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Abstract 

Aim: To find out Frequency of Bronchial Asthma among post Tuberculosis patients with successful 

treatment of pulmonary tuberculosis (PTB).  

Method: This is an observational study conducted at Chest department OPD at patna Medical College & 

Hospital. After completion of TB treatment for PTB patients still presenting with cough, dyspnea and 

recurent wheezing were send to speciality clinic of chest department. According to diagnostic criteria 

which was spirometry patients were either excluded or included in the study after recording of complete 

history, thorough examination. Social sciences (SPSS) version 17 were used to analyze the data.  

Result: 230 patients were examined, interviewed and PFTSs were done. Males were 108(47%), females 

122(53%) and Asthma was found in 70 (30%) of patients with 40 (57%) females and 30(43%) males. 

Maximum numbers of patients were between 15 and 45 years of age.  

Conclusion: In patients with history of successfully treated PTB previously Bronchial asthma is a 

common problem. To established the exact mechanism a large randomised control study should be 

conducted.  

 

Introduction 

There is a common belief that bronchial asthma 

and pulmonary tuberculosis do not occur together, 

yet in the researcher experiences the combination 

is sufficiently common. Most of the 

technologically advanced world has seen more 

than a century of declining incidence of 

tuberculosis (TB). Asthmatic responses can be 

altering and provoked by the respiratory infection 

which has been established from long time and 

involved or contribute in the development of 

asthma. The prevalence of asthma has rapidly 

increased over the last few decades to epidemic 

proportions and there are now an estimated 300 

million sufferers worldwide, a total that is 

expected to rise dramatically over the next 15–20 

years
[1]

. Despite the advances in effective therapy, 

Asthma is associated with enormous healthcare 

expenditures and consequential economic burden 

associated with morbidity continues to escalate 

and disease control
[2]

. 

The inflammation of chronic asthma appears to be 

far more complex than a simple eosinophilic 

inflammation. All cells of the airways—
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inflammatory and structural—are involved and 

become activated including T cells, eosinophils, 

mast cells, macrophages, epithelial cells, 

fibroblasts, and even bronchial smooth muscle 

cells
[3]

. Asthma is characterised by remodelling of 

the airways
[4]

. A typical feature of airway 

remodelling is the increased thickness of the 

reticular layer of the basement membrane
[5]

.  

Altering and provoking asthmatic response by the 

viral infection is awell-known factor
[6]

. The 

association of fungal infections and asthma is also 

well known. development of airflow obstruction 

previous pulmonary tuberculosis infection and 

treatment is a major risk factor and it has been 

established in various studies
[7,8]

.  

After complete treatment of pulmonary 

tuberculosis it has been observed in our daily 

clinical practice that asthma like symptoms were 

present in many patients. This study was aimed to 

find out frequency of bronchial asthma among 

post tuberculosis patients with successful 

treatment of pulmonary tuberculosis (PTB).  

 

Methods 

This is an observational study conducted at Chest 

department OPD at patna Medical College & 

Hospital. After completion of TB treatment for 

PTB patients still presenting with cough, dyspnea 

and recurent wheezing were send to speciality 

clinic of chest department. According to 

diagnostic criteria which was spirometry patients 

were either excluded or included in the study after 

recording of complete history, thorough 

examination. Spirometry was considered as one of 

the major tool to diagnosed bronchial asthma. 

Spirometry is designed to identify and quantify 

functional abnormalities of the respiratory system. 

Sampling technique with non-probability 

convenience were used for the sampling purpose. 

Below age 12 years’ children who were having 

asthma symptoms and allergic symptoms before 

the diagnosis of pulmonary tuberculosis were 

excluded  

All patient was signed a consent before enrolling 

into the study and institutional ethical committee 

approval was taken before initiating the trial.  

The patients are typically asked to breathe 

normally and then to take the deepest possible 

breath and then exhale as quickly and as hard as 

possible. From that maneuver the forced 

expiratory volume in the first second (FEV1) of 

exhalation is measured and com- pared to the 

entire volume of air that can be expelled in a 

forced expiration (forced vital capacity [FVC]). 

Spirometry is indicated as part of the initial 

diagnostic evaluation for asthma in all patients5 

years old to test for airflow obstruction, the 

severity, and the short-term reversibility
[9]

. 

Social sciences (SPSS) version 17 were used to 

analyze the data. Variables like gender, age, 

presence of asthma were presented as frequencies 

and were expressed as percentages. Results were 

shown in the form of tables. 

 

Result 

230 patients were examined, interviewed and 

PFTSs were done. Males were 108(47%), females 

122(53%) and Asthma was found in 70 (30%) of 

patients with 40 (57%) females and 30(43%) 

males (Table 1). Maximum numbers of patients 

were between 15 and 45 years of age (Table 2). 

Table 1: Age & Gender Wise Distribution of 

study participants 

Age (Years) Male (%) Female (%) 

≤ 15  10 (4.3%) 12 (5.2%) 

16-30  41 (17.8%) 47 (20.4%) 

31-45  35 (15.2%) 40 (17.4%) 

>45  22 (9.6%) 23 (10%) 

Total 108 (47%) 122 (53%) 

 

Among 70 patients who developed asthma 44% 

were in the age range 16-30 years and 40% in 

range 31-45 years. Only 7% patients were below 

15 years of age (Table 2).  
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Table 2: Age & Gender wise distribution of 

patients in whom Asthma developed 

Age (Years) Male (%) Female (%) 

≤ 15  2 (2.9) 3 (4.3%) 

16-30  14 (20%) 18 (25.7%) 

31-45  12 (17.1%) 15 (21.4%) 

>45  2 (2.9%) 4 (5.7%) 

Total 30 (43%) 40 (57%) 

 

Discussion 

The relationship between asthma and respiratory 

infections is an important one, in two respects. 

Firstly, respiratory infections with viruses and 

allied organisms, such as Mycoplasma and 

Chlamydia species, are frequent causes of 

exacerbations of asthma, particularly in children, 

and are thus important triggers. Secondly, 

respiratory syncytial virus (RSV) infection and, 

more recently, Chlamydia infection have been 

proposed as possible causes of asthma. Viral 

respiratory tract infections are frequent and 

usually self-limited illnesses. For patients at risk 

for asthma, or with existing asthma, viral 

respiratory tract infections can have a profound 

effect on the expression of disease or loss of 

control. New evidence has shown that wheezing 

episodes early in life with the common cold virus, 

human rhinovirus, is a major risk factor for the 

later diagnosis of asthma at age six years.  

In this observational study our main focus on the 

frequency of bronchial asthma after taking anti 

tuberculosis drugs. Reversible obstruction was 

found in almost 24% patients among 57% female 

patients which was diagnosed but bronchial 

spirometry test. It was also being observed that 

involvement of younger patients was with great 

numbers.  

It is evident from epidemiological studies that 

pulmonary impairment is relatively common 

among patients with a history of TB. Clinical 

trials investigating new drug regimens for TB 

should consider including lung function tests to 

evaluate the impact of these therapies on long-

term pulmonary morbidity. Given the variety of 

lung function abnormalities, management of TB 

can potentially be pulmonary impairment specific 

and could target specific underlying 

immunopathology mechanisms. Furthermore, 

investigating the role of common variants in TB-

associated lung injury may provide insight into the 

immunopathogenesis of PIAT. 

Tuberculosis is characterized of chronic caseous 

granulomatous inflammation resulting in 

devastating tissue damage if left untreated
[10]

. As 

the most common site of involvement, pulmonary 

TB can cause permanent obstructive or restrictive 

pulmonary function impairment, which in turn can 

contribute to the pathogenesis of COPD
[11,12,13]

. In 

a nationwide survey in South Africa, the strongest 

predictor of COPD is a history of pulmonary TB, 

with odds ratio (OR) of 4.9 (95% CI 2.6–9.20) for 

males and 6.6 (95% CI 3.7–11.9) for females 
[14]

. 

The study is, however, limited by the use of self-

reported symptoms to define COPD. 

In future, previous treatment and pulmonary 

tuberculosis infection is a risk factor for 

development of obstructive airway dis- eases like 

chronic obstructive pulmonary disease which 

already had confirmed by several study conducted 

past 
[15,16]

.  

 

Conclusion 

In patients with history of successfully treated 

PTB previously Bronchial asthma is a common 

problem. To established the exact mechanism a 

large randomised control study should be 

conducted.  
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