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WELCOME TO ODENSE
Abstracts in the 30th Nordic Congress of Dermatology and Venereology

 and Information from the Nordic Societies

Supplement No 7, 2004, Forum for Nordic Dermato-Venereology

There is a wide choice of English-language dermatological congresses in Europe. How to choose those you
wish to attend? In Bergen in 1998 it was decided to have English as the main meeting-language for the Nordic
congresses in order to ease communication between the Nordic participants, and at the same time, it is also an
invitation to dermato-venereologists from other parts of the world to consider participating. We encourage
you to keep supporting the Nordic congresses because the Scandinavian countries have a long history of high
quality clinical and experimental research in the many fields of dermatology and venereology. The Nordic
congresses help us continuously to improve clinical care of our patients, teaching and research. Further, the
regular “get together” of Scandinavian dermato-venereologists every third year in a smaller congress covering
all aspects of our specialty stimulates friendship and professional interaction. The dermatological nurses are
important partners in our daily clinical work helping us to improve patient care, teaching and information.
Therefore, we are pleased to see that a number of dermatological nurses have decided to register and participate
actively in the scientific programme. We welcome you in Odense and hope that you will have three fruitful
days from May 6th to 9th, 2004.

Torbjörn Egelrud
General Secretary
Nordic Dermatological Association

Klaus E. Andersen
President
The 30th Nordic Congress of
Dermatology and Venereology
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Friday, 7 May 2004
 8.30–10.00 Tonny Karlsmark, Denmark & Finn Gottrup, Denmark

News in wound healing and influencing factors: how to apply in clinical practice PS01.1News in treatment of venous leg ulcers PS01.2News in treatment of inflammatory ulcers PS01.3The costs of treatment of chronic venous leg ulcers with cultured human dermis and split skin grafting PS01.4Topical therapy for peristomal pyoderma gangrenosum PS01.5
Gregor B.E. Jemec, Denmark & Christina Oprica, Sweden

Acne morbidity and scarring PS02.1Bacteria and acne PS02.2Photodynamic therapy in the treatment of acne rosacea PS02.3Isotretinoin monitoring and side-effects PS02.4Associations of acne and psycho-social factors in a community study among adults PS02.5
 8.30–12.00 Kaare Weismann & Henrik F. Lorentzen, Denmark

Dermatoscopy C01
10.30–12.00 Jan Faergemann, Sweden & Merete Hædersdal, Denmark

Mechanisms behind antibiotic resistant bacteria. Staphylococcus aureus and resistance to fusidic acid PS03.1Systemic antibacterial therapy of skin infections PS03.2The role of microorganisms in atopic dermatitis PS03.3Staphylococcus aureus clonal dynamics in children with atopic dermatitis PS03.4The incidence of onychomycosis in toenails in diabetic patients PS03.5
Carsten Sand & Helle Kiellberg Larsen, Denmark

The drug eruptions that you may ignore and the drug eruptions that you should fear PS04.1Drug eruptions in a population of patients with acute dermatologic skin conditions in a university hospital clinic in Copenhagen PS04.2Drug-induced dermatitis PS04.3Prevalence of acute cutaneous drug reactions at Odense University Hospital PS04.4Methotrexate use and monitoring in Denmark and Switzerland – a benchmarking study PS04.5
13.00–14.00 Carsten Bindslev-Jensen, Denmark

Food allergy in skin disease PL01
14.30–16.00 Olle Larkö, Sweden & Kari Saarinen, Finland

Non melanoma skin cancer in organ transplant patients and the use of photodynamic therapy CSS01.1Practical aspects of photodynamic therapy in dermatological practice CSS01.2Different properties of aminolevulinic acid and Metvix® regarding selectivity to diseased skin and its relation to pain during illumination. CSS01.3Clinical experience with photodynamic therapy using Metvix® in the treatment of basal cell carcinoma CSS01.4Clinical experience with methyl aminolevulinate in patients with actinic keratosis CSS01.5Some examples of differential diagnoses CSS01.6
Heli Hyry, Filand & Cato Mørk, Norway

Androgenetic and diffuse alopecia PS05.1Alopecia areata and scarring alopecia PS05.2Hereditary hypotrichosis simplex of the scalp. Studies leading to underlying corneodesmosin-gene mutations PS05.3Achrodermatitis enteropathica: genealogies and genetic epidemiology in Norway PS05.4A sporadic case of congenital hypotrichosis treated with minoxidil PS05.5
14.30–18.00 Jette Skiveren & Kris Powel, Denmark

Welcome and introduction of the programme C02Oral and written patient information C02.1Oral and written information to youth about sexual transmitted diseases C02.2Patient information: failures and the need of new concepts C02.3What kind of knowledge generates patients' actions? – an empirical study in relation to allergic contact dermatitis C02.4
16.30–18.00 Kristian Thestrup-Pedersen, Denmark

Welcome and introduction CSS02What do we know today about the outcome of atopic dermatitis? CSS02.1Disease modification in the field of the atopic syndrome – what to learn from asthma CSS02.2Would a long-term control of eczema really lead to a better prognosis – how should we perform the study? CSS02.3
Carsten Bindslev-Jensen, Denmark

Classification and treatment of mastocytosis CSS03.1The pathophysiology of itch CSS03.2Antihistamines: present status and future options CSS03.3
Annamari Ranki, Finland & Anders Strand, Sweden

New and old parvoviruses in human skin PS06.1HIV-patient care at a clinic for dermatology and venereology PS06.2Is there a link between oropharyngeal and genital HPV infections? PS06.3Once daily valaciclovir reduces transmission of genital herpes PS06.4

Session Time, Chair Paper Title Paper Ref
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Saturday, 8 May 2004
 8.30–10.00 Knud Kragballe & Lars Iversen, Denmark

Psoriasis phenotype at disease onset PS07.1Microorganisms in intertriginous psoriasis: implications for topical therapy PS07.2Systemic treatment of psoriasis with fumaric acid esters: an overview PS07.3Update on biologicals PS07.4A clinical database on psoriasis patients treated with biological agents: report from a Nordic study group PS07.5No long-term changes in quality of life following climate therapy for psoriasis PS07.6
Anders Vahlquist, Sweden & Kristiina Turjanmaa, Finland

Congenital ichthyosis and its differential diagnoses PS08.1Epidermolysis bullosa – an update PS08.2Childhood atopic eczema PS08.3Skin infections in children PS08.4Sjögren-Larsson syndrome at birth and in childhood PS08.5Achrodermatitis enteropathica: 8q24 haplotypes reveal diagnosis PS08.6Skin manifestations in chromosomal mosaicisms PS08.7
10.30–12.00 Kristian Thestrup-Pedersen, Denmark & Carl-Fredrik Wahlgren, Sweden

Probiotics in the prevention and treatment of atopic dermatitis PS09.1The role of the early environment for expression of atopic dermatitis PS09.2Atopic dermatitis – a genetically complex disease PS09.3Topical staphylococcal enterotoxin enhances IgE production and allergen induced skin inflammation PS09.4A comparison of different criteria to diagnose atopic eczema in infancy PS09.5The atopy patch test in diagnosing of food hypersensitivity PS09.6
Inger Tranberg & Hanne Sylvester Hvid, Denmark

Living with psoriasis: how patients think and act regarding their care PS10.1Time spent on treatment – an important factor to patients PS10.2Living with a venous leg ulcer: a clinical investigation of the patient's experience PS10.3Quality of life in patients with hereditary angioedema PS10.4
Ole Clemmensen, Denmark:

Dermatopathology course C03
13.00–14.00 Hywel Williams, UK

Evidence-based dermatology PL02
14.30–16.00 Håkan Mobacken, Sweden

Introduction CSS04Compliance and support to the acne patient CSS04.1Antibiotics in acne and rosacea CSS04.2Pelvic inflammatory disease – tetralysal in clamydia CSS04.3
Ole B. Christensen, Norway & Anne Hannuksela-Svahn, Finland

Skin signs of systemic disease. An interactive quiz session PS11.1UV treatment of uraemic pruritus PS11.2Radiation dermatitis: prevention and treatment by topical agents, a review PS11.3
Timo Reunala, Finland & Anette Bygum, Denmark

What’s new in dermatitis herpetiformis and pemphigoid? PS12.1Lymphoma in patients with dermatitis herpetiformis and their first-degree relatives PS12.2BP180 and desmoglein antibodies PS12.3IgA bullous dermatoses PS12.4Immunofluorescence of bullous diseases – clues and pitfalls. Part I: General principles. Part II: Atypical cases – importance of clinico-pathological correlations PS12.5
16.30–18.00 Kristian Thestrup-Pedersen, Denmark & Sakari Reitamo, Finland

Introduction to the symposium CSS05What do I need for treating my patients with atopic eczema ? CSS05.1The course of atopic dermatitis – how bad is the prognosis? CSS05.2Tacrolimus ointment (Protopic®) – the clinical evidence in 2004 CSS05.3Extended clinical experience with tacrolimus ointment (Protopic®) CSS05.4
Knud Kragballe, Denmark

Quality of life and coping in patients suffering from psoriasis CSS06.1Evidence-based management of psoriasis CSS06.2Patient education in atopic eczema – what do patients know and what do they want? CSS06.3Aspects on allergic contact dermatitis CSS06.4Clinical dermatology. A power vote session CSS06.5
Peter Bjerring, Denmark & Agneta Troilius, Sweden

Remodeling of the deep facial structures by CO2 laser shrinkage of the SMAS during face-lifting procedures PS13.1Different applications of the 532 nm frequency doubled Nd: YAG laser PS13.2Non-ablative photo rejuvenation PS13.3Optical treatment of psoriasis using lasers and light sources PS13.4Delegating laser treatments in a dermatological laser practice PS13.5Laser treatment of facial port-wine stains PS13.6Treatment of perioral rhytids with CO2 laser and intense pulsed light. A clinical controlled, randomized study with blinded evaluation PS13.7Retrospective study of laser and intense pulsed light treatment of hemangiomas PS13.8
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Sunday, 9 May 2004
900–1030 Hans Christian Wulf, Denmark & Ana Maria Solér, Norway

Photo protection PS14.1Phototherapy PS14.2Photocarcinogenesis PS14.3Clinical experience in photodynamic therapy of non-melanoma skin cancer at the Norwegian Radium Hospital PS14.4Physical sunfilter increases the photostability of ketoprofen in a topical gel PS14.5Photodynamic treatment of oral lichen planus PS14.6
Harald Moi, Norway & Hans Lomholt, Denmak

Non-gonococcal, non-chlamydial urethritis and cervicitis: the role of mycoplasma genitalium PS15.1Clinical aspects of mycoplasma genitalium infection PS15.2Vulvovaginal lichen planus – case reports PS15.3Longstanding vulval problems and dyspareunia reported by STD clinic visitors in Oslo PS15.4
Petter Jensen Gjersvik, Norway & Gregor B.E. Jemec, Denmark

Skin cancer in organ transplant recipients: is prevention possible? PS16.1Diagnostic techniques for nonmelanoma skin cancer PS16.2New non-surgical treatment modalities for skin cancer (future or failure)? PS16.3Small diameter melanoma PS16.4Photodynamic treatment of superficial oral squamous cell carcinoma PS16.5Establishment of teledermatologic dermoscopy service in Denmark – reducing morbidity from melanoma and disfiguring surgery of benign naevi PS16.6
1100–1230 Sakari Reitamo & Johanna Mandelin, Finland

New topical treatments PS17.1New systemic treatments PS17.2Teledermatology on the Faroe Islands PS17.3Beneficial clinical and physiological effects of iloprost in patients with erythromelalgia PS17.4Imiquimod treatment-response of lentigo maligna consecutively documented by dermoscopy PS17.5Plasmapheresis treatment of chronic idiopatic urticaria PS17.6
Evy Paulsen, Denmark & Dag Sollesnes Holsen, Norway

Contact allergy to oxidized terpenes, the “perfumes of plants” PS18.1Contact dermatitis from essential oils/aromatherapy PS18.2Primula, a possible source of airborne contact dermatitis PS18.3Contact allergy to the sesquiterpene lactone calocephalin PS18.4Decreased MDBGN concentration in a product is counteracted by increased exposure PS18.5An insect from California, or ....? PS18.6
POSTERS

Comparison of histamine release test and autologous serum skin test in the diagnosis of autoimmune chronic urticaria P01.1 Tretament of toxic epidermal necrolysis with high-dose intravenous immunoglobulin along with intensive nursing care P01.2 Serum-induced basophil histamine release (HR-Urticaria test) applied on a population suspected of having chronic idiopathic urticaria P01.3 In-vivo assessment of the efficacy of an innovative anti-dandruff shampoo insubjects with scalp dermatitis P02.1 No effect of spironolactone on von Zumbusch pustular psoriasis, a case report P03.1 A double-blind, placebo-controlled study of a commercial Aloe vera gel in the treatment of slight to moderate psoriasis vulgaris P03.2 Successful treatment with Infliximab in metastatic Crohn’s disease in childhood P04.1 Symptomatic achrodermatitis enteropathica: a case report P04.2 Interactions between skin-homing T-lymphocytes and peripheral mononuclear blood cells in patients with atopic dermatitis P05.1 Incidence, severity and management of atopic dermatitis among children in Denmark during the 1990s P05.2 Highlight on atopic predisposition: the Ichthyosis-Prematurity Syndrome P05.3 Pattern of sensitisation to food and inhalant allergens in infancy P05.4 A follow-up study of a topical treatment regime for atopic dermatitis P05.5 Beneficial effects of a medical hand care system in different skin conditions and in hand eczema P05.6 Beneficial effects of a urea containing medical face care system in patients with dry skin P05.7 Foot care with a 10% urea emollient in diabetic and atopic patients: results of two clinical studies P05.8 In-vivo assessment of the efficacy and tolerability of a topical Omega-6-fatty acid treatment in children with atopic dermatitis P05.9 TNF-  induced CTACK/CCL27 (cutaneous T-cell attracting chemokine) expression in keratinocytes is controlled by NF-êB P05.10A cross-over study to compare cyclosprone and estracorporeal photopheresis in severe atopic dermatitis P05.11Treatment with local bath-PUVA therapy P06.1 Educational needs and expectations of psoriasis patients. The patients' perspective P06.2 Education program on atopic dermatitis P06.3 A new potent antioxidant and UVA-protective sunscreen formulation as prophylaxis against polymorphic light eruption P07.1 Sun protection under extreme sun exposure during a high mountain climate therapy in common skin diseases – results of an open surveillance study in 210 patients  P07.2 A light applicator for photodynamic therapy in the oral cavity P07.3 Vitamin-D status in patients with albinism – a case-control study P07.4 Systemic PDT in patients with widespread non-melanoma skin cancers P07.5 Mirtazapine for chronic urticaria P08.1 The hairless guinea pig as a model for treatment of cumulative irritation in humans P09.1 Skin imaging with optical coherence tomography P09.2 
Imaging of skin diseases with optical coherence tomography P09.3 
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PL01
FOOD ALLERGY IN SKIN DISEASE
Carsten Bindslev-Jensen
Department of Dermatology, Odense University Hospital,
Odense, Denmark
Several skin diseases can be elicited and/or excacerbated
by concomittant food allergy. This is especially true for
acute urticaria, which is the most prevalent single symptom
of food allergy and for a proportion of children with atopic
dermatitis. Although recent research has demonstrated that
infants and children with atopic dermatitis often present
with low level and unspecific sensitization to foods
(measured as specific IgE in serum), investigations
performed according to European Academy of Allergology
and Clinical Immunology Guidelines including oral food
challenges has demonstrated a close relationship between
food allergy and atopic dermatitis in children. Other
diseases such as contact urticaria are in some cases
associated with food allergy whereas chronic urticaria only
rarely is associated.

PL02
EVIDENCE-BASED DERMATOLOGY
Hywel Williams
University Hospital, Queen's Medical Centre, Nottingham, UK
The phrase evidence-based dermatology (EBD) is becoming
increasingly popular, yet it is a term that is frequently
abused and misunderstood. Evidence-based dermatology
may be defined as ‘the conscientious, explicit and judicious
use of current best evidence about the care of individual
patients with skin disease’ (1). This definition implies an
active process that requires learning, practice and reflection.
Perhaps the most important phrase in the definition is ‘the
care of individual patients’. EBD is not an intellectual debate,
but a way forward for improving dermatology patients’
welfare at the bedside or in the clinic. Contrary to some
beliefs, EBD does not tell dermatologists what to do, and
its prime purpose is not to cut costs. EBD should not be
reviewed as a restriction on clinical freedom if this is
defined as the opportunity to do the best for your patients,
as opposed to making the same mistakes with increasing
confidence. The practice of EBD involves 4 main steps of:
1) Asking an answerable, structured question, 2) Searching
for the best external information, 3) Critically appraising
that information, and 4) Applying the information back to
the patient in a way that empowers them to become involved
in decision making (2). Systematic reviews such as those
produced by the Cochrane Skin Group are important
sources of information for informing evidence-based
decisions in dermatology (www.nottingham.ac.uk/~muzd).
In one sense, we have all been practising evidence-based
dermatology to varying degrees. The only change is that it
is now becoming more conscious and explicit. Additional
skills are required in order to become competent in the 4
steps. Evidence-based medicine is not a tool to impress or
catch out your colleagues. It is way of trying to help your
patients.
1. Williams HC, Bigby M. The rationale for evidence-baseddermatology. In: Williams HC, Bigby M, Diepgen T,Herxheimer A, Naldi L, Rzany B (eds). Evidence-BasedDermatology. London, BMJ Publishing Group 2003, 9-15.
2. Williams HC. Evidence-based dermatology – a bridge too far?Clin Exp Dermatol 2001;26:714-24.

PS01.1
NEWS IN WOUND HEALING AND INFLUENCING
FACTORS: HOW TO APPLY IN CLINICAL PRACTICE
Finn Gottrup
University Center of Wound Healing, Department of Plastic
Reconstruction Surgery, Odense University Hospital, Odense,
Denmark
Introduction: Wound problems have existed as long as man
has been on Earth, but knowledge of the patophysiological
background for the wound healing process and how this is
influenced by external factors has especially been explored
in the last decade.
Basic science: Our knowledge has improved through an
increasing understanding of the internal growth factors,
cytokines and proteolytic enzymes, but also understanding
of the influencing external factors has been enhanced. Gene
therapy and use of stem cells are areas with increasing
interest in wound healing.
Clinical practice: It has been difficult to apply the news from
basic science into clinical practice. Only a few of the new
achievements from basic research have been established
in daily clinical practice. Regiments with proven effect on
the wound healing process are: debridement, moist wound
healing, infection control (by the use of oxygen, warmth,
Iodine and silver) and Topical Negative Pressure (VAC-
system). Oppositely has the use of growth factors and
artificial skin in clinical practice still not gained full
acceptance everywhere. Recently promising results in the
treatment of chronic wounds, have been shown for
inhibitors against neutrophil functions and neutrophil
products (metalloproteinases) and for stem cells from bone
marrow, which has shown to increase angiogenetic activity
in ischaemic legs of wound patients.
Beside these specific topics the treatment of patients with
problem wounds has been improved by a better organisa-
tion of the clinical work.
Conclusion: News is increasingly coming from research in
the area of wound healing. In spite of difficulties with the
implication of these findings in clinical practice, the
treatment of patient with problem wounds has improved
significantly the last decade.

PS01.2
NEWS IN TREATMENT OF VENOUS LEG ULCERS
Karsten Fogh
Department of Dermatology, Leg Ulcer Clinic, Aarhus
University Hospital, Aarhus, Denmark
Venous insufficiency and venous leg ulcers are common
conditions with high impact on the health care system.
Recognition of the condition is important and is very often
neglected. However, early and proper diagnosing of venous
insufficiency is important in order to initiate proper
preventive measures and to initiate treatment when needed.
Diagnosing of venous insufficiency is based on patient
history, family history, symptoms and clinical appearance.
However, objective measures are needed in order to quantify
the degree of venous insufficiency and apart from
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measuring the ancle/brachial index, the use of duplex
scanning has recently been established as a routine
investigation. This method is fast, accurate and non-
invasive. Treatment of oedema include compression
bandage or compression stockings and recently the four-
layer bandage system has been found as effective as the
Unna’s boot and we have recently found that use of the
four-layer bandage system can lead to a significant
reduction in use of both material and a reduction of the
time used by the nursing staff for bandage changes. Recent
advances in wound bed preparation include silver-
containing dressings and focus has been addressed on
wound pain assessment. More complicated cases with slow
healing are treated by more sophisticated methods such as
vacuum assisted closure (VAC) and a few cases can benefit
from hyperbaric oxygen (HBO) treatment. News in the
treatment of venous valvular incompetence include valvular
reconstruction and sub-fascial endoscopic perforator vein
surgery (SEPS) and these techniques seem promising in the
causative treatment of venous leg ulcers.

PS01.3
NEWS IN TREATMENT OF INFLAMMATORY ULCERS
Tonny Karlsmark
Department of Dermatology and Venereology, Bispebjerg
Hospital, Copenhagen, Denmark
Inflammatory ulcers can be caused by vasculitis or
pyoderma gangraenosum.
Vasculitis comprises a group of disorders that combine
segmental inflammation with necrosis of the blood vessels.
The vascular damage is caused by an immunological and/
or inflammatory mechanism. The symptoms are based on
criteria that include different kind of illnesses with
involvement of specific organs, involvement of small,
medium or large vessels with or without histologic
granuloma and laboratory abnormalities. Necrotizing
vasculitis may be primary disease, may develop in a feature
of systemic disorder or may be idiopathic. The classical
vasculitis in the skin is the cutaneous necrotizing venulitis
and leucocytoclastic vasculitis. Pyoderma gangraenosum is
a destructive necrotizing ulceration of the skin. The
treatment of immunological ulcers can be divided into three
or more parts. Treatment of vasculitis caused by antigen is
removal of the antigen, treatment of an underlying disease
and finally treatment of the vasculitis. Treatment of
necrotizing vasculitis consists of prevention of the
deposition of immune complexes, suppression of the
inflammatory response, modulation of the underlying
immunopathological mechanism and local therapy. Tumor
necrotizing factor (TNF alfa) is the key molecule in aetiology
to pyoderma gangraenosum. Treatment with TNF alfa
antibodies has been used in a few cases with a very good
result. The literature of the new treatment of the
immunological ulcers will be given.

PS01.4
THE COSTS OF TREATMENT OF CHRONIC VENOUS
LEG ULCERS WITH CULTURED HUMAN DERMIS AND
SPLIT SKIN GRAFTING
Anna Hjerppe, S Paananen, T Reunala, A Vaalasti
Department of Dermatology, Tampere University Hospital,
Tampere, Finland

Background: Chronic leg ulcers occur in 1–2% of adult
Western population. They cause pain, affect quality of life
and produce costs both to the patient and community.
Venous leg ulcer treatment options include conservative
and surgical approaches but their total costs have not been
thoroughly evaluated.
Methods: Patients with hard-to-heal chronic venous leg
ulcers treated in our University department were analysed.
They were treated either with traditional split skin grafting
(SSG) or with tissue-engineered human dermis (DG;
Dermagraft®). The data on overall costs was collected
prospectively from randomized patients. Total time used
in the treatment processes by the doctors and nurses was
measured. Their salaries and administration costs as well
as the hospital bed and out-patient costs were calculated.
In addition, the costs of the Dermagraft®, all bandages and
other supplies were taken into account.
Results: The total cost of DG treatment was €1486. This
included a piece of Dermagraft® used 4 times at 2 week
intervals on an out-patient basis. The total cost of SSG
treatment was €1519 requiring one week treatment in a
hospital ward. In the DG group 64% of the total costs derived
from the graft and bandages. In the SSG treatment 7% of
the total costs were from supplies and 93% from the cost
of in-patient hospital care.
Conclusion: The present study shows that the total costs of
DG and SSG treatment modalities are equal in our University
Hospital setting. The cost-effectiveness of these two venous
leg ulcer treatment modalities needs further prospective
analysis where clinical efficacy is taken into account.

PS01.5
TOPICAL THERAPY FOR PERISTOMAL PYODERMA
GANGRENOSUM
Hanne Nybæk1, AG Olsen2, T Karlsmark3, GBE Jemec1
1Division of Dermatology, Roskilde Hospital,, Roskilde,
Denmark
2Stoma Clinic, Departmentof Surgery, Roskilde County
Hospital, Køge, Denmark
3Department of Dermatology, Bispebjerg Hospital, Copen-
hagen, Denmark
Pyoderma gangrenosum (PG) is a rare condition. Patients
with ostomy have a relatively higher risk of PG affecting
the skin around stoma sites. Literature on the management
of parastomal PG is sparse. In this study we report our
experience with topical corticosteroid therapy for 14
consecutive cases of peristomal pyoderma gangrenosum
(PPG). The majority of the cases presented were managed
with simple topical corticosteroids occasionally in
combination with a change of bandage. In 8/14 (57%) cases
ulcer resolution was achieved within 3 months with topical
treatment alone or topical treatment plus a change of
bandage to a silicone-based product applied directly to the
wound under the normal base plate of the stomabag. In
one case ulcer resolution was achieved with bandage alone.
In four cases systemic treatment and/or surgery was
necessary before healing occurred. In all cases PPG healed
following therapy. Our experience suggest that PPG is
neither as uncommon as previously suggested nor as
resistant to treatment. The cases presented suggest that a
significant proportion of PPG can be managed by topical
treatment alone.
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PS02.1
ACNE MORBIDITY AND SCARRING
Gregor BE Jemec
Division of Dermatology, Department of Medicine, Roskilde
Hospital, Roskilde, Denmark
Acne morbidity encompasses a range of problems of both
physical and a psychosocial nature. These problems may
go unnoticed in this otherwise healthy population, and lead
to long-term disability. In addition even mild acne can cause
scarring. The scarring is not only associated with acne
morbidity, but presents an independent vehicle for
continued morbidity if the scars are e.g. atrophic or
hypertrophic. A review of the treatment options for acne
scars will be given.

PS02.2
BACTERIA AND ACNE
Lennart Emtestam1 J Lapins1, E Borglund2, F Nyberg2, K
Stenlund3, L Lundberg4, E Sillerström5, CE Nord5, Cristina
Oprica1,5
1Department of Medicine, Division of Dermatology and
Venereology, Karolinska Institutet, Huddinge University
Hospital, Stockholm, Sweden
2Vällingby Medical Centre, Stockholm, Sweden
3Betania Foundation Hospital, Department of Medicine,
Stockholm, Sweden
4Division of Dermatology and Venereology, Karolinska
Hospital, Karolinska Institutet, Stockholm, Sweden
5Department of Laboratory Medicine, Division of Clinical
Bacteriology, Karolinska institutet, Huddinge University
Hospital, Stockholm, Sweden
Acne vulgaris is a multifactorial disease in which propioni-
bacteria, i.e. Propionibacterium acnes are thought to play
an important role in the pathogenesis of inflamed lesions.
Antibiotics are widely prescribed for acne therapy and the
incidence of antibiotic resistance of P. acnes was gradually
increasing all over the world. The first objective of this study
was to document the prevalence of antibiotic resistance
(tetracycline, erythromycin, clindamycin and trimethoprim-
sulfamethoxazole) among isolates of P. acnes in patients
from the Stockholm area with moderate to severe acne who
were currently being treated with systemic antibiotics
during the last 2–6 months. The second objective was to
determine the genomic diversity and the epidemiological
relatedness among resistant P. acnes strains using pulsed-
field gel electrophoresis (PFGE), which is considered as the
“golden standard” among epidemiological typing methods.
100 antibiotic-treated patients and 30 non-antibiotic-treated
patients participated in the investigation. The susceptibility
of P. acnes was determined by the agar dilution method. In
the group of patients treated with antibiotics, resistant P.
acnes strains were recovered in 37%, while in the non-
antibiotic group of patients the incidence of resistant strains
was 13%. There was a genetic diversity among the P. acnes
strains. Forty-four different patterns of DNA digests were
detected and two predominant clones were found.
Antibiotic resistance in P. acnes presents a worldwide
problem for the treatment of acne. Sweden is well–known
for a very restrictive policy regarding prescription of
antibiotics, but still P. acnes resistance has emerged.

PS02.3
PHOTODYNAMIC THERAPY IN THE TREATMENT OF
ACNE ROSACEA
Hanne Nybæk, GBE Jemec
Roskilde Hospital, Copenhagen University, Roskilde,
Denmark
Rosacea is a common disease, with an estimated prevalence
of 5–10%. Conventional treatment with topical and systemic
antibiotics is mostly successful, but recalcitrant cases
require intensified therapy. We report a 51-year-old woman
with a 4-year history of rosacea, located to forehead, cheeks,
chin and eye involvement. Clinically the rosacea was
characterized by papulopustules, dark-red lesions,
periorbital edema and conjunctivitis. Previous treatment
consisted of tetracycline, and various topical treatments.
Topical treatment was ineffective, and tetracycline was
temporarily effective but had no long-term effect. The
patient received treatment with photodynamic therapy
(PDT) two times during two weeks at the left side of the
face. After 4 weeks the treated skin was cleared. In the
remainder of the face, which was only exposed to the light
and not the 5-aminolevulinic-acid, rosacea was unaffected.
Subsequently the whole face was treated with one session
of PDT and cleared completely. There has been no relapse
during a 3 month follow up. Our observation suggests that
PDT-ALA may play a role in future treatment of select cases
of rosacea.

PS02.4
ISOTRETINOIN MONITORING AND SIDE-EFFECTS
Tina Holst Larsen
Rigshospitalet, Allergiklinikken, Copenhagen, Denmark
Acne vulgaris is a common and disfiguring disease usually
found among young adults. In more severe cases there is a
need of systemic treatment. Isotretinoin is a highly effective
drug in the treatment of acne, although a number of possible
side-effects exist. Isotretinoin is potentially teratogenic,
therefore women of childbearing potential must use an
effective form of contraception for at least 1 month before,
throughout and for at least two menstrual cycles following
discontinuance of treatment. Common adverse effects re-
semble hypervitaminosis A and include mucocutaneous
adverse events, such as dry or peeling skin, epis-taxis, dry
or irritated eyes, cheilitis and rash or erythema of the face.
Less common side effects include headache, corneal
opacities, pseudotumour cerebri, inflammatory bowel
disease, anorexia, alopecia, mus-cle and joint pains and
psychiatric events, especially depression. These effects are
all reversible on the dis-continuation of therapy. Skeletal
hyperostosis has been observed in patients receiving long-
term treatment with isotretinoin. Lipid abnormalities
(elevated triglyceride values, high-density lipoproteins)
eventually causing pancreatitis, elevated liver enzymes and
hepatitis occur. Because of the severe adverse effects
thorough monitoring of the patients is needed including
liver- and kidney function, plasma lipids, serum cholesterol,
blood glucose and pregnancy test before and every month
during treatment. In case of pregnancy, termination is
recommended due to the high likelihood of malformations.



Forum for Nord Derm Ven Vol. 9, 2004 – Suppl. 711

PS02.5
ASSOCIATIONS OF ACNE AND PSYCHO-SOCIAL
FACTORS IN A COMMUNITY STUDY AMONG ADULTS
Florence Dalgard1, Å Svensson2, JØ Holm3, J Sundby1
1University of Oslo, Oslo, Norway
2Malmö University Hospital, Malmö, Sweden
3Ullevål Hospital, Oslo, Norway

Objective: The aim of this study was to describe the
associations of acne with psycho-social factors at a
population level.
Materials and Methods: The method used was a question-
naire on self-reported skin complaints. It was previously
developed and validated. The design of the study was cross
sectional. 40888 in the city of Oslo, in age groups 30, 40,
45, 60 and 75 received a postal questionnaire. It included
questions on self-reported health, and psycho-social factors
as mental distress, negative life events and social network.
18770 responded, thereby obtaining a response rate of 46%.
A non-responder study has been conducted.
Summary of Results: In this urban population the prevalence
of self-reported acne was 3.5% among adults, though highest
for individuals 30 years (8.8%). Among the mental distressed
7.3% reported acne compared to 3.1% of the non mental
distressed. In a logistic regression model when adjusting
for age, gender, marital status, ethnicity, socio-economic
factors, the odds ratios for acne was 1.45(1.10; 1.92) when
having experienced more than two negative life events and
2.19 (1.59; 3.01) when mentally distressed.
Conclusion: This study shows a strong association between
acne and psycho-social factors among adults at a population
level. Further research should explore possible underlying
mechanisms.

PS03.1
MECHANISMS BEHIND ANTIBIOTIC RESISTANT
BACTERIA. STAPHYLOCOCCUS AUREUS AND
RESISTANCE TO FUSIDIC ACID
Peter Gaustad
Institute of Medical Microbiology, Rikshospitalet, University
of Oslo, Norway
Resistance in bacteria can be defined as when the antibiotic
minimal inhibitory concentration is higher than the con-
centration at the focus of infection. Bacterial resistance has
compromised the effectiveness of antibiotics and resistance
is one of the major problems in medicine today. Resistant
bacteria can occur by mutation, but more commonly
resistance emerge from the ability of bacteria to pick up
resistance genes by transformation, transduction or
conjugation. The acquired genes might code for: 1) efflux
pumps 2) enzymes degrading the antibiotics 3) decreased
binding of antibiotics to the target or 4) decreased
permeability of the bacteria.
In dermatology the most important resistance problems
are found in Staphylococcus aureus.

Penicillin was introduced in the early 1940s and, as early
as 1942, penicillin-resistant staphylococci were recognized.
By the late 1960s, more than 80% of staphylococcal isolates
were resistant to penicillin. Methicillin, a semisynthetic
penicillinase-resistant penicillin, was introduced in 1961
and the introduction was rapidly followed by reports of
methicillin-resistant isolates. In the following years
resistance in S. aureus isolates have been reported to a great
variety of antibiotics as aminoglycosides, TMP-SMZ,
quinolones, macrolides, glycopeptides and oxazolidinones.
In the last years resistance against antibiotics used in
dermatology as fusidic acid and mupirocin have emerged.
An overview of the mechanisms of resistance in S. aureus
will be given, with special emphasis on fusidic acid.

PS03.2
SYSTEMIC ANTIBACTERIAL THERAPY OF SKIN
INFECTIONS
Harry Beitner
Department of Dermatology, Karolinska Hospital, Stockholm,
Sweden
Skin infections caused by staphylococcus aureus are
relativly common, but the indication for systemic antibiotic
treatment varies. Widespread impetigo contagiosa can be
caused by a combination of streptococci and staphylococcus
aureus and Isoxazolyl-Pc or cephalosporins (Cefadroxil)
have in independent controlled studies been shown to have
a good clinical effect. In case of allergy, Clindamycin is the
first choice. During the last years a clonally spread of
Staphylococcus aureus resistant to Fusidinic acid and
causing impetigo has been detected in Sweden. The most
common bacteria in skin and soft tissue infections in which
systemic antibiotics are used is Streptococcus pyogenes.
Erysipelas is usually treated with PcV, PcG or in case of
known pc-allergy with Clindamycin. Erysipelas in
association with an open wound or a lymphangitis emerging
from a wound is treated with Isoxazolyl-Pc or a cepahlo-
sporin (Cefadroxil). It has also recently been confirmed that
streptococcal throat infections can not only cause
exacerbation of guttate psoriasis but also chronic plaque
psoriasis. The invasive deep tissue infections by group A
streptococci, such as streptococcal toxic shock syndrom
and necrotizing fasciitis are life threatening. In serious cases
Imipenem is often chosen as an alternative to intra venous
high dose PcG. Combinations with Clindamycin are
common, since Clindamycin inhibits the toxin production
by the streptococci. In cases of fast developing extensive
tissue damage early surgical intervention is essential.

PS03.3
THE ROLE OF MICROORGANISMS IN ATOPIC
DERMATITIS
Merete Hædersdal, EL Svejgaard
Bispebjerg Hospital, Department of Dermatology, Copen-
hagen, Denmark
Atopic dermatitis (AD) is a chronic, inflammatory skin
disease, which may exacerbate due to colonization of the
skin with bacteria, viruses and fungi.
Staphylococcus aureus plays a pivotal role in disease control
due to secondary infection and exotoxins acting as super-
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antigens or allergens. The yeasts Malassezia and Candida
are saprophytic fungi of skin and mucous membranes,
which may aggravate AD due to allergic reactions. Viral
infections, especially herpes simplex virus, are important
factors as well.
The mechanisms of bacteria, fungi and viruses as
aggravating factors of AD will be evaluated. Furthermore,
the outcomes of antibiotic and antifungal treatments will
be reviewed from an evidence-based point of view in order
to identify effective treatments for AD.

PS03.4
STAPHYLOCOCCUS AUREUS CLONAL DYNAMICS IN
CHILDREN WITH ATOPIC DERMATITIS
Hans Lomholt1, KE Andersen2, M Kilian1
1Danish Dermatological Society, Aarhus, Denmark
2Department of Dermatology, Odense University Hospital,
Odense, Denmark
Staphylococcus aureus virulence factors acting as super
antigens or toxins potentially aggravate the eczema in
children with atopic dermatitis. The production of virulence
factors differs among strains of S. aureus and the
colonization pattern over time in single patients has not
been well characterized and compared to the eczema
activity. Therefore the clonal dynamics of S. aureus strains
colonizing 11 children with atopic dermatitis were followed
for a year with swaps taken every 6 weeks from active
eczema, anterior nose, axillae and perineum. The degree of
eczema was scored using SCORAD and individual bacterial
clones identified by pulsed field gel electrophoresis. All
clones were examined for the super antigens TSST-1, SEA,
SEB, SEC, and the toxins -toxin, -toxin, epidermolytic
toxins A and B, and grouped according to the four agr
quorum-sensing groups. The colonization patterns detected
among the children were found to be highly variable with a
few children rarely colonized, some children constantly
harbouring a single clone, and some children dynamically
colonized by up to six different clones. In general clones
persisted or changed independent of local and systemic
antibiotic treatments. Staphylococcal colonization was
associated with a higher SCORAD value. However the
eczema activity varied during periods of no colonization
or continuous colonization by a single clone pointing
towards additional factors affecting the eczema severity.
Interestingly, no significant exacerbation of eczema was
detected during colonization with clones producing super
antigens or toxins indicating that these may be of minor
importance. In contrast, among four children a sudden shift
in agr group of colonizing clones was associated with a
significant exacerbation of the eczema at the time of clonal
change.

PS03.5
THE INCIDENCE OF ONYCHOMYCOSIS IN TOENAILS
IN DIABETIC PATIENTS
Ditte Marie Saunte, J Holgersen, M Hædersdal, G Strauss,
M Bitsch, EL Svejgaard
Dermato-venerology Department, Bispebejrg Hospital &
Copenhagen Wound Healing Center, Bispebjerg Hospital,
Copenhagen, Denmark

Introduction: Diabetic patients have an increased risk of
infections. This study focus on the incidence of toenail
onychomycosis in diabetic patients.
Methods: So far 114 patients have been recruited from in-
and outpatient clinics and evaluated by clinical and
mycological examinations (microscopy and culture). Nail
scrapings were taken from the most deformed nail or, if all
nails appeared normal, from the first right toe.
Results: Patients had diabetes type 1 (30%) and type 2 (70%)
(mean duration 14.3 years, mean age 60.5 years, 71% males).
By clinical examination it was found that 60% of the patients
had abnormal nails (hyperkeratosis, unguis incarnatus and
onycholysis), 72% peripheral neuropathy, 30% had no
palpable foot pulses and 20% had amputated at least one
toe. Overall, 30.7% (n= 35) of the diabetic patients had
toenail onychomycosis. Dermatophyte infections represent-
ed 88.6% (n=31) of the infections. Following species were
identified by culture: T. rubrum (n= 6), T. mentagrophytes
(n= 3), T. tonsurans (n= 1) and 21 by microscopy only. Yeast
represented 11.4% (n=4) of the infections and following
species were identified by culture: C. krusei (n= 2), C.
albicans (n= 1), C. glabrata (n= 1).
Conclusion: Diabetic patients have a higher occurrence of
onychomycosis (30.7%) than the background population,
which has an estimated incidence of approximately 5%.

PS04.1
THE DRUG ERUPTIONS THAT YOU MAY IGNORE AND
THE DRUG ERUPTIONS THAT YOU SHOULD FEAR.
Carsten Sand
Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
Drug eruptions are often encountered in daily clinical
practice. The exposure of the population for a variety of
different drugs has grown considerably in recent years,
resulting in increased risk of adverse events related to the
skin and mucous membranes. Drug eruptions are seldom
clinically specific but may resemble or immitate other skin
diseases. In this presentation examples of the different
types of drug-related adverse reactions from the skin will
be presented. In addition the most significant and important
interactions will be mentioned.

PS04.2
DRUG ERUPTIONS IN A POPULATION OF PATIENTS
WITH ACUTE DERMATOLOGIC SKIN CONDITIONS IN
A UNIVERSITY HOSPITAL CLINIC IN COPENHAGEN
Helle Kiellberg Larsen, C Sand
Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
In a 3-month period in 2003 a total of 428 consecutive new
patients was referred for various skin diseases that needed
subacute and acute dermatological evaluation in a university
hospital setting. Retrospectively referral pattern, age ratio
and sex ratio were examined. Two hundred and twenty-
five (53%) of the 428 patients were referred from other
hospital clinics in the local area. 66 (15%) were referred
from private practising dermatologists and 64 (15%) came
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from general practitioners (GP’s) in the city of Copenhagen.
Referral information was not noticed in 35 (8%) of the 428
patients.
The most prevalent final diagnoses were: unspecified
eczema (10.7%), drug eruptions (6.3 %), psoriasis (6.3%),
atopic dermatitis (5.6%) seborrheic dermatitis (3,5%),
seborrheic keratosis (3.3%) toxic contact dermatitis (3.0%),
urticaria (3.0%), malignant skin tumours (2.5%), candidiasis
(2.5%), asteatotic eczema (2.1%), stasis dermatitis (2.1%) and
erysipilas (2.0%). That drug eruptions are one of the leading
causes of acute referral conditions probably reflect the
proximity to other hospital settings, where a large number
of patients receive several systemic medicaments for
various conditions. It is concluded that the disease pattern
in an acute outpatient dermatologic university clinic is
markedly different from that seen among private practising
dermatologists and GP’s.

PS04.3
DRUG-INDUCED DERMATITIS
Niels K Veien
Dermatology Clinic, Aalborg, Denmark
Various types of dermatitis induced by drugs will be
reviewed, including irritant and allergic contact dermatitis,
fixed drug eruption and popular dermatitis. Allergic contact
dermatitis is the most commonly described drug-induced
dermatitis resulting from the application of drugs on the
skin. Drug used topically as well as systemically may cause
systemic contact dermatitis. Diagnostic methods will be
reviewed with emphasis on patch testing, the most
commonly employed test method. Based on the literature
and the personal experience of the author, clinical examples
of the most common types of reactions and some newly
reported reaction patterns will be discussed.

PS04.4
PREVALENCE OF ACUTE CUTANEOUS DRUG
REACTIONS AT ODENSE UNIVERSITY HOSPITAL
JE Borch, KE Andersen, Carsten Bindslev-Jensen
Department of Dermatology, Odense University Hospital,
Odense, Denmark
Introduction: Acute cutaneous drug reactions (ACDR) have
been reported to be frequent in hospitalised patients in
e.g. France or US (2% and 2.2%, respectively). No data are
available from the northern part of Europe.
Methods: Cross-sectional study with four unannounced
visits to all clinical departments of our hospital during one
year in order to find all in- and out-patients with possible
drug-associated skin symptoms lasting <14 days. Eliglible
patients were offered investigation for drug allergy with
clinical examination by a dermatologist, blood sampling,
and skin biopsy at inclusion, and patch tests, skin prick
tests, intradermal tests and drug challenge tests >4 weeks
later. Finally an imputability analysis was performed for
each drug.
Results: A total of 131 patients were referred for evaluation.
57 fulfilled inclusion criteria. 40 were included, 17 did not
wish to participate. 16 patients underwent the full
investigation programme whereas 20 only participated in
parts of the investigations. Four died prior to elective

investigations. The overall prevalence of ACDR was 0.3%.
The most common reactions were maculo-papular rashes
and urticaria. Further a number of single reactions were
found (e.g. DRESS or TEN). The most frequent culprit drugs
were â-lactam antibiotics followed by chemotherapeutics.
Conclusions: The prevalence found in our study is lower
than reported by others. Variations in the pharmaco-
therapeutical cultures between countries may be the
explanation. The most common clinical reactions observed
in the present study are similar to those reported in other
studies.

PS04.5
METHOTREXATE USE AND MONITORING IN
DENMARK AND SWITZERLAND - A BENCHMARKING
STUDY
Tomas Norman Dam1, R Panizzon2, GBE Jemec1
1Division of Dermatology, Department of Medicine,
Roskilde Hospital, Roskilde, Denmark
2Department of Dermatology, University Hospital, Lausanne,
Switzerland
Introduction: Benchmarking is a comparison of local or
individual practice in different places or individuals, and
is an important tool for quality assurance. The objective of
the study was to identify possible differences in the use of
low-dose methotrexate (MTX) among dermatologists in
Denmark and Switzerland. Low-dose MTX is well tolerated
by most patients, but because of possible serious side
effects it is necessary to monitor the treatment closely.
Methods: An anonymous questionnaire was sent to all
members of the associations of dermatologists in Denmark
(DK) and Switzerland (CH). A total of 106 practicing
specialists and 40 dermatologists working in hospitals
participated in the study.
Results: 88% of the specialists used MTX. PIIINP was used
to monitor fibrosis by 53% in DK and 4% in CH. Adequate
female contraception was required by 100% in CH and 57%
in DK.
Conclusions: Significant differences appear to exist in the
routine use of low-dose MTX in DK and CH. These
differences appear in spite of the facts that evidence-based
guidelines have been available for some years. It is
suggested that differences in local patterns of use may be
modified to reflect contemporary evidence-based guidelines
better. It is also suggested that biological resilience may
compensate for local differences of use and that additional
data therefore are necessary before core quality criteria can
be identified. The necessary data may be provided from
national or international databases describing the outcomes
of routine uses of drugs.

PS05.1
ANDROGENETIC AND DIFFUSE ALOPECIA
Cato Mørk
Department of Dermatology, Rikshospitalet University
Hospital, Oslo, Norway
Androgenetic alopecia is a progressive patterned hair loss.
A polygenetically inherited susceptibility is a prerequisite,
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and androgens initiate and perpetuate the hair loss. The
androgens shorten the duration of the anagen growth phase
and miniaturise the hair follicle. For men the diagnosis is
usually obvious. Women commonly present early with
diffuse hair loss and other differential diagnoses may need
to be considered, including diffuse alopecia with excessive
telogen hair shedding. Women should be routinely screened
for thyroid abnormalities or iron deficiency causing telogen
effluvium. Androgen assays should be reserved for those
with clinical signs of hyperandrogenism. A drug and diet
history is important. Intercurrent hair shedding may reveal
or amplify the pattern of a previously unrecognised
androgenetic alopecia. Prognosis for hair regrowth is
generally good if the cause of the telogen hair shedding
can be found and eliminated. Emotional and social support
is important and ensuring reasonable expectations when
new treatment modalities are initiated. Monitoring of hair
loss and regrowth is difficult. Scalp photographies are
recommended at 6-12 month intervals. The drawback of
current medications is that they are limited cosmetic effect
and work for about as long as they are used. Managing
disappointments remains unfortunately a large part of
caring for anyone with androgenetic alopecia.

PS05.2
ALOPECIA AREATA AND SCARRING ALOPECIA
Heli Hyry
Skin and Allergy Hospital, Helsinki University Central
Hospital, Helsinki, Finland
Severe forms of both alopecia areata and scarring alopecia
may lead to permanent hair loss of large areas. Fortunately,
even untreated alopecia areata is usually reversible.
Alopecia areata is considered to be an autoimmune disease.
Mild alopecia areata (less than 40% of scalp area affected)
can be treated with topical or intralesional corticosteroids.
Oral corticosteroids or immunotherapy with a topical
sensitizer such as diphenylcyclopropenone are sometimes
successful in severe alopecia areata. However, their effects
are often transient. The side effects of long term therapies
must be considered.
Scarring alopecia is a group of diseases that lead to follicular
destruction. It is difficult to classify and difficult to treat.
It can be classified to primary and secondary scarring
alopecia. In primary scarring alopecia the follicular unit is
the target of the disease. In contrast, in the secondary
scarring alopecia the follicle is a bystander destructed by a
non-follicular disease. Another classification consists of
partly overlapping conditions: central centrifugal scarring
alopecia, lichen planopilaris, lupus erythematosus and acne
keloidalis. The treatment of difficult scarring alopecia may
consist of corticosteroids, minoxidil, hydroxychloroquine,
antibiotics, immunosuppressive drugs, dapsone, retinoids,
thalidomide, laser treatment, excision, radiation or hair
transplantation either alone or in combinations.

PS05.3
HEREDITARY HYPOTRICHOSIS SIMPLEX OF THE
SCALP. STUDIES LEADING TO UNDERLYING
CORNEODESMOSIN-GENE MUTATIONS
Flemming Brandrup1, A Bygum1, RC Betz2, E Levy-
Nissenbaum3, E Pras3, M Simon4, G Serre4, MM Nöthen2

1Department of Dermatology, Odense University Hospital,
Denmark
2Department of Medical Genetics, University of Antwerp,
Belgium
3Danek Gartner Institute of Human Genetics; Sheba
Medical Center, Tel Hashomer and Tel Aviv University,
Israel
4Department of Biology and Pathology of the Cell, University
of Toulouse III, France
Hypotrichosis simplex of the scalp is an autosomal
dominant form of alopecia. Affected individuals have
normal hair in early childhood but experience progressive
loss of scalp hair beginning in the middle of the first decade
resulting in almost complete baldness by the third decade.
Four Danish patients were published in 1915 (1) and
additionally 9 cases from a four generation family in 1991
(2), which have been unified and extended in a 9 generation
pedigree covering 153 individuals. A genomewide linkage
scan on DNA from Danish family members (affected and
non-affected), supplemented with a Spanish family,
localized the gene to chromosome 6p21.3 (3). Further
investigations of these families and a large Israeli family,
revealed mutations in a gene encoding corneodesmosin, a
glycoprotein expressed in the inner root sheath of hair
follicles (4).
References
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PS05.4
ACHRODERMATITIS ENTEROPATHICA: GENEALOGIES
AND GENETIC EPIDEMIOLOGY IN NORWAY
Tobias Gedde-Dahl
Department of Dermatology, Rikshospitalet University
Hospital, Oslo, Norway
Up to 1970 all 9 Norwegian families diagnosed as achro-
dermatitis enteropathica (AE) had been published. Adding
3 families from the 1970s these were then ascertained for
genetic linkage analyses and extensive genealogical studies.
Four geographic origins to the majority of AE genes were
defined (Gedde-Dahl, 4th Int.Congr Hum Genet, Paris 1971.
Excerpta Medica 1971; 75: 233). The four sources were in
Middle Norway (AE*N1), East Norway (AE*N2), and Western
Norway (north AE*N3, south AE*N4). Sources were shown
“allelic” by “genetic compounds”, one of which had an
abortive symptomatology suggesting part-complementation
of non-identical AE-mutations. In the last 2 decades only 3
further families have come to our knowledge, and ancestries
have been incompletely studied. We are restudying all
accessable families to confirm predicted gene source origins
by DNA-haplotyping around the recently reported AE-
causing gene (SLC39A4) for reducing number of patients
needing direct mutation detection.
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the circoviruses – might represent the mere tip of the
iceberg of a multitude of genomic sequences, which by
extensive divergence have escaped detection by the DNA
amplification assays in current use.

PS06.2
HIV-PATIENT CARE AT A CLINIC FOR DERMATOLOGY
AND VENEREOLOGY
Ing-Marie Bergbrant
Department of Dermatology, Sahlgrenska University
Hospital, Göteborg, Sweden
Since 1985 our department have had a special clinic for
HIV-positive patients. We have taken care of the patients
from diagnosis to death. To date about 200 patients have
been under treatment and currently 80 patients are under
our care.
During the years the management of the patients has
changed a lot. The biggest change came 1996 when highly
active antiretroviral therapy was introduced. The morbidity
and mortality declined dramatic and our work changed from
diagnosing and treating opportunistic infections to
management of complicated treatment regimens, resistance
problems and side effects.
To give good care to these patients, important things are
to be interested and have good knowledge in this disease,
to be used to talk about sexual behaviour and ability to
build up a multidisciplinary team around the patients. We
think that doctors specialized in dermatology and
venereology suits very well for this task.
The presentation will cover different aspects of HIV-care
and give data from a 20-year follow-up of our patients.

PS06.3
IS THERE A LINK BETWEEN OROPHARYNGEAL AND
GENITAL HPV INFECTIONS?
L-M Aaltonen1, Suvi Cajanus2, L Bäck1, J Paavonen3, A
Rank2
1Department of Otorhinolaryngology-Head and Neck
Surgery, Helsinki University Central Hospital, Finland
2Department of Dermatology and Venereal Diseases,
Helsinki University Central Hospital, Finland
3Department of Obstetrics and Gynecology, Helsinki
University Central Hospital, Finland
Introduction: Adult-onset laryngeal papillomatosis is a
frequently relapsing-disease affecting especially males. We
studied the history and prevalence of extralaryngeal HPV
infections in these patients to find out their susceptibility
to HPV.
Methods: Of adult-onset laryngeal papilloma male patients
treated at Helsinki University Central Hospital during 25
years, we examined 50 for clinical findings, Pap, and
cytological samples from oral mucosa and urethra,
biopsying HPV-suspect lesions. Fifteen female sexual
partners underwent gynecological examination and HPV
antibody assay, the latter done also to patients and controls.
Immunohistochemistry was performed on laryngeal
papilloma biopsies.

PS05.5
A SPORADIC CASE OF CONGENITAL HYPOTRICHOSIS
TREATED WITH MINOXIDIL
Heli Hyry, L Jeskanen
Skin and Allergy Hospital, Helsinki University Central
Hospital, Helsinki, Finland
Atrichia congenita is characterized by permanent absence
or loss of hair. Congenital hypotrichosis is a less severe
form of the same process. It may be autosomal recessive
or autosomal dominant. Also sporadic cases have been
reported. In these cases the diagnosis and classification is
difficult. The differential diagnosis includes diffuse
congenital alopecia areata. We present a 4-years-old girl
who had only sparse lanugo hair in birth. Later, thin hair
growth of 2 cm was seen. The light microscopy examination
of her hair was normal. The scalp biopsy revealed decreased
density of hair follicles. Hair pull test was negative. The
growth of our patient was retarded (–2.5SD). No mental
retardation or other abnormalities have been noticed. She
has no family history of hair disorders. After 1 year’s
treatment with minoxidil, she has still diffuse alopecia in
frontal area. However, her other hair is totally normal.
Usually no treatment is effective in this disease. The
diagnostical problems will be discussed.

PS06.1
NEW AND OLD PARVOVIRUSES IN HUMAN SKIN
Klaus Hedman
Department of Virology, Helsinki University Central Hospital
& University of Helsinki, Helsinki, Finland
Parvoviruses are small, non-enveloped DNA viruses
infecting mammalians widely. The exclusive human
pathogen known is parvovirus B19, causing a variety of
illness including erythema infectiosum and other skin
diseases, postinfectious artropathy, fetal death, acute or
chronic anemia, and various autoimmune phenomena. In
1997 we, against the dogma, showed ubiquitous decades-
long persistence of B19 DNA genomes in human synovial
tissue. We further showed that the persistent viral genomes
are of preserved integrity and apparently full-length coding
capacity. In 2002, we and others discovered in human skin
a parvovirus variant, now designated genotype 2, which
differs from all the known parvoviruses so much that it
was only barely detectable by the existing B19-PCR methods.
Unlike for the B19 prototype, skin appears to be the
preferred persistence site for genotype 2. The exact location
(dermis/epidermis; cell type) of the B19 genome persistence
is under study. Furthermore, we and others have detected
in human skin, genomic DNA of a recently discovered single-
stranded-DNA (ssDNA) virus, TT-virus (TTV), the first
circovirus known to infect humans. However TTV, unlike
parvo, persists ubiquitously also in human blood, whereby
the persistence mechanisms in human skin for the two
ssDNA virus families may be distinct.
The findings on long-term, low-level ssDNA persistence of
the parvo and circo viruses have revolutionised the
diagnostic criteria for arthropathy and other infectious
illnesses; and may cast new light on the pathogenesis of
autoimmune disease. With this ssDNA-virus microflora in
human tissues we furthermore hypothesise that the
hitherto-recognised human parvoviruses – in analogy with
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Results: Of the patients, 16% (8) had a history of genital
warts, of the controls 12.5% (6 of 48). A history of skin
warts was more common in patients. Their prevalence of
genital warts was higher (3 of 50, 6%) than (1%, earlier study)
in the general population. Prevalence of oral HPV DNA was
8% (4 of 50). HPV antibodies were no more frequently
elevated in patients, with viral L1 protein expression in only
4 of 41 (9.8%) of laryngeal biopsies. Patients’ sexual habits
were unexceptional except for over-representation of high-
frequency orogenital sex initiated mean 9.7 years before
diagnosis.
Conclusions: Patients with adult-onset laryngeal papilloma-
tosis seem to be prone to HPV infections. That viral L1
structural proteins were seldom expressed in laryngeal
papillomas was related to poor humoral immune response:
these proteins are antigens for HPV antibodies. Primary
laryngeal HPV infection in adolescence may remain latent,
requiring co-factors to develop into the clinical disease.

PS06.4
ONCE DAILY VALACICLOVIR REDUCES
TRANSMISSION OF GENITAL HERPES
Anders Strand
Department of Medical Sciences, Dermatology and
Venereology, University Hospital, Uppsala, Sweden
Background: Transmission of genital herpes to a sexual
partner is a major concern to patients. Daily valaciclovir
suppresses genital herpes clinical recurrences and HSV
shedding. We investigated the efficacy of once-daily
valaciclovir suppressive therapy in the source partner for
reducing genital herpes transmission to the susceptible
partner in heterosexual, monogamous, HSV-2 discordant
couples.
Methods: In a randomized double-blind study, HSV-2
seropositive source partners with a history of <10 episodes/
year received valaciclovir 500 mg once daily or placebo for
8 months. HSV-2 seronegative susceptible partners were
monitored monthly for acquisition of genital herpes.
Couples were offered condoms and counseled on safer
sexual behaviour at all visits. The primary endpoint was
the proportion of susceptible partners with a first episode
of symptomatic genital herpes (confirmed by HSV-2 culture,
PCR or seroconversion). All endpoints were ratified by an
endpoints committee prior to unblinding the study.
Results: 1484 couples participated in the study. 741 source
partners received placebo and 743 received valaciclovir. 488
susceptible partners were women and 996 were men.
Sixteen (2.2%) subjects in the placebo, vs 4 (0.5%) in the
valaciclovir group acquired symptomatic genital herpes,
relative risk = 0.25, 95% CI 0.08, 0.74, p=0.011, a 75%
reduction in the risk. Twenty-seven (3.6%) of placebo vs 14
(1.9%) of valaciclovir treated partners transmitted genital
HSV-2 infection (measured by laboratory-confirmed
symptoms or seroconversion). At any time the risk of
transmitting HSV-2 infection was reduced by 48% (hazard
ratio = 0.52, 95% CI 0.27, 0.99, p=0.039). Adverse events
were similar in nature and frequency between treatment
groups.
Conclusions: Once daily valaciclovir suppressive therapy
significantly reduces the transmission of genital herpes
among heterosexual HSV-2 discordant couples. This is the

first randomised controlled trial of an antiviral demon-
strating a reduction in sexual transmission of an infection.

PS07.1
PSORIASIS PHENOTYPE AT DISEASE ONSET
Mona Ståhle
Department of Dermatology and Venereology, Karolinska
Institute, Stockholm, Sweden
Psoriasis is one of the most studied diseases in dermatology.
Despite detailed clinical and histological characterization
and extensive genetic and epidemiological research, our
understanding of psoriasis is still incomplete.
To obtain thorough and reliable knowledge on the
epidemiology and clinical features of the disease over time,
we have undertaken the effort to establish a cohort of
psoriasis patients that are identified within 12 months of
disease onset in the Stockholm area and we present data
on the first 400 patients, 76 with guttate psoriasis
phenotype and the majority of the remaining being of the
plaque type. In accordance with previous data, guttate
phenotype was associated with a younger age at onset and
a recent streptococcal pharyngitis which was verified by
culture in 63% of cases, while the predominating precipiting
factor in the plaque phenotype was a recent life crisis event.
Positive family history did not differ between groups.
Psoriasis arthopathy was diagnosed in 5% of the guttate
and in 15% of the non-guttate patients at disease onset.
The patients will be surveyed for disease course, response
to treatment, co-morbidity and psycho-social factors and
phenotype/genotype correlations will be performed. The
strategy may help resolve some remaining puzzles in
psoriasis.

PS07.2
MICROORGANISMS IN INTERTRIGINOUS PSORIASIS:
IMPLICATIONS FOR TOPICAL THERAPY
Ingela Flytström
Department of Dermatology & Venereology, Sahlgrenska
University Hospital, Göteborg, Sweden
Infection can be a trigger and an aggravating factor in
psoriasis. Antibacterial and/or antifungal agents are
commonly used in the treatment of intertriginous psoriasis,
because it is believed that flexures in psoriasis are often
colonized by Candida species and Staphylococcus aureus.
Bacterial and fungal cultures were studied from 32 psoriatic
patients with no topical treatment in the intertriginous
areas, from 13 patients treated with topical steroids and
from patients with no psoriasis or other affections of the
skinfolds. Untreated psoriatic patients were colonized by
S. aureus significantly more often than the control group
but infection seemed to be unlikely. Candida was not found
in any of the groups. It is proposed that intertriginous
psoriasis be treated with topical steroids alone and that
the routine use of antimycotic and antibacterial
combinations should be avoided.
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PS07.3
SYSTEMIC TREATMENT OF PSORIASIS WITH FUMARIC
ACID ESTERS: AN OVERVIEW
Ulrich Mrowietz
Department of Dermatology, University Clinic Schleswig-
Holstein, Campus Kiel, Kiel, Germany
Fumaric acid esters have been used for the systemic therapy
of psoriasis since 1959. A defined mixture of fumaric acid
esters (Fumaderm®) is registered for treatment of severe
psoriasis vulgaris since 1994 in Germany only, however,
the drug is also available for some patients in The
Netherlands, England and Italy.
The composition of the marketed mixture was created by
empirical means. The main ingredient, dimethylfumarate
(DMF), is the active substance, which is now in a European
multicenter trial for psoriasis as a monosubstance in the
galenical formulation of microtablets.
In recent years many new pharmacological activities of DMF
and its main metabolite, methylhydrogenfumarate (MHF),
have been discovered. It was shown that DMF is a potent
inhibitor of nuclear factor kappa B (NFkB)-translocation,
thereby decreasing the synthesis of a variety of pro-
inflammatory mediators such as interleukins 8 and 12 and
of adhesion molecules like ICAM-1, VCAM-1 and E-selectin.
In a variety of cells including activated T cells and monocyte-
derived dendritic cells DMF induces apoptosis in a dose-
and time-dependent fashion. A shift of a Th1- to a Th2-like
pattern was found in T cells treated with MHF.
Data from clinical studies show that Fumaderm® is an
effective treatment with a favourable safety profile. Adverse
events mainly consist in gastro-intestinal complaints and
flush. By using the new galenical formulation of micro-
tablets GI-effects do no longer occur. There are no reports
about an increased risk of malignancies or infections even
after continuous long-term use over several years.
Fumaderm® can be combined with topical anti-psoriatic
drugs. A synergistic action was demonstrated by using a
combination of Fumaderm® with calcipotriol.
Therefore, fumaric acid esters, namely DMF, may be
regarded as a drug of choice for patients with psoriasis in
which systemic therapy is indicated.

PS07.4
UPDATE ON BIOLOGICALS
Knud Kragballe
Department of Dermatology, Aarhus University Hospital,
Aarhus, Denmark
Advances in molecular immunology have revealed the key
role of T cells and cytokine networks in the genesis and
maintenance of the psoriatic phenotype. Together with
advances in large scale protein synthesis technologies, this
has resulted in the development of novel targeted therapies
using engineered antibodies and fusion proteins.
Clinical phase III have been conducted with alefacept,
efalizumab, infliximab and etanercept. These compounds
differ in their onset of action, duration of improvement

and incidence of side effects. The safety and efficacy appear
to compare favourably to convential anti-psoriatic therapies.
Although, there are concerns over cost, administration
methods and immune impairment, it is important that
biologicals become approved for the indication psoriasis.

PS07.5
A CLINICAL DATABASE ON PSORIASIS PATIENTS
TREATED WITH BIOLOGICAL AGENTS: REPORT FROM
A NORDIC STUDY GROUP
Jørgen R Rønnevig
Department of Dermatology, The National Hospital, Oslo,
Norway
The continuous basic research in immunology and immune
pathology has offered clinicians new tools for treatment of
severe diseases with an unmet need for efficient and safe
medications. We have witnessed new biological agents
within several fields of medicine and we are now within
the first phase in dermatology. Various degrees of efficacy
have been shown for the biologicals in psoriasis and for
some drugs potentially severe short-term side effects have
been reported. However, the rare and the long-term side
effects will never be evident in clinical trials but the
knowledge will eventually accumulate if patients exposed
to the biologicals are followed-up systematically. A Nordic
initiative to establish a database for this purpose will be
presented. The database will be as simple as possible in
order to facilitate the establishment of a proper registry.

PS07.6
NO LONG-TERM CHANGES IN QUALITY OF LIFE
FOLLOWING CLIMATE THERAPY FOR PSORIASIS
Astrid K Wahl1, C Mørk2, B Cooper3, G Padilla3
1Oslo University College, Oslo, Norway
2Rikshospitalet, Oslo, Norway
3UCSF, Oslo, Norway
Climate therapy is supplemental for patients with psoriasis
who require hospitalisation and frequent outpatient care,
and may also be part of sequential or tailored regimens in
many patients. To our knowledge no study has shed light
on long- term patterns of quality of life related to climate
therapy. This paper describes a study of 286 patients who
underwent climate therapy in 2001. The study evaluated
changes in perceived disease severity (SAPASI), health status
(SF-36), life quality (1 item question) and self-acceptance
of appearance (1 item question) throughout a period of eight
months following climate therapy. The results were
strikingly similar across measures. The lowest disease
severity, better health and life quality, and more complete
self-acceptance of appearance occurred two weeks after
therapy. However, by 4 and 8 months after therapy, all
measures had returned to approximately the same level as
before treatment. The results do not support a long-term
effect of climate therapy with regard to patient-perceived
disease severity and quality of life. Experimental research
is needed to more fully examine the effects of climate
therapy.

Parallel Sessions



Forum for Nord Derm Ven Vol. 9, 2004 – Suppl. 7 18

PS08.1
CONGENITAL ICHTHYOSIS AND ITS DIFFERENTIAL
DIAGNOSES
Anders Vahlquist
Department of Dermatology, Uppsala University, Uppsala,
Sweden
Congenital ichthyosis (CI) is a rare condition with a broad
etiologic spectrum ranging from dominant negative keratin
mutations, as in epidermolytic hyperkeratosis (syn. bullous
ichthyosis), to various recessively inherited diseases with
associated extra-cutaneous symptoms, such as Sjögren-
Larsson and Netherton syndromes. The most common cause
of CI is however deficiency of transglutaminase 1 due to
heterozygous or homozygous TGM1 mutations which
causes defects in the cornified cell envelope. This is typically
associated with a collodion baby phenotype at birth which
subsequently transforms into lamellar ichthyosis or
ichthyosiform erythroderma. In our study of nearly 200
cases of CI from Scandinavia and Estonia, TGM1 mutations
accounted for about 50% of non-bullous CI, whereas
syndromic CI with known causes represented about 20%
and various yet unidentified mutations leading to typical
ultrastructural abnormalities in epidermis accounted for
the rest. Bullous CI, on the other hand, was exclusively
caused by keratin (K1, 2e or10) mutations, most of which
represented gametic or somatic de novo mutations. Keratin
mutations accounted for at least 25 cases in our study, a
few of which were clinically characterized by pachonychia
congenita or nevoid lesions. Early diagnosis is essential not
only for a correct medical attention but also for informing
the parents about the prognosis, especially when there is
no previous history of CI in the family. Today, numerous
biochemical, genetic and ultrastructural methods are
available to classify CI within weeks after birth. Irrespective
of CI type, the baby’s skin barrier failure at birth often
necessitates intensive care to control for dehydration and
hazardous skin infections. Frequent application of
petrolatum-based ointments is a routine treatment for
collodion babies, but may increase the risk of septicemia
when used in a high humidity environment.

PS08.2
EPIDERMOLYSIS BULLOSA – AN UPDATE
Dörte Koss-Harnes
Department of Dermatology, The National Hospital, Oslo,
Sweden
The talk will give an overview of the broad disease complex
of epidermolysis bullosa. Current diagnostics of
epidermolysis bullosa of the newborn, their possible clinical
features as children and adults and the most common
discoveries regarding the etiology of the disease will be
discussed.

PS08.3
CHILDHOOD ATOPIC ECZEMA
Kristiina Turjanmaa
Department of Dermatology, Tampere University Hospital,
Tampere, Finland

Atopic eczema (AE) is a common disease in childhood,
cumulative prevalence up to 15–20% has been reported in
population-based studies. Food allergies play an important
role in the pathogenesis of AE in children, being most
common in infancy. All children with moderate to severe
AE that is difficult to treat should be studied for food
allergy. A strong association has been shown between AE
and IgE-mediated allergy to milk, egg, peanut, cereals, soy
and fish, but more than two-thirds of patients intolerant to
foods show no evidence of IgE sensitization to the relevant
food.
Because of the simultaneous sensitization to multiple foods
the diagnosis is often difficult to establish. Clinical history,
skin prick testing, measurement of specific IgE-antibodies
and lately the atopy patch test are usuful tools to find out
the suspected foods. Introduction of an appropriate
elimination diet is needed to minimize the symptoms and
for verifying the allergy by challenge tests. Other
environmental allergens like animal dander, house dust mite
and pollens may also be responsible for the AE in childhood.
Elimination diets are the treatment of choice. Mastery in
nutritional facts and cooperation with the dietician are
needed to avoid failure to thrive. Repeated challenges are
indicated because most children grow out their allergies to
so-called basic foods (milk, egg, cereals, soy). In older
children sensitized/allergic to pollens cross-reacting foods
may be responsible for the AE. Diagnosis can be done with
prick-prick testing and provocation tests.

PS08.4
SKIN INFECTIONS IN CHILDREN
Lone Skov
Department of Dermatology, Gentofte Hospital; Gentofte,
Denmark
Bacterial, viral and fungal infections are common in
children. This talk will focus on the recent findings in
relation to staphylococcal infection in children. Impetigo
is the most common staphylococcal skin infection.
Staphylococcal impetigo is often bullous due to the
exfoliative toxin A produced by Staphylococcus aureus.
Staphylococcal exfoliative toxin A which also cause the more
severe staphylococcal scaled-skin syndrome has just been
shown to targets desmoglein 1 in the epidermis leading to
blister just below the stratum corneum. Desmoglein 1 is a
cadherin that mediates cell to cell adhesion and is already
known as the receptor for the autoantibodies in pemphigus
foliaceus. Staphylococcal skin infection is seen in most
patients with atopic dermatitis and may lead to exacerbation
of the eczema. Recent findings including release of
superantigens from the Staphylococcus aureus, increased
ability for binding Staphylococcus aureus and decreased
ability to generate antimicrobial peptides in atopic skin may
help to explain the increased frequency and severity of
staphylococcal skin infection in patients with atopic
dermatitis.

PS08.5
SJÖGREN-LARSSON SYNDROME AT BIRTH AND IN
CHILDHOOD
Agneta Gånemo1, S Jagell2, A Vahlquist1
1Department of Dermatology, University Hospital,
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Uppsala, Sweden
2The Habilitation Unit, Gävle, Sweden
Sjögren-Larsson syndrome (SLS) is a rare autosomal
recessive disorder characterized by congenital ichthyosis,
mental retardation and spasticity mapped to chromosome
17p11.2. All 33 SLS-patients in Sweden were examined by
us in 2003. The ichthyosis was present at birth in all 33. It
was generalized with a slight or moderate hyperkeratosis
which was less pronounced in the face. Collodion-like
membranes were never seen at birth. The skin costume
appeared to be too large and oedematous in some children.
Almost half of them had erythema during the first week of
life, often slight sometimes pronounced. Spasticity more
pronounced in the legs developed between 4 and 34 months
of age and mental retardation was noticed at 6 to 34 months
of age. At our last investigation in the year 2003, three of
the patients were still in child age 4, 8 and 9 years of age
(one of them adopted from Colombia). Their ichthyosis was
generalized with scaly and thickened skin especially around
the neck and trunk. Hair and nails were clinically normal
as well as the face. Itching was prominent and they had
hypohidrosis. The treatment was lubrication daily with
emollients including keratolytics, lactic acid and propylene
glycol. It is of great value if the dermatologist includes SLS
in the differential diagnosis when seeing a newborn child
with congenital ichthyosis. Early genetic and prognostic
information and planning of the child’s habilitation are
important.

PS08.6
ACHRODERMATITIS ENTEROPATHICA: 8Q24
HAPLOTYPES REVEAL DIAGNOSIS
Carl Wilhelm Haakenstad, D Koss-Harnes, T Gedde-Dahl
Department of Dermatology, Rikshospitalet University
Hospital, Oslo, Norway
In 2001, an US research group discovered by genome
screens that the acrodermatitis enteropathica gene mapped
to chromosome 8q24 and subsequently it was found causal
mutations in the SLC39A4 gene. Due to our long-term study
of 8q24 harbouring the plectin gene PLEC1, we decided to
use our 8q24 markers to establish the SLC39A4-flanking
haplotype background in Norwegian AE families. Previous
genetic epidemiological work suggested the majority of gene
carriers to carry only 4 major haplotypes. Haplotypes,
forming basis for planned gene mutation search, will be
explained and presented.

PS08.7
SKIN MANIFESTATIONS IN CHROMOSOMAL
MOSAICISMS
Flemming Brandrup1, LK Hansen2, A-M Gerdes3, LB
Ousager3, K Rasmussen3
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Department of Paediatrics, Odense University Hospital,
Odense, Denmark
3Department of Clinical Genetics, Odense University Hospital,
Odense, Denmark
Chromosomal mosaicism is the basis of many cases of
pigmentary mosaicism (linear and whorled hypermelanosis,

Hypomelanosis of Ito), and is often associated with
multisystem disorders affecting both males and females.
A wide variety of numerical or structural chromosomal
abnormalities have been described in such cases.The
spectrum of clinical manifestations and cytogenetic findings
is wide.
Three recent cases from Odense University Hospital are
presented:
A)A 5-year-old girl with phylloid hyperpigmentation,

neurological deficits and mosaic tetrasomy 5p in cultured
fibroblasts.

B) A 48-year-old man with predominantly left-sided hyper-
trichosis, telangiectases, slight hyperpigmentation, left-sided
skeletal abnormalities, hearing loss and trisomy 16
mosaicism in cultured fibroblasts.

C)A 12-year-old, mentally retarded girl with epilepsy, streaky
hypo- and hyperpigmentation, unilateral skeletal hypoplasia,
and mosaic tetrasomy 12p in cultured fibroblasts (Pallister-
Killian syndrome). The indication for cytogenetic investiga-
tions, optimal technique and risk of transmission to future
offspring will be discussed.

PS09.1
PROBIOTICS IN THE PREVENTION AND TREATMENT
OF ATOPIC DERMATITIS
Marko Kalliomäki, Finland
Abstract not available at the time of printing.

PS09.2
THE ROLE OF THE EARLY ENVIRONMENT FOR
EXPRESSION OF ATOPIC DERMATITIS
Anne Braae Olesen
Department of Dermatology, University Hospital of Odense,
Denmark.
Atopic dermatitis (AD) is often expressed in the first 3 to 5
years of life. The aetiology of AD involves interaction
between genes and certain environmental exposures in
utero, early life and later. Several studies have reported
positive association between birth factors and AD
suggesting that some risk factors may already be operating
in utero.
Earlier findings have supported an imbalance between Th1
and Th2 responses among infants who later developed
atopic disease. It has been speculated that it is caused by
disproportionate growth of the foetus affecting the growth
of thymus. This could not be verified. However, among
children with active AD we found a significant positive
association between active AD and thymus size.
The early onset of AD indicate that exposures in early life
may be of significant importance for expression of the
disease. The results concerning association between AD and
surrogate measures of early infections and well-defined
early infections are conflicting. It has been suggested that
the sibling effect has its origin in utero.
The evidence of association between AD and some Th1-
mediated diseases are conflicting. Several studies point to
the fact that an early onset of an atopic Th2-mediated
disease may protect, postpone or alter the clinical course
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of a later expressed autoimmune Th1-mediated disease,
whereas there may be no or a positive association between
the Th1 and Th2-mediated diseases after the onset of either
a Th1 or Th2-mediated disease later in life.

PS09.3
ATOPIC DERMATITIS – A GENETICALLY COMPLEX
DISEASE
Maria Bradley
Department of Dermatology, Karolinska Hospital & Institute,
Stockholm, Sweden
Atopic dermatitis is viewed as a multifactorial disorder
caused by the combined influence of genes and
environment, the relative contributions, however, being
unknown. A number of candidate genes have been proposed
and linkage has been found between atopic dermatitis and
several chromosomal regions characterized by genetic
markers. Genome-wide linkage studies have mapped
susceptibility regions on chromosomes 1q21 (ATOD2), 3q21
(ATOD1), 5q31-q33 (ATOD6), 13q12-q14 (ATOD5), 17q25
(ATOD4), 20p (ATOD3). Three of the regions correspond to
known psoriasis loci, indicating common genes affecting
skin inflammation. Other overlapping chromosomal regions
are linked to allergic asthma and specific IgE-levels
indicating common atopy-genes. There are also overlapping
chromosomal regions for diabetes, multiple sclerosis,
rheumatoid arthritis, and inflammatory bowel disease
indicating common inflammatory genes. This will be
reviewed and updated as well as some of the candidate
genes in the chromosomal regions that have been associated
with atopic dermatitis.

PS09.4
TOPICAL STAPHYLOCOCCAL ENTEROTOXIN
ENHANCES IGE PRODUCTION AND ALLERGEN
INDUCED SKIN INFLAMMATION
Antti Lauerma, T Träskbäck, M-L Majuri, H Wolff, H
Alenius
Finnish Institute of Occupational Health, Helsinki, Finland
Rationale: To explore the role of bacterial toxins in atopic
dermatitis we investigated effects of topical application of
SEB in the murine model of atopic dermatitis.
Methods: BALB/c mice were epicutaneously treated with
ovalbumin (OVA-group), SEB (SEB-group), combination of
OVA and SEB (OVA/SEB-group) or vehicle (SAL-group).
Cytokine and chemokine mRNA expression in the skin was
investigated by real-time-PCR. Skin morphology was
examined by histological methods. Total and specific
antibody levels were studied by ELISA.
Results: Total IgE levels were dramatically elevated in all
SEB treated mice compared to OVA- or SAL-treated mice.
SEB specific IgE levels were significantly higher in SEB-group
compared to OVA/SEB-group. OVA-specific IgE levels were
significantly higher in OVA/SEB-group compared with OVA-
treated mice. Topical SEB application elicited skin dermatitis
and also significantly increased the degree of OVA-induced
skin inflammation in OVA/SEB-group. Significant induction
of several cytokines and chemokines was found in the skin

of all SEB treated mice compared to SAL-group. Synergistic
induction of mRNA expression in OVA/SEB-group was seen
in some cytokines and chemokines.
Conclusions: Topical SEB application induces in mice a
strong IgE antibody response and a mixed Th2/Th1 type
skin inflammation. Cutaneous route exposure to SEB may
critically regulate the development of skin dermatitis and
the production of IgE antibodies in patients with atopic
dermatitis.

PS09.5
A COMPARISON OF DIFFERENT CRITERIA TO
DIAGNOSE ATOPIC ECZEMA IN INFANCY
Hanne Jøhnke1, W Vach2, LA Norberg3, C Bindslev-Jensen1,
A Høst3, KE Andersen1
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Department of Statistics, University of Southern
Denmark, Odense, Denmark
3Department of Paediatrics, Odense University Hospital,
Odense, Denmark
Objectives: To study: 1) the prevalence of atopic eczema
(AE) in unselected infants using different diagnostic criteria,
2) the agreement between criteria and 3) the association
between atopic heredity, postnatal sensitisation and the
development of AE.
Methods: 562 randomly selected newborns were followed
prospectively from birth to 18 months of age. AE was
defined using the criteria of Hanifin-Rajka (H), Schultz-
Larsen (S), Danish Allergy Research Centre (D), Visible
eczema (V) and the UK diagnostic criteria (UK). The
agreement between criteria was evaluated using agreement
rates and kappa statistics. The results were compared to a
previous Danish study of unselected infants.
Results: The one-year prevalence of AE using H, S, D, V and
UK was 9.8%, 7.5%, 8.2%, 12% and 7.5%, respectively. The
pair wise agreement between 5 criteria was between 93–
97% and kappa scores between 0.6-0.8. Cumulated
incidences showed better agreement than point prevalence
values. The association of AE to postnatal sensitisation was
consistently stronger than to parental history of allergic
diseases and parental atopy. The frequency of AE had not
increased in the past decade.
Conclusions: The highest kappa value was found between
H and D, while S and UK agreed around 0.7, whereas V
showed the poorest agreement. “Cumulative diagnoses”
were superior to “point diagnoses”. A positive atopic
diathesis was less predictive for AE than sensitisation to
common food and inhalant allergens in infancy.

PS09.6
THE ATOPY PATCH TEST IN DIAGNOSING OF FOOD
HYPERSENSITIVITY
Morten Osterballe, KE Andersen, C Bindslev-Jensen
Department of Dermatology, Odense University Hospital,
Odense, Denmark
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Background: Previous studies have suggested that the atopy
patch test (APT) may make oral challenge superfluous in
diagnosing children with food hypersensitivity.
Objective: Investigate the clinical relevance of APT in
predicting hypersensitivity to cow’s milk and hen’s egg in
486 unselected children 3 years of age with and without
Atopic Dermatitis.
Method: The children were examined by APT, skin prick
(SPT), histamine release (HR), specific IgE followed by oral
challenge when hypersensitivity to cow’s milk or hen’s egg
was suspected.
Results: Food hypersensitivity confirmed by oral challenge
was 1.6% to hen’s egg and 0.6% to cow’s milk. No
hypersensitivity to cow’s milk or hen’s egg was predicted
by APT alone.
Conclusion: APT could not predict food hypersensitivity not
predicted by SPT, HR or specific IgE. Thus, APT cannot be
recommended in daily practice for the diagnosis of
hypersensitivity to cow’s milk and hen’s egg in children 3
years of age.

PS10.1
LIVING WITH PSORIASIS: HOW PATIENTS THINK AND
ACT REGARDING THEIR CARE
Kirsten Tarri Bak
Viborg Sygehus, Viborg, Denmark
Living with psoriasis is a considerable burden and quality
of life in patients is deeply affected, yet compliance with
therapy is a major problem. The literature is abundant in
efforts directed at the improvement of therapies but sparse
concerning the experiences of patients. This study aims to
promote an understanding of the daily life of patients with
psoriasis, ultimately to improve nursing care to the patients.
A qualitative case study design is applied and 4 patients
are interviewed in depth focusing on their experiences
related to psoriasis and its treatment. Analysis of the
interviews reveals the notion of stigma as a central theme.
Also, the patients suffer physically from itching and pain.
The daily life of patients proves to be a struggle caring for
themselves and overcoming the complexities of being
different to the expected norm, occupying great amounts
of energy. They describe their lives as a tight-rope walking
of taking into account the disease yet having a life worth
living. Thus, the discomfort and results of treatments and
the discomfort and results of psoriasis are weighed against
each other. Each patient displays a pattern of habits,
techniques and tricks in dealing with the troublesome
effects of psoriasis, according to the values and preferences
of the individual. The results of this study stress the
importance of the patient’s experiences, needs and
preferences when dealing with psoriasis. Having that as a
basis might improve the understanding of patients with
psoriasis. Thus, it has the potential for improvement of
care.

PS10.2
TIME SPENT ON TREATMENT – AN IMPORTANT
FACTOR TO PATIENTS

Elisabeth A Holm, GBE Jemec
Division of Dermatology, Roskilde Hospital, Copenhagen
University, Roskilde, Denmark
The impact of diseases on the life of patients can be
assessed in a number of ways. In many studies, this is done
simply by assessing mortality, while it is a more complex
process in non-lethal diseases such as skin diseases. A
number of surrogate measures of morbidity have therefore
been described in dermatology. One relevant measure is
the time spent on treatment (TSOT) as it represents the
main investment in the treatment of skin disease made by
most patients. TSOT has been studied in a homogenous
group of paediatric patients with atopic dermatitis. A
significant correlation was found between SCORAD and
TSOT (p<0.001) indicating that TSOT may be a valuable
supplement to existing scoring systems measuring the
morbidity of AD. TSOT/SCORAD can be seen as an
expression of the individual’s attention towards their
disease. This index was found to vary from 0.08 min/scores
unit up to 28.67 min/score unit for different patients
suggesting different coping capabilities. It may be
speculated that patients with either very high or very low
TSOT/SCORAD index would prove to be particularly suitable
candidates for eczema schools. Our data suggest that TSOT
may be an important surrogate measure for morbidity in
paediatric patients with atopic dermatitis. Data will be
presented and discussed in relation to patient adherence
and general patient management.

PS10.3
LIVING WITH A VENOUS LEG ULCER: A CLINICAL
INVESTIGATION OF THE PATIENT'S EXPERIENCE
Hilde Ingebretsen
Ullevål University Hospital, Oslo, Norway
This investigation aimed to describe the experience of living
with a venous leg ulcer from the patient's perspective.
Investigating the experience of illness is important in
understanding how disease processes affect the lives of
people, how they understand and cope with these processes,
and how care may be given most effectively. Little research
has been conducted to examine the experiences of people
with leg ulceration. A phenomenological approach was
chosen using narratives to describe the experience of
venous leg ulceration. Two female informants with leg
ulcers comprised the study sample. The narratives were
transcribed and analysed for recurrent themes and
meanings, which then were validated through comparison
with earlier studies in the literature. Pain was identified as
the dominating feature of the experience of leg ulceration.
However, pain, smell and leakage all caused significant
restrictions in the patient's life, particularly in their ability
to walk, and get out. Leg ulcer treatment was not described
as being efficacious in ameliorating these symptoms.
Nevertheless these patients expressed great confidence and
trust in the expertice of nurses. Patients coped with the
experience of leg ulceration mainly by a process of
normalizing. These findings indicate that if nursing care is
to meet the needs of patients with venous leg ulcers then
symptom control must be the highest priority.
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PS10.4
QUALITY OF LIFE IN PATIENTS WITH HEREDITARY
ANGIOEDEMA
Lisbeth Reitz
Department of Dermato-Venereology, Odense University
Hospital, Odense, Denmark
Hereditary angioedema is a rare disease caused by an
inherited deficiency of C1 inhibitor (C1-INH) function.
The patients present recurrent angioedema localized to
subcutaneous or mucous tissues. Thus the clinical
symptoms include skin swelling, severe abdominal pain and
life-threatening episodes of upper airway obstruction.
Managed correctly, the patient can keep the number and
severity of acute attacs on a minimum.
The disease and its treatment have been known for years.
However, its rarity makes it a highly misdiagnosed and -
treated disorder.
HAE misdiagnoses include anaphylactoid reaction,
psychosomatic illness, acute appendicitis and acute
rheumatic fever. Many patients have not been correctly
diagnosed until 10–20 years after onset of symptoms and
their lives might have been severely disturbed by the
disease.
On this background a study on Quality of life in Danish
patients with HAE is now being prepared.
Dermatology Life Quality Index (Finlay AY, Khan GK. Clin.
Exp. Dermatol 1994;19:210-16) is thought to be main-tool
in the Quality of Life Measurement.

PS11.1
SKIN SIGNS OF SYSTEMIC DISEASE. AN INTERACTIVE
QUIZ SESSION
Ole B Christensen1 and Anna Hannuksela-Svahn2
1Ullevaal University Hospital, Department of
Dermatology, Oslo, Norway
2Kymenlaakson Keskussairaala, Ihosairauksien Poliklinikka,
Kotka, Finland
During the first half of the session 12–15 cases are
presented with clinical photos together with a short
history.The participants are supposed to make/suggest a
diagnosis for each case. In the second half of the session
the diagnoses will be presented and discussed.

PS11.2
UV TREATMENT OF URAEMIC PRURITUS
Eli Johanne Nordal, OB Christensen
Ullevål University Hospital, Oslo, Norway
Disabling pruritus is a common phenomenon in patients
with severe renal disease and is reported by 60–90% of
patients undergoing dialysis. There are few effective
treatment options. Since 1975, UVB has been used with
success in some patients and is described as the 'treatment
of choice'. Probably the pathogenic pathways leading to the
symptom of itching in uraemic patients are several. Hence
different means of treatment used for itching of other

causes can be worth trying. After an initial (incidental)
positive experience with UVA given to an itching renal
patient, we have carried out a study comparing UVA
treatment in sunbed with BB-UVB in cabinet for patients
with uraemic pruritus. Of the 37 patients included there
were 13 early dropouts, as these patients present with a
considerable morbidity, comorbidity and even the mortality
is high. The treated 24 patients (9 women, 15 men, aged
40-84 years) had been randomised to UVA (15 patients) or
UVB (9 patients), and in addition 3 UVA-treated patients
switched over to UVB. The degree of itching was recorded
using a visual analogue scale (0-10). The majority of the
UVA-treated patients (11/15, 73%) experienced a rapid and
good effect, compared to the somewhat slower response
with UVB (7/12, 58%). The 3 switching patients turned either
worse or remained unchanged with UVB compared to UVA.
The study is not blinded and the numbers are few, so strong
conclusins cannot be drawn. But even so, the results seem
interesting and the study will go on.

PS11.3
RADIATION DERMATITIS: PREVENTION AND
TREATMENT BY TOPICAL AGENTS, A REVIEW
Mette Astrup Madsen, KE Andersen
Department of Dermatol-Venereology, Odense University
Hospital, Odense, Denmark
Radiation dermatitis is a common side effect of ionizing
radiation. The frequency and severity varies depending on
total irradiation dose, fractionation of dose, field size, and
regional skin response. After the initial radiation dermatitis
tissue damage may develop into ulceration, skin atrophy,
telangiectasia, hyper- or hypopigmentation, loss of skin
appendages and necrosis. The incidence of radiation
dermatitis has decreased with the implementation of
modern radiation equipment, but even so, it still continues
to influence the therapeutic radiation schedule. The most
important aspect is prevention by limiting the skin radiation
dose.
Treatment of radiation dermatitis has been based on
tradition and clinical experience. There is a lack of evidence-
based treatments for this condition.  
A literature search has revealed 16 articles describing
randomized, controlled trials with different topical agents
for radiation dermatitis.
Two placebo-controlled studies with creams containing
sucralfate or hyaluronic acid have shown a delay in
development of erythema. However, at later follow-up the
difference disappear or is insufficiently reported. Trials with
topical corticosteroids have shown no or minimal effect of
low potency corticosteroids while potent corticosteroids
seem to reduce or delay acute radiation dermatitis
Bepanthen® cream, Aloe Vera gel, Vitamin C solution,
Biafine® cream, Chamomile cream and almond ointment
did not show a significant effect on radiation dermatitis.
Many of the above topical agents have a moisturising effect
which may comfort the patient.
Conclusion: there is a need of more controlled, randomised,
double-blind clinical trials that can document the best way
to treat radiation dermatitis. Until more evidence is
available, the most important success criteria should be
the patient’s comfort and quality of life.
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PS12.1
WHAT’S NEW IN DERMATITIS HERPETIFORMIS AND
PEMPHIGOID?
Timo Reunala
Tampere University and University Hospital, Tampere,
Finland
Dermatis herpetiformis (DH), a cutaneous phenotype of
coeliac disease, is frequent in Finland (prevalence 1/1500),
Sweden and Norway but less common in Denmark and Baltic
countries. Risk for familial disease is high, at least 5% of
the siblings and children contract coeliac disease or DH
(1). Autoimmune pathogenesis for small intestinal mucosal
damage consists of HLA DQ2-restricted T-cell response
against wheat gliadin peptides and formation of IgA
autoantibodies against tissue type transglutaminase. In DH
skin IgA deposits colocalize with epidermal transglutami-
nase (2). IgA transglutaminase ELISA is a specific new blood
test to detect jejunal villous atrophy and follow-up its
healing. Gluten-free diet (GFD), where oats is allowed, is
the treatment of choice for every patient with DH (3). A
follow-up study showed that dietary compliance was good/
moderate in 88% of our 157 DH patients adhering on a GFD
for 1–25 years. Compliance was significantly linked to the
activity of the rash and information given by dermatologist/
dietician/Coeliac society but not dependent on demographic
factors or cost of commercial gluten-free products. Most
common incident faults were drinking beer or eating pasta,
liquorice and sweets. GFD treatment may decrease incidence
of associated thyroid and other autoimmune diseases but
osteoporotic changes remain unaltered. Bullous pemphigoid
affects elderly people and persists usually 2–5 years. Direct
IFL showing linear IgG deposition at dermo-epidermal
junction is still the most reliable diagnostic method.
Prednisone is the first line treatment. Recent Cochrane
review concludes that lower starting dose (0.5 mg/kg/day)
may be adequate for disease control in more patients than
previously believed (4). This dosing reduces also incidence
of severe adverse reactions, especially death. Very potent
topical steroid (clobetasol propionate) applied in large
quantities is as effective as prednisone. Its use in extensive
disease is limited by practical factors. The effectiveness of
addition of azatioprine, methotrexate or plasma exchance
to prednisone has not been established. Combination
treatment with tetracycline and nicotinamide needs further
validation. Mucous membrane (cicatricial) pemphigoid is
difficult to treat and seems to respond better to
cyclophosphamide than to prednisone (5). Pemphigoid
gestationis responds usually to prednisone (20-40 mg/daily)
but postpartum refractory cases may need additional
cyclophosphamide (6). 
1. Hervonen K et al. Scand J Gasroenterol 2002;37:51.
2. Sardy et al. J Exp Med 2002;195:747.
3. Collin P, Reunala T. Am J Clin Dermatol 2003;4:13.
4. Kumalo N et al. Cochrane Database Syst Rev

2003;:CD002292.
5. Kirtschig G et al. Cochrane Database Syst Rev

2003;:CD004056.
6. Kroumpouzos G, Cohen LM. Am J Obstet Gynecol

2003;188:1083.

PS12.2
LYMPHOMA IN PATIENTS WITH DERMATITIS
HERPETIFORMIS AND THEIR FIRST-DEGREE
RELATIVES
Kaisa Hervonen, M Viljamaa, P Collin, T Reunala
Departments of Dermatology and Internal Medicine, Tampere
University Hospital, Tampere Finland
Background: Enteropathy-associated T cell lymphoma
associates with coeliac disease but occurrence in dermatitis
herpetiformis (DH) is unknown.
Patients and methods: 1104 Finnish patients with DH
followed up from 1 to 30 years were studied for lymphoma.
Most of the patients adhered to a gluten-free diet (GFD).
287 of these patients were interviewed for occurrence of
lymphoma in their 1st degree relatives.
Results: Twelve (1.1%) patients contracted lymphoma 2–31
years after DH diagnosis. When lymphoma appeared, 9 of
these patients had not followed adequately GFD for 5 years.
All lymphomas were non-Hodgkin type and T- or B-cell
origin, and 8 were found in the gut or abdominal cavity.
Four (0.3%) relatives had lymphoma.
Conclusion: Lymphomas occur in patients with DH especially
when they are not adhering adequately to a GFD. They are
mainly abdominal and either T- or B-cell origin. Lymphoma
risk in relatives seems not to be as high as in the patients
with DH.

PS12.3
BP180 AND DESMOGLEIN ANTIBODIES
Kaisa Tasanen
Department of Dermatology, University of Oulu, Oulu,
Finland
The pemphigus and pemphigoid group of autoimmune
bullous diseases are characterized by antibodies against
structural components of the epidermis and epidermal-
dermal junction. In pemphigus blisters occur within the
epidermis as the consequence of acantholysis whereas in
the subepidermal pemphigoid the split occurs just below
the basal layer of keratinocytes. The target antigens of
pemphigus vulgaris (PV) and pemphigus foliaceus (PF) are
the desmosomal cadherins, desmoglein 3 (Dsg3) and Dsg1,
respectively. In pemphigoid the autoantibodies target
components of the hemidesmosome adhesion complex,
BP180 and BP230. Based on clinical, histological and
immunopathological findings numerous distinct diseases
have been defined within both pemphigus and pemphigoid
families. Autoantibodies bound in vivo to skin or mucosae
are routinely analyzed by direct immunofluorescence (IF)
examination of perilesional samples. Frequently, circulating
autoantibodies are also detectable in serum and can be
analyzed using indirect IF, immunoblot or immuno-
absorption studies. Recently, enzyme-linked immuno-
sorbent assay (ELISA) utilizing recombinant proteins have
been developed and are currently commercially available.
Dsg1 and Dsg3 ELISA assays allow us to identify the two
major subtypes of pemphigus: Serum reactivity against
Dsg3 by ELISA indicates a diagnosis of PV, regardless the
reactivity of Dsg1, and reactivity against Dsg1 alone
indicates a diagnosis of PF. BP180 ELISA uses the bacterial
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recombinant NC16A domain, the major antigenic site of
bullous pemphigoid and pemphigoid gestationis. Clinical
studies have shown that the novel ELISA assays represent
a highly sensitive and specific assays for rapid diagnosis
of the most common pemphigus and pemphigoid diseases
and may also provide predictive parameters for their
management.

PS12.4
IGA BULLOUS DERMATOSES
Anette Bygum
Department of Dermatology, Odense University Hospital,
University of Southern Denmark, Odense, Denmark
Linear IgA dermatosis (LAD) is a rare acquired autoimmune
subepidermal blistering disorder characterized by linear
deposition of IgA along the dermo-epidermal junction.
Chronic bullous disease of childhood (CBDC) is believed to
be a childhood variant of LAD. The cutaneous manifesta-
tions are heterogeneous and may mimic other bullous
diseases, but a clinical clue could be the annular bullae
forming a “string of pearls”. Because it may be difficult to
distinguish this disorder from bullous pemphigoid,
dermatitis herpetiformis or erythema multiforme clinically
and histopathologically, the direct immunofluorescence
result becomes essential to establish the diagnosis. In some
patients circulating IgA antibodies directed against the basal
lamina can be found but only in low titres best visualized
with salt-split human skin. There is also a strong association
with HLA-B8, Cw7, DR3. First-line treatments are dapsone
or sulfapyridine, but these therapies have potentially
serious side-effects and treatment may be required for
several years. There are anecdotal reports or small case
series of successful treatment with antibiotics. The majority
of patients experience spontaneous remission after an
average of 3 to 6 years. IgA pemphigus is a rather newly
recognized neutrophilic and acantholytic disorder with IgA
autoantibodies against desmosomal proteins causing
acantholysis, blistering and neutrophilic inflammation. In
the subcorneal pustular dermatosis variant, the IgA deposits
are predominantly in the upper epidermal layers, whereas
in the intraepithelial neutrophilic variant the deposits are
found throughout the entire epidermis or concentrated in
its lower part.

PS12.5
IMMUNOFLUORESCENCE OF BULLOUS DISEASES –
CLUES AND PITFALLS.
PART I: GENERAL PRINCIPLES.  PART II: ATYPICAL
CASES – IMPORTANCE OF CLINICO-PATHOLOGICAL
CORRELATIONS
Susanne Ullman and Robert Gniadecki
Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
During the last two decades immunofluorescence
microscopy has been established as a major diagnostic tool
in the field of autoimmune bullous diseases. Modern
diagnosis of bullous diseases is virtually impossible without
direct immunofluorescence, and numerous disease entities
have been defined on the basis of unique immunoglobulin

deposition patterns. In the first part of this paper we will
summarize the major known immunofluorescence patterns
in relation to bullous diseases. Novel techniques including
multicolour confocal fluorescence microscopy will also be
mentioned. In the second part we will demonstrate
examples of atypical immunofluorescence patterns and
confront the pathological findings with patients’ clinical
features. We will also discuss novel and controversial
disease entities such as eosinophilic spongiosis and its
relationship to erythema annulare-like acantholytic disorder
and pemphigus herpetiformis, variants of IgA pemphigus
and IgE+ bullous pemphigoid.

PS13.1
REMODELING OF THE DEEP FACIAL STRUCTURES BY
CO2 LASER SHRINKAGE OF THE SMAS DURING FACE-
LIFTING PROCEDURES
Jørgen Esmann, M de Cordier
Hellerup Privathospital, Denmark
Purpose: To demonstrate how ptotic facial fat pads can be
lifted and unwanted fat can be reduced with the CO2 laser
in defocus during rhytidectomies.
Methods: Since 1999, shrinkage of the SMAS (Superficial
Lipo-Musculo-Aponeurotic System) with laser was used on
268 patients during facelifting operations. Shrinkage of the
temporal and lateral supra-zygomatic membranes pulls up
and redistributes the fat of the eye-cheek complex (Sofflift)
without removing any fat. The reduction of the lipo-
membranous portion of the SMAS over the zygomatic and
parotid area softens the melo-labial folds. Laser ablation
of the jowl and submandibular fat plus tightening of the
plastysma complex restores a youthful appearance of the
cervico-mandibular area.
Results: It is a safe, simple and non-traumatic procedure,
with no nerve injuries so far. It promotes adhesions between
the two planes and additional haemostasis. The deep facial
shrinkage results in an excellent three-demensional
rejuvenation with high patient satisfaction.
Conclusion: Simultaneous skin resection and shrinkage of
the SMAS with repositioning of the deeper facial fat pads
may reduce the need for deep plane resections and is an
answer to the three issues that challenges modern
rhytidectomy; restoration of the cheek lower lid curvature,
softening of the naso-libial folds and correction of the jowl
submandibular contour.

PS13.2
DIFFERENT APPLICATIONS OF THE 532 NM
FREQUENCY DOUBLED ND: YAG LASER
Thomas Ternowitz1, P Bjerring2
1Department of Dermatology, Helse Stavanger HF,
University of Bergen, Norway
2Department of Dermatology, University of Aarhus, Denmark
Frequency doubled Nd: Yag laser ia a new generation laser
system primarily indicated for the treatment of linear
vascular lesions but can also be  used for treatment of small
epidermal pigmented skin lesions.
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The laser system we used was MedArt 470 from Asah
Medico delivered with 1.4 mm hand piece for small lesions
and scanner with an adjustable scanning pattern for more
extended skin lesions. The scanner can be connected to
the cooling system, which significantly cools the skin and
reduces discomfort for the patient during the laser
procedure.
The laser wavelength is 532 nm and absorbed in both
oxyhemoglobin and melanin. The degree of competition
between these two chromophores determines the depth of
penetration of the laser beam. In a darkly pigmented
individual, absorption of the laser light by epidermal
melanin interferes with further transmission into the
dermis, thus limiting absorption by oxyhemoglobin in blood
vessels.
We used the 532 nm frequency doubled Nd: YAG laser for
treatment of vascular lesions such as spider naevi,
teleangiectasia and small vascular malformations.
Secondarily we treated pigmented lesions: lentigines and
seborrhoic keratosis.
Although the laser light of 532 nm is selectively absorbed
by oxyhemoglobin in vessels and melanin pigment, heat
deposited in these structures can diffuse into adjacent
tissues resulting in non-selective photothermolysis. This
phenomenon can be used clinically in treatment of
xanthalasmata, syringioma and rhinophyma, where you can
use controlled coagulation of these structures.

PS13.3
NON-ABLATIVE PHOTO REJUVENATION
Agneta Troilius
Department of Laser in Dermatology, University Hospital,
Malmö, Sweden
The ablative techniques that have been utilized to date in
the treatment of photo-damaged, aging skin and scars have
resulted in wounding of the skin and in many cases
prolonged wound healing with sometimes, permanent side
effects. Since a couple of years lasers and intense pulsed
light (IPL) sources have been utilized without ablative injury
allowing for stimulation of dermal collagen with subsequent
improvement of skin texture, fine lines, skin tone and scars,
but the main improvements have been seen in removal of
mottled pigmentation, superficial melasma and
telangiectasias.
The non-ablative lasers that are best known are 1540 nm
Erbium glass, 1320 nm Nd:YAG, 1064 nm Nd: YAG (Q-
switched with dynamic cooling), 805 nm diod, 585 nm
pulsed dye laser (PDL) and 550 nm cut-off filter (IPL). They
are using wavelenghts that do not injure the epidermis and
therefore minimizing or eliminate post-operative sequelae
and prolonged recovery. Clinical and histologic improve-
ment in actinically damaged skin and in skin elasticity and
to some degree rhytide reduction has been reported with
these devices. 1–3 treatments are necessary with 3– 4 weeks
interval. No visible wound afterwards and no down time,
but sometimes a slight transcient erythema and oedema
and a “dirty look” for a few days up to 1–2 weeks all
depending of the pigmentation of the skin. These systems
supplement the cosmetic surgeons’s armamentarium well.
Despite growing interest in this field, continuously evolving
technology and incomplete research data has made it

difficult to reach definitive conclusions on the efficacy of
the effect on wrinkles, but the struggle continues with
encouraging news.

PS13.4
OPTICAL TREATMENT OF PSORIASIS USING LASERS
AND LIGHT SOURCES
Peter Bjerring, H Zachariae, K Christiansen
University Hospital, Aarhus, Denmark
Purpose: To evaluate the effect of lasers and intense pulsed
light (IPL) systems for the treatment of recalcitrant psoriasis.
Methods: We compared three different treatment modalities:
A single, ablative treatment using a CO2 laser (Sharplan), a
single non-ablative treatment targeting the vasculature
using a pulsed dye laser (Chromos 585, ICN Photonics), and
3 treatments with 2 weeks intervals with a combination of
UV light and visible light using a second generation IPL
system (Ellipse Flex, DDD).
22 patients with stable plaque psoriasis were treated with
CO2 laser dermabrasion. Follow-up was 12 months. 11
patients were treated with pulsed dye laser, 585 nm,
@energy: 5 J/cm2. Follow-up period was 8–14 months. 15
patients were assigned to Ellipse IPL treatment. Pulse
duration 10 ms, energy 14 J/cm2. 
Results: All patients treated with CO2 laser responded to
the treatment to some degree. 73% of the patients had
complete response and 37% had partial response after 12
months. 27% of the dye laser treated patients had complete
response, 55% had partial response, and 18% were treatment
failures when evaluated after 8-14 months.
Following the IPL treatment, the follow-up period was not
completed at the time of abstract submission.
Conclusion: Both ablative and non-ablative optical
treatments are effective for the treatment of psoriasis.

PS13.5
DELEGATING LASER TREATMENTS IN A
DERMATOLOGICAL LASER PRACTICE
Else Marie Lissau1, P Bjerring2
1Mølholm Research, The Private Hospital Mølholm, Vejle,
Denmark
2The Laser Centre, Department of Dermatology, Aarhus
University Hospital, Aarhus, Denmark
In several countries the use of medical lasers and optical
devices is restricted, and patient treatments can only be
performed by medical doctors. In other countries laser and
optical therapy can be delegated to specially trained medical
personnel. Whether or not legislation endorses medical
assistants or nurses to perform laser treatments, it is
important that adequate education and training is provided.
Laser therapy is an invasive therapy and adverse effects
may occur as in any surgical intervention. Therefore,
medical doctors supervising the treatments performed by
laser assistants should not only be able to perform the
treatments themselves, but should also be able to treat the
different kinds of side effects related to the treatments.

Parallel Sessions
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A series of different laser and optical treatment modalities
will be presented – ranging from depilation treatments,
vascular treatments, pigmented lesion treatments, optical
skin collagen enhancement, and CO2 laser skin resurfacing.
Also, the management of side effects will be discussed.
In summary, delegating laser and optical therapies requires
hands-on education for both the doctor supervising the
treatments and for the actual laser operator. A continuing
medical education system for laser operators should be
enforced by the medical authorities.

PS13.6
LASER TREATMENT OF FACIAL PORT-WINE STAINS
Henrik Egekvist1, P Bjerring2
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Laser Center, Department of Dermatology, Aarhus
University Hospital, Aarhus, Denmark
Although recent improved efficacy in laser treatment of
capillary malformations or facial port-wine stains (PWS)
recalcitrant lesions remain a major clinical issue. New data
have demonstrated clinical efficacy in approximately 50%
of patients treated with an intensed pulsed light source
(IPL) in reducing facial port-wine stains previously resistant
to pulsed dye laser (PDL) treatment. Non-responders have
primarily PWS located in V2 area of the face. Hypertrophic
and nodular lesions of facial PWS are also treated with an
excellent clinical outcome. Several non-invasive methods
of investigation have been applied in characterisation of
PWS aiming for predicting clinical outcome of subsequent
laser treatment. Laser-doppler, reflectance spectrophoto-
metry, high-resolution dermatoscopy and high-frequency
ultrasonography have been used for direct or indirect
measurements of  lesion depth, vessel diameter and blood
flow of PWS. The variable lesion depth and vessel size
explains primarily treatment resistant lesions. Furthermore,
new methods of minimizing side-effects from epidermal
damage following laser treatment have been developed, i.e.
cooling devices and multiple fractionated pulses.
Controvercy excists on inducing fluctuant hemoglobin
change from a passive chromophore to a more static
chromophore from inducing either purpura or deeply
coagulation as pretreatment. Future developments in
treatment procedures of recalcitrant facial PWS are
warranted.

PS13.7
TREATMENT OF PERIORAL RHYTIDS WITH CO2 LASER
AND INTENSE PULSED LIGHT. A CLINICAL
CONTROLLED, RANDOMIZED STUDY WITH BLINDED
EVALUATION
Lene Hedelund1, P Bjerring2, M Hædersdal1, H Egekvist2
1Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
2Department of Dermatology, Aarhus University Hospital,
Aarhus, Denmark
Carbon dioxide (CO2) laser resurfacing is an effective
method of skin rejuvenation. However, the rate of

undesirable side effects is high and has led to intensified
research in the fields of non-ablative procedures, which
preserve the epidermis but deliver enough energy to
promote rhytid improvement. We compared the efficacy
and side effects of CO2 laser resurfacing and intense pulsed
light (IPL) rejuvenation for the treatment of rhytides on the
upper lip. Twenty-five female subjects, with moderate
wrinkles on the upper lip and Fitzpatrick’s skin type I and
II were randomly assigned to receive 1 treatment with CO2laser (MedArt® 450 CO2 laser, MedArt® 456 scanner; ASAH
Medico) or 3 treatments at 1-month intervals with an IPL
system (Ellipse Flex, DDD). Evaluations were performed by
regularly intervals up to 12 month after the final treatment
by clinical bedside examinations, blinded evaluations of
standardised digital pictures, patients satisfaction and non-
invasive measurements. Preliminary results suggest that
moderate rhytids on the upper lip can be improved by CO2laser and that the efficacy and risk of side effects after IPL
rejuvenation do not seems to be comparable to that of CO2laser resurfacing.

PS13.8
RETROSPECTIVE STUDY OF LASER AND INTENSE
PULSED LIGHT TREATMENT OF HEMANGIOMAS
Edgar Lauritzen, A Troilius
Department of Dermatology, University Hospital of Malmö,
Malmö, Sweden
Background: Hemangiomas are vascular tumours that
proliferate during the first year of life and spontaneously
involute during 2–10 years. In the majority of cases no
treatment is needed, but when there is a threat for vital
organs (e.g. eyes, ear, breathing) or painful ulcerations
treatment needs to start quickly.
Methods: In a retrospective study of 83 children referred to
the laser unit we investigated the effect of laser therapy to
proliferating hemangiomas. We divided the patients in four
groups who were treated either with 1) pulsed dye laser
(PDL) and systemic prednisolon, 2) PDL and long pulsed
NdYAG laser, 3) PDL combined with Intense pulse light (IPL)
therapy, while 4) the natural course was studied in patients
without the need for treatment. The children were treated
either with pulsed dye laser (585/595 nm), with the long
pulsed NdYAG laser (532 nm) and with IPL for 2 or more
treatments. One group was treated with prednisolon (3–5
mg/kg) as an adjunct to laser therapy. The hemangiomas
were evaluated as either growing (1), stationary (2) or in
regression (3) by the physical examination. The median
observation period was 18 weeks (prednisolon/PDL), 14
weeks (NdYAG/PDL), 21 weeks (IPL/PDL) and 12 weeks for
children without treatment.
Results: We found that proliferation stopped and even
regressed during laser/IPL therapy, while a more rapid
regression was found for patients treated with prednisolon
and laser therapy. Spontaneous regression was found for
the major part of the untreated hemangiomas leaving 3
stationary out of 27 (11%). Patients in acute need for
therapy included children with hemangiomas in the eye
region, as well as perioral and perianal hemangiomas. Of
seven children with periocular hemangiomas 4 were treated
with a combination of prednisolon and laser therapy, while
3 were treated with laser/IPL only. The nasal/lip hemangio-
mas were in 4 cases treated with laser only and in 2 patients
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with prednisolon and laser therapy. In these cases a clinical
effect was seen within a few weeks. Bleeding and ulcerated
hemangiomas had a rapid clinical effect within 2–3
treatments with the laser/IPL treatment. This reduced the
morbidity and increased life quality for the children. The
outcome of laser/IPL treatment was a marked reduction of
ulceration, infection, oozing, and pain and it seemed to stop
proliferation earlier than normal.

PS14.1
PHOTO PROTECTION
Olle Larkö
Sahlgrenska Academy, Göteborg University, Göteborg,
Sweden
Ultraviolet radiation is the dominating etiological factor for
the development of skin cancer. Consequently, various
forms of photoprotection are necessary to reduce the
incidence of skin malignancies. Sunscreens seem to reduce
the risk of actinic keratosis and possibly squamous cell
skin cancer. The relationship between melanoma and
sunscreens is more complicated. The basis for photo
protection is clothes. Denim cloth has a sun protection
factor of more than 1500. Most clothes give an adequate
photoprotection. Sunscreens should be used as a comple-
ment to clothes. Sunscreens can be divided into two major
categories, chemical and physical. Generally, physical filters
give a better protection but the cosmetic properties are
poor. In general, the applied amount of sunscreens is too
low to achieve a good protection. Also, photodegradation
can be a problem. Furthermore, recent studies have shown
that percutaneous absorption of sunscreens could be a
concern. In the future, sunless tanning might be of interest.

PS14.2
PHOTOTHERAPY
Christer Jansén, Finland
Abstract not available at the time of printing.

PS14.3
PHOTOCARCINOGENESIS
Hans Christian Wulf
Department of Dermatology, University of Copenhagen,
Bispebjerg Hospital, Copenhagen, Denmark
Photocarcinogenesis is extremely well known as the main
reason for skin cancer after sun exposure and also well
known from PUVA therapy. This is the reason why UVB is
mostly preferred in the treatment of eczema and psoriasis.
In animal studies we have documented that narrow-band
UVB (TL01) is more carcinogenic than broadband UVB (TL12)
when given in equal erythemogenic doses. Since UV is not
only given as a stand-alone treatment, we also have
investigated if commonly used pharmacological products
in the treatment of eczema and psoriasis is photo-
carcinogenic, when combined with artificial sunlight. We
are investigating the relation between different treatment
modalities such as Steroids, Protopic, Elidel and Daivonex

and sun in hairless mice in an effort to being able to advice
patients about the relative carcinogenecity especially in sun-
exposed areas. The investigation is still going on but the
results will be presented at the meeting.

PS14.4
CLINICAL EXPERIENCE IN PHOTODYNAMIC THERAPY
OF NON-MELANOMA SKIN CANCER AT THE
NORWEGIAN RADIUM HOSPITAL
Ana Maria Soler
The Norwegian National Hospital, Oslo, Norway
Clinical experience at the Norwegian Radium Hospital with
topical PDT of non-melanoma skin cancer, methodological
considerations and results from a compassionate use study
will be discussed. More than 6000 BCC and AK lesions were
treated with M-ALA-PDT in the study, and preliminary
follow-up data are presented.

PS14.5
PHYSICAL SUNFILTER INCREASES THE
PHOTOSTABILITY OF KETOPROFEN IN A TOPICAL GEL
Marie Lodén1, U Åkerström1, K Lindahl1,2, L Kjellén1,2, B
Berne3
1ACO HUD AB, Research & Development, Upplands Väsby,
Sweden
2Uppsala University, Institute of Chemistry, Uppsala,
Sweden
3Uppsala Universtity, Department of Medical Sciences,
Uppsala, Sweden
The non-steroidal anti-inflammatory drug ketoprofen is
photolabile and has often been implicated in photo-
sensitivity reactions. In the present study we investigated
whether the addition of a physical ultraviolet filter to a gel-
formulation with 2.5% ketoprofen could increase its
photostability. Different concentrations and quality grades
of titanium dioxide were included in the gel and then
applied to frosted glass or human skin. After irradiation
by ultraviolet light the remaining amount of ketoprofen
was chemically assayed using high performance liquid
chromatography (HPLC). Degradation of ketoprofen by
ultraviolet light decreased in a dose-dependent manner by
inclusion of 2%, 4% and 8% titanium dioxide to the
formulation. The protection was also dependent upon the
quality of titanium dioxide. Photocatalytic titanium dioxide
did not protect against the photodecomposition, whereas
ordinary grades and especially surface-coated titanium
dioxide decreased the decomposition significantly. The
increased photostability of ketoprofen was also evident in
human skin. Treatment of the skin for 3 hr with ketoprofen
followed by irradiation (UVA-dose 11.7 J/cm2 and UVB-dose
5.4 mJ/cm2) gave 64–79% higher amounts of ketoprofen in
stratum corneum after treatment with the photostabilised
gel than after treatment with an ordinary transparent gel.
Titanium dioxide may well be of clinical benefit in reducing
photosensitivity reactions to ketoprofen.

Parallel Sessions
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PS14.6
PHOTODYNAMIC TREATMENT OF ORAL LICHEN
PLANUS
Sigrid I Kvaal1, T Warloe2, E Angell-Petersen2
1Faculty of Dentistry, University of Oslo, Norway
2The Norwegian Radium Hospital, Oslo, Norway
Background: Photodynamic therapy (PDT) has been reported
to give relief to some patients with oral lichen planus.
Objective: The intention was to explore PDT with methyl
aminolevulinate (MAL) on oral lichen planus.
Method: Six patients with treatment resistant oral lichen
planus (OLP) were accepted for this pilot study. The MAL
cream is applied topically on the oral mucosa and covered
by Dry-Tips® and/or cotton wool rolls for two periods of
15 min with one-hour interval. In vivo surface fluorescence
measurements confirmed that MAL was converted to
photoactive porphyrines in the tissue. Three hours after
the first cream application the area was exposed to red
laser light (635 nm) at an irradiance of 200 mwatt/cm2 for
6 min.
Results: The oral condition gradually improved after the
treatment. None of these patients are completely cured after
one treatment but five of them show long-term and
sustained response. After two years one patient was
retreated with MAL-PDT with improved result. Two other
patients relapsed after 3 years but the remaining three
patients have not had serious relapses in the follow-up
period of 3–4 years.
Conclusion: MAL-PDT may be a treatment option for oral
lichen planus. A larger controlled study is in progress.

PS15.1
NON-GONOCOCCAL, NON-CHLAMYDIAL URETHRITIS
AND CERVICITIS: THE ROLE OF MYCOPLASMA
GENITALIUM
Jorgen Skov Jensen
Statens Serum Institut, Copenhagen, Denmark
Mycoplasma (M.) genitalium was first isolated from 2 of 13
men with non-gonococcal urethritis (NGU) in 1980. It shares
several features with M. pneumoniae, a recognised
respiratory tract pathogen, but is extremely difficult to
isolate by culture. The development of sensitive and specific
PCR assays in the early nineties made clinical studies
possible and a significant number of publications have
shown a strong association between M. genitalium and NGU
independently of Chlamydia trachomatis.
The purpose of the lecture is to present the currently
available information about the associations between M.
genitalium and urogenital tract infections in men and
women in relation to the fulfilment of the Henle-Koch
postulates.
It is concluded that there is very strong evidence that M.
genitalium is a cause of NGU in men and cervicitis in women.
Evidence for upper genital tract infections in women has
begun to accrue, but further studies are needed. The optimal
treatment of M. genitalium infections remains to be

determined, but antibiotics of the macrolide group are
probably more active than tetracyclines.

PS15.2
CLINICAL ASPECTS OF MYCOPLASMA GENITALIUM
INFECTION
Carin Anagrius1, B Loré2
1STD-Clinic, Falun, Sweden     
2Department of Clinical Microbiology, Sweden
Objectives: Limited information is available about the
association of Mycoplasma genitalium with cervicitis and
female urethritis and also about the important question
whether M. genitalium is sexually transmitted.
Methods 1: A number of 445 consecutive women attending
the STD-clinic in Falun, Sweden because of symptoms of
STD or for a check-up were enrolled in this study. Women
co-infected with N.gonorrhoeae and/or C. trachomatis were
excluded. Standardized interviews were performed. Samples
from urethra, cervix and vagina were examined in
microscope. Urethritis and cervicitis were defined as  >5
and >30 PMNLs/hpf, respectively.
Method 2: Partner notification was performed in 53 index
patients.
Results 1: Of the 445 examined women, 136 had symptoms
as well as microscopic signs of urethritis and/or cervicitis.
M. genitalium was detected in 15 (11%) of those with
symptoms and signs compared to 3 (2.2%) of the 139 women
without (p=0.005). Microscopic signs of cerivicitis but not
of urethritis were seen in 30 women. Of these M. genitalium
was detected in 4 (13.3%) compared to 6 (2.6%) of women
without (p=0.05). Corresponding figures for 129 women
with urethritis but not cervicitis were 11 (8.5%) compared
to 6 (2.6%), (p=0.01).
Results 2: M. genitalium was detected in 10 (38%) of 26
examined male partners. Corresponding figures for 22
examined female partners were 10 (45%) infected.
Conclusions: M. genitalium is independantly and signifi-
cantly associated with cervicitis as well as female urethritis
in this study.
M. genitalium is sexually transmissible with transmission
rate similar to C. trachomatis.

PS15.3
VULVOVAGINAL LICHEN PLANUS – CASE REPORTS
Karin Edgardh, AL Helgesen, R Kirschner
The Vulva Clinic, Department of Gynecology, Rikshospitalet,
Oslo, Norway
Background: Vulvovaginal lichen planus is an uncommon,
sometimes erosive and long-standing manifestation of
lichen planus, with onset in fertile years or after menopause.
The condition may be combined with erosive oral lesions
and stenosis of the oesophagus. When genital mucous
membranes are affected, the pain is severe and combined
with superficial dyspareunia and desquamative vaginitis.
Adhesions and stenosis of the vagina may occur. Surgical
intervention of adhesions may worsen the condition, if not
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combined with immunosuppressive treatment.
Material and method: At the Vulva Clinic in Oslo, with a
team of gynecologists and dermatologists working in
consort, ten patients aged 39–73 years are under treatment
for vulvovaginal lichen planus, most of them with erosive
lesions of the genital mucosa, and a few with oral
involvement. Treatment is provided with intravaginal
dilatation and application of hydrocortison, vulvar lesions
are treated with clobetasol or tacrolimus, and systemic
treatment is attempted with prednisolone, methotrexate or
cyclosporine. Chosen cases will be presented with clinical
photos and histopathology.
Results: In spite of improvement with systemic and local
treatment, remission is rare. With few exceptions,
intercourse is not an option for these patients.
Discussion: Vulvovaginal lichen planus is often diagnosed
after a long doctor's delay. Biopsy and rebiopsy is important
in order to differentiate the disease from other erosive
genital conditions. Scandinavian multi-center cooperation
will be discussed.

PS15.4
LONGSTANDING VULVAL PROBLEMS AND
DYSPAREUNIA REPORTED BY STD-CLINIC VISITORS IN
OSLO
Karin Edgardh1, M Abdelnoor2 
1The Vulva Clinic, Department of Gynecology,
Rikshospitalet, Oslo, Norway
2The Centre for Clinical Research, Section for Epidemiology,
Ullevål University Hospital, Oslo, Norway
Background: An increasing number of women with vulval
complaints attend the Olafia walk-in STD-clinic in Oslo. The
aim of the present study was to investigate the prevalence
of longstanding vulval problems and entry dyspareunia in
a consecutive sample of visitors.
Methods: During two months in 2002, a consecutive sample
of female patients completed an anonymous self-
administered questionnaire covering risk factors for
longstanding vulval itch, soreness and entry dyspareunia.
Participation was not connected to the consultation.
Results: 560 questionnaires were distributed, response rate
92.1%. Mean and median age was 25.9 and 24.0 years,
respectively. Current vulval symptoms with a duration of
at least three months was reported by 23.1% (116/502).
Long-standing entry dyspareunia was reported by 6.9%.
Independent risk factors for entry dyspareunia were
recurrent treatment for candidiasis OR 5.51 [2.30–13.17]
and bacterial vaginosis OR 2.34 [1.11–4.92]. Pregnancy,
without regard to parity, was a protective factor. Oral
contraception, depression and sexual abuse did not
constitute risk factors.
Conclusion: Clinical investigation with regard to vulval
problems and dyspareunia is required for a large group of
STD-clinic patients in Oslo. Referral to a dedicated vulva
clinic would be beneficial for a certain cases. The relation
between risk factors and causative factors will be discussed

PS16.1
SKIN CANCER IN ORGAN TRANSPLANT RECIPIENTS:
IS PREVENTION POSSIBLE?
Petter Jensen Gjersvik
Tidsskrift for den Norske Lægeforening, Oslo, Norway
Cutaneous squamous cell carcinoma is caused by DNA
damage induced by ultraviolet radiation from the sun. Organ
transplant recipients are at increased risk of developing
squamous cell carcinoma (as well as basal cell carcinoma),
probably through an inhibition of tumour rejection and
reduction in DNA repair ability by immunosuppressive
drugs, most likely through immunosuppression per se, or
by non-immune mechanisms.
All organ transplant recipients must be given information
on the high risk of skin cancer. Patients especially prone to
skin cancer (light skin type, previous and present high sun
exposure, previous skin cancer) should be identified. Organ
transplant recipients should be encouraged to avoid
unnecessary sun exposure and to use sun protective
measures (clothes, hats, caps, sun barrier creams with high
SPF). Close dermatological surveillance for early diagnosis
of premalignant and malignant lesions is essential. In
selected cases, treatment with systemic retinoids should
be considered.
Better and more contact between dermatologists and
transplantation physicians should be encouraged. As the
risk of post-transplant skin cancer is related to the degree
and duration of long-term immunosuppression, the dosage
of maintenance immunosuppressive drugs should be as low
as possible. Non-carcinogenic immunosuppressive drugs
may be developed in the future. Methods for induction of
antigen-specific tolerance to prevent graft rejection may
reduce the need for immunosuppression.

PS16.2
DIAGNOSTIC TECHNIQUES FOR NON-MELANOMA
SKIN CANCER
Gregor BE Jemec
Division of Dermatology, Department of Medicine, Roskilde
Hospital, Roskilde, Denmark
Non-melanoma skin cancer (NMSC) is common. The golden
standard for diagnosis is histological examination of
biopsies, but in a number of cases additional diagnostic
procedures of benefit to the patient and to general patient
management. In particular patients in whom NMSC is
associated with a number of precancerous lesions would
benefit from a more non-invasive approach to diagnosis. A
number of techniques exist to aid clinical diagnosis of
NMSC, e.g. cyanoacrylate biopsies, high frequency
ultrasound, spectroscopy and photodynamic diagnosis. In
addition new techniques are being developed such as
Optical Coherence Tomography and In vivo Confocal
Microscopy. The development of such techniques poses a
technical challenge, but may offer considerable practical
benefits to both patients and dermatologists.
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PS16.3
NEW NON-SURGICAL TREATMENT MODALITIES FOR
SKIN CANCER (FUTURE OR FAILURE)?
Olle Larkö
Sahlgrenska Academy, Göteborg University, Göteborg,
Sweden
The incidence of skin cancer is steadily increasing. In many
cases, the traditional treatment modalities such as surgery
and cryosurgery are adequate. Previously, mainly 5-
fluorouracil has been used among the non-surgical
treatment modalities. The drawbacks were more or less
troublesome side-effects. However, new non-surgical
treatment modalities have evolved. Retinoids have been
used for some years with some success for photoageing.
Imiquimod seems to be a promising agent for superficial
lesions but the long-term results are not known. Imiquimod
has immunomodulating properties. Photodynamic therapy
(PDT) is the most studied of the new therapies and new
indications are introduced regularly. So far, mainly
superficial basal cell carcinomas, actinic keratoses and
Bowen´s disease are recommended to be treated. When
using PDT, ALA or recently methylated derivatives are used
topically, followed by irradiation with red light. The new
methylated ALA-derivative (Metvix) seems to induce less
pain than the old ALA and the selectivity seems better.
Diclophenac for the treatment of actinic keratosis can be
questioned until further experience is collected. Patient
compliance is an important factor in the treatment success
of a premalignant or malignant skin conditions. Treatments
that have to be used regularly for several weeks have a
disadvantage compared to therapies that involve only one
or two sessions. Apart from the efficacy issues, economic
considerations have to be made. In the future many more
non-surgical treatment modalities will probably emerge.

PS16.4
SMALL DIAMETER MELANOMA
Per Helsing 
National Hospital, Department of Dermatology, Oslo, Norway
Background: Melanoma prognosis is dependant upon early
recognition and treatment. There is a need for good clinical
guidelines that focus on early signs of melanoma. The ABCD
rule states that most melanomas are more than 6 mm in
diameter. Critics crave a modification, arguing that small
diameter melanomas are not infrequent.
Objectives: The aim of the present study was to describe
the frequency and prognosis of melanomas less than 7 mm
in a clinical setting.
Methods: The Norwegian Melanoma Project: Multicentre,
prospective study with inclusion criteria. Patients recruited
from five dermatological departments in Norway from
1990–1993.
Results: The frequency of small melanomas was 11.4% (18/
158). One third was in situ melanoma, the rest invasive with
a median thickness of 0.8 mm. Four small melanomas were
T2 lesions, with a Breslow thickness of more than 1 mm.
One nodular T2 melanoma recurred locally two year after
diagnosis and the patient died of distant metastasis only
months later.

Conclusions: The ABCD rule remains a practical guide for
early recognition of melanoma. Clinicians must be aware
of its limitations.

PS16.5
PHOTODYNAMIC TREATMENT OF SUPERFICIAL ORAL
SQUAMOUS CELL CARCINOMA
Sigrid I Kvaal1, T Warloe2, JF Evensen2
1Faculty of Dentistry, University of Oslo, Norway
2The Norwegian Radium Hospital, Oslo, Norway
Background: Photodynamic therapy (PDT) with methyl
aminolevulinate (MAL) cream has been reported to give
relief to some patients with oral lichen planus, but previous
reports on oropharyngeal cancers have been nonconvincing.
Objective: The intention was to explore MAL-PDT on
superficial oral squamous cell carcinomas (SCC).
Method: Three patients with superficial oral SCC were
selected. The MAL cream was applied topically on the oral
mucosa and covered by custom made splints and/or cotton
wool rolls for 3 h. In vivo surface fluorescence
measurements confirmed that MAL had been converted to
photoactive porphyrines in the tissue. The affected area
was exposed to light from red laser or light emitting diodes
(635 nm).
Results: The cancerous areas have healed. The observation
period has been from 6–18 months and there has been no
recurrence.
Conclusion: MAL-PDT may be a treatment option for
superficial oral SCC where the alternative may be
destructive surgery. Patients need to be followed closely as
repeated treatments may be required.

PS16.6
ESTABLISHMENT OF TELEDERMATOLOGIC
DERMOSCOPY SERVICE IN DENMARK – REDUCING
MORBIDITY FROM MELANOMA AND DISFIGURING
SURGERY OF BENIGN NAEVI
J Smedegaard1, M Møller-Pedersen1, A Otkjær2, Henrik F
Lorentzen1, K Weismann3)
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Dermatological Clinic, Herning, Denmark
3Department of Dermatology, Hørsholm Hospital, Hørsholm,
Denmark
Malignant melanoma incidence is increasing and com-
munity- based as well as hospital-based dermatologists are
progressively more challenged with pigmented skin lesions.
Dermoscopy in the hands of formally trained and
experienced dermatologists increase diagnostic accuracy
as recently reviewed in a large meta-analysis. To reach an
expert level of dermoscopy a certain volume of skin lesions
have to be assessed on a regular basis and supervision as
well as consensus discussions be performed.
The current project was designed as an axis between the
departments of dermatology of Odense University Hospital
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and Hoersholm Hospital and eight satellites of primary
sector based dermatologists. The equipment used was Heine
delta 20 dermoscopes attached to a Nikon CoolPix 4500
digital camera. The recording equipment was optimized
regarding white balance, shutter, aperture, image resolution
and size.
A database fulfilling demands regarding safety (same
encryption level as used by financial and banking businesses
was used), capacity, graphical user interface (GUI),
straightforwardness and intuitivity of use was developed
through dermoscopy researchers and software developers.
The relationship-database, in contrast to commercially
available solutions, use patient identification data rather
than picture data as index fields, which enables corrections
to be performed on all graphical data at once rather than
through corrections to keyword fields.
In addition to dermoscopy picture the database enables
calculations of dermoscopic ABCD rule dermoscopy score
as well as assessment according to the risk stratification
data. Separate entry sheets for histology diagnoses are
incorporated and reliability statistics can be performed on
the database.

PS17.1
NEW TOPICAL TREATMENTS
Johanna Mandelin
Helsinki University Central Hospital, Department of
Dermatology, Helsinki, Finland
Topical tacrolimus and pimecrolimus block the activation
of T cells, and thus inhibit cytokine production. Both are
approved for the treatment of atopic dermatitis, but show
efficacy in other skin diseases, too. In psoriasis, tacrolimus
and pimecrolimus have shown superior efficacy compared
to vehicle treatment. In clinical practice treatment results
tend to be much better for thin lesions as compared to
thick ones. In a vitiligo study with pediatric patients,
tacrolimus ointment showed efficacy only slightly inferior
to clobetasol propionate. Published studies in other
indications are either uncontrolled or case reports. Small
studies and case reports have stated the efficacy of topical
tacrolimus and pimecrolimus in seborrhoeic dermatitis.
Tacrolimus ointment has also shown efficacy in treatment
of mucosal symptoms of various orifices. In a study of
erosive/ulcerative oral lichen planus the majority of the
patients showed a response to tacrolimus treatment. Case
reports also suggest  tacrolimus may be effective in
treatment of lichen sclerosus, ulcers of the skin, Hailey-
Hailey disease and cutaneous graft-versus-host disease.
Imiquimod is a synthetic immune response modifier, which
is approved for topical treatment of genital warts. Its central
mode of action seems to be the induction of cytokines, such
as interferons and TNF-alfa. Small studies and case reports
suggest efficacy in the treatment of viral disease such as
molluscum contagiosum, and precancerous, or malignant
diseases, like vulvar intraepithelial neoplasia, actinic
keratosis, Bowen's disease, and basal cell carcinoma.
Resiquimod is another imidazoquinoline, which in an animal
model has diminished the recurrence rate of herpes simplex
infections. 

PS17.2
NEW SYSTEMIC TREATMENTS
Sakari Reitamo, Finland
Abstract not available at the time of printing.

PS17.3
TELEDERMATOLOGY ON THE FAROE ISLANDS
Michael Heidenheim1, TN Dam(1), J Steig2, GBE Jemec1
1Department of Dermatology, Roskilde Hospital,
Roskilde, Denmark
2Landssygehuset, Torshavn, Faroe Islands
New technologies are often initially presented as
comprehensive. After awhile they are usually subjected to
criticism, which may be inappropriate, but provides
adjustment of perspective and allows them to find their
niche in the panoply of clinical medicine. Telemedicine is
one such technology. In dermatology it has been argued
that its stand-alone function is not satisfactory, and it is
therefore suggested that it may be best used as an integral
part of a complete referral system rather than as the only
conduit for specialist treatment. We describe a system in
which teledermatology is used as an adjunct to conventional
clinical dermatology. Teledermatology is used to service
control or repeat visits for assessment of treatments started
in conventional consultations. A review of cases suggests
that simple store-and-forward teledermatological e-
consultations can replace conventional face-to-face
consultations of a significant proportion of routine
consultations in this setting.

PS17.4
BENEFICIAL CLINICAL AND PHYSIOLOGICAL EFFECTS
OF ILOPROST IN PATIENTS WITH ERYTHROMELALGIA
Cato Mørk1, OM Kalgaard2, K Kvernebo3
1Department of Dermatology, Rikshospitalet University
Hospital, Oslo, Norway
2Private Practice, Oslo, Norway
3Department of Cardiothoracic Surgery, Ullevaal University
Hospital, Oslo, Norway
Background: Erythromelalgia (EM) is a rare condition
characterised by burning pain that is aggravated by warming
and relieved by cooling, erythema and increased
temperature of affected skin in feet and/or hands. Skin
microvascular arteriovenous shunting with insufficient
nutritive perfusion and tissue hypoxia (”shunt hypothesis”),
attenuated vasoconstrictor responses involving central
sympathetic reflexes and deranged prostaglandin
metabolism in relation to skin vasculature have previously
been reported. The vasodilatory and thrombocyte inhibitory
effect of prostanoids (prostaglandins and prostacyclins)
may improve nutritive perfusion.
Aims of the study: To determine whether iloprost, a
synthetic prostacyclin analogue, improves symptoms and
neuropathy in EM.
Material and methods: In a double-blind, randomised
parallel-group trial we evaluated the effect of intravenous
iloprost (n=8) and placebo (n=4) treatment. The treatment
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effect was determined by the need for cooling of the affected
skin and by evaluation of test for sympathetic function
(vasoconstrictor responses following Valsalva’s maneuver
and contralateral cooling). Results:  The need for cooling
of affected skin and sympathetic dysfunction improved
significantly (p<0.05) in the iloprost group in contrast to
the placebo group.
Conclusion: The beneficial effect of iloprost demonstrated
in this pilot study gives further support to the shunt
hypothesis and a rationale basis for further studies on
prostanoids in patients with EM.

PS17.5
IMIQUIMOD TREATMENT-RESPONSE OF LENTIGO
MALIGNA CONSECUTIVELY DOCUMENTED BY
DERMOSCOPY
Henrik F Lorentzen
Department Dermatology, Odense University Hospital,
University of Southern Denmark, Odense, Denmark
Lentigo maligna (LM) is slowly growing in situ melanoma
but when invasive its metastatic potential is comparable to
melanomas of similar Breslow depth.
Imiquimod is a immunoresponse modifying drug used to
treat condyloma accuminatum and various skin cancers and
their precursors. A few reports have indicated that
imiquimod may also play a role in the treatment of lentigo
maligna.
We describe a 94-year-old woman with a 3 by 31/2 cm (LM)
on her right cheek and lower palpebra. She was blind on
her left eye making surgery in the surroundings of her right
eye less desirable as ectropion might ensue.
Imiquimod cream 5% was initiated three times weekly. Well
tolerated, after four weeks it was increased to five times
weekly. The patient developed a severe inflammatory
response with massive oedema and redness as well as
crusting of the entire periorbital region and Imiquimod was
reduced to 4 times weekly.
Dermoscopy was performed at regular intervals. At her first
visit no broadening of the facial pseudo-pigment network
(PN) was observed. Four months later PN broadening was
observed. HD: lentigo maligna. After initiation of imiquimod
bleaching of the pseudo-PN was observed and peppering
as and indication of pigment incontinence and melanophag
activity was observed. After three months of therapy
complete clearance of the lesion was observed.
In our patient Imiquimod caused resolution of LM and the
process was followed by dermoscopy that indicated that
Imiquimod caused pigment incontinence and melanophag
activity.

PS17.6
PLASMAPHERESIS TREATMENT OF CHRONIC
IDIOPATIC URTICARIA
Mette Sommerlund, N Grunnet, PS Skov, MH Platzer, ER
Obitz
Department of Dermatology, Århus County Hospital, Århus,
Denmark

Plasmapheresis is frequently used to treat severe
autoimmune diseases where autoantibodies are implicated.
In a subgroup of chronic idiopatic urticaria, autoantibodies
directed towards the IgE-receptor are thought to be involved
in the pathogenesis. We investigated the effect of repeated
plasmapheresis in a group of patients with primarily chronic
idiopatic urticaria with disease duration longer than 6
months. Eight of nine patients had histamine-releasing (HR)
activity in their serum and all had a positive autologous
serum skin test. The patients were characterised by severe
disease activity and limited effect of antihistamine therapy.
The study was performed as an open clinical study and
disease activity was measured by an urticaria score based
on frequency, itch, duration, and number of wheals.
Furthermore, the patients underwent clinical examination
during the plasmapheresis treatment and a follow-up was
performed at the end of the treatment period and one to
two years later. During the observation period before
initiation the treatment, one patient spontaneously had
remission. One patient without serum HR-activity had full
remission after six treatments. Two patients had limited,
transient effect of plasmapheresis when it was performed
with two weeks interval. Five patients had no effect of the
treatment. In conclusion, this study showed a limited effect
of plasmapheresis on urticaria activity when performed
every second to fourth week. The treatment was generally
well tolerated and might be a choice in case other systemic
treatment is not tolerated.

PS18.1
CONTACT ALLERGY TO OXIDIZED TERPENES, THE
“PERFUMES OF PLANTS”
Mihály Matura
Dermatochemistry and Skin Allergy, Göteborg University,
Göteborg, Sweden
Introduction: Monoterpenes are frequently used as fragrance
chemicals since they are small volatile compounds with
most often pleasant smell, derived from flowers and other
natural sources. Less volatile terpenes, sesquiterpenes are
also used. Terpenes containing double bounds are prone
to oxidation. Among the oxidation compounds found,
earlier studies on delta-3-carene identified hydroperoxides
being very potent allergens, present in oil of turpentine.
Our aim was to study the autoxidation and allergenic activity
of the following terpenes and their degradation products:
limonene, linalool, caryophyllene and myrcene; to identify
allergenic oxidation products and to gain human
sensitization data on these compounds.
Methods: The fragrance terpenes were exposed to air to
mimic normal handling and storage and the oxidation was
followed by gas-chromatography (GC). Identification and
structure-elucidation of oxidation products were performed
by GC-MS, HPLC, NMR spectroscopy. Allergenic activity was
investigated in animal studies. Several thousand consecutive
dermatitis patients were tested with oxidized terpene
mixtures and allergenic fractions in numerous clinical
studies.
Results: The concentrations of all terpenes started to
decrease immediately. 50% of the original compounds
remained after 30 weeks for linalool, after 9 weeks for
limonene, and after 8 weeks for caryophyllene and myrcene.
Among the oxidation products formed, hydroperoxides of
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limonene and linalool were the most significant allergenic
compounds. Out of 9000 patients tested 2.2% reacted to
any of the oxidized terpenes. A significant correlation in
reaction to other fragrance allergens was observed.
Conclusion: Fragrance terpenes oxidized easily, resulting
in the formation of allergenic degradation compounds and
frequent human sensitization.

PS18.2
CONTACT DERMATITIS FROM ESSENTIAL OILS/
AROMATHERAPY
Edgar Selvaag
Department of Dermatology, University of Copenhagen,
Copenhagen, Denmark
Contact dermatitis to essential oils has long been
recognized. Essential oils are widely used; in foods, soft
and hard drinks, as flavouring agents in toothpaste,
perfumes and cosmetics. Contact with essential oils is
possible in medical and especially dermatological treatment;
were it is used as antiseptics, adstringentia, antipruritic
tinctures, lotions and pomades. Essential oils are widely
used, in food, toothpaste, as flavouring agents in perfumes
and cosmetics, and also in dermatological treatment, as
antiseptics, adstringenta, antipruritic tinctures, lotions and
pomades. Due to an increased interest in and use of
alternative medicine including aromatherapy, the reports
on unwanted side effects are increasing. By demonstration
of patients with unwanted side effects and by a review of
reported cases, we want to focus on possible unwanted side
effects when using essential oils.

PS18.3
PRIMULA, A POSSIBLE SOURCE OF AIRBORNE
CONTACT DERMATITIS
Lars Porskjær Christensen
Department of Food Science, Danish Institute of Agricultural
Sciences, Aarslev, Denmark
The sensitizing properties of Primula, in particular P.
obconica, are primarily due to the accessibility of the
allergen primin (2-methoxy-6-n-pentyl-1,4-benzoquinone)
on the surface of the plant. Primin and related compounds
are formed in minute glandular hairs (trichomes), and are
accumulated between the cuticula and the cell membrane
of the outermost cells. When the cuticula burst, the allergen
accumulates as irregular resinous drops on the top and
sides of the hair. Therefore contact with Primula species
that produce primin always bears risk of sensitization due
to (i) direct contact (e.g. removal of plant material), (ii)
indirect contact (e.g. handshakes) or (iii) by the release of
small plant parts or dust particles containing primin causing
airborne contact dermatitis (ABCD). Finally, the direct
release of primin from the surface of the plants may elicit
ABCD in highly sensitized persons.
The allergen primin and its hydroquinone (miconidin) were
collected by dynamic headspace technique from P. obconica.
The amounts of primin released from unchopped leaves/
stems and flowers were 65.3 ng and 18.8 ng/(g fresh plant
material)/h, respectively, whereas the amounts released

from intact plants were lower (6.2 ng/(g fresh plant
material)/h). Miconidin was only released in minute
amounts (>0.4 ng/(g fresh plant material)/h) from the
different plant parts. The results suggest that primin is an
airborne allergen and therefore a source of ABCD. Other
potential airborne contact allergens; tulipalin A from
Alstroemeria and tulips and sesquiterpene lactones from
liverworts and plants of the family Asteraceae will briefly
be discussed. 

PS18.4
CONTACT ALLERGY TO THE SESQUITERPENE
LACTONE CALOCEPHALIN
Monica Hindsén1, LP Christensen2, E Paulsen3 
1Department of Occupational and Environmental
Dermatology, Malmö University Hospital, Malmö, Sweden
2Department of Food Science, Danish Institute of
Agricultural Sciences, Research Centre Aarslev, Aarslev,
Denmark
3Department of Dermatology, Odense University Hospital,
Odense, Denmark
Background: A 63-year-old female gardener developed
eczema on her hands, arms and face. She suspected cushion
bush, Calocephalus brownii F. Muell, a plant introduced in
Sweden by her. This plant belongs to the Asteraceae family.
Methods: Patch testing with our standard series, plant series
and acetone extract of cushion bush. The predominating
sesquiterpene lactone (SL) calocephalin identified in the
plant extract was patch-tested in the patient and 20 controls.
Calocephalin was isolated from the plant extract of cushion
bush by column chromatography and preparative high-
performance liquid chromatography (HPLC) and identified
by mass spectrometry and nuclear magnetic resonance
(NMR) spectroscopy.
Results: The patient was negative to the standard series but
positive to parthenolide and to the cushion bush extract.
Likewise, positive reactions to cushion bush extracts were
seen in SL-mix positive but not in negative patients.
Parthenolide was not present in the plant extract as shown
by gas chromatography-mass spectrometry (GC-MS)
analysis, while the guaianolide calocephalin was identified
as the major SL. The patient tested positively to calocephalin
while the controls tested negatively.
Conclusion: The plant cushion bush can cause occupational
allergic contact dermatitis and the major contact sensitizer
in the plant is the SL calocephalin.

PS18.5
DECREASED MDBGN CONCENTRATION IN A
PRODUCT IS COUNTERACTED BY INCREASED
EXPOSURE
Charlotte Devantier1,2 , JD Johansen2, T Menné2,3, KE
Andersen1,2
1Department of Dermatology, Odense University Hospital,
University of Southern Denmark, Odense, Denmark
2National Allergy Research Centre, Gentofte, Denmark
3Department of Dermatology, Gentofte Hospital, University
of Copenhagen, Denmark
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Background: Some types of cosmetic products such as
creams and soaps are commonly used several times a day,
especially in occupational use-situations. Little is known
about how the daily frequency of application of an allergen
in a product influences the allergic response.
Objectives: This study investigates the allergic responses
elicited in pre-sensitised individuals when exposed to a
specific amount of allergen applied either in 1 application
per day or distributed over 4 applications per day. As model
allergen is used the cosmetic preservative methyldibromo
glutaronitrile (MDBGN).
Patients/Methods: 19 contact allergic individuals and 12
controls participated in a double-blind, randomized
repeated open application test (ROAT) using two coded
aqua/ethanol (80:20) solutions preserved with 100 ppm and
400 ppm MDBGN, respectively. 12 cm2 areas on the lower
arms were applied 2 drops either once daily of the 400
ppm solution or 4 times a day for the 100 ppm solution.
Results: Most patients developed dermatitis following
application of approximately equal amounts of MDBGN on
both arms not distinguishing whether the allergen was
applied as a 400 ppm solution once daily or a 100 ppm
solution 4 times daily. Controls were negative.
Conclusions: Applications with 400 ppm MDBGN once daily
or 100 ppm MDBGN 4 times per day had, in a ROAT study,
approximately equal capabilities of provoking allergic
dermatitis in agreement with well-known patch test data
that dose per unit area is more important than concentra-
tion of allergen in the product. This may complicate risk
assessment and regulation of cosmetic allergens. However,
further studies are needed before more general conclusions
can be made.

PS18.6
AN INSECT FROM CALIFORNIA, OR ....?
Jon Anders Halvorsen
Department of Dermatology, Ullevål Universitetssykehus,
Ullevål, Norway
A newly married couple in their early thirties attend the
dermatology outpatiens 7 days after returning from
California. For the last 10 days they have had itchy linear
lesions on all extremities and also their trunks. New lesions
developed after returning to Oslo. They have brought with
them, in a match box, a small fly, 3x4 mm, and are both
insistent that the insect is the cause of the rash.
Clinically however the rash resembles allergic contact
dermatitis from Rhus, most likely the Poison Oak. Patch
testing against Rhus is not available. This presentation will
include a short description of Rhus dermatitis caused by
Poison Oak, Poison Ivy and Poison Sumac.

CSS01.1
NON MELANOMA SKIN CANCER IN ORGAN
TRANSPLANT PATIENTS AND THE USE OF
PHOTODYNAMIC THERAPY
Gregor BE Jemec
Roskilde Hospital, Division of Dermatology, Roskilde,
Denmark

The incidence and prevalence of non melanoma skin cancer
(NMSC) is increased in organ transplant patients because
NMSC development is influenced by the immune-status of
the patient. NMSCs are influenced by the general degree of
immunosupression, and the necessary immunosuppressive
therapy following organ transplants therefore acts as a
potent iatrogenic tumour promoter in this group of patients.
Treatment of NMSC in organ transplant patients remains a
challenge. Patients often have multiple tumours, poorly
demarcated and interspersed with scarring from previous
therapy. Conventional surgery remains the gold standard,
but a number of new and less destructive treatments are
being developed. Ideally NMSC treatment in organ
transplant patients should also be able to treat subclinical
lesions, treat larger areas and not only single lesions, and
not disrupt the perilesional skin with additional scarring
which may make later surgery more difficult. Photodynamic
therapy (PDT) is a selective photodestructive process, which
targets dysplastic or neoplastic tissue. Provided the
photosensitiser is adequately absorbed in the tissue and
oxygen is present, the method appears to be able to
eliminate subclinical lesions. The practical application of
PDT is mainly limited by the size of the light source used
and the pain induced by the treatment in some patients.
Treatment of larger areas is practically feasible on a routine
basis. Finally, PDT does not appear to have long-term side
effects, which interfere with subsequent conventional
therapy if this should become necessary for the patient.
Studies have documented the potential of PDT in the
treatment of precancerous as well as cancerous lesions
while practical experience suggests that the methods has
considerable potential, particularly in complex clinical
situations such as NMSC therapy in organ transplant
patients.

CSS01.2
PRACTICAL ASPECTS OF PHOTODYNAMIC THERAPY
IN DERMATOLOGICAL PRACTICE
Ida-Marie Stender
Hudklinikken, Charlottenlund, Denmark
Experience from two years with photodynamic therapy with
Metvix in a private dermatological clinic in Copenhagen,
Denmark. Practical and economical aspects as well as cases
are presented.

CSS01.3
DIFFERENT PROPERTIES OF AMINOLEVULINIC ACID
AND METVIX® REGARDING SELECTIVITY TO
DISEASED SKIN AND ITS RELATION TO PAIN DURING
ILLUMINATION
Hans Christian Wulf
Department of Dermatology, University of Copenhagen,
Bispebjerg Hospital, Copenhagen, Denmark
5-Aminolevulinic acid (5-ALA) has been used experimentally
for several years. Now 5-Aminolevulinic Methylester (ALA-
ME) is mostly used in the treatment of actinic keratosis
and basal cell carcinoma. Applying these substances to
normal skin shows a much higher concentration of
Protoporphyrine IX (PPIX) after 5-ALA than after ALA-ME
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also resulting in a considerable difference in pain during
illumination, 5-ALA being considerably more painful than
ALA-ME PDT. Applying these substances to diseased skin
indicates a nearly even concentration of PPIX for both drugs
when the skin is heavily affected and a clear difference in
less affected skin. The more equal the amount of PPIX, the
more equal the pain will seem to be. Not only are there
differences in PPIX in unaffected skin but 5-ALA also
propagates outside the treated area, whereas PPIX formed
after ALA-ME is strictly concentrated to the treated area.
Pain during illumination is in about 50% a problem for the
patient. Most painkillers are not efficient in treating this
pain, however, cooling of the skin may lower the pain level
considerably, however, at the same time prolonging the
irradiation time before PPIX in the tissue has faded. It is,
however, possible to compensate for this delayed fading
by increasing the light dose.

CSS01.4
CLINICAL EXPERIENCE WITH PHOTODYNAMIC
THERAPY USING METVIX® IN THE TREATMENT OF
BASAL CELL CARCINOMA
Ann-Marie Wennberg
Sahlgrenska Universitetssjukhus, Göteborg, Sweden
Photodynamic therapy (PDT) involves the activation of a
photosensitizer by visible light to create cytotoxic oxygen
species, which lead to cell death. Recently a new and highly
selective topical photosensitizer containing methylamino-
levulinate (MAL) has been approved for use in basal cell
carcinoma (BCC). Two studies comparing MAL PDT to
conventional treatments have been conducted in patients
with primary, non-high risk BCC. The first was a comparison
to cryotherapy in patients with superficial BCC. After 3
months complete responses were seen in 99/102 (97 %)
lesions treated with MAL PDT versus 93/98 (95 %) lesions
treated with cryotherapy. MAL PDT versus simple excision
surgery was studied in 103 patients with primary nodular
BCC. After 3 months complete responses were seen in 48/
53 (91 %) of lesions treated with MAL PDT versus 51/ 52
(98 %) of lesions treated with surgery. From both studies it
was concluded that MAL PDT gave better cosmetic outcome
than both cryotherapy and surgery. Two open multicenter
studies with a total of 196 patients with difficult to treat
basal cell carcinomas (mainly large and/or mid-face), were
conducted in Europe and Australia. The histologically
confirmed response rates after 3 months were 80/108 (74
%) and 131/148 (89%) in the two studies. The cosmetic
results were good or excellent and Metvix® was well
tolerated. These data show that MAL PDT is an efficacious,
well-tolerated treatment option for patients with BCC,
particularly in cosmetically sensitive areas.

CSS01.5
CLINICAL EXPERIENCE WITH METHYL AMINO-
LEVULINATE IN PATIENTS WITH AKTINIC KERATOSIS
Mikael Tarstedt
Department of Dermatology, Karlstad, Sweden
Photodynamic therapy (PDT) involves the activation of a
photosensitizer by visible light to create cytotoxic oxygen
species, which lead to cell death. Recently a new and highly

efficacious as cryotherapy, whereas both MAL PDT given in
two sessions one week apart and single session with the
option to repeat had superior efficacy to cryotherapy. In
all studies MAL PDT had significantly better cosmetic
outcome than cryotherapy. MAL PDT was well tolerated and
preferred by patients. These data show that MAL PDT is an
efficacious, well-tolerated treatment option for patients with
AK, particularly in cosmetically sensitive areas.

CSS01.6
SOME EXAMPLES OF DIFFERENTIAL DIAGNOSES
Kari Saarinen, Finland
Abstract not available at the time of printing.

CSS02.1
WHAT DO WE KNOW TODAY ABOUT THE OUTCOME
OF ATOPIC DERMATITIS?
Speaker to be announced
Abstract not available at the time of printing.

CSS02.2
DISEASE MODIFICATION IN THE FIELD OF THE
ATOPIC SYNDROME - WHAT TO LEARN FROM
ASTHMA
Tari Haahtela, Finland
Abstract not available at the time of printing.

CSS02.3
WOULD A LONG-TERM CONTROL OF ECZEMA REALLY
LEAD TO A BETTER PROGNOSIS - HOW SHOULD WE
PERFORM THE STUDY?
Speaker to be announced
Abstract not available at the time of printing.

Corporate Sponsored Symposia
Corporate Sponsored Symposia

Metvix Treatment Cryotherapy Placebo PDT
Single Single, Two Liquid nitrogen

option sessions spray
to repeat 1 w. apart

Total no.
lesions 408 198 743 749 302
Lesions
with CR(%) 284 (70)183 (92) 662 (89) 528 (71) 110 (36)

selective topical photosensitizer containing methylamino-
levulinate (MAL) has been approved for use in actinic
keratosis (AK). Five phase III studies have been conducted
in Europe, Australia and the US to document the safety and
efficacy of MAL PDT in the treatment of AK. MAL PDT has
been compared to placebo PDT and to cryotherapy in two
studies each. Three dosing regimes have been studied: single
treatment only, single treatment with the option to retreat
after 3 months, and two treatments one week apart. The
response rates 3 months after treatment (pooled data) are:
MAL PDT was shown to have superior efficacy when
compared to placebo PDT. Single treatment PDT was as
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CSS03.1
CLASSIFICATION AND TREATMENT OF
MASTOCYTOSIS
Peter Valent
Department of Internal Medicine I, Division of Hematology
and Hemostaseology, Vienna University Hospital, Vienna,
Austria
The term mastocytosis denotes a heterogeneous group of
disorders characterized by the abnormal growth and
accumulation of mast cells (MCs) in one or more organ
systems. Clinical symptoms occur from release of chemical
mediators or pathologic infiltration of MCs. Cutaneous
mastocytosis is a benign disease confined to the skin, and
often regresses spontaneously. In contrast, systemic
mastocytosis (SM) is a clonal persistent disease of
myelomastocytic progenitors. In a majority of SM-patients,
the somatic c-kit mutation D816V is detectable. The clinical
course in SM is variable. Many patients remain in an indolent
stage over decades. In a smaller group, however, aggressive
SM (ASM) is diagnosed. Other patients develop an associated
clonal hematologic non-MC-lineage disease (AHNMD). MC
leukemia (MCL) is a rare SM-variant characterized by
leukemic spread of MCs and rapid progression. Patients
with indolent SM are treated with mediator-targeting drugs,
but not cytoreductive drugs. In contrast, patients with ASM
or MCL are candidates for cytoreductive therapies including
interferon-alpha, 2CdA, and polychemotherapy. In patients
with SM-AHNMD, SM should be treated as if no AHNMD is
present, and AHNMD as if no SM had been diagnosed.

CSS03.2
THE PATHOPHYSIOLOGY OF ITCH
Malcolm W Greaves
Department of Dermatology, Singapore General Hospital,
Singapore
The neuronal pathways and regulatory receptor mediated
central checks and balances for itch are now better
recognised. We have recently obtained new, direct evidence
of involvement of opioid peptides in cholestatic and renal
pruritus. This, together with our recently proposed
pathophysiology - based classification of itch (Lancet 361,
690, 2003) has enabled evaluation of new therapeutic
approaches. These include !-opioid receptor antagonists
alone or in combination with -opioid agonists, immuno-
modulators and serotonin antagonists and inhibitors. In
practice, the importance of a detailed (in quality, time and
space) history taking is emphasised, and the use of a
standardised (e.g. Ependorff or STITCH) questionnaire
recommended.

CSS03.3
ANTIHISTAMINES: PRESENT STATUS AND FUTURE
OPTIONS
F Estelle, R Simons
University of Manitoba, Canada
H1-antihistamines are first-line medications for relief of
itching and other symptoms in allergic skin disorders in

which histamine is a major chemical mediator of
inflammation. In urticaria, the evidence base for H1-
antihistamine use as first-line treatment is solid. In other
skin disorders, including atopic dermatitis, their use is
somewhat controversial. New, clinically relevant informa-
tion about H1-antihistamine molecular basis of action,
clinical pharmacology, and potential adverse effects has
recently been published. First-generation H1-antihistamines
block the neurotransmitter effect of histamine in the central
nervous system (CNS), and may impair cognitive and
psychomotor performance even in the absence of
drowsiness or sedation. Second-generation H1-anti-
histamines have improved safety profiles and should be
used in preference to their older counterparts. Worldwide,
regulatory agencies have focused less on the potential CNS
toxicity of first-generation H1-antihistamines and more on
the potential cardiac toxicity of H1-antihistamines. Most
novel H1-antihistamines developed in the past two decades
are related to medications already existing in the class; for
example, they are metabolites (desloratadine/loratadine,
cetirizine/hydroxyzine, and fexofenadine/terfenadine) or
enantiomers (levocetirizine/ cetirizine). The gene encoding
the human H1-receptor has been identified and poly-
morphisms have been found. It is possible that true third-
generation H1-antihistamines will be designed in the future
(Simons FER. H1-antihistamines: more relevant than ever
in the treatment of allergic disorders. J Allergy Clin Immunol
2003;112:S42-52).

CSS04.1
COMPLIANCE AND SUPPORT TO THE ACNE PATIENT
William J Cunliffe
The Skin Research Centre, Leeds University, UK
Dermatologists have an established way of discussing acne
with their patients.
Obviously there are variations of clinical practice between
doctors. It is also likely that the time available for
consultation will dictate the extent to which the causes of
and treatment options for acne are discussed.
Some doctors, possibly many doctors do not consider
certain aspects which the patient perceived to be important.
The first half of the presentation will discuss this issue
based on a survey of the acne support group. This survey
highlighted certain aspects which are probably wordy of
doctors considering.
The survey demonstrated that some doctors are not as
sympathetic about the acne problem as patients perceived
they should be. Some doctors do not have adequate amount
of time to discussing issues with the patient and therefore
some patients concerned that the dermatological nurse may
be in a better position to counsel the acne. Indeed in the
UK there are now established nurse-led clinics in several
dermatological subspecialities including acne.
The survey highlighted not only the considerable over all
psychological problems caused by the disease but it also
highlighted certain issues which doctors may at times not
discuss with the patients. Such issues include:
• the difficulties of employment,
• underachieveing at work because of her acne,
• the problems that the younger patients have at school,
• male patients have problems shaving,
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• the observation that the acne will influence the choiceof holiday destination and the unwillingness for patients
to wear certain swimwear

The second part of the presentation will highlight
compliance issues in acne. Poor compliance is a major
problem in many chronic disorders. A study from Leeds
has confirmed that acne is no exception. It showed that:
• patients taking oral isotretinoin complied better thanthose taking other treatments
• compliance on a second course of oral isotretinoincomplied less than on the first course.
• Individuals who smoked and drunk considerable alcoholcomplied less well.
• Unfortunately there was a negative correlation betweenthe psychosocial status of the individual and compliance.

This indicates that the more the disease affects the
patient's life and lifestyle then the less well they will
comply.

In conclusion just how patients feel about the acne needs
to be addressed by the profession as does the issue of
compliance.

CSS04.2
ANTIBIOTICS IN ACNE AND ROSACEA
Vincenzo Bettoli
Department of Dermatology, Azienda Ospedaliera
Arcispedale S. Anna, University of Ferrara, Ferrara, Italy
Acne is a multifactorial skin disorder and the
pathophysiologic components are seborrhoea, altered
follicular keratinization, P.acnes growth and inflammation
(1). Recent studies suggest that inflammatory events,
usually considered as the last aspect of the sequence, are
also present in the very earliest stages of acne lesion
development (2). The most effective clinical outcome in acne
is obtained when the maximum number of pathophysiologic
factors is targeted by the treatment hence combination
therapy is advisable.
Antibiotics, both oral and topical, are largely recognized
as a mainstay in the treatment of acne. Their use is widely
diffuse around the world. The mechanism of action is both
antibacterial (reduction in P.acnes count) and non-
antibacterial (anti-inflammatory/immunomodulatory
effects), hence two out of four pathogenic factors are
directly counteracted.
Many guidelines on acne therapy have been published over
the years. The most recent consensus recommendations
are of the “Global Alliance to improve outcomes in acne”
(3). A subgroup of the Alliance, the “European expert group
on oral antibiotics in acne” has expanded the part of oral
antibiotics providing more detailed guidance on this topic.
Many kinds of antibiotics may be used but cyclines form
the cornerstone of oral antibiotic therapy in acne patients.
Preferring cyclines to macrolides, clindamycin, co-
trimoxazole, trimethoprim and quinolones is based mostly
on efficacy, safety and P.acnes antibiotic resistance. Second
generation cyclines (lymecycline, doxycycline, minocycline)
should be preferred to first generation cyclines (tetracycline
HCl, oxytetracycline) because of pharmacokinetics
advantages. Based on safety profiles doxycycline and
lymecycline should be preferred to minocycline. Lyme-
cycline and doxycycline have rare side effects but the latter

has dose-dependant phototoxicity. The choice between
them depends on the exposure to either natural or artificial
UV. Minocycline has rare but severe side effects. The
advisable dosage of lymecycline should be 300 (600) mg
daily, 100 (200) mg daily for doxycycline and minocycline
and 1 g daily for first generation cyclines. The duration of
the treatment should be 3 months but in case of persisting
clinical improvement it may be continued longer.
Oral antibiotics should be used on moderate papular/
pustular and nodular acne as a first choice and on severe
nodulo-cystic conglobate acne as an alternative to oral
isotretinoin (3).
Antibiotics used in acne are often effective in the treatment
of rosacea (4). The exact mode of action is not well
understood, probably they work through an anti-
inflammatory activity. Erythromycin as topical and cyclines
as systemic treatment seem to be the preferred ones.
References
1) WJ.Cunliffe, HP. Gollnick. Acne. Diagnosis and manage-

ment. Martin Dunitz 2001.
2) Jeremy A, Holland D, Roberts S, Thomson K, Cunliffe

WJ. Inflammatory events are involved in acne lesion
initiation. J Invest Dermatol 121; 20-27: 2003.

3) Gollnick H, Cunliffe WJ, et al. Management of acne. J Am
Acad Dermatol 2003:49,S1-38.

4) Plewig G, Kligman AM. Acne and Rosacea. 3rd Ed.
Springer-Verlag.

CSS04.3
PELVIC INFLAMMATORY DISEASE – TETRACYCLINES
IN CHLAMYDIA
Birger Møller
Department of Obstetrics and Gynaecology, Odense
University Hospital, Odense, Denmark
Pelvic inflammatory disease (PID) is an infection of the
upper genital tract in females, i.e. infection of the
endometrium in the uterine cavity, of the fallopian tubes,
parametria, and also in some cases oophoritis, perihepatitis,
perisplenitis etc.
In almost all cases of PID, the infection starts in the lower
genital tract and spreads to the upper part by canalicular
spread from the cervix via the cervical canal and the uterine
cavity to the inner layers of the tubes (endo-salpingitis), or
by lymfogen/hematogen spread from micro-lesions in the
cervical epithelium to the parametria and the outer layers
of the fallopian tubes (exo-salpingitis). PID only occur
among sexually active women. In most cases the inflamma-
tion is double-sided.
The symptoms of PID vary. In an unknown – but probably
rather frequent – number of cases, the inflammation is
asymptomatic (silent inflammation). The classic symptoma-
tology of PID is lower abdominal pain, rise in body
temperature, increased vaginal discharge and at pelvic
examination pain by motion of the uterus. At vaginal
inspection the cervix appears inflamed. The SR and CRP
are normally increased.
Chlamydia trachomatis is the most common aetiologic agent
of PID and accounts for 30-50% of all cases. Neisseria
gonorrhoeae may also cause upper genital infection, but at
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the moment is rarely seen in Scandinavia. Mycoplasmas,
especially M. hominis and M. genitalium, seem to be
aetiologic agents in a number of cases.
Complications of PID are first of all lesions of the epithelium
of the Fallopian tubes, increasing the risk of ectopic
pregnancy and sterility. Chronic abdominal pain and
dyspareunia may also occur as complications of PID.
Effective antibiotic treatment is important to reduce
sequelae from upper genital tract infection in females.

CSS05
INTRODUCTION TO THE SYMPOSIUM
Kristian Thestrup-Pedersen
Professor of Dermatology, University of Aarhus, Aarhus,
Denmark. Consultant, King Faisal Specialist Hospital, Riyadh,
Saudi Arabia
Despite much research performed over the last 100 years,
we are still not understanding atopic eczema, which is the
most common, chronic illness of children in the indu-
strialized world today. Up to 20% of children in Nordic
countries are affected by the disorder – with a disease
course for up to several years. Will the new treatment
options with topical immuno-modulators lead to a
significant change of the course of atopic eczema? This is
one of the focuses of this Fujisawa symposium. We will
have reviews on what is needed as the 'golden standard'
for controlling atopic eczema, its 'natural course' as we
know it here in 2004, the clinical evidence stemming from
thousands of patients treated with Protopic® including a
'head-to-head' comparison with the other compound among
TIMs (Elidel®). There will also be considerations on
Protopoc® and its 'off-label' use. I invite all participants to
come and take active part in the discussions following these
interesting lectures.

CSS05.1
WHAT DO I NEED FOR TREATING MY PATIENTS WITH
ATOPIC ECZEMA?
Ove Bäck
Department of Dermatology, University of Lund Hospital,
Lund, Sweden
A useful tool is a standardized protocol making sure that
most aspects of the disease is taken care of from the
beginning. This protocol includes the UK Working Party
criteria for atopic eczema (AE), recordings of the affected
body areas, a severity index according to Rajka and
Langeland as well as a VAS scale for patient's global
assessment of disease severity. Heredity of atopic diseases
as well as past or present allergic rhinitis or asthma is
recorded. A list of medications including those for
respiratory allergy is registered. In order to identify relevant
trigger factors a laboratory work up is performed. This will
include a skin prick test for air-borne allergens, preferred
before a Phadiatop. If total serum IgE >100 kU/l, tests for
specific IgE for Malassezia, Candida, Dermatophagoides,
SEA, SEB and TSST is often rewarding and will permit at
more targeted prevention or therapy. Topical treatment with
intermittent potent steroids and topical immunomodulators
persuing a detailed treatment protocol will benefit most
patients. UV serial treatments is recommended for patients

with generalized eczema. When appropriate, topical
ketoconazole and/or antimicrobial therapy is prescribed
together with mattress covers for reduction of house dust
mite exposure.

CSS05.2
THE COURSE OF ATOPIC DERMATITIS – HOW BAD IS
THE PROGNOSIS?
Anne Braae Olesen
Department of Dermatology, University Hospital of Odense,
Odense, Denmark
Atopic dermatitis (AD) affects 15 to 20% of all children in
developed countries. Knowledge of the mechanisms behind
the disease is growing. However, 'Will the child grow out of
AD?' is poorly answered. Many studies of generally low
quality have described the clinical course of the disease. A
few population-based studies consistently report that most
children with AD can be categorized to have a mild to
moderate disease (65 to 94%). An older British community-
based cohort study estimates that 65% of children who had
eczema at 7 years were clear at 16 years of age. Very little
is known about the long-term prognosis. So far follow-up
studies suggest that early onset, widespread disease in early
life and concomitant asthma and/or hay fever may be
predictors of persistent disease. It has been reported that
55% of all hospitalised children with AD later developed
hand eczema. The loss of night sleep and social stigmata
of visible skin disease among severe cases calls for effective
treatments that may not only reduce symptoms and signs
of AD but also alter the course of the disease. Breastfeeding
and probiotics are the only interventions that so far have
produced some evidence of primary prevention of AD. Long
term follow-up studies with well-defined outcome measures
and randomised controlled trials are mandatory in order
to qualify the answers concerning the course and prognosis
of AD.

CSS05.3
TACROLIMUS OINTMENT (PROTOPIC‚) – THE
CLINICAL EVIDENCE IN 2004
Sakari Reitamo
Department of Dermatology, Helsinki University Central
Hospital, Helsinki, Finland
Topical corticosteroids show good short-term efficacy, but
long-term control of atopic dermatitis (AD) is often not
achieved especially not in patients with more severe disease.
They are used intermittently because of suppressive effects
on collagen synthesis. Tacrolimus ointment can be used
for long-term treatment of AD without suppressive effects
on the skin. With tacrolimus ointment monotherapy, a
reparative effect on the skin can be found after long-term
treatment, with an increase in collagen synthesis which
results in normalization of skin thickness. This can be seen
even in patients with simultaneous treatment with inhaled
corticosteroids for bronchial asthma. In two comparative
studies tacrolimus ointment 0.03 and 0.1% showed superior
efficacy compared to pimecrolimus cream 1% in childen
with AD. There was no statistical differences in the number
of patients with burning during treatment. Short-term
adverse events of tacrolimus ointment include burning,
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stinging, increased itching, and a slight increase in herpes
simplex infections. In long-term studies adverse events with
topical corticosteroids and tacrolimus ointment are similar.
Recall antigen testing shows an increased number of
patients with positive test reactions, an increase in Merieux
score, and in the number of positive antigens. This suggests
a normalization of Th1 cell functions. In agreement with
these observations, there is a decrease in staphylococcal
colonization, and in viral infections. No suppressive effects
on vaccination have been observed. Most importantly there
has been no increase in the number of non-melanoma skin
cancers. Treatment with Protopic shows several advantages
compared to topical corticosteroids.

CSS05.4
EXTENDED CLINICAL EXPERIENCE WITH
TACROLIMUS OINTMENT (PROTOPIC®)
Anita Remitz
Department of Dermatology, Helsinki University Central
Hospital, Helsinki, Finland
In addition to atopic dermatitis, tacrolimus ointment
(Protopic‚) could be useful for the treatment of many other
skin diseases as well. A placebo-controlled study has shown
the efficacy in psoriasis plaque assay, in which treatment
was under occlusion. In this model tacrolimus ointment
was slightly superior to calcipotriol, but less efficient than
betamethasone valerate. In a clinical study with plaque type
psoriasis, tacrolimus without occlusion was inferior to
calcipotriol and only comparable to vehicle treatment.
However, several studies suggest that tacrolimus may be
an effective treatment of facial psoriasis, and possibly other
regions with thin skin. In vitiligo of children, tacrolimus
ointment has been almost as effective as clobetasol
propionate. A placebo treatment was not included into this
study. Another important indication for tacrolimus
ointment could be seborrhoeic dermatitis, and possibly
other types of eczema. Several open studies suggest that
tacrolimus ointment may be effective in erosive oral lichen
planus. Smaller studies or single case reports have shown
efficacy of tacrolimus ointment in lichen sclerosus,
pyoderma gangraenosum, rheumatoid ulcers, Hailey-Hailey
disease, and bullous pemphigoid.  In chronic cutaneous
graft-versus-host disease tacrolimus ointment has been
used to extend the time to PUVA treatment. Case reports
have been published on tacrolimus ointment in lichen
striatus, morphea, rosacea, facial lupus erythematosus, and
mucous pemphigus and pemphigoid. Tacrolimus should not
be used for mastocytosis of the skin, as it might aggravate
the disease.

CSS06.1
QUALITY OF LIFE AND COPING IN PATIENTS
SUFFERING FROM PSORIASIS
Astrid K Wahl
Oslo University College, Faculty of Nursing Education, Oslo,
Norway
Quality of life and coping have become important concepts
in medicine and health care the last years. The aim of the
present paper is to give a review of the literature on quality
of life and coping related to psoriasis. Results of the

literature review in the database PUBMED show that
psoriasis research in quality of life and coping is related to
the following questions:
1)What life areas are most affected by the disease and who

is most affected?
2)What coping strategies is most commonly used?
3)What is the relationship between disease severity, coping

and quality of life? What is the effect of different types
of therapy on quality of life? and

4)How is the psychometric properties of the instruments
used to assess quality of life and coping?

A huge amount of the studies reported in PUBMED deals
with description of quality of life in psoriasis groups. The
last years several papers have been published about
psychometric properties in disease- specific quality of life
instruments. Further, the database review shows fewer
papers on coping than on quality of life. Literature reviews
give the opportunity to focus on knowledge development
in clinical research. When it comes to psoriasis, coping and
quality of life, further knowledge is needed on the effect of
both medical treatment and psychosocial interventions on
coping and quality of life.

CSS06.2
EVIDENCE-BASED MANAGEMENT OF PSORIASIS
Knud Kragballe
Department of Dermatolgy, Marselisborg Hospital, Aarhus
University Hospital, Aarhus, Denmark
Psoriasis affects 1–3% of the world’s population and is
evenly distributed between men and woman. Prevalence is
higher in the Nordic countries due to the cold climate.
During the last decade, a variety of treatment modalities
have found their place in the treatment of chronic stable
plaque type psoriasis. Depending on the clinical type and
the severity grade, a wide spectrum of therapeutic agents
and treatment modalities is available. In the Nordic
countries, stable psoriasis with a low PASI- score will
normally be treated with either potent or super potent
corticosteroid, vitamin D derivatives or by UVB. The more
severe type of psoriasis will frequently be treated with a
combination of the above-mentioned therapeutic agents.
Severe plaque psoriasis is often treated with a combination
of vitamin D derivatives, MTX, cyclosporin A or light
treatment. By reviewing existing data from clinical trials
mainly covering topical treatment modalities, this
presentation will give you the evidence or lack of evidence.
This could be useful in choosing the most adequate
treatment for your patients.

CSS06.3
PATIENT EDUCATION IN ATOPIC ECZEMA – WHAT DO
PATIENTS KNOW AND WHAT DO THEY WANT?
Elisabeth A Holm, GBE Jemec
Division of Dermatology, Roskilde Hospital, Copenhagen
University, Roskilde, Denmark
Atopic eczema (AE) is a chronic disease, with frequent
relapses and an extremely pruritic condition with
continuous scratching. The disease puts a special burden
on patients and affects the whole family. To improve long-
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term outcome in the management of AE, it is important to
treat the symptoms but also to support patients and their
families in dealing with a chronic disease. An effective
treatment of AE is dependent upon good management by
the patients/parents. It has been suggested that patients
who are better informed of the appropriate treatment of
their disease may have a higher quality of life, compared
to less knowledgeable patients. It seems possible to
encourage and improve compliance through regular follow-
up visits, good patient-physician relations and patient
education. Several studies have found that activation,
information and education have been successful in the
treatment of AE. Staab et al. carried out a training
programme of six group sessions of 2 h each, which covered
medical, nutritional and psychological issues. They found
significant effects regarding treatment behaviour and
reduced rumination, which is an ineffective coping strategy.
We have in a cross-sectional study among members of The
Danish Atopic Eczema Association examined the possible
correlation between patients’ level of self-reported
knowledge about AE, the self-reported severity of their
disease and the impact of quality of life. Additional data
was obtained about the sources of information used and
expectations to eczema school programmes. Data will be
presented, and discussed in relation to general patient
management and eczema schools.

CSS06.4
ASPECTS ON ALLERGIC CONTACT DERMATITIS
Magnus Bruzé
Department of Occupational and Environmental
Dermatology, Malmö University Hospital, Malmö, Sweden
To arrive at a diagnosis of allergic contact dermatitis is a 3-
step procedure; i.e. (i) establishing of contact allergy, (ii)
demonstration of present exposure to the sensitizer, and
(iii) assessment of clinical relevance. For establishing of
contact allergy we still have to rely on patch testing. The
outcome of the patch test is depending on factors such as
dose applied of the sensitizer and test reading days.
Sometimes exposure to the sensitizer is obvious, other times
information can be obtained from labels of products or
material safety data sheets. Besides direct skin contact with
the sensitizer, one has also to consider the possible
significance of systemic exposure to the sensitizer. When
there is a present exposure to a sensitizer, there are mainly
2 factors which will help determine whether a dermatitis
will appear in an individual. One factor is the degree of
reactivity (strength of contact allergy) and the other is dose
of the sensitizer in the skin. herefore, patch testing with
dilutions of the sensitizer is helpful but difficult to carry
out for most dermatologists. ROAT studies in groups of
patients can have provided information on the general
relevance of exposure to the sensitizer in certain types of
products. For the patient under investigation a usage test
with the product containing the sensitizer and suspected
to be the culprit of the dermatitis can help determine the
clinical relevance of the contact allergy, particularly if the
usage test simulates the ordinary use of the product.

CSS06.5
CLINICAL DERMATOLOGY. A POWER VOTE SESSION
Niels K Veien
Dermatology Clinic, Aalborg, Denmark
In this interactive session, individual cases or clinical
problems in dermatology will be briefly presented. The
audience will then be asked to answer questions related to
each presentation by casting an (anonymous) electronic
vote. Voting results and current literature will form the basis
for a discussion of each case.

C01
DERMATOSCOPY
Kaare Weismann1, Henrik F Lorentzen2
1Department of Dermatology, Hørsholm Sygehus,
Hørsholm, Denmark
2Department of Dermatology, Odense University Hospital,
Odense, Denmark
Dermatoscopy is based on the following principles:
Magnification (usually X 10), illumination and avoidance of
reflection from the skin surface. It is obtained by applying a
clear fluid (immersion oil, isopropyl alcohol) between the scopes
glass plate which is pressed against the skin surface to produce
local anaemia. As an alternative to linkage fluid, a polarized
light source can be used. By dermatoscopy it is possible to
study the pigmentation pattern in the epidermis and upper
part of dermis. Various dermatoscopes are available today. A
simple alternative is an acrylic globe magnifier which assembles
ambient light directed at the skin surface, which is the focal
point.
The basic principles and parameters of dermatoscopy are
presented. Dermatoscopy of congenital and acquired
melanocytic naevi, atypical (dysplastic) naevi, blue naevus,
cutaneous angioma, seborrhoeic keratosis and basal cell
carcinoma are shown. Malignant melanoma (superficial
spreading melanoma, nodular melanoma, acrolentiginous
melanoma, amelanotic melanoma ) and lentigo maligna are
discussed in detail. Nail dermatoscopy will be included.
A booklet with basic principles of dermatoscopy will be
handed out.
Various systems for grading the potential risk of malignancy
of pigmented skin lesions have been developed. The course
will discuss pros and cons of the methods, especially the
ABCD score system ( by Stolz ) and the Risk Stratification
Method (by Kenet). Statistical methods including the ROC
(receiver operating characteristic) curve are discussed.
A 1- hour test series of pigmented skin lesions and
"mimickers" will be performed, whereby the participants
will be able to evaluate their performance in dermatoscopy.
It is the aim of the course to improve dermatoscopy in daily
clinical practice, with the primary purpose of reducing
unnecessary excisions of benign naevi and improving the
diagnostic accuracy of malignant melanoma.
Suggested reading: Color Atlas of Dermatoscopy, 2nd edn.
by W. Stolz, O. Braun-Falco, P. Bilek, M. Landthaler, W.H.C.
Burgdorf, A. Cognetta. Blackwell Wissenschafts-Verlag,
Berlin, 2000 .
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C02.1
ORAL AND WRITTEN PATIENT INFORMATION
Marit Kirkevold
Institute of Nursing Science, University of Oslo, Norway &
Institute of Nursing Science, University of Aarhus, Denmark
Patient education is getting increasingly important, in line
with higher levels of out-patient treatment, increasing
expectations of self-management, more chronic and long-
term diseases, better educated patients and higher demands
of efficiency. The goals of patient education are diverse
and depend on the condition, situation and context of the
patient. It varies in terms of focus, content, form, intensity
and duration. Most of the research on patient education is
clinical in nature and focuses on information needs in
different situation and on different means of providing oral
and written information. The research is carried out from
diverse theoretical perspectives or, in many instances, lacks
a clear theoretical foundation. This presentation provides
an overview of central theoretical perspectives from which
to approach patient education, focusing particularly on
issues related to the provision of oral and written
information. In addition, the paper reviews the evidence
available to support the planning and conducting of patient
education programs.

C02.2
ORAL AND WRITTEN INFORMATION TO YOUTH
ABOUT SEXUAL TRANSMITTED DISEASES
Oddbjørg Stensland
Ward for Sexual Transmitted Diseases, Haukeland University
Hospital, Bergen, Norway
Studies have shown that young people in Norway don't use
condoms as often as other youngsters in Europe. In order
to prevent young people from having HIV or other sexually
transmitted diseases (STDs), it is necessary and important
to work with information and education. This is the reason
the ward for sexual transmitted diseases have made a
pamphlet to present the youth, who come to a check-up on
STDs. The pamphlet is about the ward and the kind of
service the ward offers. This pamphlet is now in use at
healthcare stations for youths and in schools. Posters have
been made and hung up were youths meet. The ward also
work with an education program; How to use condoms. In
this way the ward teaches youth to change their attitude
and to take care of themselves and their partners. This
clinical improvement work about oral and written
information and STDs has been possible because of the
authors' attendence in a Nurse specialist program. The
program is based on Patricia Benner theory from the book
'From novice to expert' (1984) and the idea of clinical ladders
to promote staff nurses with opportunity for career
development. The program continues 3 levels, each lasting
1 year.

C02.3
PATIENT INFORMATION: FAILURES AND THE NEED
OF NEW CONCEPTS
Jørgen Serup1,2

1Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
2Department of Dermatology, Linköping University Hospital,
Linköping, Sweden
A WHO program recently concluded that about 50% of
patients do not take their medicines correctly, and non-
compliance is world wide a major burden and challenge in
the health sector, both with respect to the quality of care
and health costs. Application of creams and ointments by
patients themselves are particularly difficult, and it is
estimated that only about 20% of dermatology patients
conduct proper home treatment. Thus, non-compliance is
especially important in dermatology and a major reason of
treatment failure. Proper self-treatment depends on relevant
prescription to the individual patient and concordance
between patient and doctor about the treatment plan. The
problem is complex and best studied by qualitative research
methods additional to traditional questionnaire based
studies. The many variables related to the patient, the
treatment and the disease determining compliance were
recently assessed in a focus group study in South-Eastern
Sweden. Written patient information only plays a minor role.
The session will address new strategies to inform patients
and influence their behaviour with the aim to improve the
efficacy of self-treatment with topical therapies.
Literature: Adherence to long-term therapies, evidence for
action. WHO 2003, ISBN 9241545992

C02.4
WHAT KIND OF KNOWLEDGE GENERATES PATIENTS'
ACTIONS? – AN EMPIRICAL STUDY IN RELATION TO
ALLERGIC CONTACT DERMATITIS
Eline Noiesen1, T Agner1, K Larsen2
1The National Allergy Research Centre for Consumer
Products, Gentofte, Denmark
2Department of Education, University of Copenhagen,
Copenhagen, Denmark
During the last two decades the incidence of contact allergy
to preservatives in consumer products has increased. It is
of crucial importance for the prognosis that sensitised
patients avoid contact with the allergens, and they are
informed how to take precautions, e.g. by reading the
descriptions of contents on consumer products. Dis-
crepancy between 'doctors orders' and patients' actions is
often taken as an expression of patients' lack of knowledge.
However, sociologically inspired studies show that
differences in social experiences and in social life
circumstances non-consciously lead to socially different
ways of coping with illness. This study investigates in a
sociological perspective, how people handle contact allergy
in everyday life and the social genesis of their actions.
Interviews were carried out with 8 women selected
according to medical and sociological criteria. The study
indicates that patients with contact allergy comply with
'doctors orders' in different ways depending on patients'
resources, possibilities and social class. The study also
indicates, that information given by health staff to a
considerable extent is directed to patients from the higher
social classes, who possess the ability to read the linguistic
difficult names of the preservatives and to a lesser extend
to patients from lower social classes, who does not possess
this ability.

Courses
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C03
DERMATOPATHOLOGY COURSE
Course Director: Ole Clemmensen, Denmark
The course is intended for dermatologists with an interest
in dermatopathology, but even dermatologists without basic
knowledge of or training in this field may benefit from the
course, since the main stress will be on the significance of
clinical pathologic correlation.
The course will mainly address inflammatory dermatosis
and shall be orchestrated as a slide seminar comprising 12
selected, instructive cases, which will be critically reviewed
and enthusiastically discussed clinically and histopatholo-
gically in a 90 min session on Saturday from 10.30–12.00
by a panel of experienced dermatopathologists and
dermatologists.
Three identical sets of the microscopic slides covering the
twelve cases are available for preview at 36 microscopes
from Thursday 6 at 14.00 till Saturday 8 at 17.00 during
the opening hours of the Congress. Previewing of the slides
and attendance at the course on Saturday are both free and
open for everyone.
A handout summarizing the features of the 12 cases shall
be available just before the course.
You are cordially invited to participate in this interactive,
exiting event.

P01.1
COMPARISON OF HISTAMINE RELEASE TEST AND
AUTOLOGOUS SERUM SKIN TEST IN THE DIAGNOSIS
OF AUTOIMMUNE CHRONIC URTICARIA
Heli Hyry, P Elg, A Ranki 
Helsinki University Central Hospital, Helsinki, Finland
Autoimmune chronic urticaria, in which autoantibodies
against the high-affinity IgE receptor Fc epsilon R1 arise, is
routinely diagnosed using the autologous serum skin test
(ASST). However, the medication used by these patients
restricts the use of the ASST. A commercial histamine
release test (HR-Test, RefLab, Denmark) has become
available. Serum aliquots from 10 patients with chronic
urticaria and no underlying infections or other diseases
were frozen and sent to RefLab. Diluted samples were
incubated with dextran-sedimented basophils from one
donor and histamine release of over 12% was considered
positive. To our knowledge, differences between the ASST
and the HR-Test have not been published. We studied ten
patients with chronic urticaria with both the ASST and the
HR-Test. The sera of 4/10 patients showed a positive HR-
Test result while only 2/10 patients showed a positive ASST.
The medication used by the patients explains the main
differences between the two tests, as donor basophils used
in the HR-Test are not inhibited. The HR-Test is thus
necessary in the diagnosis of autoimmune urticaria with
continuous medication such as antihistamines or
corticosteroids.

P01.2
TREATMENT OF TOXIC EPIDERMAL NECROLYSIS
WITH HIGH-DOSE INTRAVENOUS IMMUNOGLOBULIN
ALONG WITH INTENSIVE NURSING CARE
Nils-Jorgen Mork, J Hagen Ronsen, B Mork 
The National Hospital, Oslo, Norway
Toxic epidermal necrolysis (TEN) is a rare skin reaction with
an incidence of 1–2 cases per million inhabitants. TEN has
a mortality rate from 15–40% depending on the total body
suface area affected. Different drugs are the major causes
of TEN, but various infections can be responsible. In our
department we have successfully treated 2 patients with
high-dose intravenous immunoglobulin (IVIG). A 16-year-
old critically ill woman with a total body surface area
detachment (TBSA) of 85% was hospitalised. The probable
cause of her TEN was a diagnosed mononucleosis. She was
treated with IVIG (Octagam), 1g/kg intravenously daily in 3
consecutive days. After 24 hours an improvement was
observed. During the next 7 days her lesions
reepethelialized. The second patient with TEN was a 39-
year-old man with TBSA of about 25%, most probably due
to gabapentin (Neurontin). He was treated with IVIG 1g/kg
daily intraveniously in 3 consecutive days and during the
next days his lesions healed without further progression.
Keratinocytes normally express cell-death receptor Fas
(CD95) and low levels of its ligand. TEN keratinocytes
express high levels of lytically active Fas ligand. Anti-Fas
antibodies which are present in IVIG potently block Fas-
medicated keratinocytes apoptosis and therefore inhibiting
the progression of TEN. Both patients required intensive
nursing care 24 h a day and the successful outcome
depended on a well organized multidisciplinary approach.
The main focal points were comprehensive skin care,
prevention of infections and monotoring the patients’
physiological and psychological condition.

P01.3
SERUM INDUCED BASOPHIL HISTAMINE RELEASE (HR-
URTICARIA TEST) APPLIED ON A POPULATION
SUSPECTED OF HAVING CHRONIC IDIOPATHIC
URTICARIA
Michael H Platzer1, LK Poulsen1, CEH Grattan2, PS Skov1
1National University Hospital, National University
Hospital, Laboratory of Medical Allergology, 7512,
Copenhagen, Denmark
2Department of Dermatology, Norwich University Hospital,
Norwich, UK
Background: Autoimmune factors seem to be involved in
patients with chronic idiophatic urticaria (CIU): They have
1) autoantibodies against the IgE/IgE-receptor, 2) positive
autologous serum skin test (ASST), and 3) serum-induced
histamine release. We have examined the correlation
between ASST and HR-Urticaria test in a group of well-
characterised dermatological patients and subsequently
calculated the percentage of HR-Urticaria positive sera from
a larger population suspected of having CIU.
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Patients: Group 1: 28 patients with CIU (16 were ASST
positive), 1 patient with atopic dermatitis (AD), 3 patients
with urticarial vasculitis (UV) and 9 healthy controls. Group
2: 873 patients suspected of having CIU.
Methods: PBMCs containing 1–2% basophiles from healthy
donors were incubated with patient sera. Histamine was
measured by the glassfiber method (RefLab, Copenhagen,
Den-mark). A release >16.5% is considered positive.
Results: In group 1 using the ASST as the true outcome, the
HR-Urticaria test showed a sensitivity and specificity of 75%.
Neither the AD and the UV patients nor the controls were
positive in HR-Urticaria test. In group 2 we found no
difference in the frequency of positives between male
(34.7%, n=254) and female adults (35.1%, n=576).
Conclusions: Serum induced histamine release using the
commercial HR-Urticaria test showed the same results as
previously demonstrated by others. In addition, our studies
demonstrated a high frequency of sera inducing histamine
release (35.3%). Further studies are however needed to
demonstrate if other factors than autoantibodies against
the IgE/IgE receptor are involved in the release process,
such as cytokines and/or complement split products (C3a
and C5a).

P02.1
IN-VIVO ASSESSMENT OF THE EFFICACY OF AN
INNOVATIVE ANTI-DANDRUFF SHAMPOO IN
SUBJECTS WITH SCALP DERMATITIS
Kerstin Bohnsack1, H Upmeyer2, H Albrecht1, C Treder-
Conrad1, A Schölermann1, F Rippke1, E Hüzle 3 
1Beiersdorf AG, Hamburg, Germany
2Good Clinical Programs GmbH, München, Germany
3Klinikum Oldenburg GmbH, Germany
579 patients (275 men and 304 women) with scalp disorders
(pityriasis simplex capillitii, seborrhoic dermatitis, atopic
eczema, psoriasis) were enrolled in this open, controlled
multicenter study. The shampoo (Eucerin® Anti-Dandruff
Shampoo) was applied according to the physicians’ advice.
Concomitant pharmaceutical medication was used in 196
cases while 383 patients used the Anti-Dandruff Shampoo
only. Evaluation of the scalp and hair in comparison to
baseline was performed and compatibility of the product
with concomitant medication was assessed by physicians
after 2 weeks of treatment. To test the homogeneity of the
population’s characteristic criteria, e.g. age, sex, and
diagnoses at baseline were evaluated. The results showed
for patients with concomitant medication a higher index
of severity than for patients without additional medications
at baseline. In approximately 90% the patients, the skin
compatibility was stated as very good to good. In the
“shampoo only group” in 54% of patients the scalp condition
had improved and in 32.5% normalised after two weeks of
treatment. In the “co medication group”, 71.9% had
improved and 13.8% normalized. Only 17 adverse events
were reported. After the trial the dermatologists would
recommend the product in 92.9% of the patients.

P03.1
NO EFFECT OF SPIRONOLACTONE ON VON
ZUMBUSCH PUSTULAR PSORIASIS, A CASE REPORT
Henrik F Lorentzen, KE Andersen
Department Dermatology, Odense University Hospital,
University of Southern Denmark, Odense, Denmark
TNF-alfa blocking agents as infliximab and etanercept have
substantial effect on rheumatoid arthritis (RA) and
psoriasis.
The aldosterone receptor antagonist, spironolactone has
been shown to have inhibitory effects on production of TNF-
alfa and IFN-gamma in in vitro studies and to have clinical
effect in an uncontrolled study on various arthritis patients,
one of which had palmo-plantar pustulosis.
A 49-year-old man had exacerbation of pustular psoriasis
covering approximately 70% of his body surface area,
pustular destruction of nail-plates and WBC count of 22 to
29, fever and constitutional symptoms in spite of treatment
with ciclosporine 300 mg daily and methotrexate 15 mg
weekly. Due to previous experience and skin-fragility the
patient did not initially accept neotigason treatment.
He was given spironolactone in three weeks, initially at a
25 mg b.i.d. dose increasing to 100 mg b.i.d. Combined
therapy with cyclosporine and spironolactone is not
recommended as hyperkalaemia can be a side-effect of this
drug combination. However, no data substantiates this
hypothetical risk and one animal study even suggests a
nephroprotective effect of spironolactone during
cyclosporine therapy. Serum potassium was measured daily
and no hyperkalaemia occurred.
During treatment the pustular psoriasis deteriorated further
with large confluent lakes of pus on his hands and body
and his general health further weakened. For this reason
he was shifted to a high dose neotigason (100 mg) regimen
combined with cyclosporine resulting in disease remission.
Methotrexate and spironolactone were stopped.
Spironolactone had no effect on pustular psoriasis in this
case.

P03.2
A DOUBLE-BLIND, PLACEBO-CONTROLLED STUDY OF
A COMMERCIAL ALOE VERA GEL IN THE TREATMENT
OF SLIGHT TO MODERATE PSORIASIS VULGARIS
Evy Paulsen1, L Korsholm2, F Brandrup1
1Department of Dermatology, Odense University Hospital,
Odensen, Denmark
2Department of Statistics, University of Southern Denmark,
Odense, Denmark
Objective: To test the effect of a commercial, preserved,
but otherwise untreated Aloe vera gel in psoriasis.
Patients/methods: 41 patients with stable plaque psoriasis
were included in a randomized, double-blind, placebo-
controlled right/left comparison. The study comprises a 2-
week wash out period followed by a 4-week treatment
period with 2 daily applications and follow-up visits after
1 and 2 months.
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Results: Data from 40 patients were analysed. The score
sum of erythema, infiltration and desquamation decreased
in 72.5% of Aloe vera-treated sites compared to 82.5% of
placebo-treated areas from week 0 to week 4 which was
statistically significant in favour of the placebo treatment
(p=0.0197).
Conclusions: The effect of this commercial Aloe vera gel on
stable plaque psoriasis was modest and not better than
placebo. However, the high response rate of placebo
indicated a possible effect of this in its own right which
would make the Aloe vera gel treatment appear less
effective.

P04.1
SUCCESSFUL TREATMENT WITH INFLIXIMAB IN
METASTATIC CROHN’S DISEASE IN CHILDHOOD
Michael Heidenheim1, B Pilgaard1, V Wever2, A
Pærregaard2 
1Department of Dermatology, Roskilde Hospital,
Roskilde, Denmark
2KKHH Department of Paediatrics, Hvidovre Hospital,
Hvidovre, Denmark
Metastatic Crohn's disease is a rare cutaneous manifestation
of intestinal Crohn's disease. Crohn's disease must be
considered in the differential diagnosis of nontender, red,
edematous plaques of the genital area. We report a case
of  vulval Crohn's disease in a 13-year-old child which
cleared completely on a 2-month course of Infliximab
without adverse effects. The merits of recurrent treatment
with infliximab are discussed with a review of the literatur.

P04.2
SYMPTOMATIC ACHRODERMATITIS
ENTEROPATHICA: A CASE REPORT
Ana Maria Solér
Rikshospitalet University Hospital, Oslo, Norway
Achrodermatitis enteropathica (AE) is usually a recessive
disease appearing after weaning with exanthema,
gastroenteritis with fatty stool and alopecia ending
untreated lethally within childhood. From 1973 the faulty
zinc resorption in the gut has been fully compensated by
daily oral zinc supplementation throughout life.
Symptomatic AE needing only temporary Zn supplement
occurs in a minority of prematures. Our clinical case of AE,
with subnormal serum Zn, developed in a full-term child
when still on mothers milk, and was shown to have a
different cause than the classical type.

P05.1
INTERACTIONS BETWEEN SKIN-HOMING T-
LYMPHOCYTES AND PERIPHERAL MONONUCLEAR
BLOOD CELLS IN PATIENTS WITH ATOPIC
DERMATITIS
Jane Baumgartner-Nielsen, C Vestergaard, M Deleuran, K
Thestrup-Pedersen

Department of Dermatology and Venereology, Aarhus,
Denmark
Background: Atopic dermatitis (AD) is dominated by skin-
homing T-lymphocytes. In this study the aim was to describe
if there – in an autologous system - are any interactions
between T-lymphocytes in the skin and peripheral
mononuclear blood cells (PBMC) i.e. if there are signs of an
cell-mediated autoimmune reaction.
Methods: T-cell lines were obtained from skin biopsies from
clinically affected skin from patients with AD. The biopsies
were placed in RPMI-1640 with 10% human AB serum,
interleukin 2 and interleukin 4 but without feeder cells,
antigen or mitogen. After four weeks, T-cell lines (9–12 cell
doublings) were present in the media. Four weeks after the
biopsies were taken and placed in growth medium, 30 ml
heparinized blood was drawn from the patients. PBMC was
isolated with Lymphoprep®. T-lymphocytes from the culture
or PBMCs were treated with Mitomycin-C and mixed in 96-
well plates with non-Mitomycin-C treated culture T-
lymphocytes or PBMC. After 6 days a proliferation assay
was performed by using Cell Titer 96® Aqueous One
Solution Cell Proliferation Assay, recording absorbance at
490 nm with a 96 well plate reader.
Results: PBMC mixed with Mitomycin-C treated culture T-
lymphocytes showed a significantly higher proliferation rate
than PBMC without culture T-lymphocytes.
Conclusions: The results of the study indicate there is an
interaction between PBMC and T-lymphocytes from the skin.
This interaction could be an autoimmune reaction which
open up new perspectives for the understanding and the
treatment of AD.

P05.2
INCIDENCE, SEVERITY AND MANAGEMENT OF
ATOPIC DERMATITIS AMONG CHILDREN IN
DENMARK DURING THE 1990S
Anne Braae Olesen1, K Bang2, S Juul3, K Thestrup-
Pedersen4
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Aarhus University Hospital, Aarhus, Denmark
3University of Aarhus, Aarhus, Denmark
4King Faisal Specialist Hospital, Riyadh, Saudi Arabia
An increase in the prevalence of atopic dermatitis (AD) has
been reported during the 1960s to 1970s. The increase could
be due to many factors including a genuine increase of
incidence or duration of AD. Also, little is known concerning
the severity and management of AD in children. We
therefore aimed to compare the cumulative incidence of
AD in 1993 and 1998. Further, we studied the severity and
management of AD among children.
During the 1990s two samples of children born in Denmark
were drawn from the Danish Medical Birth Register. In the
1993 study and the 1998 study a mailed questionnaire
concerning AD was sent out. In the 1998 follow-up study
the questionnaire included a severity score and questions
concerning management of AD.
In the 1993 study the cumulative incidence of AD at age 7
was 18.9% and in 1998 19.6%. In the 1998 study 81% had
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mild to moderate AD. Ninety percent had been seen by a
doctor at least once, 36% had mainly been treated by a
dermatologist, and 2% had been hospitalised.
No difference of the age-adjusted AD incidence was
observed in the 5-year observation period, which may reflect
that a saturation level of the disease has been reached. Most
children with AD had a mild to moderate disease. A third
of children with AD were mainly treated by dermatologist
and only few children had been hospitalised. It should be
kept in mind that we base most of our common knowledge
of the disease on patients with AD selected for management
in dermatology clinics and departments.

P05.3
HIGHLIGHT ON ATOPIC PREDISPOSITION: THE
ICHTHYOSIS-PREMATURITY SYNDROME
Tobias Gedde-Dahl
Department of Dermatology, Rikshospitalet University
Hospital, Oslo, Norway
This recessive syndrome, ichthyosis-prematurity syndrome
(IPS or ichthyosis congenita IV), is associated with amnion
fluid debris, polyhydramnion, delivery around 32nd week
of pregnancy, excessive ichthyotic-caseous skin changes and
frequent asphyctic symptoms at birth, rapid improvement
of skin, but with persistent dryness of a skin with cobble
stone like follicular hyperkeratosis, dermographism and
associated eosinophilia. 
It has a pathognomonic skin ultrastructure. Through 2
decades 22 cases from 16 Norwegian families have been
ascertained, autosomal recessive inheritance been proven,
the majority from Middle Norway (3 counties). Only very
few cases are reported from other countries (Finland, Italy,
Sweden, observed in Germany – the Italian case report
especially focused on the mastocytosis-like features). In this
oral communication the atopic characteristics of IPS will
be focused on. A genome wide linkage study at the
University of Uppsala of 14 informative Norwegian and 2
Swedish families has assigned the gene locus to
chromosome 9. All patients suffer from excessive itching,
hyper-IgE and several develop regular atopic excema.

P05.4
PATTERN OF SENSITISATION TO FOOD AND
INHALANT ALLERGENS IN INFANCY
Hanne Jøhnke1, LA Norberg2, W Vach3, A Høst2, KE
Andersen1
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2Department of Paediatrics, Odense University Hospital,
Odense, Denmark
3Department of Statistics, University of Southern Denmark,
Odense, Denmark
Objectives: 1) to describe the pattern of sensitisation to
common food- and inhalant allergens in infants, and  2) to
investigate the associations between different definitions
of sensitisation and the development of atopic eczema (AE).
Method: A random sample of 562 infants was followed
prospectively from birth to 18 months with clinical

examination and allergological tests using skin prick test
(SPT), specific IgE and basophile leukocyte histamine release
(HR-test). Extracts (ALK-Abello®) of milk, egg, house-dust
mites, animal dander, pollen, moulds and fresh milk were
used for the SPT. Detectable IgE of 1.43 SU/ml (Magic Lite,
ALK-Abello®) to milk, egg, fish, wheat, peanut and 8 inhalant
allergens were graded into allergy classes (0-5). The lowest
concentration of 5 different allergens giving >15 mg/ml of
HR from basophiles was analysed.
Results: Sensitisation ever to <1 allergen was observed in
59%, 50% and 6.3%, respectively, using HR, IgE and SPT. Most
reactions were transient. Persistent sensitisation occurred
in 17%, 9.7% and 3.2%; sensitisation to >3 allergens was
found in 4.3%, 6.8% and 1.1% using HR, IgE and SPT. In AE-
cases transient and low-level sensitisation were as frequent
as in those never sensitised. SPT and IgE were more powerful
to detect children with AE than with HR.
Conclusion: Sensitisation to environmental allergens was
frequently observed in infants. Sensitisation to foods was
more frequent than to inhalant allergens. The dominant
pattern was low-grade transient sensitisation. Persistent
reactivity, high-level sensitisation, sensitisation to many
allergens gave high associations with the presence of AE.

P05.5
A FOLLOW-UP STUDY OF A TOPICAL TREATMENT
REGIME FOR ATOPIC DERMATITIS
Rune Lindskov 
Hudklinikken, Copenhagen, Denmark
Objective: The study is a follow-up of patients with atopic
dermatitis treated with a special designed regime using
mometason (Elocon®) ointment and Epaderm® ointment.
Methods: The topical treatment regime was explained to
the patient/parent orally and in a detailed written
instruction. In short it consisted of mometason ointment
followed by application of 25% and later 12.5% mixtures
of mometason and Epaderm ointment applied once daily
on the entire region affected by eczema immediately after
a short bath. The treatment was later tapered according to
the written instruction. A questionnaire regarding the
patients or parents satisfaction with the regime and opinion
of the treatment compared with other regimes, which the
patient/child had been exposed to earlier, was sent to 50
patients 6 months after the patients had entered the
treatment.
Summary of results: 33 patients replied. The most important
findings were that the majority of the patients/parents
found, that the treatment was easy to perform with the
daily treatments lasting 5–10 min. 69% found that the
regime was far better than other treatments the patients
had tried. 88% was still using the main principles and 67%
would recommend the treatment to others with eczema. 4
out of 7 answered, that they found their eczema before
treatment to be very severe while 5 out of 7 felt that the
eczema at the time of questioning was far better.
Conclusions: It is concluded that the Elocon/Epaderm regime
is easy to perform and effective in controlling the eczema
not only in the short-term but also on a long-term basis.
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P05.6
BENEFICIAL EFFECTS OF A MEDICAL HAND CARE
SYSTEM IN DIFFERENT SKIN CONDITIONS AND IN
HAND ECZEMA
Kerstin Bohnsack, U Scherdin, C Treder-Conrad, A Filbry,
A Schölermann, F Rippke
Beiersdorf AG, Hamburg, Germany
We investigated efficacy, skin compatibility and caring
properties of a medical hand care system consisting of 3
hand creams. The creams are based on o/w emulsions and
developed to meet the specific needs of different skin
conditions: 1) a cream with a high content of skin
regenerating panthenol, moisturizing glycerol and caring
lipids for sensitive and intensively exposed skin (Eucerin®
pH5 Hand Cream, “A”); 2) a cream containing 5% urea and
lipids for dry skin, also in atopic patients (Eucerin® 5% Urea
Hand Cream, “B”); 3) a cream with anti-aging properties,
containing UV filter (SPF 15) and the anti-oxidant coenzyme
Q10 (Eucerin® Q10 Anti-Age Hand Cream, “C”). For cream
A suction blister studies demonstrated a significant
enhancement of epidermal regeneration after regular
application. These results were further substantiated in a
broad, open label in-use study in 286 healthcare profes-
sionals. Occupational skin stress was rated to be strong by
52% of the participants. Efficacy of the cream was rated in
approx. 96% of the cases to be very good or good;
assessment of tolerability was excellent (96.8% very good
or good ratings). For creams B and C efficacy tests regarding
moisturisation, skin roughness and skin protection showed
significant results. Furthermore, a urea replenishing effect
was proven for cream B. Clinical studies performed for 2
weeks in patients with sensitive and/or dry skin including
chronic dermatoses demonstrated excellent skin compati-
bility of all creams with no side effects being reported. Skin
condition of all patients was normalized or improved at
the end of the study periods. We conclude that the Eucerin®
medical hand care system consisting of pH5 Hand Cream,
5% Urea Hand Cream and Q10 Anti-Age Hand Cream is
excellently suited for subjects with sensitive or dry skin
under all kinds of daily life conditions, even in hand eczema.

P05.7
BENEFICIAL EFFECTS OF A UREA CONTAINING
MEDICAL FACE CARE SYSTEM IN PATIENTS WITH DRY
SKIN
Kerstin Bohnsack1, S Balser1, A Schölermann1, A Filbry1, C
Treder-Conrad1, F Rippke1, W Küster2 
1Beiersdorf AG, Hamburg, Germany
2TOMESA Clinic, Bad Salzschirf, Germany
We investigated efficacy, skin compatibility and caring
properties of a medical face care system consisting of 2
creams containing 5% urea to meet the specific needs of
dry skin conditions of various origin: 1) a light o/w emulsion
for daily face care (Eucerin® 5% Urea Face Cream,”A”), and
2) a rich w/o emulsion containing additionally ceramide-3,
a skin-own lipid, for special use at night (Eucerin® 5% Urea
Night Face Cream,”B”). For cream A efficacy tests showed
significant results regarding strengthening of skin barrier
function and absorption/penetration of urea. For cream B
an improvement of skin moisturisation, reduction of skin

roughness and enhancement of skin barrier function were
proven. These results were further substantiated in a 2 -
week clinical study performed in patients with dry skin
including chronic dermatoses like atopic dermatitis. The
skin symptoms dryness, reddening, scaling, fine wrinkles,
itch and tension were significantly improved at the end of
the study period. The tolerability of the products was mainly
assessed to be very good or good. No side effects were
reported. We conclude that the Eucerin® medical face care
system consisting of 5% Urea Face Cream and 5% Urea Night
Face Cream is excellently suited for subjects with dry skin,
even in atopic dermatitis of the face as adjunct treatment.

P05.8
FOOT CARE WITH A 10% UREA EMOLLIENT IN
DIABETIC AND ATOPIC PATIENTS: RESULTS OF TWO
CLINICAL STUDIES
Andrea Schölermann, A Filbry, C Treder-Conrad, F Rippke
Beiersdorf AG, Hamburg, Germany
604 patients (63% women, 37% men, mean age 53.2 years)
with dry and extremely dry, chapped skin of the feet were
enrolled in a controlled clinical multi-center study in
Germany and Austria. The underlying diseases were mainly
either xeroderma (42.7%), diabetes (29.6%) or atopic eczema
(18.7%). Two weeks after regular application of Eucerin®
10% Urea Footcream the skin status improved noticeably
in 95% of the patients. Clinical symptoms like dryness,
scaling, calluses, rhagades, pressure sores and marks
improved in diabetics in 96.7% and in atopics in 97.4%. Only
0.3% noticed a deterioration of individual single symptoms.
The skin tolerability of the perfume-free formula was
assessed as “very good” or “good” in 96% of the patients.
96.7% of the investigating dermatologists therefore
recommended the further use of this product. In a second
study 30 in-house patients (73.3% women, 26.7% men, mean
age 43.7 years)  with xeroderma and/or diabetes treated
one foot for 10 days with Eucerin® 10% Urea Footcream.
The intraindividual comparison to the untreated side
demonstrated a significant reduction of dryness, scaling
and calluses with also excellent ratings in terms of product
performance (long-lasting effect, absorption, skin feeling).
Eucerin® 10% Urea Footcream can be recommended as an
effective and very well tolerated foot care product for the
daily care of dry, extremely dry and chapped skin in
xeroderma, diabetes and atopic eczema.

P05.9
IN-VIVO ASSESSMENT OF THE EFFICACY AND
TOLERABILITY OF A TOPICAL OMEGA-6-FATTY ACID
TREATMENT IN CHILDREN WITH ATOPIC
DERMATITIS
Kerstin Bohnsack2, M Kurcz1, S Balser1, A Schölermann2, C
Treder-Conrad2, F Rippke2, R Adamczewski1
1AKG Reha-Kinderklinik Tannenhof, Graal-Müritz,
Germany
2Beiersdorf AG, Hamburg, Germany
The pathogenesis of atopic dermatitis involves an epidermal
lack of omega-6-fatty acids, which correlates positively with
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disease severity. In the present study the efficacy and
tolerability of a topical omega-6-fatty acid treatment with
Eucerin® 12% Omega Cream or Eucerin® 12% Omega Lotion
has been investigated in children with atopic dermatitis.
28 (cream group) respectively 30 children (lotion group) in
the age of 2-18 years with atopic dermatitis were enrolled
in this open, controlled clinical study. The cream,
respectively the lotion was applied 2 times daily to the face
(cream) respectively to the body (lotion). Concomitant
pharmaceutical medication was allowed if necessary.
Evaluation of the treatment areas in comparison to baseline
was performed and compatibility of the products with
concomitant medication was assessed by physicians after
3 weeks of treatment. At the end of the study patients or
their mother/father filled out a questionnaire regarding the
product properties, especially regarding the tolerability of
the cream around the eyes. During the studies Eucerin®
Lipid Shower Oil was used for standardized cleansing. The
results showed a substantial improvement of the skin
condition in 42.9% and an improvement in another 42.9%
of patients treated with the cream. In the lotion group the
skin condition had substantially improved in 44.8% of
patients and improved in 41.4% after 3 weeks of treatment.
The patients stated the product properties generally as very
good with the best values for general tolerability and
tolerability around the eyes especially for the cream.

P05.10
TNF-  INDUCED CTACK/CCL27 (CUTANEOUS T CELL
ATTRACTING CHEMOKINE) EXPRESSION IN
KERATINOCYTES IS CONTROLLED BY NF-ÊB
Christian Vestergaard, C Johansen, K Otkjaer, M
Deleuran, L Iversen
Marselisborg Centret, Aarhus, Denmark
CTACK (cutaneous T-cell attracting chemokine)/CCL27 is
a skin specific chemokine which is believed to play a pivotal
role as a mediator of lymphocyte migration into the skin.
The expression of CTACK is increased in inflammatory
conditions such as atopic dermatitis, psoriasis and contact
dermatitis. CTACK expression in normal human keratino-
cytes can be induced by TNF . TNF  is also known to induce
activity of the transcription factor NF-êB which also regulate
the transcription of a number of chemokines and
proinflammatory cytokines. The purpose of this present
study was to determine whether TNF  induced CTACK
expression was regulated through a NF-êB dependent
mechanism. In this experiment we have blocked the activity
of NF-êB in keratinocytes in two ways; 1) using the non-
specific NF-êB blocking agents SSC (sodium salicylate), DCIC
(3,4-dichloroisocoumarin) or PAO (phenylarsine oxide) and
2) using specific antisense oligo’s against the p50 and p65
units of NF-êB both separately and in combination. The
results showed that both the non-specific and the specific
NF-êB inhibitors inhibited the TNF  induced CTACK
expression significantly in normal human keratinocytes.
This was shown on both protein and mRNA level. Our results
demonstrate that CTACK expression is under the control
of a NF-êB p50/p65 heterodimer, and further underlines
the importance of NF-êB in inflammatory skin diseases, and
also points to NF-êB as an attractive target for anti-
inflammatory therapy.

P05.11
A CROSS-OVER STUDY TO COMPARE CYCLOSPORINE
AND EXTRACORPOREAL PHOTOPHERESIS IN SEVERE
ATOPIC DERMATITIS 
Johan MH Poulsen1, BK Møller2, U Kapillin1, N Grunnet2, ER
Obitz1
1Department of Dermatology, Marselisborg University
Hospital, Aarhus, Denmark
2Department of Clinical Immunology, Skejby University
Hospital, Aarhus, Denmark
Severe atopic dermatitis (AD) is a debilitating disease.
Recalcitrance often necessitate systemic immuno-
suppressants.
Trials have showed azathioprine and short course
cyclosporine to be superior to placebo. However, potential
side effects to immunosuppressants are concerning. 
Extracorporal photopheresis (ECP) was introduced in the
early 1980s in the treatment of cutaneous T-cell lymphoma
by Berger et al. Case reports have showed effect of ECP in
the treatment of AD with side effects appearing rare and
mild. Controlled trials however have never been per-
formed. 
ECP administered on 2 consecutive days twice a month was
compared to cyclosporine 3 mg/kg/day for a period of 4
months in a crossover study. An individual relapse period
was interspersed between treatments. Twenty individuals
older than 18 years with severe AD (SCORAD >40) lasting
at least 5 years, refractoriness to any other treatment
(steroid ointments, UVA, UVB, PUVA and local tar) were
elected.    
SCORAD was recorded during visits. S-IL-2 R and E-selectin
were determined by means of ELISA technique along with
regular blood sampling. Buffy coats from biologic
responders before and after UVA exposure underwent
flowcytometric analysis before and after 48 h of incubation
for markers of monocyte to dendritic cell maturation.    
The reduction in SCORAD and pruritus was at least
eqvipotent and ”patient global assesment” better during
ECP than cyclosporine therapy. ECP seemingly enhanced
CD86, HLA-DR and CXCR4 expression at the cost of CD14
expression in monocyte-derived cells.
In conclusion clinical efficacy of ECP seem comparable to
cyclosporine. This may result from the immune regulatory
capacity of DC-like cells.

P06.1
TREATMENT WITH LOCAL BATH-PUVA THERAPY
Lisbeth Jensen, K Tygesen
Odense Universitetshospital, Odense, Denmark
Local bath-PUVA therapy is a newly introduced treatment
in our dermatologic department. We use Tripsor®
(trioxsalen) 0.5 mg/ml for 10 min followed by UVA 0.10–
1.2 J/cm2. The treated areas need to be protected against
sun for the rest of the day. It has been used in the treatment
of palmoplantar eczema, psoriasis and palmoplantar
pustulosis that generally respond after 2–4 weeks and clear
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after 8–10 weeks. We have treated patients refractory to
local TL-01 successfully with bath-PUVA.
We give an overview of the treatment procedures with
clinical examples. Written patient instructions will be
available at the poster site.

P06.2
EDUCATIONAL NEEDS AND EXPECTATIONS OF
PSORIASIS PATIENTS. THE PATIENTS' PERSPECTIVE
Ingelise Randbøll, C Borg
Department of Dermatology, Bispebjerg Hospital,
Copenhagen, Denmark
The nurses at the Department of Dermatology have
developed a guideline for education and guidance of
patients with psoriasis regarding how to help them to cope
with and treat their own disease. The guideline was
developed from the nurses’ perspective and based on their
experience. The main objective of this study was to explore
the patients’ needs and expectations in relation to education
and guidance. Six patients (three men and three women)
with psoriasis, aged between 21 and 58 years, were
randomly selected for the interviews. The interviews were
semi-structured and the main focus was the patients’
experiences of how to live and cope with psoriasis as well
as their needs and expectations in relation to education
and guidance. Preliminary results of this study suggest that
the patients’ needs for education and guidance are very
individual. However, a gender difference was apparent. The
men in the study more commonly expressed the wish to
take care of the problems on their own and did not pay as
much attention to their disease as the women. The data
analysis is still ongoing and the results will be presented at
the congress. The results might be used to improve future
patient education by taking the patients’ perspective into
consideration and to make the nurses’ intervention more
individually oriented.

P06.3
EDUCATION PROGRAM ON ATOPIC DERMATITIS
Tina Madsen 
Odense University Hospital, Odense, Denmark
Atopic dermatitis is one of the most common chronic
diseases in children in Western countries. As atopic
dermatitis mostly starts in infancy or early childhood, its
chronic course, with frequent relapses, puts a special
burden on the children and their family. To improve long-
term outcome in management of childhood atopic
dermatitis it is important to support parents in dealing with
the chronic disease of their child in addition to treat the
symptoms.
During the last 10 years an education program for families
with children suffering from atopic dermatitis has been
carried out at the Department of Dermatology in Odense.
The aim of the training program is to give the families a
better understanding of the disease and the treatment
addressing medical as well as psychological issues. The
concept of the educational program will be presented as
well as thoughts for the future.

P07.1
A NEW POTENT ANTIOXIDANT AND UVA-
PROTECTIVE SUNSCREEN FORMULATION AS
PROPHYLAXIS AGAINST POLYMORPHIC LIGHT
ERUPTION
I Hadshiew2, Claudia Treder-Conrad1, A Dörschner1, R v
Bülow1, E Klette1, F Stäb1, I Moll2, F Rippke1
1Beiersdorf AG, Hamburg, Germany
2Department of Dermatology, University Hospital, Hamburg,
Germany
Polymorphic light eruption (PLE) is the most common
photodermatosis. Pathogenesis mainly involves UVA-
induced oxidative stress and subsequent deregulation of
antioxidative immune responses. In our randomized,
double-blind, placebo-controlled clinical study, we were able
to demonstrate that a new topical formulation, consisting
of 0.25% alpha-glucosylrutin (a naturally derived flavonoid),
1% tocopherolacetate (vitamin E) and a filter system (SPF
15) with high UVA-protective efficacy in a water-based gel
formulation, was highly effective in preventing clinical signs
of PLE. Thirty patients with a history of PLE were pre-treated
with either the above formulation, placebo or a SPF 15
sunscreen-only gel 30 min prior to daily UVA-irradiations
of 60J/cm2 to 5x5cm areas on the upper arms. After 4 days,
results revealed a statistically highly significant difference
(p<0.001) between the formulation and placebo, and
formulation and sunscreen-only, respectively, in experimen-
tally eliciting PLE. While only one patient developed clinical
signs of PLE with accompanying itch in the area treated
with the new formula, 62.1% of the placebo-treated areas
and 37.9% of the sunscreen-only-treated areas showed mild
to moderate signs of PLE. We were able to demonstrate that
combining a potent antioxidant with a broad spectrum,
highly UVA-protective sunscreen is far more effective in
preventing PLE than SPF 15 sunscreen or placebo alone and
should thus be employed as a therapeutic measure in the
prophylaxis of PLE.

P07.2
SUN PROTECTION UNDER EXTREME SUN EXPOSURE
DURING A HIGH MOUNTAIN CLIMATE THERAPY IN
COMMON SKIN DISEASES – RESULTS OF AN OPEN
SURVEILLANCE STUDY IN 210 PATIENTS
Claudia Treder-Conrad1, D Schöne2, S Balser3, R v Bülow1,
S Borelli2, F Rippke1
1Beiersdorf AG, Hamburg, Germany
2Alexanderhausklinik, Davos, Switzerland
3Markt Schwaben Germany
210 patients (aged 1 to 61 yrs, mean age 25.3 years) were
enrolled in this clinical in-use study investigating the
efficacy and skin compatibility of 7 Eucerin® sunscreen
formulations (SPF 15 to 35) during heliotherapy. 3.8% of
patients had skin type I, 51.0% type II and 42.9% type III
according to Fitzpatrick. Most common diagnoses
were atopic eczema (in 60.5% of patients on the face and
83.8% on body) and psoriasis (2.4% face, 7.1% body). In
63.3% an anamnestically known allergy was documented.
In the majority of patients the sunscreens were applied
twice per day and the application period was mostly two
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(63.3%) or three weeks (28.6%). The assessment of the
disease severity scores yielded highly significant improve-
ments for all symptoms. Sunburns were reported only in
few cases and were of mild intensity. The overall sun
protective efficacy and skin compatibility were rated as
good or very good in 91.9% and 82.8% of cases, respectively.
Cosmetic product properties also recieved good median
scores. These results prompted the investigators to
recommend the further use of the products in 92.9% of the
cases. Thus the tested products proved to be highly
efficacious and well tolerated in patients with diseased skin,
even under extreme sun exposure, and did not interfere
with the heliotherapeutic effects.

P07.3
A LIGHT APPLICATOR FOR PHOTODYNAMIC
THERAPY IN THE ORAL CAVITY
Even Angell-Petersen1, SI Kvaal2, T Warloe1, HB Steen3
1Department of Surgical Oncology, The Norwegian
Radium Hospital, Oslo, Norway
2Faculty of Dentistry, University of Oslo, Norway
3Department of Biophysics, The Norwegian Radium Hospital,
Oslo, Norway
We have been investigating photodynamic therapy for thin
lesions in the oral cavity using a topical cream containing
methyl aminolevulinate (Metvix, Photocure, Oslo, Norway)
and red light from a novel light applicator. The topical drug
makes cells produce endogenous photoactive porphyrins
which act as photosensitizers when tissues are exposed to
light. Light from four high power light emitting diodes
(Luxeon Emitter, Lumileds, San Jose, USA) were mounted
on a light guide with diameter 2 cm and length 10 cm.
During light application the light guide was held directly
against the site that was to be treated. The system is hand
held and has a design that does not include any expensive
components. It was able to deliver an irradiance of 150 mW/
cm2 of light with wavelength around 635 nm to sites with a
diameter of 2 cm. The efficiency of the light applicator was
evaluated by non-invasive measurements of photobleaching
of the photosensitizer during light exposure. The
distributions of light and photosensitizer in the tissues were
taken into account in the evaluation. The results indicate
that exposing a site to light from the applicator for 8 min
was sufficient to bleach away practically all photosensitizer
available and give maximum PDT effect.

P07.4
VITAMIN-D STATUS IN PATIENTS WITH ALBINISM – A
CASE-CONTROL STUDY
Anette Bygum, R Scheller, F Brandrup, B Abrahamsen, T
Hertel, N Bech, T Rosenberg, K Brixen
Departments of Dermatology, Endocrinology, Geriatrics, and
Pediatrics, Odense University Hospital, and National Eye
Clinic, Denmark
Oculocutaneous albinism is characterized by a defect in
the melanin synthesis pathway, resulting in reduced
cutaneous, ocular, and pilar pigmentation. As a consequence
these persons protect themselves against the sun with
clothing, sun blocker, and sunglasses. About 90% of vitamin-
D is produced by photochemical synthesis in the skin with
subsequent hydroxylation in liver and kidney. Besides

regulation of calcium and bone metabolism, vitamin-D also
functions as a regulator of cellular growth and differentia-
tion in various tissues, leading to disturbed muscle function
and maybe also a higher risk of specific types of cancer.
Theoretically and experimentally, sun-protective behaviours
can reduce vitamin-D production in the skin and vitamin-D
deficiency is highly prevalent in e.g. immigrants from the
middle-east to the Scandinavian countries using traditional
clothing.
Objective: To determine if Danish patients with albinism
have normal serum levels of 25-OH-vitamin-D.
Design: Case-control study of albinos and healthy family
members obtaining data concerning sun exposure, sun
protection and vitamin supplements as well as skin
examinations. Serum levels of 25-OH-vitamin-D, PTH,
ionized calcium, and alkaline phosphatase were measured
in autumn and early spring in 20 patients (aged 7-74 years)
and 20 controls (aged 8-55 years) all members of the Danish
organization for albinism.
Results: To be presented.

P07.5
SYSTEMIC PDT IN PATIENTS WITH WIDESPREAD NON-
MELANOMA SKIN CANCERS
Trond Warloe
Norwegian Radium Hospital, Oslo, Norway
Patients with widespread non-melanoma skin cancers have
been treated with systemic aminolevulinic acid (ALA)-PDT
in our institution during the last years. Most of these
patients were organ transplanted with subsequent
immunosuppression. Two female patients both around 65
years of age had especially extensive lesions. One patient
had received arsenic during childhood and the other had
received interferon as treatment for her multiple sclerosis,
this with no effect other than side-effects.
Both patients had previously received most treatment
modalities for skin cancer, but the pace of development of
new lesions made the condition uncontrollable. They were
therefore referred to systemic PDT.
The treatment procedure was carried out with ALA 60 mg/
kg bodyweight 4 h to light session performed in general
anaesthesia. Most available light sources in the institution
were in use: laser 633 nm, Curelight 128 and Waldman lamp
at light doses varying according to thickness of the lesions.
Patients were kept out of sunlight for 32 h after drug
administration. A transient increase of liver enzymes was
observed. Treated lesions become necrotic and the
treatment areas dried up after generally 10 days. Patients
received opiate analgesic during this period. Results of this
treatment were considered satisfying, their skin cancer
condition seems to be controlled and topical treatment
could be continued.  

P08.1
MIRTAZAPINE FOR CHRONIC URTICARIA
Henrik Thormann, C Bindslev-Jensen
Allergy Center, Department of Dermatology, Odense,
University Hospital, Odense, Denmark
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We present three cases of recalcitrant urticaria where
conventional therapy had proven unsuccessful. We
therefore tried the psychotropic drug mirtazapine
possessing antihistaminergic potency. In one patient with
severe cold urticaria, treatment was unsuccessful whereas
in a case of delayed pressure urticaria and a case of severe
physical urticaria after exercise mirtazapine 15 mg o.d.
controlled the symptoms. Mirtazapine has not previously
been described for treatment of chronic urticaria. We
suggest mirtazapine to be used in selected cases of severe
chronic urticaria.

P09.1
THE HAIRLESS GUINEA PIG AS A MODEL FOR
TREATMENT OF CUMULATIVE IRRITATION IN
HUMANS
Flemming Andersen1, K Hedegaard1, A Fullerton2, KE
Andersen1
1Department of Dermatology, Odense University Hospital,
Odense, Denmark
2LEO Pharma, Ballerup, Denmark
The efficacy of 6 skin care formulations (SCF A-F) as
treatments of cumulative irritation was studied in hairless
guinea pigs (HLGP) and in human volunteers. In HLGP
irritant dermatitis was induced with 30 min daily exposure
for 4 days to 0.5% sodium lauryl sulphate (SLS). In human
volunteers irritant dermatitis was induced with 10 minutes
daily exposure for two weeks to SLS 3% on the right and
nonanoic acid (NON) 30% on the left volar forearm. Clinical
scoring was performed daily, evaporimetry (TEWL),
hydration and colorimetry were measured at baseline (day
0) and at regular intervals. Treatments were applied twice
daily. SCF A and C were excluded from testing in HLGP
because they were irritating themselves in HLGP, while all
formulations were equally and well tolerated in humans.
SCF B, D , E, and F all worsened the skin irritation in HLGP.
D the least, E the most whilst F and B were indistinguishable.
In humans SCF D was better than no treatment giving the
following ranking of the formulations:
Humans:  Worst   C E {A F/B/no treatment} D  Best
HLGP:        Worst  C A {E F/B D} no treatment    Best
The results from the two studies appear to be similar – the
only difference being that in humans SCF D was better than
no treatment rather than worse.

P09.2
SKIN IMAGING WITH OPTICAL COHERENCE
TOMOGRAPHY
HC Plaschke1, Andreas Tycho2, GBE Jemec1 
1Division of Dermatology, Roskilde University,
Department of Medicine, Roskilde, Denmark
2OCT-Innovation, Roskilde, Denmark
Morphological studies of the skin continue to be the
mainstay of dermatological diagnosis. Imaging techniques
can provide specific information over and above what is
seen by the naked eye. The development of new techniques
has moved from earlier in vitro methods such as classical
microscopy to in vivo examination which allows longitudinal

studies of lesions over time. Optical coherence tomography
(OCT) is a relatively new technique, which can provide cross-
sectional images with resolution up to 1 mm and
penetration depth of 1.0–1.5 mm in skin. Most OCT systems
use near-infrared light from 800 nm to 1550 nm, and the
optical power on the skin is in the order of 0.5–10 mW
continuous light. In the near infrared the attenuation of
the light beam is mainly due to scattering which then
favours longer wavelengths for high resolution. However,
this penetration comes at the cost of resolution and
therefore an optimum of 1300 nm for dense tissues, such
as skin, and 800 nm for tissues such as the retina. Parallel
to ultrasound a light beam is irradiating the skin and the
system measures the positions of backscattering structures.
The strength of each reflection is then colour coded with
either a grayscale or false-colour scheme. The potential of
OCT in skin imaging is explored using an OCT system with
a resolution of approximately 10 mm and an operating
wavelength of 1310 nm. To this end we have made a species
study comparing images from in vitro chicken, salmon,
herring, pork as well in vivo images of human volar forearm
and palm width ultrasound images and traditional
histopathology images. Due to the superior resolution of
the OCT images we see several structures not resolvable in
the ultrasound images as well as good correspondence to
structures seen in histopathology. Outlook of future
developments is given.

P09.3
IMAGING OF SKIN DISEASES WITH OPTICAL
COHERENCE TOMOGRAPHY
Andreas Tycho, P Bjerring, GBE Jemec
vRoskilde University, Department of Medicine, Roskilde,
Denmark
Using high frequency ultrasound attempts have been made
to diagnose or quantify pathologies in the superficial layers
of the skin. However, with clinical relevant technology the
best resolution of such systems is around 100 mm. Optical
Coherence Tomography (OCT) is an optical equivalent to
ultrasound where a near-infrared light beam irradiates the
tissue instead of a sonic wave. Due to the extremely short
wavelength of light resolution down to 1 mm can be
obtained, but at the cost of a lower penetration depth of
about 1–1.5 mm. The technique has received great attention
in ophthalmology and cardiology in recent years due to its
ability to non-invasively produce images with resolution
close to histopathology. Although lower penetration depth
renders the technique insufficient for some imaging
application in the skin, several pathologies have distinct
characteristics in the upper part of the skin. Our OCT system
is transportable and incorporates a handheld probe with
an integrated digital camera. The system uses light at a
wavelength of 1310 nm and produces images with a
resolution of 10 mm in the skin and a penetration depth
up to 1.4 mm depending on the lesion. Using this system
we have imaged several patients with pathologies including:
basal cell carcinoma, stretch marks, psoriasis, actinic
keratosis. From these images we discuss the capabilities of
the technique at its current state of development, and give
an outlook of future developments.
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STADGAR FÖR NORDISK DERMATOLOGISK FÖRENING
antagna vid föreningens första möte i Köpenhamn 1910, ändrade i Köpenhamn 1935, i Stockholm 1946, i Århus 1977 och
senast vid föreningens 26:e möte i Reykjavik den 14 juni 19934

§1 Föreningens syfte är att befrämja samarbete i vetenskap, undervisning och praktisk läkekonst mellan dermato-
venereologer i de 5 nordiska länderna (Dammak, Finland, Island, Norge och Sverige.

§2 Som nya medlemmar kan antas personer i de 5 länderna vilka är verksamma inom dermatologi och venereologi.
För inträde fordras, att den som söker om medlemskap föreslås av dermatologisk förening av samma nation; beslut om
inval fattas på allmänt möte vid varje kongress med enkel röstövervikt.

§3 Till hedersledamot kan föreningens allmänna möte kalla den som gjort osedvanligt stora insatser för föreningen
eller för nordisk dermatologi och/eller venereologi. För kallelse krävs 2/3 majoritet. Förslag till hedersledamot skall inges
skriftligen till generalsekreteraren minst tre månader före allmänna mötet. Förslagen skall godkännas av föreningens styrelser
för att kunna presenteras för allmänna mötet.

§4 Årsavgiften bestämmes vid varje kongress. Medlem som uppnått 65 levnadsår är befriad från avgift.

§5 Föreningen håller ett möte i regel vart tredje år i ett av de nordiska länderna. Tid och plats för nästa möte bestämmes
på varje möte.

§6 Vid mötet hålls ett sammanträde för föreningsangelägenheter varvid följande ärenden skall förekomma:
1. Kassa förvaltarens berättelse.
2. Revisorernas berättelse jämte frågan om ansvarsfrihet.
3. Årsavgift för kommande 3-årsperiod.
4. Val av styrelse samt 2 revisorer för kommande 3-årsperiod.
5. Val av forskningskommitté
6. Tid och plats för nästa möte fastställes.
7. Antagning av nya medlemmar.
8. Övriga ärenden

§7 Styrelsen består av: generalsekreteraren samt 9 styrelsemedlemmar och 9 suppleanter (1 från Island och 2 från
vart och ett av de övriga länderna). Som extraordinarie medlem ingår den vid mötet verksamme presidenten såvitt han ej i
förväg är medlem i styrelsen. Styrelsen väljer inom sig ordförande och dessutom generalsekreterare, som samtidigt är
föreningens kassaförvaltare. Generalsekreteraren väljes på obestämd tid, men bör ej fungera i mer än 12 år. De övrigas
funktion sträcker sig från slutet av ett möte till slutet av nästa. Styrelsemedlemmarna kan återväljas för ytterligare två 3-
årsperioder. De nationella föreningarna anmodas att senast 3 månader före mötet inkomma med förslag till sitt lands
styrelsemedlemmar.

§8 Det dermatologiska sällskapet i det land där mötet skall äga rum, lägger tillrätta kongressens vetenskapliga och
övriga program och ombesörjer tryckningen av förhandlingarna i samråd med styrelsen. Varje föredragshållare och
diskussionsdeltagare skall sända in ett referat till sekreteraren vid anmälan till kongressen. Föredraget hålles på danska,
norska, svenska eller engelska.

§9 För en förändring av dessa stadgar krävs 2/3 majoritet. Dylika ändringsförslag skall vara insända senast 3 månader
före ett mötes avhållande.
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Möten i nordisk Dermatologisk Förening 1910–2001
President Sekreterare

 1. Köpenhamn 1910 C Rasch
 2. Stockholm 1913 E Sederholm K Marcus
 3. Oslo 1916 C Boeck K Grön
 4. Köpenhamn 1919 C Rasch A Kissmeyer
 5. Stockholm 1922 A Afzelius J Strandberg
 6. Helsingfors 1924 J J Karvonen B Grönroos
 7. Oslo 1928 E Bruusgaard K Grön
 8. Stockholm 1932 A. Moberg J Strandberg
 9. Köpenhamn 1935 H Boas S Emanuel
10. Helsingfors 1938 A Cedercreutz T E Olin
11. Stockholm 1946 S Hellerström M Tottie
12. Oslo 1949 N Danbolt R Björnstad
13. Köpenhamn 1953 H Haxthausen P-H Nexmand
14. Helsingfors 1956 T Putkonen V Pirilä
15. Oslo 1959 N Danbolt M H Foss
16. Göteborg 1962 G Seeberg B Magnusson
17. Köpenhamn 1965 G Asboe-Hansen H Schmidt
18. Åbo 1968 C E Sonck E Lundell
19. Oslo 1971 N Danbolt K Wereide
20. Stockholm 1974 N Thyresson Ö Hägermark
21. Århus 1977 H Zachariae J V Christiansen
22. Helsingfors 1980 K K Mustakallio L Förström
23. Oslo 1983 G Rajka L R Braathen
24. Uppsala 1986 L Juhlin S Öhman
25. Köpenhamn 1989 N Hjorth J Roed-Petersen

G Lange Vejlsgaard
26. Reykjavik 1993 J H Olafsson B Sigurgeirsson
27. Åbo 1995 V Havu I Helander
28. Bergen 1998 S Helland J Langeland
29. Göteborg 2001 O Larkö H Mobacken, E Voog
30. Odense 2004 K E Andersen F Brandrup, C Bindslev-Jensen
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Dagordning Den utdelade dagordningen godkändes, inga övriga ärenden anmäldes.

1. Val av ordförande för dagens möte Till ordförande och protokolljusterare valdes kongress-presidenten Olle Larkö.

2. Kassaförvaltarens berättelse. Ekonomisk sammanställning för åren 1998-2000 hade redovisats i Abstractboken
inför kongressen. Vid mötet förelåg rapport från generalsekreteraren för samma
period. Det konstaterades att föreningen har ett överskott som överstiger den i
Bergen fastlagda miniminivån.

3. Revisorernas berättelse jämte Revisorerna läste upp sina rapporter. Generalsekreteraren fick i uppdrag att
    frågan om ansvarsfrihet utreda huruvida föreningens bokföring och revision vart tredje år enligt

föreningens stadgar är i överensstämmelse med den svenska lagstiftningen om
den typ av förening som NDF är, samt att i förekommande fall föreslå nödvändiga
ändringar i föreningens stadgar. Mötet beslutade att bevilja styrelsen och
generalsekreteraren ansvarsfrihet för den gångna treårsperioden.

4. Årsavgift för kommande treårsperiod Beslutades om oförändrad medlemsavgift, SEK 30 per år.

5. Val av styrelse för nästa treårsperiod I enlighet med förslag från de nationella föreningarna valdes följande
styrelseledamöter.
Danmark:
Ordinarie: Klaus E. Andersen, Knud Kragballe
Suppleanter: Susanne Ullman; mötet uppdrog åt den danska föreningen att utse
ytterligare en suppleant.
Finland:
Ordinarie: Kristiina Turjanmaa, Anna-Mari Ranki.
Suppleanter: Aarne Oikarinen, Ilkka Harvima.
Island:
Ordinarie: Bardur Sigurgeirsson
Suppleant: Jon Hjaltalin Olafsson.
Norge:
Ordinarie: Nils-Jørgen Mørk, Ole B. Christensen.
Suppleanter: Svein Helland, Elisabeth Søyland.
Sverige:
Ordinarie: Gun-Britt Löwhagen, Ove Bäck
Suppleanter: Inger Rosdahl, Mona Bäckdahl

Revisorer:
Tapio Rantanen, Kristian Thestrup-Pedersen

6. Antagning av nya medlemmar Till nya medlemmar antogs samtliga personer som invalts i de nationella
föreningarna sedan föregående möte i Bergen.

7. Fastställande av tid och plats för Det beslutades att nästa möte skall hållas i  Odense i slutet av maj eller början
    nästa möte. av juni 2004. Till arrangörerna utgår en garantisumma om SEK 250 000. Av

eventuellt ekonomiskt överskott skall hälften tillfalla föreningen. Kongressspråk
skall vara engelska i enlighet med beslut i Bergen 1998.

NORDISK DERMATOLOGISK FÖRENINGNordic Dermatology Association
Protokoll fört vid generalförsamling  2001-06-09 i Göteborg
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8. Angående korresponderande Det beslutades att inför nästa möte utarbeta ett förslag till stadgeändring som
    medlemmar möjliggör antagande av korresponderande medlemmar eller s.k. foreign honor-

ary members.

9. Nordisk kandidat till International Det beslutades att stödja strävanden för ytterligare en nordisk ledamot i styrelsen
    Committee of Dermatology (ICD) för International League of Dermatological Societies (ICD) och verka för att en

nordisk kandidat blir invald vid världskongressen i Paris 2002.

10. Disposition av föreningens överskott. Det beslutades att SEK 150 000 skall avsättas till ett projekt inom internationell
venereologi. För utformning och genomförande av projektet skall en styrgrupp
sammansatt av föreningsmedlemmar från samtliga nordiska länder utses. Det
beslutades vidare att föreningen även under kommande treårsperiod skall betala
för totalt 18 st abonnemang för Acta Dermato-Venereologica till kollegor i de
baltiska länderna. Resestipendier till nästa nordiska kongress till yngre
dermatovenereologer skall utgå i enlighet med beslut i Bergen 1998.

11. Forum for Nordic Dermatology Ärendet föredrogs av Jörgen Serup, som tillsammans med Agneta Andersson,
      and Venereology och NDF. båda företrädare för Nordic Forum, hade inkommit med skrivelse till föreningen.

Mötet  beslutade enligt följande:
1. Nordic Forum for Dermatology and Venereology blir officiellt organ för NDF.
2. Nästa kongressarrangör rekommenderas att liksom årets arrangör låta trycka
Abstractboken för kongressen i Forum. Om så sker utgår ett ekonomiskt bidrag
(SEK 50 000 i 2001 års prisläge) från NDF för extrakostnader för tryckning och
distribution.
3. Uttala uppskattning och uppmuntran för Forums strävanden att bidra till
Continuous Medical Education.

12. Nordiska kurser i dermatologisk Ärendet föredrogs av Agneta Troilius, som inkommit med skrivelse från
      kirurgi Sektionen för Dermatologisk Kirurgi och Onkologi inom Svenska Sällskapet för

Dermatologi och Venereologi. Mötet beslutade att uttala sitt stöd och gillande
för nordiskt samarbete såväl vad gäller arrangemang av ”International Socieity
Dermato Surgery Congress år 2005”, som gemensamma kurser i dermatologisk
kirurgi, laserkurser och andra specialkurser.

Därefter avslutades mötet.

Vid protokollet:

Torbjörn Egelrud Justeras:
Generalsekreterare

Olle Larkö
Kongresspresident
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EKONOMISK REDOGÖRELSE FÖR 2001, 2002 OCH 2003
Debet Kredit
2001 SEK 2001 SEK
Ingående saldo 607440,07 Diverse utgifter 167045,50
Medlemsavgifter 14670,00 Utgående saldo 477784,92
Räntor 14720,35
Övriga inbetalningar 8000,00    

644830,42 644830,42

Debet Kredit
2002 SEK 2002 SEK
Ingående saldo 477784,92 Diverse utgifter 287265,00
Medlemsavgifter 34800,00 Utgående saldo 548673,30
Räntor 15379,38
Övriga inbetalningar 307974,00    

835938,30 835938,30

Debet Kredit
2003 SEK 2003 SEK
Ingående saldo 548673,30 Diverse utgifter 33013,00
Medlemsavgifter 27120,00 Utgående saldo 554770,09
Räntor 11989,79
Övriga inbetalningar

587783,09 587783,09
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Necrologies
Denmark
Gunnar Auken 9.10.1913 –
27.1.2002. Gunnar Auken blev
kandidiat i 1940, speciallæge i
dermato-venerologi i 1947 og
disputerede i 1948. Han praktiserede
sammen med Gunnar Lomholt ved
Hovedbanegården, København, indtil
slutningen af 1980´erne. Gunnar
Auken har været formand for Dansk
Dermatologisk Selskab og for
Københavnske Dermato-Venerologers
Organisation. Gunnar Auken var gift
med kendte psykiater, Kirsten Auken.
Æret være hans minde.
DDS
Preben Bøttzauw Hansen
25.10.1902– 1.10.2001. Preben B
Hansen blev kandidiat i 1929, special-
læge i dermato-venerologi i 1937. Han
var ansat på Rudolf Berg Hospitalet,
Rigshospitalet, Finseninstituttet og
København Kommunehospital. Han
var fra 1945 praktiserende special-
læge i Sundholm og senere special-
lægekonsulent i Hellerup.
Æret være hans minde.
DDS
Jørgen Genner l18.08.1939–
10.12.2003. Jørgen Genner blev
kandidat i 1964 og speciallæge i
patologisk anatomi og histologi i
1980. Han var ansat på Finsen-
instituttet, Rigshospitalet, Frederiks-
bergs Hospital. Han var medlem af
bestyrelsen i Dansk Medicinsk
Historisk Selskab fra 1965 til 1972.
Æret være hans minde.
DDS
Frands Hougaard 21.08.1914–
26.04.2001. Frands Hougaard blev
kandidat i 1942. Han var ansat på
København Kommunehospital,
Militærhospitalet og fra 1951-1960
ansat på Finseninstituttet. Han var fra
1960 speciallægekonsulent bosidden-
de i Frederiksberg.
Æret være hans minde.
DDS
Ib Kleiter 1931–15.08.2001.
Lægevidenskabelig embedseksamen
1959, embedslægeeksamen 1964,
speciallæge i dermato-venerologi i
1969. 1963 halvårskandidat ved
Dermatologisk afdeling, Rigshospital-
et, samme år 2. lægeassistent ved af-
delingen for hud- og kønssygdomme,
Københavns Kommunehospital. 1964

reservelæge ved Dermatologisk
afdeling Finseninstituttet. 1967 1.
reservelæge på Rudolph Berghs
Hospital. Fra 1969-1998 prakti-
serende speciallæge i Slagelse.
Æret være hans minde.
Kristian Thomsen
Michael Petri 03.08.1931–
16.05.2003. Michael Petri blev
kandidat i 1958, speciallæge i
patalogisk anatomi og histologi i
1966, og han disputerede i 1969. Han
var ansat på Rigshospitalet, Sundby
Hospital og Bispebjerg Hospital. Han
var medlem af bestyrelsen i Dansk
Selskab for Patologisk Anatomi.
Æret være hans minde.
DDS
Kaj A Rasmussen 21.08.1915–
08.10.2002. Kaj A Rasmussen blev
kandidat i 1942, speciallæge i
dermato-venerologi i 1953, og han
disputerede i 1958. Han var ansat på
Marselisborg Hospital, Rigshospitalet,
Københavns Kommunehospital og
Finseninstituttet. Han  var fra 1953
til 1991 praktiserende speciallæge i
Kolding.
Æret være hans minde.
DDS
Kirsten Øehlenschlæger. Kirsten
Øehlenschlæger blev kandidat i 1961
og speciallæge i 1970. Hun var ansat
på Københavns Kommunehospital,
Rigshospitalet, Rudolph Bergs Hospi-
tal og Finseninstitutet. Hun var
praktiserende speciallæge i Hillerød
fra 1975. Hun var medlem af bestyrel-
sen i Dansk Dermatologisk Selskab fra
1973 til 1975 som kasserer og fra
1979 til 1981 som næstformand.
Æret være hendes minde.
DDS

Finland
Geier Ludwig Anton Gustav
16.4.1929–5.3.2003.
Granroth, Trygve Gustaf 15.2.1921–
28.11.2001.
Kajanne Heikki Väinö Sakari
14.4.1925–21.12.2003.
Kilpiö, Olavi Erkki 18.1.1911–
25.5.2001.
Prof Carl-Eric Sonck 10.11.1905–
13.2.2004. Carl-Eric Sonck, emeritus-
professor vid Åbo Universitet (Turun
yliopisto), avled den 13 februari 2004

vid 98 års ålder efter en kort tids
sjukdom.

Eric var född i Viborg den 10
november 1905. Han blev medicine
licensiat 1933 och disputerade för
doktorsgraden år 1941. Vid Helsing-
fors universitet verkade han som
docent i dermato-venereologi åren
1944–1957, utnämndes till professor
i dermatologi och venereologi vid Åbo
universitet samt till överläkare vid
den dermatologiska kliniken år 1955.
Efter pensioneringen år 1972 flyttade
han till Helsingfors för att där
tillbringa ålderdomens höst.

Erics tidiga forskningsarbete in-
riktades huvudsakligen på veneriska
sjukdomar, speciellt veneriskt lym-
fogranuloma (lymphogranuloma
inguinale). Senare behandlade han
många kliniska problem inom
dermatologin. Under sina sista
tjänsteår koncentrerade han sig i sin
forskning på mykologiska sjukdomar
samt på vården av dem. Han
upptäckte fem för vetenskapen nya
jästarter. Eric blev hedersmedlem i
dermatologföreningar i många länder.

Eric var också botaniker. Han gjorde
en omfattande undersökning av
växter i Pielisjärvitrakten och upp-
täckte sammanlagt 100 nya maskros-
arter (Taraxacum sp.) under sina
forskningsresor. På grund av sina
insatser inom botaniken blev han
hedersdoktor vid Helsingfors
universitet år 1969.

Erics hobby var att teckna och måla.
Under årtionden producerade han ca.
500 oljemålningar, akvareller och
teckningar. Vi beundrade hans
arbeten på ett tiotal utställningar, som
han ordnade på flera ställen, bl.a. i
Helsingfors och den sista i Åbo i fjol.

Eric var också konstsamlare. Han
intresserade sig speciellt för konstnär
Yrjö Saarinens färglada målningar av
vilka han skaffade en stor kollektion,
vilken han senare skänkte till Hyvinge
konstmuseum. Saarinens arbeten
inspirerade Eric att skriva konst-
närens biografi samt en illustrerad
bok om hans arbeten.

Eric var en utmärkt sällskaps-
människa och berättare av historier.
Som föreläsare och lärare var han en
färgrik person, och många av hans
elever kommer ihåg honom väl, också
efter årtionden. Sina patienter skötte
han med värme, och ju märkvärdigare
sjukdomsbilden var, desto mer
inspirerad blev han. Som frimodig och
vidsynt människa uppskattade han en
framgångsrik kvacksalvare eller –
salverska lika mycket som en läkare.
Hemligheten med sin höga ålder
ansåg han ligga i sina måttliga
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levnadsvanor, sin livsbejakelse och
framför allt i att han hörde till en
långlivad släkt.

Eric var en begåvad och mångsidig
livskonstnär samt forskare och
kännare av natur och människor. Han
saknas av kolleger och patienter.
Väinö K. Havu, Professor emeritus,
Åbo

Norway
Roar Bjørnstad Cand.med. 1908–
2002.  Universitetet i Oslo 1934.
Godkjent spesialist i hud- og
veneriske sykdommer 1940. Professor
ved Universitetet i Oslo og overlege
ved Hudavdelingen, Ullevål sykehus
1972-79. Privat spesialistpraksis i
Oslo 1978-88. Æresmedlem av Norsk
Dermatologisk Selskap 1990.
Einar Boe Cand.med. 1918–2002.
Universitetet i Oslo 1949. Godkjent
spesialist i hud- og veneriske
sykdommer 1965. Overlege, Oslo
Helseråd, Avdeling for hud- og
veneriske sykdommer fra 1972.
Arne Engelsen Cand.med. 1920–
2003.  Universitetet i Bergen 1950.
Godkjent spesialist i hud- og
veneriske sykdommer 1958. Privat
spesialistpraksis i Bergen fra 1959.
Tor Sylvester Jensen Cand.med.
1918–2001.  Universitetet i Bergen
1950. Godkjent spesialist i hud- og
veneriske sykdommer 1970. Privat
spesialistpraksis i Bergen fra 1970.
Marit S. Lium Cand.med. 1905–2002.
Universitetet i Oslo 1937. Godkjent
spesialist i hud- og veneriske
sykdommer 1937. Privat spesialist-
praksis i Oslo 1949-83.
Knut Myhre Cand.med. 1912–2003.
Universitetet i Oslo 1940. Godkjent
spesialist i hud- og veneriske syk-
dommer 1952. Privat spesialistpraksis
i Moss 1953–71 og i Oslo 1979–83.
Pavel V. Ochremenko Cand.med.
1926–2002.  1967. Godkjent spesialist
i hud- og veneriske sykdommer 1967.
Privat spesialistpraksis i Kristiansand.
Arve Ree Cand.med. 1912–2002.
Universitetet i Oslo 1939. Godkjent
spesialist i hud- og veneriske syk-
dommer 1952. Privat spesialistpraksis
i Gjøvik 1952–87.

Arnfinn Strand Cand.med. 1917–
2002.  Universitetet i Oslo 1946.
Godkjent spesialist i hud- og
veneriske sykdommer 1959. Privat
spesialistpraksis i Oslo fra 1959.
Karl Kristian Ødegaard Cand.med.
1913–2004.  Universitetet i Oslo 1941.
Godkjent spesialist i hud- og
veneriske sykdommer 1950 og i
medisinsk mikrobiologi 1950. Assis-
terende overlege ved Bakteriologisk
avdeling, Statens institutt for folke-
helse og privat spesialistpraksis i Oslo
1957–83.

Sweden
Thomas Andersson, klinikchef vid
hudkliniken i Linköping avled hastigt
den 30 januari 2003 i en ålder av 47
år.

Thomas Andersson växte upp i
Vikingstad och utförde huvuddelen av
sin professionella gärning inom hälso-
och sjukvården i Linköping.

Han studerade medicin först i
Uppsala och sedan i Linköping och
blev legitimerad läkare 1984. Efter av-
slutad specialistutbildning i dermato-
venereologi vid hudkliniken i Linköp-
ing tjänstgjorde han som avdelnings-
läkare och specialistläkare och från
1999 som överläkare vid samma
klinik. 1995 disputerade han på
avhandlingen ”Cutaneous Micro-
dialysis – A Technique for Human in
Vivo Sampling” och påbörjade sedan
en egen forskningslinje inom området
kontakteksem. Området yrkes- och
miljödermatologi blev ett speciellt
intresseområde för honom och han
utvecklade kontakter inom området
bl annat genom samarbete med
företagshälsovården på SAAB i
Linköping och med kollegor på
hudkliniken, Malmö Allmänna Sjuk-
hus. År 2000 blev han klinikchef vid
hudkliniken US och ledde kliniken
fram till flera kvalitetsutmärkelser.

Thomas var mellan 1994–1998 en
mycket uppskattad sekreterare inom
Svenska sällskapet för dermatologi
och venereologi där han bl a  tog
initiativ till att starta “gula bladet”
som alltjämt är ett samordnande
verktyg för informationsspridning
inom föreningen.

Thomas Andersson var en
alltigenom hedervärd och samvets-
grant arbetande människa. Han var en
uppskattad kliniker, lärare och
forskare. I sin all sin yrkesutövning
visade han stor kunnighet, ansvars-
känsla och engagemang. Som den
gentleman han var hade han förmåga

att hantera de mest grannlaga upp-
gifter och rönte som ledare stort
förtroende och respekt bland sina
medarbetare.
Wera Enfors född 1925 fick en
gedigen utbildning inom ämnes-
området och verkade hela sitt yrkesliv
som dermato-venereolog i Stockholm.
Wera Enfors började sin bana vid St
Görans sjukhuse och efter ett par år
vid Karolinska sjukshuet flyttade hon
sedan till Hudkliniken vid Söder-
sjukhuset  1970.  När Gunnel Eriksson
övertog klinikchefsskapet vid den
nyöppnade hudkliniken vid Dande-
ryds sjukhus rekryterades Wera
Enfors till denna klinik där hon
verkade fram till sin pensionering
1989.  Wera Enfors avled 2001.
Åke Fernström föddes 1916 och
utbildade sig till allergolog och
dermatolog. Åke Fernström arbetade
under många år vid den allergologiska
kliniken vid Karolinska sjukhuset i
Stockholmunder ledning av professor
Åke Nilzén med specialintresse av
allergier mot tandvårdmaterial och
lichenoida reaktioner
Bo Forslind. At the age of 68,
Professor emeritus Bo Forslind died
of cancer in 2002. Bo started his
career at the Department of Medical
Biophysics at Karolinska Institutet in
the late 1950s and was still active at
the department after his retirement.
Bo was internationally recognized as
a pioneer in applying biophysical
methods to solve medical problems
in the field of dermatology. His
interest ranged from the keratinisa-
tion of hair to the structure and
function of the skin barrier, stratum
corneum. Bo was an open-minded
researcher who established contacts
with other researchers around the
world. He was also an appreciated
lecturer and mentor for research
students. Magnus Lindberg
Pontus Herdenstam föddes 1922 och
efter sin grundexamen utbildade han
sig till dubbelspecialist inom såväl
invärtesmedicin om dermatologi .
Hans dermatologiska bana började
vid hudkliniken på Södersjukhuset i
Stockholm  där han disputerade på en
avhandling om psoriasis. Han blev
sedermera docent i  invärtesmedicin
vid Linköpings universitet under
vilken tid han tjänstgjorde vid
Nyköpings lasarett, där han även
arbetade som personalläkare. Under
sin tid i Nyköping utgjorde bidrog
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Members in the national societies
*denotes new members since last meeting

DENMARK
Aastrup, Bent
Borgm.Jørgensens vej 6
DK-2930 Klampenborg
Ackermann, A. Bernard
Med Center
530 First Avenue
New York, NY 10016
Afzelius, Hanse-Wilhelm
Klostergade 20-22
DK-8000 Århus C
Agdell, Jan
Regementsgatan 50
SE-217 48 Malmö
Agner, Tove
Ibstrupvej 57
DK-2820 Gentofte
Ahm Petersen, Ane Marie
Classensgade 67, 1th
DK-2100 København Ø
Albrectsen, Birgit
Gentoftegade 28B
DK-2820 Gentofte
Andersen, Bo Lasthein
Strandhuse 45
Strandgården
DK-5700 Svendborg
Andersen, Klaus Ejner
Hjallesegade 9
DK-5260 Odense S
Andersen Møller, Rigmor
Oppesundbyvej 1
Sundbylille
DK-3600 Frederiksund
Avnstorp, Christian
Sassvej 2
DK-2820 Gentofte
Avrach, Wolf Willy
Banegårdsplatsen 1, 5
DK-1570 København V
Baadsgaard, Ole
Toldbodgade 59 B
DK-1253 Köpenhamn
Bach, Susanne
Schering-Plough A/S
Hvedemarken 12, PB 297
DK-3520 Farum

Pontus Herdenstam med dermato-
logisk kompetens och var en synner-
ligen uppskattad och omtyckt kollega.
Pontus Herdenstam avled 2001 efter
flera års svår sjukdom.
Marcus Skogh. Förre överläkaren vid
universitetssjukhuset i Linköping och
hedersdoktor vid Linköpings universi-
tet, Marcus Skogh avled den 16 juli
2001, 79 år gammal. Hans närmaste
är  barnen Thomas, Fiona  och Donald
med familjer.

Marcus Skogh växte upp i
Karbenning,  tog studenten i Motala
1942 och bedrev  sina medicinska
studier i Uppsala. Han avlade  med lic-
examen  och blev leg läk 1952. Med
sitt forskningsintresse kom hans
verksamhet att de närmaste åren
delvis förläggas till medicinsk
kemiska institutionen i Uppsala  men
också som gästforskare till Cam-
bridge, en kontakt som han gladdes
mycket åt att få bibehålla genom åren.
I England  mötte han också sin
blivande  hustru, Marcia, utbildad
narkosläkare men  bland svenska
kolleger  mest känd och uppskattad
som  rådgivare och  språklig  hjälp
med vetenskapliga uppsatser och av-
handlingar.

Sin kliniska  specialisering  i
dermatologi genomförde Marcus
Skogh vid Karolinska sjukhuset i
Stockholm och därefter som underläk
och biträdande  överläkare vid
hudkliniken vid Akademiska
sjukhuset  i Uppsala. 1963 tillträdde
han tjänsten  som  överläkare vid  den
nya hudkliniken vid Gävle lasarett.

Han återvände till Östergötland
1971 med befattning som överläkare
vid hudkliniken vid dåvarande
Regionsjukhuset i Linköping . Med sin
skolning  från Uppsala och Cam-
bridge, sina intressen och stora
kunnande  inom  medicinsk kemi och
fysik  engagerade han sig och bidrog
mycket aktivt med att bygga upp den
vetenskapliga aktiviteten vid kliniken
och även övriga sjukhuset. Som den
utmärkta föreläsare och uppskattad
handledare han var, utsågs han
mycket välförtjänt 1987 till MD h.c.
(medicine doctor honoris causa) av
med fak vid Universitet i Linköping.

Marcus Skogh var en mycket kunnig
och ansvarskännande kliniker, om-
tyckt  av  sina patienter och med sitt
försynta  sätt en uppskattad och alltid
hjälpsam medarbetare, engagerad
kollega och källa till kunskap såväl
dermatologiskt som i de bredare
sfären av medicin. Många av SSDVs
medlemmar minns med värme hans
vänskap.
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PO Box 51900
Abu Dhabi
Blomqvist, Kirsti
Hopeasalmenranta 5 B
FIN-00570 Helsinki

Haavisto, Mia
Karankatu 16
FIN-05820 Hyvinkää
Hagman, Johanna
Via Citta di Castello 27/13
IT-00191 Roma
Halme, Katariina
Adolf Lindforsintie 2 B 5
FIN-00400 Helsinki
Hannuksela, Matti
Laihiankatu 6
FIN-53100 Lappeenranta
Hannuksela-Svahn, Anna
Kymenlaakson KS
Ihot. pkl
FIN-48210 Kotka
Happonen, Hannu-Pekka
Luoteisväylä 21 B
FIN-00200 Helsinki
Harvima, Ilkka
Lönnrotinkatu 10 C 20
FIN-70500 Kuopio
Harvima, Rauno
Saarijärventie 2 B 46
FIN-70460 Kuopio
Hasan, Taina
Sopulinkatu 16
FIN-33530 Tampere
Havu, Väinö
Käenpiiankuja 2
FIN-20600 Turku
Heikkilä, Elina
Yliopistonkatu 1 E 66
FIN-20100 Turku
Heikkilä, Hannele
Lepolantie 77 A
FIN-00660 Helsinki
Heino, Timo
Puutarhakatu 27 B 29
FIN-48100 Kotka
Helander, Inkeri
Vihtiläntie 4
FIN-21200 Raisio
Helanen-Mikko, Sirkka
Unioninkatu 45 A 18
FIN-00170 Helsinki
Helle, Juha
Hervonen, Kaisa
Vallikatu 26 A
FIN-33240 Tampere

Hieta, Niina
Kotimäenkatu 29b A 4
FIN-20540 Turku
Hietanen, Anita
Bredantie 6 F 31
FIN-02700 Kauniainen
Hiltunen-Back, Eija
Takametsäntie 17 B
FIN-00620 Helsinki
Hjerppe, Anna
Mustanlahdenkatu 1 B 62
FIN-33210 Tampere
Hjerppe, Mika
Hämeenpuisto 25 D74
FIN-33210 Tampere
Hollmén, Antero
Haapaniemenkatu 34 A 1
FIN-70110 Kuopio
Horsmanheimo, Maija
Helenankuja 7 A
FIN-02700 Kauniainen
Huolman, Minna
Kauppatie 10 as 7
FIN-66300 Jurva
Huotari-Orava, Riitta
Vuorenmaanrinne 11 D 11
FIN-60220 Seinäjoki
Huovinen, Saara
Nikkarmäenkuja 1
FIN-20380 Turku
Huttunen, Maria
Vannetie 30A11
FIN-00430 Helsinki
Hyry, Heli
Mannerheimintie 132 B 44
FIN-00270 Helsinki
Hyvärinen, Maija
Vanhatie 30 A 11
FIN-15240 Lahti
Hyödynmaa, Ritva
Lokinkuja 4 A 19
FIN-80100 Joensuu
Hägg, Päivi
Jyräkuja 7
FIN-90420 Oulu
Hämäläinen, Tiina
Setterinkuja 5
FIN-33580 Tampere
Härö, Sakari
Kallionlaita 3
FIN-02610 Espoo

Blomqvist, Viktoria
Uudenmaankatu 26 B 19
FIN-00120 Helsinki
Brandt, Heikki
Liljatie 36 F 27
FIN-01300 Vantaa
Cajanus, Suvi
Sofianlehdonkatu 9 A 7
FIN-00610 Helsinki
Dammert, Kai
Talvitie 20A
FIN-90530 Oulu
Erkko, Pekka
Tontunmäentie 22 E
FIN-02200 Espoo
Eskelinen, Aarno
FIN-56440 Pohjalankila
Estlander, Tuula
Mäntypaadentie 13 as 5
FIN-00830 Helsinki
Fagerlund, Varpu-Liisa
Kauhakuja 6
FIN-04460 Nummenkylä
Forsten, Yrsa
Aurakatu 20 A 5
FIN-20100 Turku
Fräki, Jorma
Kuntokuja 6 B 8
FIN-70200 Kuopio
Förster, Johanna
Louhostie 5G
FIN-0273 Espoo
Förström, Lars
Soukanlahdentie 3 B 1
FIN-02360 Espoo
Granlund, Håkan
Hiihtäjäntie 6 B 31
FIN-00810 Helsinki
Grönholm, Magnus
Isäntämiehentie 9
FIN-48400 Kotka
Grönroos, Mari
Neitsytpolku 5 D 88
FIN-00140 Helsinki
Haahtela, Anna
Isokaari 29 F 31
FIN-00200 Helsinki
Haapasaari, Kirsi-Maria
OYKS, Ihotautiklinikka
FIN-90220 Oulu
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Höök-Nikanne, Johanna
Lohjantie 54 B
FIN-03100 Nummela
Immonen, Aila
Nisulankatu 11
FIN-94100 Kemi
Isoherranen, Kirsi
Kärrmekuusenpolku
4G27
FIN-02880 Veikkola
Itkonen-Vatjus, Raija
Tapaninaho
FIN-90900 Kiiminki
Jackson, Päivi
Uuvenperäntie 15
FIN-90810 Kiviniemi
Jansén, Christer
Yliopistonkatu 24 D 59
FIN-20100 Turku
Jeskanen, Leila
Viherniemenkatu 1 A 7
FIN-00530 Helsinki
Joensuu, Adrienn
Tiilisaarentie 5 A 3
FIN-70100 Kuopio
Juhela, Jukka
Seponk. 12
FIN-29200 Harjavalta
Juvakoski, Timo
Laurinlahdentie 15 D
FIN-02320 Espoo
Järveläinen, Reijo
Koivukuja 2 A2
FIN-60100 Seinäjoki
Järvikallio, Anitta
Koivulehdonkatu 7
FIN-70820 Kuopio
Järvinen, Marketta
Joonaksentie 4 C
FIN-00370 Helsinki
Järvinen, Timo
Vikiöntie 34
FIN-90650 Oulu
Kalimo, Kirsti
Honkatie 37
FIN-20540 Turku
Kallioinen, Matti
Ketokatu 24
FIN-90140 Oulu

Kalliomäki, Pekka
Hannulankatu 11 A 5
FIN-33580 Tampere
Kaminska, Renata
A. Chydeniuksenkatu 7 B
FIN-67100 Kokkola
Kandelberg, Pirjo
Vikiönkuja 1 B 6
FIN-90650 Oulu
Kanerva, Lasse
Itäinen rantatie 30 E
FIN-02230 Espoo
Kanervo, Marja
Alankotie 54
FIN-04400 Järvenpää
Kaprio, Leena
Turuntie 132
FIN-02700 Kauniainen
Karenko, Leena
Miilutie 4
FIN-00670 Helsinki
Karesoja, Leena
Marjaniemenranta 27
FIN-00930 Helsinki
Kariniemi, Arja-Leena
Maisterintie 16 B
FIN-02700 Kauniainen
Karonen, Tiina
Pietarinkatu 9 E 39
FIN-00140 Helsinki
Karppinen, Ari
Höytämöntie 59
FIN-33880 Lempäälä
Karppinen, Eija
Lapiosaarenkatu 3 F
FIN-33250 Tampere
Karppinen, Liisa
Kanneltie 21
FIN-00420 Helsinki
Kartamaa, Matti
Itälahdenkatu 13 A 35
FIN-02210 Helsinki
Karvonen, Jaakko
Tiilimäki 32 A 2
FIN-00330 Helsinki
Karvonen, Seija-Liisa
Tiilimäki 32 A 2
FIN-00330 Helsinki
Kauppinen, Kirsti
Liljasaarentie 3 B 6
FIN-00340 Helsinki

Kause, Laura
Munstenpellonkatu 4 A 4
FIN-20740 Turku
Kekki, Outi-Maria
Nallekarhuntie 34
FIN-36100 Kangsala
Kero, Matti
K-H KS Ihotautiosasto
FIN-13530 Hämeenlinna
Keski-Oja, Jorma
Osuuskunnantie 45
FIN-00660 Helsinki
Kianto, Ursula
Pietarinkatu 12 B 36
FIN-00140 Helsinki
Kiistala, Raija
Kulmakatu 1 B 4
FIN-00170 Helsinki
Kiistala, Urpo
Kulmakatu 1 B 4
FIN-00170 Helsinki
Kinnunen, Tuula
Karinkannantie 51
FIN-90800 Oulu
Kinnunen-Siira, Erika
Vesitorninmäki 1 C 1
FIN-90100 Oulu
Kiraly, Csaba
Julinintie 6 J
FIN-53200 Lappeenranta
Kivekäs, Kristiina
Jaakonkuja 1 F 7
FIN-90230 Oulu
Kivinen, Petri
Suokatu 32 A 7
FIN-70110 Kuopio
Kivirikko, Sirpa
Tekniikantie 11 C 10
FIN-02150 Espoo
Kivisaari, Atte
Karinankatu 2b B33
FIN-20500 Turku
Koistinen, Anna-Maija
Kaskilankuja 3 as 1
FIN-20540 Turku
Korhonen, Laura
Kaskitie 21 B 14
FIN-33540 Tampere
Kostiainen, Minna
Nuotiokatu 3
FIN-15840 Lahti

Kotovirta, Marja-Liisa
Mäensyrjä 10 A
FIN-02160 Espoo
Koulu, Leena
Sirkkalankatu 17 C
FIN-20700 Turku
Kousa, Merja
Taidepolku 5 E
FIN-40720 Jyväskylä
Kuittinen, Kaarina
Tontunmäentie 34 A
FIN-02200 Espoo
Kuivanen, Tiina
Keijumäki 1 G 56
FIN-02130 Espoo
Kuokkanen, Kirsti
Kauppakartanonkatu 22 F 48
FIN-00930 Helsinki
Kuoppamäki, Leena
Länsipuisto 18 B 31
FIN-28100 Pori
Kyllönen, Hannele
Artturi Kannistontie 4 B 23
FIN-00320 Helsinki
Kähäri, Veli-Matti
Karjakuja 48 C 12
FIN-20540 Turku
Laakso, Liisa
Lahti, Arto
Hanhikaari 12 B
FIN-90240 Oulu
Lahtinen, Marjo-Riitta
Pajulahdentie 18
FIN-70260 Kuopio
Laine, Arja
Välitalontie 110
FIN-00660 Helsinki
Laipio, Johanna
Forsellesintie 18 A 4
FIN-02700 Kauniainen
Lammintausta, Kaija
Meltoistentie
FIN-20900 Turku
Lange, Terhikki
Liisankatu 15 A 10
FIN-00170 Helsinki
Langen, Marja
Reservikompaniankatu 1
FIN-86300 Oulainen
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Lappalainen, Katriina
Samoilijantie 24 as 2
FIN-70200 Kuopio
Larmi, Eva
Jaakonpolku 7 B
FIN-90230 Oulu
Lassus, Allan
Iso Roobertinkatu 8 A 7
FIN-00120 Helsinki
Latvala, Kaija
Tukkipojankatu 13
FIN-60200 Seinäjoki
Lauerma, Antti
Työterveyslaitos,
Topeliuksenkatu
FIN-00250 Helsinki
Lauharanta, Jorma
Kallvikintie 35 B
FIN-00980 Helsinki
Laukkanen, Arja
Ahkiotie 2 A 27
FIN-70200 Kuopio
Laukkanen, Kleta
Friedrichstraße 12
FIN-06667 Weissenfels
Laukkanen, Sakari
Kirkkoveräjäntie 4
FIN-33950 Pirkkala
Laulainen, Matti
Eteläranta 65-69 A 4
FIN-96300 Rovaniemi
Launis, Juhani
Kesäkatu 8 C 51
FIN-00260 Helsinki
Laurikainen, Leena
Ruskontie 118
FIN-21250 Masku
Lavikainen, Reima
Punttelintie 7
FIN-48310 Kotka
Lehmuskallio, Eero
Kuusikkotie 18 A
FIN-01380 Vantaa
Lehtinen, Katriina
Sairaalanrinne 4 I c 26
FIN-90220 Oulu
Leivo, Tomi
Melkonkatu 1 B 51
FIN-00210 Helsinki

Linnamaa, Pia
Uuttelankuja 2 A 16
FIN-24800 Halikko
Linnavuori, Kimmo
Steniuksentie 25 B 8
FIN-00320 Helsinki
Lintu, Päivi
Rantapolku 1
FIN-20900 Turku
Liutu, Mervi
TYKS Ihotautiklinikka
Kiinanmyllynkatu 4-8
FIN-20520 Turku
Lund, Sirkka
Länsipuisto 25 B 32
FIN-28100 Pori
Lähteenmäki, Marja-Terttu
Helsingin Lääkärikeskus
Mannerheimintie 12 B
FIN-00100 Helsinki
Majamaa, Heli
Jukolankatu 11 D 8
FIN-33560 Tampere
Majasuo, Susanna
Noppakatu 6 B 6
FIN-20660 Littoinen
Malanin, Ken
Tanhuantie 7 D
FIN-53920 Lappeenranta
Mandelin, Johanna
Tehtaankatu 16 B 17
FIN-00140 Helsinki
Mashkilleyson, Nikolai
Fredrikinkatu 28 B 24
FIN-00120 Helsinki
Mattila, Jaana
Pallaksentie 13 A
FIN-65200 Vaasa
Mattila, Leena
Väinöläntie 31
FIN-21100 Naantali
Mattila, Rauni
Puolukkatie 11
FIN-70280 Kuopio
Mattila, Timo
Kukkukuja 2 D
FIN-90810 Kiviniemi
Mattila, Ulla
Hännikönk 57
FIN-20600 Turku

Milán, Tiina
Ratsumiehenkatu 4 D 45
FIN-20880 Turku
Molander, Gerd
Krokbyvägen 630
FIN-10590 Tenhola
Montonen, Outi
Tahkokuja 7 A
FIN-02760 Espoo
Muroma, Ali
Huvilakatu 25 A 3
FIN-00150 Helsinki
Mustakallio, Kimmo K.
Välikatu 2 B 19
FIN-00170 Helsinki
Mustakari, Anu
Pyynikintori
FIN-33230 Tampere
Mustonen, Marja-Terttu
Kyylintie 4
FIN-07230 Monninkylä
Mynttinen, Synnöve
Koskenniskantie 5 D 39
FIN-48400 Kotka
Mäkelä, Leeni
Bratislavankatu 1 F 72
FIN-20320 Turku
Mäki, Airi
Parantolankatu 32 B 13
FIN-05800 Hyvinkää
Mälkönen, Tarja
Ohrakaskensyrjä 10A 1
FIN-02340 Espoo
Mörtenhumer, Minna
Matruusinkatu 11 B
FIN-67100 Kokkola
Neittaanmäki, Heikki
Savonlinnan
keskussairaala
Ihotautien poliklinikka
FIN-57170 Savonlinna
Niemi, Kirsti-Maria
Yrjö Liipolantie 5
FIN-02700 Kauniainen
Niemi, Lubov
Pihlajatie 30
FIN-48130 Kotka
Niinimäki, Aila
Matosuontie 57
FIN-90230 Oulu

Nissi, Tuula
Vahdontie 489
FIN-21290 Rusko
Nuutinen, Pauliina
Dagmarinkatu 16 B 49
FIN-00100 Helsinki
Ohela, Kyllikki
Kimpisenkatu 12
FIN-53100 Lappeenranta
Oikarinen, Kati
Vartiokyläntie 39 B 3
FIN-00950 Helsinki
Oikarinen, Aarne
Ihotautiklinikka OYKS
FIN-90200 Oulu
Oksman, Risto
Rätiälänkatu 18 as 2
FIN-20810 Turku
Paavilainen, Outi
Soitontie 9
FIN-21100 Naantali
Pajarre, Reino
Olkitie 14
FIN-28360 Pori
Pajula, Outi
Teiskontie 35 Y D 30
FIN-33520 Tampere
Palatsi, Riitta
OYKS, Ihotautiklinikka
FIN-90220 Oulu
Palosuo, Kati
Koivuviita 14 E 22
FIN-02130 Espoo
Panelius, Jaana
Heikinniementie 6 as. 4
FIN-00250 Helsinki
Pasternack, Rafael
Pirkankatu 1 A 9
FIN-33230 Tampere
Paukkonen, Kari
Päivärinteentie 14
FIN-70940 Jännevirta
Pekanmäki, Kalle
Uudenmaankatu 31 F 25
FIN-00120 Helsinki
Pekkola, Anne
Ihaistentie 125
FIN-33400 Tampere
Peltonen, Juha
Ohrakatu 20
FIN-20740 Turku
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Peltonen, Leena
Pertunkatu 1 E 159
FIN-20720 Turku
Peltonen, Sirkku
Ohrakatu 20
FIN-20740 Turku
Perko, Ritva-Liisa
Ruukinp. 5
FIN-70910 Vuorela
Perttilä, Leena
Ylä-Fallin kuja 4
FIN-00690 Helsinki
Pesonen, Liisa
Kuhatie 12-18 A 2
FIN-02170 Espoo
Pesonen, Maria
Jyrkänne 3
FIN-01120 Västerskog
Petäys, Tuula
PL 123
FIN-02401 Kirkkonummi
Pitkänen, Sari
Kehrääjäntie 18 A
FIN-02660 Espoo
Plosila, Mikko
Runeberginkatu 29 B 60
FIN-00100 Helsinki
Poikonen, Sanna
Sauvakatu 4-6 D 12
FIN-33580 Tampere
Porki, Irmeli
Ilkankatu 7 as 12
FIN-53100 Lappeenranta
Pummi, Kati
Kristiinankatu 2 AB 36
FIN-20100 Turku
Puolakka, Tuula
Vuorenojantie 70
FIN-37420 Valkkinen
Puolijoki, Tuija
Pohjalaistenraitti 7
FIN-60200 Seinäjoki
Puska, Pirkko
Jalavatie 4 B 5
FIN-255 00 Perniö
Raitala-Niemi, Riitta
Tanhuankatu 6 B 4
FIN-20540 Turku
Raitio, Hanna
Harjutie 12 A
FIN-02730 Espoo

Ranki, Annamari
Sibeliuksenkatu 11 B 28
FIN-00250 Helsinki
Rantanen, Tapio
Rautatienkatu 6 A 21
FIN-15100 Lahti
Raudasoja, Riikka
Muuttolantie 27
FIN-41340 Laukaa
Rechardt, Leena
Luoteisväylä 33 G
FIN-00200 Helsinki
Rehn, Laura
Koroistentie 6 E 18
FIN-00280 Helsinki
Reitamo, Sakari
Pitkänsillanranta 5 B 32
FIN-00530 Helsinki
Remitz-Reitamo, Anita
Pitkänsillanranta 5 B 32
FIN-00530 Helsinki
Reunala, Timo
Liutuntie 15 B 9
FIN-36240 Kangsala 4
Riekki, Riitta
Orsitie 1 A 1
FIN-90240 Oulu
Rinne, Eliisa
Veräjänkorva 3
FIN-00650 Helsinki
Rostila, Timo
Vahverotie 10 B
FIN-02730 Espoo
Rouhunkoski, Sirkka
Räsänen, Liisa
Itkonniemenkatu 22 A 9
FIN-70500 Kupio
Rönkä, Juha
Ristimäenkatu 1 B 14
FIN-50100 Mikkeli
Saarelainen, Ilkka
Pohjoisranta 6 A 1
FIN-00170 Helsinki
Saari, Salli
Letonlaidantie 7
FIN-90440 Kempele
Saari, Seppo
Viitakantie 10
FIN-20320 Turku

Saarialho-Kere, Ulpu
Lahnatie 1 A
FIN-02170 Espoo
Saarinen, Jari
Kalliokatu 31
FIN-70600 Kuopio
Saarinen, Kari
Kunnantie 199
FIN-15860 Hollola
Saarni, Heikki
Kotimäenkatu 16
FIN-20540 Turku
Saksela, Olli
Morbacka
FIN-02430 Masala
Salminen, Mirja-Liisa
Auvaisberg
FIN-20760 Piispanristi
Salo, Heikki
Lapin KS, Ihot. pkl
FIN-96101 Rovaniemi
Sandell-Laaksonen,
Vappu, Palotie 27
FIN-02760 Espoo
Savolainen , Leena
Salminkatu 8
FIN-80200 Joensuu
Savolainen, Outi
Huvilakatu 10
FIN-20720 Turku
Sazonova, Natalia
Arentitie 8 E 28
FIN-00410 Helsinki
Schreck-Purola, Ilona
Hongisto
FIN-08500 Lohja
Siberg, Lea
Kristianinkatu 5 A 3
FIN-00170 Helsinki
Sihvonen, Tuula
Kalliokuja 6
FIN-40900 Säynätsalo
Sillantaka, Irmeli
Lomatie 20
FIN-30600 Pälkäne
Snellman, Erna
Rautatienk. 6 A 21
FIN-15100 Lahti
Soini, Marja
Tiilimäki 5 C
FIN-00330 Helsinki

Somerma, Simo
Villenkatu 4 as 1
FIN-18100 Heinola
Somerola-Kunnari, Kirsti
Vastarannankatu 35
FIN-33610 Tampere
Sten, Marja
Malikkakuja 14
FIN-78870 Varkaus
Stenberg, Anneli
Relanderinaukio 2 F 44
FIN-00570 Helsinki
Strand, Ritva
Värtöntie 2 A 1
FIN-90230 Oulu
Stubb, Sakari
Poijutie 22 A 1
FIN-00980 Helsinki
Suhonen, Raimo
Kalevankatu 22
FIN-50100 Mikkeli
Suomela, Sari
Paneliantie 29 B
FIN-00940 Helsinki
Suramo, Marja-Liisa
Ylisrinne 1 as 29
FIN-02210 Espoo
Susitaival, Päivikki
Mielinkatu 16A, PL 93
FIN-80200 Joensuu
Suvinen, Sonja
Kettutarhantie 15 D 4
FIN-33960 Pirkkala
Sysilampi, Marja-Liisa
Keijukaistenpolku 6 A 17
FIN-00820 Helsinki
Särkkä, Sylvi
Kasabergsvägen 12 D 14
FIN-02700 Grankulla
Söderqvist, Sirkku
Koskelantie 25 B 18
FIN-00610 Helsinki
Taipale, Anja
Iltapäiväntie 12 C 10
FIN-02210 Espoo
Talve, Lauri
Kontionk. 3-5 A
FIN-20760 Piispanristi
Tammi, Raija
Karhonsalmi
FIN-71130 Kortejoki
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Tarkaa, Rita
Kiulukatu 29 C 16
FIN-33820 Tampere
Tarvainen, Kyllikki
Kovelipolku 12 B
FIN-00430 Helsinki
Tasanen-Määttä, Kaisa
Oulun yliopisto
Ihotautien osasto
FIN-90220 Oulu
Taskila, Kati
Hanneksenrinne 5N C 36
FIN-60220 Seinäjoki
Teho, Arja
Äyräpäänkatu 2 B 8
FIN-80230 Joensuu
Teiskonlahti, Senja
Lana 6
FIN-40520 Jyväskylä
Timonen, Kaisa
Hämeentie 30 E 56
FIN-00530 Helsinki
Tuomi, Marja-Leena
Laalahdenkatu 6 K
FIN-33560 Tampere
Tuomiranta, Mirja
Oikokatu 2-4 as 1
FIN-60100 Seinäjoki
Tuovinen, Ulla
Vasamakatu 1 C 27
FIN-04230 Kerava
Turjanmaa, Kristiina
Palomäentie 7 B
FIN-33230 Tampere
Tuukkanen, Inga
Kristianinkatu 5 A 7
FIN-00170 Helsinki
Työlahti, Harri
Omenaraitti 12 A 18
FIN-02430 Masala
Uggeldahl, Paul-Erik
Suvikatu 8
FIN-80200 Joensuu
Uibu, Marge
Kivimäenkatu 8 E
FIN-33820 Tampere
Unnérus, Viveca
Marieberg gård
FIN-10210 Ingå

Uurasmaa, Tutta
Soinimäentie 65
FIN-21110 Naantali
Vaalamo, Maarit
Vuorilinnakkeentie 1 A 5
FIN-00430 Helsinki
Vaalasti, Annikki
Huhmarenkatu 13
FIN-33560 Tampere
Vainio, Eeva
Jalustinkatu 7 E 42
FIN-20880 Turku
Vaismaa, Ulla-Kaija
Palomäentie 32 A 3
FIN-33230 Tampere
Valkiala, Seija
Kylynkatu 14
FIN-33730 Tampere
Valle, Sirkka-Liisa
Mellstenintie 7A
FIN-00640 Helsinki
Valmari-Kankkunen, Saara
Museokatu 17 A 4
FIN-00100 Helsinki
Varjonen, Elina
Munkinpolku 18 as 2
FIN-00330 Helsinki
Wastimo, Satu
Kinkoranta 12 as 10
FIN-40930 Kinkomaa
Viikari, Marjukka
Honkatie 28 as 2
FIN-20540 Turku
Viljanen, Pertti
Miniäntie 11
FIN-28330 Pori
Vimpari-Kauppinen, Leena
Kirkkokatu 8 A7
FIN-87100 Kajaani
Virolainen, Susanna
Jollaksentie 44 A
FIN-00850 Helsinki
Virrankoski, Terttu
Bredantie 10 A 2
FIN-02700 Kauniainen
Virtanen, Erkki
Raatihuoneenkatu 20 A 30
FIN-68620 Pietarsaari 2

Johannesdottir, Hanna
Safamyri 75
IS-108 Reykjavik
Mooney, Ellen
Nordurvangur 30
IS-220 Harnafjödur
Olafsdottir, Elin
Dept of Dermatology
University Hospital
IS-105 Reykjavik
Olafsson, Jón Hjaltalin
Hrauntun v. Alftanesveg
IS-210 Gardaber
Pålsdóttir, Rannveig
Noatun 31
IS-105 Reykjavik
Sigurgeirsson, Bárdur
Háaberg 39
IS-220 Hafnafjödur
Steinsson, Jon Trandur
Húdlæknastödin
Smáratorg 1
IS-200 Kópavogur
Sveinsson, Birkir
Mithskógar 1
IS-603 Akureyri
Thorarinson, Hannes
Soleyjargata 27
IS-105 Reykjavik
Torisdottir, Kristin
Hólahjalli 12
IS-200 Kopavogur
Torsteinsdóttir, Hugrún
Húdeild Landspítala
Háskólasjúkrahúss
IS-105 Reykjavik
Valdimarsson, Reynir
Höfdalid 15
IS-603 Akureyri

Visa, Kirsti
Rantakatu 30
FIN-65100 Vaasa
Vuorela, Anna-Maija
Kulosaaren puistotie 38 as 3
FIN-00570 Helsinki
Vuorio, Tuula
Seikonkatu 1 as. 22
FIN-20610 Turku
Väkevä, Liisa
Rakovalkeantie 15 A 3
FIN-00670 Helsinki
Väänänen, Antti
Kauppaseurantie
FIN-90520 Oulu
Väätäinen, Niilo
Ilvolankatu 45
FIN-74120 Iisalmi
Willebrand, Maria von
Ahjotie 3
FIN-02900 Kirkkonummi
Wuokko, Pentti
Lönnrotinkatu 7 B 14
FIN-00120 Helsinki
Ylitalo, Leea
Huovarinkatu 6 B 5
FIN-33270 Tampere
Övermark, Meri
Iirislahdenranta 26 D
FIN-02230 Espoo

ICELAND
Baldursson, Baldur
Duroägen 102
SE-806 28 Gävle
Bjarnason, Bolli
Hudlaeknastodin ehf
IS-201 Kopavogur
Davidsson, Steingrimur
Hateigsvegur 1
IS-105 Reykjavik
Gudgeirsson, Jon
Hrisholt 2
IS-210 Gardaber
Hrönn Thorhallsdottir, Helga
Selbraut 34
IS-170 Seltjamarnes
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Aandahl, Dag
Gjøvik Hudlegekontor
Storgt 23
NO-2815 Gjøvik
Aarebrot, Steinulv
Øvre Kalfarlien 22
NO-5018 Bergen
Aarset, Harald
Avd. for patologi
Sankt Olavs Hospital
NO-7006 Trondheim
Aarstein, Kjetil
Hudavd., Ullevål sygehus
NO-0407 Oslo
Aase, Karl
Blekholmsterassen 11
SE-111 64 Stockholm
Alves, Vanja
Hudavd. SiR, Helse
tavanger HF, PB 8100
NO-4068 Stavanger
Andersen, Thor  Henry
Hudavd.,Rikshospitalet
NO-0027 Oslo
Aulie, Line Anette
Hudlegekontoret i
Majorstuhuset
Kirkevej 64B
NO-0364 Oslo
Austad, Hans Joar
Hudavd. Rikshospitalet
NO-0027 Oslo
Bachmann, Ingeborg
Hudavdelningen
Haukelands sykehus
NO-5021 Bergen
Barlinn, Christa
Olafiaklinikken
Grensen 5-7
NO-0159 Oslo
Benestad, Bjørg
Professor Kohts vei 84 A
NO-1368 Stabekk
Bengtsson, Helge
Moss hudlegekontor
Jeløygt. 8, P.O.Box 77
NO-1501 Moss
Bjerke, Jens Roar
Hudavdelingen
Ullevål sykehus
NO-0407 Oslo

NORWAY Bohman, Peter
Linderud Senter
P.O.Box 36
NO-0517 Oslo
Bonesrønning, Jon Helge
Hudavdelingen
Sankt Olavs Hospital
NO-7006 Trondheim
Borup, Mårten
Hudpolikl.,
Reumatismesykehuset
Karmsundsgt. 134
NO-5500 Haugesund
Braathen, Lasse R.
Dermatologische Klinik
Inselspital
CH-3010 Bern
Braun, Rosemarie
Hudavd.,
Regionsykehuset
NO-9038 Tromsø
Brekne Nielsen, Morten
OMNIA
Romeriksklinikken
NO-2010 Strømmen
Bremnes, Katja
Hudavd.
Regionsykehuset
N9038 Tromsø
Bull-Berg, Jacob
Landøystranda 6
NO-1394 Nesbru
Bø, Kristine
Hudavd. Youngstorget 2B,
Postboks 8764
NO-0181 Oslo
Carrillo de la Rosa, Daniel
Hudavd.
Ullevaal Sykehus
NO-0407 Oslo
Cezary Sitek, Jan
Hudavdelingen
Rikshospitalet
NO-0027 Oslo
Christensen, Eidi
Hudavdelingen
Sankt Olavs Hospital
NO-7006  Trondheim
Christensen, Ole
Hudavd
Ullevål Sykehus
NO-0407 Oslo
Colom, Drude Høyersten
Josefines Gate 1
NO-0351 Oslo

Dahle, John S.
Sandesundsvn. 23
Dermatologisk poliklinikk
NO-1724 Sarpsborg
Dalaker, Morten
Avd. for patologi
Sankt Olavs Hospital
NO-7006 Trondheim
Dalgard, Florence
Hudklinikken
P.O.Box 8764 Youngst
NO-0028 Oslo
Danielsen, Helge
Uttragt. 19
NO-5700 Voss
Danielsen, Kersti
Ballblomvegen 10
NO-9100 Kvaløysletta
Dotterud, Lars Kåre
Nymosvingen 2
NO-2600 Lillehammer
Edgardh, Karin
Thulstrupsg. 5A
NO-0450 Oslo
Ek, Lorens
Markensveien 4
NO-2200 Kongsvinger
Elset, Kjersti
Nøtterøy Legesenter
NO-3115 Tønsberg
Eriksen Bondevik, Bjørn
Ljan Legekontor
Ljabrukveien 32
NO-1169 Oslo
Eskeland, Sherin
Internatet SiR, Hybel 502
Rohalands gt 49
NO-4019 Stavanger
Falk, Edvard S.
Hudavdeln.,
Regionsykehuset
NO-9038 Tromsø
Faye, Ragnar
Onkologisk avd.
Norske Radium Hospital
NO-0310  Oslo
Fiskerstrand, Eli Janne
Hudavd.
Sankt Olavs Hospital
NO-7006 Trondheim
Fismen, Silje
Hudavd., UUN
NO-9038 Tromsø

Foss, Madela
Hartitzalleen 18 A
NO-0275 Oslo
Frølich, Karin W.
Bønesberget 13
NO-5152 Bønes
Frøyen, Lene
Hudavd.
Haukeland sykehus
NO-5021 Bergen
Funk, Jürgen
Dr Funk's Hudklinikk as
Prinsensgate 9
NO-1530 Moss
Fyrand, Ole
Hudavd.,  Rikshospitalet
NO-0027 Oslo
Gasior-Chrzan, Barbara
Hudavdelingen
Regionsykehuset
NO-9038 Tromsø
Gedde-Dahl, Tobias
Rettsmed. Avd.
Rikshospitalet
Sognevannsveien 20
NO-0027 Oslo
Geisner Larsen, Benedikte
Søråshøgda 180
NO-5235 Rådal
Gjertsen, Bjørn Tore
Hudavdelingen,
Fylkessjukehuset i Florø
NO-6900 Florø
Gjørud, Magnar
Hegdehaugsvn. 36 A
NO-0352 Oslo
Granholt, Astri-Lise
Hudlegen på HOLTET
Kongsveien 94
NO-1177 Oslo
Gundersen, Thor
Grimelundshaugen 3
NO-0374 Oslo
Haaland, Björn
Nypongt. 15
SE-234 43 Lomma
Haavelsrud, Odd
Rinde
NO-6895 Feios
Hafsahl, Martin
Gamle Asheimvei 37
NO-4300 Sandnes
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Halsos, Arne M.
Olafiaklinikken,
Grensen 5-7
NO-0159 Oslo
Halvorsen, Jon Anders
Hudavdelingen
Ullevål sykehus
NO-0407 Oslo
Haneke, Eckart
Klinikk Bunæs
Løkkeåsveien 3
NO-1337 Sandvika
Hannuksela-Svahn, Anna
Kymenlaakson KS
Ihot. pkl
FINO-48210 Kotka
Hansen, Even
Th. Angellsgt. 22
NO-7011 Trondheim
Hanssen, Helle Katrine
Hud avd.
Sankt Olavs Hospital
NO-7006 Trondheim
Hanssen, Leif Ivar
Hudseksjonen,
Sentralsykehuset i Møre
og Romsdalen
NO-6026 Ålesund
Hanstad, Inger
Amtmann Blomsgt. 1
NO-3015 Drammen
Haug , Sidsel
Hudavdelingen
Ullevål sykehus
NO-0407  Oslo
Haugstvedt, Åse
Hudavdelingen
Ullevål sykehus
NO-0407 Oslo
Heir, Martin
Asalvn. 1
NO-0870 Oslo
Helgesen, Anne Lise O.
Hudavdelingen
Rikshospitalet
NO-0027 Oslo
Helland, Svein
Hudavdelingen
Haukeland sykehus
NO-5021 Bergen
Hellgren, Lars
Bronsgjutaregatan 13
SE-421 63 Västra Frölunda

Helme, Per
Torget 2
NO-1767 Halden
Helsing, Per
Hudavdelingen
Rikshospitalet
NO-0027 Oslo
Hestholm, Freddy
Hudavd., Sentral-
sykehuset i Rogaland
NO-4016 Stavanger
Hilleren, Per K.
Hudavdelingen
Fylkessjukehuset i Lærdal
NO-5890 Lærdal
Hohlbrugger, Herbert
Langgt. 16
NO-4013 Stavanger
Holm, Jan-Øivind
Hudavdelingen
Ullevål Sykehus
NO-0407 Oslo
Holst, Tormod
Hudlegekontoret
Bullsgt. 2 A
NO-3110 Tønsberg
Holtestaul, Aslak
Dragvn. 28
NO-1363 Høvik
Huldt-Nystrøm, Theis
Hud-poliklinikken
Innherrad sykehus
NO-7600 Levanger
Høviskeland, Aase
Nils Bergsvei 9
NO-1363 Høvik
Ingvarsson, Gisli
Banigrandi 3
IS-107 Reykjavik
Jensen, Ada
Hjaltlandsgt. 19
NO-4009 Stavanger
Jensen Gjersvik, Petter
Tidskr Norske Legeforening
PO Box 1152 Sentrum
NO-0107 Oslo
Johansen, Arne G.
Bjørnefaret 24
NO-1270 Oslo
Johnsen, Paul Otto
Skippergt. 21
NO-4611 Kristiansand

Johnsen, James
Køpmannsgt. 34
NO-7011 Trondheim
Johnsson, Margareta K
Hudavd., Sankt Olavs
Hospital
NO-7006 Trondheim
Jörgensen, Hans-Petter V
Storgatan 15, 4.etg.
NO-1614 Fredrikstad
Kalgaard, Ole Magne
Røde Kors klinikk
Frederik Stangsgt. 11-13
NO-0264 Oslo
Kampman, Petra T
Sebastian Kneipp Sta 27
DE-25524 Itzehoe
Kavli, Gunnar
Elvarheimgt. 10 C
NO-2408 Elverum
Kjus, Trine
Carl Wollebæksvei 17
NO-2615 Lillehammer
Klemeyer Smith, Anne
Bekkestua Legesenter
P.O.Box 3, Bekkestua
NO-1341 Bekkestua
Koss-Harness, Dorte
Hudklin., Rikshospitalet
NO-0227 Oslo
Kramer, Mette
Asker hudlegekontor
Gamle Drammensv. 227
NO-1383 Asker
Kramer, Patrick
Gml. Drammensvei 109 A
NO-1363 Høvik
Kristensen, Terje K.
Derma A/S
Lundegt. 11 A
NO-3724 Skien
Kristiansen, Frode
Havblikspesialitsenter
Kystveien 154
NO-4842 Arendal
Kristiansen, Trine Lilly
Turmansg. 10 C, Lejl. 227
NO-0461 Oslo
Krogh, Hans-Kristian
Ths. Heftyesgt. 54 B
NO-0267 Oslo

Kroon, Susanne
Sankt Nikolaj vej 13, 5 th
DK-1953 Frederiksberg
Kråkenes, Anine G.
Bergvegen 54
NO-5152 Bønes
Kummels, Marianne
Hudavdelingen
Fylkessjukehuset i
Kristiansund
NO-6508 Kristiansund
L. Husebö, Åsa
Vestre Fantofteåsen 13
NO-5072 Bergen
Laastad, Olav
Porsgrunn Hudlegekontor
Hovengasentret,
Hovengagt. 35
NO-3915 Porsgrunn
Ladstein, Rita Grude
Hudavd.
Haukeland Sykehus
NO-5021 Bergen
Langeland, Berit
Thomas Heftyes Gate 37
NO-0264 Oslo
Langeland, Jon
Hudklinikken
Postboks 8764,
NO-0028 Oslo
Langeland, Tor
Fritjof Nansens Plats 6
NO-0160 Oslo
Larsen, Maria
Hudpol.klin
Hålogaland Sykehus HF
NO-9480 Harstad
Larsen, Tove Eeg
Niels Baysvei 41 A
NO-0855 Oslo
Leite, Kari
Stortingsgt. 28
NO-0160 Oslo
Lier, Anders
Storgaten 107
NO-2390 Moelv
Livden, John Karsten
Teatergaten 37
NO-5010 Bergen
Loven,  Anne Marie
Hudavd.
Rikshospitalet
NO-0027 Oslo
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Lund, Raghild Telnes
Hudavd.
Sankt Olavs Hospital
NO-7006 Trondheim
Lund Johansen, Fridtjof
Hud avd.
Ullevål Sykehus
NO-0407 Oslo
Lund-Hanssen, Kristin
Hudavd.
Helsesunnmøre HF,
Ålesund Sykehus
NO-6026 Ålesund
Lützow-Holm, Claus
Hudavdelingen
Rikshospitalet
NO-0027 Oslo
Løken, Per A.
Pettersandåsen 20
NO-1614 Fredrikstad
Mack, Asbjörn
Midtstien 9
NO-3075 Berger
Mantaka, Panagiota
Nils Collettvog tsv. 47 C
NO-0766 Oslo
Marcusson, Jan A.
Hudavdelingen
Haukeland sykehus
NO-5021 Bergen
Martin-Odegard, Brit
Volvat med. Senter
PB 5280 Majorstuen
NO-0303 Oslo
McFadden, Noel
C. J. Hanssens Vej 3B
NO-2007 Kjeller
Midelfart, Kjell
Køpmannsgatan 31
NO-7011 Trondheim
Moi, Harald
Olafiaklinikken
Grensen 5-7
NO-0159 Oslo
Morken, Tore
Bergen Hudlegeklinik
Valkendorfsgt 9
NO-5012 Bergen
Moseng, Dagfinn
Hudavdelingen
Regionsykehuset
NO-9038 Tromsø

Mørdre, Marianne
Konglefaret 41 B
NO-1359 Eiksmarka
Mørk, Cato
Hudavd., Rikshospitalet
NO-0027 Oslo
Mørk, Gro Igland
Hudavd., Rikshospitalet
NO-0027 Oslo
Mørk, Nils-Jørgen
Hudavd., Rikshospitalet
NO-0027 Oslo
Nilsen, Arvid
Hudavdelingen
Haukeland sykehus
NO-5021 Bergen
Nilsen, Tore
Specialistläkargruppen
Trädgårdsgatan 10
SE-352 34 Växjö
Nordahl, John S.
Hudlegekontoret
Tollbugt. 8, P.P.Box 722
NO-8001 BODØ
Nordal, Eli J.
Hudavdelingen
Ullevål univ.sykehus
NO-0450 Oslo
Nyrud, Morten
Trollåsveien 25
NO-1414 Trollåsen
Odu, Solveig
Oskarsgatan 24
SE-331 41 Värnamo
Olaug Olsen, Anne
Hudavd., Ullevål Sykehus
NO-0407 Oslo
Olsen, Pål
Derm. avd.
Nordland sentralsykehus
NO-8092 Bodø
Pukstad, Brita
Hudavd.
Sankt Olavs Hospital
NO-7006 Trondheim
Rajka, Georg
Frederik Stangs G. 44
NO-0264 Oslo
Ree, Kristian
Hudlegekontoret A/S
Øvre Gjøvik Gård
NO-2815 Gjøvik

Ree, Sidsel G.
Hudavd.
Rikshospitalet
NO-0027 Oslo
Remaut, Kinia
Hudavdelingen
Ullevål sykehus
NO-0407 Oslo
Roscher, Ingrid
Volvat medisinske senter
P.O.Box 5280
NO-0303 Oslo
Rustad, Lisbeth
Hudavd.
Haukeland sykehus
NO-5021 Bergen
Rustenberg, Berit Ingrid
Sigurds gate 4
NO-3256 Larvik
Rutle, Oddvar
Grønegt. 33
NO-2317 Hamar
Ryggen, Kristin
Hudavd.
Sankt Olavs Hospital
NO-7006 Trondheim
Rødland, Ole
Valkendorfsg. 9
NO-5012 Bergen
Røen, Svein Aksel
Reumatologisk avdeling
Haukeland sykehus
NO-5021 Bergen
Rønnevig, Jørgen Rikard
Lersolveien 22
NO-0875 Oslo
Samani, Behrooz
Olafiaklinikken, Grensen
NO-0159 Oslo
Sandberg, Morten
Oppsal hudlegekontor
Oppsalstubben 3
NO-0685 Oslo
Saunes, Marit
Hudavdelingen
Sankt Olavs Hospital
NO-7006 Trondheim
Schopf, Thomas R.G
Ishavsvegen 73B
NO-9010 Tromsø
Selvaag, Edgar
Schaanings gt. 54
NO-3700 Skien

Serup, Jørgen
Esperance Allé 6B
DK-2920 Charlottenlund
Sjöborg, Steinar
Kalenderv. 7
SE-352 60 Växjö
Snevik, Ingrid
Hudavd
Sankt Olavs Hospital
NO-7006 Trondheim
Solberg, Silje
Moseskjærveien 20
NO-5035 Bergen
Solér, Ana Maria
Hudavd., Rikshospitalet
NO-0027 Oslo
Sollesnes Holsen, Dag
Hudavdelningen
Haukeland sykehus
NO-5021 Bergen
Stang, Henning J
Landingsvn 38
NO-0767 Oslo
Steinkjer, Bjarte
Hud.pol
Sentralsykehuset i
Rogaland
NO-4016 Stavanger
Stenersen, Merete
Hudavdelingen
Sankt Olavs Hospital
NO-7006 Trondheim
Stenvold, Svein E.
Hudavdelingen
Regionsykehuset
NO-9038 Tromsø
Stray, Per A.
Kongensgt. 28
NO-4610 Kristiansand
Strøm, Sonja
Guristu
NO-2480 Koppang
Stærfelt, Frode
Havblikk helsesenter
Kystvn. 154
NO-4800 Arendal
Stærnes Tambs, Kari
Humana Sandvika
Elisas Smiths vei 10,
P.O.Box 63
NO-1301 Sandvika
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Sviland, Lisbet
Hudavdelingen
Haukelands sykehus
NO-5021 Bergen
Søyland, Elisabeth
Hudavdelingen
Rikshospitalet
NO-0027 Oslo
Teigen, Nina
Hudavdelingen
Regionsykehuset i
Tromsø
NO-9038 Tromsø
Ternowitz, Thomas
Nøkkeveien 18
NO-4314 Sandnes
Thorvaldsen, Johannes
Olafiaklinikken
Grensen 5-7
NO-0159 Oslo
Thune, Per Olav
Torgata 3
NO-0260 Oslo
Thune, Turid J
Hudavdelingen
Haukeland sykehus
NO-5021 Bergen
Tigalonova, Maya
Hegdehaugsv 36 B
NO-0352 Oslo
Todal, Anders
Vagnsliv 62
NO-7670 Inderøy
Tveit, Kåre S.
Hudavd.
Haukeland sykehus
NO-5021 Bergen
Tørud, Erik
Islandsg. 7
NO-0658 Oslo
Utne, Leif
Fjellvn. 64
NO-5019 Bergen
Vadla, Jan Harald
Hudavdelningen
Innherred sykehus
NO-7600 Levanger
Vatne, Øystein
Hud. polikl., Sentralsyke-
huset i Sogn og Fjordane
NO-6800 Førde
Wereide, Knut
Elisenbergvein 35 B
NO-0265 Oslo

SWEDEN
Aase, KarlBlekholmsterassen 11SE-111 64 Stockholm
Abrahamsson, GudrunÖverbyn 130SE-834 00 Brunflo
Agdell, JanRegementsgatan 50SE-217 48 Malmö
Agrup, GunKlöverv. 13SE-227 38 Lund
Ahnlide, IngelaNeptuniv 32SE-237 35 Bjärred
Al-Sabori, SamHjälmsäters väg 4ASE-139 49 Haninge
Almqvist, CharlotteDeragårdenHornborgaSE-521 98 Broddetorp
Alva-Willems, JeanHud/STDklinikenSödra Älsvsborgs SjukhusSE-501 82 Borås
Anagrius, CarinHans Järtas väg 12SE-791 32 Falun
Anderson, ChristopherSkogsgatan 95SE-587 23 Linköping

Berg, PeterNorra vägen 31SE-163 41 Spånga
Berg, JanLöjvägen 4BSE-281 35 Hässleholm
Berg, MatsStackvägen 11SE-756 47 Uppsala
Bergbrant, Ing-MarieKlarbärsv.21SE-426 55 Västra Frölunda
Bergdahl, KjellFagerövägen 23 BSE-791 53 Falun
Bergfelt, LouiseNorra Vaktmansgatan 37SE-426 68 Västra Frölunda
Berggren, GudrunEktorpsvägen 24SE-131 47 Nacka
Berglind, MariHarvaregatan 9SE-583 33 Linköping
Berglund, LenaEriksbergsg. 4, 2trSE-114 30 Stockholm
Bergman, AnitaStrömgatan 27SE-856 43 Sundsvall
Bergqvist-Karlsson, AnnikaFurudalsvägen 20 BSE-752 60 Uppsala
Bergstedt, KristinaSolanderg. 44SE-941 34 Piteå
Bergström, MarianneArthur Engbergsv. 8SE-852 40 Sundsvall
Berne, BeritDöbelnsgatan 28 GSE-752 37 Uppsala
Berntsson, MatildaCitrusvägen 22SE-426 54 Västra Frölunda
Bihi, MohamedSöndrumsv.51SE-302 39 Halmstad
Bjarke, TorstenHallbäcksgatan 3SE-252 34 Helsingborg

West, Piera
Specialistlegesenteret
NO-9730 Karasjok
Vik, Ingeborg
Olafiaklinikken
Grensen 5-7
NO-0159 Oslo
Vindenes, Hilde
Søråshøgda 142
NO-5235 Rådal
Volden, Gunnar
Idrettsveien 3
NO-1400 Ski
Wollan, Terje Kristian
Jernbanealleen 30
NO-3210 Sandefjord
Østensjø, Brynjulf
Karmsundsgt. 272
NO-5500 Haugesund

Andersson, Anna-CarinStenbergsv 12SE-752 41 Uppsala
Andersson, BertilBörjesons väg 56SE-161 55 Bromma
Andersson, KarinHantverksgatan 12DSE-302 42 Halmstad
Andersson, KarinLekattvägen 7SE-783 31 Säter
Anveden, IngegerdSoldatvägen 27SE-183 60 Täby
Arenlind, LarsLiljebergsgatan 57SE-506 39 Borås
Arnamo, Anna-MariaPilfinksvägen 18SE-183 51 Täby
Aronsson, AnnikaHasselgången 3SE-241 00 Eslöv
Aspegren, NilsTyska Skolgränd 4-6SE-111 31 Stockholm
Augustsson, AgnetaGrimmereds LäkargruppLergöksgatan 12SE-421 50 Västra Frölunda
Aziz, OmarLövdalsvägen 29SE-141 73 Huddinge
Bamberg, Claudialaxgatan 33SE-593 40 Västervik
Bartosik, JacekSkallgången 11SE-226 52 Lund
Beebe, Bruze KBox 465SE-351 06 Växjö
Beitner, HarryBisittargatan 46SE-129 44 Hägersten
Bendsöe, NielsVardavägen 249 FSE-224 71 Lund
Bengtsson, HelgeMoss hudlegekontorJeløygt. 8, P.O.Box 77NO-1501 Moss
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Brodd, AstridBigatan 10SE-431 39 Mölndal
Brundin, GöranSlåttervägen 25SE-614 00 Söderköping
Bruze, MagnusLotsgatan 8SE-216 42 Limhamn
Brännström, DanielÅdalsvägen 21SE-262 65 Ängelholm
Burian, ElzabietaPostlåda 8224SE-541 91 Skövde
Burström, EvaOpalvägen 11SE-961 46 Boden
Byrenius-Mellström, BirgittaBjörnögatan 5SE-761 40 Norrtälje
Båmstedt, HalinaOdeng. 69, 6trSE-113 22 Stockholm
Bäck, OveOtto Lindbladsv 4SE-224 65 Lund
Bäckdahl, MonaBastug 33SE-118 25 Stockholm
Cadova, VeraNäsby Allé 3, 1 trSE-183 55 Täby
Carlberg, HansHudklin., SödersjukhusetSE-118 83 Stockholm
Carstam, RagnarAdelgatan 15SE-223 50 Lund
Cederroth, SusanneKarlaplan 10, 7trSE-115 20 Stockholm
Christensen, OleHudavd., Ullevål SykehusNO-0407 Oslo
Christiansen, JulieHudkliniken, LasarettetSE-221 85 Lund
Coble, Britt-IngerKopparstigen 3SE-582 58 Linköping

Cook, CatherineRådmansgatan 82SE-113 60 Stockholm
Dahlberg, ErikBrogränd 23SE-831 41 Östersund
Dahlbäck, KarinÖstanväg 12SE-217 74 Malmö
Dahlman Ghozlan, KristinaTamanaco 317 Ch. de LérmitageFR-06160 Juam les Pins
Davidsson, KarinHudklin, Univ,sjukhusetSE-581 85 Linköping
Dobrescu, JustinSkolvägen 27SE-433 61 Sävedalen
Doghramechi, SorayaTomtnäsv. 14SE-806 27 Gävle
Domar, MargaretaSlagrutevägen 17SE-756 47 Uppsala
Dunér, KariRoparebergsvägen 1ASE-371 42 Karlskrona
Edegran, MagnusCentigatan 38SE-507 43 Borås
Edeland-Odd, BritaQvarntorps herrgårdSE-667 00 Forshaga
Edgardh, KarinThulstrupsg. 5ANO-0450 Oslo
Edmar, BirgittaStrandplatsgt 8SE-426 76 Västra Frölunda
Egelrud, TorbjörnGeneralsg. 11SE-903 36 Umeå
Ek, LorensMarkensveien 4NO-2200 Kongsvinger
Ekbäck, MariaFältspatsvägen 28SE-703 74 Örebro
Ekholm, ElisabethGeneralsg. 11SE-903 36 Umeå

Eklind, JanKalmgatan 29, 4trSE-121 45 Johanneshov
Ekmehag, BjörnMesangatan 6SE-234 42 Lomma
Elmros, TheodorSilvervägen 62SE-907 50 Umeå
Emilson, AxelEriksdalsgatan 4SE-632 30 Eskilstuna
Emtestam, LennartIngemansvägen 4ASE-141 41 Huddinge
Enerbäck, CharlottaTörvedsgatan 24SE-416 80 Göteborg
Engman, ChristinaKöpenhamnsv. 75SE-217 75 Malmö
Enhamre, AndersLäkargruppen MörbyBox 89SE-182 11 Danderyd
Enström, YlvaBotvidsgatan 16ASE-753 27 Uppsala
Ericsson, GunnelKungsholms kyrkopl 1SE-112 24 Stockholm
Ericsson, JonasStarrängsringen 14SE-115 50 Stockholm
Eriksson, TomasRäfsarstigen 38SE-954 34 Gammelstad
Faergemann, JanApotekarg. 7Sahlgrenska sjukhusetSE-413 19 Göteborg
Fagerblom, LenaLundbovägen 5SE-857 41 Sundsvall
Falk, LarsOskarsplatsen 9SE-702 13 Örebro
Falk, Anna MariaBärstaSE-715 92 Stora Mellösa
Fast, KristianFuruv. 3SE-473 34 Henån

Bjellerup, MatsPinnhättevägen 15SE-246 57 Barsebäck
Björkner, BertRegementsgatan 52 CSE-217 48 Malmö
Björnberg, AlfApgränd 10ASE-271 42 Ystad
Björnelius, EvaIvar Hallströms väg 30SE-129 38 Hägersten
Björngren, HeléneBox 4259SE-203 14 Malmö
Björntorp, ElisabethSödra Rosenbergsg. 13SE-426 76 Västra Frölunda
Bleeker, JohanLinjevägen 11SE-531 50 Lidköping
Bleeker, ThorKållandsgatan 38SE-531 50 Lidköping
Blom, IngaVäståstrand 1, 3trSE-702 32 Örebro
Bohn, JörgVerkstadsgatan 1ASE-211 42 Malmö
Bojs, GunnelNäsbychaussen 14SE-291 35 KRistianstad
Boman, AndersGranevägen 3SE-182 65 Djursholm
Borglund, ErikUlvögatan 15SE-162 23 Vällingby
Boström, ChristinaHudmott., Kullberska sjukhSE-641 22 Katrineholm
Boström, ÅsaStatarvägen 16SE-752 45 Uppsala
Bremer-Andersson, EvaVärtav.17, 2trSE-115 53 Stockholm
Broberg, AnnKastellgatan 19SE-413 07 Göteborg
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Filén, FinnHudkliniken, AkademiskasjukhusetSE-751 85  Uppsala
Fischer, TorkelPl 253 HensvikSE-760 49  Herräng
Fjellner, BoBox 5701SE-114 86 Stockholm
Flur, BarbaraGenvägen 3BSE-141 37 Huddinge
Flytström, IngelaHudklinikenSahlgrenska sjukhusetSE-413 45 Göteborg
Forneus, AndersWiks gårdSE-755 91 Uppsala
Forsberg, AnnikaFortvägen 134SE-187 68 Täby
Forsman, StenLilla Risåsgatan 20SE-413 04 Göteborg
Fransson, JessicaÖregrundsgatan 10 6trSE-115 59 Stockholm
Fregert, SigfridMellanvångsvägen 5SE-223 55 Lund
Friberg, KatarinaKarl Malmstensväg 58SE-170 73 Solna
Friedman, MarieMjärdgränd 2, 7trSE-116 68 Stockholm
Frithz, AndersBörjesons väg 49SE-161 55 Bromma
Frohm-Nilsson, MargaretaStockbyv.5SE-182 78 Stocksund
Frödin, ThomasLästgatan 4SE-582 66 Linköping
Fåhraeus-Morin, LenaÅsvägen 13SE-813 33 Valbo
Färm, GunillaBlommenbergsv. 159 1 trSE-126 52 Hägersten

Gajecki, MariaNorrskensbacken 9, 2trSE-146 00 Tullinge
Gamborg-Nielsen, PoulHudkliniken, LasarettetSE-301 85 Halmstad
Gente Lidholm, AnetteAskims Skytteväg 6ASE-436 51 Hovås
Gerdén, BarbroTorgnygatan 9SE-752 31 Uppsala
Gezelius-Strausser, Birgittac/o GezeliusKlövervägen 29SE-161 36 Bromma
Gilboa, Ruth617 Ridgeline PlaceSolana BeachCA 92075 California
Gisslén, PeterBrotorpsvägen 36SE-163 59 Spånga
Gjede, UffeSimons Bakke 66DK-7700 Thisted
Granger, KatriRunstens Prästgård 4294SE-386 94 Färjestaden
Grinnemo-Grätz, PernillaBjörkhagav. 34SE-554 38 Jönköping
Groth, OveÅdalagt. 8SE-582 26 Linköping
Grängsjö, AndersCelsiusgatan 9SE-752 31 Uppsala
Guermas, LeilaTunnbindareg. 19 2trSE-602 21 Norrköping
Gånemo, AgnetaGånarpsvägen 335SE-266 92 Munka Ljungby
Gärtner, LenaBrändögatan 1SE-331 32 Värnamo
Haaland, BjörnNypongt. 15SE-234 43 Lomma
Hackzell-Bradley, MariaIgelkottsvägen 12SE-161 37 Bromma

Hagforsen, EvaBerthåga Byväg 8SE-752 50 Uppsala
Hagströmer, LenaVästmannagatan 3SE-111 24 Stockholm
Hall, MartinErik Dahlbergsgatan 25 1trSE-115 32 Stockholm
Hallander, AnnaHudkliniken, Falu lasarettSE-791 82 Falun
Hallén, AndersFyrisgatan 14SE-753 15 Uppsala
Hamnerius-Olofsson, NilsÖstra Strandgatan 1ASE-371 38 Karlskrona
Hansson, CaritaBorgåsvägen 20SE-438 32 Landvetter
Hansson, ChristerSmåviltsg. 13SE-226 52 Lund
Hashim, FirouzKungsgatan 3BSE-553 31 Jönköping
Hedblad, Mari-AnneUlvögatan 15SE-162 23 Vällingby
Hedenborg, LennartPatologi/CytologiCapio Diagnostic ABSE-112 81 Stockholm
Hedstrand, HåkanHudkliniken, Akad.SjukhSE-751 85 Uppsala
Heijer, ArneSafirvägen 13SE-451 62 Uddevalla
Heilborn, JohanBirger Jarlsgatan 103 BSE-113 56 Stockholm
Hellgren, LarsBronsgjutaregatan 13SE-421 63 Västra Frölunda
Hellström, ClasDrottningsgatan 56SE-111 21 Stockholm
Henriksson, ChristinaÖvre Olskroksgatan 8SE-416 67  Göteborg

Herczka, OlgaGötgatan 21SE-116 46 Stockholm
Hersle, KjellKedjestigen 3SE-436 50 Hovås
Hesser, GöranSkandiavägen 26SE-474 31 Ellös
Hestner, AnnaKardborrevägen 3BSE-541 48 Skövde
Hillström, LarsLövens Tä 29SE-802 57 Gävle
Hindsén, MonikaÖstervångsvägen 9SE-224 60 Lund
Hofer, Per-ÅkeBomodlarvägen 19SE-165 70 Hässelby
Holik, RobertEkåsvägen 1SE-653 42 Karlstad
Holm, JoannaHudklinikenUddevalla sjukhusSE-451 80 Uddevalla
Holm, LenaHornsgatan 57 3tr/16SE-118 49 Stockholm
Holm, PelleRörviksv. 16SE-451 77 Uddevalla
Holmberg, JadwigaBrushanevägen 35SE-556 25 Jönköping
Holmdahl, MeiravHudklin., Univ.sjukhusetSE-221 85 Lund
Holmdahl-Källén, KatarinaBisterfeldsvägen 9LasarettetSE-392 47 Kalmar
Holst, RolfRoskildevägen 17 CLSE-217 46 Malmö
Holt, IngebjörgHudkliniken, LasarettetSE-262 81 Ängelholm
Hornmark, Anne-MarieKorsgatan 2ASE-702 27 Örebro
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Horova, VeraVästra Boängsvägen 50SE-691 44 Karlskoga
Hosseiny, SeiranKullerstensvägen 7BSE-752 60 Uppsala
Hovmark, AndersRuriks väg 13SE-186 50 Vallentuna
Hradil, EvaRektorsv. 20SE-224 67 Lund
Hägermark, ÖstenKungsvägen 5SE-182 75 Stocksund
Häggarth, IngridLövgatan 26SE-169 32 Solna
Hägglund, GunKolonigatan 11 BSE-852 39 Sundsvall
Hällgren, JennyHudklinikenKarolinska SjukhusetSE-171 76 Stockholm
Hörnqvist, RuneSödra Gimonäsvägen 72ASE-907 42 Umeå
Inerot, AnnicaEklanda Gärde 11SE-431 59 Mölndal
Irestedt, MagnusVillav. 32 CCentralsjukhusetSE-296 38 Åhus
Isaksson, MarleneRösträttsgatan 3SE-227 60 Lund
Itman, SofiaAv. des Nerviens 33 BT9BE-1040 Bryssel
Iversen, NormannBrodalgatan 7SE-711 34 Lindesberg
Jansen, ElinBox 138SE-260 43 Arild
Jansson, KerstinSunnanvindsvägen 6SE-582 72 Linköping
Jeansson, IreneGisslabo 219SE-388 98 Trekanten

Jekler, JanLill-Jans Plan 3SE-114 25 Stockholm
Jerner, BjörnEddag 6SE-802 54 Gävle
Johannesson, AndersVästerled 11SE-167 55 Bromma
Johannisson, GunnarBerzeliig. 5SE-412 53 Göteborg
Johansson, EmmaTimmermansgatan 38ASE-118 55 Stockholm
Johansson-Lange, MargarethaRipvägen 13SE-351 42 Växjö
Johnsen, Paul OttoSkippergt. 21NO-4611 Kristiansand
Johnsson, Margareta KHudavd.Sankt Olavs HospitalNO-7006 Trondheim
Jonell, RagnarHästviksgången 16SE-426 71 Västra Frölunda
Jonsson, LennartDäldernav. 8SE-541 47 Skövde
Josefson, AnnaHudklinikenRegionssjukhusetSE-701 85 Örebro
Juhlin, LennartDöbelnsgatan 30 HSE-752 37 Uppsala
Jurkas, BeatriceFärjestadsv. 4BSE-168 51 Bromma
Jörgensen, Esben TechauTegelviksvägen 9BSE-392 43 Kalmar
Jörgensen, Hans-Petter VStorgatan 15, 4.etg.NO-1614 Fredrikstad
Kaaman, Ann-CatrinHerr Stens väg 35SE-125 30 Älvsjö
Kaaman, TaaviHudklin, SödersjukhusetSE-118 83 Stockholm

Karlberg, Ann-TheréseBågspännarvägen 10SE-125 30 Älvsjö
Karlsson, MariaHudkliniken, KarolinskaSjukhusetSE-171 76 Stockholm
Karltorp, NilsLånghemsgatan 13SE-502 50 Borås
Karnå, Eva KarinHelgonabacken 7SE-451 32 Uddevalla
Karpe, BarbroFördelningsgatan 18SE-633 41 Eskilstuna
Kehler Rosenlind, SimoneJuvelvägen 11SE-541 42 Skövde
Kelfve, BirgittaDidriksgatan 3SE-722 18 Västerås
Kinnman, KristelÖstbovägen 6ASE-182 56 Danderyd
Klintberg, PerNorra Lillåstrand 35 ASE703 65 Örebro
Kogan, MichaelDrottninggatan 33 2trSE-252 21 Helsingborg
Kristensen, BeritHøjlandsvej 25DK-4400 Kalundborg
Kristensen, OveHøjlandsvej 25DK-4400 Kalundborg
Kristoffersson, Per OlofFåborgvägen 19SE-311 45 Falkenberg
Krogh, Geo vonKorphopsgatan 29 6trSE-120 64 Stockholm
Kronberg, AnnaBärtbo TärnaSE-740 83 Fjärdhundra
Krook, KlasSibyllegatan 81SE-114 43 Stockholm
Krupicka, PavelStenbov. 13SE-735 35 Surahammar

Krynitz, BrittaSolbergsvägen 56, 3tr,Läg 06SE-168 66 Bromma
Kuylenstierna, Maria-PiaÖstra storgatan 83SE-553 21 Jönköping
Kuylenstierna, NilsGahns Väg 2ASE-791 32 Falun
Kuzima, NataliaHudklinikenHuddings sjukhusSE-141 86 Huddinge
Küssner, KirstenAletorpsvägen 25SE-461 59 Trollhättan
Laestadius, AnetteHudkliniken, NorrlandsUniversitetssjukhusSE-901 85 Umeå
Lagerholm, BjörnTors väg 11SE-182 35 Danderyd
Lagmo, KennethPersiljevägen 4SE-585 91 Linköping
Landegren, JohanVärtavägen 16 5trSE-115 24 Stockholm
Landgren, AndersBoglösa Hemsta 18SE-745 97 Enköping
Lapins, JanYttersta Tvärgränd 10DSE-118 23 Stockholm
Larkö, OlleArkivgatan 5, 2trSE-411 34 Göteborg
Larsen, AllanÖrnäsv 87SE-302 40 Halmstad
Larsson, Per-ÅkeLorichvägen 4SE-791 37 Falun
Larsson-Stymne, BirgittaNygatan 73BSE-702 13 Örebro
Laszlo, CsillaEssingeringen 82/853SE-112 64 Stockholm
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Laurell, HansKattsfotsvägen 9SE-459 32 Ljungskile
Lauritzen, Thomas EdgarPile Alle 17A, 2thDK-2000 Frederiksberg
Lautwein, AnnaHudklin., Västerviks sjukhSE-539 81 Västervik
Leifsdottir, RagnaGjutmästaregatan 19SE-461 54 Trollhättan
Lengstam, IngvarRoslagsgatan 7SE-113 55 Stockholm
Leppert, AnnaSchenströmsgatan 5ASE-724 62 Västerås
Liander, WendelaHudmottagningenBorgmästereg. 15SE-434 32 Kungsbacka
Lidbrink, PeterKlara tvärgränd 5SE-111 52 Stockholm
Lidén, CarolaUpplandsgatan 59SE-113 28 Stockholm
Lidén, SvenMargretelundsgt 12SE-412 67 Göteborg
Lidman, HjördisKarlavägen 5SE-114 24 Stockholm
Lindberg, MagnusIdrottsv 4 BSE-192 66 Sollentuna
Lindberg-Wollmar, BoHelgagatan 36U:10SE-118 58 Stockholm
Lindberg, LenaLundåsvägen 12 BSE-504 63 Borås
Lindborg, LenaBygatan 29SE-171 49 Solna
Linde, YlvaIgelkottsv 4SE-161 37 Bromma
Lindelöf, BerntFornuddsvägen109SE-135 52 Tyresö

Lindemalm-Lundstam, BarbroAskims Hovslagarväg 10SE-436 44 Askim
Linder-Carlsson, GerdNydalavägen 18 ASE-903 39 Umeå
Lindeskog, GerhardEkåsvägen 18 BSE-433 62 Partille
Lindewall, GertrudBanergt 10 3 trSE-115 23 Stockholm
Lindgren, MariaBrunbärsvägen 3, 4trSE-114 21 Stockholm
Lindgren, SörenBockhornsv. 4SE-587 31 Linköping
Lindholm, Ann-CharlottTrädgårdsgatan 10SE-633 55 Eskilstuna
Lindström, BörjeBlockhusvägen 24SE-791 45 Falun
Linse, Ulla-BrittaKometvägen 21, 6trSE-183 48 Täby
Lirwall, MargaretaUvebergsvägen 26SE-582 60 Linköping
Ljungberg, AndersHudklinikenKarolinska sjukhusetSE-171 76 Stockholm
Ljunggren, BoMarieholmsvägen 8SE-217 63 Malmö
Ljunghall, KerstinTallbacksv 49SE-756 45 Uppsala
Lodén, MarieIllerstigen 32, 2trSE-170 71 Solna
Lonne-Rahm, SolbrittGötgatan 61, 4trSE-116 21 Stockholm
Lundeberg, LenaHöjdstigen 7SE-181 31 Lidingö
Lundqvist, KatarinaPL 2613 LackagårdenSE-244 60 Furulund

Lundström, AnitaMagnusdalsv. 1SE-903 39 Umeå
Löfberg, HelgeStora Tomegatan 29SE-223 51 Lund
Löwhagen, Gun-BrittIngegärdsvägen 2 BSE-421 68 Västra Frölunda
Mabergs, NilsRingvägen 131, 2trSE-116 61 Stockholm
Magnusson, Britt-LouiseDoktor Forseliusgata 12SE-413 26 Göteborg
Magnusson, CeciliaFöreningsgatan 7C, 2trSE-553 21 Jönköping
Magnusson, LottaHudklinikenDanderyds SjukhusSE-18288 Stockholm
Mallbris, LotusHudklinikenKarolinska sjukhusetSE-171 76 Stockholm
Malmkvist Padoan, SigridKristianstadklinikenÖ Boulevarden 56SE-291 31 Kristianstad
Malmros-Enander, IngergärdLunds Östra 7SE-621 48 Visby
Marcusson, Jan A.HudavdelingenHaukeland sykehusNO-5021 Bergen
Maroti, MarianneHögabergsgatan 37SE-554 46 Jönköping
Martin, PeterVärtavägen 1SE-183 63 Täby
Matua, MihalyVerks. för hud- ochkönssjukdomarSahlgrenska Univ.sjukhusetSE-413 45 Göteborg
Meding, BirgittaAnkdammsgatan 40, 1trSE-171 67 Solna
Michaëlsson, EvaMärgelvägen 16SE-430 31 Åsa

Michaëlsson, GerdSkogsmyrsv 9SE-756 45 Uppsala
Mirton, BeatriceHudmottagningenBlekingesjukhusetSE-371 85 Karlskrona
Mjörnberg, Per AndersVårvägen 31SE-541 33 Skövde
Mobacken, HåkanLars Hägers väg 20SE-443 32 Lerum
Modée, JanEllen Keys g. 37SE-129 52 Hägersten
Modén, MargaretaSnöflingegatan 5SE-723 50 Västerås
Mohammadi, NoushinHantverkargatan 50, 3trSE-112 31 Stockholm
Molin, LarsHudklin., RegionsjukhusetSE-701 85 Örebro
Molnar, ChristinaHudklin., CentrallasarettetSE-721 89 Västerås
Montelius, HenningPehr Thomassons v 27SE-371 63 Lyckeby
Munksgaard, IngridColdinuvägen 6SE-371 42 Karlskrona
Månesköld, AnnaDaltorpsgatan 46SE-412 73 Göteborg
Månsson, ToreKrusbärsvägen 40SE-262 57 Ängelhom
Mårtensson, KerstinHudmottagningenLänssjukhusetSE-301 85 Halmstad
Möller, HalvorLedungsgt 21SE-217 74 Malmö
Mölne, LenaHudklinikenSahlgrenska sjukhusetSE-413 45 Göteborg
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Nagy, VeronikaKällsprångsgatan 2SE-413 20 Göteborg
Nazaar Salim, HaraldHudklinikenCentrallasarettetSE-721 89 Västerås
Niklasson, EvaSkördegatan 7SE-602 12 Norrköping
Nilsen, ToreSpecialistläkargruppenTrädgårdsgatan 10SE-352 34 Växjö
Nilsson, EskilJakobsensväg 5SE-856 34 Sundsvall
Niordson-Grysgaard, Ann-MarieFolehaveparken 16DK-2970 Hørsholm
Nohlgård, ChristinaNacka hudmottagningBox 4133SE-131 04 Nacka
Norborg-Iversen, LiseLindöSE-611 93 Nyköping
Nordin, PeterP L 714SE-436 58 Hovås
Nordin-Björklund, KarinRektorsgatan 3BSE-722 15 Västerås
Nordin, HåkanDiskusgr. 4SE-243 33 Höör
Nordin, LeifTråkärrslättsvägen 57SE-427 50 Billdal
Nordlind, KlasRiddargt 72SE-114 57 Stockholm
Norén, PeterEdov. 13SE-741 93 Knivsta
Nourbakht, Seyed AliLuftvärnsg. 32SE-587 34 Linköping
Nyberg, FilippaSkeppsvägen 2SE-182 76 Stocksund

Nylander-Lundqvist, ElisabetPilgatan 8DSE-903 31 Umeå
Nyman, GunnarSälggatan 2SE-510 54 Brämhult
Nyrén, MirunaBanérgatan 25SE-115 22 Stockholm
Nyrud, MortenTrollåsveien 25NO-1414 Trollåsen
Odu, SolveigOskarsgatan 24SE-331 41 Värnamo
Ohlsson, ErikBondans FåröSE-620 35 Fårösund
Ohlsson, YlvaUddevallagatan 38 ASE-416 70 Göteborg
Oldberg Wagner, SaraSjätte Villagatan 5SE-504 54 Borås
Olivecrona, EvaTegnérgatan 7SE-111 40 Stockholm
Olson-Kasten, KerstinRönnowsgatan 3GLänssjukhusetSE-302 36 Halmstad
Olsson, ElisabethGrytholmsg. 4SE-572 40 Oskarshamn
Olsson, IngegerdVanadisvägen 31ASE-113 23 Stockholm
Ouchterlony, TimSkalbergsgatan 21 ASE-45046 Hunnebostrand
Overgaard Petersen, HSjögrensv. 11SE-593 34 Västervik
Passian, ShalaHudkliniken, KarolinskaSjukhusetSE-117 76 Stockholm
Pawlik, EwaHudklinikenRegionsjukhuset i UmeåSE-901 85 Umeå

Persson, BertilKastanjegatan 21:29SE-224 56 Lund
Persson, Lill-MarieHamngatan 6SE-542 30 Mariestad
Pettersson, LarsLiegatan 7SE-802 70 Gävle
Pettersson, ArneÖverbyn 2110SE-834 00 Brunflo
Pettersson, Karl-GöranHöjdåsvägen 13SE-862 34 Kissleby
Piechowicz, MalgorzataStorkstigen 5SE-393 59 Kalmar
Pietz-Preisler-Häggqvist, AnnaMarmorvägen 93SE-907 42 Umeå
Plá Arlés, Ulla-BrittUrbanización elMirador PasajeSan José nr 9ES-12600 Vall de UxóCastellon,
Pompe, JarmilaMikrog 62SE-502 47 Borås
Pontén, FredrikPatologen C-labAkademiska sjukhsuetSE-751 85 Uppsala
Popova, IrinaMatrosgat. 10SE-392 36 Kalmar
Popovic, KarinaTegnerbyv. 51SE-168 55 Bromma
Poulsen, JensSøgade 16DK-4100 Ringsted
Probierz-Zak, HannaRagnar Jändelsvägen 7SE-371 63 Lyckeby
Pålsdóttir, RannveigNoatun 31IS-105 Reykjavik
Qvarner, HansGrev Turegatan 75SE-114 38 Stockholm

Radecka, MariaGalleasvägen 3SE-352 55 Växjö
Ramstedt, GunnarSiglajvs RuteSE-620 34 Lärbro
Rapcanova, JeanetteHud- och STD-klinikenUniversitetsjukhusetSE-901 85 Umeå
Reidhav, IngaAlnarpsv. 34SE-232 53 Åkarp
Reykdal, ElisabetÖstra Köpmansgatan 14SE-444 30 Stenungsund
Richtnér, TomasDöbelnsgatan 83SE-113 52 Stockholm
Ridderström, EvaIhres vägSE-752 63 Uppsala
Rietz Minne, HeleneObservationsvägen 10SE-141 38 Huddinge
Rollman, OlaBillvägen 12SE-756 48 Uppsala
Rorsman, HansPålsjövägen 26SE-223 63 Lund
Ros, Ann-MarieMälartorget 13SE-111 27 Stockholm
Roscher, IngridVolvat medisinske senterP.O.Box 5280NO-0303 Oslo
Rosdahl, IngerDjurgårdsgatan 58SE-582 29 Linköping
Rosén, KarinNorra Grindekärrsvägen 24SE-436 56 Hovås
Rosenberg-Wickström, IngerTurevägen 14SE-191 47 Sollentuna
Rosenblad, EijaDalagatan 78ASE-113 24 Stockholm
Rossman-Ringdahl, IngridTallboängen 66SE-436 00 Askim
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Roupe, GöstaApotekarg 6SE-413 19 Göteborg
Rudén, Ann-KerstinRingvägen 124, 3trSE-116 64 Stockholm
Ruhnek-Forsbeck, MargitNybergsgt 4, 2trSE-114 45 Stockholm
Ryberg, KristinaBjörkvägen 4BSE-459 31 Ljungkile
Rydqvist, Lise-LotteFabriksvägen 4ASE-192 76 Sollentuna
Rystedt, IngelaMajorsg 4SE-114 47 Stockholm
Rönnerfält, LenaSturegatan 18, IISE-114 36 Stockholm
Saighani, TimorRosenvägen 1SE-245 44 Stafanstorp
Sandberg, CarinKungshamnsg. 6SE-421 66 Västra Frölunda
Sandström, EricBataljvägen 27SE-133 33 Saltsjöbaden
Sandström Falk, Mari HelenGibraltargatan 42SE-412 58 Göteborg
Sanner, KarinTegnerg. 34ASE-752 27 Uppsala
Sartorius, KarinFatburskvarngatan 3SE-118 64 Stockholm
Schmidtchen, ArturGöingegatan 4SE-222 41 Lund
Schmitt-Egenolf, MarcusHudklinikenUniversitetsjukhusetSE-901 85 Umeå
Schou, MarieNotvägen 9SE-711 00 Lindesberg
Schön, JennyKolvaktargränd 16SE-907 42 Umeå

Seideman, PeterKungsholmstorg 3 B 7trSE-112 21 Stockholm
Serup, JørgenEsperance Allé 6BDK-2920 Charlottenlund
Siemund, IngridKulgränden 8SE-226 49 Lund
Sjöborg, SteinarKalenderv. 7SE-352 60 Växjö
Sjölin-Forsberg, GunillaTors väg 20 ASE-754 40 Uppsala
Sjöström, KarinEkorrstigen 3SE-703 75 Örebro
Sjövall, PeterNordmannagatan 11SE-217 74 Malmö
Skawski, AnnetteHudklinikenCentrallasarettetSE-721 89 Västerås
Skog, ErikBanérg. 49SE-115 22 Stockholm
Skoglund, CurtGrev Turegatan 75SE-114 38 Stockholm
Skoog, Marja-LeenaDomherrevägen 11SE-585 95 Linköping
Sköld, GunillaKaprifolv. 20SE-603 66 Norrköping
Sokolski, JanIvar Vidfamnes gata 12SE-126 52 Hägersten
Sommerfeld, BeatriceDanavägen 7 BSE-181 31 Lidingö
Sonesson, Andreas
Sonesson, BjörnHudklinikenLasarettetSE-221 85 Lund
Spirén, AnnaHudkliniken, UMASSE-205 02 Malmö

Spångberg, SuneOdengatan 16 BSE-753 13 Uppsala
Starck-Romanus, VeraVedhuggaregatan 16SE-412 61 Göteborg
Stark, Hans UlrikGrindstugev 4SE-663 41 Hammarö
Stempa, MarianHögbyv 146SE-175 46 Järfälla
Stenberg, BerndtRönnbärsstigen 25 DSE-903 46 Umeå
Stenberg, ÅsaFalsterbovägen 35SE-857 30 Sundsvall
Stenlund, KajsaOrrspelsvägen 42SE-167 66 Bromma
Stenmark-Särhammar, GunnelVidegatan 1SE-652 30 Karlstad
Stenquist, BoHudklinikenSahlgrenskaUniversitetssjukhusetSE-413 45 Göteborg
Stenström, MonikaBrändövägen 62SE-165 72 Hässelby
Strand, AndersGeijersgatan 17CSE-752 26 Uppsala
Sturesdotter Hoppe,TorborgBofinkvägen 1SE-63349 Eskilstuna
Sund-Böhme, MariaVästmannagatan 27SE-113 25 Stockholm
Sundberg, KarinHudmottagningenLänssjukhuset RyhovSE-551 85 Jönköping
Surakka, JouniNorra vägen 8CSE-163 41 Spånga
Swanbeck, GunnarTrollåsvägen 29SE-436 42 Askim

Swartling, CarlHudkliniikenAkademiska sjukhusetSE-751 85 Uppsala
Svedberg, YlvaHudkliniken Falu LasarettSE-791 82 Falun
Svedman, CeciliaBotulfsg. 5CSE-223 50 Lund
Svensson, LouiseBagaregatan 13, 2trSE-611 31 Nyköping
Svensson, MargaretaLeksandsv 4SE-192 67 Sollentuna
Svensson, ÅkeNorregatan 17SE-289 00 Knislinge
Synnerstad, IngridHudklinikenUniversitetssjukhusetSE-581 85 Linköping
Szpak, EwaBjörkängsvägen 15SE-141 38 Huddinge
Söderberg, BjörnHöstvägen 106SE-976 33 Luleå
Sørensen, DennisKongens gade 30 A StDK-4800 Nyköping
Taklif, TaherehSkvadronv. 41, IISE-174 47 Sundbyberg
Talme, ToomasPorsvägen 19SE-146 37 Tullinge
Tammela, MonicaFlogstavägen 18SE-752 73 Uppsala
Tarras-Wahlberg, CasperWrangelsdalSE-291 95 Färlöv
Tarstedt, MikaelFärjestadsvägen 37SE-654 65 Karlstad
Tegner, EvaMarkaskälsvägen 8SE-226 47 Lund
Thelin, IngridAstrakansvägen 21SE-224 56 Lund
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Thorgeirsson, ArnarBellmansgatan 3SE-254 40 Helsingborg
Thornéus, Inga-BrittMorkullevägen 6FSE-90151 Umeå
Thurfjell, ChristinaTrekantsgatan 1SE-652 20 Karlstad
Thyresson, NilsNorbyvägen 41SE-752 39 Uppsala
Thörneby-Andersson, KirstenSvenshögsvägen 3SE-222 41 Lund
Tillman, CeciliaHudkliniken  UMASSE-205 02 Malmö
Tjernlund, UllaTorphagsvägen 4 2TRSE-104 05 Stockholm
Tollesson, AndersSaltsjövägen 15 ASE-181 62 Lidingö
Torssander, JanThun Ollevägen 7SE-134 34 Gustavsberg
Troilius, AgnetaRåbelövsgt 56SE-216 19 Malmö
Trokenheim, AlinaSankt Eriksgatan 33, 3 trSE-112 39 Stockholm
Trolin, IngridAlbertsväg 14 ASE-752 60 Uppsala
Trovallius, CeciliaHallonbergsvägen 21SE-172 43 Sundbyberg
Tunbäck, PetraMossgatan 10-12SE-413 21 Göteborg
Törmä, HansHudklinikenAkademiska sjukhSE-751 85 Uppsala
Törngren, MatsPliggvägen 7SE-126 39 Hägersten
Ustupski, JaninaRödklövervägen 80SE-165 73 Hässelby

Wahbi, AbdelhabiGrödingeväg 3, 2 trSE-147 30 Tumba
Wahlberg, Jan EricSolängsvägen 128SE-192 54 Sollentuna
Wahlgren, Carl-FredrikOviksgatan 83SE-162 21 Vällingby
Vahlquist, AndersSankt Olofsgatan 1ASE-753 10 Uppsala
Vahlquist, CarinSankt Olofsgatan 1ASE-753 10 Uppsala
Wallberg, PeterSpångavägen 13 3trSE-168 75 Bromma
Wallengren, JoannaBeleshögsvägen 42SE-217 74 Malmö
Wallenhammar, Lena-MarieNackagatan 20SE-116 47 Stockholm
Vandell Uddström, SusanneTolvfors bruksg. 10BSE-806 26 Gävle
Wanger, LenaGranestigen 8SE-182 65 Djursholm
Varnauskas, ThereseHudklinikenDanderyds sjukhusSE-182 88 Danderyd
Vatne, ØysteinHud. polikl., Sentralsyke-huset i Sogn og FjordaneNO-6800 Førde
Wedén, UllaCedervägen 5SE-141 45 Huddinge
Wenger, HelenaBjörnebergsvägen 8BSE-553 12 Jönköping
Wengström, ClaesTynneredsv. 25BSE-421 59 Västra Frölunda
Wennberg, Ann-MarieArkivgatan 5, 2trSE-411 34 Göteborg

Wennberg, KerstinS:t Eriksplan 4, vSE-113 20 Stockholm
Wennersten, GöranGrev Tureg. 59-61SE-114 38 Stockholm
Went, MariaValhallavägen 110, 2trSE-114 41 Stockholm
Westerhoff, KarinAspö 8003ASE-541 91 Lerdala
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