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Although there is no universal consensus on the precise definition of 
“overlap” between psoriasis and atopic dermatitis, it is generally under­
stood as the coexistence, in the same patient, of characteristic lesions of 
the 2 entities. This phenomenon may occur synchronously, with clinical 
features that make differentiation difficult both clinically and histologi­
cally, or it may appear at different moments during the patient’s disease 
progression, either spontaneously or triggered by the introduction of 
biological therapies.1

The latter may be controversial, as some authors do not include it 
within overlap forms, and it can be found in the literature under other 
terms such as immune imbalance or the “flip-flop” phenomenon.2 These 
are patients who, after starting a biological treatment for atopic dermati­
tis or psoriasis, develop psoriasiform or eczematous lesions respectively. 
This situation is increasingly relevant due to recent advances in the 
development of these therapies in modern dermatological practice.3−5

Classically, psoriasis and atopic dermatitis have opposite 
immunopathogenic mechanisms: psoriasis is characterized by pre­
dominant Th1/Th17 inflammation, whereas atopic dermatitis is 
characterized by Th2 inflammation.6 The coexistence of psoriasis and 
atopic dermatitis in the same patient has been reported as rare, likely 
due to the involvement of these opposing inflammatory pathways.1,7,8 
However, an increasing number of publications describe patients who 
present, either concomitantly or at different points in time, clinical 
features of both diseases.9−12

Although the etiopathogenesis of psoriasiform and eczematous 
reactions following the initiation of biological therapies is not fully 
understood, the leading hypothesis relates them to the known cross-
inhibitory communication between type 2 (Th2) and type 3 (Th17) 
immunity.5 Thus, when one arm is inhibited, the other may be inad­
vertently strengthened. Therefore, in vitro studies in dendritic cells 
have shown that IL-4 inhibits IL-23 production by dendritic cells.13 A 
later study using cultured entheseal fibroblasts found that both IL-4 
and IL-13 suppressed IL-23 production.14 Additional in vitro stud­
ies in macrophages demonstrated that IL-4—and to a lesser extent 
IL-13—inhibit IL-17–induced macrophage activation.15 These findings 
suggest that inhibition of IL-4 and/or IL-13 could paradoxically promote 
IL-23 production and, in doing so, promote Th17 polarization and the 
onset of psoriasis. Conversely, inhibition of Th17 would block the Th1 
pathway and favor an increase in Th2 signaling—involved in the devel­
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opment of eczema—and thus promote typical Th2-mediated reactions, 
more frequently induced by drugs targeting this interleukin.16,17

Regarding the therapeutic management of these overlapped forms, 
it is worth noting that we currently have different approved treatments 
for both atopic dermatitis and psoriasis, some of which are indicated 
for both diseases. Others, although not formally indicated for one of 
them, have been traditionally used in both and may be useful for treating 
combined, difficult-to-manage forms1 (Table 1).

Among topical drugs, corticosteroids are approved for both diseases 
and may be a good alternative for mild forms or in combination with 
systemic treatments. Calcineurin inhibitors are approved for atopic der­
matitis but not for psoriasis; however, they are commonly used because 
of their long-term safety, especially in locations where topical corticos­
teroids should be used cautiously in the medium-to-long term, such as 
the face and skin folds. Vitamin D analogs are indicated for psoriasis but 
not for atopic dermatitis, and they are not recommended in the latter 
due to the potential for irritation.

For conventional systemic therapies, several are approved for pso­
riasis, including cyclosporine, methotrexate, and acitretin. In atopic 
dermatitis, although multiple systemic agents have been histori­
cally used due to the previous scarcity of approved therapies for 
moderate-to-severe disease, the only conventional systemic drug with 
an approved indication is cyclosporine. Other commonly used agents 
include methotrexate, azathioprine, and, in certain cases, mycopheno­
late mofetil.

Furthermore, phototherapy is indicated for both diseases, with 
narrow-band UVB being preferred for combined forms.18,19

Regarding biological agents, multiple treatments are approved for 
psoriasis, such as TNF-α inhibitors, IL-17 inhibitors, IL-12/23 inhibitors, 
IL-23 inhibitors, among others in the pipeline. For atopic dermatitis, cur­
rently approved biologics include IL-4/13 inhibitors (dupilumab) and 
IL-13 inhibitors (tralokinumab and lebrikizumab). In the reviewed lit­
erature, various biological treatment options have been proposed for 
combined forms, mostly based on isolated cases or small series. A 
recently published review on psoriasis–atopic dermatitis overlap pro­
poses IL-12/23 inhibitors as treatment.1 However, that same review 
notes the limited efficacy demonstrated in patients with atopic der­
matitis. In a series of 23 patients with atopic dermatitis treated with 
an IL-12/23 inhibitor (ustekinumab), 8 achieved complete remission, 
8 showed no response, and 7 achieved partial remission.20 A phase II 
clinical trial conducted in Japan to evaluate the efficacy of this same 
agent in atopic dermatitis found no differences between ustekinumab 
and placebo at week 24.21
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Table 1
Treatment options for psoriasis, atopic dermatitis, and psoriasis–atopy overlap.

Treatment Psoriasis Atopic dermatitis Psoriasis–atopy overlap
Topicals • Corticosteroids• Vitamin D analogs• Retinoids• Calcineurin inhibitorsa

• Corticosteroids• Calcineurin inhibitors
• Corticosteroids• Calcineurin inhibitors

Conventional systemic 
therapies

• Methotrexate• Acitretin• Cyclosporine

• Cyclosporine• Methotrexatea• Azathioprinea
• Cyclosporine• Methotrexatea

Phototherapy • NB-UVB • NB-UVB • NB-UVB
Biologics • IL-12/23 inhibitors• IL-17 inhibitors• IL-23 inhibitors• TNF-α inhibitors

• IL-4/13 inhibitors• IL-13 inhibitors
• Combination biologics?• IL-12/23inhibitors?• IL-17 inhibitors?

Small-molecule inhibitors • Phosphodiesterase-4 
inhibitor: Apremilast• JAK inhibitors: 
deucravacitinib• Baricitinib and upadacitinib 
for psoriatic arthritis

• JAK inhibitors: baricitinib, 
upadacitinib, abrocitinib

• JAK inhibitors

a Off-label use.

Moreover, the involvement of IL-17 in combined psoriasis–atopy 
forms has prompted investigation into IL-17 inhibitors as potential treat­
ments.1,6,12 In a phase II clinical trial with secukinumab (an IL-17 
inhibitor), no differences were found vs placebo at week 16.22 Inter­
estingly, as intrinsic forms are more strongly associated with elevated 
IL-17, a subgroup analysis was performed in these patients, again show­
ing no statistically significant differences compared with placebo. No 
benefit was found either in atopic dermatitis subtypes more common in 
Asian populations, where IL-17 elevation is also noted.

There is at least 1 isolated case reporting response to another IL-17 
inhibitor—brodalumab—in a patient with both dermatological diseases 
who had been refractory to topical corticosteroids, phototherapy, and 
methotrexate.23

In another recent review of 30 patients with concomitant atopic der­
matitis and psoriasis, the authors describe the treatments used for these 
patients. They report that 73% failed topical treatments and received 
systemic therapies during their disease course.24 The most frequently 
used treatments were dupilumab (43%), guselkumab (27%), adali­
mumab (27%), cyclosporine (27%), apremilast (20%), secukinumab 
(20%), ustekinumab (20%), and ixekizumab (20%). Biological therapy 
was required in 57%, and sequential use of >1 biologic was necessary in 
30%. In 22%, at least 2 biologics were required concomitantly to achieve 
significant clinical improvement. The most frequent combination in that 
series was guselkumab plus dupilumab, with prolonged combined use 
reported as safe.

Regarding small-molecule inhibitors, apremilast is approved for 
psoriasis and, more recently, a TYK2 inhibitor (deucravacitinib). The 
role of apremilast in the treatment of atopic dermatitis has been 
investigated.25,26 Although some benefit has been observed in certain 
patients,25 a phase II clinical trial did not demonstrate superiority 
over placebo, and therefore its development for this indication has 
not continued.26 There is an isolated published case in which apremi­
last was effective in treating psoriasis–dermatitis overlap associated 
with malignancy.27 Deucravacitinib has not been developed for atopic 
dermatitis; however, a recent series described seven patients with 
combined psoriasis/atopy who responded effectively.28 Focusing on 
small-molecule inhibitors approved specifically for atopic dermatitis, 
several JAK inhibitors are available (upadacitinib, baricitinib, and 
abrocitinib). Notably, the first 2 are approved for psoriatic arthritis as 
well, though not for psoriasis per se. JAK inhibitors act by blocking the 
signaling of various interleukins through their intracellular receptor-
associated pathways.29 Many of these interleukins are involved in atopic 

Table 2
Proposed treatment for psoriasis–atopy overlap with synchronous onset of both 
diseases.

Mild • Topical corticosteroids
Moderate Acute flare:• Cyclosporine

Chronic/persistent:• Phototherapy• Methotrexate
Severe/Contraindication to 
previous drugs/No response

• JAK inhibitors

dermatitis but also in psoriasis. Thus, an increasing number of pub­
lications in the reviewed literature discuss the potential role of JAK 
inhibitors in overlap forms. Case series and isolated reports describe the 
use of various JAK inhibitors, including a case series focused specifically 
on upadacitinib.30−34

Considering the above, we propose different treatment algorithms 
for psoriasis–atopic dermatitis overlap. While one could distinguish 
between true overlap forms (synchronous or alternating) and biologic-
induced psoriasis, from a practical standpoint it may be more useful to 
differentiate between clinical presentations where psoriasis and atopic 
dermatitis debut synchronously (e.g., lesions compatible with both 
dermatoses at the same time); and patients with underlying atopic der­
matitis on “advanced therapy” (defined as biological drugs or recently 
approved JAK inhibitors for atopic dermatitis) who develop psoriasi­
form lesions.

In the first scenario—synchronous onset of both diseases 
(Table 2)—for mild forms, the most logical initial option is topi­
cal corticosteroids and/or calcineurin inhibitors, depending on lesion 
severity and location. In moderate forms, the treatment of choice 
may differ depending on whether the presentation reflects an acute 
exacerbation, in which case cyclosporine may be considered (provided 
no contraindications exist), or a more chronic–persistent form, in 
which methotrexate (even though off-label for atopic dermatitis) or 
phototherapy may be options.

In severe forms or those that do not respond to prior treatments, 
JAK inhibitors would likely be the agents of choice. Although there is 
insufficient evidence to select one JAK inhibitor over another, consider­
ing their approval for psoriatic arthritis and the benefit shown for skin 
lesions in such patients, upadacitinib or baricitinib would probably be 
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Contraindication/

No response 

AD on biologic therapy +

onset of PSO

Moderate/Severe
Mild

Add topical treatments

AD controlled AD partially/poorly

controlled

Add methotrexate/

phototherapy

Add a PSO biologic
No response Switch to a JAK

inhibitor

Fig. 1. Proposed treatment for psoriasis–atopy overlap: patient with atopic dermatitis on biologic therapy who develops psoriasiform lesions.
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AD biologic

AD on a JAK inhibitor

+ onset of PSO

Mild
Moderate/Severe

Add topical
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controlled
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Add a PSO biologic
No response Switch to another JAK inhibitor with greater

clinical evidence (upadacitinib > baricitinib

> abrocitinib)

Contraindication/

No response

Fig. 2. Proposed treatment for psoriasis–atopy overlap: patient with atopic dermatitis on JAK inhibitor who develops psoriasiform lesions.

preferred, with upadacitinib being the most frequently reported in the 
literature for these cases.

In the second scenario—patients with atopic dermatitis on advanced 
therapy (biologic or JAK inhibitor) who develop psoriasiform lesions—
the treatment algorithm depends on psoriasis severity (Figs. 1 and 2). 
For mild psoriatic lesions, adding topical corticosteroids is sufficient. For 
moderate–severe psoriasis where atopic dermatitis is well-controlled, 
phototherapy or methotrexate may be considered, or, particularly in 
more severe cases or when previous therapies are contraindicated or 
ineffective, adding a psoriasis-specific biologic may be required. A dif­
ferent strategy applies when the patient’s atopic dermatitis is partially 
or poorly controlled. If the patient is on a biologic, switching ther­
apeutic targets should be considered. Based on previous discussion, 

switching to a JAK inhibitor would be appropriate, especially if pso­
riasis is biologic-induced. If, instead, the patient is already on a JAK 
inhibitor and atopic dermatitis remains partially or poorly controlled, 
switching to another JAK inhibitor could be considered (based primar­
ily on case-series evidence suggesting a hierarchy in clinical practice: 
upadacitinib > baricitinib > abrocitinib,31−33 though current evidence 
is insufficient to formally support this ranking and decisions should be 
individualized). If there is still no response after switching, adding a pso­
riasis biologic to the JAK inhibitor (in cases of partial control) or using 
biologics for both dermatoses may be considered.

In conclusion, although psoriasis and atopic dermatitis appear to be 
uncommon in the same patient, increasing reports describe patients with 
clinical presentations that are difficult to differentiate, or who alternate 
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between both diseases—likely influenced in part by biologic therapies 
shifting dominant inflammatory responses. Understanding the effective­
ness of different therapeutic alternatives for these diseases is crucial to 
selecting the best treatment option, especially given that many of these 
patients are complex and often refractory to multiple prior therapies.

References
1. Tsai YC, Tsai TF. Overlapping features of psoriasis and atopic dermatitis: from 

genetics to immunopathogenesis to phenotypes. Int J Mol Sci. 2022;23:5518, 
http://dx.doi.org/10.3390/ijms23105518. PMID: 35628327; PMCID: PMC9143118.

2. Müller S, Welchowski T, Schmid M, et al. Development of a clinical algorithm to pre­
dict phenotypic switches between atopic dermatitis and psoriasis (the “Flip-Flop” 
phenomenon). Allergy. 2024;79:164–173, http://dx.doi.org/10.1111/all.15921. 
Epub 2023 Oct 21. PMID: 37864390.

3. Brumfiel CM, Patel MH, Zirwas MJ. Development of psoriasis during treatment 
with dupilumab: a systematic review. J Am Acad Dermatol. 2022;86:708–709, 
http://dx.doi.org/10.1016/j.jaad.2021.05.013. Epub 2021 May 19. PMID: 
34022319.

4. Chiei Gallo A, Tavoletti G, Termini D, Marzano AV, Ferrucci SM. Tralokinumab-
induced psoriasis relapse in a patient with atopic dermatitis. Int J Dermatol. 2024, 
http://dx.doi.org/10.1111/ijd.17397. Epub ahead of print. PMID: 39021045.

5. Abdelghaffar M, Kottilil S, Murphy MJ, Cohen JM, Damsky W. Paradoxical psoria­
sis. Dermatol Clin. 2024;42:471–480, http://dx.doi.org/10.1016/j.det.2024.02.011. 
Epub 2024 Apr 10. PMID: 38796276.

6. Guttman-Yassky E, Krueger JG. Atopic dermatitis and psoriasis: two differ­
ent immune diseases or one spectrum? Curr Opin Immunol. 2017;48:68–73, 
http://dx.doi.org/10.1016/j.coi.2017.08.008. Epub 2017 Sep 1. PMID: 28869867.

7. Griffiths CEM, Armstrong AW, Gudjonsson JE, Barker JNWN. Psoriasis. Lancet. 
2021;397:1301–1315, http://dx.doi.org/10.1016/S0140-6736(20)32549-6. PMID: 
33812489.

8. Ständer S. Atopic dermatitis. N Engl J Med. 2021;384:1136–1143, 
http://dx.doi.org/10.1056/NEJMra2023911. PMID:33761208.

9. Kim JE, Lee J, Huh YJ, et al. Genomic profiling of the overlap phenotype 
between psoriasis and atopic dermatitis. J Invest Dermatol. 2024;144:43–52.e6, 
http://dx.doi.org/10.1016/j.jid.2023.06.194. Epub 2023 Jul 5. PMID: 37419444; 
PMCID: PMC11060321.

10. Dong S, Li D, Shi D. Skin barrier-inflammatory pathway is a driver of the 
psoriasis–atopic dermatitis transition. Front Med (Lausanne). 2024;11:1335551, 
http://dx.doi.org/10.3389/fmed.2024.1335551. PMID: 38606161; PMCID: 
PMC11007107.

11. Docampo-Simón A, Belinchón I, Sánchez-Pujol MJ, et al. Psoriasis dermatitis, a 
common phenotype of early forms of both psoriasis and atopic dermatitis in 
children: a prospective multicenter study. Int J Dermatol. 2024;63:1392–1397, 
http://dx.doi.org/10.1111/ijd.17100. Epub 2024 Mar 3. PMID: 38433076.

12. Bozek A, Zajac M, Krupka M. Atopic dermatitis and psoriasis as overlapping 
syndromes. Mediat Inflamm. 2020;2020:7527859, http://dx.doi.org/10.1155/2020/
7527859. PMID: 33354161; PMCID: PMC7735848.

13. Guenova E, Skabytska Y, Hoetzenecker W, et al. IL-4 abrogates T(H)17 cell-mediated 
inflammation by selective silencing of IL-23 in antigen-presenting cells. Proc Natl 
Acad Sci USA. 2015;112:2163–2168, http://dx.doi.org/10.1073/pnas.1416922112. 
Epub 2015 Feb 2. PMID: 25646481; PMCID: PMC4343151.

14. Bridgewood C, Sharif K, Freeston J, et al. Regulation of entheseal IL-23 
expression by IL-4 and IL-13 as an explanation for arthropathy develop­
ment under dupilumab therapy. Rheumatology (Oxford). 2021;60:2461–2466, 
http://dx.doi.org/10.1093/rheumatology/keaa568. PMID: 33253386.

15. Jovanovic DV, Di Battista JA, Martel-Pelletier J, et al. IL-17 stimulates the produc­
tion and expression of proinflammatory cytokines, IL-beta and TNF-alpha, by human 
macrophages. J Immunol. 1998;160:3513–3521. PMID: 9531313.

16. Sánchez-Velázquez A, Falkenhain-López D, López-Valle A, Rodríguez Peralto JL, 
Ortiz Romero PL, Rivera-Díaz R. Eczematous reactions induced by anti-IL17 
agents: report of two cases and possible pathogenic mechanisms. Indian J Derma­
tol. 2022;67:307–308, http://dx.doi.org/10.4103/ijd.IJD_448_20. PMID: 36386116. 
PMCID: PMC9644763.

17. Caldarola G, Pirro F, Di Stefani A, et al. Clinical and histopathological charac­
terization of eczematous eruptions occurring in course of anti IL-17 treatment: a 
case series and review of the literature. Expert Opin Biol Ther. 2020;20:665–672, 
http://dx.doi.org/10.1080/14712598.2020.1727439. Epub 2020 Feb 17. PMID: 
32045273.

18. Myers E, Kheradmand S, Miller R. An update on narrowband ultraviolet 
B therapy for the treatment of skin diseases. Cureus. 2021;13:e19182, 
http://dx.doi.org/10.7759/cureus.19182. PMID: 34873522; PMCID: PMC8634827.

19. Branisteanu DE, Dirzu DS, Toader MP, et al. Phototherapy in dermatological mal­
adies (Review). Exp Ther Med. 2022;23:259, http://dx.doi.org/10.3892/etm.2022.
11184. Epub 2022 Feb 3. PMID: 35251325; PMCID: PMC8892600.

20. Husein-ElAhmed H, Steinhoff M. Effectiveness of ustekinumab in patients with atopic 
dermatitis: analysis of real-world evidence. J Dermatolog Treat. 2022;33:1838–1843, 
http://dx.doi.org/10.1080/09546634.2021.1914315. Epub 2021 Aug 25. PMID: 
33849369.

21. Saeki H, Kabashima K, Tokura Y, et al. Efficacy and safety of ustekinumab 
in Japanese patients with severe atopic dermatitis: a randomized, double-
blind, placebo-controlled, phase II study. Br J Dermatol. 2017;177:419–427, 
http://dx.doi.org/10.1111/bjd.15493. Epub 2017 Jun 27. PMID: 28338223.

22. Ungar B, Pavel AB, Li R, et al. Phase 2 randomized, double-blind study of 
IL-17 targeting with secukinumab in atopic dermatitis. J Allergy Clin Immunol. 
2021;147:394–397, http://dx.doi.org/10.1016/j.jaci.2020.04.055. Epub 2020 May 
16. PMID: 32428528.

23. Gambardella A, Licata G, De Rosa A, et al. Concurrent atopic dermatitis and 
psoriasis successfully treated with brodalumab. Dermatitis. 2021;32(1S):e86–e88, 
http://dx.doi.org/10.1097/DER.0000000000000645. PMID: 33208631.

24. Barry K, Zancanaro P, Casseres R, Abdat R, Dumont N, Rosmarin D. Concomi­
tant atopic dermatitis and psoriasis – a retrospective review. J Dermatolog Treat. 
2021;32:716–720, http://dx.doi.org/10.1080/09546634.2019.1702147. Epub 2019 
Dec 18. PMID: 31801394.

25. Carmona-Rocha E, Rusiñol L, Puig L. Exploring the therapeutic landscape: a narrative 
review on topical and oral phosphodiesterase-4 inhibitors in dermatology. Phar­
maceutics. 2025;17:91, http://dx.doi.org/10.3390/pharmaceutics17010091. PMID: 
39861739; PMCID: PMC11769339.

26. Simpson EL, Imafuku S, Poulin Y, et al. A phase 2 randomized trial of apremi­
last in patients with atopic dermatitis. J Invest Dermatol. 2019;139:1063–1072, 
http://dx.doi.org/10.1016/j.jid.2018.10.043. Epub 2018 Dec 5. PMID: 30528828.

27. Mao J, Du N, Jia Y, et al. Case report: treatment of psoriasiform dermati­
tis in patients with malignancy. Front Med (Lausanne). 2024;11:1363405, 
http://dx.doi.org/10.3389/fmed.2024.1363405. PMID: 38633304; PMCID: 
PMC11021683.

28. Tang JT, Xu MY, Wu NH, Wu F, Liu YQ. Rapid clinical improvement with tyrosine 
kinase 2 inhibitor deucravacitinib in overlapping psoriasis and atopic dermatitis. Int 
J Dermatol. 2025, http://dx.doi.org/10.1111/ijd.17742. Epub ahead of print. PMID: 
40237138.

29. Garcia-Melendo C, Cubiró X, Puig L. Janus kinase inhibitors in dermatology: Part 2: 
Applications in psoriasis, atopic dermatitis, and other dermatoses. Actas Dermosifili­
ogr (Engl Ed). 2021;112:586–600, http://dx.doi.org/10.1016/j.adengl.2021.05.008. 
Epub 2021 May 12. PMID: 34030992.

30. Burlando M, Megna M, Caldarola G, et al. Eczematous reactions in patients 
with plaque psoriasis receiving biological therapy: an observational study. Eur 
Rev Med Pharmacol Sci. 2024;28:4298–4301, http://dx.doi.org/10.26355/eur­
rev_202409_36787. PMID: 39359201.

31. Napolitano M, Foggia L, Patruno C, et al. Efficacy of Janus kinase inhibitors in the 
treatment of psoriasiform atopic dermatitis. Clin Exp Dermatol. 2024;49:1232–1234, 
http://dx.doi.org/10.1093/ced/llae162. PMID: 38699956.

32. Gargiulo L, Ibba L, Pavia G, et al. Upadacitinib for the treatment of concomitant 
psoriasis and atopic dermatitis: a case series. J Dermatolog Treat. 2023;34:2183729, 
http://dx.doi.org/10.1080/09546634.2023.2183729. PMID: 36809172.

33. Carlos CA, Tous-Romero F, García-Donoso C, et al. Upadacitinib for the management 
of overlapping psoriasis and atopic dermatitis: a case series. Int J Dermatol. 2024, 
http://dx.doi.org/10.1111/ijd.17512. Epub ahead of print. PMID: 39370612.

34. Weiss L, Marbet CP, Branca LB, Mühleisen B, Navarini A. Janus kinase inhibitors 
as successful treatment alternative in dupilumab-induced psoriasis. Case Rep Der­
matol. 2024;16:144–148, http://dx.doi.org/10.1159/000539124. PMID: 39015397; 
PMCID: PMC11250620.

4

dx.doi.org/10.1111/all.15921
dx.doi.org/10.1016/j.jaad.2021.05.013
dx.doi.org/10.1111/ijd.17397
dx.doi.org/10.1016/j.det.2024.02.011
dx.doi.org/10.1016/j.coi.2017.08.008
dx.doi.org/10.1016/j.jid.2023.06.194
dx.doi.org/10.3389/fmed.2024.1335551
dx.doi.org/10.1111/ijd.17100
dx.doi.org/10.1073/pnas.1416922112
http://refhub.elsevier.com/S0001-7310(25)00817-8/sbref0245
http://refhub.elsevier.com/S0001-7310(25)00817-8/sbref0245
http://refhub.elsevier.com/S0001-7310(25)00817-8/sbref0245
dx.doi.org/10.4103/ijd.IJD_448_20
dx.doi.org/10.1080/14712598.2020.1727439
dx.doi.org/10.7759/cureus.19182
dx.doi.org/10.3892/etm.2022.11184
dx.doi.org/10.3892/etm.2022.11184
dx.doi.org/10.1080/09546634.2021.1914315
dx.doi.org/10.1111/bjd.15493
dx.doi.org/10.1016/j.jaci.2020.04.055
dx.doi.org/10.1097/DER.0000000000000645
dx.doi.org/10.1080/09546634.2019.1702147
dx.doi.org/10.1016/j.jid.2018.10.043
dx.doi.org/10.3389/fmed.2024.1363405
dx.doi.org/10.1111/ijd.17742
dx.doi.org/10.1016/j.adengl.2021.05.008
dx.doi.org/10.1080/09546634.2023.2183729
dx.doi.org/10.1111/ijd.17512

	Overlap Between Psoriasis and Atopic Dermatitis: Therapeutic Approach

