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Introduction

There  are  several causes of  diffuse
hyperpigmentation of skin in infants'. These include
carbon baby syndrome, congenital diffuse melanosis,
familial progressive  hyperpigmentation, post-
inflammatory  pigmentation, Addison disease,
haemochromatosis, vitamin B12 and niacin
deficiency'. A rare condition is erythema
dyschromicum perstans or ashy dermatosis.

Case report

A 2 year old boy, born of a 3" degree
consanguineous marriage presented with a history of
generalized increase in pigmentation since 3 months
of age. Perinatal period was uneventful but mother
had a past history of giving birth to an anencephalic
baby. Growth and development of the baby was
normal. Family history of similar illness was absent.

The darkening of skin first appeared over the face as
a grayish macule with elevated reddish border and
gradually progressed to involve limbs, abdomen,
back, palms and soles and coalesced with each other
causing generalized hyperpigmentation (Figure 1).

Skin texture, sweat secretions and mucosa were
normal. Patient had no other symptoms. Eye
examinations and other systemic examinations were
normal. There was no history of discolouration of
urine or photosensitivity.

The haemoglobin level was 10.7g% and the mean
corpuscular volume 69. Other blood counts were
normal. The blood urea level wasl5Smg/dl and the
serum creatinine level 0.3mg/dl. Serum albumin was
4.4g/dl. The aspartate transaminase level was 37U/L
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Figure 1: Baby with ashy dermatosiz

and alanine transaminase level 35U/L. Serum
calcium, magnesium and phosphate levels were
normal. Serum sodium was 137mEq/L and serum
potassium 4.4mEq/L. The blood sugar was normal.
Serum cortisol level was 10.24pg/dl. Gastric lavage
for haemosiderin laden macrophages was negative.
Serum ferritin level was 210ng/ml.

Patient was on oral supplements of vitamins in proper
dose for 1 month started outside this Institute.
Vitamin B12 level was 522 pg/ml. Beta melanin
stimulating hormone level was 0.5ng/dl.

Skin biopsy was done from hyperpigmented skin of
the back and revealed mild hyperkeratosis of
epidermis with patchy vacuolar alteration of basal
cell layer. The papillary dermis showed aggregates of
melanophages along with mild lymphocytic
infiltrates in the perivascular areas. There was no



evidence of neoplastic pathology or granulations in
biopsy material.

On the basis of clinical and histopathological features
a diagnosis of erythema dyschromicum perstans was
made. We treated the patient with restricted sun
exposure and sunscreen and oral vitamin D
supplementation.

Discussion

Oswaldo Ramirez of San Salvador first described
erythema dyschromicum perstans (EDP) in 19577, It
is also called dermatosis ceniciento, meaning ashy
dermatosis, because of its ashy bluish gray color’. Tt
is a distinct cutaneous eruption that may be best
regarded as a form of lichen planus or lichen planus
actinicus®. It is most common in Latin America and
Asia’. Tt has been observed in children aged 1 year
and adults aged 80 years’. EDP is an asymptomatic
eruption of oval, polycyclic, or irregularly shaped,
gray-blue hyperpigmented macules on the trunk,
arms, face and neck. The oral cavity and the genitals
are %paredB. No systemic symptoms or associations
exist’.

In EDP skin biopsy usually reveals mild basal cell
layer vacuolar degeneration overlying an upper
dermis with a mild perivascular mononuclear cell
infiltrate and increased melanophages’. This matches
with our patient’s histology. Many therapeutic
options are available for EDP but few have been
effective, except for clofazimine’.

The differential diagnosis includes carbon baby in
which histopathology reveals increased pigmentation
of epidermal basal layer’. Histology of our patient
does not match with this. We excluded systemic
conditions like Addison disease, haemochromatosis,
vitamin deficiencies and post inflammatory
conditions from history, clinical features and
laboratory findings.

Familial progressive hyperpigmentation was ruled
out in our patient as it was not present since birth and
histologically melanin granules are not large®.
Congenital diffuse melanosis was also ruled out as

there was no reticulate pigmentation and
pigmentation was not present at birth’.
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