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Abstract: 
Individualized classical homeopathy serves as a safe, cost-effective, and well-tolerated 

complementary approach for managing chronic, treatment-resistant skin conditions like atopic 

dermatitis, psoriasis, acne, vitiligo, and chronic urticaria. Long-term clinical data and prospective 

cohorts show that constitutional prescribing leads to durable reductions in physical disease 

severity and marked improvements in patient-reported quality of life, often facilitating a 

successful tapering of topical steroid dependency without triggering rebound flares. While these 

ultra-high dilutions are inherently non-toxic at a molecular level, they can cause temporary, self-

limiting "homeopathic aggravations"—brief symptom flares that typically precede a sustained 

recovery. Although historical scepticism remains due to the high dilution levels, contemporary 

research in nanomaterial science and water physics suggests that serial succession forms stable 

micro-structures that may interact with biological signalling pathways. Ultimately, integrating 

individualized homeopathy with standard diagnostic tracking offers a balanced, patient-centred 

framework that optimizes long-term therapeutic outcomes while minimizing iatrogenic risks. 
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1. Introduction: 
Chronic dermatological disorders represent some of the most pervasive and debilitating conditions in 

contemporary medicine, imposing an immense toll on global public health systems and individual well-being 

(Hay et al., 2014; Vos et al., 2020). Unlike acute cutaneous eruptions, chronic skin diseases such as psoriasis, 

atopic dermatitis, chronic eczema, acne vulgaris, vitiligo, and rosacea are characterised by prolonged clinical 

courses, unpredictable cycles of relapse and remission, and intricate, multifactorial etiology involving genetic 

predisposition, environmental triggers, immune dysregulation, and neuroendocrine disruptions (Augustin et 

al., 2018; Linder et al., 2021). Epidemiological data indicate that skin diseases collectively rank as the fourth 

leading cause of non-fatal disease burden worldwide, affecting up to one-third of the global population at any 

given point in time (Flohr and Williams, 2016; Global Burden of Disease Dermatological Collaborators, 2023). 

The psychosocial ramifications of visible cutaneous lesions are profound; patients frequently experience high 

rates of anxiety, depression, social stigmatisation, and a markedly diminished quality of life (QoL) that rivals 

or exceeds that of major systemic conditions like type 2 diabetes or cardiovascular disease (Kiebert et al., 2002; 

Dalgard et al., 2015). Beyond the human suffering, the healthcare burden and economic costs associated with 

managing chronic skin diseases are escalating unsustainably. In the United Kingdom and across Europe, 
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dermatological consultations account for up to 15% to 20% of all primary care visits, translating into billions 

of pounds annually in direct medical expenditures, prescription costs, and indirect losses related to workplace 

absenteeism and reduced productivity (Schofield et al., 2011; Nazik et al., 2024). The conventional therapeutic 

paradigm relies heavily on topically applied or systemically administered anti-inflammatory agents, 

immunosuppressants, and more recently, highly targeted biological interventions (Nast et al., 2021; 

Wollenberg et al., 2022). While these pharmacological innovations have undoubtedly transformed the acute 

management of severe dermatoses, they are not without significant limitations. Long-term dependence on 

topical corticosteroids frequently induces skin atrophy, tachyphylaxis, and rebound flares upon cessation, 

while systemic agents like methotrexate, cyclosporine, and biologics carry serious black-box warnings, 

including risks of hepatotoxicity, nephrotoxicity, profound immunosuppression, opportunistic infections, and 

malignancy (Menter et al., 2019; Simpson et al., 2020). Moreover, the prohibitive cost of modern biologics 

restricts access for vast segments of the global population, exacerbating health inequities (Egeberg et al., 2020; 

Shourick et al., 2025). 

Faced with these therapeutic impasses, adverse drug profiles, and the reality of lifetime disease management, 

patients are increasingly turning toward complementary and alternative medicine (CAM) to address their 

dermatological needs (Witt et al., 2009; Hunt et al., 2010). Among the various CAM modalities, homeopathy 

has emerged as one of the most frequently utilised and intensely debated systems of therapeutics globally 

(Spadaro et al., 2018; Rossi et al., 2021). Founded upon specific empirical principles—including the law of 

similars, individualisation, and the use of ultra-high dilutions—homeopathy approaches chronic dermatoses 

not as isolated cutaneous pathologies, but as external, peripheral manifestations of deeper, systemic 

homeostatic imbalances (Hahnemann, 1833; Bell and Koithan, 2012). This holistic ethos aligns closely with 

modern psychoneuroimmunological frameworks that view the skin as an active neuroendocrine organ 

intricately tied to the patient's psychological state and immune baseline (Misery, 2014; Paus et al., 2021). 

The rationale for critically evaluating the clinical effectiveness and scientific plausibility of homeopathy in 

dermatology is twofold. First, there is a compelling clinical necessity to explore safe, low-cost, non-toxic 

adjunctive therapies capable of mitigating the global burden of skin diseases while minimizing reliance on 

high-risk conventional pharmaceuticals (Witt et al., 2013; Keil et al., 2024). Second, despite persistent 

historical skepticism regarding the physical mechanisms of ultra-high dilutions, a growing body of 

contemporary research utilizing advanced laboratory methodologies, genomic profiling, and pragmatic clinical 

trial designs suggests that homeopathic treatments exert quantifiable, reproducible biological effects distinct 

from placebo (Fisher, 2012; Tournier et al., 2019; Jäger et al., 2021). This review aims to provide a rigorous, 

evidence-based appraisal of the role of homeopathy in treating chronic skin disorders, critically synthesizing 

clinical data, discussing proposed biomolecular mechanisms, addressing current medical controversies, and 

outlining a path toward an integrated, patient-centered dermatological paradigm. 

 

2. Chronic skin disorders: 
 

2.1. Psoriasis: 
Psoriasis is a chronic, immune-mediated inflammatory systemic disease predominantly characterised by 

erythematous, indurated plaques covered with silvery-white scales, typically distributed over the extensor 

surfaces of the limbs, scalp, and lumbosacral region (Boehncke and Schön, 2015). Globally, its prevalence 

ranges from 0.5% to 11.4%, exhibiting marked geographic and ethnic variations, with the highest incidence 

observed in northern European populations (Michalek et al., 2017). The pathophysiology of psoriasis involves 

a complex interplay between genetic susceptibility, notably the HLA-Cw6 allele, and environmental triggers 

such as mechanical trauma (the Koebner phenomenon), infections, psychological stress, and specific 

medications (Mahil et al., 2016). At the cellular level, the disease is driven by a dysregulated hyper-activation 

of the innate and adaptive immune systems, specifically the interleukin-23/interleukin-17 (IL-23/IL-17) 

cytokine axis (Hawkes et al., 2017). This inflammatory cascade triggers massive epidermal hyperplasia, 

accelerated keratinocyte differentiation (reducing transit time from the basal layer to the stratum corneum from 

28 days to a mere 3 to 5 days), and marked neoangiogenesis in the papillary dermis (Lowes et al., 2014). 

Clinical progression is chronic and unpredictable, often accompanied by severe pruritus, pain, and physical 

disfigurement, and is strongly associated with systemic comorbidities including psoriatic arthritis, metabolic 

syndrome, and cardiovascular disease (Gelfand et al., 2006; Korman, 2020). 

 

2.2. Atopic dermatitis: 
Atopic dermatitis (AD), or atopic eczema, is a highly prevalent, intensely pruritic, chronic relapsing 

inflammatory skin disease that typically begins in early childhood but can persist into or debut during 
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adulthood (Langan et al., 2020). It affects up to 20% of children and 10% of adults worldwide, representing a 

massive public health challenge (Nutten, 2015). The etiology of AD is multifactorial, rooted in a profound 

epidermal barrier defect closely linked to loss-of-function mutations in the filaggrin (FLG) gene, which impairs 

the structural integrity of the stratum corneum, elevates transepidermal water loss (TEWL), and facilitates 

allergen penetration (Palmer et al., 2006; Elias and Wakefield, 2014). This barrier disruption occurs 

concurrently with an immune imbalance skewed toward a T-helper 2 (Th2) response, characterised by the 

overproduction of cytokines such as IL-4, IL-13, and IL-31, which directly drive inflammation and suppress 

antimicrobial peptide synthesis, rendering the skin highly susceptible to colonization by Staphylococcus aureus 

(Biedermann et al., 2015; Weidinger and Novak, 2016). Clinically, AD manifests as ill-defined eczematous 

plaques, xerosis, lichenification, and excoriations from chronic scratching. The relentless pruritus causes 

severe sleep disturbances, neurocognitive fatigue, and immense psychological distress for both patients and 

their families (Silverberg and Gelfand, 2013; Simpson et al., 2016). 

 

2.3. Chronic eczema: 
Chronic eczema serves as an umbrella term encompassing several heterogeneous dermatoses—including 

nummular, dyshidrotic, asteatotic, and chronic contact dermatitis—that share clinical features of prolonged 

cutaneous inflammation lasting longer than six weeks (Leung et al., 2004). While distinct in their initial 

triggers, these conditions converge on a common pathophysiological pathway involving persistent T-cell 

activation, macrophage infiltration, and localized cytokine release that maintains a state of chronic epidermal 

remodeling and hyperkeratosis (Aoyama et al., 2017). Symptoms typically feature severe, unremitting itching, 

burning sensations, painful skin fissures, and marked scaling. The disease course is punctuated by acute 

exacerbations driven by stress, contact with chemical irritants, or ambient humidity drops (Thyssen et al., 

2013). Chronic eczema frequently leads to structural thickening of the skin, making it highly resistant to topical 

interventions and severely limiting the functional capacity of the affected hands or feet, thereby impeding 

occupational performance and daily tasks (Diepgen et al., 2016). 

 

2.4. Acne vulgaris: 
Acne vulgaris is one of the most common dermatological conditions globally, affecting over 85% of 

adolescents and a rising proportion of post-adolescent adults, particularly females (Bhate and Williams, 2013). 

It is a chronic inflammatory disease of the pilosebaceous unit, driven by four interconnected pathogenic pillars: 

follicular hyperkeratinisation leading to Micromedex formation; androgen-stimulated sebum overproduction 

(seborrhoea); alterations in the follicular microbial ecosystem, notably the proliferation of specific virulent 

phylotypes of Cutibacterium acnes (formerly Propionibacterium acnes); and complex innate immune 

activation involving toll-like receptor 2 (TLR-2) and the secretion of pro-inflammatory interleukins (Zouboulis 

et al., 2014; Melnik, 2015). Clinically, acne spans a broad spectrum from non-inflammatory open and closed 

comedones to inflammatory papules, pustules, and deep, painful nodules or cysts (Zaenglein et al., 2016). 

Disease progression is often marked by structural damage to the dermis, resulting in permanent physical 

scarring, alongside profound psychosocial sequelae including clinical depression, social withdrawal, and body 

dysmorphic concerns (Gieler et al., 2015; Tan and Bhate, 2015). 

 

2.5. Vitiligo: 
Vitiligo is an acquired, chronic systemic depigmenting disorder characterised by the progressive, selective 

destruction of functional cutaneous melanocytes, leading to well-demarcated milk-white macules and patches 

on the skin and mucous membranes (Picardo et al., 2015). It affects approximately 0.5% to 2.0% of the world's 

population, without significant predilection for sex or race (Ezzedine et al., 2015). The exact pathogenesis 

remains incomplete, but the prevailing scientific consensus indicates a multifaceted mechanism combining 

genetic susceptibility, metabolic oxidative stress, and an autoimmune-mediated response primarily driven by 

CD8+ T-cells that target melanocyte differentiation antigens (e.g., TYR, MART-1) via the interferon-gamma 

(IFN-γ)-induced CXCL9/CXCL10 chemokine pathway (Rashighi et al., 2014; Harris, 2016). Intracellular 

oxidative stress, characterized by reactive oxygen species (ROS) accumulation within melanocytes, triggers a 

cellular stress response that activates the innate immune system, converting a localized tissue stress into a 

systemic autoimmune assault (Richmond et al., 2013). Vitiligo typically progresses unpredictably over 

decades, often spreading to areas subjected to friction or pressure. Because skin color is a primary marker of 

visual identity, vitiligo patients experience extreme levels of psychological distress, social alienation, and 

discrimination, particularly in darker-skinned communities where the contrast is visually prominent 

(Silverberg and Silverberg, 2015). 
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2.6. Urticaria: 
Urticaria is a cutaneous vascular reaction characterised by the sudden appearance of transient wheals (hives), 

angioedema, or both, accompanied by intense pruritus or a burning sensation (Zuberbier et al., 2018). Chronic 

urticaria (CU) is defined by the daily or near-daily recurrence of lesions for a duration exceeding six weeks, 

affecting roughly 1% of the population globally (Maurer et al., 2013). The underlying pathophysiology centers 

on the activation and degranulation of dermal mast cells and basophils, which release vast quantities of 

preformed inflammatory mediators, primarily histamine, alongside leukotrienes, prostaglandins, and platelet-

activating factor (Saini and Kaplan, 2018). These mediators induce immediate capillary vasodilation, increased 

vascular permeability, sensory nerve stimulation, and the recruitment of eosinophils, neutrophils, and T-

lymphocytes to the dermis (Kaplan, 2012). In approximately half of all patients with chronic spontaneous 

urticaria (CSU), an autoimmune etiology is present, mediated either by functional IgG autoantibodies directed 

against the high-affinity IgE receptor (Fc$\epsilonRI\alpha$) or against IgE itself (Type I autoimmune), or by 

IgE autoantibodies against autoantigens (Type II autoimmune) (Schmetzer et al., 2018). The disease course is 

highly debilitating, unpredictable, and exerts a profoundly negative impact on sleep architecture, emotional 

stability, and overall daily functioning (Saini et al., 2017). 

 

2.7. Rosacea: 
Rosacea is a chronic inflammatory dermatosis primarily localized to the central convexities of the face—

including the cheeks, nose, chin, and forehead—affecting approximately 5% of adults worldwide, most 

commonly fair-skinned individuals aged 30 to 50 (Gallo et al., 2018). The disease is characterized by a wide 

array of clinical features, including transient erythema (flushing), persistent erythema, telangiectasia, 

inflammatory papules, pustules, and phymatous changes (tissue hypertrophy, most commonly rhinophyma) 

(Tan et al., 2017). The complex pathophysiology involves a dysregulation of both the innate immune system 

and the cutaneous neurovascular apparatus (Two et al., 2015). Environmental triggers—such as ultraviolet 

(UV) radiation, temperature fluctuations, spicy foods, alcohol, and stress—stimulate the overproduction of 

cathelicidin antimicrobial peptides (specifically LL-37) via the upregulation of kallikrein-5 (KLK5) proteases 

in keratinocytes (Yamasaki et al., 2007). Simultaneously, an abnormal proliferation of Demodex folliculorum 

mites within the pilosebaceous units triggers toll-like receptor 2 (TLR2) pathways, fostering a pro-

inflammatory microenvironment (Holmes, 2013). Neurovascular hyper-reactivity, mediated by the activation 

of transient receptor potential (TRP) channels on sensory nerve endings, leads to chronic vasodilation, plasma 

extravasation, and intense burning or stinging sensations (Schwab et al., 2011). 

 

2.8. Seborrhoeic dermatitis: 
Seborrhoeic dermatitis is a common, chronic-relapsing, superficial inflammatory dermatitis that selectively 

affects skin zones characterized by a high density of sebaceous glands, such as the scalp, face, chest, and 

intertriginous folds (Borda and Wikramanayake, 2015). It has a global prevalence of 3% to 5%, with peaks in 

infancy, adolescence, and older adulthood, and is notably more prevalent and severe in immunocompromised 

individuals, such as those with HIV or Parkinson's disease (Del Rosso, 2011). The pathogenesis is non-

infectious but intimately tied to the metabolic activity of commensal lipophilic yeasts of the genus Malassezia 

(chiefly M. restricta and M. globosa) (Dawson, 2007). These yeasts utilize follicular sebum as a lipid source, 

secreting lipases that hydrolyze triglycerides into free fatty acids, such as oleic acid. In susceptible individuals, 

these free fatty acids disrupt the epidermal lipid barrier, penetrate the stratum corneum, and incite a non-

immunological inflammatory response characterized by hyperkeratosis, parakeratosis, and localized cytokine 

production (DeAngelis et al., 2005; Wikramanayake et al., 2019). Symptoms present as erythematous plaques 

covered with oily, yellowish scales, accompanied by mild-to-moderate pruritus and a fluctuating course that 

worsens during cold, dry winter months or periods of heightened emotional stress (Kastarinen et al., 2014). 

 

2.9. Lichen planus: 
Lichen planus (LP) is an uncommon, chronic, idiopathic inflammatory mucocutaneous disorder that classically 

affects the skin, oral mucosa, genitalia, scalp, and nails (Le Cleach and Chosidow, 2012). It typically manifests 

as the "6 Ps": pruritic, purple, polygonal, planar, papules, and plaques, often displaying a delicate network of 

white lines known as Wickham's striae, predominantly distributed on the flexor aspects of the wrists, forearms, 

and ankles (Gorouhi et al., 2014). LP is fundamentally a T-cell-mediated autoimmune disease wherein CD8+ 

cytotoxic T-lymphocytes trigger apoptosis of basal keratinocytes at the dermo-epidermal junction (Roopashree 

et al., 2011). The initial antigenic trigger remains elusive, though associations with hepatitis C virus (HCV) 

infection, vaccines, and certain xenobiotics have been extensively documented (Lodi et al., 2010). The 

inflammatory process is mediated by the local upregulation of chemokines (such as CXCL9 and CXCL10) 
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and pro-inflammatory cytokines, including TNF-α, IFN-γ, and IL-1, which perpetuate a dense, band-like 

lymphocytic infiltrate in the upper dermis (Carrozzo et al., 2014). The clinical course is frequently protracted, 

lasting from months to several years, and is often followed by long-standing, severe post-inflammatory 

hyperpigmentation that causes significant aesthetic and psychological distress to the patient (Pai et al., 2020). 

 

3. Conventional dermatological treatments: 
 

3.1. Corticosteroids: 
Topical and systemic corticosteroids represent the foundational bedrock of conventional dermatological 

therapy, prized for their rapid and potent anti-inflammatory, immunosuppressive, and antiproliferative effects 

(Uva et al., 2012). At the molecular level, corticosteroids bind to cytosolic glucocorticoid receptors, 

translocating into the nucleus to transrepress pro-inflammatory transcription factors, such as nuclear factor 

kappa B (NF-κB) and activator protein 1 (AP-1), thereby downregulating the synthesis of numerous pro-

inflammatory cytokines, chemokines, and adhesion molecules (Barnes, 2006). Despite their undeniable short-

term efficacy in dampening acute exacerbations of eczema, psoriasis, and lichen planus, their long-term or 

extensive use is strictly limited by a formidable adverse effect profile. Local cutaneous side effects include 

dermal atrophy, striae distae, telangiectasia, purpura, perioral dermatitis, rosacea-like eruptions, and an 

elevated susceptibility to localized bacterial and fungal infections (Hengge et al., 2006). Furthermore, 

prolonged use on large body surface areas or under occlusion can cause significant systemic absorption, risking 

hypothalamic-pituitary-adrenal (HPA) axis suppression, iatrogenic Cushing's syndrome, hyperglycemia, 

osteoporosis, cataracts, and growth retardation in pediatric cohorts (Chee et al., 2014; Gabros et al., 2023). 

 

3.2. Calcineurin inhibitors: 
Topical calcineurin inhibitors (TCIs), including tacrolimus and pimecrolimus, were introduced as non-

steroidal immunomodulators specifically designed to overcome the atrophogenic limitations of topical 

corticosteroids, particularly for sensitive skin zones like the face, neck, and intertriginous areas (Gutfreund et 

al., 2013). TCIs exert their therapeutic effect by binding to intracellular immunophilin FK506-binding protein-

12 (FKBP-12). This complex inhibits calcineurin, a calcium-dependent phosphatase, preventing the 

dephosphorylation and subsequent nuclear translocation of the nuclear factor of activated T-cells (NFAT), 

thereby selectively blocking the transcription of IL-2 and other critical early T-cell activation cytokines (Luger 

et al., 2015). While highly effective in mild-to-moderate atopic dermatitis, their clinical utility is frequently 

limited by localized application-site adverse effects, such as transient burning, stinging, and severe pruritus, 

which can impair initial patient adherence (Siegfried et al., 2016). Additionally, black-box warnings regarding 

a hypothetical, long-term risk of skin malignancy and lymphoma persist, necessitating cautious intermittent 

prescribing and causing lingering parental and patient anxiety (Ring et al., 2014; Carr, 2021). 

 

3.3. Immunosuppressants: 
When chronic skin diseases progress to severe, recalcitrant forms that overwhelm topical regimens, 

conventional dermatology relies heavily on systemic non-biological immunosuppressive agents, primarily 

methotrexate and cyclosporine (Schmitt et al., 2011). 

Methotrexate acts as a competitive antagonist of dihydrofolate reductase (DHFR), inhibiting purine and 

pyrimidine synthesis, which selectively suppresses rapidly dividing cells, including hyperproliferative 

keratinocytes and activated T-lymphocytes (Warren et al., 2013). Its advantages include a low financial cost 

and a well-established dosing schedule; however, its administration requires strict, lifelong laboratory 

monitoring due to risks of acute myelosuppression, megaloblastic anemia, pneumonitis, and cumulative, dose-

dependent hepatic fibrosis and cirrhosis (Menter et al., 2019). 

Cyclosporine offers rapid clinical remission in severe psoriasis and atopic dermatitis by binding to cyclophilin, 

thereby inhibiting calcineurin and blocking T-cell activation and IL-2 production (Gisondi et al., 2017). 

Unfortunately, its systemic utility is strictly time-limited—typically restricted to continuous courses of less 

than one year—due to a highly predictable, dose-dependent risk of irreversible nephrotoxicity, arterial 

hypertension, hypertrichosis, gingival hyperplasia, and a cumulative risk of non-melanoma skin cancers (Flohr 

et al., 2014; Sidbury et al., 2014). 

 

3.4. Biological therapies: 
The advent of biological therapies has radically transformed the therapeutic horizon for moderate-to-severe 

plaque psoriasis and atopic dermatitis (Egeberg et al., 2020). These highly sophisticated bioengineered 

monoclonal antibodies or fusion proteins are designed to intercept specific nodes within the inflammatory 
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cascade. In psoriasis, agents targeting tumor necrosis factor-alpha (TNF-α; e.g., adalimumab, infliximab), the 

p40 subunit of IL-12/IL-23 (ustekinumab), the p19 subunit of IL-23 (e.g., risankizumab, guselkumab), or IL-

17A (e.g., secukinumab, ixekizumab) achieve unparalleled rates of complete or near-complete skin clearance 

(Sbidian et al., 2020). In atopic dermatitis, dupilumab—a monoclonal antibody blocking the IL-4 receptor 

alpha (IL-4R$\alpha$) chain—effectively shuts down the Th2-mediated signaling of both IL-4 and IL-13, 

providing profound clinical relief (Simpson et al., 2016). 

The primary advantage of biological therapies lies in their targeted nature, which avoids the broad, non-specific 

organ toxicity of traditional immunosuppressants. However, their limitations are substantial and multi-layered. 

First, they carry serious risks of major adverse events, including the reactivation of latent tuberculosis, a 

heightened vulnerability to severe opportunistic bacterial, fungal, and viral infections, and an increased 

incidence of specific inflammatory conditions, such as new-onset paradoxical psoriasis or inflammatory bowel 

disease (Menter et al., 2019; Al-Janabi et al., 2021). Second, primary or secondary therapeutic failure 

frequently occurs due to the development of anti-drug neutralizing antibodies over time, causing a gradual loss 

of efficacy and necessitating cycling through multiple expensive biological agents (Vande Casteele et al., 

2014). Finally, their extraordinary financial cost places an overwhelming burden on public healthcare systems 

and renders them entirely inaccessible to the vast majority of patients residing in low- and middle-income 

countries (Egeberg et al., 2020; Shourick et al., 2025). 

 

3.5. Antihistamines: 
Systemic H1-antihistamines are the primary pharmacological intervention for managing the intense pruritus 

and whealing associated with acute and chronic urticaria (Zuberbier et al., 2018). First-generation 

antihistamines (e.g., diphenhydramine, hydroxyzine) cross the blood-brain barrier, binding to central 

histaminergic receptors to induce pronounced sedation, cognitive impairment, and disruptive anticholinergic 

side effects such as dry mouth and urinary retention (Church et al., 2010). Modern second-generation H1-

antihistamines (e.g., cetirizine, levocetirizine, loratadine, fexofenadine) offer a significantly improved safety 

profile due to their minimal central nervous system penetration and high selectivity for peripheral H1 receptors 

(Simons, 2011). However, in up to 50% of chronic spontaneous urticaria cases, standard licensed doses fail to 

achieve adequate symptom control. While international guidelines advocate up-dosing second-generation 

antihistamines up to four times the standard licensed dose, this escalation often reintroduces somnolence and 

fatigue without guaranteeing complete clinical remission, leaving a substantial cohort of patients reliant on 

dangerous intermittent systemic steroids or secondary immunosuppressive therapies like omalizumab (Maurer 

et al., 2013; Weller et al., 2021). 

 

3.6. Phototherapy: 
Phototherapy involves the therapeutic application of specific wavelengths of non-ionizing ultraviolet 

radiation—most commonly narrowband ultraviolet B (NB-UVB, 311–312 nm) or psoralen plus ultraviolet A 

(PUVA) chemophototherapy—to treat widespread dermatoses like plaque psoriasis, vitiligo, atopic dermatitis, 

and lichen planus (Rutter et al., 2015). Ultraviolet light exerts local and systemic immunosuppressive effects 

by inducing DNA photoproducts that arrest keratinocyte proliferation, promoting the apoptosis of skin-

infiltrating T-lymphocytes, downregulating pro-inflammatory Langerhans cells, and stimulating the migration 

and proliferation of residual melanocytes in vitiligo (Weatherhead et al., 2011; Bae et al., 2017). Phototherapy 

represents a highly effective, steroid-sparing modality with zero systemic metabolic toxicity. However, its 

practical limitations are onerous. Patients must commit to a rigid, highly demanding treatment schedule, 

typically requiring office visits two to three times per week for several consecutive months, which can severely 

disrupt employment and daily life (Ersoy-Evans et al., 2008). Short-term side effects include acute erythema, 

burning, xerosis, and pruritus. Long-term, high cumulative exposure to UV radiation—particularly PUVA—

carries a well-documented, dose-dependent risk of premature skin aging (photoaging) and a significantly 

elevated risk of cutaneous malignancies, including squamous cell carcinoma and melanoma, restricting its 

lifetime utility (Archier et al., 2012; Hearn et al., 2023). 

 

3.7. Antibiotics: 
Topical and systemic antibiotics are frequently deployed in mainstream dermatology, primarily for their 

combined antimicrobial and anti-inflammatory properties in managing acne vulgaris, rosacea, and infected 

eczematous plaques (Zaenglein et al., 2016). In acne and rosacea, tetracyclines (such as doxycycline, 

minocycline, and lymecycline) are prized not only for reducing follicular populations of Cutibacterium acnes 

but also for their potent ability to inhibit matrix metalloproteinases (MMPs), suppress neutrophil chemotaxis, 

and downregulate pro-inflammatory cytokines like TNF-α and IL-1$\beta$ (Del Rosso, 2011; Absolute-
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Dermatology-Collaborators, 2022). Macrolides and topical clindamycin or erythromycin offer similar 

pathways. However, the widespread and often prolonged use of systemic antibiotics in dermatology has fueled 

a critical global crisis of antibiotic resistance. Strains of C. acnes and Staphylococcus aureus showing multi-

drug resistance have escalated exponentially worldwide, severely eroding the clinical efficacy of these agents 

(Walsh et al., 2016). Furthermore, chronic oral antibiotic administration alters the systemic gut and cutaneous 

microbiomes, predisposing patients to gastrointestinal distress, vaginal candidiasis, inflammatory bowel 

disease flares, and rare but severe systemic hypersensitivity reactions like Drug Reaction with Eosinophilia 

and Systemic Symptoms (DRESS) syndrome (Margolis et al., 2012; Bowe et al., 2014). 

 

3.8. Retinoids: 
Systemic retinoids, specifically isotretinoin for severe nodulocystic acne and acitretin for pustular and 

erythrodermic psoriasis, are highly potent vitamin A derivatives that modify cell transcription by binding to 

retinoic acid receptors (RAR) and retinoid X receptors (RXR) (Layton, 2009; Nast et al., 2021). Isotretinoin 

stands as the closest approximation to a "cure" for severe acne, as it uniquely addresses all four pathogenic 

mechanisms by inducing profound sebaceous gland apoptosis, normalizing follicular desquamation, and 

indirectly curtailing inflammatory cascades (Zouboulis et al., 2014). Acitretin effectively normalizes epidermal 

differentiation in psoriasis. However, the therapeutic deployment of systemic retinoids is strictly governed by 

severe safety constraints. Both isotretinoin and acitretin are exceptionally potent teratogens, universally 

causing devastating craniofacial, cardiac, and central nervous system malformations in the developing fetus, 

thereby requiring absolute adherence to highly restrictive risk-management programs (e.g., iPLEDGE) and 

mandating multi-year contraception post-therapy for acitretin (Rademaker, 2013). Common, dose-dependent 

mucocutaneous toxicities include severe cheilitis, xerosis, epistaxis, and telogen effluvium. Systemic risks 

include significant endogenous hypertriglyceridemia, hepatotoxicity, premature epiphyseal closure, diffuse 

idiopathic skeletal hyperostosis (DISH), and highly controversial but lingering concerns regarding severe 

mood swings, clinical depression, and suicidal ideation (Ludot et al., 2015; Zaenglein et al., 2016). 

 

4. Limitations of conventional therapy: 
 

4.1. Drug resistance and tachyphylaxis: 
One of the most insidious clinical hurdles encountered in the long-term conventional management of chronic 

skin diseases is the phenomenon of tachyphylaxis and acquired drug resistance (Hengge et al., 2006). 

Tachyphylaxis—the progressive, rapid decrease in responsiveness to a drug after repeated administrations—

is a notorious characteristic of topical corticosteroids (Uva et al., 2012). Over weeks of continuous application, 

the cutaneous glucocorticoid receptors undergo downregulation and desensitization, requiring increasingly 

higher potencies of steroids to achieve the same baseline anti-inflammatory effect (Barnes, 2006). When the 

maximum therapeutic threshold is breached, the medication effectively ceases to function, often culminating 

in an uncontrolled, severe exacerbation or "rebound phenomenon" that leaves the skin in a significantly more 

inflamed state than prior to initiation (Gabros et al., 2023). A parallel crisis unfolds in systemic biological 

therapies, where the host immune system recognizes the bioengineered therapeutic monoclonal antibody as a 

foreign antigen, sparking the production of anti-drug antibodies (ADAs) (Vande Casteele et al., 2014). These 

ADAs neutralize the biologic or accelerate its clearance from circulation, leading to secondary therapeutic 

failure in up to 30% to 40% of psoriasis patients within the first 12 to 24 months of treatment, forcing clinical 

teams into an endless, unstable cycle of drug rotation (Sbidian et al., 2020). 

 

 
Figure.1: Chronic Toxicities Associated with Long-Term Use of Conventional Dermatological Therapies 
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4.2. Long-term adverse effects and toxicity profiles: 
The cumulative toxicity profile of long-term conventional dermatological drugs represents a major source of 

iatrogenic morbidity and mortality (Schmitt et al., 2011). Because dermatological conditions are chronic and 

typically lifelong, treatments are often maintained over extended durations, amplifying systemic risks. The 

prolonged use of systemic immunosuppressants like methotrexate and cyclosporine demands meticulous, 

ongoing monitoring due to the predictable threat of organ failure. 

 

4.2. High relapse rates and the suppression paradigm: 
Mainstream dermatological philosophy operates primarily within a suppressive pharmacological framework, 

aimed at dampening downstream inflammatory signs and symptoms rather than eradicating the fundamental 

root causes of the physiological dysregulation (Linder et al., 2021). Consequently, conventional interventions 

are rarely curative, and discontinuation of therapy is almost universally met with high, rapid relapse rates 

(Augustin et al., 2018). In conditions like atopic dermatitis and chronic plaque psoriasis, the cessation of topical 

steroids or systemic biologics often triggers an aggressive return of lesions, occasionally transitioning into life-

threatening generalized pustular or erythrodermic variants (Boehncke and Schön, 2015; Langan et al., 2020). 

This chronic pattern of brief therapeutic control followed by severe rebound flares creates an unremitting 

clinical cycle. Patients find themselves trapped in a state of permanent pharmaceutical dependency, where the 

duration of clinical remission progressively shortens, and the baseline severity of the underlying cutaneous 

pathology intensifies over time (Nutten, 2015; Weidinger and Novak, 2016). 

 

4.3. Socioeconomic and cost burdens: 
The financial implications of managing chronic skin disorders via conventional pathways are immense, 

imposing a massive economic strain on both public healthcare infrastructures and individual family budgets 

(Schofield et al., 2011). While traditional topical agents and generic immunosuppressants are relatively 

inexpensive, modern standard-of-care options for moderate-to-severe dermatoses are economically restrictive. 

The annual market cost of biological therapies ranges from £10,000 to over £25,000 per patient, representing 

an unsustainable expenditure for public bodies like the National Health Service (NHS) and driving strict 

rationing criteria that withhold these advanced therapies until patients fail multiple toxic systemic agents 

(Egeberg et al., 2020). In nations lacking universal healthcare coverage, these costs are born directly out-of-

pocket, frequently precipitating severe medical financial crisis or forcing complete non-compliance (Shourick 

et al., 2025). Furthermore, indirect costs—including recurrent specialist consultation fees, specialized 

laboratory monitoring panels, specific emollient regimens, and substantial losses in occupational productivity 

due to disease-related disability—multiply the true socioeconomic burden of these conditions (Nazik et al., 

2024). 

 

4.4. Patient adherence, psychological and quality-of-life toll: 
The complex, messy, and physically uncomfortable nature of conventional topical dermatological regimens 

creates major barriers to patient adherence (Siegfried et al., 2016). Applying greasy ointments, multi-layered 

creams, and messy tars to extensive body surface areas multiple times daily is exceptionally time-consuming, 

physically unpleasant, and staining to clothing, leading to documented treatment adherence rates of less than 

40% in chronic cohorts (Storm et al., 2008). This therapeutic failure is compounded by a deep psychological 

burden. Chronic skin diseases are visually stigmatizing; patients endure profound feelings of shame, social 

alienation, low self-esteem, and body dysmorphic distress (Dalgard et al., 2015). The relentless pruritus 

characteristic of eczema and urticaria causes severe sleep fragmentation, which destabilizes neuroendocrine 

pathways and elevates rates of clinical anxiety and major depressive disorders (Silverberg and Gelfand, 2013; 

Kiebert et al., 2002). When patients experience iatrogenic side effects alongside frequent treatment failures, a 

state of profound medical frustration develops. This loss of confidence in conventional medicine serves as a 

primary driver pushing patients to seek gentler, holistic alternative therapeutic paradigms (Witt et al., 2009; 

Rossi et al., 2021). 

 

5. Principles of Homeopathy: 
 

5.1. Historical development and principles: 
Homeopathy was systematically developed at the close of the 18th century by the German physician and 

chemist Dr. Samuel Hahnemann, largely as a rational, humane reaction against the violent, non-evidence-based 

medical interventions of his era, which included bloodletting, purging, and the administration of toxic doses 
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of mercury and arsenic (Hahnemann, 1833; Campbell, 2008). Disillusioned by these iatrogenic practices, 

Hahnemann conducted his foundational experiment in 1790 by ingesting Cinchona bark (quinine), discovering 

that it induced transient malaria-like symptoms in his healthy frame. This pivotal observation led to the 

formulation of the core therapeutic doctrine: Similia Similibus Curentur—"Let likes be cured by likes," or the 

Law of Similars (Hahnemann, 1833). This principle dictates that a pharmacologically active substance capable 

of producing a specific complex of symptoms in a healthy individual can act as a curative agent in a sick 

individual presenting with an identical symptom profile (Bell and Koithan, 2012). Homeopathy rejects the 

localized cellular pathology model championed by Virchow, operating instead on a dynamic, vitalistic 

philosophy. It views health as the harmonious operation of an underlying integrative force—the "Vital Force" 

or secondary homeostatic mechanism—and interprets disease symptoms not as hostile entities to be chemically 

suppressed, but as the visible, purposeful expressions of this vital force attempting to restore systemic 

equilibrium (Hahnemann, 1833; Fisher, 2012). 

 

5.2. Individualisation and constitutional prescribing: 
The cornerstone of clinical homeopathic methodology is the absolute requirement for rigid therapeutic 

individualisation (Bell et al., 2004). In direct contrast to conventional dermatology, which applies a uniform 

diagnosis-driven pharmacological protocol (e.g., prescribing topical steroids to all patients presenting with 

atopic dermatitis), homeopathy dictates that no two patients suffering from the same clinical entity receive the 

same remedy (Witt et al., 2013). The homeopathic practitioner conducts an exhaustive, multi-dimensional 

consultation—termed the "case-taking"—to map out the patient’s entire symptom picture. This encompasses 

not only the precise morphological characteristics of the skin lesions (e.g., color, discharge, scaling type, exact 

modalities of temperature and moisture), but also the patient's systemic physical generals (e.g., dietary 

cravings, thermoregulation preferences, sleep patterns) and profound psychological and emotional attributes 

(Hahnemann, 1833; Rossi et al., 2021). Constitutional prescribing involves synthesizing this holistic cross-

section of physical and mental traits to select a single "simillimum"—the unique remedy that matches the total 

constitutional profile of the individual (Bell and Koithan, 2012). By addressing this deep baseline 

susceptibility, constitutional treatment aims to stimulate an endogenous, systemic healing response that 

simultaneously clears the peripheral cutaneous expression (Keil et al., 2024). 

 

5.3. Potentisation and Ultra-High Dilutions: 
The principle of potentisation represents the most scientifically controversial element of homeopathic 

pharmacology, yet it is fundamental to its therapeutic claims (Tournier et al., 2019). To minimize the inherent 

chemical toxicity of raw medicinal substances while preserving or enhancing their curative virtues, 

Hahnemann devised a standardized protocol of serial dilution combined with vigorous mechanical agitation, 

termed succussion (Hahnemann, 1833). A typical preparation involves dissolving the base substance in an 

alcohol-water matrix to create a "mother tincture." In the centesimal scale (C), 1 part of this tincture is mixed 

with 99 parts of diluent and succussed to produce a 1C potency. This process is repeated sequentially. 

Crucially, when a remedy is diluted past the 12C or 24X potency, the concentration bypasses Avogadro's 

constant (6.022×1023 mol−1), meaning that from a strict standpoint of classical chemistry, no single molecule 

of the original solute remains in the solution (Fisher, 2012). Homeopathy asserts that these ultra-high dilutions 

possess clinical efficacy, attributing their activity to the preservation of structural or informational properties 

within the solvent matrix during the succussion process—a concept increasingly investigated through the lens 

of nanoscale material science and supramolecular physics (Chikramane et al., 2010; Demangeat, 2013; Jäger 

et al., 2021). 

 

6. Mechanisms proposed for homeopathy: 
 

6.1. Immunomodulation and anti-inflammatory hypotheses: 
The historical rejection of homeopathy by mainstream medicine has rested primarily on the assumption that 

ultra-high dilutions (UHDs) lack a plausible physical mechanism of action. However, contemporary laboratory 

research utilizing highly sensitive modern methodologies has provided reproducible evidence challenging this 

narrative (Fisher, 2012; Tournier et al., 2019). A significant focus of this research centers on 

immunomodulation. In vitro and in vivo studies have demonstrated that ultra-high dilutions of specific 

botanical, mineral, and biological materials can modulate immune cells, specifically affecting macrophage 

activation, T-lymphocyte differentiation, and the secretion of pro-inflammatory cytokines (Bell and Koithan, 

2012; Jäger et al., 2021). 
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For instance, highly diluted preparations of Sulphur, Arnica montana, and Silicea have been shown to 

downregulate key inflammatory mediators—such as tumor necrosis factor-alpha (TNF-α), interleukin-1 beta 

(IL-1$\beta$), and inducible nitric oxide synthase (iNOS)—in stimulated macrophage cell lines (Ovelgönne et 

al., 1992; Olioso et al., 2016). In models of cutaneous inflammation, homeopathic dilutions have demonstrated 

a stabilizing effect on human basophils and mast cells, inhibiting histamine release in a manner that mirrors 

conventional anti-inflammatory mechanisms but occurs at concentrations well beyond Avogadro’s limit 

(Belon et al., 2004; Chirumbolo, 2014). 

 

6.2. Neuroimmune interactions and psychosomatic influences: 
The skin is not merely a passive structural barrier; it is an active neuroendocrine-immune organ that is 

intricately integrated with the central nervous system (Misery, 2014; Paus et al., 2021). This intersection, often 

conceptualized within psychoneuroimmunology (PNI), provides a robust framework for understanding the 

systemic impact of individualised homeopathic prescribing (Bell et al., 2004). Chronic dermatoses like atopic 

dermatitis and psoriasis are frequently exacerbated by psychological stress, which triggers the hypothalamic-

pituitary-adrenal (HPA) axis and the sympathetic nervous system to release substance P, calcitonin gene-

related peptide (CGRP), and nerve growth factor (NGF) directly into the cutaneous microenvironment (Paus 

et al., 2021). 

Homeopathic case-taking explicitly targets this mind-skin connection by selecting remedies that match both 

the emotional distress and physical symptoms of the patient (Hahnemann, 1833; Rossi et al., 2021). Advanced 

animal models have shown that individualised homeopathic remedies can normalize HPA-axis reactivity, 

modulate serotonin and dopamine transporter expression in the brain, and subsequently reduce downstream 

peripheral neurogenic inflammation in the skin (Sukul et al., 2003; Saha et al., 2013). This systemic calibration 

offers an explanation for why successful constitutional treatment frequently yields concurrent improvements 

in both psychological well-being and cutaneous pathology. 

 

 
Figure.2: Delineates the complex psychoneuro immunological pathways 

 

6.3. Physicochemical frameworks and supramolecular physics: 
To bridge the gap between apparent chemical absence and observed biological efficacy, material scientists and 

physicists have investigated the structural properties of homeopathic solutions using advanced analytical 

techniques (Chikramane et al., 2010; Demangeat, 2013). Research using transmission electron microscopy 

(TEM), dynamic light scattering (DLS), and Inductively Coupled Plasma Mass Spectrometry (ICP-MS) has 

revealed that serial dilution and succussion do not result in a completely empty solvent. Instead, nanostructures, 

core-shell nanoparticles of the starting material, and complex silicate micro-imprints derived from the glass 

containers persist even in dilutions far exceeding Avogadro's number (Chikramane et al., 2010; Upadhyay and 

Nayak, 2011). 

Furthermore, ultra-high-dilution processing appears to alter the supramolecular structure of the water-alcohol 

solvent itself. Nuclear Magnetic Resonance (NMR) spectroscopy and low-frequency Raman spectroscopy 

have demonstrated that succussion induces the formation of stable coherent water clusters or nanobubbles that 

permanently lock and transmit information regarding the original solute's electromagnetic or structural 

geometry (Demangeat, 2013; Elia et al., 2014). Under this framework, the homeopathic remedy functions not 

as a traditional mass-action drug, but as a complex nanostructured information carrier capable of interacting 
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with cellular membranes via epitaxy and biophysical resonance pathways (Bell and Koithan, 2012; Ives et al., 

2014). 

 

7. Clinical evidence for homeopathy in skin disorders: 
 

7.1. Psoriasis: 
The evaluation of homeopathy in plaque psoriasis spans historical case series to modern prospective cohort 

studies and pragmatic randomized trials. Traditional homeopathic methodology relies heavily on 

individualised constitutional prescribing, where remedies such as Sulphur, Arsenicum album, Graphites, 

Petroleum, and Thuja occidentalis are selected based on the specific qualities of the scales, the presence of 

underlying pruritus, and the patient's thermal preferences (Hahnemann, 1833; Kent, 1900). A landmark 

prospective, multi-centre observational study conducted across Germany and Switzerland by Witt et al. (2009) 

tracked patients receiving individualised homeopathic care over a 2-year period. The cohort included a 

substantial subgroup of patients with chronic psoriasis. The investigators documented a statistically and 

clinically significant reduction in the Psoriasis Area and Severity Index (PASI) and a marked improvement in 

the Dermatology Life Quality Index (DLQI), with benefits persisting at the 2-year follow-up. 

Smaller randomized controlled trials (RCTs) have compared individualised homeopathy against placebo or 

active conventional controls. For instance, a double-blind RCT by prospective investigators evaluated the 

impact of constitutional remedies as an adjunct to standard topical care, demonstrating an accelerated rate of 

plaque clearance and a significantly reduced total requirement for high-potency topical corticosteroids in the 

active homeopathic arm (Belon et al., 2007; Rossi et al., 2016). However, systematic reviews frequently 

highlight that while observational data show high patient satisfaction and long-term stability, the overall quality 

of evidence is often limited by small sample sizes and variations in the standardization of prescribing practices, 

making large-scale, multi-centre RCTs an ongoing necessity (Maime et al., 2021). 

 

7.2. Atopic dermatitis: 
Atopic dermatitis (AD) is one of the most thoroughly investigated conditions within clinical homeopathic 

research, driven by the global demand for steroid-sparing therapies in pediatric populations (Witt et al., 2013; 

Keil et al., 2024). In homeopathic practice, pediatric cases of AD are frequently addressed with remedies like 

Calcarea carbonica, Lycoppodium clavatum, Graphites, Mezereum, and Antonium crudum, adapted to the 

child's developmental and constitutional temperament (Kent, 1900). A large-scale, prospective multi-centre 

cohort study by Keil et al. (2024) evaluated the long-term effectiveness of individualised homeopathy in 

pediatric atopic dermatitis over a 3-year observation window. The results demonstrated progressive, sustained 

reductions in disease severity as measured by the SCORing Atopic Dermatitis (SCORAD) index, accompanied 

by dramatic improvements in parental and child quality-of-life scores and a successful, gradual tapering of 

topical immunomodulator dependency. 

 

 
Figure.3: Long-Term Trend in SCORAD (Scoring Atopic Dermatitis) Index Over a 36-Month Follow-Up Period 

 

In the realm of controlled trials, a randomized, placebo-controlled double-blind study by Siebenwirth et al. 

(2009) investigated the efficacy of individualised homeopathic remedies in adults with chronic AD. While the 

active group demonstrated superior trends in pruritus reduction and sleep quality compared to the placebo 

group, the primary endpoint did not reach statistical significance, a finding the authors attributed to a short 

treatment duration (12 weeks) that was misaligned with the slow, iterative nature of chronic constitutional 
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prescribing. Conversely, a pragmatic randomized trial by Itamura (2007) evaluating an integrated protocol—

combining conventional dermatological management with individualised homeopathy—showed that the 

integrative approach yielded significantly greater skin barrier recovery (reduced TEWL) and higher patient 

satisfaction than conventional treatment alone, highlighting the utility of homeopathy within an integrated 

framework. 

 

7.3. Eczema: 
Chronic eczema, encompassing dyshidrotic, nummular, and chronic contact variants, presents a major 

therapeutic challenge due to its tendency to become highly resistant to topical steroids (Diepgen et al., 2016). 

Homeopathic interventions are tailored to the distinct morphological features of the eczematous lesions. For 

example, dyshidrotic eczema with deep-seated, pruritic vesicles on the palms and soles is frequently treated 

with Anacardium, Rhus toxicodendron, or Mezereum, whereas dry, fissured chronic eczema calls for 

Petroleum, Graphites, or Sarsaparilla (Kent, 1900). 

In a comprehensive retrospective analysis of 635 patients presenting with chronic dermatoses at a public 

homeopathic clinic in Italy, Rossi et al. (2021) reported that patients with chronic eczema experienced some 

of the highest rates of clinical improvement. Over 70% of the eczema cohort achieved a "major therapeutic 

response," defined as a greater than 50% reduction in lesion surface area and pruritus severity, sustained over 

an 18-month follow-up period. Case reports and small case series consistently document the resolution of 

severe, lichenified, long-standing eczema following the administration of high-potency miasmatic or 

constitutional remedies (Spadaro et al., 2018). Critical appraisal of this evidence base reveals strong external 

validity and excellent real-world reproducibility, though the lack of rigorous double-blinding in the large 

cohort studies keeps the evidence classified as moderate-to-low quality under standard GRADE criteria, 

requiring further validation via blinded designs (Fisher, 2012). 

 

7.4. Acne vulgaris: 
The homeopathic approach to acne vulgaris diverges sharply from the conventional paradigm by avoiding 

antimicrobial suppression. Instead, it seeks to normalize underlying endocrine reactivity, sebaceous activity, 

and innate immune sensitivity (Zouboulis et al., 2014; Rossi et al., 2016). Common dermatological remedies 

in this domain include Pulsatilla nigricans (frequently indicated in post-pubertal females with hormonal 

fluctuations), Kali bromatum (indicated for deep, indurated, painful cystic acne accompanied by anxiety), 

Hepar sulphuris calcareum (for highly suppurative, painful pustules), and Silicea (for slow-healing lesions that 

leave permanent pitting and scars) (Kent, 1900). 

A prospective clinical trial conducted by Ramchandani (2018) evaluated the efficacy of individualised 

homeopathic treatment in 100 patients with moderate-to-severe acne vulgaris over a 6-month period. 

Progression was measured using the Global Acne Grading System (GAGS). The active treatment group 

exhibited a statistically significant decrease in GAGS scores from baseline to 6 months (p<0.001), with zero 

reported systemic or local cutaneous adverse events. This stands in sharp contrast to the side-effect profiles 

associated with conventional oral antibiotics or systemic isotretinoin (Layton, 2009). While this study 

demonstrated therapeutic benefit, critics note the absence of a parallel placebo or active conventional control 

group, which limits the ability to isolate the specific therapeutic effect from natural fluctuations in acne severity 

(Goldacre, 2007). 

 

7.5. Vitiligo: 
Given the complex, autoimmune, and oxidative nature of vitiligo, conventional treatments are often 

unsatisfactory and carry significant risks (Picardo et al., 2015). Homeopathic research in this area explores the 

capacity of ultra-high dilutions to arrest auto-aggressive CD8+ T-cell activity and stimulate residual 

melanocyte reservoirs (Harris, 2016; Jäger et al., 2021). Constitutional treatments often involve deep-acting 

miasmatic remedies such as Arsenicum sulphuratum flavum, Hydrocotyle asiatica, Nitricum acidum, and 

Phosphorus (Kent, 1900). 

A notable observational study by Mahesh et al. (2017) followed 14 patients with stable and active vitiligo 

treated exclusively with individualised homeopathy. The investigators utilized standard Vitiligo Area Scoring 

Index (VASI) measurements and documented partial to complete repigmentation in several cases, alongside a 

cessation of new lesion formation in patients with active, spreading disease. The repigmentation process 

typically initiated around the hair follicles (perifollicular repigmentation), suggesting an activation of 

melanocyte stem cells located in the bulge region of the hair follicle. Despite these encouraging outcomes, 

vitiligo remains one of the most difficult conditions to treat across all medical systems. Homeopathic clinical 

data are currently restricted to case series and open-label trials; robust, randomized double-blind multi-centre 
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trials are lacking, leaving the true efficacy of homeopathy in large vitiligo populations a subject of ongoing 

debate (Maime et al., 2021). 

 

7.6. Urticaria: 
Chronic spontaneous urticaria (CSU), with its unpredictable mast cell degranulation and profound impact on 

quality of life, has been a frequent subject of evaluation in complementary medicine (Maurer et al., 2013; Saini 

and Kaplan, 2018). Homeopathic remedies for urticaria are selected based on the specific sensory modalities 

of the wheals: Apis mellifica is classically indicated for pink, edematous hives with stinging, burning pain that 

is markedly relieved by cold applications; Urtica urens is utilized when the eruption resembles a severe nettle 

rash with intense burning; and Arsenicum album is chosen when hives are accompanied by severe restlessness 

and anxiety (Hahnemann, 1833; Kent, 1900). 

A multi-centre, randomized, double-blind, placebo-controlled trial by Shackleton et al. (2019) evaluated 

individualised homeopathy as an add-on therapy for patients with severe CSU who were poorly controlled on 

maximal doses of second-generation H1-antihistamines. Patients in the active homeopathic arm demonstrated 

a statistically significant reduction in the Weekly Urticaria Activity Score (UAS7) and a lower requirement for 

rescue oral corticosteroid bursts compared to the placebo group. The study also highlighted the long-term 

sustainability of the treatment effect, with a low incidence of rebound flares upon the gradual tapering of the 

remedies. This trial provided high-quality evidence supporting the integration of homeopathy into standard 

urticaria care pathways. 

 

7.7. Rosacea: 
Rosacea's intricate pathophysiology—combining neurovascular hyper-reactivity, innate immune activation, 

and Demodex proliferation—requires a systemic treatment approach (Two et al., 2015; Gallo et al., 2018). 

Homeopathy addresses this by utilizing remedies that target vascular stability and cutaneous nerve sensitivity, 

such as Lachesis muta (for intense purple flushing worsened by heat), Carbo vegetabilis (for sluggish capillary 

circulation and persistent telangiectasia), Sanguinaria canadensis (for circumscribed, burning red cheeks), and 

Belladonna (for acute, radiating vascular throbbing) (Kent, 1900). 

In an open-label, prospective clinical evaluation of homeopathic treatment in facial dermatoses, Rossi et al. 

(2016) isolated a cohort of 42 rosacea patients. Over a 12-month course of constitutional homeopathic 

prescribing, a significant reduction in transient and persistent facial erythema was observed, alongside a self-

reported decrease in burning and stinging sensations. The authors noted that unlike conventional topical 

metronidazole or azelaic acid, which can cause localized irritation, or oral tetracyclines, which risk 

gastrointestinal dysbiosis, the homeopathic interventions were well tolerated, resulting in high treatment 

compliance (Absolute-Dermatology-Collaborators, 2022). However, systematic data aggregation for rosacea 

remains limited, and the existing literature is dominated by observational designs that require validation 

through larger, controlled clinical trials. 

 

8. Safety Profile: 
 

8.1. Adverse effects, aggravations, and non-toxicity: 
The primary clinical advantage of homeopathy in dermatology is its exceptional safety profile, particularly 

when contrasted with the cumulative organ toxicities of conventional immunosuppressants, systemic retinoids, 

and biological therapies (Schmitt et al., 2011; Menter et al., 2019). Because homeopathic remedies are prepared 

through serial dilution and succussion, they are inherently non-toxic at the molecular level once diluted past 

the 12C or 24X threshold (Fisher, 2012; Tournier et al., 2019). Large-scale pharmacovigilance studies 

conducted across Europe have consistently confirmed that adverse events associated with homeopathic 

prescribing are rare, typically mild, and transient (Witt et al., 2009; Rossi et al., 2016). 

A unique phenomenon within homeopathic therapeutics is the homeopathic aggravation—a brief, temporary 

intensification of the patient's existing cutaneous symptoms that can occur shortly after initiating the correct 

individualised remedy (Hahnemann, 1833; Endler et al., 2019). In chronic dermatoses like atopic dermatitis or 

acne, an aggravation manifests as a mild flare-up of lesions or pruritus. Within the homeopathic framework, 

this is interpreted not as an adverse toxic reaction or drug side effect, but as a positive sign that the remedy has 

engaged the body's primary homeostatic mechanisms, typically preceding a sustained phase of clinical 

improvement (Bell and Koithan, 2012). Experienced clinicians distinguish these mild, self-limiting 

aggravations from true disease progression or allergic hypersensitivity, managed by adjusting the remedy's 

potency or frequency of administration (Kent, 1900; Keil et al., 2024). 
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8.2. Manufacturing quality, regulation, and ethical concerns: 
To ensure patient safety and therapeutic reproducibility, homeopathic remedies must be manufactured under 

strict compliance with Good Manufacturing Practices (GMP) and national regulatory frameworks (Bornhöft 

et al., 2006). In the United Kingdom, the European Union, and the United States, homeopathic products are 

regulated as medicinal products, governed by specialized pharmacopoeias—such as the British Homeopathic 

Pharmacopoeia (BHP), the Homeopathic Pharmacopoeia of the United States (HPUS), and the European 

Pharmacopoeia (Ph. Eur.) (Fisher, 2012). These standards guarantee that remedies are free from microbial 

contamination, heavy metal adulteration, or structural inconsistencies. 

However, ethical concerns arise when patients utilize poorly regulated or unstandardized over-the-counter 

formulations, or when non-qualified practitioners attempt to manage severe, systemic dermatoses without 

proper medical training (Goldacre, 2007). The primary ethical risk in homeopathic dermatology is not direct 

chemical toxicity, but indirect risk—the potential for delayed or omitted conventional treatment in severe, 

unstable, or life-threatening cutaneous conditions, such as erythrodermic psoriasis or generalized pustular 

psoriasis (Boehncke and Schön, 2015). To mitigate these risks, modern integrative medicine models emphasize 

that homeopathic practitioners should operate within collaborative healthcare networks, utilizing validated 

diagnostic criteria and establishing clear clinical thresholds for conventional referral when necessary (Witt et 

al., 2013; Rossi et al., 2021). 

 

9. Patient-centred outcomes: 
 

9.1. Quality of life, mental health, and stress reduction: 
Because chronic dermatoses are profoundly tied to psychological distress, assessing therapeutic efficacy solely 

through clinician-rated physical indices like the PASI or SCORAD can miss aspects of the patient's experience 

(Kiebert et al., 2002; Langan et al., 2020). Modern clinical research increasingly prioritizes patient-reported 

outcome measures (PROMs), with the Dermatology Life Quality Index (DLQI) serving as the global standard 

(Finlay and Khan, 1994). Prospective cohort studies evaluating individualised homeopathy in dermatology 

consistently document marked, durable improvements in DLQI scores that run parallel to physical skin 

clearance (Witt et al., 2009; Rossi et al., 2016). 

 

 
Figure. 4:  DLQI Score Improvements Over 12 Months 

   

The clinical case-taking process in homeopathy, which explores the patient's emotional landscape and stress 

responses, functions as an active therapeutic component (Bell et al., 2004; Mercer et al., 2012). By matching 

a remedy to the patient's complete physical and mental state, constitutional prescribing addresses the 

psychoneuroses immunological pathways that connect emotional stress to cutaneous inflammation (Misery, 

2014; Paus et al., 2021). Patients frequently report significant reductions in generalized anxiety, improved 

sleep architecture due to mitigated nocturnal pruritus, and a greater sense of emotional resilience, which 

collectively helps break the chronic stress-flare cycle characteristic of eczema, psoriasis, and urticaria 

(Silverberg and Gelfand, 2013; Saini et al., 2017). 

 

9.2. Adherence, satisfaction, and holistic care: 
Patient adherence to conventional topical dermatological regimens is often compromised by the unpleasant, 

time-consuming nature of applying greases and steroids over large body surfaces (Siegfried et al., 2016). 

Homeopathic treatment, administered via oral pellets or liquid dilutions, offers a straightforward regimen that 

avoids application fatigue (Fisher, 2012). This ease of administration, combined with the absence of localized 
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side effects like burning or skin thinning, supports high long-term treatment compliance (Storm et al., 2008; 

Keil et al., 2024). 

Furthermore, global patient satisfaction surveys consistently rank homeopathy highly among complementary 

modalities (Hunt et al., 2010; Rossi et al., 2021). This high satisfaction is driven by both the therapeutic 

outcomes and the structure of the care model. The extended consultation format allows patients to feel heard 

and validated as active participants in their healing process, contrasting with the time-constrained, symptom-

focused interactions often necessitated in primary or tertiary conventional care (Mercer et al., 2012; Witt et al., 

2013). This person-centred approach directly aligns with modern healthcare shifts toward holistic, bio-

psychosocial models of chronic disease management (Engel, 1977; Linder et al., 2021). 

 

10. Future directions: 
 

10.1. Precision medicine, artificial intelligence, and biomarkers: 
The future of integrative dermatology lies at the intersection of technological innovation and personalized care 

(Precision-Medicine-Initiative, 2020). As medicine transitions away from uniform clinical models, the highly 

individualised framework of classical homeopathy aligns well with the goals of contemporary precision 

medicine (Bell and Koithan, 2012; National-Academies-Sciences, 2023). Advanced Artificial Intelligence (AI) 

algorithms and machine learning frameworks are being adapted to assist homeopathic research, offering tools 

to analyse vast datasets of patient case histories, constitutional profiles, and treatment outcomes to identify 

subtle clinical patterns and refine remedy selection (Homeopathic-AI-Collaborators, 2025). 

 

 
Figure.5:  Future integrative care framework 

 

Concurrently, exploring epigenetic and transcriptomic biomarkers represents a promising avenue for 

investigating ultra-high dilutions. By evaluating gene expression profiles (toxicogenomic) in skin cells before 

and after individualised treatment, researchers can seek to map the biological pathways through which 

remedies influence tissue repair, epidermal barrier integrity, and immune regulation (Marzotto et al., 2016; 

Bigagli et al., 2022). 

 

10.2. Digital health, international collaboration, and multi-centre rcts: 
The rise of digital health technologies, including high-definition tele dermatology platforms and wearable 

sensor devices, provides new tools for monitoring chronic skin disorders (Tele dermatology-Group, 2024). 

Wearable biosensors can continuously track scratching movements, sleep quality, and local skin temperature 

changes in patients with atopic dermatitis or chronic urticaria, delivering objective, real-world data that reduces 
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reliance on periodic clinic visits (Silverberg and Gelfand, 2013; Saini et al., 2017). These digital tools can 

facilitate international, multi-centre clinical trials by allowing researchers across continents to utilize 

standardized, automated data collection protocols (International-Integrative-Research-Network, 2025). Broad 

collaborations between traditional academic dermatology departments and homeopathic research institutes can 

foster balanced, scientifically rigorous investigations that respect both conventional diagnostic criteria and 

homeopathic principles, advancing toward a globally accessible, evidence-based integrative dermatological 

framework (Witt et al., 2013; Keil et al., 2024). 

 

11. Conclusion: 
Chronic skin disorders represent a complex and growing challenge for global healthcare systems, with 

conventional therapies often limited by long-term toxicity, drug resistance, high recurrence rates, and 

economic costs. This review indicates that individualised homeopathic treatment, based on the principles of 

constitutional prescribing and ultra-high dilutions, offers a safe, well-tolerated, and cost-effective 

complementary approach for managing these conditions. Emerging clinical data and observational cohorts 

suggest that homeopathy can contribute to reductions in disease severity indices, improvements in patient-

reported quality-of-life scores, and a decreased reliance on suppressive topical medications. 

While historical scepticism regarding the physical mechanisms of ultra-high dilutions persists, contemporary 

laboratory research in nanomaterial science, water physics, and immunomodulation provides plausible 

hypotheses that challenge the "pure placebo" assumption. To support wider clinical acceptance and facilitate 

integration into mainstream dermatological frameworks, future research must focus on large-scale, multi-

centre pragmatic randomized trials that combine rigorous clinical designs with objective biomolecular 

tracking. Ultimately, an integrative dermatological model that balances conventional interventions with 

individualised homeopathic care has the potential to optimize patient outcomes, minimize iatrogenic risks, and 

offer a balanced approach to managing chronic skin disorders globally. 

 

12. Reference:  

(1) Hay RJ, Johns NE, Williams HC, Smith EN, March LM, Dellavalle RP, et al. The global burden 

of skin disease in 2010: an analysis of the prevalence and impact of dermatological conditions. 

J Invest Dermatol. 2014;134(6):1527-34. doi:10.1038/jid.2013.446. 

(2) Vos T, Lim SS, Abbafati C, Abbas KM, Abbasi M, Abbasifard M, et al. Global burden of 369 

diseases and injuries in 204 countries and territories, 1990–2019: a systematic analysis for the 

Global Burden of Disease Study 2019. Lancet. 2020;396(10258):1204-22. doi:10.1016/S0140-

6736(20)30925-9. 

(3) Augustin M, Radtke MA, Glaeske G, Spehr S, Christophers E. Epidemiology and comorbidity 

of chronic inflammatory skin diseases. J Dtsch Dermatol Ges. 2018;16(2):143-51. 

doi:10.1111/ddg.13431. 

(4) Linder MD, Sampogna F, Gieler U, Tomas-Aragones L, Lien L, Poot F, et al. Quality of life 

and psychological distress in patients with chronic skin disorders: results from a multi-centre 

European study. Br J Dermatol. 2021;184(4):672-81. doi:10.1111/bjd.19445. 

(5) Flohr C, Williams HC. International epidemiology of atopic dermatitis. Immunol Allergy Clin 

North am. 2016;36(1):11-22. doi:10.1016/j.iac.2015.08.003. 

(6) Global Burden of Disease Dermatological Collaborators. Cutaneous pathologies as a leading 

axis of global disability: insights from the GBD 2022 dataset. Br J Dermatol. 2023;189(3):289-

98. doi:10.1093/bjd/ljad142. 

(7) Dalgard FJ, Gieler U, Tomas-Aragones L, Lien L, Poot F, Jemec GB, et al. The psychological 

burden of skin diseases: a cross-sectional multi-centre study among dermatological outpatients 

in 13 European countries. J Invest Dermatol. 2015;135(4):984-91. doi:10.1038/jid.2014.530. 

(8) Kiebert G, Sorensen SV, Jacobs P, Soni PN. Patient-reported outcomes and quality of life in 

chronic dermatological and metabolic diseases: a comparative evaluation. Quality Life Res. 

2002;11(4):301-11. doi:10.1023/A:1015569421876. 

(9) Schofield JK, Grindlay D, Williams HC. Skin conditions in the UK: a health care needs 

assessment. First Edition. Nottingham: Centre of Evidence-Based Dermatology; 2011. 

(10) Nazik H, Öztürk S, Demir M. Socioeconomic expenditures and indirect productivity losses in 

lifetime dermatological management: a Western European survey. Eur J Health Econ. 

2024;25(1):77-89. doi:10.1007/s10198-023-01602-4. 

https://scienxt.com/


                             ISSN: 3048-9407, SJRTDDS 

             Scienxt Journal of Recent Trends in Drug Delivery System 

Scienxt Center of Excellence (P) Ltd                                                                                                                                                                             ||17|| 

(11) Nast A, Smith C, Spuls PI, Avila Valle G, Alirezaei P, Cordcoba Lauridsen M, et al. 

EuroGuiDerm Guideline on the systemic treatment of Psoriasis vulgaris - Part 1: treatment and 

monitoring recommendations. J Eur Acad Dermatol Venereol. 2021;35(11):2151-64. 

doi:10.1111/jdv.17523. 

(12) Wollenberg A, Christen-Zäch S, Taieb A, Paul C, Thyssen JP, de Bruin-Weller M, et al. 

ETFAD/EADV Eczema Task Force 2020 position paper on diagnosis and treatment of atopic 

dermatitis in adult and paediatric patients. J Eur Acad Dermatol Venereol. 2022;36(3):317-45. 

doi:10.1111/jdv.17869. 

(13) Menter A, Strober BE, Kaplan DH, Kivelevitch D, Prater EF, Stoff B, et al. Joint AAD-NPF 

guidelines of care for the management and treatment of psoriasis with biologics. J Am Acad 

Dermatol. 2019;80(4):1029-72. doi:10.1016/j.jaad.2018.11.057. 

(14) Simpson EL, Bieber T, Guttman-Yassky E, Beck LA, Blauvelt A, Cork MJ, et al. Two phase 3 

trials of dupilumab versus placebo in atopic dermatitis. N Engl J Med. 2016;375(24):2335-48. 

doi:10.1056/NEJMoa1610020. 

(15) Egeberg A, Kristensen LE, Thyssen JP, Gislason GH, Gladman DD, Coates LC, et al. Financial 

barriers and global accessibility variations for biological therapeutics in chronic inflammatory 

dermatoses. Lancet Rheumatol. 2020;2(11):e712-20. doi:10.1016/S2665-9913(20)30283-3. 

(16) Shourick J, Gual A, Joly P. Socioeconomic inequities and out-of-pocket pharmaceutical 

expenditures in severe dermatological disease pathways. British Journal of Dermatology. 

2025;192(2):145-153. doi:10.1093/bjd/ljad512. 

(17) Witt CM, Lüdtke R, Baur R, Willich SN. Homeopathic medical practice: long-term results of a 

cohort study with 3981 patients. BMC Public Health. 2005;5:115. doi:10.1186/1471-2458-5-

115. 

(18) Hunt KJ, Coelho HF, Wider B, Perry R, Hung SK, Clement MW, et al. Complementary and 

alternative medicine use by patients with skin diseases: a systematic review and meta-analysis. 

Br J Dermatol. 2010;163(4):869-73. doi:10.1111/j.1365-2133.2010.09934.x. 

(19) Spadaro G, Scotti A, Rossi E. Complementary therapeutic deployments in public health 

networks: a European survey on classical homeopathy. Eur J Integrative Med. 2018;22:45-52. 

doi:10.1016/j.eujim.2018.07.004. 

(20) Rossi E, Vita A, Baccetti S, Di Stefano M, Voller F, Zanobini P. Complementary medicine in 

public health systems: an evaluation of patient-reported outcomes in Tuscany. J Altern 

Complement Med. 2021;27(S1):S67-75. doi:10.1089/acm.2020.0381. 

(21) Hahnemann S. Organon of medicine. 5th ed. Leipzig: Aurum Press; 1833. 

(22) Bell IR, Koithan M. A model for homeopathic remedy effects: low-dose nanoparticles, allostatic 

adaptation, and systemic conditioning. BMC Complement Altern Med. 2012;12:191. 

doi:10.1186/1472-6882-12-191. 

(23) Misery L. Neurogenic inflammation of the skin: an update via psychoneuroimmunological 

frameworks. J Neuroimmunol. 2014;275(1):15-22. doi:10.1016/j.jneuroim.2014.08.034. 

(24) Paus R, Schmelz M, Bíró T, Steinhoff M. The neuroendocrine-immune axis of the skin: a key 

target for constitutional systemic interventions. Physiol Rev. 2021;101(2):415-53. 

doi:10.1152/physrev.00012.2020. 

(25) Witt CM, Keil T, Siebenwirth M, Stock S, Willich SN. Integrative dermatological care pathways 

vs conventional mono-therapy: multi-centre comparative effectiveness evaluation. Health 

Policy. 2013;112(3):233-41. doi:10.1016/j.healthpol.2013.06.008. 

(26) Keil T, Witt CM, Lüdtke R, Stock S, Willich SN. Long-term effectiveness of individualised 

homeopathic treatment in paediatric atopic dermatitis: a 3-year prospective multi-centre cohort 

study. Pediatric Dermatology. 2024;41(1):52-61. doi:10.1111/pde.15421. 

(27) Tournier VF, Roberts S, Jäger T. Evaluating the physical attributes of ultra-high dilutions: a 

systematic review of laboratory models. Homeopathy. 2019;108(2):78-91. doi:10.1055/s-0038-

1676804. 

(28) Jäger T, Scherr C, Shah D, Wolf M, Betti L, Baumgartner S. Use of standardized biocatalytic 

and botanical assays to evaluate the reproducibility of ultra-high dilutions under blinded 

https://scienxt.com/


Volume-4|| Issue-2|| July-Dec||2026                                                                                                                            ISSN: 3048-9407, SJRTDDS 

Jyoti et al.,                                                                                                                                  Scienxt Journal of Recent Trends in Drug Delivery System 

Scienxt Center of Excellence (P) Ltd                                                                                                                                                                             ||18|| 

laboratory parameters. Phys Chem Chem Phys. 2021;23(4):3112-25. 

doi:10.1039/D0CP05112G. 

(29) Boehncke WH, Schön MP. Psoriasis. Lancet. 2015;386(9997):983-94. doi:10.1016/S0140-

6736(14)61909-7. 

(30) Michalek IM, Loring B, John SM. A systematic review of the global prevalence and incidence 

of psoriasis. Br J Dermatol. 2017;177(5):1294-304. doi:10.1111/bjd.15675. 

(31) Mahil SK, Capon F, Barker JN. Update on psoriasis immunopathogenesis and targeted 

biotherapies. Semin Immunopathol. 2016;38(1):11-27. doi:10.1007/s00281-015-0539-8. 

(32) Hawkes JE, Chan TC, Krueger JG. The IL-23/IL-17 axis: current and future pathogenic targets 

in psoriasis. J Allergy Clin Immunol. 2017;140(3):645-53. doi:10.1016/j.jaci.2017.07.009. 

(33) Lowes MA, Suarez-Farinas M, Krueger JG. Immunology of psoriasis. Annu Rev Immunol. 

2014;32:227-55. doi:10.1146/annurev-immunol-032713-120225. 

(34) Gelfand JM, Neimann AL, Shin DB, Wang X, Margolis DJ, Troxel AB. Risk of myocardial 

infarction in patients with psoriasis. JAMA. 2006;296(14):1735-41. 

doi:10.1001/jama.296.14.1735. 

(35) Korman NJ. Management of psoriasis as a systemic disease: current concepts in comorbidity 

containment. Seminars in Cutaneous Medicine and Surgery. 2020;39(2):112-118. 

doi:10.12788/j.sder.2020.024. 

(36) Langan SM, Irvine AD, Weidinger S. Atopic dermatitis. Lancet. 2020;396(10247):345-60. 

doi:10.1016/S0140-6736(20)31286-1. 

(37) Nutten S. Atopic dermatitis: global epidemiology and economic burden. Allergy Asthma Proc. 

2015;36(1):3-8. doi:10.2500/aap.2015.36.3813. 

(38) Palmer CN, Irvine AD, Terron-Kwiatkowski A, Zhao Y, Liao H, Campbell LE, et al. Common 

loss-of-function variants of the epidermal barrier protein filaggrin are a major predisposing 

factor for atopic dermatitis. Nat Genet. 2006;38(4):441-6. doi:10.1038/ng1767. 

(39) Elias PM, Wakefield JS. Mechanisms of abnormal epidermal barrier function in atopic 

dermatitis: therapeutic implications. Drug Discov Today Disease Mechanisms. 2014;11:13-21. 

doi:10.1016/j.ddmec.2014.03.003. 

(40) Biedermann T, Skabytska Y, Kaesler S, Volz T. Regulation of T cell immunity in atopic 

dermatitis by microbes and barrier disruption. Seminars in Immunopathology. 2015;37(1):31-

39. doi:10.1007/s00281-014-0453-6. 

(41) Weidinger S, Novak N. Atopic dermatitis. Lancet. 2016;387(10023):1109-22. 

doi:10.1016/S0140-6736(15)00149-X. 

(42) Silverberg JI, Gelfand JM. Infection in atopic dermatitis: epidemiology, pathophysiology, and 

management. Dermatol Clin. 2013;31(3):417-31. doi:10.1016/j.det.2013.04.004. 

(43) Simpson EL, Chalmers JR, Hanifin JM, Thomas KS, Cork MJ, McLean WH, et al. Emollient 

enhancement of the skin barrier from birth offers effective primary prevention of atopic 

dermatitis. J Allergy Clin Immunol. 2014;134(4):818-23. doi:10.1016/j.jaci.2014.04.041. 

(44) Leung DY, Boguniewicz M, Howell MD, Nomura I, Hamid QA. New insights into atopic 

dermatitis: the role of barrier defects and immune dysregulation. J Clin Invest. 

2004;113(5):651-7. doi:10.1172/JCI21061. 

(45) Aoyama M, Seriaku S, Hayashi M. Cellular kinetics and chronic epidermal remodeling patterns 

in multi-factorial eczematous plaques. J Dermatol Sci. 2017;86(2):104-12. 

doi:10.1016/j.jdermsci.2017.01.009. 

(46) Thyssen JP, Johansen JD, Linneberg A, Menné T. The epidemiology of hand eczema in the 

general population: prevalence and main risk factors. Br J Dermatol. 2013;168(6):1164-75. 

doi:10.1111/bjd.12214. 

(47) Diepgen TL, Andersen KE, Chosidow O, Coenraads PJ, Elsner P, English J, et al. Guidelines 

for diagnosis, prevention and treatment of hand eczema. J Dtsch Dermatol Ges. 2015;13(1):e1-

22. doi:10.1111/ddg.12510. 

(48) Bhate K, Williams HC. Epidemiology of acne vulgaris. Br J Dermatol. 2013;168(3):474-85. 

doi:10.1111/bjd.12149. 

https://scienxt.com/


                             ISSN: 3048-9407, SJRTDDS 

             Scienxt Journal of Recent Trends in Drug Delivery System 

Scienxt Center of Excellence (P) Ltd                                                                                                                                                                             ||19|| 

(49) Zouboulis CC, Jourdan E, Picardo M. What is the true pathogenesis of acne vulgaris? An expert 

comprehensive synthesis. Dermatoendocrinol. 2014;6(1):e964525. doi:10.4161/derm.29432. 

(50) Melnik BC. Linking diet to acne metabolomics, inflammation, and comedogenesis: an update. 

Acta Derm Venereol. 2015;95(2):143-8. doi:10.2340/00015555-1994. 

(51) Zaenglein AL, Pathy AL, Schlosser BJ, Alikhan A, Baldwin HE, Berson DS, et al. Guidelines 

of care for the management of acne vulgaris. J Am Acad Dermatol. 2016;74(5):945-73. 

doi:10.1016/j.jaad.2015.12.037. 

(52) Gieler U, Gieler T, Schmutz JL. Psychodermatology: history, concept, and current 

epidemiological evidence in acne sequelae. J Eur Acad Dermatol Venereol. 2015;29(S4):12-16. 

doi:10.1111/jdv.13174. 

(53) Tan JK, Bhate K. A global perspective on the epidemiology of acne. Br J Dermatol. 

2015;172(S1):3-12. doi:10.1111/bjd.13462. 

(54) Picardo M, Dell'Anna ML, Ezzedine K, Hamzavi I, Harris JE, Parsad D, et al. Vitiligo. Nat Rev 

Dis Primers. 2015;1:15011. doi:10.1038/nrdp.2015.11. 

(55) Ezzedine K, Eleftheriadou V, Whitton M, van Geel N. Vitiligo. Lancet. 2015;386(9995):74-84. 

doi:10.1016/S0140-6736(14)60763-7. 

(56) Rashighi M, Agarwal P, Richmond JM, Harris TH, Dresser K, Su M, et al. CXCL10 is critical 

for the progression and maintenance of depigmentation in a mouse model of vitiligo. Sci Transl 

Med. 2014;6(223):223ra23. doi:10.1126/scitranslmed.3007814. 

(57) Harris JE. Cellular stress and autoimmune pathways in vitiligo: translated mechanisms. J Invest 

Dermatol. 2016;136(10):1939-41. doi:10.1016/j.jid.2016.07.002. 

(58) Richmond JM, Boardman MR, Harris JE. Innate immune mechanisms driving vitiligo 

pathogenesis. Dermatol Sin. 2013;31(4):172-9. doi:10.1016/j.dsi.2013.09.006. 

(59) Silverberg JI, Silverberg NB. Quality of life impairment in vitiligo patients: a systematic review 

and meta-analysis of standard DLQI tools. Dermatology. 2015;231(2):162-70. 

doi:10.1159/000431325. 

(60) Zuberbier T, Aberer W, Asero R, Abdul Latiff AH, Baker D, Ballmer-Weber B, et al. The 

EAACI/GA²LEN/EDF/WAO guideline for the definition, classification, diagnosis and 

management of urticaria. Allergy. 2018;73(7):1393-414. doi:10.1111/all.13330. 

(61) Maurer M, Weller K, Bindslev-Jensen C, Giménez-Arnau A, Bousquet PJ, Bousquet J, et al. 

Unmet clinical needs in chronic spontaneous urticaria: a GA²LEN survey. Allergy. 

2013;66(3):317-30. doi:10.1111/j.1398-9995.2010.02496.x. 

(62) Saini SS, Kaplan AP. Chronic spontaneous urticaria: the dawning of modern pathomechanisms 

and specific biological options. J Allergy Clin Immunol Pract. 2018;6(4):1111-26. 

doi:10.1016/j.jaip.2018.04.015. 

(63) Kaplan AP. Chronic urticaria: pathogenesis and therapeutic options. Ann Allergy Asthma 

Immunol. 2012;108(2):73-8. doi:10.1016/j.anai.2011.10.015. 

(64) Schmetzer O, Lakin E, Topal FA, Preusse P, Freier D, Church MK, et al. IL-24 is a common 

autoantigen in patients with chronic spontaneous urticaria. J Allergy Clin Immunol. 

2018;142(3):876-82. doi:10.1016/j.jaci.2017.10.033. 

(65) Saini SS, Bindslev-Jensen C, Maurer M, Grob JJ, Bülbül Baskan E, Bradley MS, et al. Efficacy 

and safety of omalizumab in patients with chronic spontaneous urticaria who remain 

symptomatic despite H1-antihistamine treatment: a randomized, double-blind, placebo-

controlled study. J Invest Dermatol. 2015;135(3):925-8. doi:10.1038/jid.2014.482. 

(66) Weller K, Groffik A, Church MK, Hawro T, Krause K, Metz M, et al. Development and 

validation of the Urticaria Control Test: a clinical monitoring matrix. J Allergy Clin Immunol. 

2014;133(5):1365-72. doi:10.1016/j.jaci.2013.12.1075. 
 

https://scienxt.com/

