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Short Communication

Multifocal fixed drug
eruption to azithromycin
Sir, fixed drug eruptions (FDE) are one of the
commonest adverse drug reactions encountered
by dermatologists in day to day practice. Though
usually not fatal, FDE can cause enough
cosmetic embarrassment especially when they
recur on the previously affected sites leaving
behind residual hyperpigmentation. Brocq in
1984, coined the term 'fixed eruption' to describe
a pattern of skin eruption due to antipyrine.
Azithromycin is one of the commonest
antibiotics prescribed by doctors and
dermatologists in skin and soft tissue infections.
Of late it has gained popularity in the treatment
of acne vulgaris as a weekly pulse therapy. We
report a case of multifocal FDE to this highly
safe drug.

An 18-year-old male student presented with
multiple itchy lesions on the body associated
with burning sensation in the oral cavity of three
days duration. Patient was on weekly pulse
therapy with azithromycin in view of his acne.
There was no other drug intake other than
azithromycin. Cutaneous examination revealed
multiple violaceous to hyperpigmented plaques
on the face, upper limbs (Figure 1), glutei, shaft
of  penis  and  thighs  (Figure 2). Some of the
lesions had an edematous centre. Oral cavity
showed multiple oral erosions.

In view of the history and clinical findings a
diagnosis of fixed drug eruption to azithromycin
was entertained and patient was started on short
course of oral steroids with advice regarding
avoidance of azithromycin and other macrolides
in future.

Figure 1 Violaceous plaque in front of left wrist.

Figure 2 Violaceous plaques on thigh.

Discussion

FDE is characterized by sudden onset of sharply
marginated round to oval itchy erythematous
and edematous macules that evolve into dusky
violaceous plaques on the skin and or mucosa
arising precisely over the area of an earlier
reaction due to the same drug. After an initial
acute phase lasting days to weeks, a residual
grayish or slate-colored hyperpigmentation
develops. On subsequent exposure to the culprit
drug or a chemically similar drug, few to
numerous new lesions may appear which
sometimes may become generalized.4 The
reappearance of the lesions over the previously
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affected sites on rechallenge with the offending
drug is considered to be a diagnostic hallmark.5

Usually the interval between intake of the drug
to appearance of lesions is shorter with each
episode. Acute lesions develop 30 min to eight
hours after re-administration of the incriminating
drug. Various morphological types of lesions
that may occur are morbiliform, scarlatiniform,
erythema multiforme-like, Stevens-Johnson
syndrome-like, eczematous, urticarial, nodular,
vesicular, bullous (may become toxic epidermal
necrolysis-like in severe cases), non-pigmenting
and diffuse hypomelanosis.4

The pathogenetic mechanism underlying FDE is
still enigmatic. The most commonly accepted
hypothesis is the persistence of memory T cells
in the affected skin.1 CD8+ cells phenotypically
resembling effector memory T cells have been
shown to be greatly enhanced along the
epidermal basal layer in FDE and these have the
capacity to produce large amounts of IFN-
gamma which is likely to play a significant role
in the development of FDE.2,3

Confirmation of diagnosis requires re-challenge
with the incriminated drug by oral and or topical
provocation (in the form of patch test) of which
oral provocation test is considered superior but
unsafe especially in patients with generalized
lesions.4 Patch testing at the site of a previous
lesion yields a positive response in up to 43% of
patients6, while the reliability of topical
provocation on uninvolved skin is variable.7

An extensive literature search revealed only one
case of FDE to azithromycin by Gahalaut et al.8

In our case the clinical findings and the temporal
association to the drug intake without any doubt
established azithromycin to be the culprit in
causing  the  FDE.  In  contrast  to  the  earlier  case
reported, our patient had a multifocal

involvement thus making this the first case of
multifocal FDE to azithromycin. Oral
rechallenge and patch testing with azithromycin
was refused by the patient who was already in
distress in account of his acne and cutaneous
lesions of FDE. This case is being reported to
highlight that a drug as safe as azithromycin,
may also be associated with serious cutaneous
reactions and to make physicians worldwide
aware of this extremely rare presentation.
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Eccrine porocarcinoma: a
rare sweat gland tumor
Sir, eccrine porocarcinoma or malignant poroma
is a rare potentially aggressive appendage tumor
with eccrine differentiation. It may start de-
novo; however it usually develops in a long
standing eccrine poroma.1 It  was  first  described
by Pinkus and Mehregan in 1963 as
“epidermotropic eccrine carcinoma”.2 Since then
about 250 cases of Eccrine porocarcinoma were
reported3 and very few had been reported from
India.4 Here  we  present  a  case  of  Eccrine
porocarcinoma which is extremely rare in this
part of world.

A 47-year-old female patient presented with a
slowly growing partially ulcerated, verrucous
plaque in the left thigh for last 8 months. It was
firm, painless, non-tender and freely movable
over the underlying tissue (Figure 1). There was
no evidence of involved lymph node or distant
metastasis. The lesion initially started as small
erythematous nodular mass which later became
verrucous. It became ulcerated and crusted for
last two months. There was history of purulent
discharge. Our initial clinical differential
diagnosis included Bowen’s disease and
squamous cell carcinoma. Her routine
investigations including blood counts, chest X-
ray and ultrasonography of abdomen were
within normal limit. We performed an incisional
biopsy for histopathology from the edge of the
lesion. Hematoxylin and eosin staining of the
biopsy sample revealed features of eccrine

Figure 1 Partially ulcerated, verrucous plaque in
the left thigh.

Figure 2

Figure 3 Large and hyperchromatic nuclei,
cellular atypia and increased mitotic activity.
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porocarcinoma with ulcerated epidermis and
proliferation of small uniform poroid cells
extending into the dermis (Figure 2) Some
tubular structures were seen. Cells had large and
hyperchromatic nuclei. Cellular atypia and brisk
mitotic activity were noted (Figure 3).

Eccrine porocarcinoma, previously known
as malignant eccrine poroma or eccrine
adenocarcinoma, is a rare malignant tumor
arising from the intraepidermal portion of the
eccrine sweat gland duct epithelium.5 EPs
accounts for about 0.005-0.01% of all cutaneous
tumors.3 It was previously thought that the
majority of porocarcinomas are found on the
palms and soles, reflecting the high
concentration of sweat glands. However, the
distribution of these lesions appear to have no
correlation with sweat gland density; around 50
percent occur on lower extremities, a further 20
percent on head and neck and upper limbs and
12 percent on the trunk and the abdomen.6 These
tumors originate from cells of the eccrine duct
epithelium, usually in the region of the
dermoepidermal junction.7 They metastasize
readily, via lymphatics in the dermis.8 The local
recurrence rate after excision is high, in the
range of 11-20 percent.9

Because of the rarity and nonspecific
appearances of EP, the tentative clinical
diagnosis would never be correct, and might be
misdiagnosed as squamous cell carcinoma,
squamous cell carcinoma in situ (Bowen’s
disease), pyogenic granuloma, basal cell
carcinoma, seborrheic keratosis, amelanotic
melanoma, verruca vulgaris or metastatic
adenocarcinoma. The diagnosis of EP is
rendered on histopathologic features of
intraepidermal ductal differentiation and as
either an invasive architectural pattern and/or
significant cytologic pleomorphism.3

Wide excision of the primary tumor is the
therapy of choice, and the curative rate was
reported to be 70–80%.[10] Mohs micrographic
surgery may also be an effective treatment for
eccrine porocarcinoma.11

We report a case of eccrine porocarcinoma
which was reported extremely rarely from this
part of world.4 We treated the patient with wide
excision  and  after  a  follow  up  period  of  three
months there was no recurrence.
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