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A22-year-old woman with type 1
diabetes presented with a 10-
year history of a yellow–red,

telangiectatic plaque 7 cm in diameter
with central atrophy on her left fore-
arm (Figure 1). The edges of the plaque
were slightly elevated and the wound
was excruciatingly painful. She had no
known comorbidities, and previous
topical corticosteroid therapy had been
unsuccessful. We prescribed a more
powerful steroid for topical use, which
was also unsuccessful. The long-term
outcome is unknown because the pa-
tient was lost to follow-up.

Necrobiosis lipoidica was first de-
scribed by Oppenheim in 1929 as a

chronic granulomatous dermatitis of
unknown cause. The disease usually
develops in patients aged 30–40 years
and has a female:male ratio of 3:1.
About 65% of patients with necrobio-
sis lipoidica also have diabetes, mostly
type 1, and its prevalence among dia-
betics has been estimated to be 0.3%.1

Necrobiosis lipoidica has also been as-
sociated with Crohn’s disease, ulcera-
tive colitis, granuloma annulare and
sarcoidosis.1

Necrobiosis lipoidica diabeticorum
most commonly appears on the shins,
the back of the hands or the forearms
as yellow–red plaques with telang-
iectatic vessels, central atrophy and
raised violet-coloured edges. Ulcers,
often induced by trauma, occur in 30%

of lesions. Rarely, squamous cell carci-
noma has been reported in older le-
sions with ulceration. Histopatho-
logically, the condition presents with
interstitial and palisaded granulomas
that involve the subcutaneous tissue
and dermis. The infiltrate in the reticu-
lar dermis predominately consists of
CD4 lymphocytes.

Currently, there are no evidence-
based guidelines for the treatment of
necrobiosis lipoidica diabeticorum.
The condition is often resistant to ther-
apy; however, spontaneous remission
is reported in about 20% of patients.
Therapeutic options include glucucor-
ticoids, a combination of acetylsalicylic
acid and dipyridamole, or psoralen
plus ultraviolet A photochemotherapy.
New treatment strategies include cyclo-
sporin A, infliximab or tacrolimus,
which can be used topically or system-
ically.2,3 Use of infliximab leads to a re-
duction of the pro-inflammatory cyto-
kine level and a decrease of the serum
level of tumour necrosis factor-c.
Cyclosporin A and tacrolimus inhibit
interleukin-2, which in turn decreases
the activity of T helper cells, regulatory
T cells, natural killer cells and mono-
cytes. Reports of successful systemic
cyclosporin A and infliximab therapy
indirectly support the hypothesis that
T-cell–mediated immune processes
play a role in pathogenesis. Non-T-
cell–mediated effects of these therapies
include reduced expression of adhesion
molecules and histamine liberation.3

Further studies will be required to pin-
point the cause of necrobiosis lipoidica
and to test specific therapies.
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Figure 1: Papules extending to form a yellow–red plaque covered with telangiectatic
vessels on the patient’s forearm.




