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Among the protean clinical and histopathological features of leprosy, diffuse lepro-
matous leprosy is a multibacillary systemic disease, with multiple organ involve-
ment, and with a negative intradermal reaction to the Mitsuda test (or lepromin skin 
test, which in the past, it was used as an aid to classification of cases). It presents as 
a diffuse variant, in which there are no circumscribed elements, i.e., nodules or 
lepromas, macules, or plaques, but which is characterized by diffuse and massive 
infiltration of the skin, known as diffuse lepromatous leprosy (DLL) or Lucio–
Latapí leprosy. This is a distinct form of multibacillary leprosy reported mainly in 
Mexico, where it represents 15%–23% of all leprosy diagnoses [1]. Nevertheless, it 
is also seen in other areas of Central and South America such as Colombia and 
Brazil. Exceptionally, it has been diagnosed in other regions.

It was Ladislao de la Pascua who first described spotted or lazarine leprosy in 
1844; when physicians were not aware of the etiology and nature of this illness, it 
was known as a chronic and destructive disease. In 1852, Lucio and Alvarado [2], 
working at the Saint Lazaro Hospital in Mexico City, which assisted only persons 
with leprosy, studied 41 patients (21 men and 20 women) with this diffuse infiltra-
tion of the skin without lepromas (Lucio’s leprosy). They observed that 13 of them 
(6 men and 7 women) developed peculiar painful, red spots on the skin: Lucio’s 
phenomenon.

Almost a century later, Latapí and Chévez-Zamora studied the subject and rec-
ognized both aspects observed by Lucio and Alvarado, coining the terms Lucio’s 
leprosy and Lucio’s phenomenon, identified as a vasculitis [3].

It is widely accepted that Mycobacterium leprae is the causative agent of several 
forms of leprosy; however, the identification of the new strain of mycobacterium in  
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2008 by Han et al. [4] in tissues from patients with DLL suggests that the peculiar 
geographical and ethnic prevalence, as well as the particular severity of this form of 
the disease, is due to this distinctive strain: Mycobacterium lepromatosis. DLL car-
ries a higher mortality rate than other forms of leprosy [1].

Nowadays, it has been demonstrated that Lucio-Latapí leprosy is caused mostly, 
if not only, by M. lepromatosis. According to Han et al., at least 63.2% of patients 
with Lucio-Latapí leprosy had M. lepromatosis, 20.7% had M. leprae, and 16.1% 
had both bacteria [1].

Patients with lepromatous leprosy have a poor Th1 response, or a dominant Th2 
response, with production of IL-4, IL-5, and IL-10, which are able to suppress acti-
vation of macrophages against the causal mycobacterium; there is production of 
antibodies, which may result in an immune-complex disease. Lymphocytes infiltrat-
ing the skin of patients show a predominance of CD8 subset (CD4/CD8 = 1/2).

The clinical sine qua non criterion is diffuse nonnodular infiltration of the skin [5]. 
At the beginning, the skin shows wide infiltration that has been compared with myx-
edema, the face looks “healthy” (lepra bonita or pretty leprosy), and the earlobe 
turns thick. Later on in the progression of the disease, hands become swollen, puffy, 
and red, and the legs look edematous. In time, all the skin becomes flaccid and atro-
phic (Fig. 11.1), giving to some areas such as the legs an ichthyosiform aspect.

Fig. 11.1  Diffuse 
lepromatous leprosy in a 
late stage: flaccid skin, in 
particular that of the 
earlobe
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Other features are telangiectasias, nonvisible subcutaneous plaques, widening of 
nasal root, rhinitis, hoarseness, and septal perforation of cartilage. Patients first 
notice numbness and then impairment of sensation in hands and feet.

Loss of hair is common, not only from the scalp, which is never total, but also 
from eyebrows and eyelashes, total or partial (Fig.  11.2). However, this is not a 
constant finding, and some patients do not lose hair from any area.

Lucio–Latapí leprosy or DLL usually presents in adults of both sexes; it is excep-
tional in childhood and the elderly. Clinical changes may be so subtle that often the 
patient notices the disease only because of sudden development of an acute reaction, 
namely, Lucio’s phenomenon.

Although the histopathology of DLL depends on the stage of the disease, there 
are always acid-fast bacilli (AFB) in variable amounts but usually many, outside and 
inside of foamy macrophages or Virchow cells; these are the two least criteria to 
reach the diagnosis under the microscope. Macrophages are mixed with lympho-
cytes around blood vessels, adnexal structures, and nerves.

In early stages of the disease, the cellular infiltrates localized around vessels are 
slight and apparently insignificant [6]. In time, there is progressive dissemination of 
AFB and increasing numbers of Virchow cells, not only throughout the dermis but 
also into subcutaneous fat. In well-developed stages, macrophages are prominent in 

Fig. 11.2  Diffuse 
lepromatous leprosy with 
hair loss and damage to the 
nasal cartilaginous septum
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number and infiltrate in a diffuse pattern; blood vessels begin to show involvement 
as thickening of their walls.

Besides the clinical and histopathological parameters, bacillary assessment is 
also very useful for diagnosis, and mostly for classification of a patient with leprosy.

In advanced diffuse lepromatous leprosy, the bacteriological index (see Chap. 
20) is usually 5+ or 6+ and decreases after 6 months or more of treatment.

According to the World Health Organization, treatment should be with multi-
bacillary multidrug therapy: rifampicin 600 mg/month, clofazimine 50 mg/day or 
300 mg/month, and dapsone 100 mg/day, all three for at least 1 year. However, in 
Mexico, these patients are treated for 2 years and sometimes even longer, depending 
on their clinical, bacteriological, and histopathological response.
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