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Summary. Erythema dyschromicum perstans (EDP) 
and vitiligo are two cutaneous pigmentary dermatoses of 
unknown etiology. In the present study, the leukocyte 
infiltrates in the affected skin of EDP and vitiligo 
patients were studied using the avidin-biotin (ABC) 
immunoperoxidase technique and monoclonal antibodies 
which recognise the following mononuclear cell subgroups: 
T-suppressor/cytotoxic (CD8-Leu-2), T-helper (CD4 = 
OKT4), T-suppressor + macrophages (Leu-15), Pan T 
(CD3 = Leu-4), macrophages (Leu-M3) and Langerhans 
cells (CD1 = Leu-6), and other cellular markers such as 
Ia antigens and the Interleukin-2 receptor (CD25 = TAC). 
The immunocytochemical analysis showed a selective 
accumulation of CD3+, CD8+, Leu-15, T-cytotoxic 
cells in the epidermis of both EDP and early lesions of 
vitiligo. In addition, an increase in the number of 
epidermal Langerhans cells (CDl+) was observed in 
some cases of EDP and vitiligo. The CD41CD8 ratios in 
affected and uninvolved skin for both disorders were not 
significantly different, although values lower than unity 
were only observed in the infiltrates of affected skin. Ia 
antigen positivity was observed in the dendritic cells of 
the dermis and epidermis, as well as in most of the 
lymphoid cells within the infiltrates for both diseases. 
Macrophages (Leu-M3) in EDP dermal infiltrates were 
generally found adjacent to extracellular melanin 
pigment. Lymphocytes expressing TAC (CD25) surface 
antigens were also present in the dermal infiltrates. 
These morphological observations suggest a possible 
immune cell participation in the dyschromia of such 
cutaneous disorders. 
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Introduction 

Erythema Dyschromicum Perstans (EDP) is an 
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uncommon disorder characterised by persistent, ash- 
grey, macular discolouration of the skin often associated 
with an active polycyclic outline (Convit, Kerdel-Vegas 
& Rodriguez, 1961). Most patients with this disease are 
Latin Americans (Ramirez, 1957; Convit et al., 1961; 
Ramirez,l966), although cases have been described in 
other parts of the world (Stevenson and Miura, 1966; 
Knox, Dodge and Freeman, 1968). Histological features 
include a hydropic degeneration or liquefaction of the 
epidermal basal layer, which explains the ccincontinentia 
pigmenti,, in the dermis. The melanin is phagocytised by 
macrophages, causing the characteristic colouration. 
Other features include edema of the dermal papillae and 
perivascular infiltrates of variable intensity in the 
papillar and subpapillar dermis, constituted mainly by 
histiocytes and lymphocytes. Occasionally, colloid 
bodies or Civatte bodies are seen (Convit et al., 1961; 
Knox et al., 1968). Characteristic nonspecific ultrastructure 
includes desmosome retraction, vacuolisation and 
dermal melanophagocytosis (Soter, Wand and Freeman, 
1969). 

Vitiligo is another skin disorder characterised by 
depigmented patches, which are irregularly defined and 
are often surrounded by hypopigmented skin (Nordlund 
and Lerner, 1979). The essential process in vitiligo is the 
progressive destruction of melanocytes (Brown, et al., 
1967; Morohashi et al., 1977). The presence of mild 
dermal lymphocytic infiltrates at the border of the 
depigmented areas has been described (Bazek et al., 
1977; Nordlund et al., 1980). In addition, variations in the 
number of Langerhans cells in the vitiliginous epidermis 
have been reported (Birbeck et al., 1961; Riley, 1967; 
Nordlund and Lerner, 1979). Ultrastructural studies 
have confirmed the absence of melanocytes in areas of 
long standing vitiligo (Birbeck et al., 1961) and 
melanocyte degeneration in surrounding hypopigmented 
areas (Morohashi et al., 1977). The pathogenic 
mechanisms of both EDP and vitiligo are unclear. 

Since EDP and vitiligo have been associated with 
immune dysfunction (Knox et al., 1968; Nordlund and 
Lerner, 1979), we studied the possible involvement of 














