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SIR, We are grateful to Dr Guerrini and colleagues for their

interest in our study and we take this opportunity to clarify

our opinions.

We demonstrated the presence of high-risk mucosal human

papillomavirus (HPV) genotypes from a considerable number

of dysplastic naevi and primary melanomas using two differ-

ent polymerase chain reaction (PCR)–enzyme-linked immuno-

sorbent assay methods, concluding that the presence of the

virus may be a cofactor in development and progression of

these pathologies.1

We agree with other colleagues that our results need further

evaluation. In particular, PCR is a highly sensitive technique,

able to detect the presence of total DNA from tissue samples

at a level of about one genome per cell.2–4 All previous studies

aimed to detect HPV DNA in skin cancer using PCR proce-

dures were in most cases unable to conclude that the DNA

detected was entirely derived from cancer cells. In fact, PCR

procedures are not suitable to ascertain if the HPV DNA detec-

ted is derived exclusively from cancer cells, but rather if its

presence is due to a tumour surface contamination.5

On the other hand, different methods, including immuno-

histochemistry (IHC) and in situ hybridization (ISH), have

been demonstrated as more specific, but less sensitive than

PCR methods.

On the basis of these considerations, we are submitting for

publication a second part of our studies, concerning the evalu-

ation of the presence of mucosal high-risk HPV in primary

melanoma and its colocalization with a tumoral melanocytic

marker in the same section, using a very sensitive method that

combines an enzyme-amplified fluorescent ISH with a chemi-

luminescent IHC method for the detection of the tumoral

melanocytic marker HMB-45. The antimelanoma monoclonal

antibody HMB-45 used in the chemiluminescent IHC is widely

used in diagnostic pathology owing to its great specificity and

sensitivity in identifying pigmented tumours such as malig-

nant melanoma, while normal melanocytes are unreactive.6
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Congenital candidal onychomycoses: effective
cure with ciclopirox olamine 8% nail lacquer

DOI: 10.1111/j.1365-2133.2005.07110.x

SIR, The prevalence of onychomycosis in children varies

between 0Æ3% and 0Æ44%1 with a higher prevalence in the fin-

gernails in young children (less than 7 years old).1 The most

common type of onychomycosis in children is distal lateral

subungual onychomycosis.1,2 The most common pathogen

that causes onychomycosis in children is Trichophyton rubrum and

uncommonly Candida albicans.1,3 Candida spp. onychomycosis

most often occurs in patients with chronic mucocutaneous

candidiasis.1 We report a case of congenital candidal ony-

chomycosis with a solitary nail involvement due to C. albicans

and focus on the novel use of ciclopirox olamine 8% nail

lacquer in its treatment.

A 2-week-old male infant weighing 2Æ5 kg was born to a

28-year-old woman via normal vaginal delivery at term. There

was a history of vaginal discharge in the mother, although on

examination there was no clinical evidence of vulvovaginitis.

The neonate had no evidence of cutaneous candidiasis nor any

other physical abnormalities except for the presence of yellow

to brownish discoloration and thickening of the left fourth

fingernail with inflammation of the periungual area (Fig. 1).

There was no clinical evidence of sepsis, fungaemia or immu-

nosuppression in the neonate.

The oral mucous membrane was unaffected. The child

had anthropometric measurements within the 95th percent-

ile according to the recommendations of the Indian Acad-

emy of Pediatrics. Screening for human immunodeficiency

virus (HIV) using rapid Tridot� kit and venereal disease

laboratory test was negative in both infant and his mother.

A KOH mount of the nail clipping and subungual debris

revealed a large number of pseudohyphae. A fungus culture
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on two Sabouraud’s dextrose agar plates (one with and the

other without cycloheximide, chloramphenicol and gentami-

cin) showed growth of yeast-like colonies. Further charac-

terization of the yeast-like colonies with Gram stain, germ

tube test and sugar fermentation and sugar assimilation tests

revealed that the colonies were of C. albicans. When grown

on corn meal agar at 250 �C for 3 days, the presence of

cream-coloured, smooth and pasty colonies, which upon

microscopy revealed large, highly refractile, thick-walled,

terminal chlamydospores, confirmed the isolate as C. albicans.

In view of the obvious difficulty in administering systemic

antifungal treatment with ciclopirox olamine 8%, 8% nail

lacquer was initiated, to be applied daily at night with

resolution of the nail changes by 3 months, except for

some subungual debris in the distal subungual part of the

nail. A repeat culture and KOH mount from this was

negative.

The various causes of onychomycosis in children are immu-

nosuppression, Down syndrome, concomitant occurrence of

tinea on other locations (tinea pedis, tinea capitis) or in other

family members and HIV-AIDS.1

Candidal onychomycosis may affect toenails and finger-

nails by invasion of the nail plate via the hyponychial epi-

thelium.2 The order of prevalence of occurrence of various

species of Candida is as follows: C. albicans, C. stellatoidea,

C. tropicalis, C. parapsilosis, C. kefyr, C. guilliermondii and C. krusei.4

In neonates, nail involvement with C. albicans, C. tropicalis and

T. rubrum has been also reported.2,3,5,6 In neonates, Candida

spp. are abundantly present in their environment,3 but they

affect mainly the skin and mucosa, whereas the nails are

usually spared and solitary localized involvement of the nail

plate is very rare.3

Reported risk factors for Candida spp. colonization are birth

weight of < 1000 g and gestational age of < 32 weeks, use of

third-generation cephalosporins, and delayed enteral feedings

which alter gastrointestinal tract ecology.7 A rare cause of con-

genital candidal onychomycosis is the presence of candidal

vaginitis in the mother during pregnancy.5,8 This could be a

possible cause in our case as the mother complained of vaginal

discharge during pregnancy.

It may be prudent to consider topical therapy initially in very

young children with a confirmed diagnosis of onychomycosis,

as the nail plate is thinner in children, thus facilitating penetra-

tion of the drug.1,2 This form of therapy has been found to be

better for superficial white onychomycosis.1,2,9,10 Even with the

fast growth rate of nails in children, leaving onychomycosis

untreated or improperly treated can result in spread of the infec-

tion.1 This prompted us to initiate therapy.

Naftifine, oxiconazole, bifonazole–urea, tolnaftate solution,

miconazole, clotrimazole 1% solution and ketoconazole have

been used topically to treat various forms of dermatophytic

onychomycosis with varying degrees of success.1–3,9,10 Ciclo-

pirox9 and amorolfine nail lacquer 5%2 have been used to

treat children successfully but they have never been used in

candidal onychomycosis.

Both these agents are broad spectrum and are effective in

onychomycosis caused by Candida spp.10 In our case we chose

to administer ciclopirox instead of amorolfine due to the cost

differential. Clinical experience on the paediatric use of these

drugs in onychomycoses is scarce. Nevertheless, it is improb-

able that topical nail lacquers would cause adverse effects, as

they are not systemically absorbed.1,9,10

The dramatic and total cure, hitherto unreported with ciclo-

pirox olamine 8% nail lacquer, in candidal onychomycosis,

offers a safe and effective therapy for this apparently benign

although cosmetically disfiguring entity. Potentially, this could

be extended to other cases of candidal onychomycosis, especi-

ally those associated with chronic mucocutaneous candidiasis.
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Fig 1. Yellowish discoloration with thickening of the left fourth

fingernail with erythema of the periungual area.
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U.K. Psychodermatology Special Interest Group

The third meeting of the U.K. Psychodermatology Special

Interest Group took place at the Medical Society of London on

Thursday 27th of January 2005. There were 60 in attendance,

with approximately another 50 showing interest in the meet-

ing. Those attending included dermatologists, psychiatrists,

psychologists and specialist nurses.

The first half of the meeting, with Dr Christopher Bridgett,

Psychiatrist, in the chair, was devoted to psoriasis. Professor

Christopher Griffiths from The Hope Hospital, Manchester

opened with a talk on ‘The Brain-Skin Axis in Psoriasis’. That

stress can trigger the onset of psoriasis seems well known,

though no good study exists to confirm this. What is suppor-

ted now by robust research is that, for certain individuals with

psoriasis, stress affects the response to treatment, and psycho-

logical interventions for these otherwise poor responders can

be significantly helpful. The biological marker of the poor

responders seems to be a characteristic hypocortisolic stress

response. Dr Helen Richards, Consultant Clinical Psychologist

at The Hope Hospital followed with a presentation reviewing

the current status of our knowledge of what modern psycho-

therapy can offer patients with psoriasis. Cognitive behaviour

therapy (CBT) and interpersonal therapy (IPT) seem promising

interventions: the target being the patient who is a ‘worrier’.

Group treatments, especially including education, and ‘self-

help’, seem important.

The second session after tea was chaired by Dr Richard

Staughton, Dermatologist. Unfortunately Dr David Fenton was

unable to attend: in his place Dr Staughton introduced the topic,

‘The Psychodermatology of Hair’, with a brief clinical overview,

followed then as planned with an interesting account from Roy

Shuttleworth, Consulting Clinical Psychologist of his work with

patients with hair complaints. These included alopecia, trichotil-

lomania and body dysmorphic disorder associated with male

pattern baldness. Dr Susan MacDonald-Hull, Dermatologist, then

introduced a general discussion on the topic.

The meeting closed with a discussion that confirmed the

interest in future meetings, with an agreement that the next

meeting will be on Thursday 26 January 2006, at The

Medical Society of London. A variety of possible topics were

noted. A programme will be circulated in due course.

d The next European Society for Dermatology and Psychiatry

(ESDaP) Congress is in Giessen, Germany, 5–7 May, 2005: see

http://www.psychodermatology.info

d On October 14, 2005 there will be a ESDaP psychoderma-

tology session at the EADV meeting in London.

For further information about the special interest group,

and to ensure your correct details are on the mailing list,

please contact sharon.singh@chelwest.nhs.uk

Board Certification in Dermatopathology

http://www.icdpath.org

The International Board of Dermatopathology will organize

under the auspices of the International Committee for

Dermatopathology the Third Certifying Examination in

Dermatopathology (Diploma in Dermatopathology) in Frank-

furt ⁄Main, Germany, on 10 December 2005.

Participating Societies:

International Society of Dermatopathology

European Society for Dermatopathology

Ibero-Latin American Society of Dermatopathology

For further information about this examination, please

contact:

Helmut Kerl, M.D., Department of Dermatology, Medical Uni-

versity, Auenbruggerplatz 8, 8036 Graz, Austria.

Tel.: +43-316-385-2538; fax: +43-316-385-3424;

E-mail: helmut.kerl@meduni-graz.at

Günter Burg, M.D., Department of Dermatology, University

Hospital Zurich, Gloriastrasse 3, 18091 Zurich, Switzerland.

Tel: +41-1-255-2550; fax: +41-1-255-4403;

E-mail: burg@derm.unizh.ch

Address for correspondence:

Helmut Kerl, M.D., Department of Dermatology, Medical Uni-

versity , Auenbruggerplatz 8, 8036 Graz, Austria.

Tel.: +43-316-385-2538; fax: +43-316-385-3424;

E-mail: helmut.kerl@meduni-graz.at
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