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‘Deep’ white superficial onychomycosis 

 

due to molds

 

To the Editor

 

A 59-year-old man was referred to our out-patient clinic for nail

disorders because of a diffuse white discoloration on the nail of

his right big toe; the white mark had appeared 1 year before,

after nail shedding due to trauma. The affected nail showed sev-

eral opaque and yellow-whitish areas especially evident on the

lateral sides and proximal edge. The nail plate was opaque and

fragile with loss of superficial keratin in several zones (fig. 1).

Proximal nail plate involvement progressed proximally under-

neath the proximal nail fold, and the yellow-white discoloration

was visible through the overlying transparent cuticle. Gentle

scraping of the nail surface with a curette revealed that nail fra-

gility involved even the depths of the nail plate. KOH prepara-

tion was positive and cultures grew 

 

Aspergillus candidus

 

 (fig. 2)

on all inocula in three successive nail samplings. A diagnosis of

white superficial onychomycosis (WSO) due to 

 

Aspergillus can-

didus

 

 was made and we prescribed topical amorolfine nail

laquer to be applied twice a week. Cure of the onychomycosis

was observed after 6 months of treatment.

WSO is usually caused by dermatophytes, particularly 

 

Trichophy-

ton interdigitale.

 

1

 

 According to Zaias

 

2

 

 5% of WSO are due to non-

dermatophytic molds, especially of the genus 

 

Acremonium

 

,

 

Fusarium

 

 and 

 

Aspergillus

 

. 

 

Candida

 

 sp. may sometimes be respons-

ible.
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 In our experience, WSO due to non-dermatophytes is

not frequent, and in addition to the case reported here we have

seen three other cases of WSO due to 

 

Fusarium

 

 sp., all with

similar clinical features, consisting of ‘deep’ nail plate invasion

and diffuse involvement of the nail plate surface.

Differential diagnosis with proximal subungual onychomy-

cosis (PSO) is particularly important, since this pattern of nail

invasion is frequently shown by molds.

 

4

 

 In PSO, however, nail

penetration starts from the matrix and the superficial nail plate

is normal.

 

1

 

 Superficial speading of PSO is rare in children, but

it may occur because the nail plate is very thin in the first years

of life.

WSO with deep nail penetration seems therefore typical for

non-dermatophytic molds. A possible explanation for this

‘deep’ WSO caused by molds of the genus 

 

Fusarium

 

 and

 

Aspergillus

 

 could be the eroding bodies possessed by these

fungi.
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 These organs, characteristic of the saprophytic state of

fungi, facilitate penetration of the nail plate that would other-

wise be a strong barrier against fungal invasion.

Although diffuse and deep invasion of the superficial nail

could be an important factor in limiting the success of topical

treatment, application of topical amorolfine was successful in

our patient.

 

BM Piraccini,* S Lorenzi, A Tosti

 

Department of Dermatology, University of Bologna, Italy. 

 

*

 

Corresponding 

author, Department of Dermatology, University of Bologna, Via 

Massarenti, 1, 40138 – Bologna, Italy, tel. +39 051 34 18 20; 

fax +39 051 34 78 47; E-mail: bmpiracc@almadns.unibo.it
fig. 1 White superficial onychomycosis due to Aspergillus candidus: large

yellow-white opaque areas also involving the proximal nail plate.

fig. 2 Lactophenol-cotton blue mount of Aspergillus candidus colony show-

ing globose vesicles with biseriate phialides covering their entire surface.
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Multiple keratoacanthomas arising on skin 

 

lesions of pseudoxanthoma elasticum

 

To the Editor

 

Keratoacanthoma is a common benign cutaneous neoplasm

that most often occurs on sun-exposed sites in light-skinned

people of middle age or older; it is rare in subjects under the age

of 20. It is a rapidly growing tumour that may involute spontane-

ously within 2–6 months leaving a scar; the lesion is comprised

of keratinizing squamous cells arising from the hair follicles.

Etiological factors include ultraviolet energy, ionizing radi-

ation, chemical carcinogens, such as tar and mineral oils,

trauma, viral, immunologic, and genetic factors.

 

1

 

A 20-year-old white man was referred to our department for

evaluation of nodular growths on the sides of his neck that had

developed on previously present skin lesions of pseudoxan-

thoma elasticum. The lesions had appeared suddenly 2 months

before he presented to us and continued to increase after our

first examination. He had suffered from itching, burning and

tingling upon exposure to sunlight. His medical history

revealed that he has had pseudoxanthoma elasticum since he

was 13 years old. There was no familial history of pseudoxan-

thoma elasticum or keratoacanthoma, and no individual his-

tory of sunburn reaction.

On physical examination, yellowish plaques were observed

on the sides of the neck, but nowhere else on the body. There

were about 15–20 papular and nodular lesions in the plaques of

pseudoxanthoma elasticum. Both the papular and nodular

lesions were dome-shaped and erythematous with a horny plug

in the centre (fig. 1). Ocular examination revealed macular

degeneration and bands of choroid rupture in the right eye. The

man’s cardiovascular system was normal.

Excisional biopsy taken from a nodular lesion evidenced a

large, central keratin-filled crater in the epidermis with irregu-

lar epidermal proliferations extending downward from the base

of the crater into the dermis. In the midreticular dermis there

were calcified altered elastic fibers that stained deeply black with

Verhoeff ’s stain (fig. 2). Step sectioning did not evidence tran-

sepidermal elimination of elastic tissue.

Keratoacanthomas have been observed on areas of severe

atopic eczema, drug eruptions, miliaria, erythema multiforme,

radiodermatitis, weather-beaten skin, sunburn, xeroderma pig-

mentosum, folliculitis, stasis dermatitis, insect and tick bites,

acne conglobata, lichen simplex chronicus, hypertrophic lichen

planus, seborrheic dermatitis, psoriasis, discoid lupus ery-

thematosus, nevus sebaceous of Jadassohn, linear epidermal

nevus, split skin graft donor site, healing herpes zoster sites,

fig. 1 Multiple keratoacanthomas on lesions of pseudoxanthoma elasticum

on the left side of the neck.

fig. 2 Fragmentation and clumping of degenerated elastic fibers stained

deeply black with Verhoeff’s stain (× 25).
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