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Common skin conditions:

• Eczema
• Psoriasis
• Generalised pruritus
• Urticaria and vasculitis
• Acne and rosacea
• Infections (bacterial, viral and fungal)
• Infestations including scabies and head lice
• Leg ulcers and lymphoedema
• Skin tumours (benign and malignant)
• Disorders of hair and nails
• Pytiriasis
• Non specific viral rash- measles
• Drug eruptions
• Other less common conditions such as the bullous disorders, 

lichen planus, vitiligo, photosensitivity, pemphigus,
• pemphigoid, discoid lupus, granuloma annulare and lichen 

sclerosus.



Presenter
Presentation Notes
Atopic Dermatitis (adult & Children)Pathophysiologyno known single cause for atopic dermatitisresearch is investigating the roles of filaggrin gene mutations, defects in the skin cells (keratinocytes), the immune system, skin surface microbes (bacteria, viruses and yeasts), and many other factors Concepts of treatmentsMoisturising all the timeImmune suppressants if the above failsWhat is the current evidenceWhat are the current managementsReduction of exposure to trigger factors (where possible) Regular emollients (moisturisers) Intermittent topical steroids In some cases, management may also include one of more of the following: Topical calcineurin inhibitors such as pimecrolimus cream or tacrolimus ointment Antibiotics Antihistamines Phototherapy Oral corticosteroids
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Napkin’s (Diaper’s) DermatitisPathophysiologyEither caused by Candida or by direct action of bacteria (Urease Splitting) on urea in urineConcepts of treatmentsAntifungal for Candida & use a barrier (cream)What is the current evidenceWhat are the current managementsSudacremCanestenDaktarin
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PsoriasisSee next SlideJust to point out it could be early or guttate
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Scalp Psoriasis, Plaque Psoriasis & Pustular Psoriasis (Yes it does happen in children)Pathophysiologygenetic predisposition to psoriasis i.e. it tends to run in families first appear are in the late teens and in the 50s The immune system is involved and appears to be overactive in a way that causes inflammation Genetic influences Like most diseases, psoriasis is influenced by inherited characteristics. Up to 50% of people with psoriasis will know of another affected family member. Patients with a family history of psoriasis tend to develop psoriasis earlier in life than those without a family history. Stress Physical and emotional stress may precipitate psoriasis and are hard to avoid. Infection Infections may cause flares of psoriasis. Sometimes, treatment of the infection may result in clearing or improvement of the psoriasis. Sreptococcal throat infections (tonsillitis) may cause guttate psoriasis. Candida infections (thrush) may aggravate flexural psoriasis. Malassezia yeasts may have a role in sebopsoriasis. Injury Psoriasis localises around the site of physical, chemical, electrical, infective and inflammatory injury as it heals (the Koebner phenomenon). Less often, psoriasis may localise to old scars. Hormones The relationship of hormones to psoriasis is unclear. Post-puberty is a peak time for the onset of psoriasis. Pregnancy may also have an effect on the severity of the psoriasis; it usually improves with the potential for worsening after the birth of the baby, but the reverse can occur. Psoriasis does not affect the unborn baby. Medications Several medications can precipitate or aggravate psoriasis: Lithium,an antidepressant (supplements of inositol 6g daily may reduce this tendency) Beta blockers (used to treat high blood pressure) Anti-malarials e.g. hydroxychloroquine Nonsteroidal anti-inflammatory drugs (NSAIDs) Stopping oral corticosteroids Stopping strong topical corticosteroids. Ultraviolet light Sunlight is usually beneficial for psoriasis (except in sun sensitive / photosensitive psoriasis). Obesity Many psoriasis studies have noted many affected patients to be overweight or obese. Recently, it has become clear that the severity of psoriasis is correllated with insulin resistance, a feature of metabolic syndrome. Psoriasis is associated with a greater risk of atherosclerosis resulting in ischaemic heart disease (angina and heart attack), stroke and peripheral vascular disease. Alcohol and smoking There is an association between increased alcohol intake and smoking and the development of severe psoriasis. However, whether a cause or effect is not known. Concepts of treatmentsFor Plaque PsoriasisMoisturisers & hydrating agents (e.g Urea)Keratolytics (e.g Salicylates)Topical steroids Coal tar Calcipotriol 
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Pruritus
Local Causes

Scalp Seborrhoeic dermatitis
Head lice

Back Grover's disease

Hands Pompholyx
Hand dermatitis

Groin Pruritus vulvae
Vulvovaginal candida
Vulvar and vaginal problems in 
prepubertal females
Lichen sclerosus

Anus Pruritus ani

Legs Gravitational eczema

Feet Tinea pedis
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Grover’s
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Grover’s disease: transient acantholytic dermatosis. The cause is unknown. Sometimes, it follows sweating or some unexpected heat stressMost cases of Grover's disease last six to twelve months. Occasionally it may persist for longer, or come and go, often with a seasonal variation RxRemain cool, as sweating may induce more itchy spots. Apply diphemanil methylsulfate powder (Prantal™) Apply a mild topical steroid such as hydrocortisone in a cool lotion. It can be applied frequently to the affected areas to relieve itching. Moisturising creams or antipruritic lotions containing menthol and camphor may also help. Calcipotriol cream has been reported to be of benefit. A course of tetracycline or an oral antifungal medication such as itraconazole helps some patients. Phototherapy can be helpful, but may also provoke the disease. 
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Other causes of Pruritis
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Presentation Notes
Pompholyx (Hand Eczema), Gravitational (venous) Eczema, Gravitational (venous) Eczema, Tinea Pedis, Tinea Pedis, Lichen Sclerosis.
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VasculitisPathophysiologyDirect injury to the vessel wall by bacteria or viruses Indirect injury by activation of antibodies, which then generate inflammation within the vessel wall Indirect injury through activation of complement. Drugs eg Antibiotics ,Thiazide diuretics,Thiouracil ,Oral anticoagulants such as warfarin and coumarin, Nonsteroidal anti-inflammatory drugs (NSAIDs) Food such food additive tartrazineReduced blood flowMalignancyAutoimmune such as SLESome variants of cutaneous vasculitis have unique features and will be considered separately. Large vessel vasculitis Polyarteritis nodosa Temporal arteritis Takayasu's disease Nodular vasculitis Granulomatous vasculitis (Churg-Strauss syndrome, Wegener granulomatosis, Lymphomatoid granulomatosis) Small vessel vasculitis Livedo vasculitis Henoch-Schonlein purpura Acute haemorrhagic oedema of infancy Urticarial vasculitis Erythema elevatum diutinum Degos disease Capillaritis InvestigationsFull blood count and ESR: detects some blood disorders and reflects general health Anti-nuclear antibodies (ANA) and extractable nuclear antigens (ENA): may indicate lupus or other autoimmune disorder Anti-streptococcal antibodies: indicates recent streptococcal infection Hepatitis B and C serology Protein and immunoglobulin electrophoresis: detects blood disorders such as multiple myeloma Cryoglobulins: detect abnormal antibodies in the blood that precipitate in the cold Antineutrophil cytoplasmic antibody (ANCA) may be present when small to medium sized vessels are involved. c-ANCA is characteristic of Wegener granulomatosis Concepts of treatmentsRest and elevate affected limb, simple analgesics Protect fragile skin from injury If an underlying cause is found, removing the trigger usually clears the rash. Treat infection Discontinue responsible medication Some patients have a more persistent vasculitis limited to the skin. Medications used to control severe cutaneous vasculitis include: Corticosteroids (e.g. Prednisone) Colchicine Non-steroidal anti-inflammatory drugs (eg. indometacin) Dapsone Hydroxychloroquine 
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Common PresentationsCampbell de Morgan Spots (large), Campbell de Morgan Spots (multiple small lesions)Skin Tags (also called Acrochordons or papillomas)WartsTreatments of WartsCryotherapy 15±20 seconds single or double freeze of warts, every 3±4 weeksPhotodynamic therapy 3 treatments: 20% topical amino-laesulinic acid 1 irradiationSalicylic acid (SA) Daily application of 15±20% SA in suitable base. 25±50% SA may be used cautiously on plantar warts. 2±5% SA cream may be used for plane face warts.Bleomycin Single intralesional deliveryRetinoids Topical: 0´05% tretinoin cream daily Systemic: 1 mg/kg/day acitretin for 3 monthsFormaldehyde Daily application of 0´7% gel or 3% solution as short soak for mosaic plantar wartsThermocautery Single surgical removal of wart; risk of scarringGlutaraldehyde Daily application of 10±20% in suitable base.Chemical cautery Twice weekly applicationCO2 laser Single treatmentPulsed dye laser Single treatmentTopical sensitization Sensitization with 2% diphencyprone, then weekly application of appropriate dilutionof the allergen.Cimetidine, oral Up to 40 mg/kg/day for 3 monthsHomeopathyInsufficient evidence Podophyllin 
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Treatments of WartsCryotherapy 15±20 seconds single or double freeze of warts, every 3±4 weeksPhotodynamic therapy 3 treatments: 20% topical amino-laesulinic acid 1 irradiationSalicylic acid (SA) Daily application of 15±20% SA in suitable base. 25±50% SA may be used cautiously on plantar warts. 2±5% SA cream may be used for plane face warts.Bleomycin Single intralesional deliveryRetinoids Topical: 0´05% tretinoin cream daily Systemic: 1 mg/kg/day acitretin for 3 monthsFormaldehyde Daily application of 0´7% gel or 3% solution as short soak for mosaic plantar wartsThermocautery Single surgical removal of wart; risk of scarringGlutaraldehyde Daily application of 10±20% in suitable base.Chemical cautery Twice weekly applicationCO2 laser Single treatmentPulsed dye laser Single treatmentTopical sensitization Sensitization with 2% diphencyprone, then weekly application of appropriate dilutionof the allergen.Cimetidine, oral Up to 40 mg/kg/day for 3 monthsHomeopathyInsufficient evidence Podophyllin
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General principles of treatment Acne can be effectively treated, although response may sometimes be slow. Where possible, avoid excessively humid conditions such as a sauna, working in an unventilated kitchen or tropical vacations (but ultraviolet light helps). Try not to apply irritant oils or cosmetics to the affected skin. Abrasive skin treatments can aggravate both comedones and inflammatory lesions. Try not to scratch or pick the spots No relationship between particular foods and acne has been proven. Management of mild acne Most patients with mild acne can be treated with topical treatment (gels, solutions and lotions) that can be obtained over-the-counter in New Zealand without prescription. Most people just use topical agents for facial skin as they can be difficult to apply to one's back. Extra vitamins and minerals have not been proved to help. Wash affected areas twice daily with a mild cleanser and water or an antiseptic wash. Acne products should be applied to all areas affected by acne, rather than just put on individual spots. A thin smear should only be applied to dry clean skin at nighttime. Acne products may work better if applied in the morning as well. They often cause dryness particularly in the first 2-4 weeks of use. This is partly how they work. The skin usually adjusts to this. Apply an oil-free moisturizer only if the affected skin is obviously peeling. Avoid applying oily cosmetics such as foundation or sunscreen. It may take several weeks or even months to see convincing improvement. Discontinue using product if severe irritation results. See your doctor for advice. Suitable topical agents for mild acne that can be obtained without prescription include: Antiseptic washes (Acnederm wash™, Benzac™ AC Wash, Dalacin™ T Prewash, Oxy™ Daily Skin Wash) Mild salicylic acid preparations to exfoliate and unplug the follicles (Neutrogena® Oil-free Acne Wash and many others) Benzoyl peroxide cream / lotion / gel (PanOxyl™ Acne Gel, Brevoxyl™ Cream, Oxy-10™, Clearasil™ Ultra Acne Cream, Benzac AC Gel) Azelaic acid (Skinoren™ cream, Acnederm™ medicated lotion) Hydrogen peroxide in stabilised cream (Crystacide®) Tea tree oil products Topical agents for mild acne which require prescription include: Antibiotics, such as clindamycin solution (Topicil™) or erythromycin solution (Stiemycin™) and gel (Eryacne™) are best used with benzoyl peroxide or azelaic acid to reduce the chance of antibiotic resistance. Retinoids i.e. tretinoin (Retin-A™), isotretinoin (Isotrex™), adapalene (Differin™). Combination prescription topicals include clindamycin / benzoyl peroxide (Duac™) and adapalene / benzoyl peroxide gel (Epiduo™). Blue light acne treatment is a new procedure recently found to be safe and helpful for mild to moderate acne. See your doctor or dermatologist for advice if your pimples fail to clear up within six weeks or you have severe acne. Management of moderately severe acne Treatment for moderately severe acne usually includes topical agents. In addition, a doctor or dermatologist may prescribe an oral medication, usually for at least six months. Suitable oral medications include: Antibiotics such as tetracycline, minocycline, doxycycline or erythromycin In females, oestrogens and antiandrogens such as Diane 35™/Estelle 35™ or spironolactone Some patients are helped by nonsteroidal anti-inflammatory agents such as ibuprofen or naproxen For resistant or persistent acne, oral isotretinoin may be more suitable See your doctor or dermatologist for advice if your skin problem fails to improve within three months or you have severe acne. Management of severe acne Treatment for severe acne requires oral treatment. Patients should be under the care of a dermatologist. Many patients will be treated with oral isotretinoin. If this is not suitable, the following may be used: High dose oral antibiotics for six months or longer In females, especially those with polycystic ovary syndrome, oral antiandrogens such as oestrogen/cyproterone or spironolactone may be suitable long term. Systemic corticosteroids are sometimes used for their antiandrogenic effect. Flutamide and finasteride also been reported to be of benefit in hyperandrogenic women. At this time, these medicines are registered for treatment of prostatic cancer (and in the case of finasteride, for androgenetic alopecia) in males only, in New Zealand. Physical treatments for acneSunlight is anti-inflammatory and can help briefly. However, exposure to ultraviolet radiation results in ageing skin and can eventually lead to skin cancer. Cryotherapy (freezing treatment) may be useful to control new nodules. Intralesional steroid injections can be used to shrink older nodules. Comedones can be expressed or removed by cautery or diathermy. Microdermabrasion can help mild acne. Lasers and other light systems appear helpful for acne. Treatment is often delivered twice weekly for four weeks. The effect may be enhanced by use of a photosensitising agent (photodynamic therapy). Note: X-ray treatment is no longer recommended for acne as it may cause skin cancer. 

http://www.dermnetnz.org/common/image.php?path=/acne/img/acne1.jpg�
http://www.dermnetnz.org/common/image.php?path=/acne/img/acne2.jpg�
http://www.dermnetnz.org/common/image.php?path=/acne/img/s/acne6.jpg�


Presenter
Presentation Notes
Mild Rosacea, Severe Rosacea, Rhinophyma, TelangiectasiaWhere possible, reduce factors causing facial flushing. Avoid oil-based facial creams. Use water-based make-up. Never apply a topical steroid to the rosacea. Protect yourself from the sun. Use light oil-free facial sunscreens. Keep your face cool: minimize your exposure to hot or spicy foods, alcohol, hot showers and baths and warm rooms. Oral antibioticsTetracycline antibiotics including doxycycline and minocycline reduce inflammation. They reduce the redness, papules, pustules and eye symptoms of rosacea. The antibiotics are usually prescribed for 6 to 12 weeks, the duration and dose depending on the severity of the rosacea. Further courses are often needed from time to time as the antibiotics don't cure the disorder. Sometimes other oral antibiotics such as cotrimoxasole or metronidazole are prescribed for resistant cases. Topical treatmentMetronidazole cream or gel can be used intermittently or long term on its own for mild cases and in combination with oral antibiotics for more severe cases. Azelaic acid cream or lotion is also effective, applied twice daily to affected areas. IsotretinoinWhen antibiotics are ineffective or poorly tolerated, oral isotretinoin may be very effective. Although isotretinoin is often curative for acne, it may be needed in low dose long term for rosacea, sometimes for years. It has important side effects and is not suitable for everyone. Medications to reduce flushingNutraceuticals targeting flushing, facial redness and inflammation may be beneficial. Certain medications such as clonidine (an alpha2-receptor agonist) may reduce the vascular dilatation (widening of blood vessels) that results in flushing. Side effects are usually mild but may include low blood pressure, gastrointestinal symptoms, dry eyes, blurred vision and low heart rate. Anti-inflammatory agentsOral non-steroidal anti-inflammatory agents such as diclofenac may reduce the discomfort and redness of affected skin. Although these are uncommon, serious potential adverse effects include peptic ulceration, renal toxicity and hypersensitivity reactions. Calcineurin inhibitors such as tacrolimus ointment and pimecrolimus cream are reported to help some patients with rosacea. Vascular laser ( including IPL)Persistent telangiectasia can be successfully improved with vascular laser or intense pulsed light treatment. Where these are unavailable, cautery, diathermy or sclerotherapy (strong saline injections) may be helpful. SurgeryRhinophyma can be treated successfully by a dermatologic or plastic surgeon by reshaping the nose surgically or with carbon dioxide laser. 
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Impetigo (staph)BoilParonychiaImpetigo (Strep), Impetigo (Strep), Impetigo (Strep)
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Scarlet feverWhat is scarlet fever?Scarlet fever is a bacterial illness that often presents with a distinctive rash made up of tiny pinkish-red spots that cover the whole body. It affects people who have recently had a sore throat (strep throat) or school sores (impetigo) caused by certain strains of the group A streptococcus bacteria. A toxin released by the streptococcal bacteria causes the rash of scarlet fever. Scarlet fever has also been called scarlatina in the past. How common is scarlet fever and who gets it?Scarlet fever is not as common as it was a century ago when it was associated with deadly epidemics. The development of antibiotics and their early use in the treatment of streptococcal infections has prevented many cases of scarlet fever and the long-term complication of rheumatic fever. Scarlet fever occurs mostly in children aged 4-8 years. By 10 years old, up to 80% of children have developed lifelong protective antibodies against streptococcal toxins, whilst children younger than 2 years still have acquired maternal antiexotoxin antibodies. Males and females are affected equally. How do you get scarlet fever?Group A streptococcal infections that cause scarlet fever are contagious. Streptococcal bacteria can spread from person to person by breathing in airborne droplets from an infected person's coughing or sneezing. Bacteria can also be passed by touching the infected skin of someone with a streptococcal skin infection, or by sharing contaminated clothes, towels or bed linen. Scarlet fever can also be spread by infected individuals who are carriers of streptococcal bacteria but do not show any symptoms. Up to 15-20% of school-age children are thought to be asymptomatic carriers. To get scarlet fever you must still be susceptible to the toxin produced by the streptococcal bacteria. Therefore, it can happen that 2 children of the same family may both have streptococcal infections, but only one (who is still susceptible to the toxin) develops scarlet fever. Scarlet fever generally has a 1- to 4-day incubation period. Who is at risk of scarlet fever?Those at greatest risk for scarlet fever include: People living in overcrowded environment such as boarding schools, day care or military camps Children older than 3 years People in close contact with someone who has a strep throat or skin infection What are the signs and symptoms of scarlet fever?Scarlet fever usually starts with a sudden fever associated with sore throat, swollen neck glands, headache, nausea, vomiting, loss of appetite, swollen and red strawberry tongue, abdominal pain, body aches, and malaise. The characteristic rash appears 12-48 hours after the start of the fever. The rash usually starts below the ears, neck, chest, armpits and groin before spreading to the rest of the body over 24 hours. Scarlet spots or blotches, giving a boiled lobster appearance, are often the first sign of rash. As skin lesions progress and become more widespread, they start to look like sunburn with goose pimples. The skin may have a rough sandpaper-like feel. In body folds, especially the armpits and elbows, fragile blood vessels (capillaries) can rupture and cause classic red streaks called Pastia lines. These may persist for 1-2 days after the generalised rash has gone. In the untreated patient, the fever peaks by the second day and gradually returns to normal in 5-7 days. When treated with appropriate antibiotics, the fever usually resolves within 12-24 hours. By about the sixth day of the infection the rash starts to fade and peeling, similar to that of sunburned skin, occurs. Peeling of the skin is most prominent in the armpits, groin, and tips of the fingers and/or toes and may continue up to 6 weeks. How is scarlet fever diagnosed?Diagnosis of scarlet fever is often suspected from the characteristic history and physical examination. Taking a throat swab sample and testing it for bacterial growth is often done What is the treatment of scarlet fever?Once a streptococcal infection is confirmed, your doctor may prescribe a course of antibiotics, usually penicillin or amoxicillin for up to 10 days. It is very important that the full antibiotic course is taken to ensure all the infection is cleared, thus preventing complications from occurring. In some situations the doctor may prescribe a single dose of penicillin given by intramuscular injection. Patients allergic to penicillin may be treated with an alternative antibiotic such as erythromycin. Additional treatments include: Paracetamol when necessary for fever, headache or throat pain. Eating soft foods and drinking plenty of cool liquids, particularly if the throat is very painful. Oral antihistamines or calamine lotion to relieve the itch of rash. Keep fingernails short on young children to prevent them from damaging the skin. The fever usually improves within 12-24 hours after starting antibiotics and most patients recover after 4-5 days with clearing of skin symptoms over several weeks. What are the complications from scarlet fever?Nowadays, scarlet fever infection usually follows a benign course when diagnosed and treated appropriately. However, if left untreated or treatment is unsuccessful, the following complications caused by the streptococcus infection may arise. Rheumatic fever Otitis media Pneumonia Septicaemia Glomerulonephritis Osteomyelitis Death Rheumatic fever, which affects the heart, and glomerulonephritis, which affects the kidneys, may permanently damage the body and require long-term treatment. How to prevent scarlet feverTo prevent spread of streptococcus bacteria that cause scarlet fever, an infected individual should ideally be isolated from other family members, especially from infants and younger siblings. To help prevent spread, keep drinking glasses and eating utensils used by the infected individual separate from those of other family members. These items need to be washed thoroughly in very hot soapy water, preferably with antibacterial soap or detergent. Children should be kept away from school until they have received at least 24 hours of antibiotic therapy and there are clear signs of improvement. 
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ErysipelasErysipelas is a superficial form of cellulitis, a potentially serious bacterial infection affecting the skin. Erysipelas most often affects infants and the elderly, but can affect any age group. Risk factors are similar to those for other forms of cellulitis. However, unlike cellulitis, almost all erysipelas is caused by Group A beta haemolytic streptococci (Streptococcus pyogenes) Clinical FeaturesErysipelas predominantly affects the skin of the lower limbs, but when it involves the face it can have a characteristic butterfly distribution on the cheeks and bridge of the nose. Symptoms and signs of erysipelas are usually abrupt in onset and often accompanied by general illness in the form of fevers, chills and shivering. Affected skin is distinguished from other forms of cellulitis by a well-defined, raised border. The affected skin is red, swollen and may be finely dimpled (like an orange skin). It may be blistered. Bleeding into the skin may cause purpura (purple patches). Cellulitis does not usually exhibit such marked swelling but shares other features with erysipelas such as pain and increased warmth of affected skin. TreatmentMost streptococcal bacteria causing erysipelas are sensitive to penicillin antibiotics and penicillin, either orally or intravenously (if patient is very unwell), is the antibiotic of first choice. Erythromycin may be used as an alternative in patients with penicillin allergy. Treatment is usually for 10-14 days, and while signs of general illness resolve within a day or two, the skin changes may take some weeks to resolve completely. No scarring occurs. Erysipelas recurs in up to one third of patients due to persistence of risk factors and also because erysipelas itself can cause lymphatic damage (hence impaired drainage of toxins) in involved skin which predisposes to further attacks. If patients have recurrent attacks, long term preventive treatment with penicillin may be considered. ComplicationsComplications are rare but can include: Infections distant to the site of erysipelas via bloodstream spread, including infective endocarditis (heart valve infection) and septic arthritis (infected joints). Post-streptococcal glomerulonephritis (a kidney condition affecting children) Cavernous sinus thrombosis (dangerous blood clots that can spread to the brain). Streptococcal Toxic Shock Syndrome (rare). 
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OnychomycosisAthlete’s FootCandidal Intertrigo with close upPityriasis RosaePityriasis rosea may be set off by a viral infection but it does not appear to be contagious. Herpes viruses 6 and 7 have sometimes been associated with pityriasis rosea, and the rash may be a reactive response to these or other viruses. Pityriasis rosea clears up by itself in about six to twelve weeks. When clear, the skin returns to its normal appearance. It leaves no scars, although pale marks or brown discolouration may persist for a few months in dark skinned people. Second attacks of pityriasis rosea are rare. TreatmentGeneral advice. The rash is irritated by soap; bathe or shower with plain water and bath oil, aqueous cream, or other soap substitute. Apply moisturizing creams to dry skin. If the rash itches, treatment with a steroid cream or ointment usually brings prompt relief. The steroid probably does not speed up clearance of pityriasis rosea but it reduces the discomfort. Extensive or persistent cases can be treated by phototherapy (ultraviolet light, UVB). New information suggests early treatment with aciclovir may speed up recovery of at least some cases of pityriasis rosea. Pityriasis VersicolourPityriasis versicolor is caused by yeasts of the genus Malassezia, which may also be found on normal skin. Usually Malassezia species grow sparsely in the seborrhoeic areas (scalp, face and chest) without causing a rash. In some individuals they grow more actively on the skin surface, for unknown reasons. It is easier to demonstrate the yeasts in scrapings taken from the brown type of pityriasis versicolor than from the white type. Microscopy is reported as positive if hyphae and yeast cells are seen; they resemble ‘spaghetti and meatballs’. However, culture is often negative because it is quite difficult to persuade the yeasts to grow in a laboratory. It is only recently that nine different species of Malassezia have been identified. The most common species of yeast cultured from pityriasis versicolor patches are M globosa and M sympodialis. The pale type of pityriasis versicolor is thought to be due to a chemical produced by Malassezia that diffuses down and impairs the function of the pigment cells in the underlying skin.TreatmentTopical and oral antifungal agents are used to treat active pityriasis versicolor. These may include: Propylene glycol Sodium thiosulphate solution Selenium sulfide Topical azoles including clotrimazole, miconazole, econazole and ketoconazole in various formulations Terbinafine gel Ciclopirox cream/solution Apply the medicine widely over the affected areas before bedtime for as long as directed (usually about two weeks). Patients with extensive or persistent pityriasis versicolor may be prescribed ketoconazole tablets or itraconazole capsules for a few days. As few as two tablets will clear many cases for several months. Vigorous exercise an hour later may help the medication to work as it comes out in the sweat. Do not shower for a few hours. 
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Presenter
Presentation Notes
Measles, German Measles, Chicken PoxSlapped Cheek (fifth Disease), Hand foot & mouth



Presenter
Presentation Notes
1st line Acute Urticaria2nd line fixed drug eruptionAcute urticariaThe cause is unknown in most cases but some are due to IgE-mediated Type 1 hypersensitivity reactions i.e. allergy, and may progress to anaphylaxis – the rest are non-allergic in origin.AllergensDrugs in 5% (especially antibiotics)Foods in 3% (eggs, milk, peanuts, shellfish)Contact factors (latex, plants)Bee and wasp stingsNon-allergic causesInfections in 50% (UTI, respiratory tract virus, hepatitis)Miscellaneous medical problems, especially connective tissue disease, thyroiditis, cancerDrugs (especially opiates, aspirin, NSAID)Foods (salicylates in fruit, additives such as tartrazine, benzoates, decomposing scombroid fish)



Presenter
Presentation Notes
“Normal” MolesNaeviJunctional naevus @ Dermal-epidermal junction Compound naevus @ Dermal-epidermal junction and dermis Dermal/intradermal naevus @ Dermis Blue naevus @ Intradermal (heavily melanised) 
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Presenter
Presentation Notes
Atypical Naevus: Naevi that look like cancer but they are notMust have 3 of the followingSize >5 mm diameter Ill-defined or blurred borders Irregular margin resulting in an unusual shape Varying shades of colour (mostly pink, tan, brown, black) Flat and bumpy components Atypical naevi are actually harmless (benign) and do not need to be removed. However, it is not always easy even for an experienced dermatologist to tell whether a lesion is an atypical naevus or a melanoma. Dermoscopy in trained hands may help. If in doubt, a suspicious or changing atypical naevus should be removed by excision biopsy. A pathologist will usually make the correct diagnosis, although sometimes a second opinion may be required. 
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Presentation Notes
Basal Cell CarcinomaSuperficial basal cell carcinomaSquamous cell carcinomaSquamous cell carcinomaSquamous cell carcinoma
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Presentation Notes
Solar Keratosis- PrecancerousSolar Keratosis- PrecancerousKeratocanthomaActinic Cheilitis- Precancerous
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Presentation Notes
Superficial spreading (SSM)Acral lentiginous melanoma Superficial spreading (SSM)Lentigo maligna melanomaSubungual melanoma Lentigo maligna melanomaMetastatic MelanomaSubungual melanoma
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Further reading
Tools to help with the diagnosis

1. http://www.webmentorlibrary.com/files/index.asp
2. http://dermis.multimedica.de/dermisroot/en/home/index.htm
3. http://www.dermnetnz.org/
4. http://dermatlas.med.jhmi.edu/derm/
5. http://www.pediatrics.wisc.edu/education/derm/master.html
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Current evidence based practice

• http://clinicalevidence.bmj.com/ceweb/index.jsp

• http://www.eguidelines.co.uk/eguidelinesmain/gui
delines/contents_pages/con_skin.htm
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Applying Dermatology to GP 
Curriculum

Person-centred care
• Appreciate the importance of the social and psychological 

impact of the skin problems on the patient’s quality of life, 
including, for example, the effects of disfigurement or sleep 
deprivation as a result of itching.

• Identify the patient’s health beliefs regarding skin problems 
and either reinforce, modify or challenge these beliefs as 
appropriate.

Specific problem-solving skills
• Intervene urgently when patients present with an emergency 

skin problem (e.g infected lesions).
• Demonstrate a reasoned approach to the diagnosis of skin 

symptoms using history, examination, incremental
• investigations and referral.



A comprehensive approach
• Advise patients appropriately regarding lifestyle interventions 

including skin protection and occupational health advice.
• Describe the side effects of common medicines used to prevent 

and treat other conditions that may cause skin problems.

Community orientation
• Describe the rationale for restricting certain investigations and 

treatments in the management of skin problems, e.g. prescribing of 
retenoids, access to phototherapy.

• Describe the importance of occupational risk in the aetiology of 
skin disease.



A holistic approach
• Recognise how disfigurement and cosmetic skin changes 

fundamentally affect patients’ confidence, mood and 
interpersonal relationships.

• Appreciate the importance of the social and psychological 
impact of skin problems on the patient’s quality of life, 
including, for example, the effects of disfigurement.

• Recognise the impact that skin problems have on fitness 
to work.

• Appreciate the importance of the social and psychological 
impact of skin problems on the patient’s family, friends, 
dependants and employers.

• Empower patients to self-manage their skin conditions as 
far as practicable, e.g. Eczema.



Contextual aspects
• Recognise how common skin problems are among the 

general population.
• Recognise the risk of inappropriate referrals and under-

referral.
Describe the need for close collaboration with primary care and 

specialist services in the management of many skin problems, 
e.g. pigmented lesions, psoriasis.



Scientific aspects
• Describe and implement the key national guidelines that 

influence healthcare provision for skin problems (e.g. the 
NHS cancer plan 2000).

Psychomotor skills
• Describe the indications for and be able to demonstrate that 

they have the skills to perform:
• curettage, cautery and cryosurgery
• skin biopsy.
• Demonstrate the ability to take specimens for mycology from 

skin, hair and nail.
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