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Multiple Papules and Nodules Over the Body with Diffuse Thickening of the Facial Skin: A Quiz
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A 48-year-old man had been admitted to the psychiatry 
ward in a tertiary care hospital to be treated for alcohol 
dependence. His psychiatrist had noted multiple nodular 
lesions distributed all over his body. The patient and his 
family members stated that they had first noticed a few 
raised, light-coloured lesions over the abdomen 2 years 
earlier, which gradually disseminated over his entire body. 
He also gave a history of occasional stuffiness of the nose 
and dryness of the lower limbs. On examination, diffuse 
thickening of his facial skin with madarosis and nodular 
infiltrations over his eyebrows were seen (Fig. 1A, B). Mul-
tiple papules and nodules were also seen scattered across 
his upper and lower limbs, buttocks, and trunk (Fig. 1C). 
The patient had not sought treatment earlier because he had 
attributed his skin changes to the adverse effects of exces-
sive alcohol consumption. On palpation, the infraorbital, 

radial, common peroneal, and anterior and posterior tibial 
nerves were thickened. A sensory examination revealed im-
paired temperature sensation over his feet up to the ankles. 
After the psychiatrists had prescribed him medication for 
his alcohol dependence, they agreed to transfer him to the 
dermatology ward for further evaluation using a slit skin 
smear and biopsy. 

What is your diagnosis?
Differential diagnosis 1: lepromatous leprosy
Differential diagnosis 2: actinic reticuloid 
Differential diagnosis 3: mycosis fungoides
Differential diagnosis 4: cutaneous mucinosis 
Differential diagnosis 5: diffuse cutaneous leishmaniasis
See next page for answer.

Fig. 1. A: Leonine facies with madarosis 
and sagging of the earlobe. B: Multiple 
well-defined skin-coloured papules and a 
few nodules over the chest and abdomen.
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Diagnosis: Lepromatous leprosy

Leprosy is a mycobacterial disease primarily of skin with 
cutaneous and peripheral nerve involvement (1). It is caused 
by Mycobacterium leprae, which is an acid-fast bacillus 
that has an affinity to affect cooler parts of the body such 
as the earlobes, fingers, toes, nose, and testes (1). Leprosy 
is also known to affect other parts of the body such as 
the mucosa, eyes, bones, muscles, kidneys, liver, adrenal 
glands, and lymph nodes. Mycobacterium lepromatosis, 
which was first identified in 2008, is now considered as a 
second causative organism of the disease (2). Risk factors 
for developing this disease include genetics and poverty, 
as overcrowding, poor ventilation, and malnutrition are 
associated with an increased incidence of leprosy (3–5). 
This disease has a long incubation period usually ranging 
from 5 years to 20 years (1).

There are two widely recognized classifications of le-
prosy: the World Health Organization (WHO) (1) and the 
Ridley–Jopling (RJ) classification (6). The RJ classification 
stratified leprosy into 5 subtypes based on clinical, immuno-
logical, and histopathological features, namely tuberculoid 
(TT), borderline tuberculoid (BT), mid-borderline (BB), 
borderline lepromatous (BL), and lepromatous leprosy 
(LL). Rare types of leprosy, which are not grouped into the 
aforementioned classification, include histoid leprosy, in-
determinate leprosy, lepra bonita, and pure neuritic leprosy. 
Among these, indeterminate leprosy is not yet classifiable. 
Similarly, pure neuritic leprosy, which usually occurs in 
multibacillary leprosy, can be seen in any form but is not 
mentioned in the Ridley–Jopling classification. On the other 
hand, histoid leprosy and lepra bonita are included in the 
Ridley–Jopling classification under atypical presentations 
of lepromatous leprosy. 

The WHO classification divides the disease into pauci-
bacillary (5 or fewer lesions and a negative slit skin smear 
report) or multibacillary leprosy (5 or more lesions and/
or associated nerve thickening or impairments and/or a 
positive slit skin smear report) (1). This classification is a 
valuable tool in the field, as it provides essential guidance 
towards treatment decisions (1).

The tuberculoid pole of this disease often displays few er-
ythematous or hypopigmented patches. These patches may 
be flat or have a raised border due to bacillary infiltration. 
The lesions have diminished sensation to light touch, which 
is examined with a cottonwool wisp. The lesions may be 
dry due to reduced sweating secondary to autonomic nerve 
involvement. The lepromatous pole of this disease may have 
widespread nodular or diffuse skin lesions with multiple 
nerve involvement. This is due to the dissemination of the 
bacilli over multiple regions in the body. The bacilli have 

a predilection for skin and nervous tissue, hence dermato-
logical and neurological complications are at the forefront 
of this disease. However, extracutaneous manifestations can 
also be seen due to direct bacillary infiltration into various 
bones and viscera. Nasal septal resorption and perforation 
can present as a “saddle nose”. Ophthalmological compli-
cations such as corneal xerosis, ulcers, and opacification 
can lead to blindness (1, 6). Nasal involvement is com-
mon, particularly in the lepromatous pole, with patients 
complaining of nasal congestion or recurrent episodes of 
epistaxis (7). Digital resorption of the toes and fingers can 
drastically impact the patient’s chances of employment and 
their quality of life. 

Hypersensitivity reactions to the antigenic determinants 
of the lepra bacilli can further complicate the disease 
by causing constitutional symptoms, pedal oedema, and 
neuritis, which can eventually lead to permanent nerve 
impairments (1, 8). Type 1 lepra reaction is a delayed type 
IV hypersensitivity reaction only seen in the borderline 
spectrum. It is not seen in the polar forms of tuberculoid and 
lepromatous leprosy, which are stable. It is characterized 
by the erythematous and oedematous transformation of the 
lesions. Neuritis is the most prominent feature of this reac-
tion, which requires the use of systemic corticosteroids to 
prevent permanent nerve damage (1, 8). Type 2 lepra reac-
tion is a type III hypersensitivity reaction that is caused by 
antigen–antibody complexes and is characterised by novel 
red, raised, evanescent tender crops of nodules of erythema 
nodosum leprosum occurring all over the body with asso-
ciated systemic features like arthritis, fever, malaise, uveitis, 
and orchitis (1, 8).

We undertook an extensive physical examination to rule 
out any neuritis and associated deformities of the eyes, 
nose, or digits. He did, however, display the characteristic 
clinical features of leonine facies such as madarosis and 
generalized thinning of the facial skin along with drooping 
of the earlobes. A slit skin smear revealed a high bacillary 
index (6+), and a skin biopsy aided to confirm the diagnosis. 

Leprosy is treated using multi-drug therapy (MDT), in-
troduced by the WHO in 1981 (9). The multibacillary MDT 
pack (MB-MDT) contains a monthly dose of 600 mg of 
rifampicin and 300 mg of clofazimine, followed by a daily 
dose of 50 mg of clofazimine and 100 mg of dapsone, which 
is started on the next day (10). The modified WHO 2018 
regimen states that paucibacillary leprosy should be treated 
with 6 monthly doses and multibacillary leprosy with 12 
monthly doses of all the 3 aforementioned drugs with the 
maximum permissible duration for completion of therapy 
being 9 and 18 months respectively (10). Our patient was 
counselled concerning the associated adverse effects of the 
medication and strongly advised to adhere to the treatment 
to ensure complete disease remission.

Leprosy remains a prominent health concern in certain 
parts of the world. Every medical practitioner should be 
aware of the 3 cardinal signs of leprosy, which are erythe-
matous or hypopigmented patches with loss of sensation, 
enlarged peripheral nerves, and a positive skin smear. Fin-
ding any 2 of the 3 cardinal signs can establish the diagnosis 
even in settings where resources are limited. 

http://medicaljournalssweden.se/actadv
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