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Case Report

Systemic Sarcoidosis in a Case of
Lepromatous Leprosy: A Case Report
P Sharma*, M Bhardwaj**, HK Kar*
Abstract
The clinical features of cutaneous sarcoidosis and leprosy are some times difficult to
differentiate and there have been many reports where pulmonary sarcoidosis was
treated as pulmonary tuberculosis or a case of sarcoidosis was treated with anti-leprosy
multidrug therapy, before a correct diagnosis was made. So far there has been only one
published case report of leprosy and sarcoidosis co-infection, where tuberculoid leprosy
developed in a case of sarcoidosis, known for over a decade. We are reporting a case of
dual affliction, where sarcoidosis was discovered (on routine screening) in a case of
lepromatous leprosy, after administration of 2 years of multidrug therapy. The role of
mycobacterial antigens (among a vast array of different animate or inanimate particles)
in causation of sarcoidosis, is still speculative, as reviewed from literature.
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Introduction
Sarcoidosis is a multisystem inflammatory disease that mainly affects lymph
nodes and pulmonary tissues and is
characterized by non-caseating granulomas
in the affected organs (Crystal et al 1984). The
skin involvement in sarcoidosis is observed
in about 20-30% cases. On the other hand,
leprosy is a chronic granulomatous
mycobacterial infection, primarily affecting
the peripheral nerves and the skin, with
occasional involvement of eyes and other
organs. To our knowledge, there has been
only one case report where leprosy

developed in a case of sarcoidosis, known for
13 years. We are reporting a case of
lepromatous leprosy in which sarcoidosis
was diagnosed, as a matter of routine
examination for complaints of dry cough,
after a period of 2 years of regular
administration of MBMDT.
Case Report
A 50 year old female was referred to the
Department of Dermatology from the
Department of Neurology in March 2005 with
clinical findings of facial erythema,
symmetrical polyneuropathy with bilateral
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ulnar nerve thickening and madarosis. She
gave a history of paraesthesia both feet, skin
patches over back and infiltration of both ear
lobes for past 2 years for which she consulted
in private clinics. On examination in the
Dermatology Department, she was found to
have diffuse erythema and infiltration all
over body, especially limbs, face, ears.
Bilateral ulnar and lateral popliteal nerves
were moderately enlarged and non-tender,
patient had glove and stocking hypoesthesia.
There was no history of fever with or without
rigors or of any eruptions of nodular
swellings over the body. A provisional
diagnosis of lepromatous leprosy (LL) was
made. Her bacteriological index (BI) was
found to be 6+ (Ridley's grade) and
the histopathological report came as
lepromatous leprosy.
She was started on WHO multibacillary
(MB) multidrug treatment (MDT) in March
2005 which she continued regularly till
March 2007 (partly from our hospital and
often from private clinic). In January 2006,
she had an episode of erythema nodosum
leprosum (ENL) which was controlled by a
course of oral steroid (Prednisolone) for 4
weeks. In November 2006, she had another
mild episode of ENL which was controlled by
NSAID (Ibuprofen). After receiving 24
months of regular MBMDT, she was released
from treatment (RFT) in March 2007. Her slitskin smear examination report for AFB was
not available at the time of RFT.
In April 2007, she reported to a physician
in the Department of Internal Medicine of our
hospital with complaints of dry cough. Her
chest X-ray showed bilateral hilar
lymphadenopathy (BHL) and the CT scan
(Chest) revealed extensive madiastinal and
bilateral hilar lymphadenopathy, with
bilateral parenchymal small nodular
shadows central bronchiectatic changes and
septal thickening. Radiologist's opinion was
of sarcoidosis with differential diagnosis of

tuberculosis. There was no history related to
anti-tuberculosis treatment (ATT), diabetes
or hypertension. Hemogram was normal
except for ESR which was 41 mm in first hour.
Liver function tests were normal and urine
examination showed few epithelial cells and
calcium oxalate crystals. She was admitted to
hospital for fibreoptic bronchoscopy and
bronchial biopsy which on histopathological
evaluation showed a single naked epithelioid
granuloma, opinioned likely consistent with
sarcoidosis and stain for AFB was negative.
Fluid cytopathology from bronchial
washings did not show any granuloma or
malignant cells. Montoux test was negative
and TB ELISA was positive for IgG and
negative for IgM. Pulmonary function tests
were within normal limits. Serum
angiotensin converting enzyme (ACE) level
was found to be raised to 228 (normal 8-65
micrograms/L). Serum calcium was
10.7 mg% and 24 hour urine calcium
excretion was low, 96 mg/24 hours (Normal
value 100-300 mg/24 hours). Serum LDH
was 437 U/L (Normal value 340-480 U/L)
and serum beta 2 microglobulin was
grossly raised (3697 microgm, normal value
510-1470). The thyroid function tests revealed
hypothyroidism (TSH 7.14 mIU/L, Normal
value 0.35-5.5 mIU/L) for which she was
started on Eltroxin. Ultrasound (abdomen)
revealed cholelithiasis, though she never had
any pain abdomen in the past. Blood CRP,
ANA and RA were all non-reactive.
From the clinical signs and symptoms
and with the positive findings of
investigations, a diagnosis of sarcoidosis
(non-cutaneous) was made and she was
started on oral steroids around July 2007 (Tab.
Deflazacort [Defcort] 60 mg OD). She
responded very well to the oral steroid with
resolution of her respiratory complaints
within 2 weeks of starting steroids and also
her serum ACE levels dropped down to 152
micrograms/L from 228 micrograms/L after
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one month and to 36 micrograms/L after 10
weeks of starting steroids.
Around the same time when she had
started having chest complaints in April 2007,
she noticed a new small nodular lesion over
the skin below right knee about a month after
RFT. The slit skin smear examination from
the nodule revealed a BI of 3+. To exclude
cutaneous sarcoidosis, skin biopsy was done
from the nodule which revealed the
histopathological feature of borderline
leprosy. In view of concomitant condition of
sarcoidosis, for which she was on oral
steroids and slit-skin smear positivity for
AFB, she was again started on MBMDT in
July 2007. In December 2007, her slit-skin
smear BI was 2+ and it dropped down to 1.5+
in April 2008. When last seen in June 2008, she
was on a tapering dose of oral steroids
(Tab. Prednisolone 10 mg OD) along with
MBMDT, Eltroxin and other supportive
medications.
Discussion
Our objective of gathering diverse
information available related to this case
was, to explore on the issue, whether lepra
bacilli could have some role in the
aetiopathogenesis of sarcoidosis ? It is well
established that leprosy transmitted occurs
through nasal route and although AFB enters
bronchial vasculature after passing through
upper respiratory tract, it never produces any
leprosy lesion in the bronchus or lung tissue,
while on other hand, the later are the
common sites of development of sarcoid
granuloma.
The cutaneous manifestations of the two
conditions could sometimes be difficult to
differentiate and there have been several
reports where the two conditions have been
confused with each other (Fields and
Hellreich 1969, Levy and Lantis 1971,
Ramanujam 1982, Singh et al 1990, Sawhney
et al 1995, Yupin and Pairaj 2007).
Radiologically also, the features of
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pulmonary sarcoidosis and pulmonary
tuberculosis are sometime difficult to
differentiate. There are reports when patients
of confirmed tuberculosis have developed
sarcoidosis while on anti-tuberculosis
treatment (ATT) (Emerson and Young 1956,
Wong et al 1998). Despite various reports
mentioned above describing confusing
situations among sarcoidosis, tuberculosis
and leprosy, there has been only one case
report of coexisting leprosy and sarcoidosis,
where tuberculoid leprosy was diagnosed in
a known case of sarcoidosis for 13 years
(Burdick and Anne 2000). In our case, the
other way round, the pulmonary sarcoidosis
was detected in a patient of lepromatous
leprosy (BI 6+), when she had completed 2
years of MBMDT. On work up for complaints
of dry cough she was found to have BHL and
other features described above. It would be
speculative to presume for how long before,
the patient could have been having (obscure)
sarcoidosis. It would also be difficult to
presume, that leprosy infection was of recent
development, because of the chronic course
of Hansen's disease and long incubation
period. To comment upon, whether the
mycobacterial antigen would have triggered
the immune response leading to sarcoidosis
development in this case, would be
debatable. In the other case report of leprosysarcoidosis dual affliction described above,
the mycobacterial load was minimal, as
shown by negative PCR findings with M.
leprae and the dual conditions seem to be a
matter of coincidence.
Isolation and/or identification of
Mycobacterium paratuberculosis or closely
related Mycobacterium avium complex strains
has been reported from sarcoidosis lesions
which provides support to the mycobacterial
etiology of sarcoidosis (el Zaatari et al 1996).
A similar PCR based study of tissue
specimens from 25 patients of sarcoidosis and
25 control subjects, a total of 60% cases
specimen were found positive for
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mycobacterial species, but negative for
IS6110 (the specific for Mycobacterium
tuberculosis) (Drake et al 2002). A study based
on Restriction Fragment Length
Polymorphism (RFLP) and hybridization of
DNA extracted from Mycobacterium
tuberculosis, non-tuberculous mycobacteria
and nonmycobacterial species with a probe
derived from IS6110 has confirmed that
IS6110 was specific to M. tuberculosis complex
(Willie et al 1999).
Despite many reports pointing towards
mycobacterial (especially those other than
tubercular) possible aetiology in its
causation, all available evidence is consistent
with the concept that the disease results from
an exaggerated cellular immune response
(acquired, inherited or both) to a limited class
of persistent antigens or self-antigens. The
reported efficacy of minocycline used in
sarcoidosis patients was also inconclusive
on the issue whether the beneficial effects
were due to antimicrobial activity against
some putative microbe responsible for
sarcoidosis or it was the anti-inflammatory
effect of the antibiotic which helped
resolution of sarcoidal granuloma (Bachelez
et al 2001). It may also be noted that antibacterial role of minocycline is well
established against Mycobacterium leprae,
however, this does not support the role of
lepra bacilli in aetiopathogenesis of
sarcoidosis.
Conclusion
The role of mycobacteria (tubercular,
leprae or any other atypical form) in the
aetiopathogenesis of sarcoidosis is far from
clear at present, more so, whether it is the
direct infection or some poorly understood
triggering of immune mechanism leading to
granuloma formation.
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