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Abstract

Background/Objectives: Erythroderma is a rare but potentially life-threatening dermatological
emergency characterised by generalised erythema and scaling involving more than 80% of the total
body surface area. Erythroderma is associated with significant morbidity and mortality due to
systemic complications and diverse underlying aetiologies. Methods: In this narrative review
PubMed and Google Scholar were searched up to February 2026. Studies were screened for relevance
to emergency physicians, with emphasis on epidemiology, diagnostic approach and acute
management. Non-English publications and conference abstracts were excluded. Fifty-seven sources
were included in the final synthesis. Results: Erythroderma most commonly results from
exacerbation of pre-existing inflammatory dermatoses, drug reactions, infections, or cutaneous T-cell
lymphoma. Clinical presentation includes diffuse erythema and scaling affecting 280-90% of body
surface area, often accompanied by pruritus, systemic symptoms, and signs of organ dysfunction.
Systemic complications arise from cutaneous barrier failure and include fluid imbalance,
thermoregulatory dysfunction, cardiovascular strain, protein loss, and secondary infection. Initial
emergency department management prioritises supportive care, fluid and nutritional optimisation,
restoration of skin barrier function, and assessment for organ dysfunction. While definitive
aetiological diagnosis is not always immediately required, certain conditions— particularly severe
drug reactions and infectious causes such as Staphylococcal Scalded Skin Syndrome—necessitate
urgent targeted intervention. Conclusions: Erythroderma represents a syndromic emergency
requiring systematic evaluation and early supportive management. Prompt recognition of high-risk
aetiologies and timely dermatology referral are essential to optimise outcomes and reduce morbidity
and mortality.

Keywords: erythroderma; emergency management; skin support

1. Introduction

Dermatological disease accounts for approximately 4-12% of emergency department (ED) visits
[1-3]. Among these presentations, infectious conditions such as cellulitis and cutaneous abscesses
constitute 46.73-65% of cases [2,4,5]. The majority of dermatological ED visits are non-emergent; up
to 95% of patients younger than 30 years present with conditions that could be managed in primary
care settings [6], thereby placing an avoidable strain on emergency services. Furthermore, many
patients presenting with dermatological complaints have significant co-morbid disease. Of those
requiring hospital admission, as few as 2.2% are admitted to a dedicated dermatology ward [7],
reflecting both the systemic implications of severe cutaneous disease and limited access to specialised
dermatology services.

Erythroderma is a clinical syndrome characterised by generalised erythema and scaling
involving more than 90% of the total body surface area. In patients with skin of colour, erythema may
be more subtle and fine scale may be a diagnostic clue (Figure 1). It is a rare condition, with an
estimated incidence of 1-2 per 100,000 adults (0.001-0.002%) [8]. Erythroderma most commonly
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affects middle-aged males, with a mean age of onset ranging between 42 and 61 years [8-10].
Reported mortality rates vary considerably between studies, ranging from 3.73% to 9.1% [11,12],
likely reflecting heterogeneity in underlying aetiology, patient comorbidities, and healthcare settings.
Importantly, irrespective of the underlying cause, hospitalised patients with erythroderma
demonstrate higher mortality rates per person-years compared to non-erythrodermic patients with
the same dermatological disease as well as population controls [13].

Although erythroderma represents a small proportion of dermatological ED presentations, its
potential for significant morbidity and mortality, combined with frequent admission to non-
dermatological specialties, underscores the importance of early recognition and appropriate initial
management by emergency physicians.

Figure 1. The back of a darker toned skin erythrodermic patient: There is fine scale over the entire back with a
central area of sparing that appears hyperpigmented.

2. Materials and Methods

All elements assessed in the SANRA scale are included in this narrative review [14].

We aimed to provide an overview of erythroderma, evaluate the most common aetiologies and
synthesize emergency management that should be initiated at patient presentation in emergency
units.

A structured search of PubMed and Google Scholar for articles published up to February 2026
was conducted. No date restrictions were applied. A combination of keywords and Medical Subject

V77

Headings (MeSH) terms was used, including “erythroderma”, “emergency medicine”, “emergency
department”, “management”, and “aetiology”. Specific guidelines for emergency management of
different aetiologies of erythroderma were sought.

All study designs were included; including systematic reviews, narrative reviews, cohort
studies, case-control studies, case series, and relevant observational studies. Non-English language
publications and conference abstracts were excluded.

Titles and abstracts were screened for relevance prior to full-text review. Articles were selected
based on their relevance to the emergency physician, with emphasis on epidemiology, diagnostic
approach, acute management, and early referral considerations. Studies focusing exclusively on
definitive long-term management of specific underlying aetiologies were excluded. A total of 57
sources were included in this narrative review.

The authors independently reviewed the literature and met on three occasions to synthesise the
evidence and identify key clinical concepts relevant to the emergency management of erythroderma.
Both authors contributed to manuscript drafting and approved the final version of the manuscript.
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3. Results

3.1. Definition and Pathophysiology of Erythroderma

Erythroderma is defined as generalised erythema and scaling involving the majority of the body
surface area. Historically, involvement of more than 90% of total body surface area (BSA) has been
used as the diagnostic threshold. However, given the systemic complications associated with
widespread cutaneous inflammation, more inclusive definitions of 280% BSA have been adopted [15].

Erythroderma remains incompletely understood and is considered a final common pathway of
dysregulated cutaneous inflammation. In erythrodermic psoriasis, atopic dermatitis, drug reactions,
and certain cutaneous malignancies, a predominance of T-helper 2 (Th2)-skewed inflammation has
been described, characterised by increased levels of interleukin (IL)-4, IL-5, IL-10, and IL-13 [8]. Other
studies have demonstrated prominent roles for IL-1, IL-8, tumour necrosis factor (TNF), and
interferon-y (IFN-y) [16], suggesting heterogeneity in cytokine profiles depending on the underlying
aetiology.

Despite differing upstream triggers, inflammatory pathways converge on increased endothelial
expression of adhesion molecules, enhanced recruitment of inflammatory cells, and amplification of
pro-inflammatory mediators within the dermis. This process accelerates epidermal mitotic activity
and shortens keratinocyte transit time [8,16]. The resultant rapid epidermal turnover leads to
excessive shedding of keratinocytes containing abnormal quantities of amino acids, proteins, and
nucleic acids, clinically manifesting as diffuse scaling. Concurrent dysregulation of angiogenic factors
and inflammatory mediators contributes to cutaneous vasodilatation and the characteristic diffuse
erythema.

The natural history of erythroderma varies according to the underlying aetiology. Systemic
complications are influenced both by the precipitating cause and by the duration of disease prior to
presentation. Prolonged untreated erythroderma may impair physiological compensatory
mechanisms and increase the risk of systemic sequelae.

3.2. Consequences of Erythroderma

Erythroderma represents a state of functional cutaneous failure, with disruption of barrier
integrity, thermoregulation, and metabolic homeostasis. The major systemic consequences include:

1. Metabolic derangement and protein loss

Increased epidermal turnover results in substantial protein loss through exfoliative scaling.
Compared with normal skin, protein loss may increase by approximately 15% in drug reactions and
eczema, and up to 30% in psoriatic erythroderma [16,17]. This may lead to negative nitrogen balance,
loss of muscle mass, peripheral oedema, hypalbuminaemia, and haemodilution [17].

2. Cardiovascular complications

Peripheral vasodilatation and cutaneous shunting may precipitate pedal oedema and high-
output cardiac failure [18-20]. Cardiac arrhythmias have been reported in up to 11% of patients [21].

3. Thermoregulatory dysfunction

Increased heat loss through inflamed and barrier-disrupted skin may result in hypothermia [18].

4. Increased susceptibility to infection

Loss of barrier function facilitates colonisation, particularly by Staphylococcus aureus, and
increases the risk of secondary cutaneous and systemic infection [8,16]. Some studies suggest that
patients with abnormal liver function tests may have an increased susceptibility to infection [21].

5. Increased trans-epidermal water loss

Barrier disruption results in significant trans-epidermal water loss, predisposing patients to
dehydration [22].

These systemic consequences may account for the morbidity and mortality associated with
erythroderma and underscore the need for early recognition and supportive management in the
emergency setting.
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3.3. Causes of Erythroderma

Erythroderma may be present at birth or develop during childhood and, most commonly,
adulthood, with each age group demonstrating distinct underlying aetiologies [8]. Neonatal
erythroderma is typically recognised within specialised neonatal units and is therefore beyond the
scope of this review.

In adults, erythroderma most frequently arises from exacerbation of a pre-existing inflammatory
dermatosis, particularly psoriasis, atopic dermatitis, or contact dermatitis. Other important and
potentially life-threatening aetiologies include cutaneous T-cell lymphoma (CTCL) and severe drug
reactions, including drug reaction with eosinophilia and systemic symptoms (DRESS) and Stevens-
Johnson syndrome/toxic epidermal necrolysis (SJS/TEN). While SJS/TEN represents a distinct entity
characterised by epidermal necrosis rather than classical erythroderma, early presentations may
overlap clinically and warrant consideration in the differential diagnosis.

The mnemonic DELI (Drugs, Existing dermatoses, Lymphoma, Infections) provides a practical
diagnostic framework for the common aetiologies in adult patients. In contrast, paediatric
erythroderma more commonly results from infections or genodermatoses (inherited disorders of
keratinisation and skin barrier function). The acronym DIET (Drugs, Infections, Existing dermatoses,
Terrible genodermatoses) serves as a useful mnemonic in this population.Recognition of age-specific
aetiologies is essential in the emergency setting, as it narrows the differential diagnosis and guides
early investigation and referral. An overview of these causes, their reported prevalence in
epidemiological studies, and key distinguishing clinical features is summarised in Table 1. Table 2
demonstrates the typical time onset of immunologically mediated drug reaction.

Table 1. Table of the aetiology of erythroderma, their respective prevalences and salient disease information.

. Adults Children . . .
Etiology Disease information
(%) *19,12,21,23-26] (%) *[27-31]

A. Exacerbation of In cases of exacerbation of a pre-existing dermatosis, a prior history of the

diagnosed underlying 23to 36.3 20 underlying condition may be elicited. However, some patients may initially present

dermatoses with erythroderma as the first manifestation of their disease.
A multisystem immune-mediated inflammatory disease that classically presents

o with erythematous plaques and silvery scale, often with nail and joint involvement

1. Psoriasis 14.5 to 45 18 o ] o ) .
[32]. Nail findings such as irregular pitting, onycholysis, and “oil drop”
discoloration are important diagnostic clues.
Eczema is a clinical term describing cutaneous inflammation that histologically

2. Eczematous manifests as intercellular oedema of the epidermis (spongiosis) [33]. Like

8t033.9 143 t0 20 . . . ) .

dermatoses erythroderma, it represents a syndrome with multiple etiologies. Common
subtypes are outlined below.
A chronic relapsing pruritic inflammatory dermatosis characterised by scaly

. . patches on a background of xerosis. AD is part of the atopic spectrum, which

2.1 Atopic dermatitis (AD) 8.7 to 21.8 12 A oo . o . .
includes allergic rhinitis, conjunctivitis, asthma, and food allergy [34,35]Fine scaling
commonly accompanies erythrodermic transformation.
Associated with overgrowth of Malassezia furfur, predominantly affecting

. . sebaceous gland-rich areas. In immunocompromised individuals, including
2.2 Seborrheic dermatitis ~ Rare 5

patients with HIV, the disease may generalise. The scale is typically greasy and

yellowish with a bran-like appearance.

A rare papulosquamous disorder in which a trigger activates the IL-23/Th17

o o inflammatory pathway, leading to follicular hyperkeratosis and coalescence into
3. Pityriasis Rubra Pilaris 1

(PRP) 2.4 widespread erythema [36]. PRP is subdivided into six clinical types, with types I,
III, and VI potentially presenting with erythroderma. “Islands of sparing” and
waxy palmoplantar keratoderma are characteristic clinical clues.

Drug reactions may be immunologically or non-immunologically mediated.

B. Drug reactions 7.3 to 67 29 to 42.8 Temporal association with medication exposure is a key diagnostic clue as

demonstrated in table 2. Acute generalized exanthematous pustulosis (AGEP), toxic
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epidermal necrolysis (TEN), and drug reaction with eosinophilia and systemic
symptoms (DRESS) may present with erythroderma [21,24]. Rapid onset of
widespread erythema should raise suspicion for a drug-induced cause. A
comprehensive medication history must include prescription drugs, over-the-
counter preparations, and traditional remedies. In a Chinese cohort, traditional
herbal medications were the most frequently implicated agents [37]. Among
hospitalized erythroderma patients, anticonvulsants are commonly reported culprit
drugs [21,24,26].

A group of non-Hodgkin lymphomas characterized by monoclonal T-cell

C. Cutaneous T Cell

4t021.8 Rare infiltration of the skin without extracutaneous involvement at initial diagnosis [38].
Lymphoma (CTCL) ) ) ) o
Progressive pruritus, lymphadenopathy, and alopecia may be clinical clues.
No identifiable underlying cause despite appropriate investigation.
D. Idiopathic 4.4 to 30 30 ying prie approp 8
Autoimmune or genetic disorders affecting adhesion molecules that maintain
E. Primary blistering R structural integrity between keratinocytes and between the epidermis and dermis.
are
diseases Autoantibodies or genetic mutations may disrupt these adhesion proteins, leading
to widespread blistering and secondary erythroderma.
Genetic syndromes with prominent cutaneous manifestations involving skin, hair,
F. Genodermatoses Rare 18to 70 » .
and nails.
1. Icthysiform Inherited disorders of keratinization characterized by abnormal epidermal
) Rare 25to 31.5 ) o ] .
disorders differentiation and barrier dysfunction [39].
2. ImmunocleﬁciencyR 48 t030 Primary or secondary immune system defects that predispose patients to recurrent
are 8 to
syndromes infections and inflammatory skin disease [40].
G. Infections 12 40
Caused by exfoliative toxins produced by Staphylococcus aureus, leading to
1. Staphylococcal R 7 4t018 superficial epidermal splitting [41-43]. Skin denudation typically begins on the
are 4 to
scalded skin syndrome central face and flexural areas (neck, axillae, groin). Radial fissuring around the
mouth and eyes is a useful clinical clue.
Occurs predominantly in immunocompromised or debilitated individuals with
impaired sensory response [44—46]. In this hyper infestation state, millions of
. Sarcoptes scabiei var. hominis mites inhabit hyperkeratotic scale [46]. Prolonged
2. Crusted scabies  Rare

duration and thick yellow crusted plaques are characteristic. Bedside scraping with
potassium hydroxide microscopy is usually diagnostic. Importantly, crusted

scabies is highly contagious [44].

* Percentages cited are from collated from multiple sources. Ranges are shown so the total per column is greater
than 100%. " Pediatric erythroderma can be further subdivided into neonatal, infantile and childhood

erythroderma. Genodermatoses predominate etiologically in neonatal and infantile erythroderma.

Table 2. Table showing the time of initial drug exposure and likely time of onset of immunologically mediated

drug reactions.

Day 0 D4-7 D7 D14 D21 D28 D35 D40
Urticari
S AGEP SJS/TEN DRESS
Anaphylaxis
Fixed drug
reactions

AGEP: Acute generalized exanthematous pustulosis; SJS: Steven Johnson Syndrome; TEN: Toxic epidermal

necrosis; DRESS: Drug reaction with eosinophilia and systemic symptoms.

AGEP and DRESS are often accompanied by facial edema. AGEP presents with multiple
pustules. DRESS is polymorphic and often progresses from a morbilliform eruption. Italics represent
drug reaction that may present with erythroderma.

© 2025 by the author(s). Distributed under a Creative Commons CC BY license.
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3.4. Clinical Presentation

Patients typically present with diffuse erythema and scaling affecting >80-90% of total body
surface area (BSA). Standardised methods for estimating BSA involvement—commonly used in burn
assessment—including the Rule of Nines, the Lund and Browder chart, and the Berkow formula may
be utilised to quantify disease extent [47]. In addition, the patient’s palm including the fingers
approximates 1% of BSA and may be used as a rapid bedside estimation tool in the emergency setting.

Pruritus and chills or rigors are the most frequently reported symptoms. Arthralgia, skin pain,
and unintentional weight loss may also occur [21,24].

The onset of erythroderma may be acute or develop insidiously over weeks to months. A history
of a preceding dermatosis, such as atopic dermatitis, psoriasis, or cutaneous T-cell lymphoma, may
assist in narrowing the differential diagnosis. Careful elicitation of a recent drug exposure is essential.
Underlying medical conditions may also provide diagnostic clues; for example,
immunocompromised individuals- including those with human immunodeficiency virus infection-
are at increased risk of infectious or drug-induced erythroderma.

Following convergence onto the inflammatory pathway characteristic of erythroderma,
generalised erythema may precede visible exfoliation by approximately 2—-6 days [16]. Progressive
scaling subsequently develops. Periorbital oedema may result in ectropion. Specific examination
findings that may assist with etiological differentiation include:

e  Yellowish thickened palmoplantar skin
e  “Islands of sparing” (patches of uninvolved skin within diffuse erythema)
e Nail abnormalities

e  Character and morphology of scale (fine, lamellar, greasy, or bran-like)

Systemic inflammatory response may manifest as generalised lymphadenopathy and, less
commonly, hepatosplenomegaly [9].

Systemic examination findings often reflect loss of skin barrier and thermoregulatory function,
as well as cardiovascular compensation. Peripheral oedema, hypothermia or hyperthermia, and
cardiac arrhythmias may be present.

3.5. Initial Evaluation and Investigations

Initial investigation should be guided by clinical examination and assessment of organ
dysfunction. Given the recognised association between erythroderma and systemic complications,
baseline laboratory investigations should include full blood count (FBC) with differential and
peripheral smear, liver function tests, renal function tests (urea and creatinine), and serum amylase
and lipase [16,21,48-50]. Blood cultures for microscopy, culture, and sensitivity are advisable, as
secondary infection occurs in a significant proportion of patients; one case series reported secondary
infections in 19.2% of cases [21]. Further organ-specific investigations should be directed by clinical
suspicion and laboratory findings.

Skin biopsy can assist in determining the underlying aetiology. In adult patients,
histopathological findings at the time of erythroderma correlate with the clinical and final diagnosis
in approximately 72.4-85% of cases [12,24]. In neonates and infants (<1 year of age), histopathology
is less specific, contributing to diagnostic confirmation in approximately 41.3% of cases [28]. This
likely reflects broader etiological heterogeneity and overlapping histopathological features in
genodermatoses.

Importantly, while histological evaluation is diagnostically valuable, it is urgent rather than
emergent and should not delay initial stabilisation and supportive management.

3.6. Management of Erythroderma in the Emergency Department

Initial management in the emergency department (ED) should prioritise general supportive care,
restoration of skin barrier function, and identification and treatment of organ dysfunction. While
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efforts should be made to determine the underlying aetiology, definitive management of the primary
disease is not the immediate priority in the acute setting- with specific exceptions such as severe drug
reactions and infectious causes which are outlined below and summarised algorithmically in Figure
3.

3.6.1. General Measures

Fluid Management

Patients frequently experience increased trans-epidermal water loss and may have reduced oral
intake, particularly when mucosal involvement is present. Adequate oral hydration should be
encouraged. If intake is insufficient or there is evidence of dehydration, intravenous crystalloid
replacement should be initiated [16,51].

Nutritional Support

Erythroderma is associated with a hypermetabolic state and increased protein loss through
exfoliative scaling [17]. Oral caloric intake should be increased, with emphasis on high-protein
nutrition. Early consultation with a dietitian may optimise nutritional support [16,17,51].

Discontinuation of Non-Essential Medications

Drug reactions account for 7.3-67% of erythroderma cases [9,21,23-30,52]. All non-essential
medications should be discontinued pending further evaluation. A detailed drug history covering at
least the preceding six weeks—including prescription medications, over-the-counter preparations,
traditional remedies and vaccines—must be obtained.

3.6.2. Skin Specific Measures

Environmental Modification

Patients should be managed in a warm, humid environment to reduce metabolic demand and
assist with thermoregulation. In neonates and infants, admission to a controlled incubator
environment may be beneficial [16,51].

Partial Restoration of Skin Barrier Function

Regular application of emollients (e.g., Cetamacrogol-based moisturisers) or occlusive agents
(e.g., liquid paraffin) helps reduce trans-epidermal water loss, minimise fissuring, and improve
patient comfort [16,51].

Wet wrap therapy may be considered in selected cases. This involves application of a moisturiser
to the skin followed by two layers of bandaging: a damp inner layer and a dry outer layer [53,54].
Wet wraps may be combined with topical corticosteroids in inflammatory dermatoses such as atopic
dermatitis. However, topical corticosteroids under occlusion may increase systemic absorption and
are associated with a non-significant increase in minor skin infections and potential hypothalamic—
pituitary—adrenal axis suppression. These risks may be mitigated by using moisturisers alone and
ensuring daily wrap changes. In outpatient settings, 100% cotton garments may serve as a practical
alternative to bandaging [54].

Anti-Pruritic Measures

Pruritus can be severe and distressing. Liberal use of emollients and systemic antihistamines
may provide symptomatic relief [16,51,52].

© 2025 by the author(s). Distributed under a Creative Commons CC BY license.
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Management of Secondary infection

Secondary infection should be suspected in the presence of fever, purulent exudate, rapidly
worsening erythema, or systemic instability. Appropriate microbiological sampling should be
performed, and empiric antimicrobial therapy initiated in accordance with local guidelines when
clinically indicated.

3.6.3. Definitive Diagnosis and Referral

Although identification of the precise aetiology is important, it is not the primary focus of acute
ED management. Early referral to dermatology for ongoing investigation, skin biopsy (if indicated),
and definitive treatment is essential for optimal long-term outcomes.

3.6.4. Organ Supportive Measures

Organ support should be guided by the presence and severity of dysfunction. Management
should follow institutional protocols for cardiovascular instability, electrolyte imbalance, hepatic or
renal impairment, and sepsis. Early involvement of appropriate specialty services (e.g., intensive
care, infectious diseases, haematology/oncology) may be required depending on clinical
presentation.

Mortality in erythroderma is more frequently related to systemic complications than to
cutaneous inflammation itself; therefore, meticulous supportive care remains the cornerstone of
emergency management.

3.6.5. Etiological Causes That Require Specific Management in the Emergency Department

While most cases of erythroderma are managed initially with supportive measures, certain
aetiologies require urgent, targeted intervention in the emergency setting.

Drug Reactions

A high index of suspicion for drug-induced erythroderma is essential, as prompt
discontinuation of all non-essential and potentially causative medications is critical. Drug reaction
with eosinophilia and systemic symptoms (DRESS) represents a severe and potentially life-
threatening hypersensitivity reaction in which early recognition significantly impacts management
and prognosis [48-50].

Validated diagnostic criteria, including the Bocquet, Japanese Research Committee on Severe
Cutaneous Adverse Reaction (J-SCAR), and RegiSCAR scoring systems, may be applied to assess the
likelihood of DRESS prior to histopathological confirmation [55]. If DRESS is diagnosed or strongly
suspected, additional investigations including quantitative polymerase chain reaction (PCR) testing
for human herpesvirus 6 (HHV-6), HHV-7, Epstein-Barr virus (EBV), and cytomegalovirus (CMV)
may be considered [48].

Management is stratified by severity. Mild to moderate cases may be managed with high-
potency topical corticosteroids and close monitoring. Severe cases, particularly those with internal
organ involvement, require systemic corticosteroids at a dose of 1-2 mg/kg/day of prednisone [48,49].
Escalation of care and multidisciplinary involvement may be necessary in cases of significant hepatic,
renal, or pulmonary dysfunction.

Staphylococcal Scalded Skin Syndrome (SSSS)

Staphylococcal scalded skin syndrome (SSSS) primarily affects neonates and young children but
may occur in immunocompromised adults; it is rare in immunocompetent adults [56]. A history of
preceding impetigo or a localised skin infection may be elicited.

SSSS is a toxin-mediated disorder in which a localised focus of Staphylococcus aureus infection
produces exfoliative toxins, particularly exfoliative toxin B (ET-B) [56,57] .These toxins disseminate
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haematogenously and cleave desmoglein 1, a keratinocyte adhesion molecule, leading to superficial
epidermal splitting.

Diagnostic considerations include obtaining aerobic bacterial cultures from the primary
infectious focus rather than from denuded skin, as cultures from intact infected sites yield higher
positivity rates than blood cultures.

Management includes supportive care and prompt initiation of intravenous anti-staphylococcal
antibiotics. First-generation cephalosporins are recommended, with cefazolin administered at 50-100
mg/kg/day in children and up to 6 g/day in adults, divided into three doses [56,57]. Antibiotic therapy
should be adjusted according to culture results and local resistance patterns.

Crusted Scabies

Crusted scabies should be considered in immunocompromised or debilitated patients
presenting with hyperkeratotic scale and widespread erythema. It represents a hyperinfestation with
Sarcoptes scabiei var. hominis and is highly contagious. Early recognition is essential, as infection
control measures, including patient isolation and contact precautions, must be instituted promptly.
Management includes oral ivermectin (if available) in combination with topical scabicidal and
keratolytic agents.

Stevens—Johnson Syndrome/Toxic Epidermal Necrolysis (SJS/TEN)

Although SJS/TEN represents a distinct entity characterised by epidermal necrosis rather than
classical erythroderma, early presentations may overlap clinically. Rapid progression, mucosal
involvement, skin pain disproportionate to clinical findings, and a positive Nikolsky sign should
raise suspicion. Figure two demonstrates the classical clinical appearance of SJS. Immediate
withdrawal of the offending drug, supportive care in a high-dependency or burn unit setting, and
early specialist referral are critical.

Figure 2. Erythematous macules coalescing into purple dusky patches representing epidermal necrosis.
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Initial Evaluation

History: history of prior dermatological diagnosis, preceding 6-week drug history including over the counter and traditional
medications, history of preceding illness - especially cutaneous infection.

Examination: Vitals (HR, RR, BP, Temperature), general physical exam, clues to specific derm
Investigations: Biochemical work-up in all patients including full blood count, differential count and smear, liver enzyme tests,
urea and creatinine, (and amylase and lipase). Other special investigations dictated by organ dysfunction.
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Warm humid environment
Consider an incubator in
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Nutrition

1. Increase caloric
intake

2. High protein diet

Barrier support
1. Moisturizer
2. Consider Wet Wrap

(moisturizer --> wet bandage --

>dry bandage)

1. Calculate validated
probability score i.e. RegiSCAR,
J-SCAR or Bocquet

2. If high likelihood and severe
disease start Prednisone
1mg/kg/day systemically

Discontinue all non-
essential medication
especially if there is
suspected culprit drug.

Anti-pruritic
1. Emollients
2. Anti-histamines

S$88S:

Intravenous antibiotics:
Cefazolin 50mg-100mg/kg/day
or 6g/day in three divided doses

Dermatology referral

1. Skin biopsy

2. Definitive etiological
diagnosis and management

Underlying dermatoses:

Treat underlying dermatological
disease. This can be deferred to
the dermatologist.

Figure 3. Figure showing emergency department management approach to the erythrodermic patient.

4. Discussion

Significant gaps remain in the understanding of the converging pathways in erythroderma and
in evidence based emergency management. Much of the available literature is derived from
retrospective cohort studies and single-centre case series, limiting generalisability. Prospective
multicentre studies are needed to better define early predictors of organ dysfunction, stratify risk,
and guide triage decisions in the emergency setting.

Standardised clinical pathways for the initial evaluation and management of erythroderma in
emergency departments have not been widely established. Development and validation of structured
assessment algorithms may improve early recognition of high-risk aetiologies such as severe drug
reactions, cutaneous lymphoma, and toxin-mediated infections.

Emerging targeted immunomodulatory therapies have transformed the management of
inflammatory dermatoses; however, their role in acute erythrodermic presentations requires further
investigation. Additionally, improved biomarkers—clinical, laboratory, and molecular—may
enhance early etiological differentiation and inform personalised treatment strategies.

Future research should prioritise integration of dermatology expertise within acute care
pathways to optimise outcomes for patients presenting with this complex and potentially life-
threatening condition.

5. Conclusions

Erythroderma represents a dermatological emergency and a syndromic presentation with
diverse underlying aetiologies. Early recognition is critical, as widespread cutaneous inflammation
may be associated with significant systemic complications, including fluid imbalance,
thermoregulatory dysfunction, cardiovascular instability, and secondary infection.

Initial management in the emergency department should prioritise supportive care, restoration
of skin barrier function, and identification and treatment of organ dysfunction. While definitive
etiological diagnosis is not always immediately required, clinicians must maintain a high index of
suspicion for conditions requiring urgent targeted intervention, including severe drug reactions such
as DRESS and infectious causes such as staphylococcal scalded skin syndrome.

Distributed under a Creative Commons CC BY license.
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Timely referral to dermatology is essential to facilitate accurate diagnosis, guide definitive
therapy, and optimise long-term outcomes. A structured, systematic approach to the patient with
erythroderma can improve early management and potentially reduce morbidity and mortality.
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