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Dear Editor:
Lentiginosis manifests itself in the form of circumscribed 
or widespread macules, and both forms are possibly part 
of a number of well-known syndromes affecting the 
cardiac, musculoskeletal, neurologic, reproductive, gastroin-
testinal, and auditory systems. These anomalies have been 
categorized into separate syndromes such as LEOPARD 
syndrome, LAMB syndrome, and NAME syndrome1.
A 61-year-old, healthy Korean man presented with hyper-
pigmented macules that varied in size on his face, trunk, 
and extremities (Fig. 1). The cutaneous lesions appeared 5 

months ago and spread rapidly over the whole body, 
except the palm, sole, buccal mucosa, and conjunctiva. 
He had no significant past medical history such as pre-
ceding febrile illness, inflammatory skin lesions, medica-
tion, and photosensitivity. There was no family history of 
similar cutaneous lesions. The patient’s physical develop-
ment, musculoskeletal system, and joints were normal. 
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Fig. 2. (A) Pathologic features of the skin on the trunk with lentigo (H&E, ×200). (B) Proliferation of melanocytes, positive for S-100,
is evident in the basal layer of the epidermis (S-100, ×200). Inset: melanocytes on Melan A staining (×200).

The patient’s complete blood cell count; serum chemical 
profile; urine analysis results; plasma levels of cortisol, 
adrenocorticotropic hormone, and aldosterone; thyroid 
function test results; and chest radiography findings were 
normal. His regular medical examination results had been 
normal for several years. Histopathological examination 
showed hyperpigmentation of the lower epidermis, elon-
gation of the rete ridges, and increased numbers of mela-
nocytes at the rete ridges, which were strongly positive for 
S-100 and Melan A. No nevus cells or nests of melano-
cytes were present (Fig. 2). 
Our patient’s symptoms confirmed the diagnosis of gene-
ralized eruptive lentiginosis, i.e. the widespread occu-
rrence of several 100 lentigines in a short span of time in 
the absence of systemic abnormalities2. Cases of adult- 
onset generalized eruptive lentiginosis are quite rare. In 
1933, Dumas et al.3 described the case of a 58-year-old 
woman who developed disseminated light brown spots 
over 8 months. In 2006, Na et al.2 reported the case of a 
40-year-old woman who broke out in innumerable 
hyperpigmented spots over her trunk and extremities in 3 
months and whose daughter developed similar skin 
lesions on the bilateral axillae, trunk, and extremities in 2 
months. In 2010, De et al.4 reported the case of a 35-year- 
old woman with lentiginosis induced by cancer chemo-
therapy. She had multiple lentigines over the photopro-
tected areas of all the 4 limbs within 6 weeks after cessa-
tion of chemotherapy. 
There is little information about the natural course and 
pathogenesis of this disease. However, considering the fact 
that lentigines represent the simplest form of melanocytic 
proliferation and there is some continuity from lentigines to 
melanocytic nevi, the pathophysiologies of eruptive lentigi-

nosis and eruptive benign melanocytic nevi might be 
similar. Diminished immune surveillance in the skin plays a 
role in the pathogenesis of these lesions. Chemotherapy, 
medical immunosuppression, or aging may lead to this 
condition4. In 2005, Xing et al.5 localized the familial locus 
to chromosome 4q21.1-q22.3 in a Chinese family with 
generalized lentiginosis. Genetic predisposition may play a 
role in the development of this condition. Besides, expo-
sure to infectious agents or chemical materials might also 
cause this disease2. In our case, we thought that the len-
tigines were associated with diminished immune surve-
illance secondary to the aging process.
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