
Developmental Treatment Progress for Atopic Dermatitis

Zhou Paul*

Department of Science and Medicine, University of Ottawa, 1728Ottawa, Canada

ABSTRACT
Atopic Dermatitis (AD) is a chronic skin illness caused by complicated interactions between skin barrier 

abnormalities and a deregulated immune system, which is characterized by the activation of diverse T cell subsets at 

various phases of the disease. Until recently, the majority of patients were treated with moisturizers, topical steroids 

and topical calcineurin inhibitors, with systemic immunosuppressant are being recommended in seriously sick 

patients. New treatment techniques have been conceived and developed in recent years to target the many phases in 

the chain of molecular processes that rise to the AD phenotype. The focus of this short communication will be on 

current advancements in the treatment of Alzheimer's disease.
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DESCRIPTION
Atopic Dermatitis (AD) is a skin disease that affects both 
children and adults [1]. While 70% of people with Alzheimer's 
disease outgrow it by the time they reach adolescence, 30% of 
cases last into adulthood [2]. An impaired cutaneous barrier and 
deregulated inflammation are hallmarks of Alzheimer's disease. 
Although the exact involvement of T-helper (Th)-2 cells in acute 
AD is uncertain, higher vulnerability to skin infections has been 
linked to inflammation. Mood issues, sleep disorders and work 
productivity are all more common in Alzheimer's sufferers. 
Around half of all youngsters with Alzheimer's disease say their 
sickness has a negative influence on their quality of life. Target-
specific biologics are being developed to intervene in the Th2 
pathway or linked proximal events in Alzheimer's disease. 
Monoclonal antibodies against IgE, IL-4 receptor subunit alpha 
(IL-4R), IL-5, IL-13, IL-31 receptor A (IL31RA), IL-33 and TSLP 
have all been tested clinically for adult Alzheimer's disease so far 
[3]. Meanwhile, biologics that block the Th2 pathway are being 
evaluated in asthma and chronic rhinitis with nasal polyps, both 
of which have been linked to the Th2 pathway.

Targeted biologic medicines like dupilumab and tralokinumab 
target a specific immune route and its cytokines or receptors, 
whereas baricitinib uses small molecules to engage with various 
signal transduction pathways associated to different cytokine 
receptors and immunological pathways [4]. Despite these recent

advances, the treatment arsenal remains restricted, and disease 
care is still based on a "one-size-fits-all" approach [5]. The high 
prevalence of Alzheimer's disease in children, the disease's 
extremely variable and unpredictable course and the field's 
limited arsenal of licensed medications with a sufficient benefit–
risk ratio are all important obstacles [6]. To address this, a greater 
knowledge of the processes underlying epidermal barrier 
malfunction and the sequence of immunological responses 
underlying the chronic inflammatory reaction is required, which 
would ideally lead to improved long-term, disease-modifying care 
of this chronic condition.

CONCLUSION
Treatments for Alzheimer's disease have remained basically 
unchanged for a long time, with few notable advances. New 
topical medicines are being developed, but none have yet to 
equal the efficacy of mid-strength TCS. "Steroid phobias" and 
false allegations of "steroid addiction" have impeded that strategy, 
in part due to over-prescribing by doctors, but also due to 
emotion-based internet-generated worries. Clearly, stronger 
topical treatments with less adverse effects are still needed. Better 
understanding of immunological and inflammatory pathways has 
resulted in the most exciting advancements in AD therapy The 
development of dupilumab, for example, has resulted in a 
significant reduction in clinical severity with little side effects. 

Short Communication

Correspondence to: Zhou Paul, Department of Medicine, University of Ottawa, Ottawa, Canada, E-mail: paulzhou@1728.ca

Received: 06-May -2022, Manuscript No. JOD-22-17066; Editor assigned: 10-May-2022, Pre QC No. JOD-22-17066  (PQ); Reviewed: 23-May-2022, 
QC No JOD-22-17066; Revised: 30-May-2022, Manuscript No. JOD-22-17066 (R); Published: 08-Jun-2022, DOI: 10.35248/2329-6925.22.7.152.

Citation: Paul Z (2022) Developmental Treatment Progress for Atopic Dermatitis. J Dermatitis.7:152.

Copyright: © 2022 Paul Z. This is an open access article distributed under the terms of the Creative Commons Attribution License, which permits 
unrestricted use, distribution, and reproduction in any medium, provided the original author and source are credited.

J Dermatitis, Vol.7 Iss.3 No:1000152 1

remove ref ciations in conclusion



Many additional novel chemicals under development should 
continue to make significant progress in the treatment of this 
severe, common and complex disease.
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