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Case Report

Leprosy of The Hard Palate and The

Premaxillary Gingiva: A Case Report

SANJAY P. KISHVE, PURUSHOTTAM A. GIRI, KIRAN J. SHINDE

ABSTRACT

Leprosy was first described in the ancient Indian texts from
the 6th century BC, as a non fatal, chronic infectious disease
which was caused by Mycobacterium leprae, whose clinical
manifestation was largely confined to the skin, the peripheral
nervous system, the upper respiratory tract, the eyes, and the
testis. Oral lesions are rare, but when they are present, they occur
in the lepromatous form. This article describes the clinical and

INTRODUCTION

Leprotic oral lesions which are more common in the lepromatous
form of leprosy, indicate a late manifestation, and have a great
epidemiological importance as a source of infection. The global
burden of leprosy has declined dramatically, from 5.2 million
cases in 1985 to 204,800 cases at the end of 2009, having
a prevalent rate which is <1 per 10,000 [1]. In India, after the
introduction of MDT, the leprosy case load came down from 57.6
cases per 10,000 population in 1985 to less than one case per
10, 000 population in 2005 [1]. The two polar ends of the disease
spectrum include lepromatous and tuberculoid leprosy. The
tuberculoid form represents the strongest response, whereas a
relatively anergic state is reflected by the lepromatous form [2].
Cell mediated immunity is considered to be the crucial defence
against the disease and the magnitude of this immunity defines
the extent of the disease [2]. Oral mucosal lesions are seen in
about 20-60% cases of lepromatous leprosy, while they are quite
rare in the tuberculoid and the borderline forms [2].The lesions are
proportional to the duration of the disease, indicating that these
are late manifestations [3,4]. The propensity of the disease, when
untreated, results in characteristic deformities and the recognition
in most of the cultures, that the disease is communicable from
person to person, has resulted historically in a profound social
stigma. With the institution of appropriate and effective antimicrobial
therapy, the patients can lead productive lives in the community,
and deformities and other visible manifestations can largely be
prevented. The authors emphasize here, the importance of the
evaluation of the oral mucosa by a medical health professional
during patient care, since the oral lesions may act as a source of
infection.

CASE REPORT:

A 64 yrs old female presented with complaints of a progressively
growing mass at the left upper alveolar region, of 3 yrs duration.
The growing mass was about the size of a peanut over the palatal
side of the upper alveolar region, which progressively increased to

the microscopic findings of a case of lepromatous leprosy with
oral manifestations. The diagnosis was based on the clinical and
histopathological findings, the multidrug therapy for multibacillary
leprosy was started and continued for 24 months and the patient
completed the treatment. We describe here, a case of a 64 yrs
old female who presented to us with a large, left premaxillary
growth. Clinically, a large, well defined, lobulated mass over the
left premaxillary region and the adjoining gingiva was observed.
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the present size. Approximately, 1 yr ago, a similar mass appeared
over the buccal surface, involving the same alveolar margin.
She did complain of some difficulty in mastication and phonetic
articulation, but gave no complaints of the loss of sensation of the
hard palate or the oral mucosa. Her husband was also diagnosed
for lepromatous leprosy and he had received treatment for it 10
years ago.

Her general examination was normal, except for her suffused face.
The cutaneous examination revealed multiple, infiltrated, copper-
coloured plaques which were distributed on the face, trunk, arms
and thighs. Her ear lobes were infiltrated and two erythematous
nodules were present on her left arm. Multiple hypopigmented
patches were distributed on her trunk, arms and thighs and the
sensation was decreased on the plaques and patches. The local
examination of the oral cavity showed a non tender, hard, exophytic
growth at the alveolar margin of the canine and the 15t premolar on
the left, extending over the palatal and the buccal surface of the
gingiva. The growth was hard and it was fixed to the underlying
maxillary bone. The surface of the growth was pale, indurated and
matted, it did not bleed on touch and there was no associated
lymphadenopathy. [Table/Fig 1]

Keeping in mind the gradually progressive nature of the growth and

the clinical appearance of the patient, we arrived at a provisional
diagnosis of a lepromatous lesion on the hard palate and the
premaxillary gingiva [Table/Fig 2]. The patient was subjected to
investigations. Slit skin smears from both the ear lobules showed
bacterial loads of 6+. Her skin biopsy showed atrophy of the
epidermis, a subepidermal free grenz zone and inflammatory
lesions around the adnexal structures and the nerve bundles. Acid
fast bacilli (AFB) stained sections showed packs of AFB (+) bacilli
within the histiocytes (lepra cells).[Table/Fig 3]

The patient was started on multidrug therapy for multibacillary
leprosy and since there was a minimal change in the size of the
growth, the growth, along with the involved teeth, was excised. A
buccal mucosal flap was reposited over the defect and a dental
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[Table/Fig-1]: Preoperative picture of the gi
growth

implant was advised. On follow up visits, the lesion over the palate
was found to be completely resolved. [Table/Fig 4]

Histopathological findings:

Sections of the excised mass showed lining stratified squamous
epithelial  hyperplasia with  occasional pleomorphism  and
hyperchromatism.  The epithelial stroma showed dense,
fiorocollagenous stroma with congested and dilated blood vessels
and infiltration by chronic inflammatory cells, mainly lymphocytes.
No evidence of malignancy was noted.

DISCUSSION

The upper airway is the main point of entry for the bacillus and a
route for bacillary elimination in leprosy [4,9,10]. For this reason,
the control of the mucosal lesions is very important. The mucosal
involvement is particularly outstanding in the nose, probably due
to the preference of M. leprae for cooler sites [9,10,11]. The oral
lesions of leprosy occur more frequently in areas of the mouth
which have a lower surface temperature [6]. The oral lesions
usually appear as ulcerations on the hard or soft palates [3,5,8]
as was observed in our case. The main oral cavity sites of leprosy
include the gingiva in the anterior portion of the maxilla, the hard
and soft palates, the uvula and the tongue [3]. In advanced leprosy,
the mouth can acquire the characteristics of a reservoir of bacilli,
and it may thus act as an important risk factor for the transmission
of the illness [7].

M. leprae favours temperatures which are a little below the body
temperature, for its multiplication [6,10]. Based on this fact, a
pathophysiological mechanism has been postulated for the oral
involvement: a nasal lesion with obstruction of the air flow leads
to oral breathing (mouth breathing), which is very common in
lepromatous leprosy. This causes a decrease in the intra-oral
temperature, mainly in sites near the air intake and in the anterior
areas, thus facilitating the harbouring of the bacillus [6,8,10].

In a study which was conducted in Brazil, which included 26 patients
with leprosy, whose oral lesions were evaluated and biopsied, 11
were found to have the lepromatous form, 14 had borderline leprosy
and one had tuberculoid leprosy. Only in two lepromatous patients,
[Table/Fig-3]: Fast stain of the ear lobule split skin smear (Stained with solid staining bacilli were found on histopathological examination.

Hematoxylin-Eosin (H & E) and Wade (AFB) stain) Biopsies of the buccal mucosa did not show any changes or
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present a nonspecific inflammatory infiltrate without bacilli, even in
patients with oral lesions on the hard palate [5].

Some authors have emphasized the epidemiological importance of
the oral lesions as an infection source [10], since viable bacilli have
been detected in these lesions by histopathological examination
through smears and by rinsing of the oral cavity [4]. For others,
the prevalence is of granulous bacilli [12]. The buccal mucosa may
have a normal appearance, but it may be involved in many cases
with lepromatous leprosy. It should be examined carefully from the
bacillary aspect, whenever one evaluates the incidence of leprosy
lesions in the oral cavity [13]. To conclude, the buccal cavity must be
examined in cases where leprosy is suspected. With the institution
of appropriate and effective antimicrobial therapy, the patients can
lead productive lives in the community, and deformities and other
visible manifestations can largely be prevented.
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