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Abstract

Sarcoidosis is a multisystem disorder of unknown etiology usually affecting the respiratory tract and characterized by the
formation of immune granulomas in involved organs .Asthma is a heterogeneous disease, usually characterized by chronic airway
inflammation. It is defined by the history of respiratory symptoms such as wheeze, shortness of breath, chest tightness and cough
that vary over time and in intensity, together with variable expiratory airflow limitation. Association between sarcoidosis and
asthma is unusual and controversial. A 47-year-old female with clinical diagnosis of bronchial asthma developed skin lesions,
bilateral hilar with mediastinal lymphadenopathy and was diagnosed with sarcoidosis on the basis of skin biopsy and serum ACE

levels.
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Introduction

Sarcoidosis is a multisystem disorder characterized
by non-caseating granulomatous inflammation at sites of
disease [1-3]. In sarcoidosis, lungs and intra-thoracic
lymph nodes are most commonly involved (more than
90%). Chronic skin sarcoidosis is seen in approximately
25% of patients, usually manifesting as plaques or
subcutaneous nodules. It generally affects the age group
of 25-40 years [4-6]. The pathologic hallmark of
sarcoidosis is the presence of discrete, non-caseating,
epitheloid cell granulomas. Bronchial Asthma is defined
by the history of respiratory symptoms such as wheeze,
shortness of breath, chest tightness and cough that vary
over time and in intensity, together with variable
expiratory airflow limitation [7]. The occurrence of both
sarcoidosis and bronchial asthma in same patient is
unusual. However a subgroup of sarcoidosis patients
have bronchial hyper-responsiveness and airway
obstruction that may respond to bronchodilators. There
are some reports that patients with sarcoidosis show
bronchial hyper reactivity and tend to develop
obstructive pulmonary changes [8-10], while others have
reported that this is not the case [11].

Case report

A 47-year-old housewife presented with complaints
of recurrent common cold, intermittent breathlessness
for two years, and rash over the left upper limb for last
one month. Patient had history of intermittent use of
antihistaminic (Cetirizine) for last two years. There was
no history of hypertension, diabetes or anti-tubercular
drug therapy. There was no family history of similar
complaints either .On examination patient was stable and
she had rash limited over left upper limb which was non
tender. Bilateral ronchi was heard on auscultation. On
investigations, patient had haemoglobin (Hb)-13gm%,
total leucocyte count(TLC)-8000/mm3, differential

leucocyte count(DLC) polymorph cell 60%, lymphocyte
35%, eosinophil 5%, monocyte 0%. Chest X-ray PA
view (Fig. 1) was suggestive of bilateral hilar
lymphadenopathy. Serum IgE level was 410 1U/ml.
Mantoux test was negative. On spirometry patient had
FEV1/FVC value 68.4 and FEV1 2.37 L. Skin biopsy
from left upper limb was suggestive of multiple discrete
naked epitheloid cell granulomas in upper dermis
suggestive of sarcoidosis. Serum ACE was 72.4
U/L.CECT thorax [Fig. 2, 3 &4] was suggestive of
mediastinal and bilateral hilar lymphadenopathy.
Bronchial Asthma diagnosis was made clinically and
with spirometry while mediastinal and bilateral hilar
lymphadenopathy ~ with  cutaneous lesions were
supportive for sarcoidosis. She was diagnosed as
bronchial asthma with sarcoidosis. Patient was initiated
on inhaled medications with long acting 32 agonist and
corticosteroids (Formetrol and Budesonide). For
sarcoidosis patient was given oral prednisolone. Patient
had improvement in symptoms during course of time.
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Fig. 1: Chest X-ray PA view suggestive of bilateral
hilar lymphadenopathy

Indian Journal of Immunology and Respiratory Medicine, October-December 2016;1(4):107-109 107



Jyoti Bajpal et al.

Sarcoidosis with bronchial asthma’ A case report

& o
Fig. 4: CECT thorax lung window showing hilar
lymphadenopathy

Discussion

Sarcoidosis can lead to bronchial hyper
responsiveness but such presentation is unusual [11]. In
this case presence of sarcoidosis was established by skin
biopsy, bilateral hilar and mediastinal lymphadenopathy,
raised serum ACE levels, and negative Mantoux test.
However diagnosis of bronchial asthma was made on the
basis of clinical and spirometry findings. In sarcoidosis
obstructive impairment is as common as restrictive
impairment, a subgroup of patients have bronchial
hyper-responsiveness and airway obstruction that may
respond to bronchodilators. Several mechanisms can be
incriminated apart from bronchial distortion related to
pulmonary fibrosis, this complication can also result
from the direct localization of sarcoid lesions on airways,
or more seldom from an extrinsic compression by hilar
or mediastinal lymphadenopathy. The pathologic
hallmark of sarcoidosis is the presence of discrete,
noncaseating, epitheloid cell granulomas.
Environmental exposures are linked to sarcoidosis due to
seasonal clustering of the disease with a predilection for

s

winter and early spring months [12]. Sarcoidosis is
associated with features of autoimmunity, such as
antinuclear antibodies, rheumatoid factor,
hypergammaglobulinemia, and immune complexes.
Abnormal immunologic reactions present in sarcoidosis
cause activation of B lymphocytes to produce
immunoglobulin and thus may accelerate IgE-mediated
allergic reaction [13]. However, in this case symptoms
of bronchial asthma came earlier than of sarcoidosis. A
common noxious stimulus triggering pathogenesis of
both sarcoidosis and bronchial asthma can be a possible
explanation for this case.
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