlapping mechanisms. For instance, eosinophilic asthma, 



allergic asthma, and non-Th2 phenotypes may respond differently to conventional 

treatments. Understanding these distinctions allows clinicians to deploy more 

precise therapies, including biologic agents that neutralize specific cytokines or 

receptors involved in airway inflammation. 

     Biologics, while not suitable for every patient, offer a new horizon for those 

with severe and treatment-resistant asthma. These agents, administered 

subcutaneously or intravenously, have shown remarkable efficacy in reducing 

exacerbation rates, hospitalizations, and systemic steroid use. However, they also 

present ethical and logistical considerations-cost, accessibility, long-term safety 

data, and patient eligibility must all be weighed carefully. 

Moreover, digital health innovations are redefining how asthma is monitored and 

managed. Portable spirometry devices, wearable sensors, and mobile health 

platforms can now provide real-time data on lung function, air quality, medication 

adherence, and symptom trends. This influx of information supports earlier 

intervention, enhances self-awareness, and strengthens the therapeutic alliance 

between patient and provider. Yet, it also underscores the need for digital literacy 

and equitable access to technology, ensuring that innovation does not exacerbate 

existing health disparities. 

Interdisciplinary collaboration further enriches treatment. Asthma management 

benefits from the input of pulmonologists, allergists, family physicians, 

physiotherapists, psychologists, and dietitians. Each discipline contributes insights 

that reinforce the multidimensional nature of care. A respiratory therapist may help 

refine inhalation technique, while a psychologist addresses underlying anxiety that 

contributes to dyspnea. This team-based approach reflects a growing understanding 

that chronic disease management transcends prescriptions and procedures—it 

demands coordination, communication, and compassion. 

Finally, treatment strategies must account for life transitions and social 

determinants of health. Children transitioning to adolescence, pregnant women, the 



elderly, and individuals with limited resources may face barriers that influence 

their ability to maintain asthma control. Addressing these obstacles requires 

sensitivity and systemic support—whether through school health programs, 

prenatal care coordination, or community outreach initiatives. 

In summary, while pharmacological and non-pharmacological interventions 

provide the structure of asthma treatment, it is the human-centered integration of 

science, empathy, and adaptability that determines its true success. Bronchial 

asthma may be chronic, but it is also manageable—when approached not just as a 

diagnosis, but as a lived experience that evolves and responds to thoughtful, 

personalized care. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

3.3. Patient monitoring, rehabilitation, and education 

     The long-term management of bronchial asthma extends far beyond acute 

symptom relief; it involves a sustained and intelligent system of patient 

monitoring, functional rehabilitation, and structured educational support. These 

components are not secondary to pharmacological intervention-they are essential 

pillars that shape disease outcomes, improve quality of life, and foster autonomy in 

patients navigating a chronic respiratory condition. 

    Patient monitoring is at the core of responsible asthma care. It serves not merely 

as a passive record of symptoms but as an active process of clinical vigilance. 

Effective monitoring entails regular assessment of lung function using tools such 

as spirometry, peak expiratory flow (PEF) measurements, and, when appropriate, 

exhaled nitric oxide (FeNO) levels. These tests provide objective data on airway 

inflammation and bronchial reactivity, allowing clinicians to detect early signs of 

deterioration before clinical symptoms escalate. Such anticipatory care is vital in 

preventing hospitalizations and reducing dependence on rescue medication. 

 

Figure 3.3. Asthma patient monitoring and consultation 



Equally critical is the subjective dimension of monitoring. Patients' perceptions of 

breathlessness, cough patterns, nocturnal symptoms, and exercise tolerance should 

be routinely discussed in clinical visits. Digital health technologies, including 

mobile apps and remote monitoring platforms, have opened new frontiers in self-

reporting, enabling real-time symptom tracking and promoting shared decision-

making. However, the integration of such tools must be balanced with clinical 

judgment and personalized interpretation-data alone is insufficient without context. 

     Rehabilitation, often underutilized in asthma care, represents a powerful means 

of restoring functional capacity and psychological resilience, particularly in 

patients with moderate to severe disease. Pulmonary rehabilitation programs, 

traditionally employed in chronic obstructive pulmonary disease (COPD), have 

shown increasing utility in asthmatic populations. These programs include 

supervised exercise training, breathing techniques (such as pursed-lip breathing 

and diaphragmatic control), and education on energy conservation. In addition to 

physical reconditioning, rehabilitation provides a structured space for patients to 

rebuild confidence and reduce anxiety associated with exertional dyspnea. 

    Respiratory physiotherapy also plays a key rehabilitative role, especially in 

patients with mucus hypersecretion or comorbid dysfunctional breathing patterns. 

Techniques such as airway clearance therapy, postural drainage, and thoracic 

mobility exercises contribute to optimizing ventilation and improving patient 

comfort. Moreover, integrating mindfulness-based interventions and relaxation 

training can mitigate psychophysiological triggers that often accompany asthma 

exacerbations, such as panic or hyperventilation. Education is not merely a one-

time orientation-it is an evolving process that equips patients and caregivers with 

the tools to manage asthma effectively throughout the disease trajectory. An 

informed patient is a safer patient. Education should be tiered and progressive: at 

diagnosis, it introduces the nature of the disease and medication regimens; over 

time, it expands to include self-management skills, environmental control, and 

emergency response planning. 



In children, educational strategies must engage both the child and their family, 

tailoring content to developmental level and cultural context. Schools should be 

integrated into the educational framework, ensuring that teachers and staff 

understand asthma action plans and are prepared to respond to acute symptoms 

during school hours. Adolescents, a group often prone to non-adherence and denial 

of illness, require motivational interviewing techniques and peer-based 

interventions to foster accountability and behavioral change. 

For adults, especially those managing comorbidities or occupational triggers, 

education must be interdisciplinary. Collaboration with occupational therapists, 

allergists, nutritionists, and mental health professionals can enhance disease 

literacy and promote lifestyle adaptation. Emphasis should be placed on correct 

inhaler technique, avoidance of common errors (such as underdosing or poor 

coordination), and recognition of symptom thresholds that necessitate escalation of 

care. 

     Furthermore, healthcare systems must recognize that patient education is not a 

luxury-it is a determinant of outcomes. Institutional investment in asthma 

educators, structured teaching modules, and community outreach programs is a 

reflection of a preventive and people-centered model of medicine. Group classes, 

support groups, and home visits are all effective formats that should be scaled 

according to patient demographics and health system capacity. In the final analysis, 

monitoring, rehabilitation, and education form a triad that is central to asthma self-

management. These are not static interventions; they must evolve in tandem with 

the patient's clinical status, life circumstances, and personal growth. Asthma, while 

chronic, is not unmanageable. With systematic follow-up, structured 

reconditioning, and empowered knowledge, patients can reclaim control over their 

health, reduce dependence on emergency care, and lead full, unrestricted lives. 

In clinical reality, one of the most underestimated challenges in asthma care is 

ensuring the continuity and coherence of the patient's care journey. Monitoring, 

rehabilitation, and education must not operate in isolation or be confined to 



specialist visits-they must be woven into the daily lived experience of the patient. 

This requires a healthcare system that is not only technically equipped but also 

responsive, communicative, and integrated across all levels of care. 

    Primary care providers, for instance, serve as the first line of contact and must 

be thoroughly informed about the patient’s evolving status. They are in a unique 

position to coordinate services, reinforce education, and adjust treatment plans 

based on subtle clinical changes that may otherwise be missed between specialist 

consultations. For this to be effective, access to up-to-date clinical records, shared 

care protocols, and multidisciplinary case discussions must become routine 

elements of asthma management. 

An important, yet often overlooked, component of long-term monitoring is the 

assessment of treatment adherence and inhaler technique. Numerous studies have 

shown that incorrect use of inhalers or inconsistent medication use is one of the 

leading causes of poor asthma control. Unfortunately, this issue persists even 

among well-educated patients. Therefore, periodic re-evaluation-ideally through 

direct observation or video assessments-is essential. It is not enough to prescribe 

the right medication; we must also ensure it reaches the lower airways as intended. 

      In parallel, rehabilitation should be regarded as a dynamic and adaptable 

process rather than a time-limited intervention. As patients age, encounter life 

events, or face comorbidities, their functional and psychosocial needs may change 

significantly. Rehabilitation services should respond to these changes by offering 

flexible formats, such as community-based programs, home-based training, or tele-

rehabilitation. Particularly in rural or resource-limited settings, scalable models 

that combine physical therapy with telehealth consultations could democratize 

access and reduce urban-centric disparities. Educational interventions, too, must 

evolve in content and method. Traditional printed materials and didactic sessions 

are no longer sufficient in an age of digital engagement. Multimedia education, 

simulation-based learning, and interactive web modules allow for greater retention, 

relevance, and patient autonomy. Furthermore, involving patients in co-designing 



educational resources can enhance their relevance and resonance. Peer-led 

education models, especially in adolescent and community contexts, are powerful 

in normalizing disease narratives and fostering collective empowerment. 

Importantly, asthma education should not be limited to the patient and their 

immediate caregivers. Pharmacists, school nurses, fitness instructors, and even 

employers should receive basic training in asthma awareness. This broader societal 

understanding is critical for reducing stigma, preventing environmental exposures, 

and supporting patients in maintaining their health goals in real-world contexts. 

From a systemic perspective, we must move toward a preventive care 

infrastructure in which patient monitoring, rehabilitation, and education are 

recognized as cost-effective investments rather than optional extras. Health 

systems must allocate dedicated resources to these pillars-not only in tertiary 

centers but across primary care, schools, and community hubs. Asthma registries, 

outcome audits, and quality improvement cycles should be used to track progress 

and identify service gaps. 

In sum, the sustainability of asthma management depends not merely on 

innovation in pharmacology or diagnostics, but on our ability to build ecosystems 

of care that follow the patient-quietly, continuously, and intelligently. To monitor a 

patient is not just to measure their lung function; it is to understand their story. To 

rehabilitate is not just to restore physical strength, but to rebuild agency. To 

educate is not only to inform, but to illuminate the path to self-efficacy. 

The task before us is therefore as much ethical as it is clinical. We are called not 

only to treat a disease, but to nurture the person living with it. And that, in its truest 

sense, is the mark of modern, humane, and academically grounded medicine. 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

 

 

Conclusion 

 

     Bronchial asthma remains a significant global health concern due to its chronic 

course, variability in clinical presentation, and potential for life-threatening 

exacerbations. The clinical signs of asthma are diverse, often including episodic 

wheezing, shortness of breath, chest tightness, and coughing-particularly at night 

or in the early morning. These symptoms are driven by underlying airway 

inflammation, bronchial hyperresponsiveness, and reversible airflow limitation, 

which vary in severity and frequency across individuals and over time. 

Accurate recognition of clinical signs is fundamental to early diagnosis and 

effective disease management. Patients may present with mild, intermittent 

symptoms or severe, persistent manifestations that significantly impair quality of 

life and functional capacity. Misdiagnosis or delayed intervention can lead to 



disease progression, structural airway changes, and reduced treatment 

responsiveness. 

Management of clinical signs involves a stepwise approach tailored to symptom 

severity and frequency. Pharmacological interventions such as inhaled 

corticosteroids (ICS), long-acting beta-agonists (LABAs), leukotriene receptor 

antagonists, and biologics have proven efficacy in symptom control and 

inflammation suppression. However, optimal outcomes depend not only on 

medication but also on addressing modifiable risk factors and ensuring patient 

adherence. 

Prevention of bronchial asthma encompasses both primary and secondary 

strategies. Primary prevention focuses on reducing initial disease risk, particularly 

among genetically predisposed individuals. This includes minimizing early-life 

exposure to tobacco smoke, indoor and outdoor pollutants, and respiratory 

infections; encouraging breastfeeding; and promoting healthy diets rich in 

antioxidants. Environmental interventions-such as controlling allergens in living 

spaces and improving air quality—are critical to reducing sensitization and 

inflammation. 

Secondary prevention aims to control the disease, prevent exacerbations, and limit 

long-term complications in diagnosed individuals. Patient education, regular 

monitoring, personalized action plans, and proper inhaler technique are vital for 

maintaining control. Vaccination against influenza and pneumococcal infections, 

along with lifestyle modifications like weight management and physical activity, 

further enhance disease stability. 

From a public health perspective, asthma prevention requires a coordinated effort 

across healthcare systems, education sectors, and policy-making bodies. Raising 

awareness, ensuring access to diagnostic tools and medications, and reducing 

environmental hazards are essential components of national and global asthma 

strategies. 



In conclusion, the effective identification and management of clinical signs, 

combined with evidence-based prevention strategies, are central to reducing the 

burden of bronchial asthma. A holistic and proactive approach-grounded in early 

diagnosis, comprehensive care, patient empowerment, and environmental 

responsibility-is necessary to achieve long-term control and improve the lives of 

millions affected by this chronic respiratory condition. 
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