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Dermacase

surface with relative sparing of the central malar areas. The 
SCLE lesions might undergo vesiculobullous changes at the 
active annular border owing to severe injury to epidermal 
basal cells, but pustules rimming the border are never seen. 
Laboratory investigations are useful adjuncts to confirming 
diagnosis. Autoantibodies, such as anti-Ro/SSA, anti-La/
SSB, and antinuclear antibody, are present in a high per-
centage of SCLE patients. Characteristic histopathologic 
features include hyperkeratosis, epidermal atrophy, vacu-
olar degeneration of basal cells, dermal mucin deposition, 
and superficial or deep perivascular and periappendageal 
mononuclear cell infiltration. Most SCLE lesions can be 
managed with localized treatments such as topical corti-
costeroids, calcineurin inhibitors, or intralesional steroid 
injection. In persistent and substantial local disease activity 
or superimposed systemic activity, systemic agents such as 
hydroxychloroquine or immunosuppressive drugs are indi-
cated. Long-term follow-up is mandatory for these patients, 
as a few might eventually develop active SCLE. 

Management of EPF
Topical corticosteroids tend to be the first approach for all 
3 types of EPF, but it has been suggested that indometha-
cin, a nonsteroidal anti-inflammatory drug, is the most 
effective first-line treatment, especially for the classic sub-
type. The therapeutic mechanism for this is unknown.9 Our 
patient was clear of pustular lesions, with only residual 
hyperpigmentation, after 2 weeks of treatment with 25 mg 
of indomethacin 3 times daily. Phototherapy with UVB or 
psoralen-UVA might also be beneficial to some patients.10 
Recently, many cases of EPF were successfully treated with 
topical tacrolimus or pimecrolimus; therefore, these topi-
cal immunomodulators are becoming another treatment 
option, especially for facial lesions.10 Most important, with 
patients suspected to have HIV-associated EPF, prompt 
serologic evaluation to detect occult HIV infection is highly 
recommended. Antiretroviral treatment often results in 
clinical improvement of the extremely pruritic urticarial 
lesions seen in HIV-associated EPF. 
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4. Senile hemangioma
Senile hemangiomas (or angiomas or De Morgan spots) are 
the most common benign acquired vascular malforma-
tions.1-3 They occur in nearly all adults older than 30 years, 
increasing in number with age. Clinically, these hemangio-
mas are often incidentally noted on physical examination. 
Senile hemangiomas often appear as numerous red, firm 
maculopapular spots, less than 5 mm in diameter, mainly 
on the trunk and arms.4,5 Direct trauma can elicit bleeding.  

The cause and pathophysiology of senile hemangiomas 
are unclear, but they mainly derive from the venous limb 
of the capillary loop and have a unique collagen composi-
tion.6,7 They increase in number during pregnancy, suggest-
ing a hormonal influence.1 They have also been associated 
with solid-organ transplantation, graft versus host disease, 
and exposure to various different chemicals; however, a 
causative relationship has never been established.8-10

Diagnosis is clinical and based on the appearance and 
characteristics of the lesions, as outlined above. Senile 
hemangiomas differ in appearance and distribution from 
other cutaneous acquired vascular malformations. Venous 
lakes are larger dark blue, dome-shaped lesions, typically 
found on sun-exposed areas of the skin, most often the 
vermillion border of the lip, the face, and the ears of elderly 
people. Angiokeratomas are superficial dermal blood ves-
sels, with hyperkeratosis of the overlying epidermis, most 
commonly found on the scrotum or vulva. Lymphangioma 
simplex consists of small translucent vesicles on a red-
brown base, usually made up of a mixture of dilated vas-
cular and lymph channels. Kaposi sarcoma is a vascular 
hemorrhagic neoplasm most often found in patients with 
AIDS or in men older than 60 years.1 Atypical lesions or 
lesions that have acutely changed should trigger a more 
thorough investigation, which might include referral to a 
dermatologist or plastic surgeon.

Senile hemangiomas are clinically insignificant; reas-
surance is the only treatment required. Their natural 
course is one of atrophy and fading with age.5 Treatment 
can be sought for cosmetic reasons; scissor excision, elec-
trodessication, or laser desiccation and curettage have all 
been shown to be effective, while cryotherapy has not.1,5 
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