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E rosive pustular dermatosis (EPD) is characterized by
itchy or painful erythematous plaques with erosions,
sterile pustules, and yellow crusts. The etiology of EPD

is unknown as laboratory tests, microbiological cultures, and
histopathological studies are nondiagnostic. Cuts and bruises,
cryotherapy, and other trauma to actinically damaged skin,
usually a bald scalp, are inciting factors.1-4 Here, we present 3
cases of facial EPD occurring after cosmetic resurfacing pro-
cedures. We evaluated these cases between between Septem-
ber 10, 2010, and May 6, 2016.

Report of Cases

Case 1
A woman in her 50s underwent blepharoplasty and full-face,
fully ablative carbon dioxide laser resurfacing for photo-
aging5 (eTable in the Supplement). She experienced uncom-
plicated healing. Six weeks after the procedure, she devel-
oped an erosion on the forehead, which progressed over
approximately 4 weeks to involve other facial areas. She

IMPORTANCE Erosive pustular dermatosis (EPD) is a rare condition that typically affects
actinically damaged skin of the scalp. Characterized by sterile pustules, erosions, and crusts,
EPD is difficult to treat and heals slowly. The exact cause of EPD is unknown, although trauma
is an inciting factor.

OBJECTIVE To describe 3 women who presented with prolonged facial erosions after
cosmetic resurfacing procedures, specifically fully ablative carbon dioxide laser or
medium-depth chemical peel.

DESIGN, SETTING, AND PARTICIPANTS This case series describes the clinical features,
histopathological findings, laboratory results, and treatment of 3 patients with an ultimate
diagnosis most consistent with facial EPD. Patients were evaluated between September 10,
2010, and May 6, 2016, in a dermatology clinic in an academic medical center. The patients
were 3 women seeking diagnostic evaluation and therapeutic options for nonhealing facial
erosions occurring after ablative procedures (carbon dioxide laser resurfacing or Jessner
solution/trichloroacetic acid chemical peel).

MAIN OUTCOMES AND MEASURES Histologic examination and wound culture from initial
presentation as well as clinical follow-up documenting improvement with therapeutic
interventions.

RESULTS All 3 patients were women in their 50s or 60s for whom EPD was deemed to be
the best diagnosis, after infection, immunobullous disorders, and other pustular dermatoses
were considered. Histologic features were nonspecific. Treatment included a combination
of topical and systemic therapies, such as corticosteroids, dapsone, isotretinoin, and/or
antibiotics. Watchful waiting (tincture of time) appeared to be central to the healing
process.

CONCLUSIONS AND RELEVANCE After cosmetic resurfacing, patients may develop EPD
isolated to the face. As a diagnosis of exclusion that should be considered in patients who
have nonhealing wounds following ablative procedures, EPD is challenging to treat and may
require the use of anti-inflammatory agents. Recognizing this condition is important,
especially as cosmetic procedures become more widespread.
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began treatment with minocycline hydrochloride, a 3-week
prednisone taper, and tacrolimus ointment but experienced
no improvement.

On presentation to our clinic (6 months after the proce-
dure), she had noticeably hypopigmented facial skin, sugges-
tive of fairly aggressive resurfacing. On the forehead and
cheeks, she had ill-defined, erythematous patches with weep-
ing erosions, crusting, and scattered pustules (Figure 1A).

Punch biopsy demonstrated nonspecific changes
(Figure 2). Swab culture of a pustule was negative for bacte-
rial, viral, or fungal organisms, although anaerobic bacteria and
mycobacteria could not be investigated. Blood test results were
negative for antinuclear, desmoglein 1 and 3, and bullous pem-
phigoid (anti-BP180 and anti-BP230) antibodies.

After considering various possibilities (Table), we reached
a diagnosis of facial EPD. We initiated treatment with predni-
sone at 1 mg/kg/d (tapered over 5 months), clobetasol propio-
nate cream, and mupirocin ointment while continuing therapy
with minocycline and tacrolimus ointment.

One month later, we initiated treatment with dapsone, 100
mg daily, owing to minimal improvement. After several
months, her condition improved tremendously (Figure 1B). Af-
ter 6 months, improvement plateaued, and treatment with
isotretinoin, 30 mg daily, was initiated. Ultimately, she re-
ceived dapsone for 3½ years (maintenance dose, 25-50 mg
daily) and isotretinoin for 2½ years (maintenance dose, 10-20
mg daily; cumulative dose, 250 mg/kg) and experienced fur-
ther improvement (Figure 1C). Her lesions flared on a single
occasion as a result of secondary Staphylococcus aureus infec-
tion (culture proven) but responded without further flares to
long-term antibiotic therapy (cephalexin or azithromycin) and
vinegar soaks.

Four years after the original procedure, she continued to
have persistent, dry, yellow crusting and mild erythema.

Case 2
A woman in her 60s underwent upper-eyelid blepharo-
plasty and full-face, fully ablative carbon dioxide laser
resurfacing for photoaging (eTable in the Supplement).
After experiencing near-complete healing, she developed
erosions and crusting along the forehead and jawline.
Punch biopsy showed dermal fibrosis. Wound culture
results were negative for bacterial, mycobacterial, fungal, or
viral organisms. Treatment was attempted with oral anti-
fungal, antiviral, and antibacterial agents as well as topical
antimicrobial and emollient therapies.

One year after the procedure, she presented to our clinic
with bright erythema, small scattered erosions, and yellow
crusts on the forehead, cheeks, and chin. A second punch bi-
opsy showed patchy dermal inflammation and fibrosis. Tis-
sue and swab cultures were negative for bacterial, mycobac-
terial, viral, and fungal organisms, although anaerobic bacteria
could not be investigated.

She was diagnosed with EPD, and we initiated treatment
with desonide ointment; petrolatum ointment; and valacy-
clovir hydrochloride, 500 mg daily, as a precaution. Over the
next year, the erosions slowly healed to lightly erythematous
patches and persistent, focal areas of adherent crust.

Case 3
A woman in her 60s underwent a full-face chemical peel with
Jessner solution plus 35% trichloroacetic acid for actinic dam-
age, blepharoplasty, and a face-lift (eTable in the Supple-
ment). She experienced complete healing.

Approximately 10 weeks after her procedures, she devel-
oped weepy, eroded, tender erythematous patches with
scattered crusting on the cheeks and temples. Wound cul-
tures were negative for bacterial or fungal organisms. Her
condition improved slightly after treatment with diluted vin-
egar soaks, petrolatum ointment, and oral and topical anti-
bacterial agents. Two years after the procedure, she contin-
ued to have erosions and yellow crusting.

On presentation to our clinic, she declined a biopsy, and a
clinical diagnosis of EPD was rendered. Because she pre-
ferred to avoid treatment with oral corticosteroids, dapsone,
or isotretinoin, we initiated a 3-month course of minocycline;
dapsone gel, 5%; triamcinolone acetonide ointment, 0.025%;
tacrolimus ointment, 0.1%; and emollients. Her skin slowly
improved with frequent emollient use over the next 4 years.

Discussion
Erosive pustular dermatosis is a rare, idiopathic, and recalci-
trant condition that typically affects the scalp.2 Here, we pre-
sent 3 cases of EPD isolated to the face and occurring after ab-
lative resurfacing procedures. We suspect that similar cases
have occurred but remain undiagnosed or unreported,6 in-
cluding 2 cases of “delayed healing without a known cause”
after full-face ablative laser resurfacing.7

Weeks to months after initial postoperative healing, our
patients developed erosions, crusting, and brightly erythem-
atous patches in previously resurfaced areas, especially the
forehead and lateral cheeks. Like classic EPD, lesions arose in
actinically damaged areas following trauma (resurfacing) and
demonstrated nonspecific histopathological findings and re-
calcitrance to treatment.

We deemed EPD to be the best diagnosis after consider-
ing other possibilities (Table). Like classic EPD, our cases il-
lustrate that EPD following resurfacing procedures is made
clinically as a diagnosis of exclusion.2

Key Points
Question What is the best unifying diagnosis and treatment
approach for recalcitrant facial erosions following ablative
resurfacing procedures?

Findings In this case series of 3 women presenting with persistent
facial erosions after resurfacing procedures for actinic damage, all
were diagnosed with facial erosive pustular dermatosis. Treatment
was challenging and improvement occurred slowly over months to
years.

Meaning Facial erosive pustular dermatosis should be considered
in the differential diagnosis of nonhealing erosions following
resurfacing procedures; anti-inflammatory therapies and tincture
of time are central to improvement.
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In classic EPD, histologic examination and cultures are
generally negative for microorganisms. Staphylococcus
aureus and Candida albicans can occasionally be isola-

ted1 and may represent secondary infection or coloniza-
tion that promotes inflammation and hinders wound
healing.

Figure 1. Erosive Pustular Dermatosis of the Face Following Fully Ablative Laser Resurfacing (Case 1)

Presentation, 6 months after CO2 laser resurfacingA

Six months after presentation, following a prednisone taper and several months of oral dapsone therapyB

Two years after combination therapy with dapsone and isotretinoinC

A, Six months after undergoing fully
ablative carbon dioxide (CO2) laser
resurfacing to the face, the patient
presented with widespread,
ill-defined, erythematous patches in
previously resurfaced areas, with
overlying, weepy erosions and moist
crusting or scattered pustules.
B, Approximately 6 months later,
following a prednisone taper and
several months of treatment with oral
dapsone, there was markedly
decreased weeping, improvement of
erosions, and residual bright
erythema. C, Approximately 2 years
after combination therapy with
dapsone and isotretinoin, there was
further improvement, with yellow
scale-crust remaining on a
background of mild erythema on the
forehead and cheeks. In all images,
there is sharp demarcation between
previously ablated and nonablated
skin at the jawline, with ablated skin
appearing more hypopigmented.
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Consistent with classic EPD, the lesions in our patients were
challenging to treat. Based on our experience, if a diagnosis of
facial EPD following an ablative procedure is rendered, we sug-
gest initially considering treatment with potent topical corti-
costeroids, mupirocin ointment, and/or oral tetracyclines. In
addition, if prednisone therapy starting at 1 mg/kg/d and ta-
pered over several months is not beneficial, dapsone and/or
isotretinoin therapy should be considered. Tincture of time is
essential to the healing process. Patients should be continu-
ally reassured that the condition can take years to improve and
may leave scarring. Additional investigation may reveal
whether other anti-inflammatory or wound healing modali-
ties are beneficial, such as photodynamic therapy, biologic
agents, or minuscule skin grafting.8,9

Our observations have implications regarding the type of
injury that incites EPD. Blepharoplasty may have played a con-
tributory role, but resurfacing procedures were likely para-
mount in eliciting EPD in our patients. Indeed, the shared fea-
ture of our patients is that their lesions were localized to skin
treated with resurfacing procedures that ablate down to the
superficial to mid-dermis. Thus, damage to both the epider-
mis and upper dermis appears sufficient for promoting the
development of EPD. It remains unclear whether fraction-
ated lasers, which cause less injury and inflammation than do
fully ablative or other procedures,10 may similarly elicit EPD.
Alternatively, fractionated lasers may represent an option for
improving facial EPD by stimulating wound healing.11

The 3 cases described here suggest that certain inflam-
matory elements play a pathogenic role in EPD.12 During

the initial weeks following treatment, fully ablative carbon
dioxide laser resurfacing strongly induces proinflammatory
cytokines (eg, interleukin 1β, tumor necrosis factor) and
matrix metalloproteinases while stimulating neutrophil and
macrophage influx into ablated areas.13 Similar cytokines
may be produced after chemical peels.14 As such, these pro-
inflammatory mediators and cells may play pathogenic
roles in eliciting EPD,15 particularly following ablative
procedures. Anti-inflammatory therapies, such as dapsone,
likely produce clinical benefit by reducing some of
these alterations.

Conclusions
Facial EPD following ablative procedures may develop months
after initial postoperative healing, resulting in delayed diag-
nosis. It is a diagnosis of exclusion and appears to be rare, id-
iosyncratic, and recalcitrant. Treatment consists of the early
initiation of anti-inflammatory agents, along with tincture of
time and reassurance. Healing may take months to years. The
diagnosis of EPD following resurfacing procedures may rise as
cosmetic procedures become more popular and as clinicians
become familiar with this condition.
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Figure 2. Histologic Examination of Erosive Pustular Dermatosis
of the Face Following Fully Ablative Laser Resurfacing (Case 1)

Punch biopsy specimen from the forehead showed nonspecific features,
including impetiginized scale-crust with underlying dermal fibrosis and acute
and chronic inflammation, consistent with reparative changes
(hematoxylin-eosin, original magnification ×100).

Table. Differential Diagnosis of Facial Erosive Pustular Dermatosis

Category Diagnosis

Infection Impetigo

Herpes simplex

Herpes zoster

Dermatitis Severe allergic contact dermatitis

Irritant contact dermatitis

Impetiginized eczema

Blistering disorder Pemphigus

Pemphigoid

Porphyria

Connective tissue
disease

Bullous lupus erythematosus

Discoid lupus erythematosus

Neoplasm Squamous cell carcinoma

Actinic keratosis

Inflamed actinic keratosis secondary to field
treatment
Basal cell carcinoma

Pustular dermatosis Subcorneal pustular dermatosis

Sweet syndrome

Superficial pyoderma gangrenosum

Other Burn wound

Dermatitis artifacta
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NOTABLE NOTES

Linking Dermatology, Neurology, and Psychiatry—Interdisciplinary Contributions of Ian Bruce Sneddon
Connie R. Shi, BS; Vinod E. Nambudiri, MD, MBA

In 1965, British dermatologist Ian Bruce Sneddon (1915-1987) pub-
lished an observation of 6 patients ranging in age from age 20 to 48
years who experienced both cerebrovascular events and extensive
livedo reticularis.1 Sneddon proposed that a previously uncharacter-
ized arteritis might be the cause of this unusual constellation of symp-
toms. Although the eponymous Sneddon syndrome—describing the
rare condition of livedo reticularis associated with history of multiple
cerebral infarcts—is perhaps what Sneddon is best remembered by
within the field of dermatology, his career is remarkable for many
other interdisciplinary contributions linking the fields of neurology,
psychiatry, and dermatology.

Born in Sheffield, England, Sneddon completed medical studies at
the University of Sheffield and served as part of the Royal Naval Volun-
teer Reserve during World War II before returning to the Sheffield Royal
Infirmary.2 He completed specialty training there in dermatology and ac-
cepted a role as a consultant following his training. Later in his career,
Sneddon became the senior dermatologist in the department and initi-
ated a new tutorial advising system for trainees at his institution.2

In addition to his clinical practice and teaching roles, Sneddon was par-
ticularly interested in the relationship between psychological factors and
cutaneous diseases. Sneddon created his own classification system of der-
matoses with psychogenic components, differentiated by the degree to
which the psychogenic aspects contributed to the pathogenesis and mani-
festation of the skin condition.3 He characterized a multitude of conditions,
such as delusions of parasitosis, neurotic excoriation, and trichotillomania,

among many others, arguing for compassionate and sympathetic under-
standing in the diagnosis and treatment of psychodermatoses.3 He made
note of creative, nonmedical means by which individuals with psychoder-
matoses could be helped, describing the beneficial interactions between
patients and almoners in Sheffield who assisted them with errands and pro-
vided a listening ear for personal problems.3 Finally, Sneddon emphasized
the importance of understanding the contributions of multiple interrelated
factors in the pathogenesis of disorders of the mind and of the skin, includ-
ing genetic predisposition, infection, and immune status, among others.3

Sneddon also urged a holistic characterization of skin disease, noting that
skin diseases should be thought of “as a derangement of the whole
body.”3(p472) Both in his observation of psychodermatoses and his charac-
terization of Sneddon syndrome, Sneddon offered novel perspectives on
conditions shared by dermatology and other specialties, strengthening the
interdisciplinary knowledge base of practicing dermatologists.
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