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What Is Your Diagnosis?

A 37-year-old man presented with pruritic lesions over the arms, legs, face, 
and back of 4 months’ duration that had been refractory to topical steroid 
treatment. He reported a 15-lb weight loss that he attributed to recent intra-
nasal cocaine use. His medical history revealed obesity. There was no known 
history of sexually transmitted diseases, human immunodeficiency virus infec-
tion, tuberculosis, diabetes mellitus, or intravenous drug use. Physical exami-
nation revealed small nodules over the pinnae, plaques on the forehead, and 
large plaques with depigmented macules of variable sizes over the extremities 
and back. Some lesions on the extremities were violaceous in appearance, 
while others on the upper extremities had raised borders.
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Histopathologic examination of a punch 
biopsy specimen (Figures 1 and 2) disclosed 
a grenz zone and a diffuse infiltrative process 

beneath a normal-appearing epidermis. Higher-power 
examination revealed areas containing macrophages  
(Virchow cells) with cloudy regions devoid of 
nuclei (globi). Fite stain demonstrated numer-
ous intracytoplasmic acid-fast bacilli (Figure 3). 
Laboratory test results for rapid plasma reagin and 

human immunodeficiency virus were negative, and 
a complete blood cell count was normal. 

On further questioning the patient revealed he 
was an immigrant from Micronesia, and he described 
decreased sensation and numbness in the lesions that 
had been present from onset. Physical examination 
was consistent with this history and revealed hypo-
esthesia of the lesions, particularly over the central 
aspect of the depigmented macules. Based on the 

The Diagnosis: Lepromatous Leprosy

Figure 1. Extensive dermal infiltrate of macrophages 
with characteristic grenz zone (H&E, original magnifica-
tion 40).

Figure 3. Large clumps of acid-fast bacilli (globi)(Fite, 
original magnification 100).

Figure 2. Foamy macrophages (Virchow cells)(H&E, 
original magnification 100).
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clinical examination and histopathologic findings, a 
diagnosis of lepromatous leprosy was made.

Therapy with rifampin, clofazimine, and dapsone 
was initiated. Unfortunately, compliance was poor, 
and at clinic follow-up 10 months later the patient 
demonstrated formation of new indurated lesions as 
well as mild eyelid swelling and edema of the hands 
thought to be consistent with erythema nodosum 
leprosum. Prednisone was then initiated and the 
dose of clofazimine was increased from 50 mg daily to  
100 mg daily with excellent clinical response. 

Mycobacterium leprae is a small, slightly curved 
rod that is an acid-fast, obligate, intracellu-
lar organism. It remains endemic in Brazil and  
Southeast Asia but may present outside of these 
areas secondary to immigration.1 

Hallmarks of the disease are anesthetic skin or 
mucous membrane lesions with thickened periph-
eral nerves.2 It grows best at 27C to 33C, thereby 
affecting cooler areas of the human body such as 
earlobes, knees, and distal extremities.3 It is most 
likely spread by aerosolized respiratory droplets and 
less commonly by direct contact. There have been 
reports suggesting transmission via armadillos.4 

Genetic susceptibility influences the development 
of leprosy, while HLA type influences the immune 
response and hence the type of leprosy.5 Ridley and 
Jopling6 devised a classification system based on the 
immunologic response to M leprae. Highly reactive 
hosts with a vigorous cell-mediated response to M leprae 
develop tuberculoid leprosy and exhibit few skin lesions 
containing rare organisms. In contrast, anergic hosts 
develop lepromatous leprosy, characterized by mul-
tiple skin lesions, abundant organisms, and diffuse dis-
ease. Borderline tuberculoid, borderline, and borderline  
lepromatous make up the middle of the spectrum.6-9 
Skin lesions can present with poorly defined, hypopig-
mented macules of indeterminate leprosy on one end 
and diffuse skin involvement of lepromatous leprosy on 
the opposite end. Diffuse involvement includes facial 

skin thickening, classic leonine facies, loss of eyebrows 
and eyelashes, anesthetic lesions, and anhidrosis. 

Erythema nodosum leprosum occurs with chronic 
infection from M leprae, most commonly leproma-
tous leprosy. Immune complex deposition results in 
vasculitis and inflammatory foci. This phenomenon 
is thought to be secondary to high antigen load 
released by dying mycobacteria, causing secretion 
of tumor necrosis factor α from macrophages.1 
Erythema nodosum leprosum demonstrates rapid 
onset of tender erythematous plaques or nodules, 
most commonly on the face and extensor surfaces of 
the extremities, with fever, malaise, iritis, arthralgia, 
and orchitis. Clofazimine therapy probably decreases 
the occurence.1 Treatment includes systemic corti-
costeroids and/or thalidomide.
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