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DERMATOLOGY 

The demographics of skin disease 
 
 
DEFINITIONS 
 
Dermatology is the study, investigation and management of diseases of the skin, hair and 
nails. 
 
There are over 2000 diagnoses ranging from rare genodermatoses to the ubiquitous acne. 
Most presentations are for the 10 commonest skin diseases. 
 
For the purpose of presenting data, the numbers below relate to a NHS primary care  
cluster or clinical commissioning group (CCG) covering a population of 100,000. 
 
PREVALENCE AND INCIDENCE 
 
In any year, about 50% of the population will develop a problem with their skin and 25% 
will develop a skin condition that necessitates a consultation with their GP.  95% of this 
group have always been managed in primary care with approximately 5% being referred to 
secondary care services (1-2% of GP list referred per year). The commonest dermatology 
conditions presenting in the general population are shown in table 1.' 
 
Table 1 Prevalence of skin conditions in the general population expressed as rates per 
1000 (to nearest unit). 
 
Diagnostic category    Rate per 1000 Population 

All Grades Moderate and severe  
Eczema      90    61 
Prurigo and allied conditions   82    39 
Acne       86    35 
Scaly dermatoses     85    29 
Erythematous and other dermatoses  75    21 
Nail disorders     33    19 
Tumours and vascular lesion   205    14 
Scalp and hair disorders    82    14 
Infective and parasitic conditions   46    7 
Psoriasis      16    6 
Warts       34    2 
Mouth and tongue disorders   9    1 
Chronic ulcer     2    0 
Any (one or more) skin condition   555    225 
 
 
 
Demand 
 

1. In any NHS CCG serving a population of 100,000 people it has been estimated that 
25,000 people will have some form of skin disease. 

2. Nearly a third of these sufferers (7,500) will treat themselves, and nearly two-thirds 
(14,550) will consult a GP. 



3. Over the last 20 years there has been a sustained, up to 20% increase in the 
incidence of chilfhood atopic dermatitis 

4. There is a consistent year on year increase in melanoma and non melanoma skin 
cancer 

5. the increase in the number of elderly in the population poses its own challenges in 
managing age related skin problems, asteatosis, pruritus, leg ulcers, skin cancer 
immunobullous disease etc etc.  

6. Of all GP consultations, 15% are for skin problems (table 2). 
7. Table 2 Proportion of people with skin conditions among people consulting their GP 

 
Condition        Percentage of 

people consulting 
Skin and subcutaneous infections     4% 
Atopic dermatitis (including eczema and nappy rash)   3% 
Contact dermatitis        2% 
Acne          2% 
Psoriasis         1% 
Other skin conditions       3% 
Total skin conditions       15% 
 
 
GPs classify a third of these conditions as 'minor' - equating to 4,550 minor skin conditions 
receiving GP advice in our CCG population of 100,000. 
 
Despite the immense workload generated by skin disease the total NHS expenditure is 
only £2bn. 
 
 



 
 
 
 
 

SECTION 1 
 
 

CONDITIONS 
 



ACNE VULGARIS 
 
 
DEFINITION 
 
This common skin disease affects virtually all adolescents to some extent and is a chronic 
inflammatory disease of the pilo-sebaceous apparatus. It can also be a significant problem 
in some adults particularly women in there late 20s early 30s. Only a small minority of 
sufferers will seek medical advice. 
 
CAUSE 
 
The condition is probably hormone driven causing an increase in sebum production, an 
abnormal proliferation and differentiation of ductal keratinocytes leading to occlusion and 
colonisation with the commensal bactrium Proprionobacterium acnes leading to an 
inflammatory reaction.  
 
Exacerbating factors may include:- 
 

¶ Hormonal factors ï some females will experience a flare around their periods. 

¶ Diet - there is no evidence that diet has any role in the aetiology of acne. 

¶ Stress may be an aggravating factor. 

¶ Drugs ï topical and oral steroids, anabolic steroids and lithium may exacerbate. 
 
UV exposure may help acne (especially comedonal), but do NOT advise the use of 
sunbeds 
 
CLINICAL FEATURES 
 
Formerly considered a disease of teenagers, more and more adults, particularly females, 
in their 20s and 30s are presenting with and seeking treatment for their acne.  Though 
predominantly occurring on the face, acne will also affect the back and chest to a certain 
degree.  The treatment of acne depends upon the lesions the patient presents with and 
may require combination of topical and systemic agents. 
 
Lesions include:- 
 

¶ comedones ï blackheads (open) and whiteheads (closed) (Fig 1) 

¶ papules/pustules (Fig 2) 

¶ nodules (Fig 3) 

¶ cysts (Fig 3) 

¶ scars- keloidal or atrophic (ice pick) 
 
DIFFERENTIAL DIAGNOSIS 
 
Although usually a straightforward diagnosis in the adolescent, gram negative folliculitis 
may occur after long term antibiotic treatment and may present as treatment resistant 
acne.  In the adult the differential diagnosis may include rosacea.  If an adult woman 
suddenly gets devastating acne and hirsutism one should consider a hormonal tumour. 
 
INVESTIGATIONS 



 

¶ None for most patients.  Hormone profile for older female with hirsutism, menstrual 
irregularity etc.  

¶ Liver function tests and fasting lipids.. For females of childbearing age being 
considered for Isotretinoin please arrange a serum pregnancy test less than 7 days 
before the appointment. Availability of these will minimize appointments. 

 
MANAGEMENT 
 
The majority of people with acne will self medicate with over the counter preparations from 
the pharmacy. 
 
Comedonal acne 
Managed with topical agents, usually a topical Retinoid, Benzoyl peroxide, Adapalene, 
Azelaic acid or Nicotinamide.  Many of these products can be quite irritant to the skin so 
advise patient to build up length of and frequency of application.  They must be used for at 
least 6 weeks  before seeing any benefit. 
 
Agents recommended in the Wirral formulary include:- 
 
First choice  
Benzoyl Peroxide 5% gel - Apply once or twice daily  
 
Second choice  
Tretinoin (Retin-A®) 0.025% cream - Apply thinly once or twice daily  
Or 
Adapalene (Differin®) 0.1% cream/gel - Apply once daily at night  
 
Mild inflammatory acne (with papules and a few pustules). 
Initially try topical antibiotics or topical antibiotics in combination with benzyl peroxide or 
adapalene (1 at either end of the day) or as combination products.  Treatment is to be 
applied twice daily to all potentially affected areas for a minimum of 3 months.  These 
agents may also be used after a course of oral antibiotics or Retinoids if small comedones 
of pustules persist.  Topical treatment can be maintained for prolonged periods. 
 
Agents recommended in the Wirral formulary include:- 
 
First choice  
Benzoyl peroxide 5% / clindamycin 1% (Duac Once Daily®) - Apply once daily in the 
evening 
Or 
Isotretinoin 0.05% / erythromycin 2% (Isotrexin®) - Apply thinly once or twice daily 
Adapalene 0.1%/benzoyl peroxide 2.5% (Epiduo®) 
 
Inflammatory acne (with papules pustules and more inflammatory nodules). 
 
Usually requires oral antibiotics such as tetracyclines, erythromycin or occasionally 
trimethoprim (minocyclines are rarely used because of risk of hepatotoxicity and lupus like 
syndrome).  Treatment must be given for a minimum of 3 months before moving to another 
agent if no response.  Efficacy can be improved if oral antibiotics are combined with topical 
anti comedonal treatments if both comedonal and inflammatory lesions exist.  Some 



research suggests using Benzoyl peroxide in conjunction with oral antibiotics reduces the 
development of antibiotic resistant propionobacterium acnes. 
 
Oral antibiotics recommended on the Wirral formulary are:- 
 
First choice - severe inflammatory acne  
Oxytetracycline 500mg, orally, twice daily. (emphasis to the patient that this must be 
taken on an empty stomach) 
 
However, to increase compliance Lymecycline 408 mg, orally, daily may be a better first 
choice 
 
 
Second choices 
Erythromycin 500 mg, orally, twice daily  
Or 
Doxycycline 100 mg, orally, daily 
 
 
Third choice 
Trimethoprim 300 mg, orally, twice daily (unlicensed dose ï check FBC 2 x year and 
warn re possibility of drug reaction) 
 
 
Females with moderately severe acne, seborrhoea and a pre menstrual flare may benefit 
from Dianette (Ethinyloestradiol 35 micrograms, cyproterone acetate 2 mg), Co-cyprindiol, 
non-proprietory..  This would also serve as a contraceptive should the patient require 
Isotretinoin.  
 
If there is no response of inflammatory acne to the above then patients should be referred 
for consideration of Isotretinoin. An alternative for some females is spironolactone. 
 
Severe nodulo-cystic acne 
Those with severe inflammatory acne and especially those with significant scarring should 
be referred immediately for consideration of Isotretinoin.  They should be started on an 
oral antibiotic whilst awaiting their appointment. 
 
Acne Variants 
 
Macrocomedones 
These comprise large ówhiteheadsô and usually affect the chin and cheeks.  They do not 
respond to conventional treatment and require cautery before receiving isotretinoin 
otherwise a sever inflammatory response can occur. 
 
Acne Fulminans 
Sudden occurrence of severe  inflammatory acne on the trunk and face with associated 
fever arthritis and lethargy.  These patients require urgent referral and often require 
systemic steroids followed by isotretinoin. 
 
Acne Conglobata 



Usually found in males with clustered blackheads, sinus tracts, tender lesions and usually 
extensive scarring. Hidradenitis can sometimes co-exist.  Treatment is difficult and patients 
should be referred immediately to secondary care. 
 
Acne Excoriee 
Usually affects young females who tend to have mild acne which has been ópickedô.  In 
most a simple explanation of the deleterious effect of this is all that is required but in some 
patients this forms part of a spectrum including dermatitis artefacta/dysmorphophobia.  
Treat with the less irritant topical agents. 
 
Persistent acne in the adult. 
If an adult over 25 continues with acne even mild to moderate in severity then consider 
referral for specialist advice as these patients often require isotretinoin. 
 
WHEN AND WHERE TO REFER 
 
Refer Early 

¶ Severe acne 

¶ Moderate acne which is only partially responded to treatment mand starting to scar 

¶ Inadequate response to at least 2 systemic antibiotics given for a minimum of 4 
months each 

¶ Patients with associated and severe psychological symptoms regardless of severity 
of acne 

 
Patients with acne who have failed two full courses of oral antibiotic treatment combined 
with appropriate topical treatment, all patients with severe nodulo-cystic, conglobate acne 
and acne occurring in the adult should be referred for consideration of Isotretinoin.   
 
Include FBC, biochemical profile and lipids with referral and a negative pregnancy 
test within 7 days of the appointment if isotretinoin is to be considered in a female 
of childbearing age to minimise appointments required. 
 
Fig 1 Comedonal Acne 
 

 
 
 
Fig 2  Papules and Pustules 
 



 
 
 
Fig 3 Nodules 
 



ACTINIC KERATOSIS (SOLAR KERATOSIS) 
 
 

DEFINITION 
 
Dysplastic epidermal cell changes with superficial redness and scaling of the skin in sun 
exposed areas.  Some can be hyperkeratotic.  Squamous cell carcinoma (SCC) risk is low 
withan annual incidence of transformation estimated at < 1%.  The risk is higher in 
immunocompromised patients. 
 
CAUSE 
 
Sun induced. 
 
CLINICAL FEATURES 
 

¶ Often multiple, discrete red scaling lesions  on sun exposed areas. 

¶ Commonly found on backs of hands, face and scalp (especially in men with male 
pattern baldness).Fig 1   

¶ May develop into a cutaneous horn. Fig 2 
 
DIFFERENTIAL DIAGNOSIS 
 

1. Seborrhoeic keratosis/basal cell papilloma, these are usually larger and often 
pigmented and not restricted to sun exposed areas. 

2. Bowen's disease, often larger, erythematous and scaly. 
3. Squamous cell carcinoma ï usually and indurated or nodular lesion which may 

ulcerate. 
4. Viral warts are usually more hyperkeratotic with less redness. 

 
INVESTIGATIONS 
 

¶ None required 

¶ If SCC is suspected refer urgently via 2 week pathway 
 
MANAGEMENT 
 

1. Emollient and observation - an option if there are not very many lesions and the 
patient is educated to return if lesions change or become nodular. 

 
2. Sun protection ï avoidance, sunscreens, hats and clothing. 

 
3. Liquid nitrogen cryotherapy, one freeze/thaw cycle of 10 seconds usng the óCô 

nozzle of the Cryac® usually sufficient. 
 

4. Efudix cream (5 Fluorouracil), useful especially if multiple lesions with field change. 
 

¶ Apply once or twice daily to affected areas for 3 weeks ï can cause quite 
marked local irritation or inflammation to the lesions and surrounding skin.  In 
the 4th week, 1% Hydrocortisone or Nystaform-Hydrocortisone ointment can 
be applied to reduce the inflammation. 

 



5. Topical Diclofenac (3% gel, Solaraze).  This is to be applied twice daily for 3 months 
usually not such a brisk inflammatory reaction as with Efudix but the prolonged 
treatment is sometimes difficult for compliance. Efficacy probably less than Efudix. 

6. 5% Imiquimod (Aldara). Useful for resistant lesions or field change not responding 
to Efudix. Use 3 times weekly for 6 weeks. Causes significant morbidity. 

 
7. 2% Imquimod (Zyclara). Use for 2 weeks, 2 weks off and then a further 2 weeks. 

Morbidty possibly less then for 5% cream and may be used as alternative to Efudix. 
 

8. Actikerall (Fluorouracil and salicylic acid) paint - for isolated hypertrophic keratotic 
lesions. 

 
9. Ingenol gel (Picato) ï new 3 day treatment regime.  Causes inflammation similar to 

Efudix.  Short treatment regime may help with compliance. Currently under 
evaluation. 

 
10. Curettage for single or particularly keratinous lesions.  Tissue must be sent for 

histology. 
 

11.  Photodynamic therapy for widespread lesions 
 
 
Treatment ladder : 
 

Thick and unusual ï curettage & cautery for histology 
 
        Cryotherapy with liquid N2  
 
          Actikerall paint 
 
       Ingenol gel 
   Imiquimod 
 
  5-Fluorouracil (Efudix) cream 
 
        Diclofenac gel 3% use bd for 12 weeks   

 
                     Very thin lesions ï may resolve with regular application of emollient. 
 
 
Keratin horns may be curetted as above if no indurated base but tissue must be sent for 
histology as even these lesions often show early SCC at the base histologically. 
 
 
WHEN AND WHERE TO REFER 
 

¶ Extensive actinic changes 

¶ Doubts about diagnosis 

¶ Failure to respond to one or two treatments of cryotherapy or to a course of Efudix 
cream 

¶ Suspicion of malignancy 

¶ Immunosuppresed patients (e.g. post transplant, cytotoxic drugs) 



¶ Referral should be made to any of the Consultant Dermatologists 
 
Fig 1 Actinic Keratoses 
 

 
 

 

Fig 2 Cutaneous Horn 

 



ALOPECIA 
 
 
DEFINITION 
 
Alopecia is the general term for hair loss.  This is often arbitrarily subdivided into localised 
and generalised, scarring and non-scarring forms. 
 
CAUSE 
 

1. Non Scarring 
The commonest causes are alopecia areata and male pattern hair loss.  Other 
causes include telogen effluvium (secondary to pregnancy, systemic disease, 
emotional trauma etc) drugs and cytotoxic agents, endocrine abnormalities (hyper 
and hypo-thyroidism) and generalised skin disease e.g. exfoliative 
dermatitis/psoriasis.  Rarer causes include congenital syndromes (hair shaft 
defects, loose anagen syndrome etc) trichotillomania and tinea capitis 

2. Scarring Hair Loss 
The commonest cause is hair loss associated with the specific skin diseases; 
discoid lupus and lichen planus.  A particular variant of lichen planus affects 
perimenpausal women, the scarring alopecia affecting only the fontal and later the 
temporal areas of the scalp; so called frontal fibrosing alopecia. Less common 
causes include localised scleroderma, trauma, burns and inflammation associated 
with fungal infection (kerion) or severe bacterial folliculitis. 

 
CLINICAL FEATURES 
 

¶ Alopecia areata 
An auto-immune disease which presents as single or multiple areas of discrete 
areas of alopecia with a normal scalp.  Round the edge, exclamation mark hairs are 
usually identifiable which confirm the diagnosis and also imply that hair loss is 
active.  In the re-growing phase, hair starts to re-grow centrally as  fine downy white 
hair which gradually thickens and takes on the normal colour of the patient's 
terminal hair.  Loss of all the hair on the head is termed alopecia totalis and loss of 
all head and body hair is  alopecia unversalis. 

¶ Androgenic alopecia  
In males this usually starts with temporal recession, loss of hair over the vertex and 
then gradual merging of the two to leave total loss of hair over the crown.  In 
females the frontal margin is often maintained with hair loss gradually progressive 
behind it. In both male and female pattern alopecia the hair on the parietal and 
occipital scalp usually remains normal. 

¶ Telogen Effluvium 
General hair loss (with normal scalp) usually follows 2 to 3 months after systemic 
illness, major emotional shock and childbirth. 

¶ Tinea capitis 
This is usually found in children and whilst tinea infection in adults is not impossible 
to find it is quite rare and is usually due to infection from an animal based 
Dermatophyte fungus.  This produces an area of localised alopecia with scaling and 
hairs often broken off at different lengths. 

¶ Trichotillomania 



Self inflicted hair loss, usually female and may be part of an obsessive compulsive 
disorder.  Areas of hair loss seem bizarre and broken hairs are all of the same 
length. 

 
DIFFERENTIAL DIAGNOSIS 
 

1. Chronic Discoid Lupus  
2. Lichen Planus  

 
Both these conditions cause erythema and scaling of the scalp which if untreated causes 
scarring with permanent hair loss. 
 
INVESTIGATIONS 
 

¶ These are usually unhelpful.   

¶ If tinea capitis is suspected, samples must be sent for mycology.   

¶ If scarring alopecia is present scalp biopsies should be carried out to exclude 
discoid lupus, lichen planus etc.   

¶ Persistent folliculitis should be swabbed to guide antibiotic therapy.   

¶ Hormonal investigations are usually not required in androgenic alopecia unless 
associated with other signs suggestive of "virilisation" 

¶ Patients with generalised non-scarring alopecia of unknown cause should have a 
full blood count, iron studies and thyroid function measured; as abnormalities of any 
can cause generalised hair thinning or loss. 

 
Unfortunately treatment for most types of alopecia is limited and management in many 
cases involves sitting down with the patient and explaining the natural history and realistic 
expectations for the individual condition. 
 
Improtant to remember that all males and females experience some degree of hair 
thinning and loss as they get older. 
 
MANAGEMENT 
 

¶ Tinea capitis should be treated with systemic anti-fungal agents. 

¶ Discoid lupus/lichen planus should initially can be treated with topical steroid. If 
these fail to help then intralesional steroids (if localsed) or second line agents such 
as antimalarials are required to prevent further scarring and permanent hair loss. 

¶ Treatment of androgenic alopecia is unsatisfactory.  Regaine (topical Minoxidil) will 
sometimes help patients but is not NHS-prescribable and any benefit is gained is 
rapidly lost when treatment is stopped which is often harder for the patient to cope 
with than the gradual loss they would have otherwise had. Oral Cyproterone maybe 
helpful in females and Finasteride may possibly with time become a helpful 
treatment in males (not available on the NHS). 

¶  
 

¶ Treatment for alopecia areata is generally unhelpful but sometimes a topical steroid 
will reduce progression and help stimulate re-growth. Intralesional triamcinolone 
given regularly, every month, may stimulate regrowth. Systemic steroids have 
occasionally been given for widespread alopecia areata but any benefit is usually 
lost as soon as they are stopped. Treatment for alopecia totalis and universalis is 



usually unhelpful. Some academic centres try topical immunotherapy with varying 
degrees of success. 

¶  

¶  

¶  
 
WHEN AND WHERE TO REFER 
 

1. Patients where the diagnosis is unclear. 
2. Patients where a specific dermatosis is proving difficult to manage. 
3. Patients with scarring alopecia for diagnosis, biopsy and aggressive treatment. 



BASAL CELL PAPILLOMAS 
(SEBORRHOEIC KERATOSES/WARTS) 
 
 

DEFINITION 
 
A benign epidermal tumour that has no relation to sebaceous glands.  
 
CAUSE 
 
Usually thought to be óage relatedô but: 
 

¶ Sometimes follows an inflammatory dermatosis (Williamôs warts) 

¶ Very rarely associated with internal neoplasm (sudden eruption of many itchy 
lesions ï Lesser Trelat syndrome) 

 
CLINICAL FEATURES (Fig 1) 
 
Å May be single but often multiple 
Å Have "stuck on" appearance 
Å Colour varies from yellow through brown to near black 
Å May be flat, raised or pedunculated 
Å Usually occur over age 50 
Å Surface may have greasy scaled appearance 

 
DIFFERENTIAL DIAGNOSIS 
 
Å Usually easily recognised 
Å Rarely can be confused with pigmented basal cell carcinoma or importantly with a 

malignant melanoma 
 
INVESTIGATIONS 
 
Nil except in case of diagnostic difficulty. 
 
MANAGEMENT 
 
Most can be left alone with reassurance only.  Treatment is usually only warranted if 
lesions are symptomatic because repeated trauma or recurrent infection.  Treatment is 
usually by curettage & cautery under local anaesthesia (which gives histological 
confirmation).  Cryotherapy may be effective for relatively flat lesions. 
 
WHEN AND WHERE TO REFER 
 
Only for diagnostic difficulty to dermatology clinic. 
 
 
Fig 1 Basal cell Papillomata 
 





BENIGN MELANOCYTIC NAEVI (MOLES) 
 
 
DEFINITION 
 
Melanocytic naevi arise as a result of proliferation of melanocytes, the cells in the skin that 
produce pigment.  They can be classified histologically as junctional, compound and 
intradermal naevi or as congenital or acquired.   
 
CAUSE 
 
Benign melanocytic naevi or moles, are extremely common.  Acquired naevi occur after 
birth, they become more common during childhood and adolescence and then reduce in 
prevalence during adult life. 
 
Risk factors: 
 

¶ Sun exposure - increases the number of acquired naevi in childhood. 

¶ Immunosuppression (drugs, chemotherapy) - an increased number of naevi is seen 
in children who have been immunosuppressed. 

¶ Increased number of benign moles increases risk of melanoma. 

¶ Genetic factors: Family history of melanoma. 
 
Evolution of a melanocytic naevus 
 

¶ Junctional naevus - in childhood the melanocytes of the naevus are situated at the 
junction between the epidermis and the dermis.  These tend to look dark but small, 
flat and symmetrical. 

¶ Compound naevus ï during maturation melanocytes may migrate down to the 
dermis and form nests of cells.  This combination of junctional cells plus dermal 
cells is called a compound naevus.  These moles tends to be protuberant, dome 
shaped and can have a warty papillomatous surface.Fig 1 
This migration may be accompanied by growth of the naevus and a deepening in 
colour.  This phenomenon usually causes a great deal of parental anxiety and 
precipitates a visit to the GP and often an urgent referral to a dermatologist for an 
opinion.  

¶ Intradermal naevus - the junctional cells cease proliferating and the dermal cells 
only remain.  The mole tends to lighten in colour and is dome shaped.Fig 2 

 
CLINICAL FEATURES 
 
The appearances of naevi are variable.  The colour may vary from a deep brown, blue or 
black to flesh coloured.  It is normal for naevi to increase in number, size and thickness 
during late childhood and adolescence.  It is normal for naevi to have hair growing through 
them.  It is normal for naevi to disappear in later life.  Other normal phenomena include; 
 
Halo naevus.  A white halo developing around a naevus is a regular occurrence in 
adolescence and is not a worrying feature. In an adult, the development of a halo should 
be viewed with more suspicion  Fig 3.. 
 
Meyerson's naevus.  An area of eczema around a naevus. 
 



Naevus spilus or speckled naevus.  Large, maybe a few cms, with multiple areas of 
speckled pigment within it. 
 
Naevus en cocarde. There are concentric rings of pigment around a central darker 
junction naevus. 
 
Blue naevus. Pigment is in the lower dermis, it is an optical effect giving the naevus a 
deep blue colour. Always uniform in colours and does not change.Fig 4 
 
DIFFERENTIAL DIAGNOSIS 
 

1. Freckle 
2. Dermatofibroma  
3. Basal cell papilloma. 

 
INVESTIGATIONS 
 

¶ Full skin examination 

¶ Dermoscopy 
 
MANAGEMENT 
 

¶ Reassurance ï the overwhelming majority of naevi listed above are not pre 
malignant.  There is no indication on medical grounds to excise these lesions.  
Patients should be advised that naevi are a normal feature of the skin. 

¶ Self examination - parents and patients should be educated to examine their moles 
(ABCD checklist (see melanoma chapter). 

¶ Photography ï of moles if multiple. 

¶ Sun protection advice. 

¶ Protuberant naevi at frictional sites that are repeatedly traumatized can be removed 
by shave excision (all specimens must be sent for histology, be sure the lesion is 
benign). 

 
WHEN AND WHERE TO REFER 
 

¶ Doubt in the diagnosis. 

¶ History of change in size, shape and colour, spontaneous bleeding or altered 
sensation. 

¶ If concerned about diagnosis of melanoma, refer on 2 week referral pathway. 
 
 
CONGENITAL MELANOCYTIC NAEVUS 
 
These are present at birth.  Approximately 1% of newborns have congenital melanocytic 
naevi (CMN). 
 
Features: 
 

¶ Size ï larger that acquired naevi. 

¶ Colour and texture ï getting darker, raised, papillomatous, hairy with age  Fig 5 . 

¶ Giant lesions (>20 cm in adulthood) are at risk of developing melanoma. 



¶ Neurocutaneous melanosis - risk correlates to the size of the naevus and presence 
of satellite lesions.  Usually asymptomatic but can have neurological symptoms of 
delayed development or seizures. 

¶ Refer to dermatologist for long term follow up if lesion is large. 

¶ Photography. 

¶ MRI scan only if neurological symptoms develop. 
 
 
ATYPICAL MELANOCYTIC NAEVUS 

 
Atypical melanocytic naevi (AMN) have clinical and histological features somewhere 
between a benign mole and a melanoma.  They occasionally progress to melanoma.  

 
Features: 
 

¶ Family history + of atypical moles and melanoma and sun exposure 

¶ Irregular in shape, colour and border 

¶ Largish (>7 mm) lesions 
 
Atypical mole syndrome 
 

¶ Be aware of this condition 

¶ Large number (>50) 

¶ Morphology - large irregular looking moles 

¶ Family history of multiple moles and melanoma 

¶ Risk of developing melanoma.   

¶ Photography 

¶ Should be referred to a dermatologist for skin surveillance. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



Fig 1  Papillomatous compound naevus 
 
 

 
 

 

 

Fig 2  Skin coloured intradermal naevus 

 

 

 
 

 

 

 

Fig 3  halo naevus 
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Fig 4  Blue naevus 

 

 
 

 

 

 

 

Fig 5   Congenital melanocytic naevus 

 

 

 
 

 

 

 

Fig 6  Atypical mole syndrome 
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BENIGN SKIN LESION 
 
 
Only refer benign skin lesions to Dermatology if there is a problem with diagnosis.  We do 
not routinely remove benign lesions for cosmetic reasons unless there is doubt about 
diagnosis or they are significantly symptomatic. 
 
If there is no diagnostic doubt, there is a good Community Minor Surgery Service and GPs 
should refer benign lesion to this service.   
 
Examples of typical benign lesions: 
 
Seborrhoeic keratosis  Fig 1 
 

¶ Tends be multiple in middle aged and elderly 

¶ Variable appearance from subtle tanned dry macule - brown / black warty plaques 

¶ óStuck onô appearance 
 

Dermatofibroma  Fig 2 
 

¶ Occurring in younger patients but can occur at any age 

¶ Usually on lower limbs, upper arms and the back 

¶ Firm dermal nodule 

¶ óDimplingô sign when pinched  Fig 3 

¶ Can be raised or protuberant 
 

Neurofibroma 
 

¶ Soft skin coloured nodules 
 
Angioma, haemangioma (Campbell de Morgan spots) 
 

¶ Vascular  

¶ Red in colour 

¶ Multiple, well defined 

¶ Dermoscopy shows multiple red or purple lacunae 
 
Fibroepithelial polyps (skin tags) 
 
Intradermal naevus 
 
See Benign Melanocytic Naevi chapter 
 
 
 
 
 
 
 
 
 



Fig 1  Seborrhoeic keratosis 
 
 

 
 

 

Fig 2  Dermatofibroma 

 

 

 
 
Fig 3 Dermatofibroma (dimpling sign) 
 
 
 

 
 

Fig 4  Angioma 

 

 

 



BOWEN'S DISEASE 
 
 
DEFINITION 
 
A persistent, non elevated, red scaly occasionally crusted plaque usually found on the 
extremities.  It is an intra-epidermal carcinoma that has a potential, possibly 20%, risk for 
malignant change. 
 
CAUSE 
 
Probably due to sunlight, but is certainly commoner than expected on sites of previous 
trauma.  Historically was associated with arsenic exposure. 
 
CLINICAL FEATURES 
 
Can occur anywhere on the skin's surface and also on mucosal surfaces.  Usually 
presents as a red scaly and usually asymptomatic area.  Removal of the scale usually 
leaves a moist reddened surface.  Lesions usually do not bleed and may often be 
hyperkeratotic or crusted.  If ulceration occurs this is a possible sign of the development 
into an invasive carcinoma. 
 
DIFFERENTIAL DIAGNOSIS 
 
Lichen simplex, nummular dermatitis and psoriasis.  However Bowen's disease is usually a 
single scaly patch, whereas the others usually present as multiple lesions. 
 
INVESTIGATIONS 
 
Biopsy or referral may be necessary in equivocal cases. 
 
MANAGEMENT 
 

¶ Treatment should only be offered if confident in the diagnosis or the lesion has been 
proved by biopsy.   

¶ Cryotherapy, but this should be undertaken with care on the lower legs.  

¶ Curettage and cautery will yield specimens for histological examination, but may be 
slow to heal with poor cosmetic result on the lower legs of females.  

¶ Topical 5 Fluorouracil cream can be very effective, applied in the conventional 
manner twice a day for 21 days then followed by a steroid/antibiotic combination to 
reduce inflammation and the risk of secondary infection.  

¶ Excision is usually not necessary, the lesions often too large for excision and 
primary closure and destruction of the epidermis is all that is necessary anyway.  

¶ Photodynamic therapy may be particularly useful on the lower legs of the elderly 
where other modalities may cause ulceration. 

 
WHEN AND WHERE TO REFER 
 
Referral should be made:  
 

1. If there is doubt over the diagnosis, or  



2. If the lesion is ulcerated, thickened or bleeding therefore indicating the development 
into invasive squamous cell carcinoma 

 
. 



BULLOUS ERUPTIONS 
 

 
DEFINITION 
 
Bullous eruptions can be divided into three broad groups: 
 

¶ congenital and inherited bullous disorders 

¶ bullous reactions 

¶ acquired immunological bullous disorders.  
 
The first group are all extremely rare and a general practitioner with an average list size 
may only see one or 2 cases in their working lifetime.  Such diseases will include 
conditions such as epidermolysis bullosa and are not in the remit of this booklet.  Any 
neonate, baby or child with blisters or bullae should be referred immediately for a specialist 
opinion. 
 
The second group are the most common and will include all conditions resulting in a 
bullous reaction.  This may be secondary to infection e.g. bullous impetigo or rarely (and 
usually in children) staphylococcal scalded skin syndrome or an external cause such as 
insect bites, a thermal or chemical burn, phytophotodermatosis (a phototoxic reaction to 
photosensitizing chemicals in plants such as rue or hogweed) or a bullous drug reaction 
(see section on drug eruptions).. 
 
The third group comprises the immunological bullous diseases in which auto antibodies 
are produced against specific target antigens within the skin.  The site of these target 
antigens dictates where the split in the skin will occur and thus the disease pattern.  Most 
GPs will have patients with bullous pemphigoid and will come across patients with 
pemphigus and dermatitis herpetiformis and so these will be dealt with in more detail. 
 

BULLOUS PEMPHIGOID 
 
CAUSE 
 

This is the most common of the immuno bullous diseases and is seen largely but not 
invariably in the elderly.  The cause is unknown but the fact that the disease is more 
common in those with neurological disorders might raise the possibility that autoantibodies 
are formed which cross react with both tissues. 
 
CLINICAL FEATURES (Fig 1 & 2) 
 
Large tense unilocular blisters occur on an erythematous often urticated base, favouring 
the flexural aspect of the limbs, the groin is frequently involved. Can be localised usually 
on the lower leg. The condition is usually very itchy.  Mucosal lesions are rare. 
 
DIFFERENTIAL DIAGNOSIS 

 
The diagnosis is usually obvious in classic cases but if the presentation is localized must 
be differentiated form bullous impetigo, acute eczema, shingles and other external causes 
of localised blistering. 
 
 



INVESTIGATIONS 

 
Referral for a specialist opinion is mandatory to confirm the diagnosis clinically, 
histologically and immunologically as treatment will require steroids and often 
immunosuppressant drugs in a population where comorbidities might make these agents 
difficult. 
 
TREATMENT 
 

The mainstay is usually with topical and/or systemic steroids.  If control requires significant 
doses long term then steroid sparing agents such as azathioprine, methotrexate, 
ciclosporin, mycophenolate mefetil, dapsone or doxycycline may be needed. 
 
 

PEMPHIGUS VULGARIS (Fig 3) 
 

Pemphigus is an extremely rare condition and there are many different clinical variants of 
pemphigus depending on the level of the split within the epidermis (pemphigus vulgaris, 
pemphigus foliaceus etc).  
 
CAUSE 
 

The disease is due to antibodies to various intercellular antigens, the profile of which 
determines the clinical phenotype of the patient regarding skin and oral involvement. 
 
CLINCAL FEATURES 
 

It is very rare for pemphigus to present as blisters and the condition usually presents as 
erosions of the skin.  The mucous membranes are invariably affected.  Trauma to the skin 
may induce blistering, the epidermis may be sheared off very easily (Nikolsky sign). 
 
INVESTIGATION 
 

Pemphigus is a severe illness with a considerable morbidity.  Treatment is with aggressive 
immunosuppression and so specialist referral is essential to obtain a definite diagnosis 
before treatment. 
 
TREATMENT 
 

Treatment is with high dose steroids often combined with immunosuppressive drugs such 
as azathioprine, methotrexate, mycophenylate mofetil, cyclophosphamide etc. 
 

 

DERMATITIS HERPETIFORMIS 
 
CAUSE 
 

This condition is due to the deposition of IgA antibodies along the dermo-epidermal 
junction and it is usually associated with gluten sensitive enteropathy. 
 
 
 
 



 
CLINICAL FEATURES 
 

Dermatitis herpetiformis an extremely itchy skin disease consisting of small blisters usually 
on the knees, elbows, buttocks and shoulders.  As it is intensely itchy, due to scratching it 
is unusual to see blisters. 
 
INVESTIGATION 
 

As treatment is with a specific agent it is important to establish the diagnosis with a skin 
biopsy histological and immunological confirmation.  If confirmed, patient will usually be 
referred to gastroenterology for jejunal biopsy. 
 

TREATMENT 
 

This is with dapsone.  In addition, most patients will be started on a gluten free diet. 
 
 

EPIDERMOLYSIS BULLOSA AQUISITA (mimics porphyria cutanea tarda) and 

LINEAR IGA DISEASE (blisters around the neck and groin with the óstring of pearlsô 
sign and usually in children) are rare diseases that are sometimes only discovered after 
biopsy. 
 
WHEN AND WHERE TO REFER 
 
Once common infectious, drug and external causes of localized blisters have been 
excluded most patients with significant blistering should be referred urgently to secondary 
care for prompt diagnosis and instigation of the appropriate therapy. 
 
 
Fig 1 Localised bullous pemphigoid 
 

 
 
Fig 2 generalised Bullopus pemphigoid 
 



 
 
Figure 3 Pemphigus 
 



CHONDRODERMATITIS NODULARIS HELICIS CHRONICUS 
(CDNH) 
 
 
DEFINITION 
 
Painful raised nodule or papule on the ear ï usually the pinna in males and ante tragus in 
the female. 
 
CAUSE 
 
Possibly pressure effect but probably idiopathic. 
 
CLINICAL FEATURES 
 

¶ Non-pigmented, raised nodule or papule on the ear may ulcerate.   

¶ The lesions are usually extremely tender commonly causing pain in bed when lying 
on the affected side. 

 
DIFFERENTIAL DIAGNOSIS 
 

1. Actinic keratosis: these usually have less substance to them and are more scaly 
and are not usually painful.  

2. Basal cell carcinoma: differentiation can be difficult at times but these usually have 
a rolled edge with central depression and telangiectatic vessels around.  Basal cell 
carcinomas are not usually as exquisitely tender.  

3. Squamous cell carcinoma: usually on the back of the ear, tenderness and pain a 
late feature. 

 
INVESTIGATIONS 
 
None appropriate in primary care. 
 
MANAGEMENT 
 

¶ Reassurance.  If the diagnosis is clear cut reassurance may be all that is 
necessary. 

¶ Liquid nitrogen cryotherapy, this can sometimes make the lesions smaller or even 
cause them to regress completely. 

¶ Haelan tape applied to affected area.  May take 6-8 weeks for any benefit 

¶ Pressure relieving pillow. 
 
WHEN AND WHERE TO REFER 
 

1. If diagnosis in doubt.  
2. If very painful and no response to liquid nitrogen or haelan tape.  
3. Referral is suggested to any Consultant Dermatologist where treatment options will 

include curettage, excision of the underlying inflamed cartilage and occasionally 
intralesional steroid injections. 

 



 
 



 



 DRUG REACTIONS  
(Adverse Cutaneous Drug Reactions [ACDR]) 
 
 
DEFINITION 
 
The incidence of drug reactions is high.  Due to under-reporting the true figure is unknown 
but has been estimated at 2-3% of drug treatments with 1:40 of GP consultations being 
related to ACDRs.  The incidence increases with age but this may just reflect the fact the 
elderly are more likely to be on multiple medications. 
 
CAUSE 
 
There are many different types of reaction and any drug can cause any of them.  
Reactions usually occur within 4-14 days of starting the drug and settle soon after stopping 
but the time scale may be shorter or longer (e.g. thiazides causing subacute cutaneous 
lupus.  Common drugs causing reactions include: 
 

¶ Antibiotics (usually mild but sometimes acute (see AGEP) 

¶ Sulpha drugs (antibiotics, sulphasalazine, sulphonylureas, diuretics (e.g. 
hydrochlorothiazide) 

¶ Allopurinol 

¶ NSAIDs 

¶ Diuretics 

¶ Antiepileptics  
 
 
Common Drugs Reactions include: 
 
Annular erythema 
An easily recognised pattern with an expanding ring of palpable erythema.  There may be 
just one lesion or many on the trunk and limbs.  Cimetidine, penicillin and anti malarials 
classically give this type of reaction. 
 
Cutaneous Ulcers 
Nicorandil (Fig 1) can cause perianal/peristomal ulcers. Skin ulcers can occur in patients 
on hydroxycarbamide.  Warfarin and heparin can both cause necrosis. 
 
Erythema Nodosum (Fig 2) 
Causes may include oral contraceptives and antibiotics. 
 
Exanthematous Reactions 
The most common type of reaction is the exanthamatous or morbilliform type.  Antibiotics, 
particularly the penicillin group, are the most frequent cause and it may occur up to 2 to 3 
weeks after the patient has stopped taking the causative drug. 
 
Fixed drug eruption 
A reaction that recurs on the same site each time the drug is taken.  Characteristically the 
lesions occur within 12 hours of taking the drug and consist of well demarcated, oval, 
erythematous and oedematous plaques.  It may blister and usually there is post 
inflammatory hyperpigmentation when the lesion resolves.  Any drug can cause this 



reaction but antibiotics (tetracyclineôs and sulphonamides) and NSAIDs are frequent 
culprits.  Occasionally it can result from OTC preparations, laxatives and so a detailed 
history is needed. 
 
Lichenoid eruption 
This type of drug reaction resembles the clinical and histological appearance of lichen 
planus, however a lichenoid drug reaction tends to be more extensive than in idiopathic 
lichen planus and mucous membrane lesions are unusual.  Lichenoid eruptions may occur 
some months after the drug was started.  The drugs most likely to cause this type of 
reaction include beta blockers, thiazide diuretics, gold and antimalarials. 
 
Lupus Erythematosus Like 
Occasional triggers include the thiazide diuretics (SCLE) and minocycline (used less 
commonly because of this side effect). 
 
Purpura 
Some drugs can cause thrombocytopenia, so present as purpura.  Also many drug 
eruptions would have a purpuric element to them. 
 
Urticaria 
The vast majority of cases of urticaria are idiopathic but occasionally this can be due or 
exacerbated by aspirin, non steroidal anti inflammatory drugs and ACE inhibitors.  Urticaria 
usually occurs within 24 to 48 hours of taking the causative drug. 
 
Vasculitis (Fig 3) 
This purpuric rash is palpable and may also blister.  It is most marked on lower extremities.  
Most cases are due to óbugs and drugsô and settle spontaneously.  More severe cases 
may have internal involvement and may present with abdominal pain and haematuria.  
 
 
Severe Drug Eruptions with significant morbidity/mortality include: 
 
Anaphylaxis 

¶ Usually severe and may be fatal.  The reaction is rapid.  There is usually urticaria, 
angio-oedema, bronchospasm and vaso motor collapse.   

¶ The most common causes are contrast media for x-ray examination and antibiotics 
(penicillin, cephalosporins, sulphonamides, tetracyclines), aspirin, NSAIDs and ACE 
inhibitors. 

 
Acute Generalised Exanthematous Pustulosis (AGEP) 

¶ Rapid onset of erythema with pustulation within 24 hours of drug administration.  
Often starts on face/flexures disseminating rapidly.   

¶ Common causes are penicillins, macrolides, quinolones, antimalarials, but a host of 
other drugs have been implicated.  The eruption usually settles on drug withdrawal 
but fatalities have been reported. 

 
Drug Rash with Eosinophilia and Systemic Symptoms (DRESS) 

¶ Generalised eruption associated with fever, malaise and organ involvement 
(hepatitis, nephritis, pneumonitis).  Blood eosinophilia is significant. 

¶ Commonest causative agents include the anticonvulsants, allopurinol, minocycline 
and sulphasalazine and the eruption may take several weeks to develop. 



¶ The condition has a significant morbidity and requires systemic steroids often for 
several weeks. 

 
Erythroderma and exfoliative dermatitis 

¶ A severe life threatening condition.  May occur de novo or may complicate any drug 
eruption.  Very dangerous in the elderly due to problems with temperature 
regulation, fluid balance, risk of infection and high output cardiac failure.  

¶ Common causes include sulphonamides, isoniazid, penicillin, phenytoin, captopril 
and cimetidine. 

 
Erythema multiforme and Stevens Johnson's syndrome (Fig 4) 

¶ The target lesion is the classic sign associated with this but many other lesion types 
may be present including macules, papules, urticaria, vesicles, bullae and purpura. 

¶ The rash is usually found on the distal extremities and lesions on the soles of the 
feet and palms of the hands maybe diagnostic. 

¶ Erythema multiforme is most commonly triggered by herpes simplex infections but 
sulphonamides and anti epileptics particularly phenytoin may be triggers. 

¶ Stevens Johnson's syndrome occurs when fever, malaise, myalgia and arthralgia 
and mucous membrane involvement accompany severe erythema multiforme. In 
Stevens Johnsonôs syndrome the area involved is <10% with greater involvement 
classified as overlap or Toxic Epidermal necrolysis if >40% involvement.  

¶ Common causes include allopurinol, sulpha drugs, anticonvulsants 
(carbamazepine, lamotrigine, phenytoin) and óOxicamô NSAIDS (peroxicam, 
meloxicam) and Rituximab 

 
Toxic Epidermal Necrolysis (TEN) (Fig 5) 

¶ This is the severe form of the erythema multiforme/Stevens Johnson's syndrome 
spectrum.  In TEN there are usually systemic symptoms of fever and malaise before 
the muco cutaneous eruption occurs. 

¶ There is invariably mucous membrane involvement with erosions in the mouth, 
nose, conjunctiva and genital mucosa, associated with widespread epidermal loss.  
This is a severe life threatening disease and carries a significant mortality risk.  

 
Photo sensitivity Reactions (Fig 6) 

¶ Photosensitive reactions may be either photo toxic or photo allergic.  

¶ Photo toxic reactions are more common, usually presenting as sunburn-like 
eruptions occurring within 24 hours of taking the drug.  Common causes include 
tetracyclines and phenothiazines. 

¶ Photo allergic reactions require a period of sensitisation before the reaction occurs 
and may extend beyond the light exposed sites.  Sensitisation may occur either via 
contact or systemic administration.  Common causes include thiazide diuretics, 
sulphonamides and griseofulvin.. 

¶ Other less common reactions may include pigmentation reactions, acneiform and 
pustular eruptions, bullous eruptions, erythema nodosum, lupus erythematosus like 
syndromes, scleroderma like reactions, pseudolymphomatous eruptions and oral 
lesions.. 

 
 
 
 
 



 
 
MANAGEMENT 
 
Most drug eruptions are self evident but it is important to remember that some may relate 
to over the counter medication, herbal tonics and health supplements many patients will 
not realise might be responsible.  It is also important to realise that some reactions may 
take longer than normal to evolve (e.g. thiazides in LE) or subside (e.g. drugs causing 
pseudoporphyria). 
 
The suspect drug must be stopped and most reactions will subside without sequelae.  The 
ultimate diagnostic proof is rechallenge though this may be dangerous, therefore it is 
usually not performed. 
 
WHEN AND WHERE TO REFER 
 

¶ When there is doubt in the diagnosis 

¶ In all severe cases of drug reactions particularly DRESS, AGEP, erythema 
multiforme/Stevens Johnson's syndrome/TEN, severe photosensitive reactions and 
lichenoid reactions.  

¶ All cases of erythroderma, exfoliative dermatitis and toxic epidermal necrolysis must 
be referred for urgent opinion and management. 

¶ Referral for allergy testing to a particular drug is often unrewarding and difficult to 
interpret..  

 
Fig 1 Nicorandil Perianal Ulcer 
 

 
 
Fig 2 Erythema Nososum 
 

 



 
 

Fig 3 Vasculitis 

 

 
 

Fig 4 Stevens Johnson Syndrome 

 

 
 

 

 

 

 



 

 

 

 

 

 

 

 

 

 

 

 

Fig 5 Toxic Epidermal Necrosis (TEN) 

 

 



ECZEMA - ATOPIC 
 
 
DEFINITION 
 
Eczema and dermatitis are terms which are interchangeable.  It describes an itchy and dry 
skin condition.  The history, age of onset, clinical distribution and prognosis help to 
determine the aetiology of the eczema. 
 

¶ Atopic ï inherited ñbaby eczemaò often associated with asthma and hay fever. 
Positive family history.  Fig 1 

¶ Discoid ï well rounded patches which can be confused with psoriasis.  Sometimes 
associated with atopy. 

¶ Pityriasis alba - subtle hypopigmented slightly scaly patches, usually on cheeks of 
darker skin children.  

¶ Asteatotic ï due to dryness of the skin as the patient ages.  Fig 3 

¶ Seborrhoeic ï cause of cradle cap (infantile), facial and flexural rash, and 
secondary to yeast infection.  Fig 4 

¶ Varicose ï on lower legs with varicose veins.  Susceptible to contact allergies from 
topical treatments. 

¶ Vesicular/Pompholyx ï affects palms and soles, usually endogenous in origin and 
very difficult to treat (beware unilateral rashes in these areas ï think of fungus).Fig 
5 

¶ Contact (allergic or irritant) caused by contact with an allergen or continual contact 
with irritants. 

 
All of these types of eczema can present as acute or chronic (weeping, or dry and 
thickened/lichenified ). 
 
CLINICAL FEATURES OF ATOPIC ECZEMA (AE) 
 

¶ Common disease affecting up to 20% of children. 

¶ Typically presents early at around 3 months of age. 

¶ Tendency to spontaneous improvement; 20% by the age of 2 years, 30% by 3 
years and complete clearance by teens in 80-90%. 

¶ Involvement of the face in infancy with adoption of flexural distribution Fig 2 by the 
age of 18 months.  Others areas such as wrists, hands and feet and trunk in more 
severe cases. 

¶ Association with asthma and hay fever 

¶ Skin infections with: 

-  Staphylococcus aureus is common.  S.aureus can act as a ósuper antigenôô to 
exacerbate AE with frank infection. 

-  Viruses e.g.  Herpes simplex causing eczema herpeticum  Fig 6 
                         Pox virus causing molluscum contagiosum 

 
DIFFERENTIAL DIAGNOSIS 

1. Seborrhoeic eczema 
2. Others (see above) 
3. Cases not involving the typical sites can cause diagnostic difficulties.  Sometimes 

only the passage of time can differentiate between childhood atopic and 



seborrhoeic eczema (better prognosis, children growing out within 12-18 months of 
age). 

 
INVESTIGATIONS 
 
In majority of patients, no investigations are required.  
 

¶ Raised IgE in the patients or a first degree relative indicates atopy. 

¶ Skin swabs for bacterial infection. 

¶ Viral swabs (use special transport medium) if eczema herpeticum is suspected.  
Treat on clinical grounds rather than wait for virology results.         

 
MANAGEMENT 
 
EDUCATION 
 

¶ Education should include advice about:-  

¶ Causation if possible. 

¶ Emphasis that in overwhelming majority of cases atopic eczema is not caused by 
an allergy. 

¶ Dietary manipulation should only be done under the supervision of a consultant 
allergist and a dietician 

¶ Chronic nature of the condition, lack of quick easy remedies and cure. 

¶ Discussion of realistic aims of treatment and prognosis. 

¶ Positive approach to encourage compliance, emphasising the tendency for 
spontaneous improvement with age. 

¶ Skin care routine such as how to use any topical medication that is prescribed.  

¶ Bathing is not harmful.  Frequency should be discussed and a bath emollient 
considered.   

¶ Keeping fingernails short to avoid damage done by scratching and consideration of 
the use of cotton gloves at night. 

¶ Avoid aggravating factors ï irritants, allergens, emotional stress and infection. 

¶ Clothing ï avoid wool next to the skin, cotton clothing preferable. 

¶ Recommend National Eczema Society if appropriate. 
 
 
PLAN OF CARE FOR INCREASING SEVERITY OF ECZEMA 
 
                                                  Severe 

7) SYSTEMIC 
 

6) TOPICAL IMMUNOMODULATORS 
 

5) DRESSINGS 
 

4) ANTIBIOTICS 
 

3) TOPICAL STEROIDS (MILD TO VERY POTENT) 
 

2) EMOLLIENTS (LIGHT TO GREASY) 



Mild 
1) EDUCATION 

 
 
EMOLLIENTS 
 
Dry skin is invariable in atopic eczema and emollient is a priority.  The liberal use of 
emollients may reduce the need for topical steroids. 
 
Bath additives 
Some contain antipruritics such as Balneum plus® 
Some contain antiseptics such as Emulsiderm® and Oilatum 
 
Soap substitute 
Avoid soaps, shower gels and bubble baths.  Encourage cream cleansers e.g. , 
Diprobase, Cetraben, Dermol 
 
Emollients 

¶ Compliance ï check and encourage. 

¶ Individual variation in response, preference and tolerance to emollients.  Emollients 
should be as greasy as tolerated.  Patient choice is important to encourage 
compliance.  

¶ Ointments are better for dry eczema and creams for more weepy areas.  Large 
quantities of emollients need to be prescribed as they are needed regularly.  A Skin 
care plan (enclosed) can helpful to encourage patients to use their emollients 
regularly. 

¶ Topical     
The following are listed in order of lightness to greasiness 

                     Dermol 500® 
                     Aveeno cream® 
                     Diprobase cream®, Cetraben 
                     E45 cream®, Doublebase gel 
                     Emulsifying ointment, Hydrous ointment (Oily cream),  
                     Epaderm® and Hydromol ointment 
                   White soft paraffin/Liquid paraffin (50/50) 
 
They should all be used as often as possible and the less greasy ones can be used as 
soap substitutes.  
 
TOPICAL STEROIDS 
 

This is the mainstay treatment for inflammatory component of eczema.  Topical steroid 
usage ï used intermittently in the appropriate strength for the degree of eczema and its 
area on the body.  Once eczema is under control, topical steroid can be stopped and 
patients should continue only with emollients until the next flare. 
 
TABLE OF POTENCY 
 
Mild     1% Hydrocortisone 
Moderately Potent   Clobetasone 0.05% (Eumovate) 

Flurandrenolone (Haelan) 
Potent    Betamethasone ointment 1% (Betnovate) 



Fluocinonide 0.05% (Metosyn) 
Fluocinolone 0.025% (Synalar) 
Mometasone furoate (Elocon) 

Very Potent    Clobetasol propionate 0.05% (Dermovate) 
 

¶ 1% Hydrocortisone does not cause skin atrophy and can be safely used on the face 
and flexures. 

¶ Ointments are more effective and contain fewer additives and preservatives. 

¶ Face ï Hydrocortisone should normally be used.  If more potent treatment is 
required, consider calcineurin inhibitors or referral. 

¶ Trunk and limbs ï mild to moderate steroid should control most cases of eczema 
when prescribed in appropriate amounts (see Finger tip unit chart).  Potent steroid 
may be needed to gain control and then to reduce to mild strength.   

¶ The potency should be kept to the lowest that is effective.    

¶ Avoid repeat prescriptions of potent steroid preparations. 
 
TOPICAL STEROID + ANTIBIOTIC 
 

Active or chronic eczema can be complicated by super added infection.  It can explain 
deterioration in the condition and reduce response to steroids.  Take a skin swab if in 
doubt.  
 
This can usually be overcome by using a combination of an antibacterial/steroid 
preparation or systemic antibiotics if widespread.  These should be used for short term (2 
weeks at a time). 
 
Consider: 

¶ Antiseptic bath oils e.g. Oilatum Plus, Emulsiderm, Dermol preparations 

¶ Steroid antibiotic combination 
 Fucidin H®  - mild.  For general eczema 

 Daktacort®  - mild.  Particularly for seborrhoeic eczema 

 Trimovate®  - moderately potent. 

 Fucibet®  - potent 

 Betnovate C® - potent 

 Synalar-C  - potent 

Sometimes for very wet, oozy eczema, diluted potassium permanganate can be helpful as 
a soak or bath.  It can be prescribed as crystals (Permitabs®). 
 
Recurrent infections ï take nasal swabs from patient and family members.  If positive, treat 
with Naseptin / Bactroban nasal ointments. 
 
ORAL ANTIBIOTICS 
 

¶ Systemic antibiotics useful against the commonest pathogen, Staph.aureus, are 
flucloxacillin and erythromycin. An average course would last 7-10 days according 
to disease severity. 

 



¶ Systemic Aciclovir ï effective against Herpes virus causing eczema herpeticum. 
Viral swabs can be taken, treat on clinical grounds rather than wait for virology 
results.         
If in doubt, particularly in children, refer urgently to secondary care. 

 
CALCINEURIN INHIBITORS 
 
These immunomodulators are not steroid based and are safe to use on the face and 
eyelids.  Avoid using when there are signs of infection (bacterial and viral).  Irritation with 
itching and burning can occur at initial use but soon subside.  Can be used 2x/week for 
maintenance. 

¶ Tacrolimus ointment ï 0.1% (equivalent to a potent steroid but irritates initially). 
0.03%  is licensed for children over 2 years.  

¶ Pimecrolimus 1% cream. Equivalent to a moderate potency steroid but better 
tolerated. Licensed for use over the age of 2. 

 
ANTI-HISTAMINES 
 

¶ Sleep management - an antihistamine with sedative properties (e.g. hydroxyzine, 
trimeprazine) particularly at night can be helpful.  Can reduce the itch/scratch cycle. 
No evidence that non-sedative antihistamines benefit patients with eczema. 

 
DRESSINGS 
 

These are valuable ways to treat chronic unresponsive or relapsing areas of eczema, 
particularly if they are very itchy.  Patients need to be motivated and this type of treatment 
should not be used if areas are obviously infected. 
 
Wet wraps 

¶ Oily bath 

¶ Copious application of emollient or sparing application of  steroid preparation 

¶ Application of warm, wet Tubifast® / Clinifast garments followed by a layer of dry 
Tubifas®. These are best used overnight but can be used 24 hourly when eczema 
is at its worst.  Avoid when infected. 

 
Paste bandages 

¶ Examples are Viscopaste, Steripaste, Ichthopaste and Zipzoc 

¶ Apply topical medicaments to areas involved  

¶ Cover with paste bandage 

¶ Cover with Tubifast® to hold in place 

¶ Best left on for at least 24 hours 
 

DIETARY TREATMENT 
 

¶ Role of food allergy is controversial and exaggerated.  

¶ History of causal association of eczema flare and ingestion of food.  Withdrawal of 
food group (for 6 weeks) and flare up with re-challenge is helpful.  History of 
worsening of eczema within hours of ingestion.  This history is much more important 
than the results of blood or skin tests for ñallergiesò. 

¶ In "severe life ruling" eczema with a good history, exclusion diets may very 
occasionally be considered with dietetic supervision. 



¶ Investigations (e.g. RAST, IgE) or skin tests (skin prick test and patch tests) are 
unhelpful. 

¶ The use of soya formula from birth does not prevent or relieve eczema. 
 
WHEN AND WHERE TO REFER 
 

¶ Childhood eczema not responding to emollients and mild steroids with frequent 
flares, parental anxieties or difficulties with compliance. 

¶ Erythrodermic eczema. 

¶ Patch testing to detect cases of contact allergic dermatitis when suspected. 

¶ Consideration of inpatient treatment and second line immunosupressive therapy. 
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