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DISEASES MIMICKING A BURN - OUTCOME AND TREATMENT
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SUMMARY. Burn care is not reserved uniquely to burns. Several diseases have the symptomatology, clinical presentation, com-
plications, treatment requirements, and outcome of burns. Such diseases are: 1. Stevens-Johnson disease; 2. Lyell’s syndrome; 3.
bacterial fasciitis; 4. skin necrosis combined with coagulation disturbances; 5. pemphigoid; and 6. subacute cutaneous lupus ery-

Introduction

Several skin lesions present like burns. Disruption of
the skin layers or its blood supply due to any reason pro-
duces similar lesions that mimic a burn injury. Some of
these diseases are Stevens-Johnson disease, Lyell’s syn-
drome, erythema multiforme, necrotizing fasciitis, auto-
matic skin necrosis and coagulation disturbances (purpura
fulminans, coumarin-induced skin necrosis syndrome),
pemphigoid, and subacute cutaneous lupus erythematosus.
All of these diseases affect the function and viability of
skin and underlying tissues in a way resembling the loss
of skin in burns. Patients suffering from any of these dis-
eases should be admitted to a burn care unit (BCU).*

Burns-mimicking diseases

Stevens-Johnson disease

Stevens-Johnson disease presents as a hypersensitivi-
ty erythema with a sudden onset. It is characterized by
erythematous, multicentric circular lesions also called “tar-
get lesions ”, which have a positive Nikolsky’s sign. It can
involve all the body surface but is usually present in the
hands, feet, and mucous membranes. The cause of Stevens-
Johnson disease is unknown.® Several viruses have been
suspected, such as the herpes viruses, the Epstein-Barr
virus, and HIV.* The presence of a connective tissue dis-
ease, lymphoma, cancer, or Wegener’s granulomatosis
would seem to be a frequent feature. The administration
of certain drugs®” has been implicated as a cause of the
disease (Figs. 1,2).

Lyell’s syndrome - toxic epidermal necrosis

This condition also presents as a systemic toxicity syn-
drome with a sudden onset. The lesions are macular and
have irregular limits and a darker centre. These lesions al-
so have a positive Nikosky’s sign. The aetiology of the
syndrome is likewise unknown but has an immunological
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Figs 1,2 - Patient suffering from Stevens-Johnson syndrome.

basis and is provoked by drugs*" (sulphonamide, anti-
epileptic, allopurinol, penicillins, paracetamol), chemical
agents, and Gram-positive toxins. There is a female-to-
male predominance of 3 to 2 (Figs. 3,4).

Erythema multiforme

Erythema multiforme presents with symmetrical, tar-
get lesions without blisters and usually involves the ex-
tremities without mucosal lesions. It develops after an up-
per respiratory infection, otitis, herpes, or mucoplasma.



Figs. 3,4 - Patient suffering from Lyell’s syndrome.

Necrotizing fasciitis

This condition presents as a necrosis of fascia
and subcutaneous tissue and may involve muscle
and overlying skin.?* It is caused by Streptococ-
cus, Staphylococcus, Enterococcus, Bacteroides,
and clostridial bacteria.

Scalded skin syndrome

This is a syndrome mainly observed in infan-
cy (Ritter’s disease) and childhood; the lesions are
caused by intraepidermal splitting in the granular
layer of the dermis. No epidermal necrosis is pre-
sent, but it can be accompanied by blister forma-
tion with a positive Nikolsky’s sign. The cause is
the exfoliative staphylococcal toxin.

Automatic skin necrosis / purpura fulminans /
coumarin-induced skin necrosis

This form manifests itself with an acute haemorrhagic
necrosis. It is provoked by dysfunction of the protein C an-
ticoagulant system, antithrombin 3, and the factor V' Leiden.
It is inherited as an autosomal dominant trait and is idio-
pathic, with an incidence of 6% in our country (Greece). The
causative agents are mainly drugs (non-steroid anti-inflam-
matory, antibiotics) or an acute severe infection (meningo-
cocci, staphylococci, streptococci, Rickettsia) (Figs. 5,6).

Pemphigoid

This is primarily a dermatological disease. It presents
with flaccid blisters and surrounding erythema and involves
the mucosa."* Its aetiology has an immunological base,
although drugs (penicillamine, captopril) and herpes virus
infections have been accused.

Subacute cutaneous lupus
Skin involvement in lupus is well known. It presents
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Figs. 5,6 - Automatic skin disease.

with erythematous, round, scaling lesions involving the
face, scalp, and mucosa; bullous lesions are rare. The ae-
tiology is unknown, and there is a predominance of fe-
males over males.®

Therapeutic approach

Hospitalization of these patients in a BCU provides
the necessary environment, temperature (30-32 °C), hu-
midity, and infrared lamps to prevent infection. Topical
therapy should be applied as in burns. Depending on the
pathology, drug therapy should be stopped, as in the case
of Stevens-Johnson and Lyell’s syndrome (steroids, aci-
clovir, azathioprine), or initiated, as in the case of necro-
tizing fasciitis, scalded skin syndrome, and pemphigoid.
Heparin and clotting factor replacement should be given
in cases of purpura fulminans. Emergency escharotomy
followed by surgery is mandatory in necrotizing fasciitis”
and in all diseases that cause full-thickness lesions. Plasma-
pheresis has been recommended in cases of pemphigoid
and Lyell’s syndrome.
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Discussion and conclusion

In such cases, high mortality and morbidity can be

diminished by proper handling and hospitalization in a
BCU. The lesions necessitate similar care to burns,

along with fluid resuscitation and dietary instructions.
Patients suffering from these diseases therefore benefit
from admittance to a BCU, where they can receive top-
ical and systemic therapy similar to that given to burns
patients.

RESUME. Les soins des brilures ne sont pas limités uniguement aux brdlures. 1l y a plusieurs maladies qui possédent la symp-
tomatologie, la présentation clinique, les complications, les exigences de traitement et les résultats des brilures. Ces maladies sont
les suivantes : 1. maladie de Stevens-Johnson ; 2. syndrome de Lyell ; 3. fasciite bactérienne ; 4. nécrose cutanée unie a des trou-
bles de la coagulation ; 5. pemphigoide ; 6. lupus érythémaeux cutané subaigu.
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