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Mal de Meleda (MDM) is a rare hereditary skin disorder classified as an autosomal recessive palmoplantar keratoderma, with an estimated prevalence of 1 in 100,000 individuals. It is commonly linked to consanguineous parentage and typically presents during early childhood. The hallmark features of the condition include transient thickening of the palms and soles, skin sclerosis and atrophy, scleroatrophic erythematous lesions, pseudoainhum formation around the digits, and erythema around the mouth. Due to its rarity, many dermatologists may lack clinical familiarity with MDM. Moreover, there is considerable phenotypic similarity between Mal de Meleda and other forms of palmoplantar keratoderma, as well as certain erythrokeratodermas, making clinical differentiation particularly difficult. Therefore, genetic testing to identify causative mutations plays a crucial role in confirming the diagnosis. Genetic alterations in the SLURP1 gene, which encodes the secreted Ly-6/uPAR-related protein 1, have been identified as key contributors to the development of Mal de Meleda (MDM). SLURP1 plays a critical role in maintaining epidermal equilibrium by regulating essential processes such as keratinocyte (KC) proliferation, terminal differentiation, programmed cell death (apoptosis), and cornification. Furthermore, reduced SLURP1 expression has been linked to the pathogenesis of various epithelial cancers, suggesting its broader significance in maintaining epithelial tissue integrity and suppressing tumors. The management of Mal de Meleda remains a clinical challenge, as current therapeutic approaches are largely limited to alleviating symptoms rather than addressing the underlying cause. Systemic retinoids, particularly acitretin, have demonstrated efficacy in reducing epidermal hyperkeratosis and enhancing clinical outcomes. Nonetheless, prolonged administration may lead to significant side effects, necessitating close clinical supervision. This case report contributes to the medical literature by documenting a rare presentation of Mal de Meleda, highlighting the importance of recognizing atypical clinical features and implementing accurate diagnostic and therapeutic interventions. Psoriasis is a chronic, immune-mediated inflammatory dermatosis that exerts a profound effect on patients’ quality of life. The disease typically follows a relapsing-remitting course and is frequently associated with a spectrum of comorbid conditions. In pediatric populations, the etiology of psoriasis is multifactorial, involving a combination of genetic susceptibility, environmental triggers, psychosocial stressors, obesity, physical trauma, cutaneous irritation, and exposure to certain pharmacological agents such as lithium, β-blockers, and tumor necrosis factor (TNF) inhibitors. Moreover, systemic inflammatory disorders like Crohn’s disease and juvenile idiopathic arthritis have been linked to an increased risk of psoriasis in children. The disease burden is considerable in adults, but poses even greater challenges in pediatric patients, where atypical clinical presentations may hinder timely and accurate diagnosis. It is essential for dermatologists to accurately differentiate Mal de Meleda (MDM) from psoriasis, as these conditions may exhibit overlapping clinical features yet diverge significantly in therapeutic response and long-term prognosis. Distinctive diagnostic clues—such as very early disease onset, autosomal recessive mode of inheritance, and the hallmark transgradient pattern of palmoplantar keratoderma—can aid in distinguishing MDM from the more prevalent psoriasis vulgaris. Although biologic therapies targeting TNF-α and IL-17A have shown limited efficacy in MDM, systemic retinoids continue to represent a clinically effective therapeutic option for managing this rare genodermatosis.

Keywords
Mal de Meleda, palmoplantar keratoderma, psoriasis, PPK, IL-17A


Introduction

Mal de Meleda (MDM) represents a rare subtype of palmoplantar keratoderma (PPK), inherited in an autosomal recessive pattern, with an estimated prevalence of approximately 1 in 100,000 individuals (1). The condition was initially documented by Stulli in 1826 and subsequently characterized in more detail by Meleda in 1829, from which its nomenclature is derived (2). Clinical manifestations of PPK typically arise between birth and the age of three years. Hallmark features include transgradient hyperkeratosis with well-defined borders, nail dystrophy, scleroatrophic erythematous lesions, the formation of pseudoainhum around the digits, and erythema localized to the perioral region (1).

The therapeutic management of Mal de Meleda remains complex, as current treatment modalities are largely palliative, aiming to relieve symptoms rather than cure the disease. Systemic retinoids, such as acitretin, have demonstrated clinical efficacy in mitigating hyperkeratosis and alleviating associated symptoms (3). Nevertheless, prolonged administration is frequently linked to potential adverse effects, necessitating vigilant monitoring and individualized risk-benefit assessment (4). This case report enhances the existing body of knowledge by detailing a rare presentation of Mal de Meleda, underscoring the need for heightened clinical awareness of atypical phenotypes and the adoption of precise diagnostic and therapeutic approaches.

Pathogenic variants in the SLURP1 gene, which encodes the secreted mammalian Ly-6/uPAR-related protein-1 (SLURP1), have been identified as causative in the development of Mal de Meleda (MDM). SLURP1 plays a pivotal role in maintaining epidermal homeostasis by regulating key biological processes such as keratinocyte (KC) proliferation, terminal differentiation, programmed cell death (apoptosis), and cornification (5). Furthermore, diminished SLURP1 expression has been associated with the pathogenesis of several epithelial malignancies, indicating its broader relevance in epithelial tissue integrity and tumor suppression (6).

From a clinical standpoint, many dermatologists may lack familiarity with Mal de Meleda (MDM) due to its rarity. Moreover, there is considerable phenotypic overlap between MDM, certain erythrokeratodermas, and various forms of palmoplantar keratoderma, making accurate clinical differentiation particularly difficult. As such, reliance solely on physical examination and symptomatology is often insufficient, and genetic analysis to identify pathogenic mutations is essential for establishing a definitive diagnosis.

In contrast, psoriasis is a relatively common, chronic inflammatory dermatosis with a well-documented genetic predisposition, marked by intricate disturbances in epidermal proliferation and differentiation. Although pediatric psoriasis is increasingly recognized, its exact prevalence remains uncertain. This condition can profoundly affect a child’s life, impairing physical health, emotional wellbeing, and social interactions, thereby diminishing overall quality of life. Importantly, children should not be viewed as merely smaller versions of adults; pediatric psoriasis is distinct from adult-onset forms in terms of epidemiology, clinical features, therapeutic strategies, and its long-term medical and psychosocial consequences (7).



Epidemiology

The majority of documented cases of Meleda disease have originated from regions in and around the former Yugoslavia. The estimated prevalence is approximately one in 100,000 individuals (1, 8). Clinical manifestations typically emerge shortly after birth, and the condition does not exhibit any predilection based on sex or ethnic background, indicating an equal susceptibility across populations (8).

It is hypothesized that Meleda disease originated on the Croatian island of Mljet (Figure 1), where individuals were isolated in 1826 due to outbreaks of plague and other infectious conditions (8). During this period of seclusion, consanguineous relationships are believed to have occurred, contributing to the emergence and propagation of Meleda disease within the local population (8).


[image: Map highlighting a region of southeastern Europe, including Croatia, Bosnia and Herzegovina, and Montenegro. Shows cities like Zagreb and Dubrovnik. A magnified inset focuses on islands in the Adriatic Sea near Meleda.]
FIGURE 1
The geographical location of Meleda island in the Adriatic Sea, where the family described in this case originates.


Psoriasis is a chronic, immune-mediated inflammatory dermatosis. In the pediatric population, its prevalence is estimated to range from 0.5% to 8.5%, with certain studies indicating a slightly higher incidence among females (9–11).


Materials and methods

Informal consent was obtained from the patient, and the research complies with the ethical principles of the Declaration of Helsinki. Approval was obtained from the Ethics Committee of Emergency Hospital “Sfantul Apostol Andrei” Galati, No.4654 on the date of 04.03.2025.



Clinical case

We report the case of a 75-year-old patient from a rural area who presented to the Emergency Department with marked asthenia, wheezing, and mild dyspnea. The patient stated that he had been suffering from this condition since around the age of one. Family history revealed the presence of the same condition in another family member, namely the patient’s sister. However, his four children did not suffer from this disorder.

The patient had never undergone a dermatological consultation, so the diagnosis had not confirmed. His medical history includes type II diabetes mellitus treated with oral antidiabetic medications, diagnosed at the age of 71, and stage III arterial hypertension, for which treatment has been neglected.

His occupational history reveals that the patient was a driver and resides in a rural area. General clinical examination shows a BMI of 61.98, emphysematous facies, and morbid obesity. The skin shows a dense, hyperkeratotic, waxy layer covering the entire surface of the palms and soles. The keratoderma extends proximally to the wrists and the soles of both feet. On the dorsal sides of the hands and feet, poorly defined erythematous-squamous plaques of varying sizes and shapes could be observed (Figures 2–4).


[image: A hand is shown from different angles, displaying significant dryness and flakiness with peeling skin. The skin appears rough and chapped, with a whitish layer covering the surface.]
FIGURE 2
Extensive hyperkeratosis with fissures extended over the wrist and whitish scales.



[image: A person lying on a bed in striped pajamas with their feet visible. The feet appear to have excessive calluses and discoloration.]
FIGURE 3
Extensive hyperkeratotic plaque with well demarcated erythema and onicodistrophy. Dorsal side of the foot presenting diffuse erythema, scaling, severe nail dystrophy and several pustular lesions on the halux.



[image: A foot with severe skin damage, showing thickened, discolored, and swollen areas, particularly around the toes. The toes have notable deformities and a crusty appearance. The background includes a hospital setting with a tiled floor, bed, and white linens.]
FIGURE 4
Plantar side of the foot affected by severe yellowish hyperkeratosis especially on the pressure areas. The nails are thickened with hyperkeratotic material underneath.


The patient stated that he had been suffering from this condition since around the age of one. Family history indicates that his parents and grandparents had no dermatological conditions. Among his siblings, he mentioned a sister who had similar lesions but passed away due to a cardiovascular condition. The patient also mentioned that he has four children (ages not specified), none of whom have dermatological lesions.

Although dermatological consultations had been recommended by his family doctor over the years, the patient did not avail himself of these services. This is his first hospital admission, during which dermatology, plastic surgery, and histopathological examinations were requested.

The nails show onychomycosis. Subcutaneous adipose tissue is excessively represented. The muscular system is normotonic and normokinetic. The osteoarticular system is clinically intact but shows arthralgia in the hands and feet.

Respiratory system examination: intermittent wheezing, kyphotic thorax, equal and symmetrical costal excursions, vocal fremitus is weakly transmitted on both hemithoraces, and respiratory rate at admission is 12 breaths/min.

Cardiovascular, digestive, renal, and neurological systems without pathological changes.

Paraclinical examination reveals mild leukocytosis (11.80 uL), hyperglycemia (414.44 mg/dl), moderate inflammatory syndrome (ESR = 40 mm/h, CRP = 37.20 mg/L), and negative tumor markers.

The histopathological examination revealed (Figures 5–8). The examined skin fragment reveals an epidermis with marked hyperkeratosis, both ortho- and parakeratosis (confluent, with accumulations of neutrophils at this level—Munro microabscesses), a granular layer of variable thickness, with hypergranulosis and agranulosis, Kogoj pustules, regular psoriasiform acanthosis with elongated epidermal ridges, some rounded at the ends and fused at this level. The superficial dermis shows congested blood vessels, some with a tortuous appearance, and a perivascular inflammatory infiltrate consisting of lymphocytes, histiocytes, neutrophils (minimal), and extravasated red blood cells. Areas of erythrocyte exocytosis are also observed at the epidermal level.


[image: Microscopic image of a cross-section of human skin, showing layers with varying cell densities. The outermost epidermis appears darker due to closely packed cells, while the underlying dermis has a lighter, fibrous texture. The image is stained with hematoxylin and eosin, giving pink and purple hues.]
FIGURE 5
HEx100—Skin section showing marked hyper-parakeratosis with a granular layer of variable thickness, a regular, psoriasiform, acanthotic epidermis with tortuous capillaries in the superficial dermis and chronic inflammatory infiltrate.



[image: Histological image showing layers of cells stained in shades of pink and purple. The upper layer consists of tightly packed cells, while the lower layer features irregularly shaped cells with a fibrous texture.]
FIGURE 6
HEx100—Extreme tortuosity of dermal capillaries, extravasated erythrocytes.



[image: Microscopic image showing tissue stained in various shades of pink and purple. The cellular structures vary in density, with some areas appearing densely packed and others more sparse. The pink regions indicate connective tissue, while the purple areas represent clusters of cells.]
FIGURE 7
HEx100—Another skin biopsy aspect of the same patient with Kogoj pustule.



[image: Microscopic image of human skin tissue stained in pink and purple hues. Layers of cells are visible, with distinct separation between the epidermis and dermis. The texture and density of cells vary across the sections, highlighting different tissue structures.]
FIGURE 8
HEx100—Same patient with Munro microabcesses in the parakeratotic scale, focal agranulosis and more abundant inflammation in the superficial dermis.


The described histopathological features are consistent with a diagnosis of psoriasis vulgaris. Note: Considering the patient’s clinical presentation and history, Mal de Meleda can be considered as a differential diagnosis. A clinicopathological correlation is recommended, along with further examination using special stains for fungi (PAS), and referral to a dermatology clinic.

Singer et al. described a similar case (12). A seven-year-old girl with an erythematous-squamous skin rash was admitted to our clinic for diagnosis and treatment, following a transfer from a county hospital. Her family history included a maternal aunt with psoriasis. Upon admission, the patient exhibited prominent, well-defined, non-itchy erythematous plaques, covered with thick, silvery-white scales that were easily exfoliated. The lesions were present on the scalp, ear lobes, neck, trunk, limbs, periungual areas, as well as the axillary and genital regions—dermatological examination led to a diagnosis of psoriasis vulgaris in patches and plaques, which was confirmed histopathologically. With local dermatological treatment, the condition improved; the thick scales diminished, and gradual clearance of the psoriasis was observed. This case was highlighted due to the rarity of psoriasis vulgaris appearing at such an early age.



Dermatological diseases and quality of life

Extensive research examining the impact of dermatological diseases on quality of life has provided valuable understanding in recent years. Individuals affected by these conditions—particularly those living with psoriasis—often experience considerable physical, emotional, and social distress (13–15). Findings by Mease and Menter (16) reveal that quality of life is significantly compromised in patients with widespread psoriasis or when lesions are located on visible or sensitive areas, including the face, hands, or genital region. Additionally, symptoms such as cutaneous pain and discomfort (17–19) have been shown to negatively affect essential aspects of daily functioning, including sleep quality, emotional wellbeing, and overall life satisfaction (20–22). Global studies further support a strong correlation between psoriasis and psychological disorders, especially depression and anxiety (23–26). Importantly, younger patients and those with severe clinical presentations appear to be at greater risk of experiencing these mental health challenges (27–29).




Discussion

Mal de Meleda (MDM) is characterized by transgradient erythematous lesions primarily affecting the palms and soles, with cutaneous manifestations that frequently progress with advancing age. In some cases, MDM may mimic psoriasis, particularly when additional anatomical sites such as the scalp, elbows, or knees are involved. Accurate diagnosis of MDM is based on several key criteria, including its mode of inheritance, age of onset, morphological characteristics of lesions, and the specific pattern of hyperkeratosis distribution. Genetic testing remains the definitive method for diagnosis and plays a critical role in guiding therapeutic decisions (29).

Differentiating MDM from psoriasis is essential, given the variation in their responses to biologic agents and the elevated risk of skin malignancies associated with MDM. Typically, MDM presents shortly after birth and is inherited in an autosomal recessive manner. Although both conditions may exhibit well-demarcated erythematous plaques with scaling and nail abnormalities such as subungual hyperkeratosis and onycholysis, MDM is uniquely defined by its “stocking and glove” distribution pattern (transgradiens). Furthermore, features such as sclerodactyly and constrictive bands around the digits (pseudoainhum), which are prominent in MDM, are rarely observed in psoriasis.

From a histopathological perspective, differentiating between psoriasis and Mal de Meleda (MDM) can be challenging, as both may exhibit overlapping features such as parakeratosis, orthokeratosis, epidermal hyperplasia (acanthosis), Munro’s microabscesses, and a perivascular lymphocytic infiltrate. Nevertheless, immunohistochemical analysis reveals that SLURP-1 mRNA expression is upregulated by interleukin (IL)-22 in psoriatic lesions, whereas SLURP-1 is either absent or expressed at very low levels in MDM. Consequently, SLURP-1 immunostaining can serve as a useful diagnostic tool to distinguish between the two conditions.

The cytokine milieu involving TNF-alpha, IL-17, and IL-22 is well-established in the pathogenesis of psoriasis. However, the immunological pathways implicated in MDM remain insufficiently defined. Biologic therapies targeting TNF-alpha or IL-17A, which have shown efficacy in treating psoriasis, generally yield limited therapeutic benefit in MDM. Management of MDM typically involves systemic retinoids and topical keratolytic agents, whereas immunosuppressive drugs such as methotrexate and cyclosporine—commonly used in psoriasis—are largely ineffective in MDM cases.

Recent investigations indicate that pediatric patients with psoriasis have approximately double the risk of developing comorbid conditions compared to healthy children. Psoriasis has been associated with several autoimmune and inflammatory diseases, including type 1 diabetes, rheumatoid arthritis, Crohn’s disease, systemic lupus erythematosus, vitiligo, alopecia areata, eczema, and lichen planus. While psoriasis can be clinically mistaken for seborrheic dermatitis or nutritional deficiencies such as avitaminosis, these conditions may also coexist with psoriasis. In pediatric populations, psoriasis is frequently observed alongside atopic dermatitis.

Furthermore, childhood psoriasis—particularly in boys—is associated with a higher prevalence of obesity, which correlates with increased disease severity compared to children of normal body weight. One of the most critical associated conditions is psoriatic arthritis, although its exact prevalence among children remains unclear. Psoriatic arthritis can manifest at any age but commonly presents between 2–3 and 9–12 years. It typically causes joint discomfort, predominantly in the digits. Younger children, especially girls, more frequently exhibit oligoarticular involvement or dactylitis, whereas older boys often demonstrate features of enthesitis and axial skeletal involvement.

Clinically, a considerable number of dermatologists may lack familiarity with this uncommon genetic disorder. Moreover, Mal de Meleda (MDM) shares phenotypic characteristics with erythrokeratodermas and various forms of palmoplantar keratoderma, which complicates the diagnostic process. As a result, relying solely on clinical presentation often proves insufficient for an accurate diagnosis. Molecular genetic testing to identify pathogenic mutations plays a pivotal role in confirming the diagnosis of MDM.

Singer et al. reported a similar case involving a seven-year-old girl who presented with an erythematous-squamous skin rash. She was referred to our clinic for diagnosis and treatment after being transferred from a county hospital. Her family history revealed a maternal aunt with psoriasis. Upon examination, the patient displayed prominent, well-defined, non-itchy erythematous plaques covered with thick, silvery-white scales that were easily exfoliated. The lesions were distributed across the scalp, ear lobes, neck, trunk, limbs, periungual areas, as well as the axillary and genital regions. A dermatological evaluation confirmed the diagnosis of psoriasis vulgaris in the form of patches and plaques, which was further validated histopathologically. Following localized dermatological treatment, her condition improved, with a reduction in the thick scales and gradual clearance of the psoriasis. This case was notable due to the uncommon occurrence of psoriasis vulgaris at such a young age.

Oral administration of acitretin may provide therapeutic benefit in managing Mal de Meleda (MDM); however, its prolonged use is generally discouraged due to the potential for adverse effects. In certain cases, surgical intervention has also been documented as a treatment approach (30).

In summary, establishing a definitive diagnosis of MDM remains a clinical challenge. Evidence suggests that interleukin-17A (IL-17A) may contribute to the inflammatory cascade associated with MDM. High-dose administration of ixekizumab, an IL-17A inhibitor, may offer symptomatic relief in affected individuals. Nevertheless, our study did not assess the expression levels of IL-17A or TNF-α within the lesional tissue prior to therapeutic intervention.

Differentiating MDM from psoriasis is critical due to their distinct therapeutic responses, particularly with respect to biologic agents, as well as differing risks for the development of cutaneous malignancies. Certain clinical indicators, such as age at disease onset and family history, can assist in diagnosis: MDM typically emerges in early infancy and is inherited in an autosomal recessive pattern. Although both MDM and psoriasis may present with sharply defined erythematous plaques with scaling and nail abnormalities like subungual hyperkeratosis and onycholysis, MDM is notably characterized by a transgradient (stocking-and-glove) distribution. Furthermore, features such as sclerodactyly and digital constriction bands (pseudoainhum), which are hallmark signs of MDM, are rarely encountered in psoriasis.

Histopathological differentiation between the two disorders can be difficult, as both conditions may exhibit overlapping microscopic findings, including parakeratosis, orthokeratosis, epidermal thickening (acanthosis), Munro’s microabscesses, and a perivascular lymphocytic infiltrate. However, SLURP-1 immunohistochemistry provides valuable diagnostic insight: in psoriasis, SLURP-1 mRNA expression is upregulated in response to IL-22, whereas in MDM, SLURP-1 is either absent or minimally expressed, facilitating differentiation between the two conditions.

Bertrand Favre and collaborators have shown that SLURP1 functions as a late-stage marker of epidermal differentiation and can be detected in multiple biological secretions, including sweat, saliva, tears, and urine. In the context of Mal de Meleda (MDM), they discovered a novel point mutation—R71H—in the SLURP1 gene as the pathogenic variant responsible for the disorder. Furthermore, their research was the first to evaluate the functional consequences of several SLURP1 mutations at the protein level. The results demonstrated that SLURP1 expression is markedly reduced or virtually absent in the skin and sweat of individuals affected by MDM. As a result, a straightforward immunological assay may be sufficient to diagnose the majority of MDM cases.

Other hereditary form of palmoplantar keratoderma especially those associated with mutations in KRT1, KRT9 and KRT0, may also present with overlapping clinical features. Although genetic confirmation was not available in this case, the clinical phenotype was highly suggestive of Mal de Meleda. Nonetheless, differential diagnosis should consider such variants, as discussed in recent literature (31).



Conclusion

In conclusion, it is essential for dermatologists to accurately differentiate Mal de Meleda (MDM) from psoriasis, as both conditions can exhibit overlapping clinical features, yet differ markedly in their therapeutic response and long-term prognosis. Distinctive characteristics that aid in distinguishing MDM include its very early onset, autosomal recessive mode of inheritance, and the presence of a transgradient pattern of palmoplantar keratoderma, features that are not typically observed in psoriasis vulgaris. Although biologic agents targeting tumor necrosis factor-alpha (TNF-α) and interleukin-17A (IL-17A) have demonstrated limited therapeutic benefit in MDM, systemic retinoids continue to offer a practical treatment avenue. The clinical case presented here was notable for its early manifestation and a familial history of similar dermatoses.

Beyond the physical manifestations, psoriasis imposes a considerable emotional and psychosocial burden, affecting patients’ social interactions and interpersonal relationships. Acknowledging the psychological and psychiatric comorbidities associated with psoriasis is critical to comprehensive care. Tailored interventions—such as cognitive-behavioral therapies, supportive counseling, and pharmacological treatment for mood disorders—can enhance disease management and improve overall quality of life. Further studies are warranted to investigate psychological traits, including temperament and attachment styles, among individuals with chronic dermatological conditions, which may inform more personalized therapeutic strategies.

To summarize, clear differentiation between MDM and psoriasis remains imperative, given their contrasting therapeutic pathways and disease trajectories. Hallmarks such as neonatal or early childhood onset, hereditary transmission via autosomal recessive inheritance, and characteristic transgradient keratoderma are pivotal for recognizing MDM. While standard biologic therapies used in psoriasis offer limited benefit in MDM, retinoid-based regimens and topical keratolytics are central to its management.

Furthermore, while the cytokine milieu comprising TNF-α, IL-17, and IL-22 has been extensively delineated in psoriasis pathophysiology, its specific role in MDM remains inadequately characterized. Our observations reaffirm that biologics directed against TNF-α and IL-17A show minimal clinical response in MDM cases. Consequently, systemic retinoids and keratolytic topical agents remain the cornerstone of treatment, as conventional immunosuppressive therapies used in psoriasis—such as methotrexate and cyclosporine—have limited utility in the context of MDM.



Data availability statement

The original contributions presented in this study are included in this article/supplementary material, further inquiries can be directed to the corresponding author.



Ethics statement

Informal consent was obtained from the patient, and the research complies with the ethical principles of the Declaration of Helsinki. Approval was obtained from the Ethics Committee of Emergency Hospital “Sfantul Apostol Andrei” Galati, No.4654 on the date of 04.03.2025. The studies were conducted in accordance with the local legislation and institutional requirements. The participants provided their written informed consent to participate in this study. Written informed consent was obtained from the individual(s) for the publication of any potentially identifiable images or data included in this article.



Author contributions

CO: Methodology, Resources, Project administration, Investigation, Writing – original draft. A-MS: Funding acquisition, Data curation, Writing – original draft, Conceptualization, Visualization. EN: Writing – original draft, Methodology, Formal analysis, Investigation, Visualization, Project administration.



Funding

The authors declare that no financial support was received for the research and/or publication of this article.



Conflict of interest

The authors declare that the research was conducted in the absence of any commercial or financial relationships that could be construed as a potential conflict of interest.



Generative AI statement

The authors declare that no Generative AI was used in the creation of this manuscript.

Any alternative text (alt text) provided alongside figures in this article has been generated by Frontiers with the support of artificial intelligence and reasonable efforts have been made to ensure accuracy, including review by the authors wherever possible. If you identify any issues, please contact us.



Publisher’s note

All claims expressed in this article are solely those of the authors and do not necessarily represent those of their affiliated organizations, or those of the publisher, the editors and the reviewers. Any product that may be evaluated in this article, or claim that may be made by its manufacturer, is not guaranteed or endorsed by the publisher.



References

	1. Perez C, Khachemoune A. Mal de Meleda: a focused review. Am J Clin Dermatol. (2016) 17:63–70. doi: 10.1007/s40257-015-0157-1

	2. National Organization for Rare Disorders [NORD]. Available online at: https://rarediseases.org/ (accessed April 12, 2024) (2023)

	3. Dev T, Mahajan V, Sethuraman G. Hereditary palmoplantar keratoderma: a practical approach to the diagnosis. Indian Dermatol Online J. (2019) 10:365–79. doi: 10.4103/idoj.IDOJ_367_18

	4. Fischer J, Bouadjar B, Heilig R, Huber M, Lefèvre C, Jobard F, et al. Mutations in the gene encoding SLURP-1 in Mal de Meleda. Hum Mol Genet. (2001) 10:875–80. doi: 10.1093/hmg/10.8.875

	5. Arredondo J, Chernyavsky A, Webber R, Grando S. Biological effects of SLURP-1 on human keratinocytes. J Invest Dermatol. (2005) 125:1236. doi: 10.1111/j.0022-202X.2005.23973.x

	6. Adeyo O, Allan B, Barnes R, Goulbourne C, Tatar A, Tu Y, et al. Palmoplantar keratoderma along with neuromuscular and metabolic phenotypes in Slurp1-deficient mice. J Invest Dermatol. (2014) 134:1589–98. doi: 10.1038/jid.2014.19

	7. Benoit S, Hamm H. Childhood psoriasis. Clin Dermatol. (2007) 25:555–62. doi: 10.1016/j.clindermatol.2007.08.009

	8. National Organization for Rare Disorders [NORD]. “Meleda Disease”. Danbury: National Organization for Rare Disorders (2019).

	9. The Dermatologist. Diagnosis: Mal de Meleda | The Dermatologist. Available online at: www.the-dermatologist.com (accessed December 14, 2019);(2019)

	10. Tollefson M, Crowson C, McEvoy M, Maradit Kremers H. Incidence of psoriasis in children: a population-based study. J Am Acad Dermatol. (2010) 62:979–87. doi: 10.1016/j.jaad.2009.07.029

	11. Gelfand J, Weinstein R, Porter S, Neimann A, Berlin J, Margolis D. Prevalence and treatment of psoriasis in the United Kingdom: a population-based study. Arch Dermatol. (2005) 141:1537–41. doi: 10.1001/archderm.141.12.1537

	12. Singer C, Co soveanu S, Stoica LE, Georgescu DM, Puiu I, Neagoe D, et al. Psoriasis vulgaris in children — case presentation. Curr Health Sci J. (2016) 42:97–101. doi: 10.12865/CHSJ.42.01.14

	13. Jafferany M, Pastolero P. Psychiatric and psychological impact of chronic skin disease. Prim Care Companion CNS Disord. (2018) 20:17nr02247. doi: 10.4088/PCC.17nr02247

	14. Koo J, Ho R, Thibodeaux Q. Depression and suicidality in psoriasis and clinical studies of brodalumab: a narrative review. Cutis. (2019) 104:361–5.

	15. Rigas H, Bucur S, Ciurduc D, Nita I, Constantin M. Psychological stress and depression in psoriasis patients - a dermatologist’s perspective. Maedica. (2019) 14:287–91. doi: 10.26574/maedica.2019.14.3.287

	16. Mease P, Menter M. Quality-of-life issues in psoriasis and psoriatic arthritis: outcome measures and therapies from a dermatological perspective. J Am Acad Dermatol. (2006) 54:685–704. doi: 10.1016/j.jaad.2005.10.008

	17. Yosipovitch G, Goon A, Wee J, Chan Y, Goh C. The prevalence and clinical characteristics of pruritus among patients with extensive psoriasis. Br J Dermatol. (2000) 143:969–73. doi: 10.1046/j.1365-2133.2000.03829.x

	18. McKenna K, Stern R. The impact of psoriasis on the quality of life of patients from the 16-center PUVA follow-up cohort. J Am Acad Dermatol. (1997) 36:388–94. doi: 10.1016/s0190-9622(97)80214-9

	19. Schuster B, Peifer C, Ziehfreund S, Tizek L, Biedermann T, Zink A, et al. Happiness and depression in psoriasis: a cross-sectional study in Germany. Qual Life Res. (2022) 31:1761–73. doi: 10.1007/s11136-021-02991-2

	20. Ljosaa T, Rustoen T, Mörk C, Stubhaug A, Miaskowski C, Paul S, et al. Skin pain and discomfort in psoriasis: an exploratory study of symptom prevalence and characteristics. Acta Derm Venereol. (2010) 90:39–45. doi: 10.2340/00015555-0764

	21. Alariny A, Farid C, Elweshahi H, Abbood S. Psychological and sexual consequences of psoriasis vulgaris on patients and their partners. J Sex Med. (2019) 16:1900–11. doi: 10.1016/j.jsxm.2019.08.017

	22. Lada G, Talbot P, Chinoy H, Warren R, McFarquhar M, Kleyn C. Brain structure and connectivity in psoriasis and associations with depression and inflammation; findings from the UK biobank. Brain Behav Immun Health. (2022) 26:100565. doi: 10.1016/j.bbih.2022.100565

	23. Petito A, Piazzoli A, Altamura M, Bellomo A, Bernardini F, Scarponi L, et al. Psychosomatic syndromes and symptom severity in chronic psoriasis. Clin Neuropsychiatry. (2020) 17:209–16. doi: 10.36131/cnfioritieditore20200402

	24. Pompili M, Bonanni L, Gualtieri F, Trovini G, Persechino S, Baldessarini R. Suicidal risks with psoriasis and atopic dermatitis: systematic review and meta-analysis. J Psychosom Res. (2021) 141:110347. doi: 10.1016/j.jpsychores.2020.110347

	25. Schlachter S, Sommer R, Augustin M, Tsianakas A, Westphal LA. Comparative analysis of the predictors, extent and impacts of self-stigma in patients with psoriasis and atopic dermatitis. Acta Derm Venereol. (2023) 103:adv3962. doi: 10.2340/actadv.v103.3962

	26. Fornaro M, Martino M, Mattei C, Prestia D, Vinciguerra V, De Berardis D, et al. Duloxetine-bupropion combination for treatment-resistant atypical depression: a double-blind, randomized, placebo-controlled trial. Eur Neuropsychopharmacol. (2014) 24:1269–78. doi: 10.1016/j.euroneuro.2014.04.004

	27. Strouphauer E, Stolar A, Tollefson M. Manifestation of anxiety and depression among pediatric patients with psoriasis: a review. Pediatr Dermatol. (2023) 40:11–8. doi: 10.1111/pde.15185

	28. Jalenques I, Bourlot F, Martinez E, Pereira B, D’Incan M, Lauron S, et al. Prevalence and odds of anxiety disorders and anxiety symptoms in children and adults with psoriasis: systematic review and meta-analysis. Acta Derm Venereol. (2022) 102:adv00769. doi: 10.2340/actadv.v102.1386

	29. Napolitano M, Mastroeni S, Fania L, Pallotta S, Fusari R, Uras C, et al. Sex- and gender-associated clinical and psychosocial characteristics of patients with psoriasis. Clin Exp Dermatol. (2020) 45:705–11. doi: 10.1111/ced.14218

	30. Parisi R, Symmons D, Griffiths C, Ashcroft D. Global epidemiology of psoriasis: a systematic review of incidence and prevalence. J Invest Dermatol. (2013) 133:377–85. doi: 10.1038/jid.2012.339

	31. Marchac A, Blanchet-Bardon C, Revol M, Servant J. [Surgical treatment of keratosis palmaris in Mal de Meleda]. Ann Chir Plast Esthet. (2009) 54:152–5. doi: 10.1016/j.anplas.2008.08.003

	32. Koschitzki K, Kurz B, Schreml J, Fischer J, Hotz A, Hammers C, et al. Hereditary epidermolytic palmoplantar keratosis due to a novel desmoglein-1 mutation: a case report. Clin Case Rep. (2024) 12:e8881. doi: 10.1002/ccr3.8881




Copyright
 © 2025 Onisor, Sarpe and Niculet. This is an open-access article distributed under the terms of the Creative Commons Attribution License (CC BY). The use, distribution or reproduction in other forums is permitted, provided the original author(s) and the copyright owner(s) are credited and that the original publication in this journal is cited, in accordance with accepted academic practice. No use, distribution or reproduction is permitted which does not comply with these terms.

OPS/xhtml/Nav.xhtml




Contents





		Cover



		Atypical manifestation of psoriasis in the elderly: possible expression of Mal de Meleda diagnosis review and case report



		Introduction



		Epidemiology



		Materials and methods



		Clinical case



		Dermatological diseases and quality of life







		Discussion



		Conclusion



		Data availability statement



		Ethics statement



		Author contributions



		Funding



		Conflict of interest



		Publisher’s note



		References

















OPS/images/cover.jpg
& frontiers | Frontiers in Medicine

Atypical manifestation
of psoriasis in the elderly:
possible expression of Mal de
Meleda diagnosis review
and case report












OPS/images/logo.jpg
¥ frontiers | Frontiers in Medicine







OPS/images/fmed-12-1634843-g001.jpg
slvVicl IUUI

~
SLOVENIA ™ _Pécs =
Za reb - &
I'rleste 9 ff :
Osijek "
R'Je"a CROATIA ?\ S

xR r \M -Slavonski Brod
\/ Pt 2’

-Banja Luka

Pula

< Zadar

aona

Meled

MUNTENEGI

no Grande

. brovn;bgégorica"





OPS/images/fmed-12-1634843-g003.jpg





OPS/images/fmed-12-1634843-g002.jpg





OPS/images/fmed-12-1634843-g005.jpg





OPS/images/fmed-12-1634843-g004.jpg





OPS/images/cross.jpg
©

|





OPS/images/fmed-12-1634843-g007.jpg





OPS/images/fmed-12-1634843-g006.jpg





OPS/images/fmed-12-1634843-g008.jpg





