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Pulmonary Vocal Syndrome
Suhas HS1, Ketaki Utpat2, Jyotsna M Joshi3

Abstract
Vocal cord paralysis is a common entity with diverse causes clinically manifesting
as dysphonia. Vocal cord paralysis due to respiratory cause is due to involvement
of left recurrent laryngeal nerve usually secondary to bronchogenic carcinoma.
However, it can also be seen in association with other less well recognised causes
such as pulmonary tuberculosis. We present to you a patient with hoarseness of
voice due to left recurrent laryngeal nerve paralysis secondary to endobronchial
tuberculosis.

Introduction

H

oarseness of voice can occur
due to anatomical or functional
abnormality of larynx. Common
cause includes laryngeal infections,
blunt trauma, iatrogenic affection of
recurrent laryngeal nerve, malignancies
of thyroid, oesophagus and lung and
cardiovascular conditions such as

mitral stenosis. Vocal cord paralysis
due to respiratory cause is known as
pulmonary vocal syndrome. We present
a case of pulmonary vocal syndrome
due to endobronchial tuberculosis.
Case Report

A 30-year-old lady presented with
symptoms of three months duration
of intermittent fever, cough and
hoarseness of voice. There was no

Fig. 1: HRCT axial and sagittal images showing upper lobe fibrosis and narrowing of left
main bronchus (red arrow)

history of preceding viral illness, vocal
cord abuse, paroxysmal nocturnal
dyspnoea or rheumatic heart disease.
Her general physical and systemic
examination was within normal limits.
Chest radiograph showed left upper
lobe fibrosis. Sputum examination
did not reveal acid fast bacilli. High
resolution computerised tomography
of thorax showed fibrosis in left upper
lobe and lingula with absence of any
other intrathoracic lesion or enlarged
mediastinal lymph nodes (Figure 1).
F i b r e o p t i c b r o n c h o s c o p y r e ve a l e d
left vocal cord palsy along with an
additional finding of scarring of trachea
at the distal end with the stenosis
of left main stem bronchus (Figure
2 ) . B r o n c h i a l wa s h i n g g e n e X p e r t
detected Mycobacterium Tuberculosis
thus confirming the diagnosis of
endobronchial tuberculosis.

Discussion
Hoarseness of voice is a frequently
encountered symptom seen due to
structural or functional involvement
of larynx or secondary to involvement
of recurrent laryngeal nerve. Common
causes include iatrogenic such as
following thyroid surgeries (41%),
i d i o p a t h i c c a u s e s ( 3 3 % ) a n d we l l
defined causes (25%) 1 such as lung
malignancy, thyroid malignancy,
oesophageal malignancy, cardiac
causes such as Ortners syndrome
and chronic benign inflammatory
conditions such as tuberculosis.
Earlier hoarseness of voice after
ruling out malignancy of the lung was
largely attributed to cardiovascular
causes such as mitral stenosis, left
atrial enlargement or pulmonary
hypertension. This entity was known
as Ortners syndrome. Hoarseness
of voice due to involvement of
recurrent laryngeal nerve secondary
to a respiratory cause is known as
pulmonary vocal syndrome. The
involvement of left recurrent laryngeal
nerve is more common when compared
to right as it arches around the arch of
aorta and has a substantial intrathoracic
course. 2 Such an entity is more often
encountered in association with

Fig. 2: Bronchoscopy images showing left main bronchus stenosis
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bronchogenic carcinoma 3 . However,
it can also be seen in association
with chronic benign inflammatory
conditions such as tuberculosis. Later
Radner 4 quoted in his article about
the possibility of tuberculosis leading
to recurrent laryngeal nerve palsy.
The various mechanisms responsible
in tuberculosis that might lead to
pulmonary vocal syndrome are 5-7
1.

The nerve passing through
caeseating lymph node.

2.

The nerve might get stretched due
to dense pleural thickening or
fibrosing mediastinitis.

3.

The nerve being stretched due to
retraction of upper lobe bronchus
towards apex as in endobronchial
tuberculosis.

4.

The nerve being compressed by
enlarged pulmonary artery.

Cases of pulmonary tuberculosis
associated with mediastinal
lymphadenopathy8 or upper lobe
fibrosis leading to pulmonary vocal
syndrome have commonly been reported
in literature. However, endobronchial
tuberculosis leading to pulmonary
vocal syndrome is rarely documented.
Endobronchial tuberculosis is defined
as tuberculous infection of the
tracheobronchial tree. Clinically a

case of endobronchial tuberculosis
may present with cough with sputum
production, fever, haemoptysis and
rarely with hoarseness of voice as in
our case. Endobronchial tuberculosis
has been classified into seven subtypes
as non-specific, granular, stenotic type
with fibrosis, stenotic type without
fibrosis, actively caseating type,
u l c e r o p r o l i f e r a t i ve a n d t u m o r o u s
type. 9 Establishing the diagnosis of
endobronchial tuberculosis is often
challenging as the lesion is usually
not evident radiologically. Sputum
examination is often unyielding and
bronchial washings need to be obtained.
The mainstay of therapy is eradication
of tubercle bacilli with appropriate
antituberculous regime followed by
prevention of stenosis or fibrosis of
endobronchial tree.

Conclusion
Our patient was a case of pulmonary
vocal syndrome secondary to
endobronchial tuberculosis. To the
best of our knowledge pulmonary
vocal syndrome attributable to primary
endobronchial tuberculosis has not been
reported earlier. Hence endobronchial
tuberculosis should be considered
as a differential diagnosis in cases
presenting with vocal cord palsy after

ruling out other etiologies in the correct
clinical context.

References
1.

Hays T, Lowinger D, Preistley J. Unilateral vocal cord paralysis:
causes, options and outcomes. Aust New Zealand Journal of
Surgery 1999; 69:509-13.

2.

Brunicardi FC, Brunicardi F, Andersen D, et al. (September
11, 2009). Schwartz’s Principles of Surgery (9th ed.). McGraw
Hill Professional. ISBN 978-0-07-154769-7.

3.

Spiro, Stephen G. (2007). “Initial Evaluation of the Patient
with Lung Cancer: Symptoms, Signs, Laboratory Tests,
and Paraneoplastic Syndromes: ACCP Evidenced-Based
Clinical Practice Guidelines (2nd Edition)”. Chest Journal 132
(3_suppl): 149S. doi:10.1378/chest.07-1358. ISSN 0012-3692.

4.

Radner DB, Snider GL. Recurrent laryngeal nerve paralysis
as a complication of pulmonary tuberculosis. Am Rev
Tuberculosis 1952; 65:93-9.

5.

Joshi JM, Doshi AV, Kamble RT. Spontaneous vocal cord
paralysis in pulmonary tuberculosis : The Pulmonary vocal
syndrome. JAPI 1997; 8:625-28.

6.

Gupta SK.The syndrome of spontaneous laryngeal palsy in
pulmonary. y tuberculosis. J Laryngol Otol 1960; 74:106–113.

7.

Farmer WC, Fulkerson LL, Stein E. Vocal cord paralysis
due to pulmonary tuberculosis. Am Rev Respir Dis 1975;
112:565–569.

8.

Bloomberg TJ, Dow CJ. Contemporary mediastinal
tuberculosis. Thorax 1980; 35:392-396.

9.

Shim YS. New classification of endobronchial tuberculosis
and balloon dilatation of bronchial stenosis. Kekkaku 1992;
67:353-7. Japanese. PubMed PMID: 1602728.

Gitelman’s Syndrome- A Rare Cause of Recurrent Syncope
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Abstract
Gitelman’s syndrome, or congenital hypokalemic hypomagnesemic hypocalciuria
with metabolic alkalosis, is widely described as a benign or milder variant of
Barter’s syndrome. It presents with variable clinical symptoms including tetanic
episodes, muscle cramps, muscle paralysis, tingling numbness, perioral tingling
sensation, salt craving and nocturia. This milder salt wasting syndrome can
rarely cause significant ventricular arrhythmias and even death. Here, we report
a case of 59 year old male who presented with history of recurrent syncope. He
was found to have recurrent polymorphic VT with persistent hypokalemia and
hypomagnesia. After extensive metabolic investigation, he was diagnosed as a
case of Gitelman’s syndrome. We report this case because of this rare malignant
presentation of a seemingly benign syndrome.

Introduction

G

itelman syndrome, is an autosomal
recessive renal tubular disorder
and is characterised by hypokalemic
metabolic alkalosis, hypomagnesemia,
hypocalciuria. It is milder than other

s u b - t y p e s o f B a r t e r’ s s y n d r o m e .
Patients with GS usually present with
tetanic episodes, muscle cramps,
muscle paralysis, tingling numbness,
perioral tingling sensation, salt craving
and nocturia. Most cases of GS result
from inactivating mutations to the

SLC12A3 gene, which encodes the
thiazide-sensitive Na-Cl cotransporter
(NCC) on the apical membrane of
distal convoluted tubule (DCT)
cells. A minority of GS patients have
mutations in the basolateral chloride
channels (CLCNKB). The defect in
thick ascending loop of Henle (TALH)
or distal convoluted tubule (DCT)
results in a failure to reabsorb chloride
and sodium, that leads to excessive
sodium and chloride delivery to the
distal tubules, resulting in excessive
salt and water loss from the body. The
renin angiotensin-aldosterone system
(RAAS) is a feedback system activated
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