ECZEMA

DR L F WENTZEL

Descriptive term for a group of conditions with diverse etiologies.

ATOPIC ECZEMA

 Diagnosis depends on the presence of a number of clinical features:

1)     Pruritus

2)     Typical morphology and distribution:


i)
Facial and extensor involvement in infancy

ii) Flexural involvement in older children and adults

iii) Acute eczema:  erythema, oedema, vesiculation, papulation, exudation

iv) Chronic eczema:  lichenification, often with inflammatory hypo- or

hyperpigmentation

3)     Chronic, or chronically relapsing dermatitis

4)     Personal or family history of atopic disease (asthma, hay fever, atopic dermatitis).

Incidence

One of the commonest skin diseases (7% in USA)   Overall prevalence increasing world wide.

Onset

Ususally first six months of life;  adult onset atopic dermatitis now commoner than before.

Pathogenesis

i)
Genetic predisposition:  inheritance doesn’t follow strict Mendelein patterns.   More than 25% of offspring of atopic mothers develop atopic dermatitis before three months old. 

ii)
Environmental stimuli (flare factors)

Common flare factors
i) Staphylococcal infection:  90% of chronic eczematous lesions contain 

S.aureus

ii) Environmental stimuli:

Rubbing, scratching, friction,  textiles, esp.wool

Soap, detergents, antiseptics, heat or cold

Teething in infants, or underlying infection

iii) Mallasezia yeast infection, esp in eczema around head or neck

iv) House dust mites

v) Others
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Pathogenesis (continued)

Lesions are produced by an overzealous immunologic reaction to various antigens:

i) Activation of T-helper 2 (Th2) immune response, with synthesis of cytokines IL-4, IL-5, IL-10, and IL-13, and inhibition of Th1 response.   IL-4 and IL-5 cause elevated IgE and eosinophilia;  IL-10 inhibits delayed type hypersensitivity.   These changes affect the capacity of the host to develop antiviral cytotoxic cells, and may predispose to widespread viral infection, i.e eczema herpeticum

ii) Possibility of abnormal keratinocytes, or immunological dysregulation of keratinization.

iii) Abnormal epidermal barrier, with an increase in transepidermal water loss (mu-tation in fillagrin gene).

Treatment

First line:

i) Avoid factors that may precipitate attacks:  stress, heat, sweating; rubbing and scrathing;  hot baths, alkaline soaps.

ii) Topical steroids:  ointment penetrates better than cream.   Once or twice daily;  large quantities often required.

iii) Emollients:  must be used frequently.   Ointment, cream, bath oil, soap substitute.   Apply evaporation barrier to skin after bath: “soaking and greasing”.

iv) Treat staphylococci with systemic antibiotic.

v) Treat Malassezia with systemic agents.
vi) Antihistamine for pruritus.
Second line:

i) Ultraviolet B (Narrow band 311-313 nm)

ii) PUVA:  psoralens and ultraviolet
iii) Oral cyclosporin
iv) Topical calcineurin inhibitors (tacrolimus or pimecrolimus)
v) Systemic corticosteroids (controversial)
vi) Systemic immunosuppressors (controversial)
vii) Diet (controversial)
CONTACT ECZEMA

Irritant eczema

i) A contact irritant can produce irritant eczema in a person if applied for a sufficient time, and at a sufficient concentration.   No previous exposure is necessary.

ii) Acute exposure to a strong irritant (alkali or acid):  mostly in industrial settings.

iii) Repeated, cumulative exposure to weak irritants over a long period more commonly seen, i.e housewives’ eczema.   Alkaline soaps, cleaners and detergents all play a role.
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Allergic Contact Eczema

i) Caused by contact allergens;  sensitization usually develops slowly, through repea-ted contact.

ii) Genetic predisposition.

iii) The sensitizing potential of different substances cannot necessarily be predicted by their chemical structure.

Patch Testing

Determines hypersensitivity towards suspected contact allergens.  Standardized samples placed in Finn chambers on the back of a patient, and read after 48 hours.

The anatomical localization of skin lesions help to identify the cause:


i)
Hand dorsa   
:
industrial exposure


ii)
Scalp

:
rarely affected;   allergy to hair dyes affects adjacent 





glabrous skin  (ears, forehead)


iii)
Eyelids

:
nail polish


iv)
Ears, neck, wrists:
nickel contact dermatitis (jewellery)


v)
Sun-exposed areas:
photo-allergy


vi)
Peri-oral
:
toothpaste, chewing gum 


vii)
Sides of neck
:
perfume


viii)
Axillae

:
clothes, deodorant


ix)
Abdomen, legs:
elastic material in clothes


x)
Feet

:
shoe contact dermatitis

xi) Peri-orbital skin

and genitals
:
 secondary contact via hands

TYPES OF CONTACT ECZEMA

i)
Plants

:
Toxicodendron (USA) and Smodingium (SA)





houseplants





plant derivatives (oleoresins)

ii)
Clothing
:
dyes





formaldehyde and formaldehyde





resins (tensile strength, “drip dry” clothes)

Spandex (elastic seams, socks)

shoe dermatitis

iii)
Metal 

:
nickel (jewellery, coins, keys, belt buckles)





chromium (leather, cement, paint)





mercury (antiseptics, preservatives)

iv)
Rubber

:
accelerators and antioxidants





in manufacturing process

v)
Synthetic resins:
epoxy (glues, nail lacquers, artificial nails)





acrylic monomers (printing, dental sealers)


vi)
Adhesives
:
cement, glues, gums, elastoplast


vii)
Fibreglass
:
irritant dermatitis in people who work with it
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viii)
Dyes

:
paraphenylenediamine (PPDA) in hair dyes;  cross reactions 





with sulphonamides, sunscreens, local anaesthetics 


ix)
Cosmetics
:
antiperspirants, deodorants, hair dyes, bleaches, hair sprays,






depilatories, nail lacquers, nail polish removers, eye make-






up, sunscreens, perfumes, oil of bergamot (photosensitizer)


x)
Topical drugs
:
local anaesthetics






antibiotics (neomycin)






preservatives

SEBORRHOEIC DERMATITIS

Chronic dermatitis with characteristic morphology (red, sharply circumscribed lesions with greasy scales), and a characteristic distribution in areas rich in sebaceous glands.

Clinical appearance

i)
Scalp

:
dandruff in early stages






scaling red patches sometimes with hair loss






involvement of ears


ii)
Face

:
medical aspect of eyebrows






glabella






nasolabial folds






eyelids:  blepharitis


iii)
Trunk

:
chest






interscapular region


iv)
Flexures
:
axillae






groins






anogenital region






inframammary region

Pathogenesis

i) Yeast Malassezia ovale
ii) Presence of sebaceous glands

Incidence

Common:  1 – 3% (USA).   

Affects mainly young adults.

Seborrhoeic dermatitis of infancy:  only first months of life, dependent on circulating maternal androgens.

Treatment


i)
Dandruff
:
medicated shampoos and lotions that act against M ovale: 


 


selenium sulphide, ketoconazole, tar.
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ii)
Face and trunk:
mild steroid ointments, or topical ketoconazole.

iii) Severe, widespread disease:

Systemic agents against M ovale (ketoconazole, itraconazole)

Systemic steroids.

