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Sir,

Thank you for showing interest[1] in our article[2] titled 
“Extensive unilateral pulmonary tuberculosis with 
segmental atresia of principal bronchus” and for the 
illuminating discussion.

We do not claim that the segmental bronchial ‘atresia’ seen 
in our case is a congenital bronchial atresia. We attribute 
this ‘atresia’ to the underlying tuberculosis, which is more 
common and is well known to produce this type of luminal 
narrowing. There are articles using ‘atresia’ for acquired 
post‑inflammatory occlusions as well.[3,4] But as pointed 
out “Extensive unilateral pulmonary tuberculosis with 
acquired segmental atresia of principal bronchus” would 
have been a better title, leaving no doubt to its etiology.
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obvious symptom of breathlessness and sensitized to one 
or more aeroallergen on the skin prick test (SPT) carried out 
on 65 common aeroallergens (1:10 w/v, 50% glycerinated). 
Patients with primary lung pathology and diagnosed cases 
of asthma were excluded from the study. Pulmonary 
function test was performed and forced vital capacity (FVC) 
in liters, FEV1 in liters, their ratio FEV1/FVC% and FEF25‑75 
were obtained. Spirometric evaluation of the patients was 
done as per American Thoracic Society Guidelines.[4]

We found that 91  patients  (91%) were polysensitized 
and 9 patients  (9%) were monosensitized. Small airway 
obstruction (FEF25‑75 <80%) was found in 41 patients (41.0%) 
of sensitized allergic rhinitis patients. It was observed 
that out of 41  patients who showed impaired FEF25‑75, 
21  patients  (51.22%) also showed mild impairment of 
FEV1, and 4 patients (9.76%) showed moderate impairment 
of FEV1. None of the monosensitized patients showed any 
evidence of airway obstruction.

This study reinforces the concept of ‘united airways disease’ 

Sir,

Asthma and rhinitis have traditionally been considered two 
different entities, affecting the lower and upper airways, 
respectively. Recent pathophysiological findings, however, 
have identified both disorders as manifestations of the 
chronic inflammatory respiratory syndrome of the common 
airways, or united airways disease.[1] Asthma is characterized 
by reversible airflow obstruction. The gold standard to 
evaluate bronchial obstruction is FEV1  (Forced expiratory 
volume/1 second). There is an increasing trend in considering 
a possible involvement of small airways in asthma.[2] Although 
there is no direct parameter to assess small airway obstruction, 
it has been suggested that forced expiratory flow at the 25% 
and 75% of the pulmonary volume  (FEF25‑75) might be a 
suitable parameter to assess small airway obstruction rather 
than FEV1.

[3] Our study aimed at assessment of subclinical 
airway obstruction in the allergic rhinitis patients.

It was conducted on 100 patients aged 12 years or above 
with symptoms suggestive of allergic rhinitis but no 
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patient. In this regard, the pathophysiology of recurrent 
subcutaneous emphysema can perhaps be explained 
by the Macklin effect.[4] According to this concept air 
passing through ruptures in alveoli tracks through 
bronchovascular sheaths to reach the mediastinum 
which has somewhat negative pressure with respect 
to the pressure in the pulmonary parenchyma. Once 
in the mediastinum the air would further move along 
tissue planes taking the path of least resistance into 
the subcutaneous tissue producing subcutaneous 
emphysema. Some air may rupture through delicate 
mediastinal fascia to produce pneumothorax. Since the 
least resistance is offered by the subcutaneous tissue 
space there is preferential accumulation of air in this 
space and not in other areas like the pleural space. 
This is exemplified in this case by the fact that there 
were minimal pneumothorax but severe subcutaneous 
emphysema. This is explained in Figure 1.

3.	 Various techniques have been reported to aid in the 
resolution of severe subcutaneous emphysema like 
incisions on the skin, fenestrated catheters, chest tubes 
with or without suction etc., Incidentally, we had 
described a novel method of using fenestrated central 

Sir,

Apropos of the article written by Ete et al.[1] where a female 
patient with past history of tuberculosis presented with 
shortness of breath and swelling of face, I would like to 
furnish the following comments:

1.	 The patient has been rightly labeled as spontaneous 
mediastinal emphysema as she developed the 
mediastinal emphysema during spontaneous 
breathing (and not on positive pressure breathing). Now 
subcutaneous emphysema associated with positive 
pressure ventilation, palpebral cutaneous tension, 
palpebral occlusion, airway compromise, dysphagia, 
dysphonia, pneumoperitoneum etc., has been defined 
as “severe” or “extensive subcutaneous emphysema”.[2,3] 
As in the case described by the authors there was 
palpebral occlusion it can also be appropriately labeled 
as “severe” or “extensive” subcutaneous emphysema 
which also connotes the severity of the subcutaneous 
emphysema which the patient had.

2.	 In the letter the authors deliberated on the possible 
cause for the recurrent subcutaneous emphysema in the 

A letter in response to recurrent subcutaneous emphysema 
in a treated tuberculosis patient: Is there any association?

since small airway obstruction is quite frequent in allergic 
rhinitis, even in the absence of overt asthmatic symptoms. 
There is a possible existence of progression of allergic 
rhinitis (AR) towards asthma. Despite good evidence on 
relationship between AR and asthma, spirometry is rarely 
used as a diagnostic aid by most otorhinolaryngologists. 
A  good collaboration between an otorhinolaryngologist 
and a chest physician is strongly recommended for an 
integrated and unified approach to both the diseases. We 
would like to suggest that probable bronchial involvement 
should be sought in each patient of AR.

Future research is needed to determine if early and efficient 
treatment of allergic rhinitis can alter the natural history 
of asthma. Whether asymptomatic airflow obstruction 
demands initiation of asthma treatment or not also 
needs to be further investigated for possible favorable 
implications. The effect of each specific treatment needs 
further comprehension and therapeutic guidelines of 
allergic rhinitis and asthma requires modification for an 
integrated approach to both the diseases.
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