OTHER DERMATITIS

Definition:

· The term covers the inflammatory response of the skin to a wide variety of pathogenic agents ranging from contact with external primary irritants to a hypersensitivity reaction to various antigens, both exogenous and endogenous.
· Dermatitis and eczema are synonymous

· Many chemicals which cause dermatitis following contact with the skin are haptenic and require to combine with an epidermal protein to become immunogenic. 

· The hypersensitivity, which is of delayed type is termed contact dermatitis and may resolve on preventing contact with the hapten, but in some cases becomes self- perpetuating.

· Dermatitis caused by drugs and other haptenic or antigenic material after absorption by mouth or some other route may be of atopic type or the result of immune-complex deposition 
Contact dermatitis

Definition:

· Acute or chronic inflammation, often asymmetric or oddly shaped, produced by substances contacting the skin and causing toxic (irritant) or allergic reactions
· Contact dermatitis is an inflammatory reaction of the skin precipitated by an exogenous chemical. 
Etiology and Pathogenesis
· There are two types of contact dermatitis irritant and allergic. 
· Contact dermatitis may be caused by a primary chemical irritant or by an allergen (i.e. a type IV delayed hypersensitivity reaction).
· Primary irritants may damage normal skin or irritate existing dermatitis.
· Irritant contact dermatitis is produced by a substance that has a direct toxic effect on the skin.
· Examples of irritants ‘include acids, alkalis, solvents, and detergents 
· Clinically recognizable changes may occur within minutes of exposure to strong irritants (e.g. acids, alkalis, phenol) or may take up to several days' exposure to weak or marginal irritants (e.g. soap, detergents, acetone, or even water).

· The mechanisms by which these irritants damage the skin are different for different agents. 

· For example, detergents activate keratinocytes, causing them to release inflammatory cytokines.

· Allergic contact dermatitis patients may become allergic to substances that they have sometimes used for years or to drugs used to treat skin diseases. 
· Innumerable chemicals cause allergic contact dermatitis including metals, plants, medicines, and rubber compounds.
· Allergic contact dermatitis triggers an immunologic reaction that causes tissue inflammation 
· Allergens are captured by Langerhans' cells (a minor subpopulation of epidermal cells), which present them to T cells.

· Cytokines released from keratinocytes and Langerhans' cells may also contribute to sensitivity induction. 

· It takes between 6 and 10 days (in the case of strong sensitizers, e.g. poison ivy) to years (for weaker sensitizers) for patients to become sensitized. 

· On reexposure to the sensitizer, patients may develop pruritus and dermatitis within 4 to 12 h.

· Ingredients in topical drugs constitute a major cause of allergic contact dermatitis

· Other commonly implicated substances include plants (e.g. poison ivy), sensitizers used in the manufacture of shoes and clothing, metal compounds, dyes, and cosmetics. 

· Many industrial agents can produce occupational dermatoses.

Symptoms and Signs
· Skin damage is usually evident within several hours after contact with a strong irritant. 
· Weaker irritants, however, may require multiple applications and days before the development of dermatitis. 
· Allergic contact dermatitis usually requires 24 to 48 hours after exposure before the development of clinical disease. 
· Occasionally, the dermatitis may develop as soon as 8 to 12 hours after contact or be delayed as long as 4 to 7 days. 
· Detailed history of occupation, hygienic habits, and hobbies is frequently necessary to find the contactant. 
· Contact dermatitis ranges from transient redness to severe swelling with bullae; pruritus and vesiculation are common. 
· Additional characteristics are weeping, crusting, edema, and erythema. 
· The areas involved frequently have sharp margins with geometric and linear configurations. 
· Any skin surface exposed to an irritant or sensitizing substance (including airborne ones) may be involved. 

· Typically, the dermatitis is limited to the site of contact but may later spread.
Treatment

· Unless the causative agent is identified and removed, treatment may be ineffective. 

· Patients with photoallergic or phototoxic contact dermatitis should also avoid the photosensitizing chemical or exposure to light.
· Acute severe generalized contact dermatitis is treated with a short course of systemic steroids—40 to 60 mg prednisone daily for a minimum of 5 days and then tapered over the next 5 days or 1 mL triamcinolone suspension (Kenalog-40) intramuscularly. 
· Astringent dressings (Domeboro) or soothing baths (Aveeno) reduce weeping and itching. 
· Milder dermatitis responds to strong topical steroids 
· Systemic antihistamines such as 10 to 25 mg hydroxyzine (Atarax) or 25 to 50 mg diphenhydramine (Benadryl) four times daily are helpful for pruritus.
· In acute dermatitis, gauze or thin cloths dipped in water and applied to the lesions (30 min 4 to 6 times/day) are soothing and cooling. 

· Blisters may be drained three times daily, but the tops should not be removed.

· An oral corticosteroid (e.g. prednisone 60 mg/day) may be given (if not contraindicated) for 7 to 14 days in extensive cases, or even in limited cases when facial inflammation is severe. 

· The prednisone dose can be decreased by 10 to 20 mg q 3 to 4 days
Nummular dermatitis

Definition:

· Chronic inflammation of the skin characterized by coin-shaped, vesicular, crusted, scaling, and usually pruritic lesions

Symptoms and Signs

· Discoid lesions start as pruritic patches of confluent vesicles and papules that later ooze serum and form crusts. 
· Lesions are eruptive and widespread; they are often more prominent on the extensor aspects of the extremities and on the buttocks, but they also appear on the trunk. 

· Exacerbations and remissions may occur, and when they do, lesions tend to reappear at the sites of healed lesions.

Treatment

· No treatment is uniformly effective. 

· Oral antibiotics (cloxacillin or cephalexin 250 mg qid) may be given empirically along with tap-water compresses, especially when weeping and pus are present. 
· Less inflamed lesions may respond to tetracycline 250 mg po qid, which has a beneficial (although not necessarily antibacterial) effect. 

· A corticosteroid cream or ointment should be rubbed in three times daily.
