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Atopic hand dermatitis
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Atopic dermatitis

Atopic hand dermatitis typically involves the dorsum of hands. Diffuse
erythema, scaling, and excoriations can be seen in this image.

Scaly, excoriated plaques over the forearm.



Palmar hyperlinearity
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Hyperlinear palms in a patient with atopic dermatitis.

: Atopic cheilitis
Eyelid eczema

A finely scaled, pink plaque near the medial canthus.




Normal Skin Atopic Dermatitis
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Fig. 1. Skin barrier dysfunction in patients with atopic dermatitis. TSLF,
thymic stromal lymphopoietin; Th2, T helper 2 cells; PAR-2, protease-
activated receptor 2. Reprinted from Kabashima K. J Dermatol Sci
2013;70:3-11, with permission from Elsevier [2].
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Figure 1:: Diagramatic representation of pathogenesis of atopic dermatitis. CNS: Central nervous

—
system, Th 2: Type 2 helper T cell, IL: Interleukin. q

How to cite this article: Seneviratne J. Pathogenesis of atopic dermatitis: Current concepts. J Skin Sex Transm
Dis 2021;3:113-7.
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Staphylococcus aureus
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FIGURE 3 | Pathways involved in S. aureus' virulence factors contribution to AD
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History taking, extent of lesions, severity assessment
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Basic Moisturizer, avoidance of triggering factors, education
treatment : !
1
v v v
Systemic treatment
- Active treatment | |, gt{glr(t)igr?:ns?eroids
s * Topical calcineurin for mild AD » Other immunomodulatory
o inhibitors e +| drugs* (AZA, MMF, MTX,
treatment « Topical steroids (as needed) IFN-, alitretinoin)
» Antihistamines + Wet dressing . Phototherapy’
* Infection control | |, Ayergen-specific immunotherapy
« Biologics
Proactive (Persistent of frequent relapse)
treatment Intermittent topical calcineurin inhibitors or steroids, psychological support
Adjunctive . : : s s s
traatriait Evening primrose oil, probiotics/prebiotics, vitamin D

Fig. 1. Treatment algorithm for atopic dermatitis (AD). SCORAD: SCORing atopic dermatitis, EASI: eczema area and severity index,
AZA: azathioprine, MMF: mycophenolate mofetil, MTX: methotrexate, IFN-7 : interferon- 7.

Consensus Guidelines for the Treatment of Atopic Dermatitis in Korea

Article in Annals of Dermatology - October 2015
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cytokines h o Hbac receptor cytokines

Cact h u Omalizumab, Rituximab, Dupilumab, Tralokinumab




C hc h d], amalizumab
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