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      Impetigo.    Two clinical patterns of impetigo are recognized: bullous and non-bullous. Bullous impetigo iscaused by S. aureus. Currently, in industrialized nations, non-bullousimpetigo is most commonly caused by S. aureusand less often by group Astreptococcus. Group Astreptococcus remains a common cause of non-bullousimpetigo in developing nations.             Infections and Toxin Syndromes Involving the Skin and Soft Tissues Caused by Staphylococcus aureus      Sites of colonization (carrier state)             -  Anterior nares    -  Throat     -  Axillae , perineum     -  Hands     -  Involved skin in individuals with atopic  dermatitis       Sites of colonization in neonates (and sites of infection)             -  Skin     -  Umbilicus     -  Circumcision site     -  Conjunctivae       Superficial pyodermas             -  Primary pyodermas                -  Skin                Impetigo               Bullous  impetigo               Erythema               Botryomycosis                -  Hair follicles                Superficial folliculitis  (follicular or Bockhart  impetigo)               Folliculitis  ( sycosis barbae )               Furuncle (boil)               Carbuncle                -  Intertriginous  sites                Perianal  dermatitis                -  Digital infections                Paronychia               Blistering distal dactylitis                -  After skin disruption                Trauma (physical, thermal)               Foreign body (intravascular catheter, prosthetic device)             -  Secondary pyodermas                -  Impetiginization  of dermatoses  such as atopic  dermatitis, herpes simplex (superinfection )     -  Pyodermas  associated with systemic disease     -  Job syndrome     -  Chédiak -Higashi syndrome     -  Chronic granulomatous  disease       Invasive infections             -  Lymphangitis , lymphadenitis     -  Erysipelas     -  Cellulitis    -  Streptococcal gangrene     -  Pyomyositis    -  Bacteremia , septicemia       Metastatic  skin infections associated with bacteremia  (often S. aureus  acute infections endocarditis )             -  Abscesses (superficial and deep)     -  Septic vasculitis  ( pustular purpura )       Purpura fulminans             -  Disseminated intravascular coagulation associated with staphylococcal bacteremia    -  Meningococcemia-like syndrome       Staphylococcal toxin-associated syndromes             -  Staphylococcal scarlet fever     -  Staphylococcal scalded-skin syndromes     -  Staphylococcal toxic-shock syndrome                         NON-BULLOUS IMPETIGO.    The non-bullous type of impetigo accounts for more than 70 percent of cases of this form of pyoderma. It occurs in children of all ages as well as in adults. Intact skin is usually resistant tocolonization or impetiginization, possibly due to absence of fibronectinreceptors for teichoicacid moieties on S. aureusand group Astreptococcus. Production of bacteriocins, produced by certain S. aureusstrains (phage group 71) and highly bactericidal to group A streptococcus, may be responsiblefor the isolation of only S. aureusfrom some lesions initially caused by streptococci.    History.    In a typical sequence, S. aureus spreads from nose to normal skin (approximately 11 dayslater) and then develop into skin lesions (after another 11 days). Lesions commonly arise on theskin of the face (especially around the nares) or extremitiesafter trauma. Nasal carriers of S. aureuscan present with a verylocalized type of impetigo confined to the anterior naresand the adjacent lip area ; pruritusor soreness of the area is a common complaint . Conditions that disrupt the integrity of theepidermis, providing a portal of entry of impetiginization, include insect bites, epidermal dermatophytoses, herpes simplex, varicella, abrasions, lacerations, and thermal burns.    Cutaneous Lesions.    The initial lesion is a transient vesicle or pustule  that quickly evolves into a honey-coloredcrusted plaque that can enlarge to greater than 2 cm in diameter . Surrounding erythema maybe present. Constitutional symptoms are absent. Regional lymphadenopathymay be present in up to 90 percent of patients with prolonged, untreated infection. Untreated,the lesions may slowly enlarge and involve new sites over several weeks. In some individuals,lesions resolve spontaneously. In others, the lesions extend into the dermis, forming an ulcer(see Staphylococcal Ecthyma      
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